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PREFACE 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  a  publication  of  the  National  Institute  of  Arthritis 
and  MetaboUc  Diseases.  This  speciaUzed  information  medium  has  been  initiated  to  fill  an  existing  great  need  in 
the  field  of  gastroenterology  and  to  assist  the  Institute  in  meeting  its  obUgations  to  foster  and  support  laboratory 
and  clinical  research  into  the  nature,  causes,  and  therapy  of  diseases  of  the  gastrointestinal  tract.   PubUcation  of 
GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  makes  available  citations  of  all  current  papers  relevant 
to  this  field  from  medical  journals  published  throughout  the  world.   Approximately  one-third  of  the  citations 
dealing  with  the  major  aspects  of  gastroenterology  has  accompanying  abstracts. 

The  issuing  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  under  the  auspices  of  the  National  In- 
stitute of  Arthritis  and  MetaboUc  Diseases  will  provide  a  much  needed  current  awareness  tool  to  scientists  and 
will  facilitate  greater  integration  of  research  and  clinical  efforts  in  this  field.   The  number  and  great  diversity  of 
pubUcations  in  the  area  of  gastroenterology  makes  it  imperative  that  an  appropriate  service  be  available  to  in- 
vestigators and  practitioners  so  that  they  may  be  apprised  of  progress  with  a  minimum  of  delay.   Our  aim  is  to 
provide  the  readers  with  a  readily  systematized  compilation  of  current  published  work.   The  publication  will 
provide  the  greatest  usefulness  if  these  interested  investigators  will  contribute  their  ideas  and  comments  for  con- 
sideration whenever  possible. 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  published  monthly  and  includes  citations  and  abstract! 
from  the  biomedical  world  Uterature  as  they  are  currently  received.   In  addition,  yearly  cumulated  subject  and 
author  indexes  are  published. 

This  publication  is  avaUable  free  to  National  Institutes  of  Health  grantees  and  contractors  working  in  the  field 
of  gastroenterology  and  libraries  of  medical  schools.   Requests  from  these  qualified  individuals  to  receive  free 
copies  of  this  pubUcation  must  include  their  grant  or  contract  number  and  the  title  of  their  project.   These  re- 
quests as  well  as  address  changes  and  other  communications  should  be  addressed  to: 

Scientific  Communications  Office 

Gastroenterology  Abstracts  and  Citations 

National  Institute  of  Arthritis  and  Metabolic  Diseases 

National  Institutes  of  Health 

Bethesda,  Maryland  20014 

Other  individuals  and  Ubraries  may  receive  this  pubHcation  by  subscribing  directly  to  the  Superintendent  of  Doc- 
uments U.S.  Government  Printing  Office,  Washington,  D.  C.  20402.   Subscription  price  per  year  in  the  United 
States,  Canada,  and  Mexico,  $16.00;  foreign,  $4.00  additional;  and  $1.25  for  a  single  copy.   Payment  is  required 
in  advance,  and  check  or  money  order  should  be  made  payable  to  the  Superintendent  of  Documents. 
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PRECLINICAL  SCIENCES 
MORPHOLOGY,  CELLULAR  STRUCTURE  AND  HISTOCHEMISTRY 


T 


1  IMMUNOFLUORESCENT  STUDY  OF  CELLS 

FROM  THE  LIVER  AND  CERTAIN  OTHER 
ORGANS  OF  RATS.    (Rus.)    Kashkin,  K.  P.  (Inst.  Med. 
Radiol.,  Acad.  Med.  Sci.  USSR,  Obninsk)  and  V.  S. 
Kondrat'iev.    Arkh  Anat  55(10): 87-90,  1968. 

Liver  slices  from  rats  of  the  August  line  were  incubated  with 
isothiocyanate-fluorescein-llabeledf  serum  from  rabbits  immun- 
ized to  rat  liver  microsomes,  mitochondria,  and  hyaloplasm. 
Labeled   antibodies  were  selectively  fixed  on  the  correspond- 
ing structures  in  the  hepatic  cells.    No  fluorescence  was  seen 
in  the  cytoplasm  or  nuclei  of  endothelial  cells  in  the  blood 
vessels,  Kupffer's  cells,  or  epithelial  cells  in  the  bile  ducts. 
The  possibility  that  this  fluorescence  is  nonspecific  was  ruled 
out  by  first  treating  the  sera  with  powdered  rabbit  liver. 
Similar  but  less  clear-cut  results  were  obtained  with  the  in- 
direct Coons'  test  in  which  the  fixation  of  unlabeled  .anti- 
kidney  antibodies  was  demonstrated  by  treating  the  specimens 
with  fluorescent  serum  from  pigs  immunized  with  serum  im- 
munoglobulins from  rabbits.    The  direct  Coons'  test  showed 
that  the  antigenic  properties  of  some'components  in  the 
nucleoli  of  hepatic  cells  were  similar  to  those  of  cytoplasmic 
granules.    In  a  study  of  sections  from  the  rat  pancreas,  stom- 
ach, intestines,  kidneys,  and  brain,  antikidney  antibodies  were 
selectively  fbced  only  in  the  cytoplasm  of  epithelial  cells  in 
the  convoluted  tubules  of  the  kidney.    These  kidney  cells  did 
not  fix  rat  antibrain  or  antispleen  antibodies.    Similarities  in 
the  antigenic  properties  of  liver  and  kidney  cells  may  be  due 
to  excretion  of  degradation  products  from  the  liver  by  cells 
of  the  convoluted  tubules. 


2  PEPTIDE  HYDROLASE  ACTIVITIES  OF  THE 

MUCOSA  OF  HUMAN  SMALL  INTESTINE. 

(E.J    Heizer,  W.  D.  (Natl.  Inst.  Arthr.  Metab.  Dis.,  NIK, 
Bethesda,  Md.)  and  L.  Laster.    /  Clin  Invest  48(1): 210-228, 
1969. 

Assay  of  hydrolase  activities  in  mucosal  biopsies  of  the  small 
intestine  from  3  patients  with  subtotal  villous  atrophy  showed 
a  reduction  in  glycyl-L-proline  and  L-phenylalanyl-L-proline 
hydrolases.    A  less  marked  reduction  was  noted  in  13  patients 
with  various  intestinal  disorders.    Two  new  methods  were  used 
in  these  studies:     a  method  for  rapid  screening  of  tissue  ex- 
tracts for  hydrolase  activity  by  use  of  high-voltage  paper  elec- 
trophoresis, and  a  method  for  quantitating  the  hydrolysis  of 
dipeptides  containing  L-phenylalanine,  L-tyrosine  or  L-trypto- 
phan.    In  10  normal  subjects,  the  intestinal  mucosa  showed 
varying  degrees  of  hydrolase  activity  for  many  peptides,  and 
the  L-alanyl-L-phenylalanine  hydrolase  activity  was  about  10 
times  as  high  as  activity  for  the  other  3  substrates  studied 
quantitatively  (the  foregoing  and  L-phenylalanylglycine).    A 
comparison  of  the  activity  of  normal  intestine  (1)  and  diseased 
intestine  (1)  with  their  combined  activity  revealed  no  evidence 
of  enzyme  inhibitors  or  activators.    These  studies  suggest  that 
intestinal  disorders  can  produce  a  nonspecific  reduction  in  the 
peptide  hydrolase  activities  of  the  mucosa  of  the  small  intestine, 
but  that  the  pathophysiologic  changes  associated  with  flattening 
3f  the  mucosa  tend  to  reduce  imidopeptide  hydrolase  activities 
selectively. 


3  MORPHOLOGICAL  AND  HISTOCHEMICAL 
STUDY  OF  EMBRYONIC  CAT  LIVERS.    (Rus.) 

Ovsepian,  S.  A.  (Erevan  Med.  Inst.,  USSR).    Zh  Eksp  Klin  Med 
8(2):  34-40,  1968. 

Livers  from  42  cat  embryos,  weighing  6-100  g,  were  examined 
microscopically  and  histochemically.    In  embryos  weighing 
6-10  g  most  of  the  Uver  cells  had  small  round  or  oval  nuclei 
with  large  amounts  of  chromatin,  densely  packed  and  random 
DNA  granules,  and  Uttle  RNA.    Cells  with  medium-sized  and 
large  nuclei  developed  from  them.    The  DNA  granules  in  their 
nuclei  were  found  in  the  chromatin  layer  of  the  nuclear  mem- 
brane, around  the  nucleoli,  and  in  the  chromatin  strands. 
The  amount  of  RNA  increased  during  development.    Glycogen 
and  iron  salts  first  appeared  in  the  protoplasm  of  cells  with 
medium-sized  and  large  nuclei,  reaching  a  maximum  right  be- 
fore birth.    None  of  the  lobed  structures  were  evident  until 
a  few  days  before  birth. 

4  THE  DIETARY  REGULATION  OF  THE  GLYCO- 
LYTIC ENZYMES.    II.    ADAPTIVE  CHANGES 

IN  HUMAN  JEJUNUM.    (E.)     Rosensweig,  N.  S.  (Fitzsimmonj 
Gen.  Hosp.,  Denver,  Colo.),  F.  B.  Stifel,  R.  H.  Herman  and 
D.  Zakim.    Biochim  Biophys  Acta  170(2):228-234,  1968. 

The  effects  of  dietary  fructose,  sucrose,  glucose,  a  carbohy- 
drate-free diet  and  fasting  on  human  jejunal  fructokinase, 
fructose-1-phosphate  aldolase,  hexokinase,  glucokinase  and 
fructose-l,6-diphosphate  aldolase  activities  were  determined  in 
4  normal  male  Caucasian  volunteers  (19-23  yr  old)  and  2 
obese  patients  (1  Negro,  age  34  and  1  Caucasian,  age  31). 
All  subjects  were  fed  diets  varying  in  carbohydrate,  fat,  and 
protein  composition,  and  jejunal  biopsies  were  performed  to- 
ward the  end  of  the  dietary  period  (1-27  days).    The  activities 
of  fructokinase  and  fructose-1-phosphate  aldolase  were  highest 
on  the  fructose  diet,  and  decreased  on  sucrose,  glucose  or 
carbohydrate-free  diets  and  fasting,  in  that  order.    Hexokinase 
and  glucokinase  activities  were  highest  on  the  glucose  diet  and 
decreased  on  sucrose,  fructose  or  carbohydrate-free  diets  and 
fasting,  in  that  order.    A  comparison  of  the  effects  of  the  dif- 
ferent carbohydrate  diets  on  the  ratio  of  fructose- 1,6-diphos- 
phate  aldolase  activity  to  fructose- 1 -phosphate -aldolase  activity 
in  the  4  normal  subjects  revealed  the  ratio  to  be  highest  on 
glucose  and  lowest  on  fructose,  with  an  intermediate  value  for 
sucrose.    These  results  are  similar  to  those  found  in  the  rat, 
and  indicate  that  specific  dietary  sugars  can  increase  specific 
jejunal  glycolytic  enzymes  in  the  human. 


m.). 


STRUCTURE  OF  ANTRAL  GASTRIC  MUCOSA. 

(E.)    Ferguson,  D.  J.  (Dept.  Surgery,  U.  Chicago, 
Surgery  65(2):280-291,  1969. 


Antral  biopsies  from  living  human  subjects  (45  of  both  sexes, 
15-81  yr  old,  with  normal  stomach,  peptic  ulcer  or  gastric 
carcinoma),  dogs  (6  with  an  isolated  antral  pouch;  4  after 
transplant  of  antral  patches  into  the  colon)  and  mice  (3  A- 
strain  males)  were  examined  by  electron  and  light  microscopy 
in  order  to  correlate  histologic  structure  with  the  known  func- 
tions of  the  antral  mucosa.    S  cells,  characterized  by  prominent, 
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oriented  bundles  of  fibrils  in  the  supranuclear  region,  were 
found  in  the  foveolae  and  superficial  glands  of  the  antral 
mucosa  of  8  human  subjects  (aU  with  normal  or  high  acid 
secretion)  and  in  aU  dogs  and  mice  examined.    None  were 
present  in  the  fundic  or  cardiac  mucosa  or  m  the  duodenum 
of  these  species.    Many  vesicles  containing  Uttle  or  no  stamed 
material  and  sunounded  by  a  membrane  which  appeared 
identical  to  the  plasma  membrane  were  observed  aniong  the 
fibrils    The  distribution  of  S  ceUs  and  the  mtraceUular  on- 
entation  of  the  fibrUs  and  their  presence  in  microvilli  sug- 
gest  a  sensory  function.    The  supranuclear  vesicles  could  be 
the  result  of  pinocytosis.    Variations  in  species  appearance 
of  the  S  ceUs  (fibrils  less  prominent  in  man  than  in  the  other 
species)  might  be  related  to  differences  in  antral  function^ 
Argyrophil  ceUs  were  present  in  most  antral  specmiens.    Non- 
mucous,  BH-negative  E  ceUs,  containing  numerous  pale-s  am- 
ing  granules,  were  observed  in  the  glands  near  the  foveolae  m 
man  and  dog  and  in  the  single  layer  of  glands  m  mice.    They 
occurred  in  greater  size  and  number  in  the  defunctionabzed 
canine  antrum;  stimulation  with  meat  extract  decreased  their 
average  diameter.    Samples  of  antral  mucosa  transplanted  to 
the  colon  revealed  only  equivocal  differences  from  normal. 
In  5  achlorhydric  human  stomachs  examined,  E  ceUs  were 
scarce  in  the  antral  mucosa,  while  they  were  abundant  in 
samples  from  stomachs  of  6  persons  secreting  normal  or  large 
amounts  of  acid.    Secretion  and  storage  of  gastrm  may  be 
attributed  to  some  variant  of  the  E  ceU. 
6  THE  ULTRASTRUCTURE  OF  THE  MUCOSAL 

INNERVATION  OF  THE  STOMACH.    (Ger.j 
Lick,  R.  F.  (Surg.  Polyclin.,  U.  Munich,  Germany)   A^Ha^^!;' 
D.  Balser,  W.  Hart  and  1.  Klempa.   Z  Gastroent  6(5).  342-347, 

1968. 


Electron  microscopy  of  mucosa  taken  from  the  gastric  coitus 
and  antrum  of  5  male  Sprague-Dawley  rats  revealed  bundles 
of  nonmeduUated  fibers  in  the  interceUular  spaces.    These  axons, 
whTch  were  embedded  in  the  ceU  membrane  of  Schwann  ceUs 
were  often  but  not  always  found  accompanied  by  blood  vessels 
near  the  adelomorphous  (chieO  and  delomorphous  (parietal) 
ceUs    Since  many  of  these  nerve  ceUs  contained  synaptic  ves- 
Ses'  they  are  probably  efferent  in  nature.   The  axoplasm  also 
contaUd  nerve  fibrUs  and  mitochondria.    Some  of  the  "synap-^ 
t°c  veLes"  contain  acetylcholine  whUe  others  probably  contam 
catecholamines  and/or  serotonin.   This  suggests  that  there  .no 
sharp  distinction,  either  morphologically  or  functionaUy,  between 
chXergic  and  adrenergic  nerve  fibers.   No  specific  synaptc 
Lcturls  were  found  between  nerve  ceUs  and  secretory  ceUs, 
even  when  they  were  only  a  few  hundred  angstroms  ap^t,  in- 
dicating that  transmission  must  be  humoral  m  nature.   No  evi 
dence  L  found  to  show  whether  the  nerve  fibers  were  pre- 
or  postganglionic. 

7  ULTRASTRUCTURE  AND  FUNCTION  OF 

GASTRIC  PARIETAL  CELLS  IN  THE  RAT 
DURING  DEVELOPMENT.    (E.j    Helander,  H.  F.  (Dept.  Anat., 
U.  Umea,  Sweden).    Gastroenterology  56(1):  35-52,  1969. 
Three  different  aspects  of  the  development  of  the  gastric  mu- 
cosa were  investigated  in  infant  Sprague-Dawley  rats:    pH  ot 
the  gastric  contents  after  histamine  stimulation  (0.2  mg/g  body 
weight  S.C.),  activity  of  carbonic  anhydrase  m  stomach  homog- 
enates,'  and  ultrastructure  of  the  epitheUal  and  particularly  the 


developing  parietal  cells.   Gastric  pH  decreased  from  5.3  im- 
mediately after  birth  to  2.7  in  10-day-old  rats^  Carbonic  an- 
hydrase activity  was  first  demonstrated  in  embryos  on  the  20th 
day  of  gestation.    Electron  microscopy  revealed  that  pnmitive 
parietal  ceUs  could  be  identified  at  20  days  of  gestation,  and 
were  characterized  by  intracellular  canaUcuU  lined  with  micro- 
villi cytoplasm  with  moderate  mitochondria,  numerous  ribo- 
som'es  moderately  weU  developed  rough  endoplasmic  reticulum, 
and  a  few  dense  granules.   The  dense  granules  disappeared  be- 
fore 10  days  of  age  with  a  concomitant  increase  in  cytoplasmic 
vacuoles.    Lysosome-hke  bodies  were  frequently  found  durmg 
the  1st  10  days  after  birth.    It  is  suggested  that  a  dense  sub- 
stance, often  observed  in  the  parietal  ceU  canaUcuU  of  the  de- 
veloping rats,  could  be  a  carrier  for  hydrochloric  acid. 

8  ULTRASTRUCTURE  AND  FUNCTION  OF 

GASTRIC  MUCOID  AND  ZYMOGEN  CELLS 
IN  THE  RAT  DURING  DEVELOPMENT.    (E.)    Helander,  H.  F. 
(Dept.  Anat.,  U.  Umea,  Sweden).    Gastroenterology  56(1):  53- 
70,  1969. 

Peptic,  milk-clotting  and  Upase  activities  were  measured  in 
whole  homogenates  of  stomachs  from  Sprague-Dawley  rats  of 

r,       •  •    n  ^  hr-  1    ^   5   and  10  days;  and  3-6  months 

the  foUowmg  ages:    0-6  hr,  1,  i,  5,  ana  lu  udy:>, 

(adults);  embryos  of  17-21  days  gestation  were  also  used.   New 
born  rats  were  taken  before  they  had  sucked,  rats  I'lO  ^^V^ 
old  were  fasted  for  16  hr,  and  adult  rats  were  fasted  for  48  hr 
prior  to  sacrifice.   The  fine  structure  of  the  gastric  mucosa  was 
Ldied  in  at  least  4  animals  of  each  group.   The  1st  traces  of 
peptic  activity  were  evident  in  ^^-^^y^^^'^  ^l^'^'^^:''''^^^'' 
Ld  milk-clotting  activities  were  detected  2  days  later    Three 
days  before  birth  there  was  a  5-fold  increase  m  peptic  activity, 
but  in  newborn  rats  it  dropped  to  60%  of  the  ^  ^ay-old  embo.o 
value    From  1-10  days  of  age  the  peptic  activity  changed  httle, 
at  10  days  it  was  60%  of  that  in  adults.   The  Upase  activity  de- 
veloped simUarly  to  the  peptic  activity,  except  that  there  was 
no  drop  in  activity  at  birth;  at  10  days  the  Upase  actmty  was 
55%  of  that  in  adults.   The  mUk-clotting  activity  was  4  times 
as  high  in  the  newborn  as  in  embryos  2  days  before  birth; 
ftom  1-10  days  after  birth  the  activity  changed  httle.    In  adults, 
a  drop  to  %  of  the  activity  found  in  10-day-old  rats  was  noted. 
Electron  microscopy  revealed  primitive  surface  epithehal  and 
mucous  neck  ceUs  at  20  days  of  gestation;  ^y^^^Xl^^^Zt^ 
could  be  identified  1  day  later.   The  mucous  neck  ce"^  °^;tured 
in  1-2  days.    Surface  epitheUal  ceUs  were  mature  1  day  before 
birth  except  for  cytoplasmic  accumulations  of  glycogen.    At 
birth' the  zymogen  ceUs  contained  numerous  secretory  granules 
wWch  decreased  over  the  next  10  days.    At  20  ^^Vs  ofj^, 
zymogen  ceUs  attained  a  normal,  adult  appearance.    Intermedial^ 
ceU  forms  between  the  mucous  neck  ceUs  and  other  exocrm 
ceUs  were  common.   This  supports  the  theory  that  the  ga  trie 
epitheUal  ceUs  may  differentiate  f^^^"  ^^'^^^^f  ,7?°'' ^^^^ 
Zymogen  and  mucous  neck  ceUs  are  the  most  Ukely  sources 
for  the  gastric  digestive  enzymes. 


y  PRESENCE  AND  MOBILIZATION  OF  GLYCO- 

GENlNMAMMALIAN  PANCREATIC  ^  CELLS. 

(E.j    HeUman,  B.  (Dept.  Histol.,  U.  Umea,  Sweden)  and  L.  A. 
Idahl.   Endocrinology  84(1):  1-8,  1969. 
A  quantitative  microchemical  technique  was  used  for  the 
measurement  of  glycogen  in  the  pancreatic  if  ^t  ceUs  of  4^^ 
6-month-old  obese  hyperglycemic  mice  and  12  of  their  lean 
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litter  mates;  in  addition,  6  adult  male  rats  and  4  Chinese  ham- 
sters were  studied.    The  technique  combined  an  enzymatic 
method  based  on  the  reactivity  to  glycogen  phosphorylase  with 
final  fluorometric  measurements  of  small  amounts  of  NADPH 
by  enzymatic  cycling.   Glycogen  could  be  demonstrated  in  the 
pancreatic  islets  from  all  animals  included  in  the  investigation. 
A  glycogen  content  of  10.2  ±  0.9  mmoles/kg  dry  weight  was 
recorded  in  whole  islets  that  had  been  directly  microdissected 
from  the  fresh  pancreases  of  untreated  obese  hyperglycemic 
mice.    A  similar  analysis  of  the  lean  litter  mates  revealed  3.6  ± 
0.4  mmoles/kg  dry  weight,  compared  to  1.0  ±  0.1  mmoles  in 
the  rat  and  4.9  ±0.2  mmoles/kg  dry  weight  in  the  Chinese 
hamster.    Pure  /J-cell  specimens  obtained  by  dissection  of  freeze- 
dried  pancreas  sections  contained  13.9  ±  2.4  mmoles  glycogen/kg 
dry  weight.    Values  in  the  exocrine  parenchyma  ranged  from 
0.2  to  0.8  mmoles/kg  dry  weight  and  the  presence  of  glycogen 
in  the  exocrine  pancreas  cannot  be  considered  established.    Low 
glucose  levels  were  incompatible  with  the  establishment  of  sig- 
nificant glycogen  stores  in  the  /3  cells.    Although  the  glucose 
level  of  the  /3  cells  remained  practically  unchanged  after  5  min 
if  ischemia,  the  glycogen  level  fell  by  3  mmoles/kg  or  more. 
Exposure  to  glucagon  under  various  experimental  conditions 
lid  not  markedly  affect  the  glycogen  stores. 

10  INVESTIGATION  OF  THE  HEPATIC  MATERIAL 

"SPACE"  UNDER  VARIOUS  CONDITIONS  OF 
FLOW  IN  THE  ISOLATED  PERFUSED  DOG  LIVER.    (E.) 
Field,  C.  D.  (Dept.  Physiol.,  U.  West  Indies,  Jamaica)  and  W.  H. 
\ndrews.    CirccRes  23(5):61 1-622,  1968. 

k  radioactive  isotope  dilution  technique,  in  which  2  radioactive 
tracers  were  used  simultaneously,  was  employed  to  investigate 
:he  nature  of  the  hepatic  arterial  vascular  bed  or  arterial  vascu- 
ar  "space"  in  22  isolated  perfused  canine  livers.    The  technique 
continuously  monitored  the  blood  leaving  the  liver  for  radio- 
ictivity.    The  concept  of  an  arterial  vascular  space  was  defined 
n  terms  of  the  mean  circulation  time  of  labeled  red  blood  cells 
hrough  the  perfused  organ,  and  the  variation  of  this  parameter 
vith  variations  in  arterial  flow  was  considered.    Determinations 
)f  the  size  of  the  arterial  vascular  space  showed  a  hnear  relation 
)etween  the  arterial  fraction  of  the  blood  occupying  the  total 
■ascular  bed  and  the  arterial  fraction  of  the  total  hepatic  blood 
low.   The  evidence  from  these  experiments  supports  the  idea 
hat  the  hepatic  artery  and  portal  vein  share  a  large  proportion 
if  the  total  hepatic  vascular  bed. 

1  THE  NORMAL  HUMAN  GASTRIC  EPITHELIA: 

A  FINE  STRUCTURAL  STUDY.    (E.)    Rubin,  W 
CorneU  U.  Med.  CoU.,  New  York,  N.  Y.),  L.  L.  Ross,  M.  H. 
leisinger  and  G.  H.  Jeffries.   Lab  Invest  19(6):598-626,  1968. 
I'hen  normal  human  gastric  biopsies  obtained  from  19  fasting 
ibjects  (17-63  yr  old)  were  examined  by  electron  microscopy, 
types  of  epitheUal  cells  could  be  characterized  by  their  fine- ' 
:ructural  features:    1)  surface  and  pit  ceUs,  2)  undifferentiated 
eck  ceUs,  3)  parietal  ceUs,  4)  chief  ceUs,  5)  mucous  gland 
nucous  neck)  ceUs,  and  6)  pyloric  gland  cells.    The  undiffer- 
itiated  neck  cells,  located  in  the  bases  of  the  pits  and  upper 
■gions  of  the  glands,  exhibited  large  nuclei,  prominent  nucleoli, 
1  abundant  cytoplasmic  matrix,  numerous  ribosomes  and  poly- 
>mes,  few  mucous  granules  (usuaUy  small),  and  relatively  few 
itochondria  and  profiles  of  endoplasmic  reticulum  (most  of 
hich  was  agranular).    The  development  of  surface  pit,  parietal, 


mucous  gland,  and  pyloric  gland  cells  from  these  undifferentiated 
neck  cells  was  suggested  by  the  presence  of  intermediate  forms 
in  this  same  region  in  the  upper  glands  and  pit  bases.    The  tubu- 
lovesicles  in  parietal  cells  resembled  the  plasmalemma  of  the 
luminal  and  canalicular  surfaces,  along  which  they  were  pre- 
dominantly distributed.    The  tubulovesicles  appeared  distinct 
from  the  endoplasmic  reticulum  and  contained  numerous  small 
pieces  of  cytoplasm.    Pyloric  gland  cells  resembled  mucous  gland 
(mucous  neck)  cells  but  contained  a  second  type  of  granule 
resembling  that  of  the  chief  cells. 

12  DIETARY  REGULATION  OF  GLYCOLYTIC 
ENZYMES.    I.    ADAPTIVE  CHANGES  IN  RAT 

JEJUNUM.   (E.)    Stifel,  F.  B.  (Fitzsimons  Gen.  Hosp.,  Denver, 
Colo.),  N.  S.  Rosensweig,  D.  Zakim  and  R.  H.  Herman.   Biochim 
BiophysActa  170(2):221-227,  1968. 

Glycolytic  enzyme  activity  was  investigated  in  jejunal  mucosa 
and  liver  tissue  from  adult  male  Holtzman  rats  which  were  fasted 
or  fed  diets  containing  68%  fructose,  sucrose,  glucose  or  casein 
for  3  days.    Jejunal  fructokinase,  fructose-1-phosphate  aldolase, 
hexokinase  and  glucokinase  each  showed  maximal  activity  when 
its  specific  substrate  was  fed,  while  fructose-l,6-diphosphate  al- 
dolase activity  was  similar  in  the  fructose-,  glucose-  and  sucrose- 
fed  rats.    Aldose  reductase  activity  was  highest  on  glucose  and 
lowest  after  fasting.    Similar  results  were  observed  in  hepatic  en- 
zymes, except  that  the  glucokinase  activity  in  the  livers  of  su- 
crose-fed rats  was  intermediate  between  that  of  glucose-  and 
fructose-fed  animals.    In  both  tissues,  enzyme  activities  were 
uniformly  lowest  in  the  fasted  group,  and  casein  produced  a 
nonspecific  increase  in  all  enzymes  studied.    Fasting  activities 
of  fructokinase  and  fructose-1-phosphate  aldolase  were  higher 
in  liver  than  in  jejunal  tissue.    The  observation  that  the  ratio 
between  fructose- 1,6-diphosphate  aldolase  and  fructose-l-phos- 
phate  aldolase  was  only  0.66  in  the  jejunum  of  fructose-fed 
rats  (compared  to  2.76  on  a  glucose  diet  and  about  1.0  in  the 
liver  regardless  of  diet)  may  mean  that  the  intestine  contains 
an  aldolase  with  properties  different  from  those  of  other  tissues. 

13  HISTOLOGICAL  AND  HISTOCHEMICAL  IN- 
VESTIGATIONS ON  THE  STOMACHS  IN  MAN, 

JAPANESE  MONKEY  (Macaca  fuscata  yakui)  AND  SOME 
OTHER  KINDS  OF  ANIMALS.    REPORT  IV.    A  NEW  SECRE- 
TION TYPE  IN  THE  PARIETAL  CELL.    (E.)    Imai,  M.  (Sch. 
Dent.,  Aichi-Gakuin  U.,  Chikusa-ku,  Nagoya,  Japan),  T.  Shibata 
and  T.  Mineda.    Okajima  Folia  Anat  Jap  45(4):  165-173,  1968. 

Droplet-like  swellings  which  stained  positively  with  fuchsin 
were  observed  in  the  periphery  of  parietal  cells  fronting  the 
lamina  propria,  in  the  lamina  propria,  and  in  the  lumens  of 
capillaries  of  the  same  tissue  in  gastric  sections  from  adult 
Japanese  monkeys  and  adult  dogs  stained  by  Hamazaki's  KFJ 
method,  and  to  a  lesser  extent  in  preparations  fixed  by  buffered 
formalin  and  stained  by  Hamazaki's  carbol-fuchsin.    The  droplets 
were  found  more  frequently  in  fasring  animals  than  in  fed  ani- 
mals, and  could  also  be  identified  in  the  fasting  dog  by  phase 
contrast  microscopy  of  fresh  parietal  cells.   The  staining  proper- 
ties were  unaffected  by  lipase  digestion  of  treatment  with 
baryta  water.    Many  fuchsin-positive  granules,  distinct  from  the 
periodic  acid-Schiff  positive  coarse  granules  (Lille's  method), 
were  found  at  the  periphery  of  the  parietal  cells.  It  is  thought 
that  the  fuchsin-positive  droplets  probably  separate  from  the 
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ceU  and  that  the  secretion  penetrates  the  basal  membrane  to 
enter  the  lamina  propria,  thus  arriving  at  the  blood  capillaries. 

14  EPITHELIAL  CELL  MIGRATION  IN  THE  IN- 

TESTINE OF  THE  YOUNG  MOUSE.    (E.) 
Grey,  R.  D.  (Dept.  Biol.,  Washington  U.,  St.  Louis,  Mo.). 
Develop  Biol  18(5):501-514,  1968 


Epithelial  cell  migration  in  the  duodenum  of  nursling  white 
Swiss  mice  was  studied  by  injecting  2  MC/g  body  weight  of 
tritiated  thymidine  into  11-,  16-,  and  20-day-old  animals  and 
then  sacrificing  them  at  intervals  (24,  48  and  96  hr  after  m- 
iection).    Autoradiographs  of  the  duodenal  sections  mdicated 
that  significant  epithelial  ceU  migration  occurs  at  stages  when 
critical  maturational  changes  are  taking  place  in  the  epithehal 
lining  of  the  duodenum.   By  48  hr  after  injection,  labeled  cells 
in  the  duodenum  of  adult  mice  had  migrated  abnost  the  entire 
length  of  the  villus,  whUe  the  migration  rate  in  aU  of  the  3 
nursling  stages  was  slower.    The  actual  distance  (in  M)  traveled 
in  48  hr  by  cells  of  11-  and  16-day-old  mice  was  only  75%  ot 
that  traveled  by  adult  duodenal  epithelial  cells;  for  20-day-old 
mice,  the  distance  was  65%  of  that  of  the  adult.    Most  of  the 
heavily  labeled  ceUs  had  been  extruded  from  the  vilh  by  96  hr 
in  aU  animals  except  those  injected  at  20  days.    By  24  days 
after  birth,  the  length  of  the  villi  equals  or  exceeds  the  adult 
length    However,  the  distance  of  ceU  migration  durmg  48  hr 
does  not  increase  with  age  during  the  preweaning  stages  and 
even  faUs  slightly,  but  significantly,  at  20-24  days.    Since  the 
villi  elongate  and  the  migration  rate  does  not  increase,  a  ^adual 
increase  occurs  in  the  time  required  for  a  ceU  to  migrate  from 
the  intestinal  crypt  to  the  villus  tip.  The  rate  of  ceU  migration 
was  much  slower  in  the  20-day  jejunum  than  in  duodenum  at 
the  same  stage.   These  findings  suggest  that  the  process  of  villus 
elongation  before  weaning  is  regulated  in  the  mouse  duodenum 
by  changes  in  the  rate  of  ceU  extrusion  from  the  vUlus  tip^ 
The  possible  role  of  hormones  as  regulators  of  the  rates  of  ceU 
production  or  extrusion  is  discussed. 

15  ADRENERGIC  FIBERS  IN  THE  HUMAN  IN- 

TESTINE.   (E.)    Capurso,  L.  (St.  Mark's  Hosp., 
London,  England),  C.  A.  Friedmann  and  A.  G.  Parks.    Gut 
9(6):678-682,  1968. 

Histofluorescent  methods  specific  for  acetylcholinesterase  and 
catecholamines  were  used  to  study  22  macroscopicaUy  normal 
samples  of  intestinal  muscle  and  7  samples  of  mucosa  from 
patients  with  rectal  carcinoma.   Examination  showed  that  the 
human  myenteric  plexus  contains  cellular  elements  which  are 
enveloped  by  structures  rich  in  catecholamines  and  suggest 
ganglia    Some  adrenergic  fibers  appear  to  originate  m  the 
myenteric  plexus  and  terminate  in  the  longitudinal  and  circular 
muscles,  but  the  muscle  coats  are  not  very  rich  m  adrenergic 
innervation.    Some  norepinephrine-containing  granules  were 
found  along  the  nerve  fibers,  and  some  adrenergic  structures 
were  also  found  in  the  mucosa. 

16  ON  THE  HISTOCHEMISTRY  OF  HEPATO- 

CYTES  FOLLOWING  THE  TREATMENT  WITH 
HORMONES  AND  HORMONE  SYNTHESIS  BLOCKING  SUB- 
STANCES.   (E.)    Marzotko,  D.  (Inst.  Anat.,  Martin  Luther  U., 
HaUe/Saale,  Germany).   Folia  Histochem  Cytochem  6(2):  213- 
236,  1968. 


The  influence  of  intragastricaUy  administered  thyroxine,  truodo- 
thyronine,  diiodotryosine,  methylthiouracil,  and  diiodotyrosme 
plus  methylthiouracU  on  the  content  and  distribution  of  liver 
glycogen  and  RNA  was  investigated  in  96  male  albino  rat s  over 
\  period  of  45  days.    In  animals  given  3  ml  of  0.85%  NaCl 
solution/kg/day,  the  glycogen  content  fluctuated  considerably, 
although  metaboUc  activity  varied  only  sUghtly  as  mdicated  by 
the  accumulation  of  glycogen  by  hepatocytes  in  the  peripheral 
portions  of  the  lobules.    Changes  in  RNA  content  foUowed  the 
same  course  as  those  of  glycogen.    Thyroxine  (100  ^ig)  and 
truodothyronine  (100  /ig)  induced  increased  peripheral  accum- 
ulation of  glycogen  as  early  as  the  1st  day,  with  depletion  on 
subsequent  days.   The  early  occurrence  of  foci  of  necrosis, 
along  with  enlarged  hepatocytic  nuclei,  smaUer,  darker  nuclei 
of  "exhaustion  ceUs"  and  pyknotic  nuclei  of  moulting  cells  m- 
dicated  functional  Uver  impairment.    The  RNA  content  was 
temporarily  reduced.    FoUowing  the  administration  of  500  m 
or  5  mg  of  diiodotyrosine,  glycogen  was  abundant  the  first  1-2 
days  and  fluctuated  thereafter.    In  methylthiouracil-treated 
animals  (25  mg)  there  was  an  absolute  decrease  in  hepatic 
metabolism,  particularly  in  glycogen  synthesis.   When  the  last 
2  agents  were  given  together,  the  Uver  appeared  histologicaUy 
less  damaged  than  after  methylthiouracU  alone.    However,  the 
smaUer  dose  of  duodotyrosine  seemed  to  have  a  stronger  pro- 
tective action. 

17  INTESTINAL  VILLI:  FORM  AND  MOTILITY 

IN  RELATION  TO  FUNCTION.   (E.)    Sessions, 
J  T  Jr  (U  North  Carolina  Sch.  Med.,  Chapel  Hill)  S.  R. 
Viegas  de  Andrade  and  E.  Kokas.   Pp.  248-260  in  Progress  in 
Gastroenterology.    Vol.  1.  Glass,  G.  B.  J.,  Ed.  New  York, 
Grune  and  Stratton,  1968.  520  pp. 


18  ELECTRON  MICROSCOPY  OF  HUMAN 

GASTRIC  MUCOSA.   (E.)    Lillibridge,  C.  B. 

(Cenese.  Ho.    R-J-.  N^-,  ^-^  ^rS  G,»ne 
Gastroenterology,  Vol.  i.  oiass,  u.  d.  j.,  •-« 
and  Sttatton,  1968.  520  pp. 

19  "LYSOSOMAL  STRUCTURES"  IN  THE 
EXOCRINE  PANCREAS.    (Fr.)    ^^^^;^l\\ 

(Purpan  Hosp.,  Toulouse,  France),  R  Fedou  and  A.  Ribet. 
Rev  Med  Toulouse  4(9):705-719,  1968. 

20  STUDIES  OF  THE  CLEAR  CELLS  IN  THE 
EXCRETORY  DUCTS  OF  THE  HORSE  PAN- 
CREAS.  (Ger.)    Kuch,  K.  (Munic.  Hosp.,  Karlsruhe,  Germany). 
Z  Gastroent  6(5):361-367,  1968. 

21  MONOPARTICULATE  GLYCOGEN  IN  HUMAN 
LIVER.   (E.)    Babudieri,  B.  (High,  Inst.  Hlth; 

Rome,  Italy),  U.Fagiolo  and  F.Tangucci.    Histochem.e    15(2). 

184-186,  1968. 

22  FLUORESCENCE  HISTOCHEMICAL  FINDINGS 
OF  THE  STOMACH  WALLS  IN  RESPONSE  TO 

ULCEROGENIC  STIMULI  IN  RATS.  (E.)  M7obayasln, J^ 
(Fac  Med.,  Kyoto  U.,  Japan),  M.  Fujiwara  and  K.  Shimamoto. 
Jap  J  Pharmacol  18(3):  299-311,  1968. 


See  also:    75,76,366,482 


ABSORPTION-EXCRETION 


23  INTESTINAL  ABSORPTION  OF  AMINO  ACIDS 
IN  THE  DOG.    (E.)    Annegers,  J.  H.  (North- 
western U.  Med.  Sch.,  Chicago,  111.).    Amer  J  Physiol  216(1): 
1-4,  1969. 

Solutions  containing  10-75  mM  glycine,  methionine,  or  histi- 
dine  plus  0-75  mM  of  a  second  amino  acid  were  perfused 
through  jejunal  fistulas  in  conscious  dogs  and  the  net  ab- 
sorption of  amino  acids  and  fluid  was  determined.    Perfusates 
were  made  325  milliosmolar  with  NaCl  or  with  urea  and/or 
fructose.    The  absorption  rate  of  each  amino  acid  increased 
with  increasing  bowel  lumen  concentration  as  well  as  with  in- 
creasing rates  of  fluid  absorption.    Glycine  absorption  de- 
creased with  increasing  concentrations  of  alanine,  methionine, 
or  histidine.    This  decrease  was  not  attributable  to  changes 
in  perfusate  NaCl  concentration  or  net  NaCl  absorption. 
Methionine  absorption  was  decreased  similarly  by  glycine  and 
by  alanine,  and  histidine  absorption  was  decreased  by  glycine, 
alanine,  and  methionine.    Neither  lysine  nor  glutamic  acid 
reduced  glycine,  methionine,  or  histidine  absorption. 

24  EFFECT  OF  CARBONIC  ANHYDRASE  IN- 
HIBITORS ON  ISOLATED  RABBIT  GALL- 
BLADDERS.   (E.)    Wheeler,  H.  O.  (CoU.  Phys.  Surg.,  Columbia, 
Columbia  U.,  New  York  City),  E.  D.  Ross  and  K.  K.  King. 
Amer  J  Physiol  216(1):175-178,  1969. 

Isolated  rabbit  gallbladders  were  cannulated  and  suspended  in 
an  apparatus  so  that  net  water  flux  from  mucosa  to  serosa 
could  be  determined  by  serial  measurements  of  the  volume 
of  the  serosal  bathing  solution.    The  carbonic  anhydrase  in- 
hibitors ethoxzolamide  and  methazolamide  reduced  the  rate 
of  fluid  absorption  by  the  isolated  preparation.    Ethoxzol- 
amide depressed  the  net  water  flux  30-50%  in  bathing  media 
containing  sodium  chloride,  sodium  bicarbonate,  or  both.    In 
unilateral  or  "sweat"  preparations  (Diamond,  /  Gen.  Physiol. 
48:15,  1964)  permitting  direct  measurement  of  electrolyte  con- 
centrations in  the  transported  fluid,  gallbladders  filled  with  a 
chloride-bicarbonate  solution  elaborated  a  fluid  whose  ionic 
composition  was  similar  to  that  of  the  luminal  contents.    Ethox- 
zolamide reduced  the  volume  of  fluid  elaborated  but  had  no 
effect  on  its  composition. 

25  LYMPHATIC  ABSORPTION  OF  PALMITATE- 
1-1'^C  AND  0LEATE-1-14C  IN  THE  BOVINE. 

(E.)    Cook,  D.  A.  (Dept.  Animal  Sci.,  Iowa  State  U.,  Ames), 
A.  D.  McGilliard,  J.  W.  Young,  N.  L.  Jacobson  and  R.  S. 
Allen.    Amer  J  Physiol  216(l):41-45,  1969. 
Four  15-22  week-old  male  Holstein  calves,  each  surgically 
fitted  with  a  rumen  fistula,  a  reentrant  duodenal  fistula,  and 
a  reentrant  thoracic  lymph  duct  fistula,  were  employed  to 
determine  whether  pahnitic  and  oleic  acids  are  absorbed  from 
the  stomach  via  the  lymph.    Two  calves  each  received  569  /XC 
oleate-l-14c  and  2  received  495  /iC  pahnitate-l-14c  via  the 
rumen  fistula.    Total  collections  of  ingesta  and  lymph  were 
made  for  24  hr.    Unlabeled  lymph  was  infused  to  replace  that 
collected.    To  prevent  intestinal  absorption  of  labeled  fatty 
acids,  total  ingesta  were  collected  from  the  reentrant  duodenal 
cannula  and  replaced  with  unlabeled  ingesta  from  a  control 
animal.    In  animals  receiving  labeled  oleate,  an  average  of 
5.8  m/iC/hr  appeared  in  the  lymph  during  the  first  12  hr. 
To  compare  the  fatty  acid  absorption  rate  from  the  stomach 


and  from  the  intestine,  radioactive  ingesta  were  returned  to 
the  duodenum  during  the  second  12  hr  of  the  absorption 
period;  1  calf  received  14c-oleate  and  1  received  i4c.painii- 
tate.    An  average  of  4775  m/nC/hr  appeared  in  the  lymph  from 
oleate-14c.    The  results  indicate  that  absorption  of  long-chain 
fatty  acids  from  the  stomach  via  the  lymphatic  system  is 
quantitatively  unimportant. 


26  BIOCHEMICAL  STUDY  OF  THE  MECHANISM 
OF  INTESTINAL  ABSORPTION.    (E.)     Casey, 

M.  G.  (Dept.  Biochem.,  U.  Med.  Clin.,  Lausanne,  Switzerland), 
J.  P.  Felber  and  A.  Vannotti.    Amer  J  Proctol  20(l):64-67, 
1969. 

The  absorption  of  amino  acids  and  sugars  by  the  rat  intestine, 
preloaded  with  substrate  to  a  level  of  0.9  jUM/100  mg  tissue 
and  incubated  in  Krebs  bicarbonate  buffer  or  galactose  in  the 
presence  of  labeled  substrate,  was  measured  by  following  the 
uptake  of  radioactive  substrate.    Exchange  diffusion  was  pre- 
sent for  galactose  with  glycine,  tryptophan,  phenylalanine,  and 
histidine.    Exchange  diffusion  could  not  be  demonstrated 
between  galactose  and  proline  or  arginine.    It  appears  that 
interaction  takes  place  only  between  galactose  and  the  neutral 
amino  acids.    Inhibition  of  galactose  uptake  by  some  of  the 
neutral  amino  acids  was  observed  (phenylalanine,  tryptophan, 
histidine)  but  was  not  seen  with  the  basic  amino  acids  or 
proline.    Glucose  and  phenylalanine  absorption  were  almost 
twice  normal  in  the  alloxan-treated  rat  intestine,  but  proline 
absorption  was  not  increased  in  this  preparation.    These  re- 
sults indicate  a  common  transport  mechanism  for  neutral 
amino  acids  and  sugars. 

27  EFFECTS  OF  PRESSURE  ON  WATER  AND 
SOLUTE  TRANSPORT  BY  DOG  INTESTINAL 

MUCOSA  IN  VITRO.    (E.)    Hakim,  A.  A.  (Dept.  Physiol., 
U.  Minnesota,  Minneapolis)  and  N.  Lifson.    Amer  J  Physiol 
216(2):276-284,  1969. 

Sheets  of  dog  small  intestinal  mucosa  consisting  only  of  epi- 
thelium and  lamina  propria  were  mounted  on  a  cylindrical 
glass  tube  and  immersed  in  a  glucose-containing  Krebs-bicar- 
bonate- Ringer  solution.    Pressure,  either  mucosal  or  serosal 
(depending  on  how  the  specimen  was  oriented),  was  provided 
by  adjustment  of  the  relative  heights  of  the  surfaces  of  the 
bathing  solutions.    The  relation  between  hydrostatic  pressure 
and  fluid  transport  in  this  system  was  then  investigated  in  de- 
tail.   The  rate  of  fluid  absorpiton  was  not  affected  by  excess 
mucosal  pressures  up  to  20  cm  H2O,  but  an  excess  serosal 
pressure  of  about  4  cm  H2O  reduced  fluid  transport  to  zero, 
and  higher  serosal  pressures  reversed  absorption  to  secretion. 
Excess  serosal  pressure  probably  increased  the  hydraulic  per- 
meability coefficient  by  widening  existing  channels  or  opening 
new  ones.    The  kinetics  of  solute  transport  during  the  secretory 
flow  are  consistent  with  this  view.    The  possible  relevance  of 
this  asymmetry  in  pressure  sensitivity  to  intestinal  function 
in  vivo  is  discussed,  along  with  some  misconceptions  regarding 
the  interpretation  of  unidirectional  flutes  of  water  during  in- 
testinal absorption  or  secretion. 
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28  EFFECT  OF  NEOMYCIN  ON  CHOLESTEROL 

LEVELS  AND  BILE  ACID  EXCRETION  IN 
GERMFREE  AND  CONVENTIONAL  RATS.    (E.)    Eyssen, 
H  (Rega  Inst.  Med.  Res.,  Louvain,  Belgium),  E.  Sacquet,  E. 
Evrard  and  J.  Van  den  Bosch.   Life  Sci  7(21):  1155-1162,  1968. 
To  determine  whether  the  hypercholesterolemic  effect  of  neo- 
mycin in  rats  is  due  to  its  antimicrobial  action,  the  effect  of 
neomycin  on  cholesterol  levels  and  bUe  acid  excretion  was  com- 
pared in  germfree  and  conventional  rats.    Germfree  rats  on 
either  a  1%  cholesterol  diet  for  21  days  or  a  1%  cholesterol- 
0  1%  choUc  acid  diet  for  17  days  exhibited  serum  and  Uver 
cholesterol  levels  which  were  50-100%  higher  than  those  of 
comparable  conventional  controls.    Administration  of  neomycm 
to  rats  on  a  1%  cholesterol-0.1%  choUc  acid  diet  increased 
serum  cholesterol  levels  by  100%  and  liver  cholesterol  levels 
by  50%  in  conventional  animals  but  had  no  effect  on  the  al- 
ready high  cholesterol  levels  of  the  germfree  group.    Neomycin 
did  not  affect  the  fecal  bUe  acid  or  sterol  output  of  germfree 
rats  but  significantly  reduced  the  fecal  bUe  acid  loss  in  the 
conventional  group.   The  effect  of  neomycin  on  cholesterol 
and  bUe  salt  absorption  thus  depends  on  the  presence  of  an 
intestinal  flora. 

29  STUDIES  OF  THE  PERFUSION  TECHNIQUE 

FOR  COLONIC  ABSORPTION.    (E.)    Devroede, 
G.  J.  (Mayo  Grad.  Sch.  Med.,  U.  Minnesota,  Rochester)  and 
S.  F.  Phillips.    Gastroenterology  56(1):92-100,  1969. 
In  12  healthy  male  volunteers  (22-50  yr  old)  carrying  4-lumen 
polyvinyl  tubes  positioned  with  the  terminal  orifice  in  the 
cecum,  the  development  of  steady-state  conditions,  reflux  of 
perfusion  solutions  from  cecum  to  ileum,  and  the  volume  of 
fasting  ileal  contents  traversing  the  ileocecal  junction  were 
studied  by  sequential  analysis  of  rectal  and  ileal  fluids  during 
colonic  perfusion  at  different  rates  (5,  10,  or  16  ml/min).    A 
steady  state  was  considered  to  have  been  attained  when  the 
concentration  of  polyethylene  glycol,  24Na,  and  electrolytes  in 
rectal  recoveries  coUected  each  10  min  for  1  hr  or  longer  varied 
minimally  with  time;  times  varied  from  20-1 10  min  between 
subjects  and  even  during  successive  perfusions  in  the  same  sub- 
ject.   Polyethylene  glycol  was  present  in  fluid  aspirated  from 
the  Ueum  in  3  of  10  perfusions,  and  the  rate  of  reflux  was 
calculated  as  0.1-0.3  ml/min.    Determinations  of  fasting  Ueal 
contents  by  suction  at  2  sites  in  the  Ueum  revealed  a  total  flow 
rate  of  0.1-0.9  ml/min.   The  volume  of  the  terminal  ileal  con- 
tents was  relatively  constant  and  usually  less  than  0.1  ml/min. 
Dye-dUution  curves  demonstrated  that  faster  infusions  were 
associated  with  a  reduction  of  total  transit  time  through  the 
colon  and  greater  mean  rates  of  flow;  however,  the  mean  vol- 
ume contained  in  the  colon  was  simUar  with  perfusions  of  10 
or  16  ml/min.    During  perfusion  with  154  mM  sodium  chloride, 
the  concentrations  of  sodium  and  chloride  decreased  and  those 
of  potassium  and  bicarbonate  increased.    Changes  in  concentra- 
tion were  greatest  during  perfusion  at  5  ml/min  and  decreased 
at  faster  rates.    Absorption  of  water,  sodium,  and  chloride  and 
secretion  of  bicarbonate  and  potassium  were  greater  during  per- 
fusion at  10  ml/min,  but  did  not  increase  further  at  16  ml/min. 


30  CONSERVATION  OF  SODIUM,  CHLORIDE, 

AND  WATER  BY  THE  HUMAN  COLON.    (E.) 
Devroede,  G.  J.  (Mayo  Grad.  Sch.  Med.,  U.  Minnesota,  Rochester) 
and  S.  F.  Phillips.    Gastroenterology  56(1):101-109,  1969. 


Using  the  same  4-lumen  polyvinyl-tube  technique  described 
above   19  different  solutions  were  perfused  (10  ml/min)  through 
the  colon  of  15  healthy  male  volunteers  (22-55  yr  old)  on  59 
occasions.   The  perfusion  solutions  (37C,  pH  6.8-8.0)  contained 
different  initial  electrolyte  concentrations,  but  all  contamed  0.1% 
glucose  0.5%  polyethylene  glycol  and  mannitol  to  preserve  iso- 
tonicity.    During  a  single  intubation,  3  solutions  of  the  same 
electrolytes  at  different  concentrations  were  usually  perfused  m 
random  order.    Steady-state  conditions  were  verified  between 
perfusions.    Sodium  was  absorbed  from  perfusates  contammg  as 
little  as  25  mM  sodium;  absorption  increased  significantly 
(p  <0  01)  with  concentrations  of  75-150  mM.   Chloride  was  ab- 
sorbed more  effectively  than  sodium,  the  difference  bemg  closely 
approximated  by  secretion  of  bicarbonate.    Absorption  of  water 
was  noted  from  15  of  the  16  sodium  chloride  perfusates  (sodium 
being  absorbed  from  aU  of  them).    Bicarbonate  was  secreted 
into  solutions  containing  less  than  25  mM  sodium  bicarbonate 
but  was  absorbed  at  progressively  higher  rates  from  increasing 
concentrations.    Sodium  and  bicarbonate  were  absorbed  m 
equal  amounts  from  solutions  of  sodium  bicarbonate.   The 
presence  of  chloride  increased  the  secretion  of  bicarbonate  mto 
bicarbonate-free  solutions  or  those  containing  15  mM  sodium 
bicarbonate.    The  presence  of  chloride  in  solutions  of  25  mM 
sodium  bicarbonate  reversed  absorption  into  secretion.    No 
conslTent  pattern  of  water  movement  was  noted  with  sodium 
Sbonate  solutions.   Potassium  was  absorbed  at  P-g-ssively 
increasing  rates  from  solutions  containing  15  mM  Potass  um  or 
higher  but  was  secreted  at  lesser  concentrations.   The  presence 
chadded  sodium  chloride  did  not  significantly  alter  the  trans- 
port of  potassium  from  25  mM  potassmm  chloride^  7"^";.  J"' 
Lays  secreted  into  potassium  chloride  solutions,  but  add  it  on 
of  sodium  chloride  resuhed  in  water  absorption.    More  electro- 
lyte than  water  was  transported  from  isotonic  Perfusates,  and 
when  water  absorption  was  zero,  sodium  and  chloride  absorp- 
tion continued.    The  highly  significant  absorption  of  sodium 
chloride  m  the  absence  of  water  transport  suggests  that  elec- 
trolyte absorption  is  a  prime  function  of  the  human  colon  with 
water  moving  passively  along  osmotic  gradients. 
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A  CONTINUOUSLY  MONITORED  RECIRCULA- 
TING PERFUSION  SYSTEM  FOR  MEASURING 
INTESTINAL  ABSORPTION.    (E.)    Spencer,  R.  P.  (Yale  U. 
sch.  Med    N^ew  Haven,  Conn.),  T.  K.  Chaudhuri  T.  K.  Chaudhu. 
and  T.  Herskovic.  Amer  J  Dig  Dis  14(l):61-66,  1969. 
A  perfusion  apparatus  for  the  continuous  and  simultaneous 
monitoring  of  water  and  nutrient  (or  electrolyte)  absorption 
from  the  intestine  is  described.    The  system  consists  of  a  re- 
iculating  loop  of  polyvinyl  tubing  (1/8  inch  outer  diameter, 
tTal^olume  50  ml)  with  a  reservoir  which  is  j^^Pj  - -J-';^^^ 
by  means  of  two  Ministaltic  pumps  with  an  a^Jfabe  flow  rate. 
The  content  of  nonabsorbed  volume  mdicator  (1  ^g/lOO  ™ 
Rose  Bengal)  in  the  system  is  quantitated  by  means  of  a  Beck- 
man  spectrophotometer  peaked  at  500  nm.    Contmuous  re- 
cording of  the  optical  density  is  achieved  with  an  attached  GU- 
ford  recorder.    About  96%  of  the  Rose  Bengal  js  recovered^ 
The  electrolyte  indicator  is  present  in  radiolabeled  form  and 
is  quantitated  by  means  of  a  gamma-ray  detector.    ?«."'  this 
counting  assembly,  the  fluid  flow  is  led  to  a  heat-exchanger 
mC)  then  to  a  second  pump  and  into  the  intestine.    A  second 
ube  which  serves  as  the  return  line,  opens  10  ^  downstream 
from  the  deUvery  point  of  the  fluid.    Both  the  delivery  and  re- 
ton  tubes  are  joined  to  two  additional  tubes  which  are  used 
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ABSORPTION-EXCRETION  ' 

to  hold  balloons  to  occlude  the  gut  lumen  3  cm  below  the  re- 
turn orifice  and  just  above  the  entrance  orifice.    Use  of  the  sys- 
tem with  22NaCl  and  ^Sse-L-selenomethionine  is  illustrated  in 
dogs  with  duodenal  fistulas.    Beta-emitting  radionuclides  may 
also  be  used  in  the  perfusing  fluid  if  a  suitable  detector  is  em- 
ployed. 

32  COMPARISON  OF  GASTRIC  ABSORPTION 
OF  THIOPENTAL  AND  PENTOBARBITAL  IN 

RAT,  DOG,  AND  MAN.    (E.)    Hume,  A.  S.  (Vanderbilt  U. 
Sch.  Med.,  Nashville,  Tenn.),  M.  T.  Bush,  J.  Remick  and  B.  H. 
Douglas.  Arch  Int  Pharrmcodyn  171(1):122-127,  1968. 
The  rate  of  gastric  absorption  of  10  mg/kg  of  pentobarbital  of 
thiopental  after  oral  administration  was  investigated  \n?-^  fasting 
Sprague-Dawley  rats  and  9  fasting  dogs,  and  the  resuks  were 
compared  with  the  gastric  absorption  characteristics  reported 
for  these  drugs  in  man.    Both  compounds  are  highly  lipid 
soluble  (thiopental  is  about  20  times  as  lipid  soluble  as  pento- 
barbital), weakly  acidic  and  similar  in  structure.    Thiopental 
and  pentobarbital  each  appeared  in  the  blood  of  all  three 
species  within  15  min.    Thiopental  reached  a  maximum  blood 
level  in  the  rat  (2.25  jUg/ml),  dog  (3.8  jUg/ml)  and  man  (3.3 
;^/ml)  within  30  min,  after  which  the  blood  level  in  man  and 
dog  steadily  declined.    Pentobarbital  reached  a  maximum  blood 
level  in  the  rat  (2.2  /ig/ml)  within  15  min  and  in  the  dog  within 
60  min.   In  contrast,  the  concentration  of  pentobarbital  in  the 
blood  of  man  steadily  increased  throughout  the  entire  120-min 
observation  period  (from  0.4  jUg/ml  at  15  min  to  2.8  jUg/ml  at 
120  min).    Pentobarbital  is  more  slowly  absorbed  through  the 
gastric  mucosa  of  man  than  through  that  of  the  rat  and  dog, 
while  the  gastric  absorption  patterns  for  thiopental  are  similar 
in  all  three  species.    These  data  indicate  that  the  partition  co- 
efficient, rather  than  the  water  solubility  of  the  substances 
tested  is  the  most  reliable  indicator  of  the  degree  to  which  they 
will  penetrate  the  gastric  mucosa. 

33  ABSORPTION  OF  GLYCINE  AND  GLYCINE 
PEPTIDES  FROM  THE  SMALL  INTESTINE 

OF  THE  RAT.   (E.)    Matthews,  D.  M.  (Westminster  Med.  Sch., 
London,  England),  I.  L.  Craft,  D.  M.  Geddes,  I.  J.  Wise  and 
C.  W.  Hyde.    Clin  Sci  35(3):415-424,  1968. 

rhe  relative  rates  of  absorption  of  glycine,  diglycine,  triglycine 
md  tetraglydne  were  investigated  over  a  range  of  concentrations 
in  tied  loops  of  rat  (Wistar)  small  intestine.    The  molar  concen- 
tration/absorption rate  curves  for  glycine,  diglycine  and  tri- 
^ycine  over  the  range  67-333  mM/L  were  very  similar,  but  the 
Tiolar  rate  of  glycine  absorption  was  slightly  more  rapid  than 
;hat  of  the  peptides  at  low  concentrations.   The  rate  of  absorp- 
ion  of  tetraglycine  was  lower  than  that  of  the  other  compounds 
It  the  concentrations  studied  (67-133  mM/L);  higher  concentra- 
ions  could  not  be  used  because  of  the  limited  solubility  of  this 
peptide.    Lineweaver-Burk  plots  of  these  curves  suggested  that 
;lycine  may  have  a  higher  affinity  for  transport,  and  perhaps 
i  lower  maximum  transport  velocity  than  di-  or  triglycine. 
Vhen  a  given  quantity  of  glycine  was  introduced  in  the  form 
>f  di-  or  triglycine,  the  rate  of  absorption,  expressed  as  glycine, 
vas  found  to  be  greater  than  when  the  same  quantity  was  in- 
roduced  as  the  free  amino  acid.    Absorption  of  tetraglycine, 
xpressed  on  this  basis,  was  slower  than  that  of  the  other  pep- 
ides,  but  stm  more  rapid  than  that  of  free  glycine.    Even  at 
he  higher  concentrations  used,  the  mean  amount  of  free  gly- 
ine  appearing  in  the  lumen  corresponded  to  only  about  1%  of 


the  total  peptide  introduced  and  to  less  than  5%  of  the  peptide 
absorbed.    These  findings  are  incompatible  with  the  hypothesis 
of  hydrolysis  of  peptides  within  the  free  fluid  of  the  intestinal 
lumen.   Glycine,  diglycine  and  triglycine  may  share  a  rate-limit- 
ing step  in  transport  which  precedes  hydrolysis. 

34  EFFECT  OF  INSULIN  DEFICIENCY  ON  THE 

TRANSPORT  OF  GLUCOSE  BY  RAT  SMALL 
INTESTINE.    (E.)    Leese,  H.  J.  (Dept.  Biochem.,  Imperial 
CoU.,  London,  England)  and  K.  R.  L.  Mansford.   FEES  Letters 
2(3):193-194,  1969. 

The  effect  of  diabetes  induced  by  streptozotocin  (65  mg/kg 
body  weight  i.v.  1  week  before  the  experiment)  or  by  anti- 
insulin  serum  (1  ml  i.v.  1  hr  before  the  experiment)  on  glucose 
transport  by  rat  small  intestine  was  investigated  in  everted  sacs 
of  the  upper  and  terminal  ileum  according  to  the  method  of 
Wilson  and  Wiseman  (/  Physiol.  123:116,  1954).    A  final  glu- 
cose concentration  ratio  (serosal/mucosal)  greater  than  1  is  in- 
dicative of  active  transport  in  this  method.    Insulin  deficiency 
increased  the  final  glucose  concentration  ratio  from  a  control 
level  of  0.80  ±  0.04  to  1.24  ±  0.06  for  streptozotocin  diabetes 
and  to  1.18  ±  0.08  for  anti-insulin  serum  diabetes  in  the  ter- 
minal ileum,  and  from  1.71  ±  0.04  to  2.08  ±  0.01  for  strepto- 
zotocin diabetes  and  to  2.22  ±  0.07  for  anti-insuUn  serum 
diabetes  in  the  upper  ileum.    Insulin  at  high  concentrations 
(100  mU/ml)  in  the  incubating  media  failed  to  restore  glucose 
transport  to  normal.    This  effect  was  especially  marked  in  the 
incubating  media  failed  to  restore  glucose  transport  to  normal 
This  effect  was  especially  marked  in  the  terminal  ileum  with 
insulin  deficiency  induced  by  anti-insulin  serum.   These  data 
indicate  that  experimental  insulin  deficiency  stimulates  the 
absorption  of  glucose  by  rat  small  intestine  in  vitro. 

35  DIFFUSION  OF  BROMSULPHOPHTHALEIN 

THROUGH  RABBIT  GALLBLADDER     (E  ) 
Kniger,  S.  (Tulane  U.  Med.  Sch.,  New  Orleans,  La.)  and  C. 
Cabrera-Gil.  Arch  Int  Pharmacodyn  171(1):128-135,  1968. 
Studies  on  the  rate  of  diffusion  of  a  BSP  solution  (2  mg/ml) 
through  an  isolated  rabbit  gallbladder  showed  that  the  move- 
ment of  BSP  across  the  gallbladder  membrane  (corrected  for 
tissue  adsorption)  is  proportional  to  the  concentration  differ- 
ence, mdicating  passive  diffusion.    Addition  of  norepinephrine 
to  the  circumambient  fluid  at  the  dose  level  used  (not  stated) 
had  no  significant  effect  on  the  diffusion  rate  of  the  dye  whHe 
ephedrme  decreased  permeability.   Epinephrine  showed  a'non- 
Imear  dose^iependent  effect:    decrease  of  permeability  at  low 
(<:i0-/  M)  concentrations,  a  maximum  permeability  greater 
than  control  at  about  10-7  M,  and  a  renewed  decrease  of  per- 
meability at  high  concentrations.    Hyaluronidase  and  cyanide 
(at  2  X  10-4-5  X  10-7)  increased  permeability.    Mersalyl  was 
without  effect,  suggesting  that  sulfliydryl  groups  are  not  in- 
voked m  the  regulation  of  the  permeability  of  the  gaUbladder 
membrane.    Stretching  the  tissue  by  adding  increased  volumes 
of  BSP  solution  to  the  gallbladder  increased  the  rate  of  diffusion 
These  data  suggest  that  diffusion  may  be  regulated  by  several 
mdependently  variable  factors. 

36  MEDIUM  CHAIN  TRIGLYCERIDES:  THEIR 

ABSORPTION,  METABOLISM  AND  CLINICAL 
APPLICATIONS.   (E.)    Holt.  P.  R.  (St.  Luke's  Hosp.  Ctr., 
New  York  Qty).   Pp.  277-298  in  Progress  in  Gastroenterology. 


ABSORPTION-EXCRETION 

Vol.  1.  Glass,  G.  B.  J.,  Ed.  New  York,  Grune  and  Stratton, 
1968.  520  pp. 

37  THE  DISTRIBUTION  VOLUME  OF  IRON  DUR- 
ING ITS  GASTROINTESTINAL  ABSORPTION 

IN  HEALTHY  SUBJECTS.  (Cz.)  Brodan,  V.  (Inst.  Study  ^ 
Human  Nutrit.,  Prague,  Czechoslovakia),  E.  Kuhn,  M^  Brodanova 
and  J.  Va'lek.    Cesk  Gastroent  Vyz  22(5):300-305,  1968. 

38  CAN  BAKER'S  YEAST  PENETRATE  THE  IN- 
TESTINAL WALL?  AN  EXPERIMEOTAL  CON- 
TRIBUTION TO  THE  QUESTION  OF  THE  PERSORPTION 
OF  LIVING  YEAST.    (Ger.)    Korte,  C.  (Dermatol.  Clin.,  U. 
Hamburg-Eppendorf,  Germany),  R.  Brune,  P.  Schmidt  and  H. 
Rieth.  Mykosen  ll(12):919-922,  1968. 

39  ROLE  OF  THE  JEJUNUM  IN  OSMOREGULA- 

TION OF  SOLUTIONS  WITH  DIFFERENT 
OSMOTIC  PRESSURES.  (Fr.)  Ardisson,  J.  L.  (Fac.  Med. 
Pharm.,  Marseille,  France)  and  J.  Catier.  Arch  Sci  Physiol  (Pans) 
22(4):  485-502,  1968. 

40  EFFECT  OF  AGE  ON  INTESTINAL  ABSORP- 

TION:   IMPLICATIONS  FOR  DRUG  ABSORP- 
TION IN  THE  ELDERLY.    (E.j    Bender,  A.  D. 
(Smith  Kline  &  French  Lab.,  Philadelphia,  Pa.).  J  Amer  Geriat 
Socl6(12):1331-1339,  1968. 


41  COMPOSITION  OF  HUMAN  CHYLE  CHYLO- 
MICRONS FOLLOWING  SINGLE  FAT  FEED- 
INGS   IE)    Schlierf,  C.  (Akron  City  Hosp.,  Ohio),  W.  H. 
Falor,  P.  D.  Wood,  Y.  Lee  and  L.  W.  KinseU.  Amer  J  Clin 
Nutr2HX):19-%(>,  1969. 

42  ABSORPTION  AND  EXCRETION  OF  DRUGS. 
XXXVI   EFFECT  OF  Ca2+  ON  THE  ABSORP- 
TION OF  TETRACYCLINE  FROM  THE  SMALL  INTESTINE. 

IE.)    Kakemi,  K.  (Fac.  Pharm.  Sci.,  Kyoto  U.,  Japan)   H 
Sezaki,  H.  Ogata  and  T.  Nadai.   Chem  Pharm  Bull  16(11): 
2200-2205,  1968. 

43  ABSORPTION  AND  EXCRETION  OF  DRUGS. 

XXXVII   EFFECT  OF  Ca2+  ON  THE  ABSORP- 
TION OF  TETRACYCLINE  FROM  THE  SMALL  INTESTINE. 
(E.)    Kakemi,  K.  (Fac.  Pharm.  Sci..  Kyoto  U.,  J^Pan),  H 
Sezaki,  M.  Hayashi  and  T.  Nadai.   Chem  Pharm  Bull  16(11). 
2206-2212,  1968. 

44  DECREASE  OF  BASAL  IRON  TRANSFER 

FROM  THE  RESERVES  INTO  THE  PLASMA 
DURING  IRON  ABSORPTION  IN  THE  DIGESTIVE  TRACT. 

(Cz  I    Brodan,  V.  (Res.  Inst.  Human  Nutnt.,  Prague,  Czecho- 
Ski!)  M  BrodanovC  J.  V^ek,  I.  Sk^  and  V.  Korda^. 
Cesk  Gastroent  Vyz  22(6):361-366,  1968. 


See  also:    17,88,157,220,466,532 
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►5  NATURE  OF  THE  INTESTINAL  SLOW-WAVE 

FREQUENCY  GRADIENT.    (E.j     Diamant,  N.  E. 
Upstate  Med.  Ctr.,  Syracuse,  N.  Y.)  and  A.  Bortoff.    Amer 
^Physiol  216(2): 301-307,  1969. 

n  60  cats,  11  dogs,  and  3  rhesus  monkeys,  small-intestinal 
nonophasic  slow  waves  were  recorded  both  in  situ  and  in  vitro 
vith  flexible  suction  electrodes  as  previously  described.    In 
ntact  segments,  the  frequency  of  slow  waves  decreased 
iborally  in  stepwise  fashion,  with  variable  lengths  of  intestine 
laving  the  same  frequency.    Each  frequency  plateau  was  in- 
ariably  separated  from  the  next  by  an  area  of  waxing  and 
k'aning,  the  pattern  of  which  could  be  reproduced  by  crossing 
he  input  leads  from  the  electrodes  placed  on  the  2  adjacent 
ilateaus.    The  lengths  of  the  plateaus,  and  consequently  the 
lositions  of  waxing  and  waning,  were  not  constant.    When 
he  intestine  was  cut  into  small  segments  the  slow-wave  fre- 
uency  of  each  consecutive  segment  decreased  aborally  in 
inear  fashion.    These  phenomena  are  explained  on  the  as- 
umption  that  intestinal  smooth  muscle  can  be  regarded  elec- 
rically  as  a  series  of  loosely  coupled  oscillators  having  suc- 
essively  decreasing  intrinsic  frequencies.    In  a  frequency  pla- 
Mu,  individual  oscillators  are  driven  by  the  oscillator  having 
lie  highest  intrinsic  frequency.    At  the  end  of  the  plateau, 
ither  the  coupling  between  oscillators  is  inadequate  or  the 
requency  of  the  driving  oscillator  is  too  high  for  the  next 
scillator  to  follow.    The  latter  then  assumes  the  role  of  the 
icemaker  for  the  next  frequency  plateau.    Waxing  and  waning 
jpears  to  be  an  interference  phenomenon  resulting  from  the 
[fference  in  slow-wave  frequencies  of  adjacent  cell  populations. 

6  GASTRIC  INTEROCEPTIVE  EFFECTS  ON  THE 

MOTOR  ACTIVITY  OF  THE  LARGE  INTESTINE. 

lus.)    Vorob'ieva,  N.  M.  (Sci.-Res.  Inst.  Nutrit.,  Kiev,  USSR). 
iziolZh  SSSR  Sechenov  54(9):  1091-1093,  1968. 
lotility  measurements  were  made  on  the  large  intestine  of  8 
isting  dogs  with  Basov  gastric  fistulas  and  Jakubowicz  lateral 
Jlonic  fistulas  before,  during,  and  after  gastric  stimulation, 
[echanical  stimulation  was  produced  by  blowing  up  a  balloon 
iside  the  stomach  and  chemical  stimulation  by  introducing 
.5  liters  of  milk  or  0.5  kg  of  meat  and  bread  through  the 
istric  fistula.    Type  I  and  II  contractions  were  produced  by 
lowing  up  the  baUoon  to  300-800  ml  in  2-3  min.    The  re- 
lonse  was  more  intense  and  the  latent  period  shorter  with 
rger  volumes.   These  contractions  lasted  for  4-10  min,  after 
hich  the  intestine  returned  to  a  state  of  rest.    The  introduction 
milk  or  a  meat-bread  mixture  into  the  stomach  produced 
infractions  in  the  large  intestine  which  were  mostly  type  II. 
tiese  findings  indicate  that  both  motor  and  chemical  stimula- 
Dn  of  the  stomach  are  important  factors  in  regulating  the 
otility  of  the  large  intestine. 

^  INTESTINAL  SLOW  WAVES:    DECREASE  IN 

PROPAGATION  VELOQTY  ALONG  UPPER 
^LL  INTESTINE.   (E.)    McCoy,  E.  J.  (U.  Texas  Med. 
ranch,  Galveston)  and  R.  D.  Baker.  Amer  J  Dig  D is  MIV 
13,  1969. 

ectrical  slow  waves  were  recorded  from  platinum  electrodes 
Tmanently  implanted  on  the  antimesenteric  surface  of  the 
)g  intestine  at  the  duodenum  below  the  ampulla  of  Vater, 


on  the  upper  jejunum  and  on  the  ileum.    Recordings  were  made 
10-25  days  following  surgery  in  healthy,  unanesthetized  dogs 
trained  to  lie  quietly  on  a  table.    A  duodenal  Biebl  loop  was 
prepared  in  1  dog  for  the  preliminary  determination  of  wave 
sequence  for  a  propagated  slow  wave.    Reliable  estimates  of 
propagation  velocity  could  not  be  obtained  from  ileal  electrodes 
because  of  inconsistency  and  asynchrony  of  electrical  activity 
in  this  region.    The  propagation  velocity  of  the  slow  waves  de- 
creased caudally  along  the  upper  small  intestine  and  was  ap- 
proximately a  linear  function  of  position.    This  decline,  from 
about  15  cm/sec  24  cm  above  the  ligament  of  Treitz  to  3 
cm/sec  24  cm  below  the  ligament  of  Treitz,  occurred  along  a 
portion  of  the  upper  small  intestir.e  in  which  the  frequency  of 
the  slow  waves  remained  essentially  constant  (about  18  cycles/ 
min).    The  cause  of  this  decline  in  velocity  is  unknown.    Fre- 
quency and  propagation  velocity  are  apparently  controlled  by 
different  mechanisms  in  this  region  of  the  intestine. 

48  THE  EFFECTS  OF  CHANGES  IN  BLOOD 
GLUCOSE  LEVELS  ON  THE  GASTRIC  EMPTY- 
ING RATE.    (E.)    Aylett,  P.  (Westminster  Med.  Sch.,  London, 
England).   Amer  J  Dig  Dis  13(12):  1035-1046,  1968. 

The  gastric  emptying  rate  was  determined  in  16  normal,  31 
peptic-ulcer  and  18  diabetic  subjects  who  were  given  water  test 
meals  of  750  ml  according  to  Aylett's  modification  of  Hunt's 
test  meal  procedure.    Glucose  meals  of  20  and  50  g/liter  also 
were  given  to  the  normal  subjects  and  glucose  meals  of  10,  20, 
50,  75  and  100  g/liter  were  given  to  22  of  the  ulcer  patients. 
No  conelation  was  observed  between  the  fasting  blood  glucose 
levels  and  gastric  emptying  for  the  entire  group  of  65  subjects, 
nor  for  the  diabetic  group  analyzed  separately.    The  rate  of 
gastric  emptying  was  inversely  related  to  the  rise  in  blood  glu- 
cose level  (and  thus  to  the  osmotic  pressure  exerted  by  glucose) 
during  glucose  meals  in  normal  and  peptic-ulcer  subjects.    The 
emptying  rate  was  also  inversely  related  to  the  concentration 
of  glucose  in  the  test  meal.    For  peptic  ulcer  subjects,  there 
was  a  low  level  of  correlation  between  the  quantity  of  glucose 
transferred  to  the  duodenum  in  20  min  and  the  blood  glucose 
level  10  min  after  the  start  of  meals.    These  findings  do  not 
support  the  hypothesis  that  blood  glucose  controls  gastric 
emptying  by  a  feedback  mechanism. 

49  THE  ACTION  OF  A  CARMINATIVE  ON  THE 
LOWER  ESOPHAGEAL  SPHINCTER.    (E.) 

Sigmund,  C.  J.  (Downstate  Med.  Ctr.,  Brooklyn,  N.  Y.)  and 
E.  F.  McNally..  Gastroenterology  56(1):  13-18,  1969. 

The  effect  of  essence  of  peppermint  on  the  lower  esophageal 
sphincter  was  studied  manometrically  in  27  normal  subjects. 
Intraluminal  pressures  were  recorded  from  3  open-tipped,  water- 
filled  catheters,  with  recording  orifices  5  cm  apart;  the  catheters 
were  positioned  so  that  the  mid-recording  orifice  was  at  the 
lower  esophageal  sphincter.   Through  a  4th  catheter,  whose 
orifice  was  1  cm  distal  to  the  orifice  of  the  gastric  catheter, 
400-600  ml  of  air  was  introduced  to  serve  as  an  indicator  of 
gastroesophageal  reflux  (equalization  of  gastric  and  esophageal 
pressures);  test  solutions  were  also  administered  via  this  tube. 
Pressures  were  continuously  recorded  for  5  min  following  the 
introduction  of  air  to  ensure  sphincter  competence.    After  this 
control  period,  essence  of  peppermint  (15  drops/30  cc  of  water) 
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was  introduced  directly  into  the  stomach  of  24  subjects  and 
the  pressure  responses  were  recorded  for  20  min.   Three  sub- 
jects received  essence  of  peppermint  without  prior  air  admin- 
istration; 7  control  subjects  received  30  cc  normal  saline  after 
air  introduction.    In  all  subjects,  there  was  a  4-6  mm  increase 
in  gastric  pressure  after  the  air  introduction.    In  22  of  the  24 
subjects,  reflux  was  demonstrated  60-420  sec  (mean  169  sec) 
after  peppermint  instillation;  the  duration  of  sphincter  relaxa- 
tion varied  from  12-42  sec  (mean  27.8  sec).   Elevation  of 
esophageal  pressure  persisted  until  a  peristaltic  wave  swept  the 
refluxed  air  back  into  the  stomach.    In  the  same  subjects,  a 
significantly  lower  mean  relaxation  time  of  7.9  sec  was  noted 
in  response  to  a  dry  swallow.    In  the  3  subjects  given  pepper- 
mint without  prior  air  administration,  the  pressure  record  was 
similar  to  the  former  group,  but  the  reflux  pattern  was  not  as 
pronounced  (mean  time  for  response,  180  sec;  mean  duration 
of  sphincter  relaxation,  24  sec).    In  the  7  control  subjects, 
there  was  no  relaxation  of  the  lower  esophageal  sphincter. 

50  GASTRIC  MOTOR-STIMULATING  ACTIVITY 

OF  GASTRIN  TETRAPEPTIDE  IN  DOGS.   (E.) 

Jacoby,  H.  I.  (Merck  Inst.  Ther.  Res.,  West  Point,  Pa.)  and 
C.  H.  Marshall.    Gastroenterology  56(l):80-87,  1969. 
The  action  of  the  C-terminal  tetrapeptide  of  gastrin  on  gastro- 
intestinal motor  activity  was  investigated  in  anesthetized  dogs 
with  extraluminal  force  transducers  located  on  the  antrum, 
duodenum,  Ueum  and  colon.   Gastrin  tetrapeptide  (T4)  was 
found  to  stimulate  only  gastric  antral  motiUty,  while  carbachol 
and  histamine  stimulated  aU  areas  of  the  gastrointestinal  tract. 
Gastrin  pentapeptide  and  hog  gastrin  II  also  stimulated  only 
gastric  antral  motility  and  were  more  potent  than  T4  on  a  mg 
basis.    Both  T4  and  pentagastrin  demonstrated  a  peak  response, 
usuaUy  at  1  jUg/kg  i.v.,  with  leveling  of  the  dose-response  curve 
at  higher  doses.   When  a  series  of  doses  of  T4  was  given  at  5- 
min  intervals  in  increasing  order  from  0.01  /Lig/kg  to  10  /ig/kg 
i.v.,  foUowed  after  a  2-hr  rest  period  by  the  same  dosage  series 
given  in  decreasing  order,  the  peak  effect  was  found  at  1  A«/kg 
with  increasing  doses  and  10  iL(g/kg  with  decreasing  doses.    Sim- 
ilar results  were  obtained  with  pentagastrin.   Doses  of  0.1,  1, 
10  or  100  jUg/kg  of  T4  repeated  10  times  at  5 -min  intervals 
revealed  no  significant  change  in  the  response  with  repeated 
injection  of  the  lowest  doses.    At  higher  doses,  there  was  a 
progressive  reduction  in  the  response.   These  data  suggest  that 
there  is  both  acute  tolerance  to  the  motor  effects  and  also  a 
limit  to  the  contractile  response  which  may  be  produced  by 
these  gastrin  peptides.   With  hog  gastrin  II,  a  much  greater 
response  could  be  eUcited.   Two  anticholinergics  (atropine  and 
propantheline)  were  found  to  antagonize  the  motor  stimulant 
effect  of  T4,  but  doses  5-10  times  greater  than  those  which 
block  carbachol  were  required.   Pyrilamine  (an  antihistaminic) 
and  papaverine  (a  smooth-muscle  relaxant)  had  only  minimal 
activity  against  T4  at  high  doses.    Chlorpromazine,  which  showed 
antichoUnergic  activity  at  1  mg/kg,  was  inactive  in  doses  up  to 
5  mg/kg.    Morphine  blocked  gastrin  T4,  but  not  carbachol. 
None  of  the  compounds  tested  was  able  to  block  the  gastrin 
response  completely.    It  is  likely  that  gastrin  does  not  act  di- 
rectly on  smooth  muscle,  but  on  intramural  nervous  elements 
in  the  stomach. 

51  GACTRIN,  ACID,  AND  BILE.   (E.)    Cole,  G.  J. 

(Queen's  U.  Belfast,  Northern  Ireland)  and  A.  M. 
ConnelL   Gut  9(6): 638-640,  1968. 


Following  pentagastrin  stimulation  (6  jUg/kg)  of  413  patients 
with  a  heterogenous  group  of  digestive  system  diseases,  the 
incidence  of  obvious  bile  in  quarter-hour  samples  of  gastric 
juice  rose  from  46%  to  60%.  Among  50  patients  able  to  secrete 
10-35  mEq/hr  HCl  and  25  patients  with  maximal  acid  responses 
of  over  35  mEq/hi,  samples  of  resting  gastric  juice  contained 
smaU  amounts  of  bilirubin  (17.28  mg  and  15.78  mg,  resp.)  at 
low  concentrations  (0.356  and  0.271  mg%,  resp.),  while  25 
hypochlorhydric  patients  (<10  mEq/hr)  had  4  times  as  much 
bilirubin  (73.74  mg)  at  8  times  the  concentration  (2.466  mg%). 
Stimulation  with  pentagastrin  resulted  in  trebling  of  the  amount 
of  bilirubin  in  the  75  patients  able  to  secrete  more  than   10 
mEq  HCl/hr  and  considerable  lowering  of  the  concentration 
in  the  low  secretors  (1.775  mg%).   These  data  indicate  that  low 
acid  secretors  are  unable  to  keep  bile  out  of  the  stomach  at 
rest  and  that  in  persons  able  to  seaete  more  than  10  mEq 
HCl/hr  pentagastrin  stimulation  causes  backflow  of  bile  into 
the  stomach.    In  10  patients  with  normal  Uver  function  tests 
who  were  studied  10  days  after  cholecystectomy,  there  was 
a  41%  increase  in  the  amount  of  bile  coUected  from  the  T  tube 
and  a  33%  rise  in  the  concentration  of  bilirubin  following  ad- 
ministration of  pentagastrin  (6  JLIg/kg).   The  mean  size  of  the 
gallbladder  was  found  to  be  unchanged  in  9  patients  30  min 
after  injection  of  pentagastrin.    It  appears  that  pentagastrin  does 
not  cause  obvious  contraction  of  the  gallbladder  and  that  the 
pentagastrin-induced  rise  in  bilirubin  concentration  and  quantity 
coUected  in  the  T  tube  cannot  account  for  the  backflow  of 
bile  into  the  stomach. 

52  PRESENCE  OF  A  NON-ADRENERGIC  IN- 

HIBITORY SYSTEM  IN  THE  HUMAN  COLON. 

(E.)    Crema,  A.  (Dept.  Pharmacol.,  U.  Pisa,  Italy),  M.  Del  Tacca, 
G.  M.  Frigo  and  S.  Lecchini.    Gut  9(6):633-637,  1968. 

Transmural  stimulation  with  pulses  of  1  msec  duration  at  1- 
10/sec  for  30  sec  caused  longitudinal  strips  of  healthy  human 
colon  to  relax  in  22%  of  the  experiments  and  to  contract  in 
78%;  circular  strips  relaxed  in  70%  and  contracted  in  30%. 
Atropine  (1  x  10-8  to  1  x  10-7  g/ml)  reversed  the  contraction 
of  both  circular  and  longitudinal  strips  into  relaxation.    A  large 
after  contraction  often  followed  cessation  of  stimulation.    Epine- 
phrine and  norepinephrine  (5  x  10-''  g/ml)  produced  prompt 
relaxation  and  cessation  of  all  spontaneous  movements  in  both 
type  strips,  but  pretreatment  with  the  a-  and  /J-blocking  agents 
dibenamine  (1  x  lO'^  g/ml)  and  propranolol  (1  x  10-6  g/ml) 
completely  blocked  the  response  to  catecholamines.   The  re- 
sponse to  5-hydroxytryptamine  (1  x  10-6  to  1  x  10-5  g/ml)  was 
variable,  producing  relaxation  and  contraction,  resp.,  in  61% 
and  31%  of  longitudinal  strips  and  in  75%  and  25%  of  circular 
strips.   The  relaxation  due  to  5-hydroxytryptamine  was  com- 
pletely blocked  by  methysergide  maleate  (1  x  10-6  g/ml),  but 
was  unaffected  by  the  a-  and  ^blocking  agents.   Pretreatment 
with  atropine  (1  x  10-7  g/ml)  reversed  the  contraction  produced  , 
by  5-hydroxytryptamine  to  relaxation.    The  simultaneous  addi- 
tion of  atropine  (1  x  10-7  g/ml),  dibenamine  and  propranolol 
(1  X  10-6  g/ml)  and  methysergide  maleate  (1  x  10-6  g/ml)  at 
concentrations  sufficient  to  block  the  response  to  acetylcholine, 
norepinephrine  and  5-hydroxytryptamine  failed  to  alter  the 
relaxation  caused  by  transmural  stimulation.   Tetrodotoxin 
(1  X  10-6  g/ml)  abolished  the  relaxation  produced  by  electrical 
stimulation,  in  both  untreated  and  atropinized  longitudinal 
and  circular  preparations,  without  abolishing  the  relaxation  in- 
duced by  5-hydroxytryptamine.    The  sensitivity  of  the  inhibitor 
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response  to  tetrodoxin  supports  the  involvement  of  nonadrener- 
gic  nervous  elements  in  the  transmural  relaxation. 

53  GALL  BLADDER  CONTRACTILITY  BY  CHOLE- 

CYSTOKININ  CONCENTRATES  IN  ANIMALS 
SUBJECTED  TO  SURGICAL  REMOVAL  OF  VARIOUS 
ENDOCRINE  ORGANS.    (E.)    Gershbein,  L.  L.  (Northwest 
Inst.  Med.  Res.,  Chicago,  111.)  and  R.  W.  Denton.  Arch  Int 
Pharmacodyn  171(1):  174-178,  1968. 

The  effect  of  i.v.  administered  cholecystokinin  concentrates 
(CCK)  isolated  from  hog  A-precipitate  on  gallbladder  contrac- 
tility was  determined  in  aduh  dogs  following  extirpation  of 
various  endocrine  organs.    Cholecystography  was  performed 
and  the  extent  of  gallbladder  evacuation  was  quantitated  by  use 
of  planimetry  after  injection  of  standardized  doses  of  CCK. 
In  comparison  with  the  cholecystographic  data  for  35  intact 
control  animals  (60,  80-150,  and  200-240  U  of  CCK  produced 
33,  48  and  71%  contraction  of  the  gallbladder,  resp.),  5  ovari- 
ectomized  dogs  (85%  evacuation  with  160  U  CCK)  and  3 
bilaterally  thyroidectomized  dogs  (100%  evacuation  with  140 
U  CCK)  showed  increased  sensitivity  to  the  CCK  extracts. 
Five  castrated  dogs  given  60  U  CCK  showed  Uttle  change  (35% 
evacuation)  from  the  control  response  and  1  hypophysectomized 
dog  demonstrated  only  27%  evacuation  after  144  U  CCK.  Three 
depancreatized  dogs  given  80  U  CCK  had  14%  evacuation  and 
1  given  240  U  showed  only  20%  evacuation,  suggesting  a  lower 
sensitivity  to  CCK  than  in  controls.  Assay  of  the  operated  ani- 
mals for  secretion  and  cholecystokinin  activities  in  known  con- 
centrates gave  results  that  were  in  good  agreement.  The  distribu- 
tion of  CCK  and  secretin  in  concentrates  of  upper  intestinal 
strips  from  these  dogs  was  similar  to  that  from  intact  dogs. 

54  INHIBITION  OF  GASTRIC  MOTILITY  IN  CAT 

BY  ACETYLCHOLINE  AND  GANGLION  STIM- 
ULANT DRUGS.   (E.)    Shin,  P.  C.  (Chonnam  U.  Med.  Sch., 
Kwangju,  Korea),  E.  S.  Kim,  H.  S.  Kim  and  Y.  I.  Kim.   Arch 
Int  Pharmacodyn  171(1):93-101,  1968. 

The  effects  of  i.v.  acetylchoUne  (Ac),  4-(m-chlorophenylcar- 
bamoyloxy)-2-butynyl-trimethylammonium  chloride  (McN-A- 
343),  N-benzyl-3-pyrrolidyl  acetate  methobromide  (AHR-602), 
t^arious  sympathomimetic  amines,  atropine,  hexamethonium, 
phentolamine,  bretylium,  4'-(2-isopropyIamino-l-hydroxyethyl)- 
methanesulfonanilide  (MJ-1999),  dimethylpnenylpiperazinium 
CDMPP)  and  i.p.  reserpine  oi.  gastric  motility  were  studied  in 
:hloralose  anesthetized  cats  (30-40  mg/kg  i.v.,  sometimes  supple- 
mented with  3  mg/kg  pentobarbital  sodium  i.v.).  Intragastric 
pressure  fluctuations  were  recorded  on  a  smoked  drum.  Ac  (10- 
20  /^/kg),  McN-A-343  (20  /ig/kg),  AHR-602  (0.3  mg/kg),  DMPP 
.10  /«/kg),  norepinephrine,  epinephrine  and  isoproterenol  (each 
It  5  /ig/kg)  aU  produced  inhibition  of  gastric  motility  (decrease 
n  tone  and  simultaneous  abolition  or  marked  diminution  of  am- 
Jlitude  of  contraction  waves).  Increasing  the  dose  of  Ac,  McN-A- 
543,  DMPP  and  AHR-602  produced  a  more  prominent  inhibition 
jastnc  motility  in  spinal  cats  was  also  inhibited  by  Ac.    Atro- 
pine (20  /ig/kg)  blocked  the  inhibitory  response  to  Ac  (10-20 
/g/kg),  McN-A-343  (20-50  /Llg/kg)  and  AHR-602  (0.3-1.0  mg/kg), 
)ut  not  to  DMPP  (10  /L<g/kg)  or  to  the  sympathomimetic  amines.' 
iexamethonium  (0.3-0.5  mg/kg)  blocked  the  inhibitory  response 
o  DMPP,  but  not  to  Ac,  McN-A-343,  AHR-602  and  the  sym- 
•anthomimetic  amines.  At  larger  doses  (1  mg/kg),  hexamethoni- 
im  markedly  depressed  gastric  motility,  abolished  the  DMPP 
ffect,  and  diminished  the  response  to  Ac,  but  had  no  effect 


on  the  response  to  McN-A-343  and  AHR-602.    Alpha-adrener- 
gic  blockade  with  phentolamine  (5-8  mg/kg)  blocked  the  in- 
hibitory response  to  norepinephrine,  and  abolished  or  markedly 
reduced  the  response  to  Ac,  DMPP  and  McN-A-343,  but  not  to 
isoproterenol.    Beta-adrenergic  blockade  with  10-20  mg/kg  of 
MJ-1999  blocked  the  effect  of  isoproterenol  without  signif^ 
cantly  affecting  the  response  to  the  other  agents  tested.    In 
reserpinized  cats  (2.5  mg/kg  i.p.  for  2  days  prior  to  the  exper- 
iment), Ac  produced  an  incomplete  relaxation  of  motor  re- 
sponse, and  McN-A-343  and  AHR-602  failed  to  show  a  distinct 
inhibitory  response.    The  inhibitory  response  to  norepinephrine 
appeared  to  be  potentiated  for  about  1  hr  after  i.v.  injection 
of  bretylium,  while  the  responses  to  Ac,  McN-A-343,  AHR-602 
and  DMPP  remained  unchanged  for  6  hr.    These  findings  sug- 
gest that  the  inhibition  of  gastric  motility  by  Ac,  McN-A-343 
and  AHR-602  is  due  to  catecholamine  release  resulting  from 
stimulation  of  "atropine-sensitive  sites"  or  "muscarinic  recep- 
tors" in  the  sympathetic  ganglia. 

55  OESOPHAGEAL  ANAPHYLAXIS  AND 

PHARMACOLOGICAL  ACTIONS.    (E.)    CaUfano, 
G.  (Inst.  Surg.  Path.,  U.  Naples,  Italy)  and  U.  Scapagnini. 
Pharmacology  1(4):  2 18- 228,  1968. 

In  vitro  studies  on  5-cm  strips  of  sensitized  guinea  pig  esophagus 
indicated  that  the  addition  of  antigen  (1  ml  of  1%  ovalbumin) 
to  the  medium  bathing  empty  of  Tyrode-filled  lumens  produced 
Dale-type  contractions  in  65%  and  45%  of  the  preparations, 
resp.    Strong  and  lively  (in  20%  of  the  preparations)  or  slow 
and  late  (in  30%)  phasic  activity  appeared  during  the  contrac- 
tion phase  in  the  case  of  empty  lumens  and  less  intense  motility 
occurred  with  fiUed  lumens.    The  introduction  of  ovalbumin 
into  empty  esophageal  lumens  always  resuUed  in  contraction, 
which  was  usually  characterized  by  a  late  onset  and  a  moderate 
phasic  activity.    Intraluminal  administration  of  antigen  into 
filled  lumens  always  caused  a  strong  motor  response,  which  was 
rhythmic  in  about  75%  of  the  cases.    Intraluminal  adminstra- 
tion  of  1-10  ^  of  serotonin  or  bradykinin  was  nearly  always 
ineffective  in  nonsensitized  guinea  pig  preparations,  while  hist- 
amine (10  iJ%)  and  histidine  decarboxylase  (100  )Ug)  produced 
contraction  without  successive  motility,  or  with  delayed,  limited 
motility.    Prior  administration  of  mepyramine  (1  x  lO^S  to 
1  X  10-7  M)  in  the  case  of  filled  lumens  reduced  but  did  not 
aboUsh  the  response  to  intra-  or  extraluminally  administered 
antigen.    In  contrast,  tritoqualine,  injected  in  vivo  (50  mg/kg 
i.p.)  30  min  before  excising  the  esophagus  almost  completely 
blocked  the  contraction  and  subsequent  motility  induced  by 
ovalbumin.   The  in  vitro  introduction  of  tritoquaUne  into  the 
esophageal  lumen  was  less  effective  in  preventing  the  motor 
response.    The  possibihty  cannot  be  ignored  that  endogenous 
histamine,  Uberated  by  histidine  decarboxylase  when  the  ana- 
phylactic reaction  occurs,  causes  the  Uberation  of  other  sub- 
stances capable  of  acting  on  the  esophageal  myenteric  plexus. 
These  data  indicate  that  these  substances  are  probably  not 
bradykinin  or  serotonin,  but  may  be  compounds  related  to 
Substance  P. 


56  EFFECT  OF  SMOOTH  MUSCLE  STIMULATING 

SUBSTANCES  ON  DIFFERENT  SEGMENTS 
OF  THE  GUINEA  PIG  ILEUM.    (E.)    Eichbaum,  F.  W.  (Fac. 
Med.,  U.  Sao  Paulo,  Brazil)  and  Z.  Bruno.   Pharmacology 
l(4):241-245,  1968. 
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Various  smooth-muscle  stimulating  substances  (0.1-0.5  pg 
histamine,  0.1-0.5  (Jg  acetylcholine,  30-50  /ig  pUocarpine,  3-5 
jUg  nicotine,  and  250-1000  /L«  barium)  eUcited  a  quantitatively 
different  response  (varying  height  of  contraction)  from  4  ar- 
bitrarily divided  1-cm  segments  of  the  terminal  Ueum  of  the 
guinea  pig.   The  most  distal  segment,  close  to  the  ileocecal 
valve,  usually  showed  the  least  sensitivity  and  sometimes  faUed 
to  contract  even  after  exposure  to  high  doses  of  the  test  drug, 
especiaUy  histamine.   The  spontaneous  movements  of  this 
section  of  the  intestine  were  very  weak  or  totaUy  absent.   The 
sensitivity  of  the  Ueum  to  the  various  drugs  generally  increased 
with  distance  from  the  Ueocecal  valve  upwards.    Spontaneous 
motility  and  sensitivity  were  greatest  in  the  most  cephalad  of 
the  4  segments.   The  significance  of  these  findings  for  the 
technique  of  biological  assay  of  smooth-muscle  stimulating  sub- 
stances is  discussed. 
57  DIFFERENTIATION  OF  VARIOUS  TYPES  OF 

CHOLINERGIC  AND  OTHER  SPASMOGENIC 
ACTIONS  ON  THE  ISOLATED  GUINEA-PIG  ILEUM.   (E.) 


Henderson,  P.  T.  (Dept.  Pharmacol.,  U.  Nijmegen,  Netherlands), 
E.  J.  Ariens  and  A.  M.  Simonis.   Europ  J  Pharmacol  4(1): 
62-70,  1968. 

58  ON  THE  INABILITY  TO  PRODUCE  SUPER- 
SENSITIVITY TO  CATECHOLAMINES  IN 

INTESTINAL  SMOOTH  MUSCLE.  (E.)  Govier,  W.  C.  (U.  Texas 
Southwest  Med  Sch.,  Dallas),  M.  F.  Sugrue  and  P.  A.  Shore.  / 
Pharmacol  Exp  Ther  165(1):  71-77, 1969. 

59  COMPARISON  OF  OBJECTIVE  MEASUREMENT 
OF  ANAL  SPHINCTER  STRENGTH  WITH  ANAL 

SPHINCTER  PRESSURES  AND  LEVATOR  ANI  FUNCTION  (E.) 
Diamant,  N.  E.  (Boston  U.  Med  Ctr.,  Mass.)  and  L.  D.  Harris. 
Gastroenterology  56(1):  110-116, 1969. 

60  THE  EFFECT  OF  DIPHENOXYLATE  ON  THE 
PERISTALTIC  REFLEX  OF  THE  GUINEA-PIG 

ILEUM  (E.)  VanNueten,  J.M.  (Janssen  Pharm.,  Beerse,  Belgium). 
Arch  Int Pharmacodyn  171(1):  243-245, 1968. 


See  also:    84,179,181,416 
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61  METABOLISM  OF  CANINE  SMALL  INTESTINE 

VASCULARLY  PERFUSED  IN  VITRO.     (E.) 
Hohenleitner,  F.  J.  (Philadelphia  Gen.  Hosp.,  Pa.)  and  J.  R. 
Senior.    J  Appl  Physiol  26{\):n9-\2i,  1969. 

In  vitro  studies  of  O2  and  glucose  cxinsumption  and  lactate 
and  CO2  production  were  made  in  canine  small  bowel  per- 
fused via  the  superior  mesenteric  artery.    The  entire  jejuno- 
ileal portion  of  the  bowel  was  perfused  for  up  to  5  hr  with 
a  modified  Ringer-Locke  solution  containing  6%  dextran  alone 
or  with  added  sheep  erythrocytes.    Under  hyperglycemic  or 
normoglycemic  conditions,  glucose  uptake  from  the  perfusate 
was  0.31-1.63  mM/100  g/hr  and  lactate  output  was  0.17- 
3.73  mM/100  g/hr.    Intestinal  O2  consumption  and  CO2  out- 
put were  a  function  of  perfusate  flow.    Phenoxybenzamine 
administration  increased  flow.    Atropine  and  cyproheptadine, 
when  administered  together,  greatly  reduced  motility  and  de- 
creased both  O2  consumption  and  CO2  output.    Under  condi- 
tions of  minimal  motility  the  intestine  could  be  perfused  with- 
out erythrocytes,  with  simUar  O2  consumption,  CO2  output, 
and  lactate  output.    This  type  of  preparation  may  be  useful' 
in  studying  the  absorptive  and  metabolic  capacity  of  the  small 
intestine  free  from  the  influence  of  other  organs. 

62  AMYLASE  AND  LIPASE  SECRETION  IN  THE 

HEPATIC  AND  INTESTINAL  LYMPH:     I. 
STUDIES  INVOLVING  ACUTE  PANCREATECTOMY.    (E.) 

Singh,  H.  (Hahnemann  Med.  CoU.,  Philadelphia,  Pa.),  J.  Pepin, 
H.  E.  Appert,  F.  W.  Pairent  and  J.  M.  Howard.    Ann  Sure 
169(2):233-239,  1969. 

The  effects  of  secretin  and  pancreozymin  stimulation  on  the 
amylase  and  Upase  concentrations  in  the  serum  and  the  hepatic 
and  intestinal  lymph  were  studied  in  a  series  of  mongrel  dogs 
before  and  immediately  after  pancreatectomy.    Lymph  samples 
were  collected  by  cannulation  of  the  hepatic  and  smaU  intes- 
tinal lymphatics.    After  coUection  of  control  samples,  secretin 
(115  Boots  units)  or  secretin  with  pancreozymin  (95  Boots 
units),  diluted  in  200  ml  normal  saUne,  was  administered  i.v. 
over  a  30-min  period.    Prior  to  pancreatectomy,  the  serum 
and  lymph  enzymes  increased  above  their  control  values  fol- 
lowing administration  of  secretin  and  pancreozymin.    After 
panaeatectomy,  the  effect  of  secretin  and  pancreozymin  was 
abolished.    Prior  to  pancreatectomy,  the  hepatic  and  intestinal 
lymph  amylase  and  lipase  levels  were  higher  than  those  of  the 
serum.    After  pancreatectomy,  the  enzyme  levels  of  the  lymph 
were  the  same  as  those  of  the  serum.    Therefore,  the  Uver 
and  smaU  intestine  do  not  contribute  to  the  serum  amylase 
and  lipase  levels  via  the  lymphatic  system  in  the  dog. 

63  NUCLEIC  ACID  METABOLISM  IN  THE 

GASTROINTESTINAL  TRACT  OF  THE 
MOUSE  DURING  FASTING  AND  RESTRAINT-STRESS. 

(E.j   Imondi,  A.  R.  (Cornell  U.  Med.  CoU.,  New  York,  N.  Y.), 
M.  E.  Balis  and  M.  Lipkin.   Exp  Molec  Path  9(3): 339-348,  1968. 
RNA  and  DNA  metaboUsm  in  the  gastrointestinal  tract  of  male 
CFW  mice  subjected  to  stress  was  investigated  to  determine 
whether  alterations  in  nucleic  acid  metabolism  play  a  role  in 
the  development  of  stress-induced  gastric  erosions.    The  uptake 
of  thymidine-methyl-3H  and  uridine-5-3H  (20  AC  and  10  jUC 
i.p.,  resp.)  by  gastrointestinal  tissue  was  measured  after  16  and 


40  hr  of  fasting  and  restraint.    Fasting  had  Uttle  effect  on  DNA 
or  RNA  metabolism  in  the  gastrointestinal  tract  except  for  in- 
creases in  the  uptake  or  uridine  in  the  small  intestine  (thought 
to  represent  changes  in  uridine  pool  size).    Restraint  caused  a 
reduction  in  DNA  synthesis  along  the  entire  gastrointestinal 
tract  and  affected  RNA  metaboUsm  in  the  stomach  but  not  in 
the  smaU  intestine  or  colon.    The  changes  in  the  stomach  in- 
cluded early  loss  of  total  RNA  foUowed  by  a  decrease  in  the 
uptake  of  uridine-5-3H.   The  latter  appeared  to  coincide  with 
the  occurrence  of  gastric  erosions. 

64  BIOSYNTHESIS  OF  PURINE  NUCLEOTIDES 

IN  CHICK  LIVER  AND  INTESTINE.    (E.) 

Foung,  A.  (Dept.  Biochem.,  U.  California,  Riverside)  and  A.  W. 
Norman.   Biochim  Biophys  Acta  174(l):405-407,  1969. 

In  order  to  determine  whether  there  are  basic  differences  in  the 
manner  in  which  the  purine  moieties  of  ribonucleotides  and 
deoxyribonucleotides  are  formed,  the  relative  contribution  of 
de  novo  synthesis  and  the  pathway  utUizing  preformed  purine 
bases  was  determined  in  chick  Uver  and  intestine  using  l^c- 
glycine  and  3H-adenine.    A  difference  in  the  14c/3h  ratio 
between  RNA  and  DNA  purines  would  indicate  that  the  patterns 
of  their  synthesis  differ.    Twelve  hr  after  the  intracardial  in- 
jection of  2  /iC  of  carrier-free  14c^iycine  and  25  HC  of  carrier- 
free  3H-adenine,  the  Uvers  and  intestines  of  8  chicks  were 
processed  for  analysis  of  14c  and  3h  in  the  purine  bases.    The 
14c/3h  ratios  obtained  suggested  that  the  de  novo  pathway 
is  the  preferred  route  for  nucleotide  synthesis.    Only  smaU 
differences  in  the  14c/3h  ratios  were  found  between  the  RNA 
and  DNA  purines,  but  these  differences  attained  statistical  sig- 
nificance in  the  case  of  the  intestine,  indicating  that  aU  the 
purine  bases  did  not  originate  from  the  same  source. 

65  BIOCHEMICAL  IDENTIFICATION  AND 

CHARACTERIZATION  OF  THE  MULTIPLE 
FORMS  OF  ALKALINE  PHOSPHATASE  IN  THE  DEVELOP- 
ING DUODENUM  OF  THE  MOUSE.    (E.)    Etzler,  M.  E. 
(Dept.  Biol.,  Washington  U.,  St.  Louis,  Mo.)  and  F.  Moog. 
Develop  Biol  18(5):515-535,  1968. 

DEAE-ceUulose  column  chromatography  and  horizontal  starch 
gel  electrophoresis  of  butanol-extracted  duodenal  homogenates 
from  newborn,  11-day,  15-day,  20-day,  and  adult  Swiss  mice 
showed  that  the  alkaline  phosphatase  isozymes  of  the  mouse 
duodenum  can  be  divided  into  2  classes.    The  first  class,  which 
comprises  most  of  the  phosphatase  activity  of  the  newborn 
and  11 -day  extracts,  consists  of  isozymes  having  relatively  fast 
electrophoretic  mobilities.    The  sodium  acetate  eluates  of  this 
peak  aU  had  PhP/bGP  ratios  (hydrolysis  of  phenylphosphate 
relative  to  that  of  j3-glycerophosphate)  less  than  1.0.    The 
presence  of  3  distinct  bands  in  the  starch-gel  electro phoreto- 
gram  suggests  that  this  group  may  contain  3  forms  of  duodenal 
phosphatase  that  cannot  be  separated  under  the  chromatographic 
conditions  used.    Similar  chromatographic  and  electrophoretic 
patterns  are  obtained  with  15-  and  20-day  extracts,  except  that 
the  eluates  have  PhP/bGP  ratios  which  rise  to  2.0-2.5  by  20  days. 
A  second  class  of  phosphatase  isozymes,  with  PhP/bGP  ratios 
above  2  (some  as  high  as  10),  begins  to  superimpose  on  the 
initial  pattern  by  age  15-days.    The  members  of  this  class  in- 
clude high-ratio  forms  which  demonstrate  slow  mobility  in 
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starch-gel  electrophoresis.    Activities  differing  in  PhP/bGP  ratio 
are  partially  separable  by  column  chromatography  and  zone 
electrophoresis,  indicating  that  at  least  4  forms  of  phosphatase 
are  included  in  this  class.    However,  in  spite  of  additional 
measures  to  separate  these  isozymes,  they  could  not  be  resolved 
into  distinct  components,  but  rather  showed  a  continuous  grad- 
ation of  PhP/bGP  ratios  and  mobilities.    These  observations 
suggest  that  a  large  number  of  phosphatase  isozymes  are  present 
in  duodenal  extracts  at  20  days  and  older.    The  second  class 


of  isozymes  may  develop  by  the  progressive  formation  of  iso- 
zymes with  increasing  PhP/bGP  ratios  as  the  epithelial  ceUs 
mature  and  migrate  toward  the  villus  tip. 


66 


THE  EFFECT  OF  HOG  GASTRIN  AND  lCI-50123 
ON  INTESTINAL  SEROTONIN  IN  THE  SPRAGUE 
DAWLEY  RAT.  (E.)  Thompson,  J.  H.  (UCLA  Sch.  Med.,  Los 
Angeles,  Calif.).  Europ  J  Pharmacol  3(4):306-309, 1968. 


See  also:    12,157,196 


15 
Stomach 


67  GASTRIN  I.    PENTAGASTRIN  AND  HIST- 

AMINE IN  THE  FISTULA  DOG.    (E.) 

Hirschowitz,  B.  I.  (U.  Alabama  Med.  Ctr.,  Birmingham)     Fed 
Proc  27(6):1318-1321,  1968. 

By  plotting  the  dose-response  curve  to  separate  infusions 
(4-4.5  hr)  of  histamine,  pentagastrin  and  gastrin  I  in  trained 
unanesthetized  dogs  with  gastric  cannulas  and  esophagostomies, 
it  was  shown  that  the  kinetics  of  response  to  all  3  are  similar.' 
Gastric  secretion  of  water  and  electrolytes  is  related  to  dose 
in  a  log-sigmoid  curve,  from  which  it  is  possible  to  derive  the 
equation  (S  -  T)/V  =  a  (S  -  T)  +  b  where  S  =  dose  of  stim- 
ilant,  T  =  calculated  threshold,  and  V  =  output.    For  Na, 
r  =  O  with  all  3  stimuli.    From  this  equation,  wmax  ^^d 
550  (the  dose  giving  50%  of  the  theoretical  maximal  output) 
an  be  calculated.    The  Vmax  for  histamine  is  30-50%  higher 
han  for  the  gastrins,  whUe  the  S50  ratios  in  molar  terms  are 
.:  123: 400.    Response  declines  with  time  to  all  3  stimuli,  de- 
pite  continued  administration  of  the  same  dose,  proving  that 
eparate-dose  infusion  studies  are  more  accurate  than  dose- 
esponse  studies  in  which  the  dose  is  increased  progressively 
n  the  course  of  the  same  experiment.    The  stimulation  of 
lepsin  secretion  by  gastrin,  especiaUy  pentagastrin,  and  the 
ensitivity  of  pentagastrin  stimulation  to  atropine  inhibition 
idicates  that  there  are  significant  differences  between  the 
ctions  of  histamine  and  the  gastrins.    This  suggests  that 
istamine  cannot  be  the  only  means  whereby  gastrin  produces 
s  effect  on  the  stomach. 

8  THREE  COMPONENTS  OF  CI"  FLUX  ACROSS 

ISOLATED  BULLFROG  GASTRIC  MUCOSA. 

i.J    Forte,  J.  G.((Dept.  Physiol.,  U.  California,  Berkeley). 
mer  J  Physiol  216(1):167-174,  1969. 

1  studies  on  ion  transport  in  vitro,  bullfrog  gastric  mucosa 
as  separated  from  the  stomach  muscle  and  suspended  between 
Lucite  chambers.    The  bathing  solutions  which  were  im- 
lediately  placed  into  the  chambers  were  continuaUy  aerated 
id  stirred  with  a  gas  phase  of  5%  C02-95%  O2.    The  flux 
[■  CI-  from  nutrient  to  secretory  solution  across  the  gastric 
ucosa  was  operationaUy  separated  into  3  components:     ac- 
I'e  secretion,  a  passive  leak,  and  exchange  diffusion.    The 
:crement  in  flux  on  removal  of  CI"  from  the  secretory  solu- 
M  (isethionate  replacement)  was  taken  as  an  estimate  of  Cl" 
:change  diffusion.    The  metabolicaUy  dependent  flux  when 
;change  diffusion  was  eliminated  was  taken  as  the  active  com- 
)nent.    The  passive  leak  of  CI"  was  that  remaining  after  elim- 
ation  of  the  active  and  exchange  components.    Conditions 
iding  to  a  decrease  (anoxia)  or  increase  (histamine)  in  the 
tive  component  of  the  CI"  flux  produced  a  stoichiometric 
ange  in  H+  secretion.    This  suggests  close  electrical  or  bio- 
emical  coupling  between  H+  and  CI"  transport.    The  rate 
H+  secretion  was  not  affected  by  variations  in  the  CI'  con- 
ntration  on  the  secretory  side;  however,  conditions  of  dim- 
shed  H+  secretion  resulted  in  a  diminution  of  CI"  exchange 
fusion.    Thus,  H+  secretion  is  independent  of  CI"  exchange 
fusion  but  the  mode  of  CI"  transport  and  exchange  is  greatly 
luenced  by  metabolic  events  which  control  H+  secretion, 
lues  for  the  passive  leak  of  CI"  were  consistent  with  meas- 
sments  of  mucosal  conductance  and  they  appear  to  obey 
umptions  implicit  in  the  constant-field  equation. 


69  ACTION  OF  SOLUTIONS  OF  REDUCED 

OSMOTIC  CONCENTRATION  ON  THE  DOG 
GASTRIC  MUCOSA.    (E.)    Altamirano,  M.  (Fac.  Med.,  Cent. 
U.  Venezuela,  Caracas).    Amer  J  Physiol  216(l):25-32,  1969. 

In  anesthetized  mongrel  dogs,  a  piece  of  the  greater  curvature 
of  the  stomach  was  dissected,  without  disturbing  its  blood 
supply,  mounted  in  a  Lucite  chamber  with  an  airtight  cover, 
and  kept  at  constant  temperature.    The  output  of  Na+,  K"*", 
CI",  HCO3-,  protein  and  nonprotein  nitrogen,  and  net  water 
flow  were  measured.    With  the  mucosa  in  contact  with  dis- 
tilled water,  the  output  of  Na+,  K+,  and  CI"  was  34,  2,  and 
34  nEq/cm2/min,  resp.    With  urea,  glucose,  or  sucrose  added 
to  the  distilled  water,  the  ionic  output  remained  the  same 
whether  the  net  water  flow  was  positive  or  negative,  until  the 
solute  concentration  was  0.5  M  or  less  in  the  case  of  urea, 
0.7  M  for  glucose,  and  greater  than  0.8  M  for  sucrose.    These 
concentrations  caused  a  significant  increase  of  the  ion  output 
in  50%  of  the  animals.    Even  "isosmotic"  solutions  of  the  3 
solutes  increased  the  output  of  protein  nitrogen  over  the  out- 
put found  with  distilled  water.    At  higher  concentrations,  glu- 
cose enhanced  the  secretion  of  protein  nitrogen  more  effec- 
tively than  sucrose.    These  findings  suggest  that  the  "alkaline 
component  of  the  gastric  secretion"  might  not  be  a  distinct 
secretion.    Na+,  CI",  and  HCO3-  diffuse  towards  the  gastric 
cavity  without  a  net  flow  of  water  if  the  gastric  contents  are 
isosmotic  to  plasma. 

70  ACTION  OF  CONCENTRATED  SOLUTIONS 

OF  NONELECTROLYTES  ON  THE  DOG  GAS- 
TRIC MUCOSA.    (E.J    Altamirano,  M.  (Fac.  Med.,  Cent.  U. 
Venezuela,  Caracas).    Amer  J  Physiol  216(1):  33-40,  1969. 

As  in  the  previous  study,  a  piece  of  the  greater  curvature  of 
the  stomach  was  dissected  from  anesthetized  dogs  without 
disturbing  its  blood  supply,  mounted  in  an  airtight  Lucite  cham- 
ber, and  kept  at  constant  temperature.    Solutions  (1.2  or  2  M) 
of  urea,  glucose,  and  sucrose  in  contact  with  the  gastric  mu- 
cosa produced  a  remarkable  and  reversible  increase  of  the  out- 
put of  Na+,  C1-,  K+,  HCO3-,  and  protein  nitrogen.    With  in- 
creasing flow,  ions  tended  to  diffuse  at  rates  proportional  to 
their  respective  plasma  concentrations.    The  ionic  transport 
increased  relatively  more  than  the  net  flow  of  water,  resulting 
in  the  transport  of  a  fluid  hypertonic  to  plasma.    This  pro- 
vides evidence  that  a  flow  of  extracellular  fluid  takes  place 
across  the  epithelium  with  2  M  solutions.    Urea  and  glucose 
increased  the  flow  of  ions  more  effectively  than  sucrose.    Su- 
crose produced  the  smallest  flow  of  protein  nitrogen.    It  is 
suggested  that  the  output  of  ions  increases,  in  part,  because 
the  permeability  coefficients  of  the  membrane  increase.    The 
properties  of  the  gastric  membrane  undergo  reversible  change 
in  contact  with  hyperosmotic  solutions. 

71  EFFECT  OF  SECRETIN  ON  GASTRIC  ACID 

AND  PEPSIN  SECRETION  IN  RESPONSE  TO 
VARIOUS  STIMULI.  fE.)  Nakajima,  S.  (Creighton  U.  Sch. 
Med.,  Omaha,  Neb.),  M.  Nakamura  and  D.  F.  Magee.  Amer 
J  Physiol  216(1):87-91,  1969. 

The  effect  of  highly  purified  secretin  on  gastric  acid  and 
pepsin  secretion  in  response  to  histamine,  methacholine,  gas- 
trin pentapeptide,  antral  irrigation  with  acetylcholine  solutions. 


16 


SECRETION  AND  METABOLISM 


and  feeding  was  investigated  in  5  healtliy  adult  mongrel  dogs 
fitted  with  Heidenhain  fundic  pouches  and  denervated  antral 
pouches.    All  drugs  used  were  given  i.v.  except  for  acetyl- 
choline.   In  the  experiments  with  histamine,  methacholine, 
and  gastrin  pentapeptide,  dose-response  curves  for  acid  and 
pepsin  output  from  the  Heidenhain  pouches  were  obtamed 
and  then  repeated  with  a  constant  background  of  secretm  m 
a  dose  of  0.5  clinical  U/min.    The  effect  of  high  doses  (1.5 
and  3  U/min)  of  secretin  superimposed  on  background  stim- 
ulation by  histamine  on  Heidenhain-pouch  secretion  was  also 
studied.    In  the  antral  irrigation  and  feeding  experiments, 
secretin  in  a  dose  of  0.5  U/min  was  administered  continuously 
for  40  min  after  plateau  secretion  had  been  attained.    Secretm 
depressed  the  gastric  acid  response  to  small  doses  of  histamine, 
to  methachoUne,  to  gastrin  pentapeptide,  to  the  antral  phase, 
and  to  the  intestinal  phase  of  gastric  secretion.    The  acid  re- 
sponse to  high  doses  of  histamine  was  not  significantly  altered 
by  secretin.    MethachoUne  showed  the  most  potent  pepsigogic 
action.    Combinations  of  histamine  or  gastrin  pentapeptide 
with  secretin  produced  higher  pepsin  outputs  than  the  same 
dose  of  histamine  or  pentapeptide  alone.    With  increasing  doses 
of  histamine,  pepsin  stimulation  by  secretin  increased,  unlike 
the  constant  level  of  stimulation  seen  with  pentapeptide. 
These  findings  suggest  the  possibility  that  secretin  may  be  a 
physiological  stimulant  of  pepsin  secretion. 


Stomach 

ACTH  i.m.  or  10  mg  prednisolone  p.o.  for  10-30  days.    Long- 
term  administration  of  ACTH  increased  gastric  secretion  in  1 
of  10  experiments,  decreased  it  in  5,  and  produced  no  change 
in  4.    Large  increases  occurred  in  free  and  bound  urinary  17- 
hydroxycorticosteroids.    Prednisolone  increased  gastric  secretion 
significantly  in  7  of  10  cases.    Free  HCl  and  total  acidity  de- 
creased to  different  extents  in  different  animals,  and  digestive 
activity  decreased  in  3  cases.    Administration  of  0.5  mg  histamine 
s.c.  to  animals  receiving  ACTH  significantly  increased  gastric 
secretion  in  14  of  18  experiments.    Administration  of  the  same 
dose  of  histamine  to  animals  receiving  prednisolone  increased 
gastric  secretion  in  10  of  12  experiments.   The  latent  period  was 
reduced  only  with  ACTH.    No  significant  changes  in  free  HCl 
or  total  acidity  occurred  with  either  prednisolone  or  ACTH. 
Administration  of  0.5  U/kg  insulin  to  animals  receiving  pred- 
nisolone reduced  gastric  secretion  in  10  of  12  experiments.    No 
significant  changes  occurred  in  the  latent  period,  free  HCl,  total 
acidity,  or  digestive  activity.    Reflex  mechanical  stimulation  of 
the  stomach  glands  increased  gastric  secretion  in  4  of  6  experi- 
ments with  animals  receiving  prednisolone  and  reduced  gastric 
secretion  in  5  of  10  experiments  with  animals  receiving  ACTH. 
These  findings  show  that  corticosteroids  do  not  consistently  in- 
crease gastric  secretion. 


72        THE  EFFECT  OF  HYPOXIA  AND  HYPER- 

CAPNIA  OF  BASAL  ACID  SECRETION  FROM 
INNERVATED  GASTRIC  POUCHES  IN  DOGS.    (E.)    Passi, 
R.  B.  (Ohio  State  U.  CoU.  Med.,  Columbus)  and  J.  S.  Vasko. 
Surg  Gynec  Obstet  128(2):  322-326,  1969. 
In  an  effort  to  explain  the  increased  incidence  of  peptic  ulcers 
in  patients  with  puhnonary  emphysema,  the  effects  of  hyper- 
capnia  (5%  CO2  and  95%  air),  hypoxia  (10%  O2  and  90%  N2), 
or  both  (10%  CO2,  10%  O2  and  80%  N2)  on  basal  acid  secre- 
tion were  studied  in  7  dogs  with  Pavlov  pouches.    During  1  hr 
under  hypoxic  conditions,  basal  gastric  acid  secretion  decreased 
from  0.1  to  0.04  mEq/hr.    Under  conditions  of  hypercapnia 
and  hypoxia,  gastric  acid  secretion  also  decreased  (from  0.51 
to  0.18  mEq/hr),  even  though  there  was  mUd  respiratory  acidosis, 
suggesting  that  gastric  secretion  is  not  significantly  affected  by 
arterial  pH.    Hypercapnia  alone  had  no  effect  at  aU  on  basal 
gastric  secretion.    It  appears  that  factors  other  than  hypercapnia 
are  responsible  for  the  gastric  acid  hyperseaetion  which  is  ob- 
served in  response  to  histamine  or  food  stimulation  in  patients 
with  pulmonary  emphysema.    Anxiety  and  neurogenic  stimuU, 
as  well  as  high  endogenous  levels  of  histamine,  may  also  be  sig- 
nificant factors  in  such  conditions.   The  harmful  effect  of  hy- 
poxia on  the  gastroduodenal  mucosa  may  be  another  factor 
in  the  genesis  of  peptic  ulcers  in  these  patients. 


73  THE  SECRETION  OF  GASTRIC  JUICE  IN  DOGS 

AFTER  LARGE  DOSES  OF  ACTH  AND 
PREDNISOLONE.    (Rus.j    Genes,  S.  G.  (Inst.  EndocrinoL 
Hormone  Chem.,  Khar'kov,  USSR)  and  N.  G.  Lesnoi.    Fiziol 
Zh  SSSR  Sechenov  54(10):  1223-1 230,  1968. 
A  study  was  made  of  the  effects  of  histamine,  insulin,  prednisol- 
one and  ACTH  on  the  volume,  free  HCl,  total  acidity,  and  di- 
gestive activity  of  gastric  juice  produced  by  feeding  4  dogs  with 
100  g  of  beef  tendons.    Animals  were  given  60  or  120  umts  of 


74  THE  EFFECT  OF  RESECTING  THE  SMALL 

INTESTINE  AT  DIFFERENT  LEVELS  ON  THE 
SECRETORY  FUNCTION  OF  THE  STOMACH.    (Rus.) 
Isakhanov,  G.  I.  (Inst.  Norm.  Path.  Physiol.,  Acad.  Med.  Sci. 
USSR,  Moscow).  Fiziol  Zh  SSSR  Sechenov  54(9):  1094-1 101, 
1968. 

The  effects  of  1)  duodenal  resection,  10-12  cm  below  the 
entry  of  the  pancreatic  duct,  2)  jejunal  resection,  10-12  cm 
below  the  suspensory  muscle  of  the  duodenum,  and  3)  ileal 
resection,  50-60  cm  above  the  Ueocecal  junction,  on  gastric 
secretion  were  studied  in  13  dogs  with  gastric  fistulas;  each 
surgical  procedure  was  followed  by  immediate  end-to-end 
reanastomosis.   Gastric  secretion  was  stimulated  by  feeding 
125  g  of  meat,  giving  300  ml  of  a  20%  hematogen  solution 
(defibrinated  cattle  blood  and  glycerol)  p.o.,  sham  feeding  of 
meat  for  3  min,  and  0.06-0.01  carbachol  or  1-1.5  mg  histamine 
s.c.    After  duodenal  or  jejunal  resection  increases  occurred  in 
gastric  secretion,  free  HCl,  total  acidity,  and  pepsin  concen- 
trations with  aU  types  of  stimulation.    In  contrast,  ileal  resec- 
tion reduced  gastric  secretion,  free  HCl,  and  total  acidity  when 
gastric  secretion  was  stimulated  by  feeding  meat  or  administer- 
ing carbachol,  but  had  no  effect  on  histamine  stimulation  of 
gastric  secretion.   In  2  of  3  dogs,  Ueal  resection  produced  no 
changes  in  gastric  secretion,  free  HCl,  total  acidity,  or  pepsin 
concentrations  when  sham  feeding  was  used  to  stimulate  gastnc 
secretion.    In  the  3rd  dog,  gastric  secretion  decreased  during 
the  first  2-2.5  months  after  surgery,  returning  to  normal  at  3-4 
months.    A  significant  increase  occuned  in  pepsin  concentra- 
tions.   These  findings  suggest  that  intestinal  resections  damage 
intramural  nerves  in  the  intestinal  walls  which  control  gastnc 
secretion. 


75  ADENOSINE  MONOPHOSPHATES  AND 

PHOSPHORYLASE  ACTIVITY  IN  FROG 
STOMACHS.    (E.)    Nigon,  K.  (U.  California  Sch.  Med.,  San 
Francisco)  and  J.  B.  Harris.  A  mer  J  Physiol  215(6):  1299-1304, 
1968. 
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The  effect  of  3',5'-phosphate  (cyclic  AMP)  on  phosphorylase 
activity  in  frog  gastric  mucosa  was  studied  in  specimens  obtained 
from  fasted  Rana  pipiens  and  Rana  catesbeiana.    Phosphorylase 
activity  in  the  mucosa  of  R.  pipiens  was  found  to  be  low  and 
to  decrease  further  during  incubation;  the  addition  of  cyclic 
AMP  retarded  this  decline  in  activity.    Phosphorylase  activity 
was  2.3  times  as  high  in  the  mucosa  of  R.  catesbeiana  than  in 
that  of  R.  pipiens.    This  activity  also  increased  during  incuba- 
tion and  was  not  affected  by  the  addition  of  cyclic  AMP.    It 
is  suggested  that  the  state  of  the  phosphorylase  or  other  target 
snzymes  as  well  as  differences  in  permeability  may  affect  the 
icid  secretory  response  to  exogenous  cyclic  AMP  in  various 
species. 

^6  ADENOSINE  MONOPHOSPHATES  AND 

GLYCOGENOLYSIS  IN  FROG  GASTRIC 
MUCOSA.   (E.j    Alonso,  D.  (U.  California  Sch.  Med.,  San 
:='rancisco),  O.  H.  Park  and  J.  B.  Harris.  A  mer  J  Physiol  215(6): 
1305-1309,  1968. 

rhe  effect  of  adenosine  3',5'-phosphate  (cyclic  AMP)  on  the 
[lycogen  content  and  lactic  acid  production  in  frog  gastric  mu- 
»sa  was  studied  in  specimens  obtained  from  fasted  Rana  pipiens. 
Cyclic  AMP  increased  glycogenolysis  in  mucosa  incubated  in 
hloride  solutions  and  to  a  lesser  extent  in  glucuronate  solutions, 
.actic  acid  production  was  increased  under  aerobic  but  not 
inder  anaerobic  conditions.    Only  one  half  of  the  increase  in 
xygen  consumption  could  be  accounted  for  by  the  increase 
1  glycogen  utilization.    It  is  suggested  either  that  cyclic  AMP 
lay  act  to  stimulate  lipolysis  and  glycolysis  separately,  or  that 
he  increased  glycogenolysis  and  lipolysis  are  secondary  to  ef- 
Bcts  of  cyclic  AMP  on  the  oxidative  phase  of  metabolism  and 
he  secretion  process.    When  5'-AMP  was  tested,  it  was  found 
3  differ  from  cyclic  AMP  in  every  response  measured. 

7  GASTRIC  ACID  SECRETORY  RESPONSES  TO 

SOME  PURIFIED  FOODS  AND  TO  ADDITIONS 
F  SUCROSE  OR  OLIVE  OIL.  (E.)  Kotrba,  C.  (Mayo  Qin., 
ochester,  Minn.)  and  C.  F.  Code.  Amer  J  Dig  Dis  14(l):l-8' 
969. 

quicaloric  and  equivolumetric  meals  of  lean  beef,  purified 
roteins  (lactalbumin,  gluten,  milk  casein  and  egg  albumin), 
live  oil  and  sucrose  were  fed  by  stomach  tube  to  5  healthy 
isted  female  dogs  with  vagally  innervated  mucosal  septal 
Juches,  and  the  total  output  of  acid  in  response  to  each  of 
le  meals  was  determined.    The  total  outputs  of  acid  stimulated 
^  100-calorie  meals  of  the  purified  proteins  (250  ml  volume) 
ere  frequently  as  great  as  the  secretory  response  to  the  meat 
eals:    lactalbumin,  gluten,  casein,  and  gelatin  gave  92,  89,  86 
id  69%  of  the  meat  response,  resp.    Sucrose,  methylcellulose 
lert  control  meal),  olive  oil  and  egg  albumin  stimulated  the 
eduction  of  acid  equivalent  to  25,  31,  40  and  42%  of  that 
)tained  with  meat.    With  the  exception  of  egg  albumin,  the 
lantity  of  acid  secreted  in  response  to  the  ingestion  of  the 
St  meals  was  directly  related  to  their  buffering  capacity  (meas- 
ed  by  the  amount  of  HQ  required  to  reduce  the  pH  of  each 
eal  to  2.0).    These  findings  do  not  support  the  existence  of 
special  gastric  acid  secretory  factor  in  meat.    To  determine 
lether  the  addition  of  fat  to  a  meat  meal  reduces  the  expected 
tal  output  of  HCl,  the  effect  of  adding  100  calories  or  sucrose, 
w  oU,  or  meat  to  a  meal  of  100  calories  of  meat  was  studied 
4  additional  dogs  with  innervated  pouches.    The  acid  outputs 
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were  85,  85  and  87%  of  outputs  calculated  by  adding  the  sep- 
arate 100-calorie  outputs  of  the  test  meals. 

78  RESPONSE  OF  RATS  WITH  CHRONIC  GASTRIC 

FISTULAS  TO  SUBCUTANEOUS  INJECTIONS 
OF  HISTAMINE,  ICI-50123,  AND  INSULIN.    (E.)    Lee,  Y.  H. 
(UCLA  Sch.  Med.,  Los  Angeles,  Calif.)  and  J.  H.  Thompson. 
Amer  J  Dig  Dis  14(l):14-29,  1969. 

Gastric  secretory  volume,  acid  concentration,  acid  output  and 
acid  output  per  100  g  rat  weight  were  studied  as  a  function  of 
time  in  30  male  Sprague-Dawley  rats  with  chronic  gastric  fistulas 
following  s.c.  administration  of  histamine  (5-80  mg/kg),  crystal- 
line zinc  insulin  (0.1-2.0  U/kg),  and  the  synthetic  gastrin-like 
pentapeptide  ICl-50123  (50-600  jUg/kg).    In  control  animals 
given  0.85%  normal  saline  s.c,  gastric  secretion  remained  con- 
stant throughout  the  collection  period.    A  20  mg/kg  dose  of 
histamine  induced  maximal  gastric  secretion  with  peak  responses 
occurring  1  or  2  hr  postinjection.    Responses  to  insulin  hypo- 
glycemia were  quite  irregular,  both  as  a  function  of  dose  and 
of  time.    Peak  volume  response  occurred  with  0.8  U/kg,  acid 
output  with  1.0  U/kg  and  acid  output  per  100  g  with  0.1  U/kg, 
while  no  definite  peak  response  was  observed  for  acidity.    Doses 
less  than  0.1  U/kg  tended  to  be  ineffective  as  a  stimulant  and 
doses  greater  than  2.0  U/kg  invariably  produced  convulsions 
and  death.    Return  to  control  levels  was  usually  observed  within 
4  hr.    For  all  parameters,  400  jUg/kg  ICI-50123  gave  peak  re- 
sponses.   This  occurred  at  1  hr  in  the  case  of  volume,  acid  out- 
put, and  acid  output  per  100  g,  and  at  2  hr  for  acid  concen- 
tration.   When  maximal  responses  to  histamine,  ICI-50123  and 
insulin  were  compared,  it  was  found  that  gastric  secretory  volume 
and  volume  per  100  g  responses  were  greater  after  ICI-50123 
than  after  histamine  and  insulin.    Levels  of  acid  concentration 
after  histamine  and  ICI-50123  were  similar,  but  were  lower 
following  insulin-induced  hypoglycemia  than  after  histamine. 
Acid  output  and  acid  output  per  100  g  were  higher  after 
ICI-50123  than  after  histamine  and  insulin. 

79  THE  EFFECT  OF  SMALL  BOWEL  RESECTION 

ON  GASTRIC  AOD  SECRETION  IN  THE  RAT. 

(E.)    Caridis,  D.  T.  (U.  Aberdeen  Med.  Sch.,  Scotland),  M. 
Roberts  and  G.  Smith.   Surgery  65(2):292-297,  1969. 
Resection  of  15  inches  of  small  intestine,  but  not  resection  of 
6  inches  or  simple  transection  of  3  inches,  resulted  in  an  in- 
crease of  gastric  acid  secretion  in  male  Lister  rats.    Massive 
resection  also  resulted  in  a  slight  but  not  significant  increase 
in  4-hr  free  urinary  histamine;  simple  transection  did  not  sig- 
nificantly affect  the  excretion  of  free  histamine.   When  hist- 
amine excretion  was  measured  after  s.c.  administration  of  1.0 
mg  histamine  over  a  period  of  4  hr,  there  was  a  significant  in- 
crease in  free  histamine  excretion  in  rats  with  a  15-inch  re- 
section, but  little  change  from  control  values  in  animals  with 
transection.    The  difference  in  histamine  excretion  between  re- 
sected and  transected  rats  was  significant.    Administration  of 
2.5-10.0  mg  of  histaminase  (hog  kidney  diamine  oxidase)  i.m. 
per  day  for  3  days  resulted  in  a  highly  significant  decrease  in 
gastric  acid  secretion  in  rats  with  the  15-inch  resection  as  com- 
pared with  resected  rats  given  no  histaminase.    The  10-mg  dose 
produced  the  maximum  inhibition,  but  had  no  effect  on  gas- 
tric acid  secretion  of  control  animals.    Urinary  free  histamine 
excretion  did  not  show  a  statistically  significant  decrease  with 
histaminase.    The  removal  of  histaminase-producing  tissue  during 
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smaU  intestinal  resection  apparently  results  in  increased  levels 
of  endogenous  histamine  and  accounts  for  the  increased  gastric 
acid  secretion. 

80  STUDIES  ON  THE  INHIBITION  OF  GASTRIC 

SECRETION  BY  THE  SMALL  INTESTINE.    (E.) 
Schuck,  M.  (Johns  Hopkins  U.  Sch.  Med.,  Baltimore,  Md.),  M. 
Santillana,  L.  Wise  and  W.  F.  Ballinger  II.   Surg  Gynec  Obstet 
127(6):1295-1299,  1968. 

To  clarify  the  role  of  the  small  intestine  in  the  complex  neuro- 
humoral regulation  of  gastric  secretion,  Heidenhain  pouches  and 
Thiry-Vella  loops  were  constructed  in  heahhy  mongrel  dogs. 
The  loops  were  made  from  the  proximal  third  of  the  smaU  in- 
testine in  3  dogs  and  from  the  middle  third  in  3  other  dogs. 
After  a  21-day  recovery  period,  dogs  were  fasted  for  18  hr;  the 
volume  and  free  acidity  of  pouch  secretions  during  control 
periods  and  after  stimulation  with  feeding  or  histamine  admin- 
istration were  then  determined.   The  Thiry-Vella  loops  were 
perfused  with  saline,  0.2  N  HCl,  and  50%  dextrose.    Perfusion 
of  the  loops  and  pouch  coUections  were  repeated  after  vagotomy 
Inhibition  of  pouch  secretion  was  elicited  by  acidification  of  the 
proximal  third  of  the  small  intestine,  while  acidification  of  the 
middle  third  had  no  effect.    The  inhibitory  effect  of  acid  per- 
fusion remained  unchanged  after  vagotomy,  but  was  aboUshed 
by  pretreatment  with  methysergide  maleate.   This  is  felt  to 
indicate  a  predominantly  humoral  mechanism,  with  serotonin 
being  the  agent  most  likely  to  be  involved. 


81  GASTRIC  ACID  SECRETION  IN  CHRONIC 

URAEMIA  AND  AFTER  RENAL  TRANSPLAN- 
TATION.  (E.)    Gingell,  J.  C.  (Hammersmith  Hosp.,  London, 
England),  G.  P.  Burns  and  G.  D.  Chisholm.   Brit  Med  J  4(5628): 
424-426,  1968. 

Gastric  acid  secretion  was  measured  in  45  patients  (30  males 
and  15  females,  17-70  yr  old)  with  chronic  uremia  and  in  22 
controls  (14  males  and  8  females,  19-74  yr  old)  to  determine 
whether  hyposecretion  of  acid  occurs  in  uremic  patients  dur- 
ing maximal  histamine  stimulation  and  to  examine  the  effect 
of  successful  renal  transplantation  on  gastric  acid  output.    Basal 
acid  output  was  the  same  in  both  groups.    Maximal  acid  output 
in  uremic  patients  was  less  than  in  the  controls,  but  the  differ- 
ence was  not  significant.    In  the  uremic  patients  maximal  acid 
output  was  directly  related  to  the  duration  of  uremia  and  in- 
versely related  to  both  hemoglobin  concentration  and  age. 
There  was  no  relation  between  acid  output  and  the  level  of 
the  blood  urea.    The  presence  of  secondary  hyperparathyroidism 
was  associated  with  a  50%  increase  in  the  maximal  acid  output, 
but  the  increase  may  have  been  due  to  the  younger  age  of  this 
group    Successful  renal  transplantation  was  foUowed  by  a  con- 
siderable increase  in  acid  output  in  2  of  7  patients  and  both 
patients  showed  evidence  of  peptic  ulceration. 
82  EFFECT  OF  VAGOTOMY  ON  THE  GASTRIC 

SECRETION  OF  AQD,  CHLORIDE  AND 
PEPSIN  IN  RESPONSE  TO  AN  ANTRAL  STIMULUS  AND 
TO  INSULIN  AND  MAXIMAL  HISTAMINE  STIMULATION. 
(E)    Tovey,  F.   I.  (Holdsworth  Mem.  Hosp.,  Mysore  City, 
South  India),  M.  Swaminathan,  K.  Parker  and  A.  DanieU.    Gut 
9(6):659-666,  1968. 

Using  a  dye-dUution  technique,  the  secretory  response  of  the 
stomach  to  antral  (3.5%  sodium  bicarbonate  solution  or  10% 
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peptone  solution),  insulin  (10-15  U  i.v.),  and  histamine  0.04 
mg/kg  i.m.  stimulation  was  investigated  in  South  Indian  duodenal 
ulcer  patients  prior  to  and  3  months  after  vagotomy.    Ninety- 
seven  subjects  were  studied  preoperatively,  36  after  total  and 
33  after  selective  vagotomy;  not  aU  procedures  were  performed 
in  aU  patients.    After  vagotomy,  the  volume  of  basal  secretion 
was  reduced  about  25%  and  that  after  insuUn  and  histamine 
stimulation  about  50%;  volume  following  antral  stimulation 
was  variable.   Emptying  rates  exceeded  the  secretory  rates  and 
were  reduced  by  vagotomy.   The  concentration  and  output  of 
acid  in  the  basal,  insulin  and  histamine  groups  was  considerably 
reduced  by  vagotomy,  but  no  constant  effect  of  vagotomy  on 
acid  secretion  was  observed  foUowing  antral  stimulation  with 
peptone.   The  mean  acid  output  in  response  to  peptone  stimu- 
lation after  vagotomy  was  about  twice  the  output  in  response 
to  maximal  histamine  stimulation,  suggesting  the  after  the 
operation  the  dose  of  histamine  was  no  longer  maximal.    There 
was  a  significant  reduction  in  pepsin  concentration  in  the  basal 
and  insulin  series  after  vagotomy  (less  than  the  reduction  noted 
for  acid  secretion),  and  a  variable  change  in  concentration  with 
peptone  and  histamine  stimulation.   The  output  was  reduced 
in  response  to  insulin  or  histamine,  but  there  was  no  constant 
reduction  in  response  to  peptone.   The  pepsin  secretion  in  re- 
sponse to  antral  stimulation  was  not  uniformly  altered.    Patients 
with  higher  preoperative  maximal  histamine  responses  tended 
to  show  a  greater  faU  in  postoperative  values.   Total  chloride 
concentrations  were  unaffected  by  vagotomy,  whUe  outputs 
reflected  the  changes  in  the  volumes  of  secretion.   This  indi- 
cates that  foUowing  vagotomy,  the  decline  in  H+  ions  is  com- 
pensated for  by  an  increase  in  other  cations,  the  number  of 
CI-  ions  remaining  unchanged.   The  overall  results  show  that 
selectwe  vagotomy  is  no  less  effective  than  total  vagotomy  m 
all  parameters  tested.   This  means  that  no  vagal  innervation 
reaches  the  stomach  via  the  celiac  plexus  and  greater  curvature. 


83  GASTRIC  ACIDITY  IN  THE  COMATOSE 

PATIENT.   (E.)   Watts,  C.  C.  (U.  Texas  Southwest. 
Med.  Sch.,  Dallas)  and  K.  Qark.   J  Neurosurg  30(2):  107-109, 
1969. 

Gastric  acid  secretion  was  followed  for  10  days,  starting  on 
the  day  of  injury,  in  10  comatose  patients  (7  males  and  3 
females,  13-50  yr  old)  with  severe  head  injuries.    In  5  of  6  de- 
cerebrate patients,  acid  secretion  was  in  the  hyperchlorhydnc 
range  (up  to  112  mEq/12  hr),  consistently  approachmg  values 
observed  in  chronic  peptic  ulcer  disease.    AU  but  one  of  the 
patients  bled  from  the  gastrointestinal  tract  (the  exception  was 
achlorhydric).    Autopsy  of  one  patient  who  died  revealed  mul- 
tiple smaU  gastric  ulcers  and  hemorrhages.    Among  4  comatose 
patients  who  were  not  decerebrate,  most  acid  secretory  values 
were  within  the  normal  range,  although  occasional  values  of 
23   26  and  30  mEq  Ha/12  hr  were  encountered.    Only  1  patient 
had  gastric  bleeding.    Ihese  data  do  not  explain  the  cause  of 
the  observed  hyperacidity,  nor  do  they  indicate  that  hyper- 
acidity alone  is  responsible  for  the  gastrointestinal  hemorrhage. 
It  is  suggested  that  gastric  acidity  be  monitored  m  comatose 
patients. 

84  EFFECT  OF  ORALLY  ADMINISTERED 

PROSTAGLANDIN  Ei  ON  GASTRIC  SECRETION 
AND  GASTROINTESTINAL  MOTILITY  IN  MAN.    (E.j 
Horton,  E.  W.  (Sch.  Pharm.,  U.  London,  England),  I.  H.  M. 
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Main,  C.  J.  Thompson  and  P.  M.  Wright.    Gut  9(6):  655-658 
1968. 

Oral  administration  of  prostaglandin  E^  (10-40  jUg/kg)  to  3 
adult  males  did  not  measurably  reduce  the  gastric  secretory 
response  to  pentagastrin  (6  jUg/kg  s.c),  in  contrast  to  previous 
results  in  rats.    At  high  doses,  there  was  a  pronounced  increase 
in  intestinal  motility,  resulting  in  loose  feces  from  2-4  hr  after 
administration.    Prostaglandin  Ei  also  resulted  in  the  presence 
of  large  quantities  of  bile  in  gastric  samples.    It  is  suggested 
that  this  is  due  to  reflux  of  duodenal  contents  resulting  from 
relaxation  of  the  pyloric  sphincter. 

55  RESPONSE  TO  GASTRIN  PENTAPEPTIDE 

IN  CHILDREN.    (E.)    Lari,  J.  (Royal  Infirm., 
Sheffield,  England),  J.  Uster  and  H.  L.  Duthie.   /  Pediat  Surg 
J(6):682-690,  1968. 

>entagastrin  (6  (Jgfkg  i.m.)  was  given  to  47  children  (1  month- 
.4  yr  old;  13  with  sliding  hiatal  hernias,  15  with  unexplained 
ecurrent  abdominal  pain,  4  with  feeding  gastrostomies  for  treat- 
nent  of  esophageal  atresia,  8  with  esophageal  reflux  but  no 
liatal  hernia,  5  with  duodenal  ulcers,  and  2  with  gastric  ulcers) 
0  test  the  gastric  acid  output.   The  peak  response  of  4  mEq 
cid/hr/10  kg  body  weight  was  noted  within  40  min.    The  7 
atients  with  peptic  ulcers  tended  to  have  slightly  higher  acid 
utputs,  but  the  difference  was  not  significant  compared  to  the 
ther  groups.    There  was  a  significant  correlation,  however, 
etween  peak  acid  output  and  both  weight  and  age.    The 
;chnique  used  to  recover  the  gastric  secretions  (nasogastric 
ibe  or  gastrostomy  tube)  was  92%  efficient  in  14  chUdren 
udied,  using  polyethylene  glycol  as  an  inert  marker.    The  re- 
ilts  seen  in  these  chUdren  are  similar  to  those  seen  with  aduhs. 
he  use  of  pentagastrin  in  tests  of  gastric  acid  secretion  in  chil- 
ren  is  advocated  in  preference  to  the  histamine  test,  since  it 
shorter  and  is  less  upsetting  to  the  child. 

*  GASTRIC  SECRETORY  RESPONSE  TO  SYN- 

THETIC HUMAN  GASTRIN:    STUDY  OF  THE 
'FECT  OF  NEPHRECTOMY.    (E.J    Trueblood,  H   W 
tanford  Med.  Sch.,  Palo  Alto,  Calif.),  S.  Kohatsu  and  H  A 
jerhelman  Jr.  Arch  Surg  98(2):223-224,  1969. 
le  effect  of  nephrectomy  on  dose-response  curves  to  syn- 
stic  human  gastrin  (1-24  jUg/kg  s.c.)  was  studied  in  pyloric- 
ated,  vagotomized,  male  Sprague  Dawley  rats  in  order  to  de- 
mme  the  role  of  the  kidneys  in  the  elimination  of  gastrin 
|m  the  body.    At  each  dose  of  gastrin  used  there  was  no  sig- 
icant  difference  between  the  group  that  had  undergone 
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nephrectomy  and  the  group  with  intact  kidneys.    There  was 
also  no  significant  difference  between  the  2  distinct  regression 
lines,  nor  between  the  levels  of  basal  secretion  in  the  2  groups. 
There  was,  however,  a  definite  response  to  synthetic  gastrin 
in  all  rats.    These  results  indicate  that  the  kidneys  probably  do 
not  represent  the  main  pathway  for  gastrin  excretion. 

87  PROTEOLYTIC  ENZYMES  OF  THE  GASTRIC 
JUICE.   (E.)    Tang,  J.  (U.  Oklahoma  Med.  Ctr., 

Oklahoma  City)  and  S.  Wolf.    Pp  186-194  in  Progress  in 
Gastroenterology.    Vol.  1  Glass,  G.  B.  J.,  Ed.  New  York,  Grune 
and  Stratton,  1968.  520  pp. 

88  GASTRIC  INTRINSIC  FACTOR  AND  OTHER 
VITAMIN  Bi2  TRANSPORT  PROTEINS:  CHEM- 
ICAL AND  PHYSIOLOGIC  PROPERTIES.    (E.)    Simons   K 
(RockefeUer  Inst.,  New  York  City).    Pp.  195-220  in  Process 

in  Gastroenterology  Vol.  1.  Glass,  G.  B.  J.,  Ed.  New  York, 
Grune  and  Stratton,  1968.  520  pp. 

89  GASTRONE,  ENDOGENOUS  INHIBITOR  OF 
GASTRIC  SECRETION.   (E.)    Glass,  G.  B.  J. 

(New  York  Med.  CoU.,  New  York  City)  and  C.  F.  Code.  Pp. 
221-247  in  Progress  in  Gastroenterology.  Vol.  1.  Glass,  G.  B. 
J.,  Ed.  New  York,  Grune  and  Stratton,  1968.  520  pp.  ' 

90  MICROELECTRODE  STUDIES  OF  DOG'S  GASTRIC 
MUCOSA.  (E.J  Canosa,  C.  A.  (Med.  Ctr.  U.  Alabama, 

Birmingham)  and  W.  S.  Rehm.  Biophys  J  &(4y.  415-430, 1968. 

91  GASTRIC  SECRETION  IN  THE  PYLORUS- 
LIGATED  GERBIL  (MERIONES  UNGUICULATUS) 

(E.J  Thompson,  J.  H.  (UCLA  Sch.  Med.,  Los  Angeles,  Calif.)  and 
R.  Wilson.  J  Appl  Physiol  16(l):61-76,  1969. 

92  A  RADIAL  DIFFUSION  ASSAY  FOR  PEPSINOGEN 
AND  PEPSIN.  (E.J  Samloff,  I.M.  (U.  Rochester 

Sch.  Med.,  N.Y.)  and  M.  S.  Kleinman.   Gastroenterology 
56(l):30-34,  1969. 

93  GASTRIC  ACID  SECRETION  AFTER  THE  IN- 
GESTION OF  SOLID  FOOD:  A  COMPARATIVE 

STUDY  OF  GASTRIC  ACID  SECRETORY  CAPACITY  IN  RE- 
SPONSE TO  SOLID  FOOD  AND  HISTAMINE.  (E.J   Rune,  S.  J. 
(Dept.  CUn.  Physiol.,  U.  Copenhagen,  Denmark).   Scand  J 
Gastroent  3(Suppl  1):11-61,  1968. 


See  also:    7,8,13,104,221,237,255,364,374,395, 
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94  ADAPTATION  OF  ENZYME  ACTIVITY  OF 

THE  RAT  PANCREAS  ON  ALTERED  FOOD 
INTAKE     (E)    Bucko,  A.  (Res.  Inst.  Human  Nutrit., 
Bratislava,  Czechoslovakia)  and  Z.  Kopec.    Nutr  Dieta  10(4): 
276-287,  1968. 

The  biochemical  adaptation  of  the  pancreas  to  a  change  in 
food  intake  was  studied  in  4  groups  of  adult  male  Wistar  rats 
kept  on  either  a  normal  balanced  diet  (61%  starch,  24% 
casein,  9%  oU),  a  high-carbohydrate  diet  (75%  starch  ,  a  hjh- 
protein-diet  (70%  casein)  or  a  high-fat  diet  (58%  oU)  for  4 
weeks.    Studies  of  pancreas  homogenates  at  the  end  of  this 
period  revealed  a  marked  increase  of  the  particular  enzymes 
necessary  for  digesting  the  substrate  occuning  in  excess  in  the 
diet     In  the  case  of  the  high-carbohydrate  diet,  the  amylase 
activity  rose  by  135.9%,  along  with  a  39.6%  rise  in  protease 
activity,  which  is  also  statisticaUy  significant;  hpase  feU  to 
24  9%  of  normal.    After  adaptation  to  the  high-protein  diet, 
a  marked  increase  in  protease  activity  was  accompanied  by 
a  significant  decrease  in  Upase  (to  58.6%)  and  a  slight  faU  m 
amylase  (to  96.5%).    The  high-fat  diet  caused  a  significant 
(33.1%)  increase  in  Upase  activity  and  a  slight  decrease  in 
amylase  activity  (to  85.2%);  protease  activity  feU  to  87.7%. 

95  PANCREATIC  ACINAR  CELL  REGENERATION. 

VI     ESTIMATION  OF  ERROR  OF  THE  AUTO- 
RADIOGRAPHIC LABELING  INDEX  CTHYMIDINE-HS)- 
MAXIMUM  POSSIBLE  ERROR  (MPRE)  AND  SENSITIVITY 

(S)     (Ej    Carol,  B.  (State  U.  New  York  Downstate  Med.  Ctr., 
Brooklyn,  N.  Y.)  and  P.  J.  Fitzgerald.    Amer  J  Path  53(6): 
971-987,  1968. 


From  an  experiment  in  which  DNA  synthesis  of  rat  pancreas 
acinar  ceU  nuclei  was  studied  by  autoradiography  and  ^H- 
thymidine,  randomized  samples  of  the  data  were  used  to  es- 
timate the  variance  of  the  labeling  index  (P-P°«J°"  °f  ^^^f^'^ 
ceU  nuclei);  tables  were  then  constructed  from  which  the  over- 
aU  maximum  possible  relative  error  (MPRE)  of  the  expermient 
could  be  estimated.    The  MPRE  is  an  estimate  of  error  m  re- 
lation to  the  sample  average  and  is  a  more  refined  error  es- 
timate  than  that  given  by  the  standard  deviation  or  the  stand- 
ard error     The  MPRE  tables  showed  that  an  mcrease  m  am- 
mal  number  caused  the  most  reduction  in  overall  error.    A 
comparable  per-unit  increase  in  the  number  of  counters  had 
toless  of  an  effect,  and  relatively  minimal  effects  were  noted 
after  simUar  increases  in  the  number  of  duphcate  counts  or 
the  number  of  nuclei  counted  per  count.    Sensitivity  tables 
were  also  developed  which  estimate,  for  varied  riumbers  of 
an  experimental  component,  the  probabUity  of  detecting  hy- 
pothetical labeling  indexes  which  differ  from  a  hypothetical 
^U  hypothesis  by  specified  percentages,  or  the  Probabibty 
of  detecting  a  specified  average  difference  m  labeling  mdexes 
betwin  te?t  and  control  groups.    MPRE  tables,  by  indicatmg 
the  relative  contribution  made  by  individual  components  to 
overall  error,  give  a  flexibility  to  experimental  design  permittmg 
the  investigator  to  modify  the  numbers  of  the  componen  s  m 
he  experiment.    Sensitivity  tables  indicate  the  relative  value 
of  varying  the  number  of  different  experimental  components 
and  provide  a  precise  estimate  of  the  number  of  components 
needS  to  detect  specified  differences  between  labehng  mdexes. 


96  RELATIONSHIP  BETWEEN  BICARBONATE 

CHLORIDE,  AND  VOLUME  FLOW  AT  HIGH 

SECRETORY  RATES  IN  THE  PANCREATIC  JUICE  OF  THE 
SECRETORY  KA  ^^^p     ^^^^^^^^^  ) 

DOG.    (t.)    Kioei,  ^.        V      »_  .     ^    ^  J  Gastroent 

J.  P.  Pascal,  N.  Vaysse  and  J.  P.  Boucara.    ^cc^iu 

3(4):401-406,  1968. 

A„  i„c«»ins  volume  of  ^^'^'-^^^^tZTJ^^I^. 

was  observed  in  lU  aogs  u  lo  '^h  n/kp/hr     For 

„°f  voiles  exceeding  15  ^mm/g,  '— '•  "''""^^r^;^ 
the  2  parameters  was  obtained.    It  ,s  assum^  ""„*',,?, 

°dir:ad^r:^irAr;;^e,c.j.b». 
;rL%^=SirreS^:.i=ri::rde. 

grees  by  secretin. 

97  EXOCRINE  PANCREATIC  SECRETION  AFTER 

INFILTRATION  OF  THE  LEFT  SPLANCHNIC 
NERVE     (It)    Gemma,  G.  B.  (Inst.  Gen.  Clin.  Surg.,  U. 
Genoa,  Italy),  E.  Berti-RiboU  and  C.  Berretti.    Riforrm  Med 
82(40):  1102-1107,  1968. 

In  4  patients  with  external  pancreatic  fistulas,  the  method  of 
Minnitt  and  GUlies  was  used  every  24  hr  for  3  days  to  mfil- 
trate  the  left  splanchnic  nerve  with  15-20  ml  of  1%  procame. 
Electrolytes,  amylase,  Upase,  and  trypsin  in  the  pancreatic 
juice  and  the  volume  of  pancreatic  secretion  were  studied  in 
the  6  hr  before  infUtration  and  at  various  intervals  thereafter. 
Except  for  1  case  in  which  pancreatic  secretion  mcreased 
sUghtly  after  infiltration,  there  were  no  significant  differences 
in  the  volumes  of  pancreatic  secretion  before  and  after  mfU- 
tration.    Na  and  K  concentrations  remained  ahnost  the  same,  ^ 
while  bicarbonate  concentrations  increased  in  1  case  and  de- 
aeased  in  another.    Enzyme  activities  remained  the  same  m 
3  cases  and  increased  after  infiltration  in  another.    The  in- 
crease was  most  marked  for  trypsin.    These  findings  indicate 
that  infiltration  of  the  left  splanchnic  nerve  does  not  produce 
any  appreciable  changes  in  pancreatic  secretion.  j 

98  PANCREATIC  ACINAR  CELL  REGENERATIO^ 

V.    ANALYSIS  OF  VARIANCE  OF  THE  AUTO 
RADIOGRAPHIC  LABELING  INDEX  (THYMIDINE-H3). 

(E  j    Fitzgerald,  P.  J.  (State  U.  New  York  Downstate  Med. 
Or.,  Brooklyn,  N.  Y.),  B.  Carol,  L.  Lipkin  and  L.  Rosenstocl 
Amer  J  Path  53(6):953-970,  1968. 

The  components  of  error  in  determinations  of  the  labeUng     ! 
index  (%  radioactively  labeled  ceU  nuclei)  of  rat  pancreas 
acinar  ceUs  were  evaluated  by  means  of  a  new  microscopic 
field  selection  technique  employing  a  mechanical  stage  and    | 
tables  of  random  numbers.    Thymidine-^H  (0.25  y£lg  i.p) 
was  used  as  the  label  for  the  pancreatic  nuclei.    Five  countei 
were  employed  in  the  variance  analysis;  5  autoradiograms, 
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:epared  with  a  fluid  emulsion  technique,  were  selected  for 
)unting  from  each  of  3  groups  of  animals:    normal  controls, 
ts  receiving  a  liver  operation,  and  rats  receiving  a  pancreas 
leration.    The  resulting  indexes  were  scaled  by  their  estim- 
ed  standard  deviations  and  these  values  were  compared, 
nimal  variance  accounted  for  the  highest  percentage  of  total 
liance;  intercounter  variance  was  significant  but  inconsistent, 
ggesting  the  use  of  multiple  counters;  and  significant  intra- 
lunter  variance  suggested  the  value  of  duplicate  counts.    The 
suits  indicate  the  primary  importance  of  animal  number  in 
ly  attempt  to  reduce  experimental  variation.    The  auto- 
diographic  technique  proved  to  be  an  unimportant  source 
■  variation.    Determination  of  the  relative  component  var- 
nce  in  control  and  several  experimental  groups  is  recom- 
ended  for  each  study  to  be  performed. 

'  PANCREATIC  EXOCRINE  FUNCTION  FOLLOW- 

ING MESOCAVAL  SHUNTING.    (E.)    Rudick,  J. 
lount  Sinai  Sch.  Med.,  New  York,  N.  Y.),  M.  J.  Zerpa  and 
A.  DreUing.  Ann  Surg  169(l):67-73,  1969. 

le  secretory  capacity  of  the  pancreas  in  response  to  i.v. 
:retin  (1-5  U/kg)  or  a  combined  i.v.  injection  of  secretin 
d  pancreozymin  was  tested  in  5  unanesthetized  dogs  starting 
weeks  after  mesocaval  shunting  and  in  2  unanesthetized  sham- 
lerated  controls.    In  shunted  dogs,  the  upper  end  of  the  divided 
'erior  vena  cava  was  anastomosed  to  the  superior  mesenteric 
in  and  this  vein  was  ligated  above  the  shunt  so  that  most  of 
5  venous  return  from  the  lower  intestines  (but  not  that  from 
s  stomach,  duodenum,  pancreas  or  spleen)  was  shunted  around 
i  liver.    As  a  result,  the  mean  15-min  volume  response  to 
;retin  was  depressed  by  31-33%  and  the  mean  bicarbonate 
tput  by  35-36%,  although  the  bicarbonate  concentration  was 
nificantly  reduced  only  by  maximal  doses.    The  decrease  in 
arbonate  concentration,  when  present,  was  proportional  to 
5  decrease  in  flow.    Amylase  output  in  response  to  secretin 
d  pancreozymin  was  depressed  by  40%  after  mesocaval  shunt- 
;,  while  the  amylase  concentration  was  only  slightly  reduced, 
all  samples,  the  chloride  concentration  was  increased  and 
tput  was  slightly  decreased  after  shunting.    Sham  operations 
I  not  alter  any  of  the  parameters  of  pancreatic  function, 
unting  produced  no  detectable  changes  in  liver  function,  nor 
re  macroscopic  or  microscopic  alterations  found  in  the  liver 
pancreas  at  autopsy.    It  is  concluded  that  the  decreased  re- 
)nse  of  the  pancreas  following  mesocaval  shunting  is  not  due 
the  vagal  denervation  of  the  pancreas,  decreased  pancreatic 
lod  flow,  deranged  liver  function  or  operative  trauma.    The 
libitory  influences  on  pancreatic  secretion  may  arise  pre- 
minantly  from  the  jejunum,  ileum  and  colon.    Decreased 
icreatic  secretion  may  play  a  role  in  the  etiology  of  post- 
int  hyperchlorhydria  and  peptic  ulceration. 

)  EFFECT  OF  DIET  ON  THE  FUNCTION  AND 

MORPHOLOGY  OF  THE  RAT  PANCREAS.    V. 
FECT  OF  DIFFERENT  TYPES  OF  CARBOHYDRATES 
(^AMYLASE  SYNTHESIS  IN  THE  PANCREAS.    ISL) 

cko,  A.  (Res.  Inst.  Human  Nutrit.,  Bratislava,  Czechoslovakia), 
Simko  and  Z.  Kopec.    Cesk  Gastroent  Vyz  22(6):420-426 
S8. 

iCTeatic  amylase  activity  and  the  serum  levels  of  cholesterol 
1  esterified  fatty  acids  were  compared  in  adult  male  albino 
i  maintained  on  semisynthetic  diets  with  isocaloric  amounts 
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(47  kcal  %)  of  various  carbohydrates  (glucose,  fructose,  galactose, 
sucrose  and  starch)  for  84  days.    A  glucose  diet  resuhed  in  a 
33%  greater  increase  in  pancreatic  amylase  activity  than  a  starch 
diet  (38.9  U  compared  to  23.0  U)  and  3  times  as  great  an  in- 
crease as  a  fructose  or  sucrose  diet  (12.1-13.4  U).    The  latter 
also  produced  an  increase  in  serum  lipids,  which  was  accompan- 
ied by  an  increase  in  pancreatic  lipase  activity  (to  61.2-74.3  U 
compared  to  54.9  U  on  a  starch  diet).   The  pancreatic  protease 
activity  was  highest  (average  17.34  U)  in  rats  on  a  fructose  diet 
and  lowest  in  those  fed  galactose  (2.25  U),  which  also  resulted 
in  amylase  and  lipase  activities  of  only  6.15  and  38.92  U,  resp. 
The  Uver  cholesterol  was  somewhat  higher  in  rats  on  a  galactose 
diet  (313.5  mg%  compared  to  283.6-296.3  in  the  others),  while 
the  Uver  esterified  fatty  acid  levels  were  highest  on  a  glucose 
diet  (19.6  mEq/100  g  compared  to  11.5-14.1  in  rats  fed  starch, 
fructose  or  sucrose  and  8.7  mEq/100  g  in  rats  fed  galactose). 
It  is  concluded  that  the  adaptation  of  the  rat  pancreas  to 
alterations  in  the  diet  is  mediated  by  the  humoral  route  and 
depends  on  the  breakdown  products  of  foods  reaching  the 
acinar  cells  of  the  pancreas. 

101  THE  EFFECT  OF  ANESTHESIA  OF  THE  LEFT 
SPLANCHNIC  NERVE  ON  EXOCRINE  PAN- 
CREATIC SECRETION  IN  DUODENECTOMIZED  PATIENTS. 

(It.)    Berti  Riboli,  E.  (Inst.  Gen.  Surg.  Clin.,  U.  Genoa,  Italy), 
C.  Berretti  and  G.  B.  Gemma.   Riforma  Med  82(44):1209-1213, 
1968. 

The  technique  of  Minniti  and  Gillies  was  used  to  infiltrate  the 
left  splanchnic  ner/e  in  2  patients  whose  duodena  had  been 
ahnost  completely  removed  because  of  neoplasms  and  who  had 
external  pancreatic  fistulas.    The  nerve  was  infiltrated  with  20 
ml  of  1%  procaine  on  3  successive  days.    During  treatment 
patients  received  only  water  p.o.  and  fluids  and  electrolytes  i.v. 
Pancreatic  flow  decreased  immediately  and  either  stopped  com- 
pletely or  decreased  to  very  low  levels  after  the  3rd  infiltration. 
This  was  largely  due  to  a  decrease  in  the  water  content  of  the 
pancreatic  juice.    Bicarbonate  concentrations  decreased,  chloride 
concentrations  increased,  and  enzyme  activities  increased  peatly. 
These  atypical  results  are  attributed  either  to  a  decrease,  followed 
by  a  cessation,  in  autonomic  excitosecretory  stimuli  or  to  an  in- 
hibitory action  of  the  splanchnic  nerve  which  antagonizes  vagal 
stimuli.    The  absence  of  hormonal  control  from  the  duodenum 
doubtlessly  affected  the  nature  of  this  response. 

102  RELATIONSHIP  BETWEEN  PANCREOZYMIN 
AND  CHOLINERGIC  STIMULATION  OF  PAN- 
CREATIC SECRETION.    (E.)    Nakumura,  M.  (Sch.  Med., 
Creighton  U.,  Omaha,  Neb.),  G.  English  and  D.  F.  Magee. 
Canad  J  Physiol  Pharmacol  47(1):  33-38,  1969. 

The  relation  between  hormonal  control  of  pancreatic  secretion 
and  the  effects  of  cholinergic  and  anticholinergic  agents  was 
studied  by  analyzing  the  dose-response  curves  after  various 
sequences  and  doses  of  pancreozymin  (PZ)  and  methacholine. 
In  9  of  16  dogs  (10-15  kg)  fitted  with  external  pancreatic  fis- 
tulae,  low  gastroenterostomies  were  performed  after  division 
of  the  stomach  at  the  pylorus;  in  the  other  7  dogs,  a  mucosal 
septum  was  made  at  the  pyloric  sphincter  to  divide  the  stomach 
from  the  duodenum  and  the  proximal  edges  of  the  antral  mu- 
cosa and  muscle  were  used  to  make  a  gastroenterostomy  (pan- 
creatic innervation  preserved).    Both  preparations  were  fitted 
with  simple  gastric  fistulae.    All  drugs  were  given  by  continuous 


22 


SECRETION  AND  METABOLISM 


i.v.  infusion  except  for  atropine  (single  i.v.  injection,  1  mg/dog) 
and  pentolinium  (0.5  mg/kg  i.v.  and  0.5  mg/kg  s.c.  initiaUy, 
foUowed  by  0.5  mg/kg  s.c.  every  30  min).    An  i.v.  infusion  of 
secretin  (except  in  controls,  when  methacholine  was  used  alone) 
sufficient  to  give  2  ml  pancreatic  juice/5  min  was  started,  after 
the  gastric  fistula  was  opened,  and  the  foUowing  dose-response 
comparisons  (for  total  protein,  Upase,  and  amylase)  were  made: 
a)  varying  methachobne  (up  to  8  jug/min)  with  and  without 
background  secretin,  b)  varying  methacholine  (up  to  8  ^Jg|min) 
and  background  secretin  with  and  without  background  PZ  (2 
U/min),  c)  varying  PZ  (up  to  4  U/min)  plus  background  secretin 
with  and  without  background  methacholine  (up  to  2  ^ig/min), 
and  d)  varymg  methacholine  (up  to  8  /Lig/min)  or  varying  PZ 
(up  to  4  U/min),  both  with  continuous  secretin  before  and 
after  atropine  or  pentolinium.    Combinations  of  methacholine 
and  PZ  depressed  amylase,  lipase,  and  total  protein  secretion 
when  high  doses  were  used  (above  2  U/min  PZ  with  2  ^/min 
methacholine  as  background,  and  above  4  pg/min  methacholine 
with  2  U/min  PZ  as  background).    Atropine  depressed  the  en- 
zyme response  to  Boots  but  not  to  Jorpes  PZ.    It  did  not  alter 
the  depression  produced  by  high  doses  of  PZ  and  methacholine 
in  combination.   These  data  are  consistent  with  the  view  that 
the  actions  of  PZ  and  methacholine  on  enzyme  production 
are  closely  related. 
103  NOREPINEPHRINE  BIOSYNTHESIS  IN  THE 

RAT  PANCREAS.    (E.)    Symchowicz,  S.  (Biol. 
Res  Div.,  Schering  Corp.,  Bloomfield,  N.  J.),  C.  Korduba, 
J.  Veals  and  I.  I.  A.  Tabachnick.   Biochem  Pharmacol  17(11): 
2313-2317,  1968. 

The  in  vivo  biosynthesis  of  norepinephrine  was  studied  in  rat 
pancreas  with  ^CKlopamine  as  the  precursor.    Male  albmo 
rats  received  0.26  mg/kg  of  l-14c-labeled  dopamine  i.m.    At 
selected  time  intervals  after  injection,  rats  were  sacrificed  and 
the  content  of  catecholamine  and  its  metabolites  m  heart, 
spleen,  and  pancreas  was  determined.    Labeled  dopamine  was 
taken  up  and  metabolized  by  pancreatic  tissue,  and  norepm- 
ephrine  was  the  major  transformation  product  found  m  the 
pancreas.    Dopamine  was  metabolized  faster  in  the  pancreas 
than  in  the  heart  or  spleen.    On  the  other  hand,  the  radioac- 
tivity at  30  and  120  min  intervals  was  higher  in  the  heart  and 
spleen  than  in  the  pancreas.    It  is  concluded  that  the  pancreas 
is  capable  of  uptake  and  synthesis  of  catecholammes  to  a  de- 
gree comparable  to  that  of  other  sympatheticaUy  innervated 
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tissues,  thus  indicating  that  catecholamines  may  have  an  impor- 
tant biological  function  in  the  pancreas. 

104  EFFECTS  OF  GASTRIN  AND  PENTAGASTRIN 

ON  GACTRIC  AND  PANCREATIC  SECRETION 
IN  DOGS.   (E.)    Emas,  S.  (VA  Ctr.,  Los  Angeles,  Calif.),  A. 
Billings  and  M.  I.  Grossman.   Scand  J  Gastroent  3(3):234-240, 
1968. 

Porcine  gastrin  and  pentagastrin  were  compared  as  stimulants 
of  gastric  and  pancreatic  seaetion  in  conscious  dogs.   The 
maximal  acid  output  was  greater  and  the  dose  response  curve 
for  acid  output  was  steeper  in  response  to  gastrin  than  to 
pentagastrin  in  the  vagaUy  denervated  main  stomach.  These  dif- 
ferences were  not  found  in  vagaUy  denervated  pouches.  The  shape 
of  the  dose-response  curve  for  pepsin  output  in  response  to  gastrm 
sponse  to  pentagastrin  occuned  with  doses  that  were  submaxi- 
mal  for  acid  secretion  (resembling  histamine).   The  slope  of 
the  dose  response  curve  for  protein  output  from  the  panaeas 
was  steeper  in  response  to  gastrin  than  to  pentagastrin  whereas 
the  curves  for  bicarbonate  output  were  paraUel.   The  maximal 
pancreatic  output  of  bicarbonate  with  gastrin  and  pentagastrm 
did  not  differ  significantly.    It  is  concluded  that  there  are  im- 
portant differences  between  gastrin  and  pentagastrin  in  their 
effects  on  gastric  and  pancreatic  secretion. 

1 05  EXTRACORPOREAL  PERFUSION  OF  THE 

DUODENOPANCREAS  IN  THE  DOG:  TECH  - 
NICAL  PROCEDURES  AND  PANCREATIC  FUNCTION     (Fr.) 

Grenier  J  F   (Surg.  Clin.  B.,  Strasbourg,  France),  M.Gillet, 
fSeLffer.  P.'wong,  A.  Klein.  A.  M^  B.th  P.  Stoebner 
and  A.  G.  Weiss.   C  R  Soc  Biol  (Paris)  162(3):766-770,  1968. 

106  THE  EFFECT  OF  GLUCAGON  ON  ENDOCRINE 

AND  EXOCRINE  PANCREATIC  SECRETION. 

/Ger  j    Kaess,  H.  (Med.  Clin.,  U.  Heidelberg,  Germany),  W. 
Brech  and  G.  Schlierf.   Klin  Wschr  46(24):1314-1315,  1968. 

107  COMPARISON  OF  SUBCUTANEOUS  AND  IN- 

TRAVENOUS SECRETIN  IN  MAN.  (E.)  Isenberg, 
J.  I.  (UCLA  Sch.  Med.,  Los  Angeles,  Calif.)  and  M.  I.  Grossman. 
Gastroenterology  56(1):88-91, 1969. 


See  also:    9,206,288 
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108  THE  DISAPPEARANCE  OF  INTRAVENOUSLY 

INJECTED  PANCREATIC  ENZYMES.    (E.) 

^ppert,  H.  E.  (Hahnemann  Med.  Coll.,  Philadelphia,  Pa.),  M. 
)imbUoglu,  F.  W.  Pairent  and  J.  M.  Howard.    Surg  Gynec 
Ibstet  127(6):128M287,  1968. 

•ancreatic  juice  was  collected  from  the  pancreatic  duct  of 
lonor  dogs  and  injected  i.v.  into  recipient  dogs  in  order  to 
letermine  the  importance  of  extraurinary  mechanisms  in  the 
emoval  of  enzymes  from  the  blood.    Serial  measurements 
rere  made  of  the  serum  enzyme  levels  and  the  urinary  ex- 
retion  of  the  enzymes  in  the  recipient  dogs.    The  serum 
ipase  and  amylase  concentrations  in  the  recipient  dogs  rose 
0  high  levels,  but  fell  to  normal  levels  within  a  few  hours, 
he  urinary  excretion  of  amylase  and  lipase  did  not  account 
3r  the  disappearance  of  the  enzymes  from  the  serum.    Sev- 
ral  million  units  of  amylase  and  up  to  25,000  units  of  lipase 
fere  cleared  from  the  blood  within  a  few  hours.    These  re- 
ilts  complement  the  studies  of  other  investigators  who  found 
lat  the  liver  can  remove  large  amounts  of  amylase  from  the 
lood. 

09  HEPATIC  jS-LIPOPROTEIN  SYNTHESIS  FOL- 
LOWING EXPERIMENTAL  CARBON  TETRA- 

:HL0RIDE  poisoning.    (Fr.)    Albano,  O.  (Inst.  Spec.  Med. 
>ath.,  U.  Bari,  Italy)  and  A.  Francavilla.   Path  Biol  16(15-16/17- 
.8):735-738,  1968. 

^s  determined  by  the  incorporation  of  l^c-ieucine  and  3h- 
>almitic  acid  into  the  j3-lipoproteins  of  the  liver  and  serum, 
ipoprotein  synthesis  in  male  Wistar  rats  was  significantly  de- 
reased  within  1  hr  after  oral  administration  of  1  ml  CCI4  in 
'live  oil  (1:1).   While  palmitic  acid  incorporation  was  relatively 
table  after  the  1st  hr,  particularly  in  the  liver,  leucine  incorp- 
ration  continued  to  decrease  over  the  next  4  hr.    Hepatic 
lTP  levels  did  not  drop  significantly  until  after  the  3rd  hr, 
^hlle  hepatic  triglyceride  levels  began  to  increase  rapidly  after 
tie  1st  hr  (and  plasma  triglycerides  decreased  sharply  even 
uring  the  1st  hr).    It  is  concluded  that  inhibition  of  hepatic 
-lipoprotein  synthesis  and  decreased  mobilization  of  hepatic 
riglycerides  are  important  factors  in  the  etiology  of  fatty  liver 
ue  to  CCl4. 

10  METABOLIC  CHANGES  FOLLOWING  PARTIAL 
HEPATECTOMY  IN  DOGS.    (E.)    Aronsen,  K.  F. 

lalmo  Gen.  Hosp.,  Sweden)  and  B.  Ericsson.  Acta  Chir  Scand 
54(3/4):  282-286,  1968. 

iver  function  was  studied  during  the  postoperative  period  in 

5  mongrel  dogs  (7-14  kg)  which  were  subjected  to  liver  re- 
ction  of  up  to  60%  under  pentobarbital  anesthesia  without 
tense  postoperative  treatment  with  carbohydrates,  proteins, 
id  electrolytes.    In  6  dogs,  tissue  was  resected  from  all  the 

'er  lobes,  while  in  the  other  7  dogs  the  2  left  lateral  liver  lobes 
are  removed.   Changes  in  hemoglobin  and  hematocrit  values, 
hich  decreased  temporarily  and  returned  to  normalcy  about 

6  weeks  postoperatively,  were  probably  due  to  the  loss  of 
ood  during  the  operation  and  the  postoperative  aggregation 

blood  cells  within  the  vascular  system.    The  SGPT  reached 
peak  on  the  1st  and  2nd  postoperative  days  and  fell  to  pre- 
)erative  levels  20  days  after  the  operation;  serum  bilirubin 
io  reached  a  maximum  (mean  0.47  mg%)  on  the  1st  and  2nd 
)stoperative  days  and  then  declined,  reaching  preoperative 


values  (mean  0.19  mg%)  about  6-7  days  after  the  operation; 
BSP  retention  initiaUy  increased  slightly  and  then  decreased, 
reaching  the  lowest  point  5-6  weeks  after  the  operation;  the 
serum  proteins  fell  initially  and  returned  to  preoperative  levels 
about  14  days  after  the  operation;  these  changes  are  all  as- 
cribed to  the  loss  of  liver  ceU  mass  and  acute  injury  to  the 
remaining  liver  tissue.    Values  for  total  serum  fat  (mean  499 
mg%),  blood  sugar,  urea,  creatinine,  standard  bicarbonate,  cal- 
cium, sodium,  and  potassium  were  not  severely  affected  by 
partial  hepatectomy,  and  liver  function  had  returned  to  normal 
within  5-6  weeks  after  the  operation. 

Ill  THE  INDUCTION  OF  5-AMINOLEVULINIC 

ACID  SYNTHETASE  IN  VIVO  IN  CHICK 
EMBRYO  LIVER  BY  NATURAL  STEROIDS.    (E.)     Kappas, 
A.  (RockefeUer  U.,  New  York  City),  C.  S.  Song,  R.  D.  Levere, 
R.  A.  Sachson  and  S.  Granick.    Proc  Nat  Acad  Sci  USA 
61(2):509-513,  1968. 

Injection  of  5^pregnane-3a,17a-diol-ll,20-dione  into  the  yolk 
sacs  of  16-day-old  chick  embryos  resuhed  in  an  increase  of 
5-aminolevulinic  acid  (ALA)-synthetase  activity  in  the  liver 
homogenates.    A  detectable  increase  in  ALA-synthetase  ap- 
peared within  2  hr  and  increased  sharply  to  maximum  levels 
about  8  hr  after  injection;  activity  then  declined  rapidly.    The 
enzyme  response  was  proportional  to  the  amount  of  steroid 
injected  up  to  5  mg,  but  diminished  with  larger  doses.    Other 
metaboUtes  of  the  5/3-  H  configuration  (etiocholanolone,  etio- 
cholanedione,  pregnanedione,  1 1-ketopregnanolone)  also  in- 
creased enzyme  activity,  but  primary  endocrine  secretions, 
such  as  progesterone,  testosterone,  esteadiol  and  Cortisol,  had 
little  or  no  effect,  suggesting  a  sfructural  requirement  for 
such  acrion.    Simultaneous  injection  of  actinomycin  D  (250 
mh%%)  or  cycloheximide  (5  jUg/egg)  inhibited  the  stimulation 
of  ALA-synthetase  activity  by  80-96%,  which  corresponds  with 
previous  results  in  tissue  culture  and  rat  liver.    These  results 
suggest  that  the  porphyrin-inducing  action  of  natural  steroids, 
previously  noted  in  chick  embryo  liver  ceU  cultures,  is  med-  ' 
iated  by  induction  of  ALA-synthetase  activity  in  the  liver. 

112  IDENTIFICATION  OF  HUMAN  HEPATIC 

GLUCOKINASE  AND  SOME  PROPERTIES 
OF  THE  ENZYME.    (E.)     Pilkis,  S.  J.  (Dept.  Physiol.,  U. 
Chicago,  m.).    Proc  Soc  Exp  Biol  Med  129(3):681-684,  1968. 

Glucokinase,  a  hexokinase  type  enzyme  with  a  high  K^ 
(10-2  M)  toward  glucose,  was  identified  in  normal  human 
liver  tissue  obtained  from  a  24-yr-old  Negro  male.    The  en- 
zyme was  separated  from  low  K^  hexokinases  (10-4  M  or  less) 
by  passage  through  Sephadex  G-100.    The  glucokinase  activity 
in  human  liver  was  1.5  times  that  of  low  K^  hexokinases,  in 
confrast  to  the  4-fold  difference  previously  found  in  rat  Uver. 
In  other  respects,  the  human  enzyme  was  found  similar  to 
that  of  the  rat:     migration  rate  during  starch  gel  electro- 
phoresis, an  apparent  molecular  weight  by  the  Sephadex  G-100 
gel  filtration  method  of  48,000  and  specific  inhibition  by  an 
antibody  to  rat  hepatic  glucokinase. 


113  HEPATIC  ALTERATIONS  FOLLOWING  EX- 
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IN  RATS.    (E.}    Zussman,  W.  V.  (Springfield  Hosp.,  Mass.). 
Anat  Rec  162(3):  301-312,  1968. 

Toxic  doses  of  tetracycline  (250  mg/kg)  were  injected  i.v.  in 
adult  female  rats  to  study  the  morphologic  and  cytochemical 
alterations  produced  in  the  liver.    Of  the  28  animals  treated, 
50%  died  within  48  hr;  those  surviving  were  sacrificed  3,  7, 
10,  or  14  days  later.    Histologic  sections  of  the  livers  taken 
from  aU  animals  were  studied  utilizing  a  specific  fluorescence 
technique  to  determine  tetracycline  uptake  and  storage,  and 
with  histochemical  procedures  for  alkaUne  phosphatase  and 
succinic  dehydrogenase  activity.    Varying  degrees  of  degenera- 
tion were  observed  in  the  livers  of  animals  dying  acutely. 
Basophilic  lamellated  bodies  and  focal  venous  thrombosis  were 
noted  in  the  surviving  animals  at  7  and  14  days,  resp. 
TetracycUne  fluorescence  was  visualized  initiaUy  withm  bile 
canaliculi  and  random  hepatic  cells,  and  later  within  dilated 
interstitial  spaces  as  weU  as  in  the  basophilic  bodies.    By  14 
days   residual  fluorescence  was  limited  to  the  parenchyma 
adjacent  to  thrombosed  central  veins.    Succinic  dehydrogenase 
activity  was  diminished  within  areas  of  tetracycUne  accumula- 
tion and  minimaUy  increased  where  the  cytologic  damage  was 
greatest.    Alkaline  phosphatase  activity  present  about  the 
central  veins  and  in  areas  of  tetracycline-induced  fluorescence 
reflected  parenchymal  distortion. 

114  STUDIES  ON  THE  METABOLIC  N-DEMETHYL- 

ATION.    V.    EFFECT  OF  PHENOBARBITAL 
ON  THE  OXIDATIVE  DEMETHYLATION  IN  VITRO  IN 
THE  LIVER  OF  ADRENALECTOMIZED  RATS.    (E.) 

Minegishi,  K.  (Tohoku  U.  Sch.  Med.,  Sendai,  Japan),  Y. 
Kuroiwa  and  S.  Okui.    Chem  Pharm  Bull  16(9):  1643-1648, 
1968. 

The  effects  of  phenobarbital  (500  /Ltmoles/kg  24  hr  before 
sacrifice)  and  cortisone  (5  or  25  mg/kg/24  hr  for  3  days) 
on  the  microsomal  drug-metabolizing  enzymes  were  determmed 
in  intact  and  adrenalectomized  male  Wistar  rats.  BilateraUy 
adrenalectomized  animals  were  maintained  on  0.09%  saline, 
and  biochemical  studies  were  made  3  days  after  adrenalectomy. 
In  some  animals,  puromycin  or  8-azaguanine  were  given  i.p. 
before  sacrifice  at  doses  of  10  mg/kg  every  2  hr  and  100 
mg/kg  every  15  hr,  resp.  Some  animals  received  l^c-labeled 
amino  acids  i.p.  2  hr  before  sacrifice.  The  activities  of  the 
hepatic  demethylating  enzymes  were  decreased  by  adrenal- 
ectomy but  were  stimulated  by  administration  of  phenobar- 
bital or  cortisone.  Incorporation  of  14c-labeled  amino  acid 
into  liver  microsomal  proteins  of  adrenalectomized  rats  was 
increased  by  administration  of  phenobarbital.  The  magnitude 
of  the  phenobarbital  effect  was  decreased,  however,  by  pre- 
treatment  with  puromycin  or  8-azaguanine. 

115  ULTRASTRUCrURAL  CHANGES  IN  LIVER 

PARENCHYMAL  CELLS  OF  THE  MOUSE 
FOLLOWING  POSTNATAL  CHOLECYSTECTOMY.     (E.) 
Yamada,  K.  (Nagoya  U.  Sch.  Med.,  Japan).    Anat  Rec  162(3): 
373-385,  1968. 

A  total  of  18  weanling  (20-day-old)  mice  of  both  sexes  was 
divided  into  3  groups:     7  mice  were  cholecystectomized,  4 
mice  were  sham  operated,  and  7  mice  were  kept  intact  as 
nonoperated  controls.    Animals  were  sacrificed  60  days  after 
the  operation,  and  the  ultrastructural  changes  induced  by 
cholecystectomy  in  Uver  parenchymal  ceUs  were  studied.    The 
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major  changes  included  a  frequent  occurrence  of  numerous 
vesicles,  extensive  forms  of  copious  Golgi  apparatus,  an  in- 
crease in  the  number  of  lysosomes  and  microbodies  in  the 
peribiliary  cytoplasm,  and  dUatation  of  the  bUe  canaliculi. 
The  cytoplasm  beyond  the  peribiliary  zone  contained  numerous 
large  mitochondria  associated  with  abundant  granular  endo- 
plasmic reticulum.    These  changes  suggest  an  elevated  activity 
of  bUe  secretion  in  cholecystectomized  mice,  presumably  as 
a  compensatory  adaptation  to  the  loss  of  bUe  concentrating 
ability  of  the  biliary  system. 

EFFECT  OF  SODIUM  PHENOBARBITAL  ON 
BILIRUBIN  METABOLISM  IN  AN  INFANT 
WITH  CONGENITAL,  NONHEMOLYTIC,  UNCONJUGATED 
HYPERBILIRUBINEMIA,  AND  KERNICTERUS.    (E.j 

Crigler   J.  F.  Jr.  (Children's  Hosp.  Med.  Ctr.,  Boston,  Mass.) 
and  N.'  I.  Gold.    /  Clin  Invest  48(l):42-55,  1969. 
Sodium  phenobarbital  and  various  hormones  capable  of  in- 
ducing hepatic  enzyme  formation  were  given  to  an  infant  boy 
with  congenital,  nonhemolytic,  unconjugated  hyperbUirubinemia 
and  severe  kernicterus  for  prolonged  periods  between  the  ages 
of  2  and  25  months  to  determine  their  effect  on  serum  bUi- 
rubin  concentrations.    On  2  occasions,  phenobarbital  (5  mg/day 
oraUy)  decreased  serum  bUirubin  concentrations  approximately 
threefold  over  a  period  of  30  days.    Withdrawal  of  pheno- 
barbital resulted  in  a  gradual  (30  days)  return  of  serum  bili- 
rubin to  pretreatment  levels.    Orally  administered  L-truodo- 
thyronine  (0.05-0.1  mg/day  for  71  days),    i.m.  human  growth 
hormone  (1  mg/day  for  21  days),  and  testosterone  propionate 
(0.1  mg/day  for  9  days)  did  not  decrease  serum  bilirubm 
levels  below  the  lowest  control  value  of  18  mg/100  mL 
Studies  done  with  radioactive  biUrubin  during  phenobarbital 
therapy  showed  that  the  threefold  decrease  in  serum  bilirubin 
concentration  and  total  body  pool  resulted  from  a  comparable 
decrease  in  bUirubin  half-Ufe  without  a  significant  change  in 
turnover.    Electron  microscopic  and  enzymologic  studies  of 
the  Uver  showed  that  both  the  hepatocyte  content  of  the 
agranular  endoplasmic  reticulum  and  the  ability  of  liver 
homogenates  to  conjugate  p-nitrophenol  were  sigmficantly  m- 
creased  during  phenobarbital  treatment.    The  observations 
suggest  that  phenobarbital  affects  bilirubin  metaboUsm  by  the 
induction  of  an  enzyme(s)  with  a  slow  rate  of  degradation 
(or  rapid  rate  of  degradation  with  Umited  capacity). 


117  INTERRELATIONSHIPS  BETWEEN  LIVER 

COMPOSITION,  PLASMA  GLUCOSE  AND 
KETONES,  AND  HEPATIC  ACETYL-CoA  AND  CITRIC  ACID 
DURING  PROLONGED  STARVATION  IN  THE  MALE  RAT. 

(E.j    Henera,  E.  (Northwestern  U.  Med.  Sch.,  Chicago,  111.) 
and  N.  Freinkel.    Biochim  Biophys  Acta  170(2):244-253,  1968. 

Male  rats  were  starved  for  0,  6,  24,  48,  72,  and  120  hr  to 
compare  the  fed  state  with  phases  of  starvation  rangmg  from 
the  early  mobilization  of  fat  to  the  depletion  of  peripheral 
depots.    Hepatic  levels  of  acetyl-CoA  and  citric  acid  were  cor- 
related with  Uver  composition,  plasma  glucose  and  ketone 
levels.    Hepatic  DNA  remained  constant  throughout  the  starva- 
tion period,  whereas  Uver  water,  protein,  glycogen,  phospho- 
Upids  and  esterified  fatty  acids  aU  decreased.    Glycogen  dis- 
played the  earUest  reductions,  being  significantly  reduced  after 
6  hr  and  reaching  a  minunum  at  48  hr,  after  which  it  in- 
creased    The  total  hepatic  content  of  acetyl-CoA  was  mcreased 
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significantly  after  6  hi  of  starvation,  returned  to  'fed'  values 
after  24  and  48  hr,  and  decreased  significantly  thereafter. 
Total  liver  citric  acid  declined  to  the  lowest  values  after  48  hr 
and  showed  a  secondary  rise  to  50%  of  the  values  seen  in  fed 
animals  after  120  hr.    Plasma  ketones  exhibited  reciprocal 
changes:    ketonemia  was  maximal  after  48  hr  and  fell  with 
continued  fasting.    Administration  of  insulin  (with  glucose  to 
prevent  hypoglycemia)  to  rats  starved  for  48  hr  abolished  the 
ketonemia  and  restored  liver  citrate  without  altering  hepatic 
acetyl-CoA. 

118  AN  AUTORADIOGRAPHIC  STUDY  OF  PRO- 

TEIN SYNTHESIS  IN  MOUSE  LIVER  PAREN- 
CHYMAL CELLS  DURING  CCI4  INTOXICATION.    (E.) 

Monlux,  G.  (Dept.  Path.,  U.  Washington,  Seattle)  and  E.  A. 
Smuckler.    Amer  J  Path  54(l):73-82,  1969. 

Hepatic  protein  synthesis  was  studied  in  male  Balb/C  mice 
after  administration  of  CCI4  (0.25  ml/100  g  body  weight) 
by  stomach  tube.    Control  animals  received  mineral  oil 
(0.5  ml/100  g).    At  1,  3,  6,  and  12  hr  after  CCI4  adminis- 
tration, 2  control  and  2  treated  mice  were  given  20  jJCjg 
L-leucine-4,5-3H  via  the  tail  vein;  animals  were  killed  45  min 
later.    The  livers  of  all  control  animals  showed  uniform  label- 
ing of  parenchymal  cells,  with  little  labeling  over  blood  spaces. 
Sections  of  ileum  showed  many  intensely  labeled  cells  in  in- 
testinal crypts,  and  sections  of  pancreas  showed  intense  label- 
ing over  zymogen  granules.    Within  2  hr  after  CCI4  adminis- 
tration, there  was  a  grossly  discernible  reduction  in  the  label- 
ing of  the  cells  of  the  central  and  midzones  in  the  Uver.    The 
transition  between  the  periportal  zone  and  midzone  and  cen- 
tral zone  was  abrupt.     The  Kupffer  ceUs  were  unaffected. 
\fter  6  hr,  there  was  an  apparent  increase  in  labeling  in  the 
nidzonal  area.    Examination  of  the  duodenum,  ileum,  pancreas, 
md  kidney  faUed  to  show  any  differences  between  CCl4-treated 
tnd  control  animals.    The  extent  of  functional  loss  as  judged 
rem  these  studies  correlated  weU  with  biochemical  assays  for 
lecreased  liver  function. 

19  DOSE-RESPONSE  RELATIONSHIPS  OF  THE 

CHOLERETIC  EFFECT  OF  HISTAMINE.    (E.) 

ones,  R.  S.  (VA  Qr.,  Los  Angeles,  Calif.)  and  M.  I.  Grossman 
[mer  J  Physiol  216(2): 335-339,  1969. 

'ive  mongrel  dogs  were  prepared  by  cholecystectomy,  ligation 
f  the  lesser  pancreatic  duct,  and  insertion  of  gastric  and  duo- 
enal  cannulas.    Through  the  duodenal  cannula,  the  common 
ile  duct  was  cannulated.    The  flow  and  composition  of  hepatic 
ile  were  then  observed  during  i.v.  infusion  of  NaCl,  NaCl  plus 
istamine  (0.01-0.32  mg/kg/hr),  NaCl  plus  sodium  taurocholate 
196  MEq/15  min),  and  NaCl  plus  sodium  taurocholate  and 
istamine.    Bile  flow  increased  with  increasing  doses  of  hist- 
nine  up  to  0.16  mg/kg/hr,  producing  flows  of  1.7  ml/15  min 
30ve  controls.    Histamine  produced  an  increased  bicarbonate 
mcentration  and  output  and  decreased  the  bile  salt  concen- 
ation.    Continuous  infusion  of  0.08  mg/kg/hr  histamine  with 
'dmm  taurocholate  for  6  hr  caused  a  sustained  increase  in  bUe 
3w.   It  is  concluded  that  histamine  causes  a  choleresis  char- 
terized  mainly  by  the  addition  of  a  bicarbonate-rich  fluid  to 
le  bile. 

1^0  MECHANISM  OF  METHIONINE  BIOSYN- 

THESIS IN  RAT  LIVER.    (E.)    Burton,  E.  (Dept. 
ochem.,  Case  Western  Reserve  U.,  Cleveland,  Ohio)  and  W. 
ikami.  Europ  J Biochem  7(l):l-4,  1968. 
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The  possible  synthesis  of  methionine  by  a  Bi2-independent 
N5-methyltetrahydropteroy Itriglutamate: homocysteine  methyl- 
transferase  was  investigated  in  vitro  in  livers  from  male  Wistar 
rats.    In  agreement  with  the  work  of  others,  it  was  found  that 
methionine  was  formed  by  a  crude  Uver  supernatant  fraction 
and  dialyzed  mitochondrial  extract  on  aerobic  incubation  with 
N5-methyltetrahydropteroyltriglutamate,  homocysteine,  and 
magnesium  chloride.    However,  the  folate  derivative  could  not 
have  been  involved  in  this  process  since  He  from  n5-[14c]- 
methyl-tetrahydropteroyltriglutamate  was  not  incorporated  into 
methionine.    In  the  supernatant  fraction,  methionine  was  formed 
by  the  transmethylation  of  endogenous  betaine  with  added  homo- 
cysteine.   The  rat  liver  supernatant  fraction  was  found  to  con- 
tain 250  nM/ml  betaine.    In  the  mitochondrial  extract,  meth- 
ionine formation  occurred  by  proteolysis.    It  is  concluded  that 
a  Bi2-independent  N5-methyltetrahydropteroyltriglutamate:  homo- 
cysteine methyltransferase  does  not  occur  in  rat  liver. 

121  LIPID  METABOLITES  OF  CARBON  TETRA- 

CHLORIDE.   (E.)   Gordis,  E.  (RockefeUer  U 
New  York,  N.  Y.).   J  Clin  Invest  48(l):203-209,  1969. 
Male  Sprague-Dawley  rats  received  14c-  or  36ci.carbon  tetra- 
chloride i.v.  and  liver  sUces  were  examined  for  labeled  Upids 
at  varying  time  intervals  after  injection.    Liver  Upids  were  found 
labeled  as  early  as  5  min  after  injection;  most  of  the  radioactivity 
being  m  the  phosphoUpid  fraction.    The  metabolites  were  shown 
to  comprise  a  heterogeneous  group  of  branched,  long-chain, 
chlorinated  fatty  acids,  probably  containing  the  trichloromethyl 
side  chain.    Surviving  Uver  sUces  also  formed  these  metaboUtes 
in  vitro.    In  a  chemical  system  which  generated  trichloromethyl 
free-radicals,  carbon  tetrachloride  added  to  methyl  oleate  formed 
esters  which  behaved  Uke  the  metaboUtes  during  counter-current 
distribution  and  urea  adduction.    This  evidence  suggests  the 
formation  of  these  metaboUtes  by  free-radical  attack  on  un- 
saturated Upids  during  CCI4  intoxication. 

122  TISSUE  CHOLESTEROL  CONCENTRATION 

IN  THE  HYPERCHOLESTEROLEMIC  RHESUS 
MONKEY.    (E.)    Armstrong,  M.  L.  (Dept.  Med.,  U.  Iowa, 
Iowa  City),  W.  E.  Connor  and  E.  D.  Warner.  Arch  Path  87(1): 
87-92,  1969. 

Seventeen  adult  male  rhesus  monkeys  of  average  weight  (8.60 
±  0.54  kg)  were  fed  a  low-fat,  cholesterol-free  diet  for  6  weeks; 
7  animals  continued  on  this  diet  and  served  as  controls,  and  10 
animals  were  then  given  a  diet  containing  1.2%  cholesterol  and 
41%  total  calories  from  egg  yolk  fat.    Fasting  blood  samples 
for  serum  Upid  analysis  were  taken  at  2-4  week  intervals  through- 
out the  17-month  period,  at  which  time  aU  animals  were  sac- 
rificed.   Tissue  specimens  were  obtained  from  matching  sites  in 
both  groups.    StatisticaUy  significant  higher  mean  values  were 
found  in  the  hypercholesteremic  animals  in  samples  from  some 
viscera  and  from  skeletal  muscle,  fat,  and  skin.    Plasma  chol- 
esterol levels  were  782  ±  77  and  153  ±  10  mg/100  ml,  resp. 
Liver  cholesterol  was  38.4  and  8.5  mg/g,  resp.,  and  the  total 
content  of  the  blood  and  Uver  together  was  5.18  and  1.42 
g/monkey.    The  increases  in  tissue  cholesterol  were  nonuniform 
and  probably  reflect  diverse  modes  of  cholesterol  accumulation. 
It  seems,  however,  that  the  Uver  and  blood  cholesterol  levels 
represent  a  constantly  equiUbrated  primary  cholesterol  pool. 


123  THE  EFFECT  OF  A  HIGH-FAT  DIET  ON  THE 

CHEMICAL  COMPOSITION  OF  GALLBLADDER 
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BILE  IN  DOGS.    (Rus.)    Narodetskaia,  R.  V.  (Inst.  Nutrit., 
Acad.  Med.  Sci.  USSR,  Moscow)  and  M.  F.  Nesterin.    Vop  Pitan 
27(5):46-50,  1968. 

The  chemical  composition  of  the  bile  was  compared  in  dogs 
fed  a  weU-balanced  diet  in  which  the  caloric  intake  consisted 
of  18%  protein,  20%  fat,  and  52%  carbohydrate;  those  fed  a 
high-fat  diet  (18%  protein,  60%  beef  fat);  and  those  fed  a  low- 
protein,  high-fat  diet  (8%  protein,  60%  beef  fat).    A  piece  of 
the  smaU  intestine  was  sutured  into  the  gaUbladder  to  obtam 
bile    Increasing  the  fat  content  of  the  diet  reduced  lipid, 
bUe  acid  and  phosphoUpid  concentrations  and  increased  chol- 
esterol concentrations.    An  albumin  fraction  and  a  flocculent 
precipitate  appeared  which  were  not  present  in  the  bUe  of 
dogs  on  a  well-balanced  diet.   These  changes  were  even  more 
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rats  fed  ad  libitum.    However,  when  expressed  as  a  percentage 
of  those  of  pair-fed  controls,  they  were  found  to  be  significantly 
greater  in  fed  animals  as  compared  to  starved  rats.    Thus,  starva- 
tion retards  Uver  regeneration  in  partiaUy  hepatectomized  rats. 

126  PROTECTION  BY  OROTIC  ACID  AGAINST 

THE  RENAL  NECROSIS  AND  FATTY  LIVER 
OF  CHOLINE  DEFICIENCY.    (E.)    Simon,  J.  B.  (Yale  U. 
Sch  Med.,  New  Haven,  Conn.),  R.  Scheig  and  G.  Klatskin. 
Proc  Soc  Exp  Biol  Med  129(3):874-877,  1968. 
The  effect  of  orotic  acid  and  adenine  sulfate  on  hepatic  fat 
accumulation  and  the  incidence  of  renal  lesions  in  choline  de- 
ficiency was  studied  in  male  weanling  Sprague-Dawley  rats. 
The  addition  of  1%  orotic  acid  to  a  choline-deficient  diet  lowered 


marked  in  animals  on  a  high-fat,  low-protein  diet, 
were  also  seen  in  bUe  obtained  from  the  liver.   The  composition 
of  the  bile  was  unchanged  by  direct  injection  of  mactive  pan- 
creatic juice,  activated  pancreatic  juice,  gastric  juice,  or  an 
aqueous  suspension  of  feces  into  the  gallbladder. 
124  INFLUENCE  OF  CARBON  TETRACHLORIDE, 

VITAMIN  E  AND  PROTEIN  UPON  LIVER 
SLICE  RESPIRATORY  ACTIVITY.    (E.)    Blendermann,  E.  M. 
(FDA  U  S.  Dept.  HEW,  Washington,  D.  C.)  and  L.  Friedman. 
Proc  See  Exp  Biol  Med  129(3):831-836,  1968. 
Weanling  male  albino  rats  of  the  Osborne-Mendel  strain  were 
maintained  for  5  weeks  on  a  purified  diet  containmg  18%  or 
10%  casein  with  or  without  vitamin  E  in  order  to  study  the 
effect  of  vitamin  E  deficiency  and  low  protein  mtake  on  CCI4- 
induced  alterations  of  hepatic  carbohydrate  metabobsm^  After 
a  24-hr  fast,  the  rats  were  intubated  oraUy  with  1  ml  ot  CCI4 
in  oUve  oU  per  kg  body  weight  and  thenjasted  for  another  24 
hr     Ahhough  mortality  was  reduced  by  adequate  dietary  pro- 
tein and/or  vitamin  E,  other  parameters  of  CCUt-altered  carbo- 
hydrate metaboUsm  were  unaffected  by  lowering  dietary  casern 
or  vitamin  E  levels.   These  included:    increased  Uver  size  and 
fat  content,  lowered  oxygen  uptake  and  increased  production 
of  14C02  from  uniformly  labeled  glucose-14c  by  Uver  sUces, 
and  a  net  production  of  lactic  acid  (seen  only  with  Uver  sUces 
from  CCl4-dosed  rats).    The  protective  effect  of  dietary  vitamm 
E  and  protein  against  CCI4  toxicity  is  therefore  unrelated  to 
any  effects  on  carbohydrate  metaboUsm. 
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Thesrchanges   the  incidence  of  hemorrhagic  renal  necrosis  in  young  rats  from 


86%  to  41%  and  within  24  hr  reduced  the  accumulation  of 
hepatic  triglycerides  by  almost  50%.    Simultaneous  supplementa- 
tion of  the  diet  with  0.25%  adenine  sulfate  did  not  influence 
these  protective  effects  of  orotic  acid.    It  is  suggested  that  orotic 

acid  may  act  to  lower  the  requirement  of  the  body  for  chohne 

through  a  metaboUc  interaction. 

127  EFFECTS  OF  A  SHORT-TERM  FAST  ON 

ALBUMIN  SYNTHESIS  STUDIED  IN  VIVO. 
IN  THE  PERFUSED  LIVER,  AND  ON  AMINO  ACID  IN- 
CORPORATION BY  HEPATIC  MICROSOMES.    (E.) 
Rothschild,  M.  A.  (New  York  U.  Sch.  Med.,  N.  Y-),  NL  Oratz 
J.  MongeUi  and  S.  S.  Schreiber.   /  Clin  Invest  47(12):2591-2599, 
1968. 

Carbonate-14c,  leucine-3H  and  phenylalanine-^C  were  used  to 
study  albumin  synthesis  in  vivo  and  in  the  perfused  rabbit  Uver, 
and  to  determine  the  rate  of  amino  acid  incorporation  by 
hepatic  microsomes  isolated  from  Uvers  taken  from  either  fed 
or  fasted  rabbits  and  from  isolated  perfused  Uvers  the  donors 
of  which  had  been  either  fed  or  fasted.    Albumin  synthesis 
was  rapidly  inhibited  by  fasting,  being  decreased  33%  m  vivo 
and  53%  in  the  perfused  Uver.   The  microsomes  from  perfused 
Uvers  taken  from  fed  animals  did  not  demonstrate  a  significantly 
reduced  capacity  to  incorporate  leucine-3H  or  phenylalanme- 
14c  into  protein,  but  microsomes  derived  from  either  perfused 
or  nonperfused  Uvers  the  donors  of  which  had  been  fasted 
incorporated  32-54%  less  tracer  than  microsomes  obtamed  trom 
fed  donor  rabbits.    Microsomes  isolated  from  perfused  Uvers 
removed  from  fed  or  fasted  rabbits  responded  equaUy  to  poly- 
uridyUc  acid  stimulation  and  phenylalanine-! 4c  incorporation 
rose  by  58-171%.    An  18-36  hr  fast  thus  inhibits  albumm  pro- 
duction both  in  vivo  and  in  the  perfused  Uver;  the  microsomal 
system  is  less  active  in  the  fasted  state,  but  perfusion  per  se 
does  not  inhibit  the  microsomal  response. 

LOW  PLASMA-BILIRUBIN  IN  EPILEPTICS 
ON  PHENOBARBITONE.    (E.)    Thompson, 
R.  P.  H.  (King's  CoU.  Hosp.,  London,  England),  A.  L.  W.  F. 
Eddleston  and  R.  WUUams.   Lancet  l(7584):21-22,  1969. 
The  long-term  effect  of  phenobarbitone  on  plasma  bUirubin 
levels  was  studied  in  38  epileptics,  using  a  modification  of 
Michaelsson's  method  which  aUowed  more  accurate  measure- 
ment of  low  levels.    AU  epUeptics  were  taking  phenobarbitone 
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THE  EFFECT  OF  STARVATION  ON  LIVER 
REGENERATION  IN  RATS  AFTER  PARTIAL 
HEPATECTOMY.    (E.)    Doyle,  M.  (Dept.  Physiol.,  U.  Toronto, 
Canada),  R.  B.  Wilson  and  W.  S.  Hartroft.   Exp  Molec  Path 
9(3):400-404,  1968. 

Liver  regeneration  was  investigated  in  starved  and  fed  rats  72  hr 
after  partial  hepatectomy.   The  weights  of  the  regenerated  Uvers 
were  expressed  both  as  a  percentage  of  the  preoperative  Uver 
weights  and  as  a  percentage  of  the  Uver  weights  of  unoperated 
rats  subjected  to  either  starvation  or  feeding.    This  conformed 
to  the  method  of  Doljanski  {Exp.  Molec.  Path.  5:263-272, 
1966)  with  the  exception  that  2  types  of  fed  controls  were 
used  one  being  fed  ad  libitum  and  the  other  being  pair-fed  with 
operated  rats  fed  ad  libitum.    Food  consumption  and  body 
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1.34  mg/100  ml,  resp.    The  mean  level  of  0.38  mg/100  ml  m 
hese  19  control  females  was  lower  than  the  0.47  mg/100  ml 
ound  in  the  21  males,  but  this  difference  was  not  significant. 
Tie  plasma  bilirubin  levels  were  lower  in  the  epileptics,  0.20 
ig/100  ml  for  males  and  0.17  mg/100  ml  for  females,  and  the 
ifference  between  the  control  and  epileptic  means  was  highly 
gnificant  for  both  sexes.    The  highest  epileptic  levels  recorded 
■ere  0.43  mg/100  ml  for  males,  and  0.37  mg/100  ml  for  fe- 
lales,  compared  with  the  control  maxima  of  0.80  and  0.99 
ig/100  ml,  resp.    The  significant  reduction  in  bilirubin  levels 
I  the  epUeptics  could  be  explained  by  the  persistent  induction 
f  glucuronyl  transferase  or  by  increased  excretion  of  bilirubin 
cm  the  hepatic  cell. 

29  THE  ROLE  OF  THE  LIVER  IN  ANGIOTEN- 

SINOGEN  PRODUCTION.    (E.)    Devenyi,  I. 
J.  Med.  Sci.,  Debrecen,  Hungary),  G.  Dauda  and  Z.  Nemes. 
eta  Physiol  Acad  Sci  Hung  34(l/2):43-46,  1968. 
Libtotal  hepatectomy  was  performed  on  20  female  Wistar  rats 
40-160  g);  in  7  of  these  rats,  bilateral  nephrectomy  was  per- 
•rmed  56  hr  later,  whUe  30  other  rats  had  bilateral  nephrect- 
ny  alone.    In  the  partiaUy  hepatectomized  rats,  normal  values 
'  angiotensinogen  were  found  24  (7  rats)  and  72  (6  rats)  hrs 
ter  operation.    Sixteen  hr  after  bilateral  nephrectomy,  angio- 
nsinogen  levels  increased  10-fold  both  in  the  30  control  rats 
id  in  the  7  rats  that  had  been  partially  hepatectomized  56  hr 
evious  to  nephrectomy.    These  results  indicate  that  the  Uver 
not  involved  in  the  formation  of  angiotensinogen. 

0  EFFECT  OF  ELEVATED  LEVELS  OF  STEROID 
HORMONES  ON  INTACT  AND  REGENERA- 

NG  RAT  LIVER  STEROIDS  AND  LIVER  REGENERATION. 

.;    Gershbein,  L.  L.  (Northwest  Inst.  Med.  Res.,  Chicago, 
).  Acta  Hepatosplen  15(6):409-414,  1968. 
lie  and  female  Holtzman  rats  received  daily  s.c.  injections 
various  steroids  in  peanut  oil  for  7  days  and  were  sacrificed 
days  after  the  1st  injection;  at  this  time,  the  livers  were 
noved  and  examined  histologicaUy  and  the  glycogen,  water 

1  total  Upid  content  were  determined.    Another  group  of 
lies,  previously  ovariectomized  mature  and  immature  females, 
1  sham-operated  controls  underwent  2/3  partial  hepatectomy 
or  to  the  same  protocol  as  in  the  1st  group.    The  extent  of 
;r  regeneration  was  calculated  from  the  dry  weight  removed 
partial  hepatectomy  and  the  dry  weight  at  necropsy.    Adult 
lales  showed  significant  increases  in  both  unit  wet  and  dry 

!r  weights  as  compared  to  the  controls  when  given  proges- 
Jne  (580  mg/kg),  testosterone  propionate  (2400  mg/kg), 
■adiol  benzoate  (10.7  mg/kg)  or  progesterone  (615  mg/kg) 
s  estradiol  benzoate  (10.8  mg/kg).    The  water  content  was 
'ated  in  each  case  except  for  the  rats  on  progesterone;  gly- 
en  and  total  lipids  showed  no  change  over  controls.    In 
trast,  aduh  males  administered  progesterone  (570  mg/kg), 
osterone  propionate  (2560  mg/kg)  or  estradiol  benzoate  ' 
.8  mg/kg)  showed  Uttle  change  in  relative  liver  weights.    In 
partially  hepatectomized  rats,  progesterone  (2000  mg/kg) 
kedly  stimulated  liver  regeneration  in  males  but,  as  also 
3rved  in  females,  the  effect  was  completely  antagonized  by 
adiol  benzoate.   Testosterone  (2600-3000  mg/kg)  accelerated 
process  of  Uver  regeneration  in  intact  females  of  those  ova- 
tomized  during  maturity  43  days  prior  to  partial  hepatectomy 
not  m  rats  gonadectomized  while  immature  51  days  before 
surgery  .    Histological  examination  of  biopsies  from  intact 
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and  partiaUy  hepatectomized  rats  revealed  no  significant  alter- 
ations as  compared  to  their  respective  controls. 

131  HEPATIC  DRUG-METABOLISING  ENZYME 

ACTIVITY  AND  DURATION  OF  HEXOBARBI- 
TONE  ANAESTHESU  IN  BARBITONE-DEPENDENT  AND 
WITHDRAWN  RATS.    (E.)    Stevenson,  I.  H.  (Dept.  Pharmacol. 
Ther.,  U.  Dundee,  Scotland)  and  M.  J.  TurnbuU.   Biochem 
Pharmacol  17(11):  2297-2305,  1968. 

In  a  study  of  the  effect  of  barbiturate  dependence  and  with- 
drawal on  hepatic  drug  metaboUsm,  female  Wistar  rats  were 
made  dependent  on  barbitone  sodium  by  the  administration 
of  increasing  amounts  in  the  drinking  water  over  a  32-day 
period.    Abrupt  withdrawal  was  accompanied  by  a  character- 
istic withdrawal  syndrome.    The  body  weight,  Uver  weight, 
and  body/Uver  weight  ratio  increased  during  barbitone  treat- 
ment and  feU  after  withdrawal.    The  Uver  protein  and  glycogen 
content  did  not  change  during  barbitone  treatment.    With- 
drawal produced  a  transient  reduction  in  hepatic  glycogen  con- 
tent but  did  not  affect  protein  levels.    The  capacity  of  hepatic 
microsomal  preparations  to  metaboUze  hexobarbitone,  amino- 
pyrine  and  prontosil  and  to  conjugate  o-aminophenol  was  in- 
creased by  barbitone  treatment.    FoUowing  withdrawal,  the 
enzyme  activity  feU  below  that  of  control  animals,  and  4  months 
after  withdrawal  the  Uver  enzyme  activity  was  still  subnormal. 
Administration  of  phenobarbitone  to  rats  4  months  after  with- 
drawal restimulated  hepatic  microsomal  drug-metaboUzing 
enzymes  but  the  level  attained  was  not  as  high  as  that  found 
in  phenobarbitone-treated  control  rats.    The  same  degree  of 
tolerance  to  injected  hexobarbitone,  as  indicated  by  reduction 
in  sleeping  time,  was  found  at  aU  stages  of  barbitone  treatment. 
A  hypersensitivity  to  hexobarbitone  was  produced  by  with- 
drawal.   It  is  concluded  that  both  the  tolerance  in  barbitone- 
dependent  rats  and  the  hypersensitivity  of  withdrawn  animals 
can  be  adequately  explained  by  altered  activity  of  the  hepatic 
drug-metabolizing  enzymes. 

132  INTRACELLULAR  CATABOLISM  OF  HEMO- 

GLOBIN AND  IRON  DEXTRAN  BY  THE  RAT 
LIVER.   (E.)    Komfeld,  S.  (Washington  U.  Sch.  Med.,  St.  Louis, 
Mo.),  B.  Chipman  and  E.  B.  Brown.   J  Lab  Clin  Med  l^dY 
181-193,  1969. 

To  investigate  the  intraceUular  site  of  hemoglobin  digestion  by 
the  Uver,  hemoglobin  labeled  with  59Fe  in  the  heme  moiety 
and  with  ^Sse-selenomethionine  in  the  globin  moiety  was  in- 
jected i.v.  into  Sprague-Dawley  rats;  at  intervals  (10  min-5 
days),  their  Uvers  were  removed  and  fractionated  by  differential 
centrifugation  into  nuclear,  mitochondrial,  lysosomal,  micro- 
somal and  supernatant  fractions.    A  high  percentage  of  59Fe 
and  /^Se  appeared  in  the  lysosomal  and  microsomal  fractions 
at  10  mm,  but  by  40  min  there  was  a  significant  shift  to  the 
lysosomes.    During  the  next  4  hr  the  radioactivity  progressively 
shifted  from  these  particulate  fractions  to  the  supernatant     By 
3  hr  nearly  aU  of  the  59Fe  in  the  supernatant  was  in  the  form 
of  ferritm,  while  that  in  the  particulate  fractions  was  in  heme 
form.    Studies  of  acid  phosphatase  and  75se  release  from  par- 
ticulate fractions  and  sucrose  gradient  experiments  indicated 
that  a  heterogeneous  group  of  particles,  both  lysosomal  and 
nonlysosomal  (but  not  microsomal),  were  capable  of  degrading 
hemoglobin  into  small  peptides.    In  rats  treated  with  turpentine 
to  produce  sterile  abscesses,  most  of  the  59Fe  accumulation 
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(nonheme  form)  occurred  in  the  supernatant,  suggesting  that 
the  block  in  Fe  reutUization  in  chronic  inflammation  is  not  at 
the  stage  of  hemoglobin  degradation  but  in  the  release  of  non- 
heme iron  from  the  ceU.    59Fe-Imferon  (iron  dextran)  mjected 
iv  was  initiaUy  found  primarUy  in  the  supernatant,  but  over 
the  next  4  hr  the  labeUing  shifted  to  the  particulate  fractions, 
sucrose  gradient  studies  demonstrated  that  the  Imferon  prim- 
arily entered  the  lysosomes. 

133  INFLUENCE  OF  BILE  ACIDS  ON  BILIARY 

LIPID  EXCRETION  IN  MAN:    IMPLICATIONS 
IN  GALLSTONE  FORMATION.    (E.j    SweU,  L.  (VA  Hosp., 
Richmond,  Virginia)  and  C.  C.  BeU  Jr.  Amer  J  Dig  Dis  13(12): 
1077-1080,  1968. 

The  Upid  composition  of  human  bile  in  response  to  oraUy  ad- 
ministered bUe  salts  was  investigated  in  a  51-yr-old  cholecys- 
tectomized  white  male  with  a  short-arm  T-tube  in  his  common 
bile  duct    FoUowing  the  oral  administration  of  a  bile-acid 
preparation  (Bilron)  3  times  a  day  for  2  days  (1.8  g/day),  start- 
ing 8  days  after  surgery,  large  increases  in  the  concentrations 
of  biliary  bile  acid  (13.3-28.6  mM),  phospholipid  (4.1-7.5  mM) 
and  cholesterol  (2.2-4.0  mM)  were  observed.   The  bile  acid 
and  phospholipid  levels  increased  more  than  the  cholesterol 
level  yielding  an  increase  in  the  phosphoUpid/cholesterol  ratio 
from'  1  4  to  1  9     When  the  oral  bUe  salts  were  stopped  for  2 
days  the  concentration  of  biliary  bile  acids  and  phosphoUpids 
decreased  and  the  phosphoUpid/cholesterol  ratio  declined  to 
1  5     Upon  resuming  the  oral  bUe  acids  at  a  daily  dosage  of 
18   2  2  and  2.9  g  for  the  next  3  days,  the  concentrations  of 
bUi^y  bUe  acid  and  phosphoUpid  increased  significantly  whUe 
the  cholesterol  concentration  rose  slightly.    By  the  third  day 
of  increased  bile  salt  administration,  the  phosphoUpid/choles- 
terol ratio  had  increased  to  2.6,  representing  an  85%  mcrease 
over  the  control  period. 


134  DRUG  METABOLISM  IN  HYPOTHERMIA. 

UPTAKE,  METABOLISM  AND  EXCRETION 
OF  C14.PR0CAINE  BY  THE  ISOLATED,  PERFUSED  RAT 
LIVER     (E)    Kaiser,  S.  C.  (Sch.  Med.,  U.  Pittsburgh,  Pa.), 
E  J   Kelvington,  R.  Kunig  and  M.  M.  Randolph.   J  Pharnu^col 
Exp  Ther  164(2):  396-404,  1968. 

The  effect  of  hypothermia  on  the  process  of  hydrolysis  was 
studied  in  the  isolated  perfused  rat  Uver  using  ^^C-labeled 
procaine  as  the  prototype  drug.    The  initial  rate  oij^^^y 
the  Uver  decreased  with  decreasing  temperature.    Under  euther 
mic  conditions  the  rate  of  procaine  hydrolysis  approxmiated 
its  rate  of  Uver  uptake,  but  in  hypothermia  hydrolysis  was 
Ler  than  uptake.    Further  metaboUsm  o^^e  hydrolysis 
products  was  indicated  by  the  appearance  of  at  least  4  metabol 
L  in  addition  to  procaine,  in  the  bUe.   The  label  from  the 
admiSsLed  Hc-procaine  showed  a  bUe/blood  concentration 
ratTo  o    30    The  excretion  of  HC  into  the  bUe  was  temperature 
dependent;  maximum  concentrations  were  reached  -or-^-lV' 
final  concentrations  were  lower  and  the  percentage  of  the  in- 
jected dose  excreted  in  4  hr  was  less  under  hypothermic  condi- 
tions. 
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The  respiratory  gas  tensions  and  pH  of  gaUbladder  bile  from 
7  patients  undergoing  diagnostic  laparotomy  or  aPPendectomy 
and  15  dogs  were  determined,   ^-^ial  pressiKes  were  calculated 
from  the  O2  and  CO2  content  determmed  by  a  Van  Slyke 
manometric  apparatus,  and  the  pH  was  --^^f^^.^.  ^  f^^^ 
pH  meter.    In  humans,  the  average  content  and  partial  pressure 
of  02  were  1.38  vol  %  and  58.7  mm  Hg,  resp.,  and  those  of 
CO2  were  42.6  vol  %  and  81.9  mm  Hg,  resp.   The  av^age  pH 
was  7  1 3     The  comparatively  higher  CO2  content  of  bde  than 
Tt  found  in  surrounding  tissue  was  attributed  to  the  bicar- 
bonate content  of  the  bile.    The  lower  than  expected  pH  was 
attributed  to  preoperative  fasting.    In  dogs,  th^av^age  content 
and  partial  pressure  of  O2  was  0.39  vol  %  and    6^6  nun  «g, 
lesp    and  those  of  CO2  were  18.3  vol  %  and  35.2  mm  Hg, 
Z:  ^e  average  pH  las  6.66.   The  significantly  lower  values 
found  in  dogs  as  compared  to  humans  was  attributed  to  hy- 
poxic-ventilation  during  the  experiment. 

136  ACTION  OF  AMOBARBITAL  ON  MICROSOMAL 

AND  MFTOCHONDRLVL  RESPIRATORY  STATE 
IN  PERFUSED  RAT  LIVER  WITH  AND  WITHOUT  PHENO- 
BARBITAL  INDUCTION.   (E.)    ^rauser,  B^(Inst.  Physi^^ 
Chem.,  U.  Munich,  Germany),  H.  Sies  and  T.  Bucher.   FEBS 
Letters  2(3):  170-172,  1969. 

The  interactions  between  mitochondml  ^^''Pf  ^ion  and  mi^^^^^ 
somal  hydroxylation  were  investigated  m  perfused  rat  Uver  by 
comparing  the  effects  of  amobarbital  with  those  of  ammo- 
pySJe  (Which  acts  only  on  the  microsomes),  and  by  mducing 
Acrosomal  hydroxylation  with  repeated  injections  of  phenO" 
barbital  (0.05  g/kg/day,  i.p.).    In  the  -"^^^^ J^'J";^^^^;^;; 
0  2  mM  aminopyrine  produced  a  6%  increase  in  respiratory  rate 
and  a  smaU  increase  in  optical  density  (450-463  nm  .   When 
mttochondrial  pigments  were  followed  with  the  dual  waveler^h 
Technique,  no  redox  change  was  found  after  ammopyrme  add. 
tion  but  0.2  mM  amobarbital  did  produce  such  changes.   This 
concentration  of  amobarbital  also  decreased  the  respuatory  rate 
by  12%.   Following  phenobaibital  induction,  ammopynnead- 
dUion  resuUed  in  a  respiratory  increase  which  correlated  wrth 
the  number  of  phenobarbital  injections.   The  ratio  cytochrome 
P  :50r>^ochrome  (a+as)  rose  after  induction  with  phenobar- 
bital   No  exact  correlation  was  found  between  respiratory  in- 
c^lrnent  and  the  P-450/(a+a3)  ratio;  this  suggests  an  mfluence 
"fTdditional  factors  on  microsomal  activity.   OveraU  respi^a- 
:i>:  Leased  about  8%  with  0.2  mM  a-obarbital  as  s« 
1  day  after  a  single  phenobarbital  injection,  "^^icati'ig  that  ttie 
mitochondrial  site  of  action  is  no  longer  acc-sftle  to  theamc. 
barbital  after  a  single  dose  of  inducmg  agent.   It  then  appears 
to  act  solely  as  a  microsomal  substrate. 


135 


RESPIRATORY  GAS  TENSIONS  OF  HUMAN 
AND  DOG  GALLBLADDER  BILE.    (Kor.)    Ryo, 
U  Y.  (Sch.  Med.,  Kyungpook  NatL  U.,  Korea)  K.  J.  Kun 
W.  P.  Chung  and  Y.  S.  Kwak.  /  Korean  Med  Ass  11(9).71  74, 
1968. 


137  ^UDIES  ON  GLUTAMIC  OXALACETIC 

TRANSAMINASE  IN  THE  RAT.   I"-   "^RMONA 
CONTROL  OF  ISOENZYME  LEVELS  IN  LIVER  BY  THE 
™^Y  ADRENAL  SYSTEM.    (E.)    Ogawa.  Y.  (Shionog. 
Res  Lab.,  Shionogi  &  Co.,  Ltd.,  Japan),  Y.  Kometam  and  Y.     , 
Baba    ChemPharm  Bull  16(10):  1948-1952,  1968. 

Hormonal  induction  ^^  ^^^^-If::^^^^,^::^,^ 
oxaloacetic  transaminase  (s-GOT  and  '^^^}^:  J'      procedure, 
in  Uver  homogenates  of  Wistar  rats,  usmg  the  authors  proceaui 

Sr  Simation  of  isoenzyme  activities  ^^^l^l'^^^'^^'X 
1937    1968.).   Cortisone  or  corticosterone  (25  mg/kg/dayx  4, 

sc '^'suspended  in  either  water  or  sesame  oil,  increased  s^OT   i 
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itivity  in  both  intact  and  adrenalectomized  rats.    However, 
-GOT  activity  was  depressed  in  intact  or  adrenalectomized 
limals  only  when  the  vehicle  was  sesame  oil.    Administration 
■  low  doses  of  ACTH  (10  lU/kg/day  x  3,  s.c.)  resulted  in  no 
)servable  effects  on  liver  isoenzyme  or  SGOT  activities  in 
tact  rats,  but  effects  were  noted  in  hypophysectomized  ani- 
als  (increased  s-GOT  and  SGOT  activities,  decreased  m-GOT 
tivity).    Even  at  high  doses  of  ACTH  (20  lU/kg  t.i.d.  for  1 

3  days)  no  changes  occurred  in  enzyme  activities  in  adrenal- 
tomized  rats.   Epinephrine  and  norepinephrine  and  dihydroxy- 
lenylalanine  (DOPA;  0.5  mg/kg  4  times  every  hr,  s.c.)  pro- 
ced  an  inaease  in  s-GOT  activity  in  intact  rats.    Only  epin- 
hrine  and  norepinephrine  resulted  in  increased  SGOT  activity 
ter  4  hr.    A  slight  decrease  was  observed  in  m-GOT  activity 

hr  after  administration  of  epinephrine,  norepinephrine  or 
)PA,  and  this  effect  was  enhanced,  in  the  case  of  epinephrine, 
cortisone-pretreated  adrenalectomized  animals.    These  data 
^est  that  the  pituitary-adrenal  hormones  may  play  a  role 
the  regulation  of  liver  GOT  isoenzymes. 

8  ZONAL  ELECTROPHORESIS  OF  THE  SOLUBLE 

NUCLEAR  PROTEINS  OF  NORMAL  AND  PRE- 
iOPLASTIC  LIVERS.    (E.)    Bakay,  B.  (Inst.  Cancer  Res., 
X  Chase,  Philadelphia,  Pa.)  and  S.  Sorof.    Cancer  Res  29(1): 
■27,  1969. 

adult  male  rats  (CFN  strain)  fed  stock,  control,  or  hepato- 

cinogenic  (3'-methyl-4-dimethylaminoazobenzene)  diets  for 

days,  the  saline-soluble  proteins  of  liver  nuclei  (isolated  in 

M  sucrose  solution  from  the  perfused  livers)  were  resolved 

0  profiles  according  to  charge,  permitting  comparison  with 
lilar  arrays  from  liver  cytoplasm.    Nuclei  were  found  to  con- 

1  3%  of  the  bound  azo  dyes  in  the  liver.    Extraction  of  the 
;lei  in  isotonic  saline-phosphate  buffer  at  pH  7.4  dissolved 
)roximately  49%  of  the  nitrogen  and  86%  of  the  protein- 
ind  dyes.    Fifteen  classes  of  the  soluble  nuclear  macromole- 
es  were  isolated  by  column  zonal  electrophoresis.    The 
)ngly  acidic,  weakly  acidic,  and  near-neutral  classes  were 
nd  to  consist  of  proteins.    In  contrast,  the  basic  classes 
e  composed  of  small  molecules,  apparently  dissociated  from 
macromolecules.    Approximately  half  of  the  protein-bound 
s  were  associated  with  a  small  class  of  near-neutral  proteins, 
h  the  remainder  combined  mainly  with  the  acidic  proteins. 
:  saline-soluble  proteins  appeared  to  be  similar  to  those  of 

cytoplasm,  particularly  the  principal  near-neutral  azoproteins 
:he  nucleus  and  the  cytoplasm.    It  is  felt  that  these  soluble 
:romolecules  may  be  shared  throughout  the  'soluble  space' 
;he  liver  cell. 

'  SYSTEMATIC  OSCILLATIONS  IN  METABOUC 

ACTIVITY  IN  RAT  LIVER  AND  HEPATOMAS. 

IVEY  OF  NORMAL  DIPLOID  AND  OTHER  HEPATOMA 

lES.   (E.)    Potter,  V.  R.  (Med.  Ctr.,  U.  Wisconsin,  Madison), 
Watanabe,  H.  C.  Pitot  and  H.  P.  Morris.   Cancer  Res  29(1)- 
78,  1969. 

diploid  Morris  hepatomas  transplanted  into  male  or  female 
falo  strain  rats  and  3  other  Morris  hepatomas  transplanted 
>  male  or  female  ACI  rats  were  assayed  under  controUed 
ary  and  feeding  regimens  for  certain  enzymes  known  to 
*/  marked  variations  in  activity  in  normal  liver.    Tyrosine 
isaminase  activity  in  normal  rat  liver  showed  wide  variations 
ending  on  the  protein  content  of  the  diet  and  the  feeding 


29 


Hepatobiliary  Tract 

pattern,  with  a  sharp  maximum  6  hr  after  the  beginning  of  the 
feeding  period.    The  activities  in  the  various  hepatomas  ranged 
from  ahnost  zero  to  values  exceeding  that  in  normal  liver;  how- 
ever, in  most  cases  the  activities  were  unresponsive  to  dietary 
protein  and  the  amplitude  of  the  daily  variation  was  less  than 
in  normal  liver.    Serine  dehydratase  activity  in  normal  rat  liver 
also  showed  wide  variations  depending  on  the  protein  content 
of  the  diet,  but  was  only  minimally  affected  by  various  feeding 
patterns.    The  activities  in  the  various  hepatomas  varied  from 
almost  zero  in  the  6  diploid  strains  to  higher  than  normal  levels 
in  one  of  the  others.    In  3  of  the  hepatomas,  the  tyrosine 
transaminase  and  serine  dehydratase  activities  were  unaffected 
by  variations  in  the  protein  content  of  the  diet.    A  significant 
decrease  in  the  serine  dehydratase  activity  of  the  host  liver 
was  noted  with  several  of  the  hepatoma  strains. 

140  CHANGES  IN  ORNITHINE  CARBAMOYL 
TRANSFERASE  ACTIVITY  IN  SERUM  AND 

IN  LIVER  AFTER  PARTLVL  HEPATECTOMY  IN  RATS. 

(E.)  Bengmark,  S.  (Sahlgren  Hosp.,  U.  Goteborg,  Sweden), 
L.  Engevik  and  R.  Olsson.  Scand  J  Gastroent  3(3): 264-266 
1968. 

In  partially  hepatectomized  male  Sprague-Dawley  rats,  the 
activity  of  the  highly  specific  liver  enzyme  ornithine  carbamoyl 
transferase  (OCT)  in  serum  and  liver  tissue  was  compared  with 
the  activity  of  glutamic  pyruvic  transaminase  (GPT).    Deter- 
minations were  made  from  1  day  to  9  months  after  operation. 
Serum  OCT  activity  was  elevated  for  2-3  weeks  before  gradually 
returning  to  normal;  liver  OCT  activity  was  decreased  for  up 
to  3  months  but  normal  at  9  months.    Serum  GPT  activity 
was  only  elevated  for  2  days  and  liver  GPT  activity  was  de- 
creased for  only  4  weeks  before  returning  to  normal  values. 

141  STUDIES  ON  THE  INDUCTION  AND  RE- 
PRESSION OF  ENZYMES  IN  THE  LIVER.    I 

EFFECT  OF  HUNGER,  ALLOXAN  DIABETES  AND 
ADRENALECTOMY  ON  SOME  ENZYMES  INVOLVED  IN 
AMINO  ACID  METABOLISM  AND  GLYCOLYSIS.    (Ger.) 
Schmidinger,  H.  (Med.  CUn.,  U.  Tubingen,  Germany),  E. 
Musch  and  H.  F.  von  Oldershausen.    Klin  Wschr  47(1)- 36-38 
1969. 

The  GOT  activity  in  the  Uvers  of  rats  fed  a  low-protein  diet 
increased  after  they  were  fasted  for  38  hr.    Liver  GOT  activities 
were  even  higher  in  fasted  rats  which  had  been  adrenalectomized. 
Administration  of  glucose  to  fasted  rats  did  not  depress  the 
GOT  activity.    Alloxan  diabetes  produced  a  significant  increase 
in  the  activities  of  GOT,  GPT,  and  serine  dehydratase  in  the 
liver.    This  effect  on  GOT  and  serine  dehydratase  activities  was 
increased  by  starvation,  but  starvation  produced  a  slight  de- 
crease in  the  GPT  activity.    Glucokinase  activities  were  decreased 
in  alloxan  diabetes  and  starvation.    These  results  may  have  im- 
portant implications  for  metabolism  in  human  diabetes  mellitus 
and  dietary  deficiencies. 

142  Cl4^LUC0SE  INCORPORATION  INTO 

GLYCOGEN  BY  PIGEON  LTVER  HOMOGENATE. 

(E.)    Figueroa,  E.  (Sch.  Med.,  U.  Chile,  Santiago)  and  P.  Vega. 
Acta  Physiol  Lat  Amer  18(3):231-241,  1968. 
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DEVELOPMENT  OF  THE  GLYCOLYTIC 
ENZYMES  OF  THE  LTVER  DURING  THE 
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PERINATAL  PERIOD  IN  THE  RAT.    (Fr.)    Roux   J   M 
ffort  Royal  Hosp.,  Paris,  France)  and  C.  TordetOandroit. 
CR  Soc  Biol  (Paris)  162{3):675-679,  1968. 
144  HEPATIC  REGENERATION:   EFFECT  OF  SIZE  OF 

RESECTION  ON  IN  VITRO  GROVNTH  OF  REM- 
NANT LIVER  CELLS.  (E.)  Hays,  D.  M.  (U.  Southern  California, 
Los  Angeles),  I.  Tedo,  S.  Okumura  and  K.  Nagashima.  Nature 
220(5164):286-287, 1968. 

145  AN  EXPERIMENTAL  STUDY  OF  THE  PROCESSES 

OF  REGENERATION  FOLLOWING  EXTENSIVE 
HEPATECTOMY.  (Fr.)  MaUet-Guy,  P.  (Ed.  Herriot  Hosp.  Lyon, 
France)  and  N.  Chaneliere.  Bull  Soc.  Int  Chir  27(4):268-274, 
1968. 
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THE  EFFECT  OF  CARBON  TETRACHLORIDE  ON 
THE  KINETICS  OF  BROMSULPHALEIN  CLEAR- 
ANCE IN  THE  RABBIT.  (E.)  Rolla,  A.  (U.Turin,  Italy)  and 
a  Segre   Europ  J  Pharmacol  3(4):330.336, 1968. 

147  THE  EFFECT  OF  ETHANOL  ON  THE  CONCEN- 
TRATIONS OF  ADENINE  NUCLEOTIDES  IN  RAT 

LIVER.  (E.)  Thieden,  H.  I.  D.  (U.  Copenhagen,  Denmark).  FEBS 
Lerrers  2(2):  121-123, 1968. 

148  BILIARY  EXCRETION  OF  PROBENECID  AND 
ITS  GLUCURONIDE.  (E.j  Guarino,  A.M.  (Nat. 

Inst.  Hlth.,  Bethesda,  Md.)  and  L.  S.  Schanker.  J  Pharmacol  Exp 
r;2erl64(2):387-395,1968. 

149  STUDIES  ON  DRUG  METABOLISM.  11.  CHANGES 
OF  SLEEPING  TIME,  LIVER  MICROSOMAL 

DRUG  METABOLIZING  ENZYME  ACTIVITY  AND  ACCUMU- 
LATION TO  VARIOUS  ORGANS  BY  LONG  TERM  ADMIN- 
ISTRATION (1  MONTH)  OF  PENTOBARBITAL  IN  CATS.  (K) 
Kitagawa,  H.  (U.  Chiba,  Japan),  S.  Yoshida,  and  T.  Kamataki.  / 
Pharm  Soc  Japan  88(8):954-957,  1968. 

150  STUDIES  ON  DRUG  METABOLISM.  III.  EFFECT 
OF  LONG  TERM  ADMINISTRATION  OF  AMINO- 

PYRINE  AND  SULPYRINE  ON  LIVER  MICROSOMAL  DRUG 
METABOLIZING  ENZYME  ACTIVITIES  IN  RATS.  (E.)   Kita- 
gawa, H.  (U.  Chiba,  Japan),  S.  Yoshida  and  T.  Kamataki.  /  Pharm 
5oc  iap88(8):958-963,  1968. 

15 1  VITAMIN  A  DEFICIENCY  AND  PHOSPHOLIPID 
METABOLISM.  (E.)  Krause,  R.  F.  (West  Virginia 

U.  Med.  Ctr.,  Morgantown),  K.  C.  Beamer  andC.  Lawrence.  Amer 
J  Clin  Nutr22ay.21 -32,  1969. 

152  TRYPTOPHAN  OXYGENASE  ACTIVATION  AND 
ASCORBATE  OXIDATION  IN  WHOLE  HOMO- 

GENATES  FROM  RAT  LIVER.  (E.)   Seglen,  P.  O.  (Dept.  Pharma- 
col., U.  Oslo,  Norway)  and  K.  F.  JerveU.   Biochim  Biophys  Acta 
17l'(l):47-57, 1969. 

153  EFFECT  OF  RETINOL  FEEDING  ON  LIVER 
CHOLESTEROL  OF  RATS.  (E.)   Misra.  U.  K.  (Dept. 

Biochem.,  U.  Delhi,  India).   /  Vitamin  (Kyoto)  14(4): 312- 

315,  1968. 

154  THE  ROLE  OF  GLUCOSE,  GLUCAGON  AND  GLU- 
COCORTICOIDS IN  THE  REGULATION  OF  LIVER 


GLYCOGEN  SYNTHESIS.  (E.)  DeWulf,H.  (Lab.  Chem.,  U_Lou- 
vJn,  Belgium)  and  H.  G.  Hers.   Europ  J  Biochem  6(4):558-564, 
1968. 

155  STUDIES  ON  LIVER  AGRINASE  IN  MICE  WITH 

EHRLICH  CARCINOMA.  (E.)   Abreu,  L.  A.  (Inst 
Oswaldo  Cruz,  Rio  de  Janeiro,  Brazil)  and  R.  R.  Abreu.  Hospital 
(Rio)  73(4):1287-1290, 1968. 

156  ON  THE  PROBLEM  OF  POSSIBLE  OTHER  FORMS 

OF  Cytochrome  P450  in  liver  microsomes. 

(E )   Schenkman,  J.  R.  (Inst.  Toxicol.,  U.  Tubingen,  Germany)  H. 
Greim,  M.  Zange  and  H.  Remmer  Biochim  Biophys  Acta  171(1). 
23-31, 1969. 

157  STUDIES  ON  THE  ROLE  OF  THE  LIVER  AND 
DIGESTIVE  TRACT  IN  THE  METABOLISM  OF 

^TRIGLYCERIDES  IN  THE  RAT.     (E.)   Szybinski,  Z.  (Med. 
Acad.,  Cracow,  Poland)  andK.  Kawecka-Jaszcz.  Acta  Med  Pol 
9(3):333-338,  1968 

158  METABOLIC  EFFECTS  PRODUCED  BY  ALC()- 
HOL  IN  THE  LIVER  AND  OTHER  TISSUES.  (E) 

Lieber,  C.  S.  (Bronx  VA  Hosp.,New  York).  Advances  Inter  Med 
14:151-199,1968. 


159  ENHANCEMENT  OF  URETHAN  INDUCTION  OF  j 

HEPATOMAS  IN  MICE  BY  PRIOR  PARTIAL 
HEPATECTOMY.  (E.)   Hollander,  C.  F.  (Exp.  Gerontol.  Unit 
Srg  mth  Res.  Twi,  Amsterdam,  Netherlands)  and  P.  Bentvelzen 
J  Nat.  Cancer  Inst.  41(6):1303-1306, 1968. 

160  ORIGIN  OF  MITOCHONDRIAL  ENZYMES  (II).     | 
THE  SUBCELLULAR  DISTRIBUTION  OF  CYTO- ! 

CHROME  (C)  IN  RAT  LIVER  TISSUE.  (E.)   Davidian,  N.  (Sch. 
Med.,  U.  North  CaroUna,  Chapel  Hill)  and  R.  Penniall.   FEBS  Lef 
fm  2(2):  105-1 08, 1968. 

161  THE  INCORPORATION  OF  l^c  PALMITATE 
INTO  GLYCERIDES  AND  PHOSPHOLIPIDS  OF    j 

LIVER  HOMOGENATES  FROM  FED  AND  STARVED  RATS. 

(E.)  Vavrecka,  M.  (Dept.  Biochem.,  U.  Birmingham,  England), 
M.  P.  MitcheU  and  G.  Hubscher.  Biochem  J  110(4):52P,  1968. 

162  INCREASED  HYPERCHROMIC  EFFECT  OF 
ADRENALINE  ON  RAT-LIVER  RNA.  (E)   Decal 

lonne,  J.  (Dept.  Biol.  Chem.,  U.  Louvain,  Belgium),  R.  Leblus  an( 
A.  Wiaux.  Acta  Physiol  Acad  Sci  Hung  34(1-2):129-130,  1968 

163  RECENT  ADVANCES  IN  BILE  PIGMENT  ME- 
TABOLISM. (E.)   Lester,  R.  (Boston  U.  Sch.  Med. 

Mass.)  and  R.  F.Troxler.   Gastroenterology  56(1):143-169,  196 

164  ISOLATION  OF  A  NOVEL  SULPHATASE  FROM 
RAT  LIVER  (E.)  Tudball,  N.  (Duke  U.  Med,  Ctr.. 

Durham,  N.  C.)  and  E.  A.  Davidson.   Biochim  Biophys  Acta     ■ 
171(1):113-120,  1969.  j 

165  TYROSINE  TRANSAMINASE  DEGRADATION ! 
PERFUSED  LIVER  AFTER  INHIBITION  OF 

PROTEIN  SYNTHESIS  BY  CYCLOHEXIMIDE.  (EJ   JerveU, 
K  F  (Dept.  PhysioL  Biochem.,  U.  Oslo,  Norway)  and  P.O.  Seg- 
len. Biochim  Biophys  Acta  174(1):398^00,  1969.  j 
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166  THE  EFFECT  OF  4-PENTENOIC  ACID  ON  FATTY 
ACID  OXIDATION.  (E.)   Brendel,  K.  (Duke  U. 

Med.  Ctr.,  Durham,  N.  C),  C.  F.  Corredor  and  R.  Bressler  Bio- 
chim  Biophys  Acta  34(3):340-347, 1969. 

167  D-/3-AMIN0IS0BUTYRATE:    PYRUVATE 
AMINOTRANSFERASE  IN  MAMMALIAN  LIVER 

AND  EXCRETION  OF  j3-AMIN0IS0BUTYRATE  BY  MAN. 

(E.)    Kakimoto,  Y.  (Osaka  U.  Med.  Sch.,  Japan),  K.  Taniguchi 
and  I.  Sano.   J  Biol  Chem  244(2):  335-340,  1969. 

168  AN  HEPATIC  INHIBITOR  OF  ACTIVATED 
CLOTTING  FACTOR  X  (STUART).  (E.)  Deykin, 

D.  (Harvard  Med.  Sch.,  Boston,  Mass.),  F.  Cochios  and  D.  Mosher. 
Biochem  Biophys  Res  Commun.34(2):245-25l,  1969. 

169  DIGESTIVE  ACTIVITY  OF  LYSOSOMES.  III.  THE 
DIGESTION  OF  LIPIDS  BY  EXTRACTS  OF  RAT 

LIVER  LYSOSOMES.  (E.)   Fowler,  S.  (RockefeUer  U.,  New 
iCork,  N.Y.)  and  C.  DeDuve.  J  Biol  Chem  244(2):47 1-481,  1969 

170  MODIFICATION  BY  8-AZAGUANINE  OF  THE 
EFFECTS  OF  HYDROCORTISONE  ON  THE  IN- 
DUCTION AND  INACTFVATION  OF  TYROSINE  TRANS- 
AMINASE OF  RAT  LIVER.  (E.J   Levitan,  I.  B.  (McGUl  U.  Res. 
Unit,  Montreal,  P.  Q.,  Canada)  and  T.  E.  Webb.  /  Biol  Chem 
244  (2):341-347,  1969. 


Mendelsohn,  D.  (Witwatersrand  U.  Med.  Sch.,  Johannesburg, 
South  Africa)  and  L.  Mendelsohn.  Biochemistry  7(12):4167- 
4172, 1968. 

172  THE  ROLE  OF  LIPID  PEROXIDATION  IN  THE 

PATHOGENESIS  OF  CARBON  TETRACHLO- 
RIDE-INDUCED  LIVER  INJURY.  (E.)  AJpers,  D.  H.  (Massa- 
chusetts Gen.  Hosp.,  Boston),  M.  SoUn  and  K.  J.  Isselbacher. 
Molec  Pharmacol  4(6):566-573,  1968. 

1 7  3  STUDIES  ON  THE  SYNTHESIS  OF  FATTY  ACIDS 

IN  HUMAN  LIVER  SLICES  WITH  THE  AID  OF 
GAS  RADIOCHROMATOGRAPHY.  (E.)   Blomstrand,  R.  (Dept. 
Clin.  Chem.,  KaroUnska  Inst.,  Stockholm,  Sweden),  B.  Holmstrom 
and  B.  Werner  Acta  Chir  Scand  134(8):627-637,  1968. 

174  THE  INFLUENCE  OF  INORGANIC  PHOSPHATE, 
ADENOSINE  TRIPHOSPHATE  AND  GLUCOSE-6- 

PHOSPHATE  ON  THE  ACTIVITY  OF  LIVER  GLYCOGEN  SYN- 
THETASE. (E.)  DeWulf,  H.  (U.  Louvain,  Belgium),  W.  Stalmans 
■  and  H.  G.  Hers.  Europ  J  Biochem  6(4):545-551,  1968. 

1 75  HEPATIC  CONTENT  OF  COENZYME  Q  IN  RATS 
AFTER  ADMINISTRATION  OF  VARIOUS  CO- 
ENZYME Q  COMPOUNDS  AND  14c-LABELED  COENZYME  Q7. 

(E.)  Shigeta,  Y.  (Osaka  U.  Med.  Sch.,  Japan),  K.  Izumi  and  H.  Abe. 
/  Vitamin  (Kyoto)  14(4):312-315, 1968. 


171  THE  IN  VITRO  CARABOLISM  OF  CHOLES- 

TEROL: A  COMPARISON  OF  THE  FORMATION 
DF  26-HYDROXYCHOLESTEROL  AND  CHENODEOXY- 
:H0LIC  acid  from  cholesterol  in  rat  liver.  (E.j 


1 76  EFFECTS  OF  ETH ANOL  INFUSION  ON  THE 

REDOX  STATE  AND  METABOLITE  LEVELS  IN 
RAT  LIVER /A^F/Fa  (E.)  Rawat,  A.  K.  (Biochem.  Inst.,  U., 
Copenhagen,  Denmark).  Europ  J  Biochem  6(4):585-592, 1968. 


See  also:    12,16,64,226,434,436,481,691,702,740,768,769,770,777,786,788,789 
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177  WEIGHT,  FOOD  INTAKE,  AND  BODY  COM- 

POSITION:   EFFECTS  OF  EXERCISE  AND 
OF  PROTEIN  DEFIOENCY.    (E.)    Crews,  E.  L.  Ill  (Washington 
U.  Sch.  Med.,  St.  Louis,  Mo.),  K.  W.  Fuge,  L.  B.  Oscai,  J.  O. 
HoUoszy  and  R.  E.  Shank.   A mer  J  Physiol  216(2):  359-363, 
1969. 

The  interacting  effects  of  protein  deficiency,  exercise  and 
caloric  restriction  on  food  intake,  weight  gain,  and  body  com- 
position were  investigated  in  male  Wistar  rats.    Rats  were  di- 
vided into  2  dietary  groups  [protein-deficient  (8%  casein)  and 
normal  protein] ,  each  of  which  was  further  subdivided  into  an 
exercised  group  and  2  sedentary  groups  (one  fed  ad  libitum 
and  one  calorie  restricted  to  maintain  a  weight  equal  to  that 
of  the  exercised  animals).    Exercising  animals  gained  less  weight 
than  free-eating  sedentary  controls  as  a  result  of  both  an  in- 
crease in  caloric  expenditure  and  a  decrease  in  food  intake. 
Exercise  resulted  in  a  significant  decrease  in  the  percentage  of 
body  fat,  with  a  proportional  relative  increase  in  lean  body 
mass.    Sedentary  calorie-restricted  animals  had  a  higher  fat 
content  than  exercising  animals  of  the  same  weight,  suggesting 
a  specific  fat-mobUizing  effect  of  exercise.    Rats  on  the  low- 
protein  diet  were  markedly  stunted  but  otherwise  appeared 
healthy  and  had  a  greater  capacity  for  prolonged  running  than 
the  rats  on  the  normal  protein  diet.    Protein  deficiency  resulted 
in  a  decrease  in  the  percentage  of  body  fat  and  an  increase  in 
the  proportion  of  water.    Because  of  the  smaU  size  of  the  pro- 
tein-deficient rats,  total  amounts  of  aU  body  constituents  were 
markedly  decreased. 


178  THE  EFFECT  OF  BILIRUBIN  ON  THE  HUMAN 

PLATELET.    (E.)    Suvansri,  U.  (Long  Island 
Jewish  Hosp.,  New  Hyde  Park,  N.  Y.),  W.  H.  Cheung  and  A. 
Sawitsky.   J  Pediat  74(2):  240-246,  1969. 
Platelets  obtained  from  the  cord  blood  of  27  normal  fuU-term 
infants,  8  normal  premature  infants,  12  full-term  infants  with 
elevated  indirect  serum  bilirubin  (12.1-18.1  mg%),  and  7  pre- 
mature infants  with  elevated  indirect  serum  bilirubin  (13.2- 
23  5  mg%)  were  incubated  in  saline  (pH  7.7)  and  in  15,  20, 
and  25  mg%  bUirubin  solutions  (pH  7.8)  for  1  hr  (23C).    Plat^ 
let  morphology  was  studied  after  15  min,  1  and  3  hr  of  in- 
cubation, and  platelet  function  was  determined  by  the  thrombo- 
plastin generation  test  (TGT)  with  platelets  incubated  for  1  hr 
(230  in  saline  or  solutions  of  varying  bilirubin  concentration. 
The  ATP  and  ADP  concentrations  of  platelets  incubated  for  1 
hr  in  saline  or  various  bilirubin  solutions  were  also  determined, 
as  weU  as  the  effect  of  bUirubin  on  clot  retraction  of  freshly 
shed  normal  adult  whole  blood.    Platelet  morphology  was  altered 
at  bilirubin  concentrations  of  15  mg%  or  greater  and  consisted 
of  platelet  swelling  and  filamentous  membrane  formation  fre- 
quently associated  with  platelet  aggregation  and  ceU  lysis.    Fre- 
quent and  significant  impairment  of  TGT  occurred  (11-16  sec) 
with  bilirubin  concentrations  of  20  mg%  or  greater.    Similar 
results  were  found  with  platelets  from  premature  infants.    Bili- 
rubin had  no  effect  on  platelet  ATP  concentration,  but  did 
inhibit  ADP-induced  platelet  factor  3  activation.    Bilirubm  added 
to  normal  whole  blood  caused  poor  to  absent  clot  retraction. 
It  is  suggested  that  the  abnormaUties  in  platelet  morphology  and 
function  are  related  to  an  inhibitory  effect  of  bilirubin  on  ATP- 
ADP  dependent  systems. 


179  EFFECTS  OF  VASOACTIVE  AGENTS  ON 

INTESTINAL  BLOOD  FLOW  AND  MOTILITY 
IN  THE  DOG.   (E.j    Shehadeh,  Z.  (U.  Oklahoma  Med.  Ctr., 
Oklahoma  City),  W.  E.  Price  and  E.  D.  Jacobson.  Amer  J 
Physiol  216(2):  386-392,  1969. 

Mesenteric  artery  blood  flow  was  measured  with  an  electro- 
magnetic flowmeter  in  20  anesthetized  adult  dogs  in  order  to 
determine  the  effects  of  prolonged  intraarterial  infusion  of 
various  doses  of  vasoactive  drugs  (histamine,  norepinephrine, 
acetylchoUne,  angiotensin  II,  bradykmin,  and  prostaglandins 
El  and  F2a)  on  mesenteric  hemodynamics  and  intestinal  mo- 
tility.   Pressures  were  measured  in  the  portal  circulation,  a 
systemic  artery,  and  in  the  lumen  of  the  gut.    Angiotensin  II, 
norepinephrine,  and  prostaglandin  ?2a  produced  initial  con- 
strictor responses,  with  considerable  recovery  of  blood  flow 
after  prolonged  perfusion.    Prostaglandm  Ej,  bradykinin,  hist- 
amine, and  acetylcholine  induced  increases  in  mesenteric  blood 
flow,  the  initial  responses  again  being  greater  than  the  change 
after  several  minutes  of  perfusion.  The  effects  of  these  agents 
on  intestinal  motility  did  not  correlate  with  the  hemodynamic 
response.   Thus,  intestinal  motility  was  increased  both  by 
acetylcholine,  a  vasodilator,  and  by  angiotensin,  a  vasocon- 
strictor; motUity  was  diminished  both  by  norepinephrine,  a 
vasoconstrictor,  and  by  prostaglandin  Ei,  a  vasodilator. 

180  DIETARY  OBESITY  IN  RATS:    INFLUENCE  ( 

DIET,  WEIGHT,  AGE,  AND  SEX  ON  BODY 
COMPOSITION.   (E.)    Schemmel,  R.  (Dept.  Foods  Nutrit., 
Michigan  State  U.,  East  Lansing),  O.  Mickelsen  and  Z.  Tolgayl 
Amer  J  Physiol  216(2):  373-379,  1969.  I 

Littermate  O-M  rats  were  fed  either  a  grain  or  a  high-fat  (60?i 
diet  untU  they  reached  specific  body  weights  ranging  up  to 
300  g  for  females  and  600  g  for  males  fed  the  grain  diet  and 
750  g  for  females  and  1050  g  for  males  fed  the  high-fat  diet. 
Skeletal  lengths  (nose  to  anus)  of  male  and  female  rats  fed 
the  grain  diet  and  of  males  fed  the  high-fat  diet  were  the  san 
for  comparable  body  weights.  Body  mineral  (ash)  accretion 
appeared  related  to  the  age  of  the  rats,  with  males  having  mc 
minerals  than  females  of  the  same  age.    Neither  diet  had  any 
fluence  on  body  protein  content  through  the  100th  day  of  li 
thereafter,  obese  rats  had  10-20%  more  body  protein  than 
the  grain-fed  rats.    For  both  dietary  groups,  body-fat  content 
appeared  more  closely  related  to  body  weight  than  age.    The 
more  rapid  the  weight  gain,  the  larger  the  percentage  of  fat  i 
the  newly  formed  tissue.    The  increase  in  body  fat  was  mucl 
greater  at  all  ages  for  the  rats  fed  the  high-fat  diet.    On  a  pei 
centage  basis,  females  had  sUghtly  more  body  fat  than  males. 

181  EFFECTS  OF  ACETYLCHOLINE  ON  INTES- 

TINAL BLOOD  FLOW  AND  MOTILITY.    (E.j 

Price,  W.  E.  (U.  Oklahoma  Med.  Qr.,  Oklahoma  Qty),  Z. 
Shehadeh,  G.  H.  Thompson,  L.  D.  Underwood  and  E.  D. 
Jacobson.   >1  me/- //'ft^'sw/ 216(2): 343-347,  1969. 
Fifteen  anesthetized  adult  dogs  received  intraarterial  infusior 
of  acetylcholine  (14  /ig/min  for  7  min),  during  which  time 
mesenteric  artery  blood  flow  was  measured  with  an  electro- 
magnetic flowmeter  and  intestinal  motility  was  assessed  by  | 
means  of  an  intraluminal  balloon  connected  to  a  pressure 
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ansducer.    Mean  superior  mesenteric  artery  blood  flow  in- 
eased  from  159  to  178  ml/min  during  infusion  of  acetyl- 
loline;  however,  this  was  due  largely  to  the  increased  flow 
id  decreased  resistance  in  the  7  dogs  which  responded  to 
etylcholine  with  a  marked  increase  in  bowel  motility;  there 
IS  no  change  in  superior  mesenteric  artery  blood  flow  or 
sistance  in  the  other  8  dogs.    Furthermore,  the  directional 
sociation  of  motor  changes  and  alterations  in  blood  flow  was 
t  invariable.    Although  a  faU  in  resistance  to  blood  flow  was 
nerally  associated  with  increased  motility,  there  was  one 
ception  in  each  group:    one  animal  in  which  increased  mo- 
ity  was  accompanied  by  decreased  blood  flow  and  one  in 
lich  decreased  motUity  was  accompanied  by  increased  blood 
w.    Unexpectedly,  gut  wall  tone  could  be  increased  by  in- 
;ion  of  saline  without  increasing  the  resistance  to  mesenteric 
lod  flow.    The  results  indicate  that  acetylcholine  produces 
solated  responses,  one  in  the  arteriole  and  one  in  the  eut 
U. 

2  INTTRAHEPATIC  DISTRIBUTION  OF  HEPATIC 

ARTERIAL  AND  PORTAL  VENOUS  FLOWS 
THE  DOG.   (E.)    Cohn,  J.  N.  (VA  Hosp.,  Washington,  D.  C.) 
I  A.  L.  Pinkerson.  Amer  J  Physiol  216(2):285-289,  1969. 
Mtic  blood  flow  was  measured  in  anesthetized  dogs  by  means 
i  flowmeter  and  an  indicator-dilution  technique.    With  the 
irior  vena  cava  (IVC)  occluded  below  the  hepatic  veins,  flow 
ected  in  the  intrathoracic  IVC  equaled  total  hepatic  blood 
V.    Isotope-dilution  curves  were  recorded  by  drawing  IVC 
3d  through  a  well  counter  during  injection  of  a  bolus  of 
;led  albumin  or  red  ceUs  into  the  hepatic  artery  (HA)  or 
tal  vein  (PV).    Hepatic  transit  of  albumin  was  longer  than 
;  of  red  ceUs  for  both  injection  sites.    The  ratio  between 
mean  transit  times  for  albumin  and  red  ceUs  averaged  1.42 
8  for  injections  into  the  PV  and  1.34  ±  .14  for  injections 
the  HA.    Flows  calculated  from  the  isotope-dilution  curves 
ed  closely  with  directly  measured  flow  in  some  studies  but 
estimated  actual  flow  in  others.    However,  there  was  no 
ematic  difference  between  values  obtained  foUowing  injec- 
s  into  the  PV  or  HA.    These  data  suggest  that  the  HA  per- 
s  smusoids  to  an  extent  simUar  to  the  PV  and  that  intra- 
itic  mixing  of  HA  and  PV  blood  usually  occurs. 

STUDIES  ON  THE  ROLE  OF  THE  INTESTINAL 
NaCROFLORA  IN  THE  METABOLISM  OF 
JMARIN  IN  RATS.    (E.)    Scheline,  R.  R.  (Dept.  Pharmacol., 
forway).  Acta  Pharmacol  (Kobenhavn)  26(4):  325-331,  1968. 
n  coumarin  (100  mg/kg)  was  administered  p.o.  or  i.p.  to 
albino  rats,  thin  layer  chromatography  of  the  urine  re- 
d  significant  amounts  of  melilotic  acid  (5-10%  of  the  amount 
hydroxyphenylacetic  acid)  and  traces  of  o-coumaric  acid. 
TObic  incubation  of  coumarin  with  rat  cecal  or  rabbit  fecal 
cts  also  produced  melilotic  acid,  optimum  yields  being  ob- 
d  at  a  pH  of  6.4-6.6.    Since  no  o-coumaric  acid  was  pro- 
1  in  vitro,  the  conversion  of  coumarin  to  melUotic  acid  is 
^ed  to  involve  reduction  to  dihydrocoumarin  and  subsequent 
ission.    Yields  of  the  urinary  metaboUte  were  reduced  50- 
when  coumarin  was  injected  compared  to  when  it  was  ad- 
tered  orally,  or  when  antibiotics  were  administered.    Ob- 
1  differences  in  metabolic  rates  probably  indicate  varying 
•floral  capabilities,  although  only  partial  inhibition  by 
^otics  and  the  variation  in  metaboUc  products  suggest  that 
Issue  may  be  an  additional  site  of  coumarin  metabolism. 


184  EVALUATION  OF  THE  EFFECTS  OF  EGG 

YOLK  LIPIDS  UPON  PLASMA  LIPIDS  IN 
HUMAN  SUBJECTS.    (E.j    SpUtter,  S.  D.  (Highland  Gen. 
Hosp.,  Oakland,  Calif.),  G.  D.  Michaels,  G.  SchUerf,  P.  D.  S. 
Wood  and  L.  W.  KinseU.   Metabolism  17(12);1129-1139,  1968. 
The  effect  of  large  amounts  of  egg  yolk  and  different  egg-yolk 
fractions  on  the  levels  of  plasma  cholesterol  and  other  lipids 
was  studied  in  13  normal  and  abnormal  subjects,  including  6 
patients  maintained  under  quantitatively  controlled  conditions 
on  the  metabolic  ward  and  7  ambulatory,  healthy,  volunteer 
adults  ranging  in  age  from  25-58  yr.    In  the  ambulatory  patients, 
cooked  egg  yolk  was  consumed  in  amounts  equivalent  to  50- 
60  g  of  yolk/day.    Yolk  lipid  represented  more  than  95%  of 
the  dietary  fat  and  the  diet  was  consumed  for  at  least  2  weeks. 
In  the  metabolic  ward  studies,  the  egg  yolk  or  yolk  Upid  frac- 
tions were  emulsified  and  consumed  as  a  formula  ingested  at 
2-hourly  intervals  from  9  a.m.  to  7  p.  m.    The  plasma  lipids  of 
the  ambulatory  patients  were  determined  3  times  weekly  dur- 
ing the  study.    In  none  of  these  7  subjects  was  any  marked 
elevation  of  plasma  cholesterol  observed  during  the  ingestion 
of  egg  yolk  as  compared  to  the  previous  values  on  an  average 
diet;  with  one  possible  exception,  there  were  also  no  differences 
in  plasma  cholesterol  levels  during  ingestion  of  commercial  egg 
yolks  or  egg  yolks  from  hens  fed  on  safflower-oil  diet.    Signif- 
icant increases  in  plasma  cholesterol  levels  during  feeding  of  egg 
yolk  were  observed  in  2  of  the  6  patients.    For  example,  in  a 
61-yr-old  Filipino  male  with  generalized  arteriosclerosis,  plasma 
cholesterol  levels  increased  above  350  mg/100  ml  with  whole 
egg  yolk  and  approached  250  mg/100  ml  when  simulated  yolk 
triglyceride  was  given.    No  increase  in  plasma  cholesterol  was 
observed  when  crystalline  cholesterol  was  dissolved  in  the  simu- 
lated triglyceride  mixture.    Findings  in  3  other  patients  from 
the  metaboUc  ward  are  presented  in  detail. 

185  BINDING  OF  TRYPSIN  AND  CHYMOTRYPSIN 

BY  HUMAN  INTESTINAL  MUCOSA.    (E.) 

Goldberg,  D.  M.  (Royal  Hosp.,  Sheffield,  England),  R.  CampbeU 
and  A.  D.  Roy.    Bio chim  Biophys  Acta  167(3):613-615,  1968. 
Human  ileostomy  material  and  normal  human  smaU  intestinal 
mucosa  were  utilized  in  a  study  of  the  binding  of  trypsin  and 
chymotrypsin.    The  adsorption  of  trypsin  and  chymotrypsin  by 
suspensions  of  intact  intestinal  epithelial  ceUs  was  found  to  be 
pH  dependent  with  a  maximum  at  pH  5.0.    The  capacity  of 
human  Ueal  contents  to  adsorb  trypsin  and  chymotrypsin  was 
largely  due  to  the  content  of  exfoliated  epithelial  ceUs,  and  a 
higher  percentage  of  chymotrypsin  was  usually  associated  with 
insoluble  material.    The  binding  did  not  seem  to  involve  covalent 
or  disulfide  bonds,  and  no  evidence  was  obtained  for  the  par- 
ticipiation  of  protein,  nucleic  acid  or  polysaccharide.    Binding 
of  both  enzymes  to  intestinal  debris  manifested  the  same  chem- 
ical properties  as  binding  to  human  intestinal  epithelial  cells. 

186  PROCEEDINGS  OF  THE  1967  DEUEL  CON- 
FERENCE ON  THE  FATE  OF  DIETARY 

LIPIDS,  FEBRUARY  15-18,  1967.  CARMEL,  CALIFORNIA. 

(E.)    [Cowgill  G.  (Pasadena  California)  and  L.  W.  KinseU  (eds.)] 
Washington,  D.  C,  U.S.  Government  Printing  Office,  1968, 
238  pp.  U.S.  PubUc  Health  Service  PubUcation  No.  1742. 

187  COMPARATIVE  BIOCHEMICAL  STUDIES  ON 
THE  GLUTAMATE-OXALOACETATE  TRANS- 
AMINASE ISOZYMES.    (Jap.)    Yana,  K.  (Nippon  Med.  Sch., 
Japan).  Nippon  Ika  Daig  Z  35(3):210-220,  1968. 
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188  INACXrVATION  OF  ENZYMES  BY  ASPIRIN 
AND  SALICYLATE.   (E.)    GrisoUa,  S.  (U.  Kansas 

Med.  Ctr.,  Kansas  City),  L  Santos  and  J.  Mendelson.  Nature 
219(5160):1252,  1968. 

189  FLUCTUATIONS  IN  SERUM  CHOLESTEROL 
LEVELS  IN  THE  MONKEY.   (E.j    Alexander, 

G.  J.  (New  York  State  Psych.  Inst.,  New  York  Qty)  and  L.  M. 
Kopeloff.  AmerJMed  Sci  257(1):24-31,  1969. 

190  RATE  STUDIES  ON  THE  BINDING  OF  BILI- 
RUBIN BY  ION-EXCHANGE  RESINS.  (E.J   Saw- 

chuk,  R.  J.  (U.  Toronto,  Ontario,  Canada)  and  J.  G.  Nairn.  / 
Pharm  Sci  57(11):1896-1899, 1968. 

191  THE  USE  OF  COMPUTERS  TO  STUDY  RATES  OF 
LIPID  METABOLISM.  (E.)   Baker,  N.  (UCLA  Sch. 

Med.,  Los  Angeles,  Calif.).  J  Lipid  Res  10(l):l-24, 1969. 


192  HYPOTHESES  ON  PHYSIOLOGICAL  ROLES  OF 

PROSTAGLANDINS.  (E.)  Horton,  E.  W.  (Sch. 

Pharmacy,  U.  London,  England).  Physiol  Rev  49(1):122-161, 

1969. 

193  MEASUREMENTS  OF  CHOLESTEROL  TURN- 

OVER, SYNTHESIS,  AND  ABSORPTION  IN  MAN, 

CARRIED  OUT  BY  ISOTOPE  KINETIC  AND  STEROL 

BALANCE  METHODS.  (E.)  Grundy,  S.  M.  (Rockefeller  U.,  New 

York  City)  and  E.  H.  Ahrens  Jr.  J  Lipid  Res  10(1):91-107, 1969. 


CORRELATION  BETWEEN  INTESTINAL  STRUC- 
TURE AND  FUNCTION.  (Fr.)  Booth,  C.C.  (Post- 
grad. Med.  Sch.,  London,  England).  Rev  Medicochir  Mai  Foie 
43(5):181-188, 1968. 

195  NUTRITIONAL  REQUIREMENTS  FOR  VITAMW 

B  AND  FOLIC  ACID.  (E.)   Herbert,  V.  (Mt.  Sinai 
Hosp..  New  York,  N.  Y.).  Amer  J  Clin  Nutr  IWYl^^-lSl,  1961, 
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?6  CORRELATION  BETWEEN  GASTRIC  ACID 

SECRETION  AND  HISTOLOGY  IN  INDIAN 
UBJECTS.   (E.)    Desai,  H.  G.  (Tata  Mem.  Hosp.,  Bombay, 
idia),  A.  V.  Borkar  and  K.  N.  Jeejeebhoy.   Scand  J  Gastroent 
(5):509-512,  1968. 

astric  acid  output  in  the  augmented  histamine  test  (AHT) 
nd  histamine  infusion  test  (HIT)  was  correlated  with  the 
istology  of  the  gastric  mucosa  (single  biopsy)  in  102  Indian 
ibjects  (81  males  and  21  females,  18-70  yr  old),  including 
5  controls,  42  patients  suffering  from  vague  gastrointestinal 
'mptoms,  24  with  tropical  sprue,  and  1 1  with  iron-deficiency 
lemia.    HistologicaUy,  48  of  these  had  a  normal  gastric  mu- 
)sa,  15  had  superficial  gastritis,  16  had  moderate  atrophic 
istritis,  and  23  had  severe  atrophic  gastritis.    A  good  correla- 
jn  was  observed  between  the  histology  of  the  gastric  mucosa 
id  acid  output  in  both  the  AHT  (51  subjects)  and  HIT  (69 
bjects).    All  subjects  with  a  normal  mucosa  had  an  acid  out- 
it  of  greater  than  8  mEq/hr  in  the  AHT  and  14  mEq/hr  in 
e  HIT.    The  acid  output  was  significantly  lower  in  subjects 
th  different  grades  of  chronic  gastritis  and  showed  a  good 
rrelation  with  the  histological  severity  of  the  gastritis.    None 

the  patients  with  a  normal  mucosa  or  with  superficial  or 
Jderate  atrophic  gastritis  had  achlorhydria.    Among  patients 
th  severe  atrophic  gastritis,  achlorhydria  was  present  in  all  8 
bjects  given  the  AHT  and  in  15  out  of  18  subjects  given  the 
T.   One  patient  showed  achlorhydria  in  the  AHT  but  not  in 
;  HIT.    In  subjects  with  a  normal  gastric  mucosa,  the  acid 
tput  in  the  HIT  was  found  to  be  comparable  to  that  reported 
patients  from  Britain,  but  comparatively  lower  values  were 
served  in  the  AHT.    It  is  concluded  that  subjects  showing  an 
d  output  of  less  than  8  mEq/hr  in  the  AHT  and  less  than 

mEq/hr  on  the  HIT  are  probably  suffering  from  chronic 
tritis,  but  that  the  diagnosis  should  be  confirmed  by  biopsy. 

'  95Nb.LABELLED  ALBUMIN  FOR  THE  STUDY 

OF  GASTROINTESTINAL  ALBUMIN  LOSS 

/    Jeejeebhoy,  K.  N.  (Tata  Mem.  Hosp.,  Bombay  India) 
Jarnum,  B.  Singh,  G.  D.  Nadkarni  and  H.  Westergaard. 
'nd  J  Gastroent  3(5):449-457,  1968. 

'5Nb-albumin  which  contains  Uttle,  if  any,  denatured  protein 
i  prepared  and  studied  to  test  its  suitabiUty  for  the  detection 
gastrointestinal  protein  loss.    A  total  of  23  subjects  (18  con- 
Is  and  5  patients  with  protein-losing  enteropathy  of  varying 
•logy)  received  simultaneous  i.v.  injections  of  95Nb-albumin 

ii\-  or  125i.aibumin.    AU  5  patients  had  an  elevated 
ibohc  rate  of  131i.  or  125i.aibumin,  and  in  4  cases  gastro- 
istmal  protein  loss  was  demonstrated  by  means  of  51cr- 
imin  or  59Fe-labeled  iron  dextran.    95Nb-albumin  which  was 
itied  by  only  a  single  chromatographic  passage  disappeared 
n  the  plasma  at  a  much  higher  rate  than  ISll-albumin;  how- 
,  in  5  control  subjects  given  a  preparation  purified  twice  on 
EAE  column,  the  plasma  disappearance  curves  for  95Nb- 
min  and  131i-albumin  were  practicaUy  identical    Five 
ents  studied  with  fairly  satisfactory  95Nb-albumin  prepara- 
s  excreted  7-31%  of  the  injected  95Nb  in  the  stools  in  6 
"■   Their  gastrointestinal  95Nb  clearance  was  3-33%  of  the 
,ivascular  pool  per  day.   Of  the  4  patients  studied  with  both 
b-albumin  and  51cr-albumin  or  59Fe-labeled  iron  dextran 


one  was  within  the  normal  range  with  regard  to  fecal  95  Nb 
excretion,  but  the  gastrointestinal  clearance  of  all  3  test  sub- 
stances was  elevated  in  all.    The  urinary  excretion  of  95Nb 
Was  low  in  all  patients  compared  to  that  of  131i-  or  125i  in 
studies  with  radioiodine-labeled  albumin.    These  results,  con- 
firm those  of  preliminary  studies  in  which  it  was  shown  that 
95Nb-albumin  is  a  suitable  test  substance  for  detection  of  ab- 
normal gastrointestinal  protein  loss. 

198  THE  VALUE  OF  THE  LATERAL  STOOPING 

POSITION  IN  THE  DEMONSTRATION  OF  THE 
CARDIA  AND  FUNDUS  OF  THE  STOMACH.    (E.)    Ryan, 
M.  J.  (St.  Laurence's  Hosp.,  Dublin,  Ireland).  Brit  J  Radiol 
41(492):905-908,  1968. 

Five  illustrative  examples  (2  carcinomas,  1  malignant  ulcer,  1 
leiomyoma,  and  1  pseudo-filling-defect)  are  presented  in  which 
a  technique  utUizing  the  lateral  stooping  position  was  used  to 
provide  better  visualization  of  the  stomach  cardia  and  fundus, 
thereby  revealing  previously  unnoticed  or  misdiagnosed  lesion's. 
The  technique,  which  utilizes  the  conventional  barium  meal 
and  swallowed  air,  may  be  combined  with  gastric  air  insuffla- 
tion (an  effervescent  drink  or  aerosol  barium)  if  necessary,  and 
can  be  employed  in  most  patients  except  those  who  are  unable 
to  flex  the  spine. 

199  SUPERSELECTIVE  PANCREATIC  ANGIOGRA- 

PHY.   (E.)    Reuter,  S.  R.  (Dept.  Radiol.,  U. 
Michigan,  Ann  Arbor).   Radiology  92(l):74-85,  1969. 

In  76  of  99  patients  with  suspected  pancreatic  disease  examined 
by  combined  celiac-superior  mesenteric  angiography,  superselec- 
tive  catheterization  of  the  hepatic,  splenic,  gastroduodenal, 
dorasal  pancreatic,  or  inferior  pancreaticoduodenal  arteries'  was 
attempted  foUowing  the  combined  study.    Two  or  more  super- 
selective  studies  were  attempted  in  35  of  the  76  cases.    The 
combined  celiac-superior  mesenteric  study  was  performed  in  the 
standard  manner  with  2  thin-walled  Kifa  red  catheters  (1  into 
the  superior  mesenteric  artery  via  one  femoral  artery,  and  1  into 
the  ceUac  axis  via  the  other  femoral  artery).    Fifty-four  of  61 
attempts  at  hepatic  artery  catheterization  were  successful;  in  40 
of  these  54  cases,  gastroduodenal  artery  catheterization  was 
successful.    Twelve  of  18  attempts  to  catheterize  the  inferior 
pancreaticoduodenal  artery,  15  of  20  attempts  to  enter  the 
dorsal  pancreatic  artery,  and  24  of  25  attempts  to  enter  the 
splenic  artery  were  successful.    The  superselective  studies  added 
only  minimally  to  the  time  required  for  conventional  pancreatic 
angiography,  and  the  resulting  demonstration  of  arteries  in  and 
around  the  pancreas  was  better  than  that  obtained  by  combined 
ceUac-superior  mesenteric  angiography.   The  vessels  filled  better 
than  with  the  conventional  method,  and  were  visualized  free 
of  overlying  gastric  and  superior  mesenteric  artery  branches. 
The  results  of  this  study  indicate  that  adequate  super-selective 
pancreatic  angiography  requires  injection  of  both  the  gastro- 
duodenal and  splenic  arteries. 

200  STUDIES  IN  KERNICTERUS.    II.    THE  DETER- 

MINATION OF  THE  SATURATION  OF  SERUM 
ALBUMIN  WITH  BIURUBIN.    (E.)    Odell,  G.  B.  (Johns 
Hopkins  U.  Sch.  Med.,  Baltimore,  Md.),  S.  N.  Cohen  and  P  C 
KeUy.   /Pedwr  74(2):  214-230,  1969. 
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A  method  is  described  for  estimating  the  relative  concen- 
tration of  free  bilirubin  in  serum  by  measuring  the  saturation 
of  the  carrier,  albumin,  for  bilirubin.   The  technique  is  based 
on  the  change  in  optical  density  at  460  mM  of  the  dUuted 
serum  after  addition  of  a  standardized  amount  of  saUcylate, 
which  displaces  bilirubin  from  albumin.    The  change  in  optical 
density  at  460  m/i  was  calibrated  to  the  %  decrease  in  protem- 
bound  bilirubin  by  separating  and  chemicaUy  determining  the 
free  and  residual  protein-bound  bilirubin  in  model  sera.   When 
the  technique  was  applied  to  hyperbilirubinemic  sera  from  124 
neonatal  infants,  the  65  without  hemolytic  disease  showed  a 
direct  correlation  between  the  saturation  of  their  albumm  with 
bilirubin  and  the  bilirubin-protein  concentration  ratio  of  the 
serum.    Infants  with  hemolytic  disease  did  not  show  such  a  cor- 
relation untU  after  they  had  had  an  exchange  transfusion.    The 
determination  of  the  free  bilirubin  offers  a  more  precise  means 
of  selecting  infants  at  risk  to  bUirubin  encephalopathy. 


201  SERUM  7-GLUTAMYL  TRANSPEPTIDASE 

ACTIVITY  IN  INFECTIOUS  HEPATITIS.    (Cz.) 

Skalova,  E.  (Med.  Fac,  J.  E.  Purkinje  U.,  Brno,  Czechoslovakia) 
and  D.  Dimov.    Cesk  Gastroent  Vyz  22(6):411-416,  1968. 
The  activities  of  serum  7-glutamyl  transpeptidase,  SGOT,  SGPT, 
leucine  aminopeptidase,  and  alkaline  phosphatase  were  deter- 
mined in  49  patients  with  infectious  hepatitis.    The  increase  m 
7-glutamyl  transpeptidase  activity  was  comparable  to  that  of 
leucine  aminopeptidase  or  alkaline  phosphatase,  but  was  much 
less  than  that  of  SGPT  or  SGOT.    Jaundiced  patients  had  SGOT 
and  SGPT  activities  which  were  significantly  higher  than  those 
of  anicteric  patients.    In  contrast  to  SGOT  and  SGPT  activities, 
7-glutamyl  transpeptidase,  leucine  aminopeptidase,  and  alkaline 
phosphatase  activities  tended  to  be  highest  in  patients  with  mild 
hepatitis  and  lowest  in  those  with  severe  forms.   7-Glutamyl 
transpeptidase  activities  were  significantly  higher  than  normal  in 
patients  with  mUd,  moderately  severe,  and  severe  hepatitis  but 
there  was  no  significant  differences  between  these  3  groups. 
During  infectious  hepatitis,  7-glutamyl  transpeptidase  activities 
closely  paraUeled  those  of  leucine  aminopeptidase,  but  in  56% 
of  the  cases  it  differed  from  the  courses  of  SGOT  and  SGPT 
and  that  of  the  bilirubin  levels.   Corticosteroids,  given  to  8 
patients,  immediately  produced  further  increases  in  7-glutamyl 
transpeptidase  activity  in  all  5  cases  in  which  they  were  studied. 
These  findings  suggest  that,  during  hepatitis,  the  rate  of  the 
reaction  in  which  7-glutamyl  transpeptidase  takes  part  is  speeded 
up  Uver  ceUs  respond  by  synthesizing  more  enzyme,  and  ex- 
cess enzyme  spUls  over  into  the  blood.   Thus  the  increase  m 
7-glutamyl  transpeptidase  activity  is  related  to  regeneration  in 
the  liver  parenchyma. 
202  THE  DIAGNOSIS  OF  ACUTE  AND  ANICTERIC 

FORMS  OF  INFECTIOUS  HEPATITIS  WITH 
A  MICROMETHOD  FOR  DETERMINING  SERUM  AMINO- 
TRANSFERASE ACTIVITIES.   (Rus.j    Osherovich,  A.  M. 
(Munic.  Sanit.  Epidemiol.  Sta.,  Moscow,  USSR)  and  B.  I. 
MU'ner.   Z^  M/fcroftwZ  45(10):127-131,  1968. 
From  1963  to  1965,  a  modification  of  the  method  of  Wrightman 
and  Fraenkel  was  used  to  determine  alanine-ketoacid  amino- 
transferase activities  in  the  sera  from  38,000  chDdren  suspected 
of  having  infectious  hepatitis  and  their  contacts;  160  chUdren 
(4  2%)  had  activities  higher  than  15  units.    A  diagnosis  of  in- 
fectious hepatitis  was  confirmed  in  72.5%  of  the  936  hospital- 
ized ChUdren,  but  in  only  14  (4%)  of  the  375  children  who 


were  aUowed  to  remain  at  home.   This  is  attributed  to  poorer 
foUow-up,  making  it  more  difficult  to  diagnose  cases  which 
rapidly  became  asymptomatic  and  anicteric.    A  diagnosis  of  m- 
fectious  hepatitis  was  estabUshed  in  401  of  the  545  children 
hospitalized  only  on  the  basis  of  this  test.    Of  these,  14.2% 
had  jaundice,  34.4%  had  subsiding  hepatitis,  47.2%  had  anicteric 
forms,  2.2%  had  subclinical  forms,  and  2%  were  convalescing.     , 
Elevations  in  alanine-ketoacid  aminotransferase  activity  were 
not  specific  for  infectious  hepatitis.   False-positive  results  were 
obtained  on  80  healthy  chUdren;  34  with  upper  respiratory  m- 
fections,  chronic  tonsUlitis,  or  sore  throat;  17  with  parasitic 
infestations;  and  13  with  other  diseases. 

203  THE  IMPORTANCE  OF  ANGIOGRAPHY  IN 

ULCERATIVE  HEMORRHAGIC  RECTOCOLFTIS. 

(Fr.)    Hernandez,  C.  (Bichat  Hosp.,  Paris,  France),  J.  Boisson 
and  M.  Parturier-Albot.  Actmlites  Hepatogastroent  Hotel  Dieu 
4(4):A233-A248,  1968. 

On  the  basis  of  90  angiograms,  it  was  confirmed  that  the  char- 
acteristic signs  of  ulcerative  coUtis  consistently  include  thicken- 
ing of  the  walls  of  the  colon,  particularly  at  the  left  angle,  and 
the  early  appearance  of  venous  return;  in  addition,  there  is 
sometimes  a  reduction  in  the  number,  or  a  complete  absence, 
of  arterioles  which  originate  from  the  mesenteric  artery  m  af- 
fected areas  of  the  colon.    In  5  cases  lesions  were  found  en- 
doscopicaUy  and  histologicaUy  but  not  radiologicaUy.    In  3 
cases  radiological  signs  of  ulcerative  coUtis  were  found,  but  the 
rectum  remained  intact  and  endoscopic  examination  was  nega- 
tive   In  2  cases  endoscopic  and  radiological  findings  were  sug- 
gestive, but  angiography  had  to  be  used  to  confirm  the  diag- 
nosis   One  patient  had  a  rare  combination  of  ulcerative  hemor- 
rhagic rectocoUtis  and  a  small  rectal  cancer  which  appeared  to 
have  preceded  it. 


204  TRANSUMBILICAL  PORTAL  CATHETERIZA- 

TION.   (Fr.)    Hefti,  M.  L.  (Med.  Clin.,  U.  Zurich, 
Switzerland)  and  W.  Wirth.  Actmlites  Hepatogastroent  Hotel 
Dieu  4(4):B127-B137,  1968. 

During  1966-67,  transumbilical  portal  catheterization  was  per- 
formed successfuUy  on  10  of  24  patients  (8  with  cirrhosis,  8 
with  hepatic  metastases,  and  8  with  hepatomegaly  and  suspicion 
of  metastases).   FaUures  were  due  to  inabUity  to  locate  the 
round  ligament  of  the  Uver  (4  cases),  perforation  of  the  round 
ligament  (3  cases),  complete  puncture  of  the  left  branch  of  the 
portal  vein  (1  case),  small  diameter  or  tapering  of  the  round 
ligament  (6  cases),  and  metastasis  or  regenerative  nodule  in  the 
round  ligament  (2  cases).    Complications  included  2  episodes 
of  mUd  bleeding,  2  mUd  venous  hemorrhages  in  the  falciform 
ligament  of  the  Uver,  and  7  accidental  perforations  of  the 
peritoneal  cavity.    The  technique  and  some  of  its  uses  are 
described  in  detaU. 

205  CURRENT  STATUS  OF  DUAL-CHANNEL 

PANCREAS  SCANNING.    (E.)   Fink,  S.  (VA 
Hosp.,  Hines,  lU.),  M.  Ben-Porath,  B.  Jacobson,  G.  D.  Clayton 
and  E.  Kaplan.   JNuclMed  10(2):78-82,  1969. 
The  dual-channel  scanning  technique  was  appUed  to  the  diag- 
nosis of  pancreatic  disease  in  109  adult  male  patients,  35-76  yi 
old  including  36  normal  controls,  10  with  pancreatic  carcmom 
19  with  chronic  pancreatitis,  17  with  Laennec's  cirrhosis,  8 
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with  acute  recurrent  pancreatitis,  one  with  a  massive  intra- 
peritoneal hematoma,  and  18  with  unconfirmed  diagnoses.   One 
fir  after  breakfast  each  patient  received  100  fiC  of  198Au-coIloid 
md  250  flC  of  ''^Se-selenomethionine  i.v.    Subtraction  of  the 
\u  counts  when  the  two  counts  were  made  equal  over  the  liver 
!liminated  the  readings  from  this  organ.    The  normal  and  path- 
)logical  scans  were  distinguished  on  the  basis  of  the  anatomical 
»nfigurations  of  the  liver,  pancreas  and  spleen  (when  present), 
he  presence  of  absence  of  diffuse  or  focal  defects  in  the  Uver  ' 
nd  pancreas,  and  the  relative  level  of  75 se  visualized  outside 
hese  organs.    The  pancreas  and  liver  were  consistently  visual- 
2ed  ("normal"  scan)  in  31  of  36  controls  (4  showed  a  "pan- 
reatitic"  scan)  and  16  of  the  73  others  (including  4  of  8  with 
cute  pancreatitis).    Scans  of  8  of  10  patients  with  carcinoma 
lowed  "cold"  areas  in  the  gland,  as  did  3  of  17  cases  of  cir- 
losis.    In  12  of  19  patients  with  chronic  and  4  of  8  with  acute 
ancreatitis,  scans  differed  greatly  from  those  of  normal  subjects, 
ypical  "cirrhotic"  scans  were  obtained  in  10  of  17  patients 
ith  cirrhosis,  1  case  of  chronic  pancreatitis  and  1  control 
ith  the  exception  of  visualization  of  the  spleen,  scans  similar 
>  those  in  carcinoma  of  the  pancreas  were  obtained  in  patients 
ith  cirrhosis.    The  need  for  caution  in  interpreting  pancreatic 
ans  is  stressed. 

)6  SERUM  AMYLASES,  ISOENZYMES,  AND 

PANCREATITIS.    I.    EFFECT  OF  SUBSTRATE 
VRIATION.   (E.J    Meites,  S.  (Dept.  Pediat.,  Ohio  State  U. 
>U.  Med.,  Columbus)  and  S.  Rogols.   Clin  Chem  14(12)1176- 
84,  1968. 

len  4  different  plant  starches  were  used  in  Searcy's  sac- 
arogenic  ultramicromethod  to  study  human  amylase  activity 
normal  serum  and  urine,  "pancreatitis"  serum,  secretin- 
mulated  duodenal  fluid,  saliva  and  pancreatic  extract,  the 
e  of  digestion  was  found  to  be  dependent  on  the  stanch 
3cted  as  the  substrate.    Suspensions  (1  g/100  ml  phosphate- 
me  buffer)  of  waxy  maize,  high-amylase  corn,  potato  and 
n  starches  were  prepared  after  lintnerization.    Digestion  of 
i-cy  maize  starch  was  generally  most  rapid.    Normal  serum 
lie  and  saliva  digested  potato  starch  more  rapidly  than  corn 
Ich,  while  pancreatitis  serum,  duodenal  fluid,  and  pancreatic 
:ract  digested  corn  starch  more  rapidly  than  potato  starch. 
';  results  suggest  that  the  amylases  studied  are  organ-specific 
I  that  plant  starches  might  be  used  to  distinguish  between 
m  for  diagnostic  purposes. 


I  USE  OF  VITAL  DYES  IN  THE  EVALUATION 
OF  THE  BLOOD  SUPPLY  OF  THE  COLON 

II  Myers,  M.  B.  (Louisiana  State  U.  Sch.  Med.,  New  Orleans) 
G.  Cheny.   Surg  Gynec  Obstet  128(1):97-102,  1969. 

'!  reliabihty  of  patent  blue  V  or  fluorescein  in  determining 
t  viabiUty  of  devascularized  segments  of  the  colon  was  in- 
iigated  m  23  dogs  simulating  3  different  clinical  situations 
'  in  10  human  patients  undergoing  colonic  operations    The 
rnal  experiments  clearly  showed  that  aU  fuUy-stamed  intes- 
>  segments  survived;  however,  in  some  cases,  unstained  or 
'lally-stamed  colon  also  survived.    When  the  intestine  was 
Eiscularized  by  dividing  the  central  vessels,  the  mesenteric 
»ukr  arcade  being  left  intact  (simulating  aortic  resection 
"  ligation  of  the  inferior  mesenteric  artery  at  its  origin) 
"potential  for  revascularization  was  great  and  the  dye  test 
•not  reliable.   When  the  mesenteric  vessels  were  completely 


severed  to  simulate  some  forms  of  mesenteric  trauma  the 
method  was  more  accurate  but  in  most  cases,  2.5  cm' more 
intestme  survived  than  the  test  predicted.    In  6  dogs  with 
a  5-cm  segment  of  devascularized  colon  plus  an  anastomosis, 
the  demand  for  blood  was  greater  and  only  intestine  which  ' 
showed  fuU  staining  survived.    Microscopic  sections  confirmed 
the  gross  observations.    Postmortem  angiograms  revealed  vessels 
extending  far  into  the  devascularized  intestine,  indicating  that 
although  nonfunctional  during  life,  exceUent  potential  collateral 
cuculation  existed.    In  the  cUnical  cases,  fluorescein  was  used 
and  the  resuUs  were  accurate  in  aU  10  patients;  only  intestine 
showmg  good  fluorescence  survived.    The  distribution  of  fluor- 
escem  m  the  human  colon  and  ileum  (average  of  1.5  cm  beyond 
the  divided  mesentery)  indicates  that  the  functional  intramural 
blood  supply  in  man  is  less  than  in  the  dog. 

208  ARTERIAL  PATTERNS  OF  PANCREATIC 

LESIONS.   (E.)    Bierman,  H.  R.  (Cedars-Sinai 
Med.  ar.,  Los  Angeles,  Calif.),  D.  E.  Zion,  H.  J.  Stulberg 
and  E.  L.  Silberman.  Angiology  20(1):  13-21,  1969. 

Four  conventional  approaches  to  pancreatic  angiography 
(aortography,  selective  superior  mesenteric  and  celiac  arteriog- 
raphy, selective  gastroduodenal  arteriography,  and  pharmaco- 
angiography of  the  celiac  artery  and  its  branches)  are  briefly 
reviewed  and  the  authors'  experience  with  pharmacoangiography 
usmg  sodium  nitroprusside  is  presented.    Administration  of  10- 
40  mg  of  sodium  nitroprusside  i.a.  within  30-60  sec  produces 
selective  venous  stasis  in  the  area  of  unmediate  infusion,  with 
a  transient  hypotensive  effect.    Increased  opacification  and 
even  filling  of  the  smaller  arteries  is  apparent  during  the  arterial 
phase.    The  arcades  to  the  gastrointestinal  viscera  are  markedly 
mcreased  in  fine  detail.    As  expected,  there  is  increased  arterial 
vascularization  of  neoplastic  lesions  within  the  Uver,  pancreas 
and  contiguous  areas,  although  capillary  filling  cannot  be  ob- 
served in  fine  detail.    The  extraordinary  visuaUzation  of  vessels 
m  the  gastroduodenal  mucosa  and  increasingly  opacified  areas 
within  the  pancreatic  parenchyma  suggest  that  very  smaU  lesions 
and  distortions  of  the  normal  pattern  should  be  discernible  by 
this  technique.    Venous  opacification  is  markedly  delayed  5-10 
sec  after  administration  of  nitroprusside.    Additional  refinements, 
such  as  a  pressure-sensing  device  at  the  catheter  tip  to  monitor 
peripheral  hypotension,  and  visual  recording  to  help  select  the 
pressure  nadir  more  precisely,  would  increase  the  usefuhiess  of 
pharmacoangiography  as  a  diagnostic  tool. 

209  RENAL  EXCRETION  OF  AMYLASE  AND 

LIPASE  BY  DOGS.    (E.)    Eto,  K.  (Hahnemann 
Med.  CoU.,  Philadelphia,  Pa.),  F.  W.  Paicent,  H.  E.  Appert  and 
J.  M.  Howard.   Arch  Surg  98(2):241-244,  1969. 
The  relation  between  serum  concentration  and  urinary  output 
of  amylase  and  Upase  was  investigated  in  12  dogs  by  determin- 
mg  the  renal  clearance  of  these  enzymes  in  the  normal  animal 
and  again  after  pancreatic  duct  Ugation,  i.v.  infusion  of  pan- 
creatic juice  or  pancreatectomy.    The  mean  amylase  clearance 
for  normal  dogs  (0.50  ml/min)  was  very  similar  to  that  observed 
m  humans.    Lipase  cleared  at  higher  rates  (9.2  ml/min),  suggest- 
ing a  considerably  lower  molecular  weight.    FoUowing  hgation 
of  the  pancreatic  duct,  serum  amylase  and  lipase  levels  rose  1-4 
weeks  postoperatively  and  then  fell,  while  urinary  enzyme  output 
remained  relatively  unchanged.   Thus,  the  apparent  clearance 
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rates  of  both  enzymes  were  lower  than  normal.    After  i.v.  in- 
fusion of  a  1:1  mixture  of  pancreatic  juice  and  creatinine-p- 
aminohippurate,  serum  amylase  increased  4-fold  and  serum  Upase 
increased  6-fold,  but  the  urinary  clearance  rates  for  both  en- 
zymes decreased  since  total  urinary  enzyme  output  remained 
constant  or  increased  only  moderately.    Pancreatectomy  re- 
sulted in  decreased  serum  concentrations  of  both  enzymes  and 
decreased  urinary  enzyme  output.    The  extreme  variabiUty  of 
the  renal  clearance  values  indicates  that  these  enzymes  are  not 
actuaUy  filtered  by  the  kidney  in  proportion  to  the  serum  con- 
centrations.   Measuring  renal  clearance  rates  of  amylase  and 
Upase  therefore  would  not  contribute  significantly  to  the  diag- 
nosis of  human  pancreatic  disease.   The  enzyme  activity  present 
in  the  serum  after  pancreatic  atrophy  or  pancreatectomy  sug- 
gests an  extrapancreatic  source  of  amylase  and  lipase. 


210  OPERATIVE  CHOLECYSTOCHOLANGIOGRAPHY 

(E.j    Goldman,  L.  I.  (Temple  U.  Hlth.  Sci.  Qr., 
Philadelphia,  Pa.),  M.  Weinberger,  D.  A.  DeLaurentis  and  W.  E. 
Burnett.   Surg  Gynec  Obstet  128{2):279-282,  1969. 
Primary  operative  cholecystocholangiography  was  evaluated  in 
96  patients  (24  males  and  72  females;  average  age  50  yr)  who 
underwent  elective  cholecystectomy  for  cholelithiasis.    Patients 
with  acute  cholecystitis,  active  jaundice  or  acute  pancreatitis 
were  excluded.    Satisfactory  opacification  was  achieved  in  87% 
of  the  patients,  and  no  morbidity  or  mortaUty  was  attributable 
to  the  procedure.    Radiographic  indications  for  common  duct 
exploration  correlated  well  with  actual  stone  retrieval,  and  filling 
defects  were  the  only  indication  for  duct  exploration  in  2 
patients  in  whom  stones  were  retrieved.   There  was  one  false- 
negative  possibly  due  to  the  minute  size  of  the  calculi.    In  no 
case  were  stones  expeUed  into  the  bile  duct  through  manipulation 
of  the  gaUbladder  during  expression  of  the  contrast  medium. 
Follow-up  examination  (3  months-7  yr)  has  shown  no  known 
instances  of  retained  or  recurrent  common  duct  stones. 

211  THE  IMPORTANCE  OF  DETERMINING  CIR- 

CULATING ANTILIVER  ANTIBODIES  IN  THE 
CHARACTERIZATION  OF  THE  ACTIVITY  OF  CHRONIC 
HEPATITIS  AND  HEPATIC  CIRRHOSIS.   (Rus.)    Nogaller, 
A.  M.  (Astrakhan  Med.  Inst.,  USSR)  and  G.  M.  Smoliakova. 
TerArkh  40(10):62-66,  1968. 

The  results  of  tests  for  serum  alanine  and  aspaiagine  trans- 
aminases, C-reactive  protein,  sialic  acid,  and  serum  protein  frac- 
tions and  the  thymol,  calomel,  and  cadmium  tests  were  com- 
pared with  the  clinical  signs  and  results  of  Steffen's  reaction 
for  serum  antiliver  antibodies  in  79  patients  with  chrome 
hepatitis  and  101  with  cirrhosis  (HI  men,  69  women).    Positive 
Steffen's  reactions  were  seen  in  29%  of  the  patients  with 
chronic  hepatitis  and  65%  of  those  with  cirrhosis.    Positive  tests 
occuned  most  frequently  in  patients  with  postnecrotic  cmrhosis. 
Steffen's  reaction  was  positive  in  87%  of  the  patients  with  clm- 
ical  biochemical,  and  histological  signs  of  active  liver  disease. 
Antiliver  antibody  titers  decreased  in  only  7  patients  durmg 
treatment  with  glucocorticoids  and  anaboUc  hormones,  vitamms, 
antibiotics,  diuretics,  and  other  agents.    In  most  cases  the  anti- 
body titer  remained  the  same  after  treatment,  indicatmg  that 
the  disease  was  progressive  in  nature.    Steffen's  test  is  not 
strictly  specific:    antiliver  antibodies  were  also  found  m  a  very 
small  percentage  of  patients  with  rheumatic  heart  disease  and 
myocardial  infarction. 


212  MUST  POSTOPERATIVE  VISUALIZATION  OF 

THE  BILIARY  TRACT  WITH  CONTRAST 
MEDIUM  BE  DONE  BY  RADIOMANOMETRY?    (Ger.) 
Mattig,  H.  (St.  Georg  Distr.  Hosp.,  Leipzig,  Germany).   Zbl 
C/2ir  93(32):  1107-1120,  1968. 

Results  obtained  by  postoperative  radiomanometry,  mostly 
with  image  intensification  on  a  TV  circuit  with  or  without 
flow  measurements,  on  150  patients  who  had  undergone  chole- 
dochotomy  and  in  whom  T-drains  had  been  inserted  are  com- 
pared with  those  in  220  patients  examined  by  T-tube  cholang- 
iography    Subjective  symptoms  and  fever  occurred  more  fre- 
quently with  T-tube  cholangiography.   The  pancreatic  duct  was 
completely  or  partially  visualized  in  45  (30%)  of  the  150 
patients  examined  by  radiomanometry,  particularly  at  higher 
pressures  (30-40  cm  contrast  medium),  but  m  only  31  (14%) 
of  the  220  examined  by  T-tube  cholangiography.    Radiomano- 
metry is  preferred  to  T-tube  cholangiography,  not  only  because 
it  is  better  tolerated  and  reduces  the  risk  of  damage  to  the 
bihary  tract,  Uver,  and  pancreas,  but  because  it  ensures  better 
visualization  of  the  major  duodenal  papilla.   The  technique  and 
prerequisites  for  this  procedure  are  described  m  detaU. 

213  THE  SEDIMENTATION  OF  PERCHLORATE- 

SOLUBLE  MUCOPROTEINS  FROM  PATIENTS 
WITH  OBSTRUCTIVE  JAUNDICE.    (It.)    Monosi,  V.  (San 
Giuseppe  da  Copertino  Munic.  Hosp.,  Copertino,  Italy).    Osped 
Ital  Chir  I9{2):m-U3,  1968. 


The  method  of  Malfatti  et  al.  was  used  to  determine  the  serum 
mucoproteins  in  26  patients,  aged  25-84  yr,  with  different 
forms  of  obstructive  jaundice.   These  included  5  with  acute 
icteric  hepatitis,  12  with  cholelithiasis  and  choledochoUthiasis, 
and  9  with  mahgnant  neoplasms  of  the  Uver  or  bihary  tract. 
The  largest  amounts  of  precipitate  were  obtained  m  sera  from 
patients  with  maUgnant  neoplasms  compUcated  by  obstructive 
jaundice    Somewhat  smaller  amounts  were  obtamed  from 
patients  with  bUiary  tract  disease  compUcated  by  cholangitis. 
Normal,  or  smaUer  than  normal,  amounts  were  found  in  sera 
from  patients  with  gaUstones  and  acute  icteric  hepatitis. 

214  IMPROVED  PORTOGRAPHY  BY  DELAYED 

POSTEPINEPHRINE  CELIAC  AND  MESENTERIC 
ARTERIOGRAPHY.    (E.)    Kahn,  P.  C.  (New  England  Med.  Ctr 
Hosp.,  Boston,  Mass.),  J.  F.  O'Halloran  and  R.  E.  Paul  Jr. 
Radiology  92(1): 86-89,  1969. 

A  technique  for  improved  visuaUzation  of  the  portal  circulation 
as  weU  as  of  the  Uver  and  spleen  parenchyma,  is  descnbed  m 
which  arteriography  is  performed  7-10  min  after  infusion  of 
epinephrine  (16-24  ml  of  solution  containing  1  pg  epmephrme/ 
saUne)  into  the  ceUac  axis  or  superior  mesenteric  artery.    Clin- 
ical appUcation  in  over  90  cases  has  indicated  that  this  tech- 
nique is  reliable  and  simpler  than  others  which  have  been  pro- 
posed    Displacement,  invasion  and  occlusion  due  to  tumors 
could  be  demonstrated.    In  nearly  every  case  of  marked  portal 
hypertension,  adequate  visuaUzation  of  the  portal  circulation  w 
achieved,  and  the  density  of  the  portal  venous  system  otten 
almost  equalled  that  of  a  direct  splenoportogram.    Portal 
flow  was  accelerated,  no  consistent  changes  m  the  size  ol  ar- 
teries or  veins  were  observed,  and  increased  opacificationot 
the  cystic  arteries  and  gaUbladder  waU  frequently  occurred. 
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rhe  spleen  was  reduced  in  length  by  an  average  of  1  cm.    The 
:echnique  can  be  combined  with  other  procedures  such  as  se- 
ective  splenic  artery  injection,  dual  catheters,  or  large-volume 
uperior  mesenteric  arteriography. 

15  SERUM  ALPHA-FETO-PROTEIN.   I.    IMMUNO- 

DIFFUSION AND  IMMUNOASSAY  RESULTS 
N  CASES  OF  PRIMARY  CANCER  OF  THE  LIVER.    (E.) 
■urves,  L.  R.  (South  African  Inst.  Med.  Res.,  Johannesburg), 
1.  Macnab  and  I.  Bersohn.   S  Afr  Med  J  42{42)- 1 1 38-1141 ' 
968. 

1  a  series  of  130  male  Africans  with  autopsy-  or  biopsy-con- 
rmed  liver  cancer,  Ouchterlony  immunodiffusion  and  quanti- 
itive  immunoassay  techniques  revealed  a-feto-protein  in  the 
!ra  of  96  and  102  patients,  resp.;  sera  were  analyzed  on  ad- 
ission  and  at  regular  intervals  thereafter  until  discharge  or 
;ath.    Values  ranged  from  0.1  to  710  mg/100  ml,  with  a  mean 
Jue  of  39.2  mg/100  ml  for  the  first  analysis.    There  was  a 
>nstant  increase  of  about  65%  from  the  first  analysis  to  the 
5t  (mean  interval  2.4  months)  irrespective  of  the  initial  value 
lese  results  suggest  either  a  feedback  control  mechanism,  the 
ttmg  of  which  is  unique  for  every  patient,  or  a  state  of  equi- 
■rium,  with  tumor  necrosis  and  fibrosis  balancing  new  tumor 
3wth  so  that  serum  a-feto-protein  levels  remain  fairly  con- 
mt  despite  tumor  size.    By  concentrating  the  sera  of  some 
tients,  diluting  the  antiserum,  and  prolonging  the  diffusion 
le.  It  was  possible  to  detect  values  between  0.1  and  1.0 
;/100  ml  and  thus  increase  the  proportion  of  positive  results 
false  positives  were  observed  among  86  controls  with  tuber- 
osis,  schistosomiasis  or  cirrhosis.    The  development  of  a  more 
isitive  assay  would  decrease  the  number  of  negative  results 
t  might  also  create  difficulties  with  immunological  cross-re- 
ions. 

6  EXPERIENCE  WITH  AND  TECHNIQUE  FOR 

PUNCH  BIOPSY  OF  THE  LIVER  IN  A  NEURO- 
'GICAL  HOSPITAL.    (Rus.)    Ivanova-Smolenskaia,  I   A  (Inst 
urol.,  Acad.  Med.  Sci.  USSR,  Moscow),  N.  I.  Levchenko  and 
'  V.  Chernigovskaia.   Zh  Nevropat  Psikhiat  Korsakov  68(12)- 
)6-1809,  1968. 

:;  Menghini  needle  was  used  to  perform  44  liver  biopsies  on 
patients  with  multiple  sclerosis  and  24  with  "hepatocerebral 
trophy".    Preparations  for  biopsy  included:    1)  sedation;  2) 
(imistration  of  menadione  sodium  bisulfite  i.m.  and  calcium 
I  donate,  ascorbic  acid,  and  rutin  oraUy  for  several  days  before- 
;leansmg  of  the  intestines;  and  4)  X-ray  survey  of  the  ab- 
nen  with  the  patient  on  his  back  and  left  side.    Biopsies  were 
'  made  if  the  patient  had  1)  diffuse  hyperkinesia,  2)  a  psy- 
tsis,  3)  clinical  symptoms  of  a  hemorrhagic  syndrome,  platelet 
•tits  less  than  25%  of  normal,  or  prothrombin  lower  than  70% 
I'ronounced  meteorism,  or  5)  fever.    None  of  these  patients    ' 
Biloped  any  complications. 

■l  THE  VALUE  OF  AND  INDICATIONS  FOR 

iT^.  FIBROGASTROSCOPY:    STUDY  OF  A  FIRST 

I;  ES  OF  200  EXAMINATIONS.    (Fr.)    Chappell^rt  P 
-mssais  Hosp.,  Paris,  France).   Sem  Hop  Paris  44(74): 3383- 

"00  gastroscopic  examinations,  60  were  performed  sys- 
■  iticaUy  45  to  elucidate  a  doubtful  radiological  image   32 
•j3nfirm  the  nature  of  an  established  lesion,  and  45  to  study 


abnormalities  found  in  the  antrum.    When  used  systematically, 
results  were  positive  in  20  cases  (30%),  negative  in  30  (50%),  ' 
and  doubtful  in  10  (15%).    Positive  results  include  7  cases  in 
which  lesions  were  not  detected  radiologically  and  13  cases  of 
gastritis.   When  used  to  elucidate  a  doubtful  radiological  diag- 
nosis, results  were  negative  in  18  cases,  positive  in  9,  and  doubt- 
ful in  7.    A  functional  anomaly  of  the  antrum  or  gastritis 
was  found  in  the  remaining  11  cases.    When  used  to  confirm 
the  nature  of  a  lesion  detected  radiologically,  agreement  was 
obtained  in  26  cases,  the  diagnosis  was  changed  in  1  case,  and 
doubtful  results  were  obtained  in  5.    When  used  to  elucidate 
abnormalities  in  the  antrum,  fibrogastroscopy  gave  negative  re- 
sults in  12  cases,  confirmed  the  presence  of  an  organic  lesion 
in  10,  and  gave  no  clear-cut  results  in  2.    Functional  anomalies 
of  the  antrum  were  found  in  21  of  these  cases.    Antral  anom- 
alies were  found  in  30  (15%)  of  the  total  number  of  patients. 

218  INFUSION  CHOLANGIOGRAPHY.    (Cz.) 

Horak,  J.  (Cent.  Milit.  Hosp.,  Prague-Stre&vice, 
Czechoslovakia).    Cesfc /?ac?/o/ 21(6):  361-365,  1968. 
A  modified  technique  for  infusion  cholangiography  is  described 
which  involves  infusion  of  250  ml  of  a  5%  glucose  solution,  60 
ml  Biligrafin  forte  (iodipamide  sodium)  and  10  ml  Celaskon  over 
a  period  of  1  hr  and  i.m.  injection  of  1  ml  pethidine.    Exposures 
are  taken  at  15-min  intervals  for  60  or  90  min.    Results  of  in- 
fusion cholangiography  on  50  patients  were  compared  with 
those  obtained  by  routine  i.v.  cholangiography  on  50  other 
patients.    With  i.v.  cholangiography  the  gaUbladder  filled  in  28% 
of  the  cases  and  the  biliary  tract  in  64%,  whUe  with  infusion 
cholangiography  these  figures  were  55%  and  82%,  resp.    The 
contrast  medium  was  better  tolerated  in  infusion  cholangiography, 
but  2  patients  did  develop  complications.    About  15  min  from 
the  time  infusion  was  begun,  a  56-yr-old  man  developed  epi- 
gastric pain,  nausea,  moderate  cyanosis  and  tachycardia.    He 
responded  rapidly  to  treatment  with  10  ml  thenalidine,  2  doses 
of  100  mg  hydrocortisone  15  min  apart,  0.5  mg  atropine  and 
mhalation  of  O2.    After  infusion  of  about  20  ml  of  contrast 
medium,  a  51-yr-old  woman  became  very  flushed  in  the  face 
and  developed  moderate  edema  of  the  eyelids  and  ears,  a  few 
pimples  on  the  back,  and  a  headache.    She  responded  quickly 
to  100  mg  cortisone  and  10  ml  thenalidine.    The  patient  later 
told  of  a  similar  experience  with  i.v.  cholangiography.    Another 
3  patients  developed  urticaria,  but  they  responded  to  adminis- 
tration of  thenalidine  and  it  was  not  necessary  to  discontinue 
the  infusion. 

219  EXPERIMENTAL  AND  CLINICAL  STUDIES  OF 

PERCUTANEOUS  SPLENOPORTOGRAPHY 
(ON  THE  INDICATIONS  FOR  OPERATIVE  INTERVENTION 
FOR  MALIGNANT  TUMORS  IN  THE  UPPER  ABDOMEN) 

^erf/20(l):89-116,  1968. 

Percutaneous  splenoportography  was  performed  prior  to  surgery 
m  108  patients  with  mahgnant  tumors  of  the  upper  abdomen 
in  order  to  determine  whether  operability  could  be  based  on 
this  exammation.    Prior  studies  were  performed  on  dogs  to 
perfect  the  technique,  with  special  regard  to  the  significance 
of  normal  variations  and  the  effects  of  mechanical  pressure  on 
the  sp  emc  and  portal  veins.    In  patients  with  gastric  carcinoma 
radical  resection  was  deemed  possible  if  the  splenoportogram     ' 
showed  no  abnormalities  or  only  mild  degrees  of  stricture  or 
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simple  reflux.   With  moderate  degrees  of  stricture  or  constric- 
tive kinking  of  the  portal  or  splenic  veins,  resectabUity  was 
dependent  on  the  area  of  the  radiographic  changes.    Radical 
resection  was  possible  with  changes  Umited  to  the  tail  of  the 
pancreas,  but  was  not  possible  in  cases  of  broad  stricture, 
infdtrative  stricture,  or  extensive  coUateral  circulation.    In 
patients  with  pancreatic  carcinoma,  resection  was  usually  poss- 
ible with  mild  to  moderate  degrees  of  pressure  stricture,  but 
was  not  possible  in  the  presence  of  more  advanced  changes. 
Radical  resection  in  patients  with  biliary  tract  carcinoma  was 
possible  only  when  the  stricture  was  still  mUd  in  degree.   Diffi- 
culty was  encountered  in  determining  the  resectability  ot  car- 
cinoma of  the  Uver  (both  primary  and  metastatic)  due  to  the 
infrequent  changes  in  the  splenoportogram  even  with  large  m- 
trahepatic  masses. 


220  STUDIES  ON  INTESTINAL  DIGESTION  OF 

STARCH  IN  MAN.    III.   THE  ABSORPTION 
COEFFICIENT  OF  STARCH  IN  INFANTS  AND  CHILDREN. 

(E.)    Auricchio,S.  (Inst.  ChUd  Welfare  U.Naples,  Italy),  F. 
Ciccimarra,  A.  Rubino  and  A.  Prader.   Enzym  Biol  Clin  (Basel) 
9(5):321-337,  1968. 

A  method  is  described  for  the  assay  of  starches  in  food  and 
feces  based  on  the  hydrolysis  of  the  starch  by  RMzopus  delemar 
glucoamylase  (Sumizyme).    The  method  was  apphed  to  the  de- 
Lmination  of  the  absorption  coefficient  of  starch  m  normal 
diseased  chUdren  (pancreatic  fibrosis  and  cehac  disease).    Corn^ 
pared  to  other  methods  for  starch  assay,  the  Sumizyme  method 
is  both  simpler  to  perform  and  more  specific  since  Sumizyme 
has  no  lactase  activity  and  very  low  sucrase  activity.    Studies 
on  5  normal  infants  at  4,  5  and  7  months  of  age  and    7  normal 
ChUdren  14-28  months  old  indicated  that  the  mtestmal  digestion 
of  starch  is  very  efficient.    DaUy  fecal  starch  and  glucose  excre- 
tions higher  than  700  mg  and  140  mg,  resp.,  and  an  absorption 
coefficient  for  starch  below  99%  in  1-2  yr  old  children  can  be 
regarded  as  abnormal.    In  some  cases  of  pancreatic  fibrosis  and 
ceUac  disease,  starch  malabsorption  was  observed.    A  severe  d^ 
ficiency  of  pancreatic  amylase  appeared  to  be  necessary  however, 
to  cause  severe  starch  malabsorption.    No  conelation  between 
fecal  starch  and  fat  excretion  was  found  in  either  pancreatic 
fibrosis  or  celiac  disease. 

221  INTRAMUSCULAR  PENTAGASTRIN  COM- 

PARED WITH  OTHER  STIMULI  AS  TESTS 
OF  GASTRIC  SECRETION:    A  MULTICENTRE  STUDY. 

(Ei    Forrest,  A.  P.  M.  (Med.  Sch.,  U.  Cardiff,  Wales),  J.  R. 
Kukpatrick  J.  H.  Lawrie,  G.  GiUespie,  I.  E.  GUlespie,  V.  I. 
MccSker,  k.  T.  Debas,  A.  Cox,  J.  H.  Goudie,  R.  B.  Welbourn, 
I  D   A.  Johnston,  J.  Spivey,  C.  W.  Venables,  R.  W.  G.  Johnson, 
E  Boutchardt,  D.  Johnston,  K.  Jepson,  J.  Lari  and  H.  L.  Duthie 
Lancet  1(7590):  341-343,  1969. 

Each  of  204  men  had  2  tests  of  gastric  secretion,  one  with 
pentagastrin  i.m.  (6  lUg/kg)  and  another  with  one  of  the  follow- 
ing:   histamine  s.c.  (40  JUg/kg),  histamine  i.v.  (40  Mg/kg/hr) 
'Histalog'  s.c.  (2  /Lig/kg),  pentagastrin  s.c.  (6  /Jg/kg),  or  penta- 
gastrin i.v.  (6  jug/kg/hr).    Gastric  secretions  were  aspirated  via 
nasogastric  tube  after  an  overnight  fast,  over  various  time  in- 
tervals and  the  volume  and  acid  content  of  each  sample  were 
measured.    The  correlation  coefficients  between  paired  tests 
with  i.m.  pentagastrin  and  the  other  stimulants  were  aU  sig- 
nificantly different  from  zero  (p  O.OOl).    The  lowest  (0.66) 


being  obtained  with  histamine  s.c.  and  the  highest  (0.87)  with 
histamine  i.v.    The  mean  acid  outputs  with  pentagastrm  i.m. 
were  slightly  lower  than  in  the  corresponding  standard  tests, 
since  the  peak  acid  output  with  pentagastrin  i.m.  was  not 
achieved  in  10-30  min  but  in  20-40  min  (in  22  of  85  subjects 
tested)    The  mean  difference  between  the  10-30  min  output 
and  the  peak  output  with  pentagastrin  i.m.  was  0.9  mEq/hr. 
No  side  effects  were  seen  with  pentagastrin  i.m.  or  i.v.   The 
short  (30  min)  i.m.  pentagastrin  test  is  an  adequate  method  for 
the  diagnosis  of  achlorhydria  and  discrimmation  between  high 
and  low  acid  secretors. 

222  COMPARISON  OF  THE  DIAGNOSTIC  AC- 

CURACY  OF  LIVER  SCANS,  LIVER  FUNCTION 
TESTS  AND  LIVER  BIOPSIES.   (E.)    Ferrante,  W.  A.  (Ochsner 
Qin.,  New  Orleans,  La.)  and  W.  S.  Maxfield.   Southern  Med  J 
61(l'2):1255-1263,  1968. 

The  diagnostic  accuracy  of  the  hepatic  scan  was  con^pared  with 
that  of  individual  Uver  function  tests,  a  "battery    of  hver  func- 
tion tests  and  percutaneous  needle  biopsy  in  14  normal  subjects 
and  86  patients  with  histologicaUy  proven  hepatic  disease 
(cirrhosis  in  32,  metastatic  cancer  in  25,  hepatic  abscess  m  11, 
hepatoma  in  9,  hepatitis  in  3,  amyloidosis  in  1,  and  granulomat- 
ous hepatic  disease  in  5).    The  single  most  accurate  diagnostic 
test  was  biopsy  (92%  diagnostic  accuracy  with  only  4  ot  50 
false  negative  results).    The  accuracy  of  scintUlation  scamimg 
for  detection  of  hepatic  disease  (90%  in  100  cases  with  5  false 
positives  and  5  false  negatives)  was  greater  than  that  of  the  BSP 
(79%)   SGOT  (76%)  or  alkaUne  phosphatase  (73%),  whUe  its 
accuracy  in  indicating  the  specific  type  of  disease  was  71%. 
Most  of  the  errors  with  the  liver  function  tests  were  false  nega- 
tive results.    Of  77  patients  who  had  a  "battery"  of  liver  func- 
tion tests,  the  diagnostic  accuracy  (90%)  was  comparable  to 
that  of  biopsy  (93%)  and  greater  than  that  of  scanmng  (78%). 
In  diffuse  disease  of  the  Uver  scanning  was  much  less  accurate 
(73%)  than  biopsy  (100%)  or  a  series  of  Uver  function  tests 
(91%)    With  large  hepatic  masses,  the  scan  was  an  accurate       ^ 
(84%)' as  biopsy  (82%),  but  less  accurate  than  the  Uver  "battery 
(92%)    The  highest  percentage  of  inaccurate  scanning  diagnoses 
was  due  to  false  positive  resuUs,  and  the  accuracy  was  limited 
chiefly  by  difficulty  in  differentiating  between  cirrhosis  and 
metastasis.   The  combined  use  of  both  a  liver  "battery    and 
scanning,  or  using  the  scan  to  select  the  site  for  biopsy  will 
provide  a  higher  degree  of  accuracy  than  any  parameter  alone. 


223  LIVER  SCANNING  FOR  DETECTION  OF 

COLLATERAL  CIRCULATION  IN  LIVER 
DISEASE:    A  SURVEY  OF  567  HEPATIC  PHOTOSCANS 

(E.)    Johnson,  R.  B.  (Natl.  Naval  Med.  CtT;;  Bethesda  Md. 
D.  O.  CasteU  and  W.  M.  Lukash.   JAMA  207(3):528-532,  1969 
A  total  of  567  hepatic  scans  with  198au  were  reviewed  to  de- 
termine whether  the  abnormalities  seen  in  th^P^"^"':J .%.     . 
hepatic  coUateral  circulation  occur  only  in  patients  J^h  fi^rot 
Uver  disease.    Of  the  567  scans  studied,  516  revealed  eithe   a 
normal  hepatic  uptake  or  the  pattern  of  space-occupymg  lesior 
from  metastatic  disease.    Liver  mottling  and  either  sp  enic  up- 
take, bone  marrow  uptake  or  both  were  present  on  51  Iwer 
scans,  including  36  with  hepatic  cirrhosis  7  with  extrahepatK 
malignancy,  and  1  each  with  acute  hepatitis,  chrome  hepa  itis 
chronic  lung  disease,  and  hereditary  hemorrhagic  telangie^ta^; 
When  the  total  score  on  the  scan  is  5  or  greater,  the  presence 
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jf  collateral  circulation  is  fairly  definite  in  patients  with  hepatic 
nrrhosis.    In  the  present  study,  24  patients  had  a  liver  scan  with 
I  total  score  greater  than  4.    This  group  included  21  patients 
vith  cirrhosis,  1  with  metastatic  malignancy,  1  with  lymphoma, 
uid  1  with  hereditary  hemorrhagic  telangiectasis.    Portal-systemic 
Jiunting  is  thus  most  common  in  cirrhosis  or  in  noncirrhotic 
jatients  with  portal  hypertension.    It  is  urged  that  the  region 
)f  the  spleen  be  routinely  included  during  liver  scanning. 

'24  IN  VIVO  STUDY  OF  THE  INFLAMMATORY 

BASOPHILIC  RESPONSES  IN  MUCOSAL 
:OLmS  AND  TRANSMURAL  COLITIS.    (E.)    Tung,  K.  S.  K. 
Qeveland  Qin.  Found.,  Ohio)  and  W.  A.  Hawk.  Amer  J 
rastroent  50(6):431-441,  1968. 

n  order  to  evaluate  the  skin  window  test  as  a  possible  clinical 
echnique  for  the  differential  diagnosis  of  mucosal  colitis  (ul- 
erative  colitis,  MC)  and  transmural  colitis  (Crohn's  disease;  TC), 
he  basophilic  response  elicited  by  diphtheria  toxoid  over  a 
eriod  of  50  hr  was  determined  in  the  cellular  exudate  from 
0  patients  (8-84  yr  old)  with  MC  (15  men  and  18  women)  or 
C  (16  men  and  11  women)  and  from  17  healthy  controls 
i  men  and  11  women,  19-58  yr  old).    Among  25  patients  who 
ad  received  no  immunosuppressive  therapy,  5  of  1 3  with  MC 
ut  only  2  of  12  with  TC  had  inflammatory  basophilia  (20  or 
lore  basophils  per  coverslip),  compared  with  7  of  17  controls, 
he  basophil  counts  ranged  from  25  to  185  and  were  usually 
laximal  near  the  48th  hr.    Most  basophils  appeared  degranulated 
(id  were  commonly  found  at  the  periphery  of  the  cellular  ag- 
regates.   There  was  little  or  no  basophilic  response  in  the  other 
8  patients  (8  with  MC  and  10  with  TC)  or  10  controls.    Adeno- 
ircinoma  of  the  colon  was  found  in  one  patient  without  a 
isophilic  response  and  systemic  lupus  erythematosus  in  another; 
of  9  TC  patients  studied  had  granulomata.    The  skin  window 
St  therefore  appears  to  be  of  little  value  in  differentiating  be- 
veen  patients  with  MC  and  TC.    In  addition,  the  long  period 
quired  by  this  technique  tends  to  preclude  routine  laboratory 
ie.   The  inhibitory  effect  of  ACTH  and  prednisone  on  cellular 
flammatory  response  was  supported  by  the  lack  of  basophilic 
sponse  in  treated  patients. 

^5  REASONS  FOR  INCOMPLETE  PROCTOSCOPY. 

(E.)    Salazar,  M.  (Mayo  Grad.  Sch.  Med.,  Rochester 
inn.)  and  R.  J.  Jackman.   Dis  Colon  Rectum  12(1):  19-21 
)69. 

easons  for  incomplete  passage  of  the  proctoscope  (insertion 
-less  than  20  cm)  were  studied  in  1113  consecutive  ambula- 
iry  nonhospitalized  patients  (643  males  and  470  females,  16- 
)  yr  old).    About  one-half  of  the  patients  were  examined  for 
)ssible  asymptomatic  polyps  or  early  carcinoma,  while  the 
maining  patients  had  various  lower-bowel  complaints.    A  larger 
rcentage  of  males  than  females  could  be  completely  scoped, 
lere  were  277  incomplete  examinations  (115  males  and  162 
males).   The  reasons  for  these  incomplete  procedures  included 
rious  pathological  conditions  (sigmoid  diverticulosis,  previous 
igery  on  the  lower  bowel,  or  malignant  or  inflammatory 
ictures),  anatomical  variations,  psychological  factors,  and 
ssibly  combinations  of  anatomical  and  psychological  factors. 

'|6  UREA  KINETICS  AND  THE  DIRECT  MEASURE- 

MENT OF  THE  SYNTHETIC  RATE  OF  ALBUMIN 
'TUZING  [Cl4]  CARBONATE.    (E.)    Jones,  E.  A.  (Royal 


Free  Hosp.,  London,  England),  A.  Craigie,  A.  S.  Tavill,  W. 
Simon  and  V.  M.  Rosenoer.    Qin  Sci  35(3):553-564,  1968. 

Tracer  experiments  using  isotopically  labelled  urea  and  bicar- 
bonate were  performed  in  2  normal  and  1 3  diseased  human 
subjects  in  order  to  test  the  vahdity  of  the  working  assumptions 
of  the  14c-carbonate  method  for  measuring  the  synthesis  rate 
of  albumin  in  vivo.    While  the  rate  of  disappearance  from  the 
plasma  and  the  renal  clearances  of  simultaneously  administered 
(i.v.)  14c  urea  and  13c  urea  were  not  significantly  different, 
the  rate  of  disappearance  from  the  plasma  of  iv.  administered 
13c  urea  was  significantly  greater  than  that  of  biosynthesized 
l^C  urea  urea  following  i.v.  injection  of  l^c  carbonate.    The 
assumption  that  there  is  flash  labelling  of  the  hepatic  precursor 
pool  of  arginine  is  therefore  invalid.    The  rate  of  disappearance 
of  14c  bicarbonate  from  the  blood  was  sufficiently  slow  to  ac- 
count for  some  continuing  incorporation  of  label  into  arginine. 
A  more  satisfactory  method  for  determining  the  total  radio- 
activity incorporated  into  urea  and  albumin  involves  defining 
the  curves  of  appearance  of  14c  urea  and  14c  albumin  in  the 
plasma  following  the  14c  carbonate  administration,  and  then 
correcting  these  curves  for  losses  of  labelled  molecules  from 
the  plasma  by  reference  to  the  curves  of  disappearance  from 
the  plasma  of  simultaneously  injected  l^c  urea  and  131l-al- 
bumin.   The  disappearance  of  labelled  urea  curves  from  the 
plasma  can  be  almost  completely  described  by  2  exponential 
functions.    A  method  of  calculating  the  absolute  rate  of  urea 
synthesis  which  incorporates  multi-exponential  analysis  of 
these  curves  is  described. 

227  THE  EARLIER  DIAGNOSIS  OF  STOMACH 
CANCER.   (E.)    Boon,  J.  R.  (Sheboygan  Clin., 

Wis.).  Arch  Surg  98(2):  144-149,  1969. 

Newer  techniques  for  the  early  diagnosis  of  stomach  cancer 
are  described  on  the  basis  of  experience  at  the  Sheboygan  Clinic 
and  a  review  of  the  literature.   These  techniques  include  gastro- 
scopy  using  the  fiberscope,  direct  photography  of  the  mucosa 
using  the  gastrocamera,  exfoliative  cytology  and  biopsy.    The 
problem  remains,  however,  of  obtaining  earlier  referral  of  sub- 
jects with  minimal  stomach  complaints  suitable  for  these 
exammations.    Among  637  patients  examined  with  the  gastro- 
camera during  the  period  1964-67  (501  for  diagnostic  purposes), 
20  were  found  to  have  stomach  cancer.    These  20  cancers,  in- 
cluded 8  which  had  not  previously  been  identified  by  X-ray, 
and  one  early  cancer  (malignant  transformation)  in  a  patient 
with  severe  polypoid  gastritis.    Ten  case  reports  are  presented 
in  detail,  including  one  in  which  the  gastrocamera  provided 
the  correct  diagnosis  of  benign  ulcer  in  a  patient  with  suspected 
malignancy.    It  is  also  pointed  out  that  23  of  68  patients  in 
this  series  with  gastric  ulcers  and  4  of  10  with  gastric  polyps, 
all  diagnosed  by  gastrocamera,  had  "normal  or  negative"  gastric 
X-rays. 

228  ANGIOGRAPHY  IN  ABDOMINAL  TRAUMA. 

(E.)    Redman,  H.  C.  (Wayne  County  Gen.  Hosp  , 
Eloise,  Mich.),  S.  R.  Reuter  and  J.  J.  Bookstein.  Ann  Surg 
169(l):57-66,  1969. 

Angiography  was  used  as  part  of  the  evaluation  of  29  patients 
with  abdominal  trauma  to  define  the  nature  and  extent  of 
visceral  injury.    Of  the  29  patients,  12  had  normal  angiograms. 
These  patients  were  all  treated  conservatively  and  their  subse- 
quent course  confirmed  the  angiographic  impression.   Thus, 
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no  known  false-negative  results  were  obtained,  and  unnecessary 
surgery  was  avoided  in  12  cases.    Positive  angiograms  indicated 
8  splenic,  6  renal,  and  3  liver  injuries  in  17  patients.    Sixteen 
were  operated  on  foUowing  angiography,  while  1  patient  with 
renal  damage  was  treated  conservatively.   The  operative  findings 
confirmed  the  angiographic  diagnosis  in  aU  but  1  patient,  who 
had  suspected  splenic  damage.    The  angiographic  diagnosis  of 
visceral  injury  was  thus  correct  in  28  of  29  patients,  compared 
to  10  correct  clinical  diagnoses  and  12  correct  diagnoses  by 
conventional  X-ray. 


229  AN  EVALUATION  OF  THE  RADIO-OPACITY 

OF  VARIOUS  INGESTED  FOREIGN  BODIES 
IN  THE  PHARYNX  AND  ESOPHAGUS.    (E.)    Campbell,  D.  R. 
(Victoria  Gen.  Hosp.,  Halifax,  N.  S.,  Canada),  B.  S.  J.  Brown 
and  J.  S.  Manchester.    /  Camd  Ass  Radiol  19(4):  183-186, 
1968. 

The  relative  radio-opacity  of  bone  specimens  (about  2-3  cm 
long  and  up  to  4  mm  wide)  from  pork  chop,  chicken,  haddock, 
herring,  young  chicken,  lamb  chop,  lobster  sheU,  ham,  cod  and 
haUbut,  enclosed  in  water-filled,  nonopaque,  plastic  nasogastric 
tubes,  was  studied  in  a  human  volunteer.    Anteroposterior  and 
lateral  plain  radiographs  of  the  pharynx  and  cervical  esophagus 
and  right  posterior  obUque  radiographs  of  the  thoracic  esophagus 
were  made,  using  standard  exposures  at  72  inches,  without  a 
Bucky  diaphragm.    Lobster  sheU  was  the  only  specimen  visual- 
ized in  the  anteroposterior  projection.   In  the  lateral  projection, 
only  pork  chop,  lamb  and  ham  bones  were  visible  in  the  cer- 
vical esophagus,  while  in  the  thoracic  esophagus,  pork  chop  was 
the  only  foreign  body  visualized.   It  is  concluded  that  plain 
radiographs  of  the  cervical  and  thoracic  esophagus  in  the  antero- 
posterior projection  are  of  little  value  in  the  diagnosis  of  in- 
gested foreign  bodies  due  to  the  superimposition  of  the  verte- 
bral column.    Before  resorting  to  the  use  of  contrast  media, 
however,  lateral  and  obUque  radiographs  of  the  cervical  and 
thoracic  esophagus,  resp.,  are  advisable. 

230  ESOPHAGOSCOPY  WITH  THE  FLEXIBLE 

FIBEROPTIC  ESOPHAGOSCOPE:    REPORT  OF 
105  EXAMINATIONS.    (E.)    Friedman,  H.  B.  (Cleveland  Clin., 
Ohio)  and  B.  H.  Sullivan  Jr.    Gastroint  Endosc  15(2):96-99, 
1968. 

The  LoPresti  fiberoptic  esophagoscope  was  used  to  perform 
105  examinations  in  101  patients;  28  patients  were  examined 
with  the  Eder-Hufford  esophagoscope  immediately  prior  to 
examination  with  the  LoPresti  instrument  and  22  patients 
tinderwent  gastroscopy  immediately  after  esophagoscopy.   Of 
30  patients  initiaUy  thought  to  have  hiatus  hernia,  15  were 
found  to  be  normal,  9  had  hiatus  hernia  while  5  had  incom- 
petence of  the  cardiac  sphincter  with  reflux  esophagitis;  there 
were  4  unsuccessful  examinations  and  1  perforation.   Of  29 
patients  with  cirrhosis  thought  to  have  esophageal  varices,  6 
were  normal  and  22  had  varices;  there  was  1  case  of  perfora- 
tion.  Of  15  patients  with  upper  gastrointestinal  hemonhage, 
esophagoscopy  was  normal  in  6,  2  had  esophagitis  or  gastritis, 
3  had  hiatus  hernia,  and  4  had  esophageal  varices;  one  examina- 
tion was  unsuccessful    Of  14  patients  thought  to  have  obstruc- 
tive esophageal  lesions,  2  were  normal,  1  had  hiatus  hernia,  2 
had  carcinoma  of  the  cardia  of  the  stomach,  2  had  strictures, 
and  4  had  esophageal  neoplasms;  there  were  4  unsuccessful 
examinations  in  this  group.   Of  14  patients  with  dysphagia, 
3  were  normal,  2  had  esophageal  varices,  and  6  had  esophagitis. 


There  were  8  instances  in  which  the  diagnosis  was  not  made 
with  the  LoPresti  instrument  but  was  made  with  the  Eder- 
Hufford  instrument,  and  1  case  where  the  diagnosis  was  not 
made  with  the  Eder-Hufford  instrument  but  was  made  with 
the  LoPresti  instrument.   The  advantages  of  the  LoPresti 
esophagoscope  over  the  Eder-Hufford  esophagoscope  were 
better  toleration  by  the  patient,  greater  flexibiUty,  and  rela- 
tively easier  entry  into  the  stomach.   The  danger  of  perforation 
is  real  and  if  difficulty  is  encountered  whUe  passmg  the 
LoPresti  instrument  through  the  aicopharyngeal  sphmcter, 
the  Eder-Hufford  instrument  should  be  substituted. 

231  GALACTOSE  TOLERANCE  TEST  OF  LIVER 

FUNCTION  IN  PULMONARY  HEART  DISEASE 

(E I    Thomas,  A.  J.  (Uandough  Hosp.,  Cardiff,  Wales)  and 
R  A   Saunders.   Brit  Heart  J  3Ul):n9-n2,  1969. 


I 


In  order  to  assess  Uver  function,  oral  galactose  tolerance  tests 
were  performed  in  50  patients  with  chronic  bronchitis  and  25 
patients  with  asthma.    Lung  function  tests  and  electrocardio- 
grams were  recorded  in  all  patients,  oxygen  saturation  and  the 
partial  pressure  of  carbon  dioxide  (PcOo)  ^ere  determmed  m 
most  the  right  heart  pressure  was  recorSed  in  19,  and  galactose 
uridyl  transferase  or  galactokinase  levels  in  the  red  ceUs  were 
measured  in  38  patients.    In  34  of  38  patients  >^ith  cluomc 
bronchitis  and  forced  1-second  expiratory  volumes  (FEVi)  of 
less  than  1  2  liter,  galactose  tolerance  indices  were  also  abnor- 
mal (above  140  U).   Of  12  patients  with  chronic  bronchitis 
and  an  FEVi  of  1.2-1.5  Uter,  8  had  galactose  tolerance  mdices 
above  140  and  4  had  normal  values.   This  suggests  that  severe 
chronic  bronchitis  (FEVi  <1.2  liter)  gives  rise  to  liver  function 
disturbances.   Of  the  25  patients  with  severe  asthma,  18  had 
normal  galactose  indices;  of  the  7  with  values  above  140,  5 
failed  to  improve  and  2  died.   This  suggests  that  m  pure  asthma, 
the  galactose  tolerance  test  is  normal  if  the  ventilatory  condi- 
tion is  improving.   The  galactose  index  was  abnormal  m  11  ot 
the  chronic  bronchitics  with  associated  heart  failure,  and 
remained  so  even  after  good  medical  control  of  the  heart 
failure.    Abnormal  galactose  indices  were  found  in  all  30  of 
the  50  cases  of  chronic  bronchitis  with  electrocardiograms 
compatible  with  puhnonary  heart  disease;  12  with  normal 
electrocardiograms  had  abnormal  indices  and  2  had  abnormal 
electrocardiograms  but  normal  indices.    The  electrocardiogram 
was  normal  in  20  of  the  25  asthmatics,  but  4  of  the  asthmatics 
with  abnormal  galactose  indices  had  some  abnormality  m  the 
electrocardiogram.    Most  subjects  with  pulmonary  hypertension 
had  abnormal  galactose  indices,  but  there  was  no  statistical 
correlation.    Most  patients  with  chronic  bronchitis  were  hypoxi< 
but  3  patients  with  O2  saturations  above  90%  had  abnormal 
galactose  indices,  suggesting  that  hypoxia  is  not  the  full  expton- 
ation.    Six  patients  with  a  PcOo  ^f  ^0  mm  Hg  or  less  had  ab- 
normal  galactose  indices,  while  1  patient  with  a  PCO2  f  =1 
mm  Hg  had  a  normal  index.    Erythrocyte  galactose  uridyl 
transferase  levels  were  normal  in  32  and  only  mildly  decreased 
in  6  of  38  patients,  indicating  that  a  deficiency  of  this  enzyme 
is  not  responsible  for  the  noted  abnormaUties.   It  is  concluded 
that  the  abnormality  in  liver  function  in  patients  with  chrome 
bronchitis  is  caused  by  a  reduction  in  hepatic  blood  now  and 
the  production  of  hepatic  congestion  (without  heart  failure)  b> 
he  changed  intrathoracic  pressures  affecting  venous  return  ana 
ciLngl  increased  pressure  in  the  inferior  vena  cava. 

232  SERUM  TRANSAMINASE  STUDIES  IN  SICK 

AND  HEALTHY  PERSONS  DURING  AN 
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EPIDEMIC  OF  VIRAL  HEPATITIS.    (E.j    Bhattacharji,  L.  M. 
(All-India  Inst.  Hyg.  Publ.  Health,  Calcutta,  India)  and  S.  R. 
Chowdhuiy.   Indian  J  Med  Res  Se(\Qy.\ASf>-Ue\,  1968. 

During  a  widespread  outbreak  of  viral  hepatitis  in  Gauhati, 
Assam  in  1965,  serum  transaminase  studies  were  made  on  24 
icteric  and  20  healthy  subjects  (15-54  yr  old)  who  lived  in 
some  of  the  affected  areas  of  the  city,  but  had  no  history  of 
direct  exposure  to  any  case  of  frank  jaundice.    In  75%  of  the 
jaundiced  patients,  both  SGOT  and  SOFT  were  above  normal; 
3nly  2  (10%)  of  the  healthy  controls  had  elevated  enzyme 
levels.    The  mean  SGOT  and  SGPT  values  in  the  jaundiced 
patients  were  361  ±  82  U  and  123  ±  27  U,  resp.;  the  corres- 
ponding values  in  the  healthy  subjects  were  15  ±  1.7  and  4.0 
t  0.38  U,  resp.   The  level  of  transaminase  activity  was  more 
dosely  related  to  the  cUnical  severity  of  the  disease  than  to 
its  clinical  course  or  duration;  poor  correlation  between  liver 
jnlargement  and  elevated  enzyme  levels  was  also  noted.    In 
liealthy  pregnant  women  (included  in  the  healthy  subject 
proup),  uncomplicated  pregnancy  did  not  produce  any  increase 
in  enzyme  activities. 

'•33  ESOPHAGEAL  MANOMETRY  IN  SCLERO- 

DERMA. (E.)  Kaufmann,  H.  J.  (Yale  U.  Sch. 
Vied.,  New  Haven,  Coim.),  I.  M.  Braverman  and  H.  M.  Spiro. 
icand  J  Gastroent  3(3):246-254,  1968. 

Esophageal  motility  tracings  were  made  in  21  patients  (16 
emales  and  5  males,  25-70  yr  old)  with  scleroderma  of  vary- 
ng  severity  and  in  normal  controls  with  an  open-tipped,  triple- 
umen,  water-filled  catheter  without  attached  balloon.    Lower 
sphincter  abnormalities  were  present  in  8  of  the  21  patients: 
)  had  neither  a  high  pressure  zone  nor  relaxation  and  2  showed 
10  dips  with  swallowing  although  a  2-4  mm  Hg  increase  in 
pressure  was  seen  at  the  hiatus.    Peristalsis  was  absent  in  12 
)atients:    2  showed  aperistaltic  contractions  with  50%  of 
wallows  with  propulsive  contractions  in  the  remaining  50%. 
Weakness  of  contraction  was  present  in  all  12  with  aperistalsis, 
nd  in  5  patients,  weakness  alone  was  present.    In  2  patients, 
he  only  abnormality  was  multiple  peaking  of  contractions 
n  response  to  swallowing;  1  to  30%  and  1  to  33%  of  swallows, 
in  absent  gastroesophageal  gradient  was  noted  in  10  of  the  21 
•atients  and  in  4  of  the  normal  controls:    it  was  the  only  ab- 
lormality  in  1  patient,  associated  with  weakness  in  2,  and  with 
ifeakness  and  aperistalsis  in  7.    A  normal  upper  sphincter  was 
een  in  all  subjects.    Since  most  of  the  abnormalities  seen  are 
lonspecific,  scleroderma  can  be  diagnosed  manometrically  only 
Vhen  very  marked  changes  coupled  with  a  negative  Mecholyl 
est  are  present. 

34  ISOZYME  VARIATIONS  OF  SERUM  ALKAUNE 

PHOSPHATASE  AND  NAPHTHYL  AMIDASE 
N  BILIARY  AND  GASTROINTESTINAL  DISEASE.    (E.) 

leckman,  L.  (Dept.  Genetics,  U.  Hawaii,  Honolulu),  G. 
leckman  and  S.  Dahlgren.   Scand  J  Gastroent  3(3):241-245, 
968. 

i^lectrophoretic  variations  in  serum  alkaline  phosphatase  and 
aphthyl  amidase  (leucine  aminopeptidase)  were  studied  in 
lospitalized  patients  with  biliary,  gastrointestinal  and  a  variety 
if  other  diseases.    All  hospitalized  patients  had  very  low  levels 
if  intestinal  alkaline  phosphatase  as  compared  to  healthy  sub- 
jects. The  electrophoretically  faster-moving  serum  alkaline 


phosphatase  showed  more  variability  than  in  normal  adult  in- 
dividuals:   type  3  was  more  common  in  patients  with  biliary 
disease  than  in  any  of  the  other  groups,  and  was  rarely  found 
in  normal  individuals.    High  amounts  of  zone  B  naphthyl  ami- 
dase were  also  more  frequent  in  patients  with  biliary  disease. 
The  frequency  of  naphthyl  amidase  was  noted  to  increase  as 
the  amount  of  liver  alkaline  phosphatase  increased.    It  is  sug- 
gested that  the  dependence  of  intestinal  alkaline  phosphatase 
on  blood  groups  and  dietary  factors  limits  its  utility  in  clinical 
diagnosis,  whereas  the  simultaneous  increase  of  Uver  alkaline 
phosphatase  and  naphthyl  amidase  seems  to  be  a  reliable  in- 
dication of  biliary  disease. 

235  MEASUREMENT  OF  CENTRAL  VENOUS 
PRESSURE:    COMPUCATIONS  AND  POSSIBLE 

FAILURES  OF  THE  METHOD.    (E.j    Andersen,  A.  (Bispebjerg 
Hosp.,  Copenhagen,  Denmark)  and  J.  G.  Klebe.   Scand  J 
Gastroent  3(3):267-272,  1968. 

Measurements  of  central  venous  pressure  (CVP)  were  performed 
in  142  patients  with  massive  gastrointestinal  hemorrhage.    Mild 
phlebitis  at  the  catheter  site  developed  in  7  patients  and  severe 
phlebitis  occurred  in  6  patients.    Pulmonary  embolism  occurred 
in  8  patients,  but  the  CVP  catheter  was  not  a  likely  cause  of 
these  emboli.    In  6  of  7  patients  who  developed  pulmonary 
congestion,  the  CVP  gave  ample  warning  and  in  the  remaining 
patient  the  placement  of  the  catheter  in  a  peripheral  vein  gave 
falsely  low  values  for  the  venous  pressure.    Despite  the  CVP 
monitor,  6  patients  died  from  exsanguination,  although  the 
CVP  correctly  indicated  the  circulatory  condition.    It  is  felt 
that  the  measurement  of  CVP  is  not  accompanied  by  complica- 
tions which  make  its  use  dangerous,  and  that  it  gives  adequate 
warning  against  circulatory  overload  and  exsanguination. 

236  SURFACE  MICROSCOPIC  AND  HISTOLOGIC 
APPEARANCES  OF  THE  GASTRIC  MUCOSA. 

(E.j    Burhol,  P.  G.  (Ulleval  Hosp.,  Oslo,  Norway).   Scand  J 
Gastroent  3(3):  317-320,  1968. 

Suction  biopsies  from  the  fundus  or  body  of  the  stomach  were 
obtained  with  a  Crosby-Kugler  capsule  in  72  patients  with  dys- 
pepsia (17  women  and  55  men,  27-77  yr  old);  specimens  were 
evaluated  by  surface  and  light  microscopy  (magnifications  of 
30x  and  150x,  resp.).    Surface  microscopy  revealed  a  normal 
gastric  mucosa  in  23,  superficial  gastritis  in  27,  and  atrophic 
gastritis  in  22  patients.    Light  microscopy  confirmed  the  diag- 
nosis in  61%,  89%,  and  91%,  resp.    It  is  concluded  that  surface 
microscopy  enables  the  diagnosis  of  gastritis  to  be  made  quickly 
in  a  fairly  high  proportion  of  patients. 

237  ESTIMATION  OF  MAXIMAL  GASTRIC 
ACID  SECRETORY  CAPACITY  AFTER  AUG- 
MENTED HISTAMINE  STIMULATION.   (E.j    Christiansen, 

P.  M.  (Bispebjerg  Hosp.,  Copenhagen,  Denmark)  and  P.  Rodbro. 
Scand  J  Gastroent  3(3):305-316,  1968. 

The  maximal  gastric  acid  secretion  was  determined  in  1 82 
patients  (126  males  and  56  females;  95  with  duodenal  ulcer, 
50  with  gastric  ulcer,  and  37  with  gastritis)  and  in  35  healthy 
subjects  (22  males  and  13  females)  examined  with  the  augmented 
histamine  test  as  well  as  in  5  normal  volunteers  (1  male  and 
4  females)  examined  43  times  with  both  the  augmented  histam- 
ine test  and  i.v.  histamine  infusion.    The  augmented  histamine 


DIAGNOSTIC  PROCEDURES 


44 


test  was  performed  by  coUecting  basal  gastric  secretions  for  1  hi 
foUowed  by  histamine  (40  /Kg/kg  s.c).   Gastric  juice  was  then 
collected  for  4  15-min  periods.    In  the  i.v.  histamine  infusion 
test,  performed  45-60  min  after  an  augmented  test,  histamine 
(37.5  JUg/min)  was  continuously  infused  for  3  hr;  gastric  juice 
was  collected  at  15-min  intervals.    In  2  of  the  controls,  dose- 
response  tests  were  performed  with  i.v.  histamine  dosages  rang- 
ing from  3.3  to  83.5  jug/min.    With  the  augmented  test,  the 
maximum  30-min  secretion  was  in  the  15-45  min  period  in 
66.4%  (144  of  217)  of  aU  subjects  tested.    In  normal  volunteers, 
volume  secretion  was  maximal  in  the  2nd  15-min  period  and 
maximal  acidity  and  output  were  seen  in  the  3rd  15-min  period 
with  the  augmented  histamine  test;  with  i.v.  infusion,  maximal 
volume  secretion  and  acid  output  occurred  during  the  4th 
15-min  period,  and  maximal  acidity  occurred  after  the  10th 
15-min  period.   The  maximal  acidity  and  volumes  and  maximal 
15-min  volumes  and  acid  outputs  in  the  histamine  infusion  test 
did  not  differ  significantly  from  those  with  the  augmented  test. 
In  the  dose-response  experiments,  maximal  acid  outputs  occurred 
with  doses  of  10.2  and  11.0  JJg  of  histamine/min  in  the  2  sub- 
jects, resp.    It  is  recommended  that  the  augmented  histamine 
response  calculated  from  the  15-45  min  period  of  the  augmented 
histamine  test  be  used  in  gastric  secretory  studies  in  clinical 
practice. 


238  AN  EVALUATION  OF  A  SIMPLIFIED  TECH- 

NIQUE FOR  COLONIC  EXFOUATIVE  CY- 
TOLOGY.  (E.)    Miller,  D.  F.  (Griffin  Hosp.,  Derby,  Conn.), 
J.  J.  Sikorski,  M.  M.  Moritz  and  V.  A.  DeLuca  Jr.   Acta  Cytol 
13(l):53-56,  1969. 

The  accuracy  of  a  simplified  technique  for  colonic  cytology  and 
the  quality  of  the  material  coUected  by  this  method  was  eval- 
uated by  comparing  the  cytologic  diagnosis  with  the  clinical 
state  of  127  patients.    A  total  of  140  specimens  were  examined. 
Each  patient  received  a  low-residue  diet  for  2  days,  a  laxative 
and  a  saline  enema  the  night  before  the  collection  followed  by 
a  single  diagnostic  saline  enema  which  was  retained  for  5  min 
while  the  abdomen  was  massaged.    Washings  were  then  collected 
and  the  mucous  strands  were  smeared  and  prepared  for  cytologic 
examination.    The  material  was  divided  into  4  groups:    group  1 
was  considered  normal;  group  II  was  considered  abnormal  but 
not  malignant;  group  III  was  suspicious  for  malignancy;  and 
group  IV  was  malignant.    All  subjects  had  extensive  gastroin- 
testinal studies,  including  barium  enema  and  sigmoidoscopic 
examinations,  and  tissue  biopsies  or  laparotomies  in  some.    A 
close  follow-up  for  1-3  yr  was  available  on  all  patients.    Among 
the  117  specimens  in  groups  I  and  II,  the  clinical  diagnosis  was 
correct  in  98%  (114  benign  and  3  malignant);  among  6  in  group 
III,  there  were  5  clinically  benign  and  1  malignant  lesions;  among 
17  in  group  IV,  the  clinical  diagnosis  was  correct  m  77%  (4 
benign  and  13  malignant).    The  material  obtained  by  this  method 
was  generally  of  good  technical  quality  and  permitted  a  high 
degree  of  diagnostic  accuracy. 
239  THE  CLINICAL  VALUE  OF  STUDYING  THE 

ACTIVITY  OF  LACTIC  DEHYDROGENASE 
(LDH)  ISOENZYMES  IN  SOME  SURGICAL  DISEASES  OF 
ORGANS  IN  THE  ABDOMINAL  CAVITY.    (Rus.)    Markelov, 
I.  M.  (S.  M.  Kirov  Acad.  Milit.  Med.,  Leningrad,  USSR),  le.  A. 
Khvatova  and  G.  A.  Baklanova.    Klin  Khir  (10):27-31,  1968. 
Total  LDH  activities  and  LDH  isoenzyme  levels  were  deter- 
mined in  serum  from  patients  with  pancreatic  and  biliary  tract 


diseases  and  in  liver  and  pancreatic  tissue  from  autopsied 
patients.    Serum  LDH1.3  levels  were  increased  in  patients  with 
necrotic  pancreatitis.    Total  serum  LDH  activities  decreased 
after  surgery  and  returned  to  normal  30  days  later.    LDH1.2 
levels  increased  beyond  their  initial  values  in  patients  who 
developed  infections  or  necrosis  of  the  pancreas  after  surgery. 
Serum  LDH5  levels  were  increased  in  patients  with  pancreatic 
edema,  in  5  of  15  conservatively  treated  patients  with  acute 
pancreatitis,  in  obstructive  jaundice  due  to  neoplasms,  in  biliary 
cirrhosis,  and  in  pancreatic  tumors.    Patients  with  acute  pan- 
creatitis associated  with  cholelithiasis  had  elevated  LDH1.3 
and  LDH5  levels.    LDH3.5  levels  were  elevated  in  patients 
with  acute  cholecystitis.   The  most  marked  changes,  particularly 
increased  LDH5  levels,  occurred  in  patients  with  perforative 
cholecystitis  and  localized  biUary  peritonitis. 

240  ANGIOGRAPHY  IN  DISEASES  OF  THE  GASTRO 
INTESTINAL  TRACT.    (E.)    Sybers,  R.  G.  (Emory 

U.  Sch.  Med.,  Atlanta,  Ga.)  and  J.  T.  Galambos.    Pp.  473-501  in 
Progress  in  Gastroenterology.    Vol.  1.  Glass,  G.  B.  J.,  Ed.  New 
York,  Grune  and  Stratton,  1968.  520  pp.  j 

I 

241  RE-EVALUATION  OF  CYTOLOGIC  METHODS 
IN  THE  DIAGNOSIS  OF  MALIGNANT  LESIONS 

OF  THE  STOMACH.   (E.)    VUardeU,  F.  (Santa  Cruz  y  San 
Pablo  Hosp.,  Bracelona,  Spain).    Pp  129-156  in  Progress  in 
Gastroenterology.  Vol.  1.  Glass,  G.  B.  J.,  Ed.  New  York,  Grune 
and  Stratton,  1968.  520  pp. 


242  GASTROPHOTOGRAPHY  AND  CINEGASTROS- 
COPY.   (E.)    Colcher,  H.  (Columbia-Presbyterian 

Med.  Ctr.,  New  York  City).  Pp  97-128  in  Progress  in  Gastro- 
enterology. Vol.  1.  Glass,  G.  B.  J.,  Ed.  New  York,  Grune  and 
Stratton,  1968.  520  pp. 

243  THE  VALUE  OF  SPLENOPORTOGRAPHY  IN 
THE  DIAGNOSIS  OF  HYDATID  CYSTS  OF 

THE  LIVER.  (Sp.)  Grinfeld,  D.  Prensa  Med  Argent  55(28): 
1340-1342,  1968. 

244  ANGIOGRAPHY  AND  SCINTILLATION  SCAN- 
NING IN  THE  DIAGNOSIS  OF  HEPATIC 

HYDATIDOSIS.  (Sp.)  Martella,  M.  (Rawson  Hosp.,  Buenos 
Aires,  Argentina),  R.  Rostagno,  J.  Salvidea,  R.  Garriz  and  V. 
Caride.   Prensa  Med  Argent  55(28):1372-1373,  1968. 

245  THE  ROLE  OF  SCINTILLATION  SCANNING 
IN  COMBINATION  WITH  SPLENOPORTO- 

GRAPH Y  IN  CHRONIC  DISEASES  OF  THE  LIVER.   (Rus.) 

Loginov,  A.  S.  (All-Union  Sci.-Res.  Inst.  Gastroent.,  Moscow, 
USSR),  L.  S.  Matveieva  and  O.  P.  Petrova.    Klin  Med  (Moskva) 
46(10):94-98,  1968. 

246  CORRELATIONS  BETWEEN  CLINICAL  AND 
LABORATORY  DATA:  LIVER  BIOPSY.    (Sp.) 

Perez  Grovas,  P.  (CUn.  Lab.,  Mexico  City,  Mexico).  Prensa 
MedMex  33(9/10):324-325,  1968. 

247  THE  X-RAY  DIAGNOSIS  OF  REFLUX 
ESOPHAGITIS  IN  PATIENTS  WITH  HIATUS 

HERNIA.   (Rus.)    Arablinskii,  V.  M.  (Sci.-Res.  Inst.  Clin.  Exp. 
Surg.,  Min.  Health  USSR,  Moscow).    Vestn  Rentgen  Radiol 
43(5):44-48,  1968. 
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48  THE  VALUE  OF  TOMOGRAPHY  IN  EXAMINA- 

TION OF  THE  BILE  DUCTS.    (Rus.)    Shpil't, 
d.  M.  (Berdichevsk  Munic.  Hosp.,  USSR).    Vestn  Rentgen 
ladiol  43(5):48-52,  1968. 


260  HIGH  DOSE  PERCUTANEOUS  TRANSPLENIC 

PORTAL  VENOGRAPHY.  (E.)  McNulty,  J.  G. 
(Royal  Free  Hosp.,  London,  England).  Brit  J  Radiol  41(481): 
55-58,  1968. 


49  THE  RADIOLOGICAL  DIAGNOSIS  OF  RETRO- 
GRADE INTUSSUSCEPTION  AS  ILLUSTRATED 

»Y  THE  FINDINGS  IN  CECOILEAL  INTUSSUSCEPTION. 

Ger.)  Heinisch,  H.  M.  (Pediat.  CUn.,  U.  Cologne-Lindenthal, 
Jermany)  and  A.  Kallenberg.  Z  Kinderheilk  104(4):257-267, 
968. 

50  MASSIVE  GASTROINTESTINAL  HEMDR- 
RHAGES:  EMERGENCY  DIAGNOSIS  BY 

lELECTIVE  ARTERIOGRAPHY.    (Fr.)    Opolon,  P.  (St. 
Uitoine  Hosp.,  Paris,  France),  M.  Hivet,  J.  P.  Chevrel,  J.  C. 
Hienaid,  F.  Mussy  and  J.  Caroli.  Arch  Franc  Mai  Appar  Dig 
7(10):789-800,  1968. 

51  ESOPHAGOGASTROSCOPY  IN  THE  DIAG- 
NOSIS OF  GASTROINTESTINAL  HEMORRHAGE 

lus.)    Struchkov,  V.  I.  (I.  M.  Sechenov  1st  Moskow  Med.  Inst., 
SSR),  A.  V.  Grigorian,  E.  V.  Lutsevich  and  I.  N.  Belov. 
hirurgiia  (Moskva)  44(8):78-82,  1968. 

>2  THE  VALUE  OF  LYMPHOGRAPHY  IN 

LYMPHORETICULOSARCOMA  OF  THE  COLON: 
EPORT  OF  7  CASES.   (Fr)    Markovits,  P.  (Gustave  Roussy 
St.,  Villejuif,  France),  B.  Paugam  and  C.  Gasquet.   Gaz  Med 
■ance  75(30):6039-6052,  1968. 

53  CYTOLOGICAL  EXAMINATION  IN  GASTRO- 
INTESTINAL TRACT  DISEASE.    (E.)    Brand- 

org,  L.  L.  (U.  California  Sch.  Med.,  San  Francisco)  and  J. 
'enger.  Med  Clin  N  Amer  52(6):1315-1328,  1968. 

54  LIVER  SCAN  IN  THE  DIAGNOSIS  OF  RUP- 
TURED RIGHT  HEMIDIAPHRAGM  WITH 

ERNIATION  OF  THE  LIVER.    (E.)    Armstrong,  R.  G. 
Vilford  Hail  USAF  Hosp.,  Lackland  Air  Force  Base,  Tex.), 
.  N.  Dooley  and  R.  H.  Hood.  Ann  Thar  Surg  6(5):480-483, 
)68. 

>5  PENTAGASTRIN  VS  STIMULANT  OF  GASTRIC 

SECRETION:  COMPARATIVE  STUDY  IN  MAN. 

;.;    Isenberg,  J.  I.  (U.  California  Sch.  Med.,  Los  Angeles), 
.  M.  Brooks  and  M.  I.  Grossman.   JAMA  206(13):2897-2898, 
)68. 

'6  VISUALIZATION  OF  ILEOCECAL  TUBER- 

CULOSIS.  (Fr)    Hardouin,  J.  P.  (Bichat  Hosp., 
iris,  France).    Vie  Med  (Spec)  49:1197-1203,  1968. 

1  LAPAROSCOPY  IN  ABDOMINAL  EMERGEN- 

CIES.  (Fr)    Paolaggi,  J.  A.    Vie  Med  (Spec) 
1:1333-1342,  1968. 

8  FUNCTIONAL  INVESTIGATION  OF  THE  SMALL 

INTESTINE.   (Fr)    Duchier,  J.    Vie  Med  (Spec) 
1:1233-1264,  1968. 

THE  LABORATORY  IN  THE  DIAGNOSIS  OF 
VIRAL  HEPATITIS.   (It.)    Valerio,  V.  and  E. 
ila.  Haemat  Lat  ll(suppl.  3):69-106,  1968. 


261  A  SIMPLIFIED  METHOD  FOR  THE  DETER- 
MINATION OF  PEPSINOGEN  IN  BLOOD  AND 

URINE.   (E.)    Uete,  T.  (Tazuke  Kofukai  Med.  Res.  Inst., 
Osaka,  Japan),  M.  Wasa  and  A.  Shimogami.    Clin  Chem  15(1)- 
42-55,  1969. 

262  DETERMINATION  OF  D-XYLOSE  IN  URINE 
FOR  THE  D-XYLOSE  ABSORPTION  TEST.    (E.) 

Harris,  A.  L.  (McFarland  Clin.,  Ames,  Iowa).   Clin  Chem 
15(1):65-71,  1969. 


263  THE  USE  AND  ABUSE  OF  LABORATORY 
TESTS.   (E.)    Russe,  H.  P.  (Loyola  U.  Stritch 

Sch.  Med.,  Hines,  111.)  Med  Clin  N.  Amer  53(1):223-231,  1969. 

264  SERUM  PROTEIN  ELECTROPHORESIS  IN 
LABORATORY  DIAGNOSIS.    (E.)    McDelvey, 

E.  M.  (VA  Res.  Hosp.,  Chicago,  lU.).  Med  Clin  N  Amer  53(1): 
147-157,  1969. 


265  AUTOMATED  TWELVE-CHANNEL  SERUM 
SCREENING.  I.  WHAT  IS  NORMAL?    (E.) 

Best,  W.  R.  (U.  lUinois  Sch.  Med.,  Chicago),  C.  C.  Mason,  S.  S. 
Barron  and  H.  G.  Shepherd.  Med  Clin  N  Amer  53(1):  175-1 88, 
1969. 

266  THE  EFFECTS  OF  DRUGS  ON  LABORATORY 
VALUES.   (E.)    Lubran,  M.  (Dept.  Path.,  U. 

Chicago,  m.).  Med  Clin  N  Amer  53(1):21 1-222,  1969. 

267  SERUM  ENZYME  DETERMINATIONS:  THEIR 
RELIABILITY  AND  VALUE.    (E.)    Cohen,  L. 

(U.  Chicago  Sch.  Med.,  Ul.).  Med  ain  N  Amer  53(1):115-135, 
1969. 

268  EXPERIENCE  WITH  TECHNICIAN  PERFORM- 
ANCE OF  GASTROINTESTINAL  EXAMINA- 
TIONS.  (E.)    CampbeU,  J.  A.  (Indiana  U.  Med.  Ctr.,  Indian- 
apoUs),  M.  Lieberman,  R.  E.  Miller,  R.  G.  Dreesen  and  C. 
Hoover.  Radiology  92(l):65-73,  1969. 

269  HYPOTONIC  DUODENOGRAPHY.    (E.) 
Solomon,  A.  (Baragwanath  Hosp.,  Johannesburg, 

South  Africa).   S  Afr  Med  J  42(39):1039-1040,  1968. 

270  NEW  CONCEPTS  OF  INTRAVENOUS  CHOLANGI- 
OGRAPHY.  (E.)    Bornhurst,  R.  A.  (State  U. 

New  York  Upstate  Med.  Ctr.,  Syracuse)  and  E.  R.  Heitzman. 
New  York  J  Med  68(23):3027-3035,  1968. 

271  SULPHOGLYCOPROTEIN  ANTIGENS  IN  THE 
HUMAN  ALIMENTARY  CANAL  AND  GASTRIC 

CANCER:  AN  IMMUNOHISTOLOGICAL  STUDY.    (E.) 
Hakkinen,  I.  (Dept.  Pathol.,  U.  Turku,  Finland),  O.  Jarvi  and 
J.  Gronroos.  Int  J  Cancer  3(5):572-581,  1968. 
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272  HEPATIC  SCINTISCANNING.    (E.j    O'Mara, 
R.  E.  (State  U.  New  York  Upstate  Med.  Qr., 

Syracuse).  New  York  J  Med  68(23):3021-3027,  1968. 

273  ABDOMINAL  ANGIOGRAPHY.    (E.)    PoUard,  J.  J. 
(Harvard  Med.  Sch.,  Boston,  Mass.)  and  R.  A. 

Nebesar.  New  Eng  J  Med  279(20):1093-1100,  1968. 

274  A  NEW  RAPID  METHOD  FOR  THE  DETER- 
MINATION OF  SERUM  LIPASE.   (E.)    Dirstine, 

P.  H.  (Bio-Science  Lab.,  Van  Nuys,  Calif.),  C.  Sobel  and  R.  J. 
Henry.   Clin  Chem  14(11):1097-1106,  1968. 

275  A  NEW  ULTRASONIC  DIAGNOSTIC  RECORD- 
ING APPARATUS  FOR  CHOLELITHIASIS: 

THE  SUPERSONOGRAM.   (E.)    Matsukura,  S.  (Nippon  Med. 
Sch.,  Tokyo,  Japan),  A.  Shirota,  M.  Miki,  G.  Fujishima,  T. 
Taniguchi  and  S.  Yabe.  Int  Surg  50(4):381-387,  1968. 

276  THE' POSSIBLE  USE  OF  METOCLOPRAMIDE 
IN  DUODENOGRAPHY.    (It.)    Grassi,  G.  (Santo 

Spirito  Charity  Hosp.,  Rome,  Italy),  A.  Placanica  and  C. 
Orecchia.   Chir  Gastroent  2(3):326-337,  1968. 

277  DIFFICULTIES  IN  THE  RADIOLOGICAL 
DIAGNOSIS  OF  GASTRODUODENAL  ULCERS 

IN  CHILDREN.   (Fr.)    B^raud,  C.  (Debrousse  Hosp.,  Lyon, 
France),  P.  Deffrenne  and  J.  Pernod.  /  Radiol  Elect  49(11): 
785-790,  1968. 

278  INTESTINAL  BIOPSY  IN  THE  CHILD.  I. 
TECHNIQUE  AND  RESULTS.   (Fr.)    Salazar 

de  Sousa,  J.  (Pediat.  Clin.,  U.  Lisbon,  Portugal)  and  C.  de 
Carvalho.  Pediatrie  23(7):753-762,  1968. 

279  THE  DIAGNOSTIC  AND  PROGNOSTIC  VALUE 
OF  DETERMINING  THE  MUCOPROTEINS 

AND  POLYSACCHARIDES  OF  THE  SERUM  AND  ASCITES 
FLUID  IN  THE  HEPATOBILIARY  DISEASES.    (Sp.j    Meeroff, 
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B.  Bekier,  S.  Aschkenazy  and  N.  Exposito.  Medicina  (Mex) 
48(1049):639-642,  1968. 

280  VALUE  OF  THE  METOCLOPRAMIDE  TEST 
IN  THE  RADIOLOGICAL  EXAMINATION  OF 

THE  STOMACH  AND  DUODENUM.   (It.)    Farinet,  G.  (Inst. 
Radiol.,  U.  Turin,  Italy)  and  D.  Piasco.  Minerva  Radiol 
13(9):437450,  1968. 

281  SUPERIORITY  OF  THE  METHOD  OF  CABAUD, 
LEEPER  AND  WROBLEWSKI  OVER  THAT  OF 

REITMAN  AND  FRANKEL  FOR  THE  DETERMINATION 
OF  SERUM  TRANSAMINASES.   (For.)    Pinheiro  de  Andrade, 
N.  (lASEG,  Guanabara,  Brazil)  and  J.  Pinheiro.  Hospital  (Rio) 
74(3):721-727,  1968. 

282  THE  VALUE  OF  TRANSPARIETAL  HEPATO- 
CHOLANGIOGRAPHY  IN  THE  DIAGNOSIS 

OF  JAUNDICE.   (It.)    Petronio,  R.  (Inst.  Surg.  Anat.,  U. 
Padua,  Italy)  and  V.  Dagradi.   Bull  Soc  Int  Chir  27(4):319- 
323,  1968. 


283  THE  DIAGNOSTIC  VALUE  OF  PERCUTANE- 

OUS TRANSHEPATIC  CHOLANGIOGRAPHY 
IN  THE  SURGERY  OF  OBSTRUCTIVE  JAUNDICE.    (Ger) 

Junghanns,  K.  (Surg.  CUn.,  U.  Heidelberg,  Germany),  D.  Beduhn, 
G.  Kolig  and  K.  H.  Grozinger.   Bull  Soc  Int  Chir  27(4):310- 
318,  1968. 


284  ORAL  BIOPSY  OF  THE  SMALL  INTESTINE: 
MODIFICATION  AND  SIMPLIFICATION  OF 

THE  TECHNIQUE.  (Ger.)  Qassen,  M.  (Med.  Clin.,  U.  Erlangen- 
Nuremberg,  Germany)  and  H.  Koch.  Deutsch  Med  Wschr  93(46): 
2203-2204,  1968. 

285  TECHNIQUES  OF  ROENTGENOLOGICAL  EX- 
AMINATION FOR  GASTRIC  PARIETOGRAPHY. 

(Rus.)    DaniieUan,  Ts.  A.   Zh  Eksp  Klin  Med  8(2):78-86,  1968. 

286  THE  DIRECT  DETERMINATION  OF  DISAC- 
CHARIDASE  ACTIVITY  IN  HOMOGENATES 

OF  SMALL  INTESTINAL  MUCOSA.  I.  QUALITATIVE  AND 
SEMIQUANTITATIVE  DETERMINATIONS.    (Cz.)    Mails,  F. 
(Fac.  Gen.  Med.,  Charles  U.,  Prague,  Czechoslovakia).   Shorn 
Lek  70(ll):321-329,  1968. 

287  THE  COMBINED  MORPHOLOGICAL  AND 
FUNCTIONAL  EXAMINATION  OF  THE 

STOMACH.   (Ger.)    Ottenjann,  R.  (Med.  Clin.  Polyclin.,  U. 
Erlangen-Nuremberg,  Germany),  H.  Link  and  O.  Stadelmann. 
Deutsch  Med  Wschr  93(47):2269-2271,  1968. 

288  THE  STUDY  OF  PANCREATIC  SECRETION 
AFTER  STIMULATION  WITH  A  TEST  MEAL.  (Sw., 

Lundh,  G.  (Dept.  Surg.,  KaroUnska  Inst.,  Stockholm,  Sweden). 
Lakartidningen  65(46):45754580, 1968. 

289  THE  RADIOLOGICAL  DIAGNOSIS  OF  SCHISTO- 
SOMIASIS.   (Hun.)    Volni,G.  (State  Inst  Roent- 
genol. Radiat.  Phys.,  Hungary).   Orv  Hetil  109(49):2715-2719, 
1968. 
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ROUTINE  USE  OF  MULTIPLE  PROJECTIONS. 

(E )    Wu,  J.  W.  (Good  Samaritan  Hosp.,  Phoenix,  Ariz.)  and 
R.  H.  Th'oeny.  Arizona  Med  25(12):1079-1081,  1968. 

291  TESTS  FOR  AUTOANTIBODIES  AND  C- 
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CIRRHOSIS  OF  THE  LIVER.  (Turk.)  Ozler,  S.  (Fac.  Med., 
Istanbul  U.,  Turkey),  N.  DUsen  and  I.  Ulagay.  Turk  Tip  Cem 
Mec  34(8):511-530,  1968. 
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DISEASE.    (E.)    Hanscom,  D.  H.  (VA  Hosp., 

Hines,  m.).  Med  Clin  N  Amer  52(6):1483-1492,  1968. 
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(Gen.  Hosp.,  Brisbane,  Australia)  and  A.  I.  Robertson.  Med  J 
Aust  2(20):899-900,  1968. 

294  QUANTITATIVE  DETERMINATION  OF  THE 
SERUM  IMMUNOGLOBULINS  IN  LIVER 

DISEASES.   (Kor.)    Lim,  D.  S.  (CoU.  Med,  Seoul  Natl.  U., 
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308  ROLE  OF  VAGOTOMY  AND  PYLOROPLASTY 

IN  THE  THERAPY  OF  SYMPTOMATIC  HIATUS 
HERNIA.    (E.)    Pearson,  F.  G.  (Dept.  Surg.,  U.  Toronto, 
Canada),  R.  M.  Stone,  R.  M.  Pairish,  R.  E.  Falk  and  W.  R. 
Drucker.  Amer  J  Surg  117(1):130-137,  1969. 
Symptomatic  recurrence,  radiological  recurrence,  postvagotomy 
diarrhea,  and  postpyloroplasty  dumping  were  investigated  in 
137  patients,  aged  20-76  yr,  with  symptomatic  hiatus  hernia. 
These  included:    1)  70  with  associated  duodenal  ulcers  subjected 
to  vagotomy,  pyloroplasty,  and  repair  of  the  hernia;  2)  17  with 
symptomatic  hiatus  hernia  alone  subjected  to  the  same  proce-'v 
dures;  and  3)  a  control  group  of  50  managed  by  hernia  repair 
alone.    Although  there  were  no  significant  differences  between 
the  groups  in  the  incidence  of  symptomatic  recurrences,  the  in- 
cidence of  radiological  recurrences  was  higher  among  patients 
undergoing  vagotomy  and  pyloroplasty.    This  may  be  a  resuh 
of  the  abdominal  approach  used  for  nearly  all  these  patients. 
Eight  of  the  87  patients  in  groups  (1)  and  (2)  complained  of 
postvagotomy  diarrhea  or  postpyloroplasty  dumping  (9%). 
These  results  suggest  that  vagotomy  and  pyloroplasty  should 
be  used  in  addition  to  hernia  repair  only:    1)  if  there  is  an 
associated  ulcer;  2)  if  peptic  esophagitis  has  caused  such  shorten- 
ing of  the  esophagus  that  it  is  necessary  to  divide  the  vagus 
nerves  to  add  sufficient  length  and  permit  reduction  of  the 
hernia  without  tension;  and  3)  in  the  management  of  recurrent 
hiatus  hernia  if  the  vagus  nerves  have  been  divided  in  an  attempt 
to  mobilize  the  esophagus. 


309  REAPPRAISAL  OF  THE  BALANCED  OPERA- 

TION FOR  SLIDING  ESOPHAGEAL  HIATAL 
HERNIA.   (E.j    Meads,  G.  E.  Jr.  (VanderbUt  U.  Med.  Qr., 
NashvUle,  Tenn.)  and  J.  L.  Sawyers.   Amer  J  Surg  117(1):  124- 
129,  1969. 

Results  of  surgery  are  presented  for  66  patients  (28  men  and 
38  women,  19-79  yr  old)  with  hiatal  hernia  who  faUed  to  im- 
prove on  a  medical  regime.    Associated  gaUbladder  disease  or 
peptic  ulcer  was  present  in  37  (56%);  one  patient  had  hiatal 
hernia,  peptic  ulcer,  and  chronic  cholecystitis;  one  a  benign 
esophageal  leiomyoma;  and  another,  a  malignant  colonic  polyp. 
The  operation  consisted  of  hernia  repair,  truncal  or  selective 
gastric  vagotomy,  esophagogastropexy  to  restore  the  esophago- 
gastric angle,  pyloroplasty  or  antrectomy,  and  correction  of 
associated  conditions.   Only  4  patients  had  radiologicaUy  de- 
tected recurrences,  2  of  which  were  asymptomatic,  and  eso- 
phageal reflux  without  recunence  of  the  hernia  occurred  in  4 
more.    Surgery  completely  relieved  the  original  symptoms  in 
46  patients  who  had  no  postvagotomy  symptoms  either.    Seven 
patients  had  occasional  episodes  of  epigastric  pain  and  pyrosis 
which  were  controlled  by  diet  and  antacids.   Ten  patients  had 
mild  to  moderate  symptoms  attributed  to  vagotomy  and  drain- 
age procedures,  but  none  were  incapacitated. 

310  ESOPHAGEAL  AND  PULMONARY  DISTUR- 

BANCES IN  MYOTONIA  DYSTROPHICA.    (E.) 

Garrett,  J.  M.  (U.  Alabama  Med.  Qr.,  Birmingham),  T.  D. 
DuBose'  Jr.,  J.  E.  Jackson  and  J.  R.  Norman.  Arch  Intern  Med 
123(l):26-32,  1969. 
An  attempt  to  correlate  esophageal  motiUty  and  puhnonary 


function  was  made  in  13  patients  (11  men  and  2  women,  17- 
57  yr  old)  with  myotonia  dystrophica.    Altered  esophageal 
motihty  with  decreased  ampUtude  and  frequency  of  contrac- 
tions after  swallowing,  was  apparent  in  aU  patients,  but  symp- 
toms of  dysphagia,  found  in  6  cases,  could  not  be  correlated 
with  motility  disturbances  or  the  duration  of  the  illness  (4-23 
yi)    Pulmonary  function  was  less  impaired,  but  significant  func- 
tional changes  were  found  in  most  patients.    Puhnonary  m- 
fections  were  common  and  1  patient  died  of  aspirational  pneu- 
monia and  respiratory  faUure  during  the  study.    Myotonia 
dystrophica  frequently  causes  alterations  in  puhnonary  function 
and  pharyngoesophageal  motility,  although  the  latter  could 
not  be  correlated  with  puhnonary  functional  changes  m  this 
study. 

311  MANAGEMENT  OF  ESOPHAGEAL  PERFORA- 

TION.  (E.)    Youngs,  J.  (Dept.  Surgery,  U. 
Minnesota,  MinneapoUs)  and  D.  Nicoloff.   Surgery  65(2): 264- 
268,  1969. 

Nineteen  cases  of  esophageal  perforation  (18  men  and  1  woman, 
21-83  yr  old)  seen  at  the  MmneapoUs  VA  Hospital  during  the 
period  1952-66  are  reviewed  with  respect  to  primary  diagnosis, 
etiology  and  position  of  the  perforation,  method  of  treatment 
and  mortaUty.    The  most  frequent  signs  of  perforation  were 
fever  (18  cases),  pain  (12  cases)  and  s.c.  emphysema  (6  cases). 
The  causes  of  perforation  included  esophagoscopy  and  biopsy 
(11  cases),  esophageal  dilatation  (3  cases),  Mackler  tube  inser- 
tion (2),  gastroscopy  (1),  foreign  body  (1)  and  spontaneous 
rupture  due  to  alcohohsm  (1).    Nine  perforations  occurred  m 
the  lower  third  of  the  esophagus  (mortality  rate  11%),  4  in  the 
middle  third  (mortaUty  rate  25%)  and  6  in  the  cervical  esophagus 
(mortaUty  rate  50%).    Among  11  patients  initiaUy  given  medical 
treatment  (antibiotics,  nasogastric  suction  and  bed-rest  begmnmg 
12-48  hr  after  perforation),  the  mortaUty  rate  was  36%;  6  of 
these  11  subsequently  required  surgical  treatment  within  24-72 
hr,  with  a  mortaUty  rate  of  67%.    In  contrast,  only  1  of  8 
patients  treated  surgicaUy  as  soon  as  a  diagnosis  of  perforation 
was  made  died  (average  of  20-hr  interval  between  perforation 
and  surgery).    Perforation  was  located  in  the  lower  third  of  the 
esophagus  in  7  of  these  8  cases.   The  results  demonstrate  the 
consequence  of  delayed  surgical  drainage;  the  relation  between 
site  of  perforation  and  mortaUty  cannot  be  assessed  smce  the 
3  patients  who  died  after  cervical  perforation  aU  had  delayed 
surgical  drainage. 

312  A  RATIONAL  PROGRAM  FOR  THE  DLVG- 

NOSIS  AND  TREATMENT  OF  BLEEDING 
ESOPHAGEAL  VARICES.   (E.)    Conn,  H.  O.  (VA  Hosp.,  West 
Haven,  Conn.)  and  J.  A.  Simpson.  Med  Clin  N  Amer  52(6): 
1457-1474,  1968. 

Based  on  data  from  the  Uterature  and  their  own  experience 
during  the  last  10  yr  at  the  West  Haven  VA  Hospital,  the 
authors  carefuUy  review  accepted  diagnostic  and  therapeutic 
measures  for  hemorrhage  from  esophageal  varices,  and  outUne  an 
effective  program  intended  primarily  for  patients  with  Laennec's^ 
cirrhosis.   Emergency  esophagoscopy,  which  was  successfuUy       | 
performed  in  142  of  151  patients,  proved  to  be  a  rapid,  safe       .; 
and  reUable  means  of  estabUshing  or  excluding  esophageal  varices 
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as  the  site  of  gastrointestinal  hemorrhage.    Endoscopic  diag- 
nosis was  correct  in  68  of  78  examinations  in  which  the  site 
of  hemorrhage  was  proved,  including  all  28  cases  of  bleeding 
esophageal  varices.    Vasopressin  therapy  provided  relatively  safe 
and  simple  control  of  bleeding  in  12  of  28  cases  given  multiple 
doses,  and  is  suggested  as  the  first  step  in  treatment.    The 
Sengstaken  and  Blakemore  tube  was  associated  with  fatal  com- 
plications in  about  20%  of  the  patients  in  whom  it  was  used, 
and  should  therefore  be  reserved  for  cases  proven  unequivocaUy 
to  be  bleeding  from  esophageal  varices  when  bleeding  continues 
m  spite  of  conservative  therapy  and  surgical  intervention  is  im- 
possible.   Both  published  data  (uncontroUed)  and  the  authors' 
experience  with  101  patients  suggest  that  emergency  portacaval 
anastomosis  offers  greater  survival  than  other  forms  of  treatment 
Among  18  patients  who  had  emergency  portacaval  anastomoses, 
10  died,  while  64  of  the  remaining  83  patients  died  of  hemor-  ' 
rhage  or  its  consequences  and  5  of  the  19  survivors  died  later" 
the  overaU  mortaUty  was  79%,  but  13  of  15  who  underwent  ' 
elective  portacaval  shunts  survived.    Prophylactic  portacaval 
anastomosis  virtuaUy  eliminates  hemorrhage  from  varices,  but 
loes  not  increase  survival  in  unselected  cirrhotic  patients'.    Pre- 
iminary  results  of  a  controlled  study  indicate  that  this  procedure 
nay  improve  survival  in  selected  cirrhotics  with  esophageal 
'arices. 

113  THE  SWALLOWING  DISORDER  IN  PATIENTS 

WITH  DIABETIC  NEUROPATHY-GASTRO- 
iNTEROPATHY.   (E.)    Mandelstam,  P.  (U.  Kentucky  CoU. 
Hed.,  Lexington),  C.  I.  Siegel,  A.  Lieber  and  M.  Siegel 
lastroenterology  56(1).1-12,  1969. 

fen  patients  (2  women  and  8  men,  27-68  yr  old)  with  diabetic 
leuropathy-gastroenteropathy  who  had  undergone  cineradiog- 
aphy  9  months  to  3  yr  earlier  for  esophageal  motor  dysfunc- 
ion  were  reevaluated  clinically  and  cineradiographicaUy;  mano- 
netric  studies  were  also  carried  out  in  8  cases.    Individual  case 
eports  are  presented.    In  comparison  with  an  age-  and  sex- 
latched  control  group,  the  diabetic  patients  showed  a  markedly 
immished  ampUtude  of  peristaltic  contractions  in  the  pharynx 
nd  throughout  the  body  of  the  esophagus;  a  markedly  de- 
ceased percentage  of  swallows  foUowed  by  peristalsis  (average 
f  45%  versus  89%  in  controls);  a  high  incidence  of  tertiary 
ipastic)  contractions;  and  a  much  reduced  resting  pressure  in 
le  lower  esophageal  sphincter  (2  ±1  mm  Hg  versus  6  ±  1  mm 
Ig  m  controls).  There  was  substantial  overlap  between  diabetic 
id  control  groups  in  the  mean  duration  of  pharyngeal  con- 
actions,  mean  resting  pressure  of  the  upper  esophageal  sphincter 
ean  duration  of  relaxation  of  the  upper  esophageal  sphincter 
Id  duration  of  relaxation  of  the  lower  esophageal  sphincter 
meradiography  revealed  diminished  or  absent  primary  peri- 
iltic  waves  in  aU  10  cases,  delayed  recumbent  emptying  in  9 
creased  esophageal  caliber  in  9,  occasional  tertiary  contrac-  ' 
>ns  m  5,  hiatus  hernia  and  gastroesophageal  reflux  in  1    and 
laryngeal  dilatation  in  1. 


4  EFFECTS  OF  INCREASED  GRAVITY  ON 

GASTROESOPHAGEAL  REFLUX  IN  MONKEYS 

.;    Skinner,  D.  B.  (USAF  Sch.  Aerospace  Med.,  Brooks  AFB, ' 
:xas)  and  T.  F.  Camp  Jr.   Aerospace  Med  40(1):14-17,  1969.' 
le  ability  of  intraluminal  pressure  measurements  and  of  the 
indardized  gastric  reHux  technique  to  predict  the  competency 
tne  cardia  under  increased  gravitational  stress  was  evaluated 
tu  sedated  Rhesus  monkeys  (13  mg  chlorpromazine)     Five 


animals  had  reconstruction  of  the  cardia  to  increase  the  com- 
petency of  the  gastroesophageal  junction.    Intraluminal  pressure 
was  recorded  from  the  esophagus,  sphincter  zones  and  stomach, 
and  esophageal  pH  was  measured  under  resting  conditions  and  ' 
during  centrifugation  at  2-3  times  normal  gravity.    Four  of  5 
monkeys  which  did  not  show  reflux  during  the  control  experi- 
ments also  did  not  show  reflux  during  centrifugation;  5  monkeys 
which  showed  minimal  or  moderate  reflux  under  normal  grav- 
itational conditions  had  increased  reflux  when  centrifuged.    In 
animals  which  exhibited  a  competent  cardia,  excessive  pressure 
did  not  develop  in  the  esophagus,  while  increased  gastric  pres- 
sures were  transmitted  to  the  esophagus  in  animals  with  slightly 
or  markedly  incompetent  sphincter  mechanisms.    Assessment 
of  the  sphincter  by  intraluminal  pressure  measurements  under 
control  conditions  did  not  correlate  weU  with  competence  of 
the  cardia  under  increased  gravity.    However,  the  standardized 
test  for  reflux  under  resting  conditions  did  permit  accurate  pre- 
diction of  sphincter  function  during  centrifugation. 

315  INCIDENCE  OF  HIATUS  HERNIA  IN  ASYMP- 

TOMATIC SUBJECTS.    (E.J    Dyer,  N.  H.  (London 
Hosp.,  England)  and  R.  B.  Pridie.    Gut  9(6):696-699,  1968. 
The  incidence  of  hiatus  hernia  and  its  role  in  the  production 
of  symptoms  suggestive  of  gastrointestinal  disease  was  studied 
by  barium  swaUow  in  95  essentiaUy  asymptomatic  volunteers 
(61  males  and  34  females).    The  patients  were  divided  into  3 
groups  on  the  basis  of  a  personal  interview:    59  patients  with 
no  symptoms;  36  patients  with  minor  gastrointestinal  symp- 
toms, including  24  with  upper  abdominal  and  12  with  lower 
abdominal  symptoms;  and  32  patients  with  chest  pain,  includ- 
ing 12  with  ischemic  heart  disease  and  20  with  a  normal  ECG. 
Of  the  95  people  examined,  31  had  a  sliding  hiatus  hernia,  giving 
an  mcidence  of  33%.  Reflux  was  demonstrated  in  5  of  these 
patients  but  was  not  demonstrated  in  any  subject  in  the  absence 
of  a  hernia.  The  hernias  were  all  small  or  medium  sized.    There 
was  no  tendency  for  the  incidence  to  increase  with  advancing  age 
Nearly  twice  as  many  males  as  females  were  included  in  the  study 
by  chance,  but  the  incidence  of  hernia  in  each  sex  was  similar 
(33%  m  males  and  32%  in  females).   The  incidence  also  did  not 
rise  progressively  with  weight.  Minor  symptoms  were  not  related 
to  the  presence  of  a  hernia  and  it  was  not  possible  to  isolate  any 
particular  symptom  as  indicative  of  hiatus  hernia.  It  appeared 
initiaUy  that  hiatus  hernia  might  be  associated  with  ischemic 
heart  disease,  but  the  results  were  not  significant  when  compared 
with  the  group  complaining  of  other  types  of  chest  pain. 

316 


HIATUS  HERNIA,  DUODENAL  ULCER  AND 
PEPTIC  ESOPHAGITIS.  (E.J  Weber,  J.  M.  (U 
Pittsbuigh  Sch.  Med.,  Pa.).  Amer  J  Gastroent  51(1): 35-41,  1969. 
In  a  series  of  2125  esophagoscopies  performed  during  the  period 
1951-66,  410  cases  of  hiatus  hernia  were  encountered    Esophag- 
itis  was  present  in  48,  or  about  12%  of  aU  cases  with  hiatus  hernia. 
In  the  majority  of  patients,  hiatus  hernia  without  gastric  hyper- 
secretion is  a  relatively  minor  anatomic  abnormality.    Hiatus 
hernia  with  gastric  hypersecretion,  however,  especially  in  the 
presence  of  duodenal  ulcer  (25  of  these  48  cases)  is  a  serious 
problem;  it  is  often  associated  with  gastritis,  erosions  and  ulcers 
within  the  hernia,  and  may  develop  into  peptic  esophagitis  and 
stricture.    In  this  group  of  48  cases  there  were  20  without 
stricture,  23  with  soft  strictures  and  5  with  hard  undilatable 
strictures.    The  soft  strictures  usually  dilate  easily,  but  failure 
to  correct  the  hiatus  hernia  and  its  associated  incompetency 
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surgicaUy  at  this  early,  reversible  stage  may  lead  to  Stage  III 
with  the  hard  undilatable  strictures  requiring  more  serious  sur- 
gery.   Peptic  insult  to  the  lower  esophagus  may  proceed  un- 
detected for  years;  with  age,  mucosal  resistance  weakens,  lead- 
ing to  esophagitis  and  stricture.    Surgical  repair  of  hiatus  hernia 
should  therefore  be  considered  in  all  cases  of  esophagitis  and 
in  all  cases  in  which  hiatus  hernia  is  associated  with  duodenal 
or  prepyloric  peptic  ulcer.    It  is  essential  that  the  distal  esoph- 
agus be  restored  to  its  intraabdominal  position  and  that  the 
normal  cardioesophageal  angle  be  restored  and  maintained. 

317  THE  DEVELOPMENT  OF  CANCER  IN  PATIENTS 

WITH  HIATUS  HERNIA.  (Rus.)  Gvozdev,  M.  P. 
(S.  M.  Kirov  Acad.  Milit.  Med.,  Leningrad,  USSR).  Vestn  Khir 
Grekov  101(10):  19-24,  1968. 

Cancer  developed  in  15  of  367  patients  with  hiatus  hernia,  and 
another  patient  developed  a  leiomyoma.   Cancer  was  found  in 
the  lower  part  of  the  esophagus  in  8  cases,  in  the  cardia  in  6, 
and  in  the  body  of  the  stomach  in  2.   Nine  of  these  patients 
had  sliding  hernias  and  2,  periesophageal  hernias.   Five  young 
patients  had  symptoms  of  reflux  esophagitis.   Three  Ulustoative 
case  reports  are  presented.    Possible  explanations  are  offered  to 
account  for  the  development  of  cancer  in  patients  with  hiatus 
hernia.    Surgical  treatment  of  hiatus  hernia  is  recommended 
to  prevent  the  development  of  gastritis  and  reflux  esophagitis 
which  are  considered  to  be  the  2  main  causes  of  cancer  in  these 
patients. 

318  THE  DIAGNOSIS  AND  TREATMENT  OF 

BENIGN  TUMORS  OF  THE  ESOPHAGUS.   (Rm.) 

Rogacheva,  V.  S.  (Tomsk  Med.  Inst.,  USSR)  and  T.  I. 
Tsekhanovich.    Vestn  Khir  Grekov  101(10):16-18,  1968. 
Between  1954  and  1967,  14  patients  were  seen  with  benign 
esophageal  tumors;  operations  were  performed  on  11  (7  men 
and  4  women,  aged  18-56  yr).    Correct  diagnoses  were  estab- 
Ushed  before  surgery  in  9  cases.    One  patient  was  erroneously 
believed  to  have  a  mediastmal  tumor,  and  the  esophageal  tumor 
of  another  went  undiagnosed  because  of  an  esophageal  diver- 
ticulum.  Tumors  were  enucleated  using  an  abdominal  approach 
in  the  6  cases  in  which  they  were  located  in  the  lower  third  of 
the  esophagus  and  a  transpleural  approach  in  the  5  cases  in 
which  they  were  located  in  the  upper  2/3.    Histological  exam- 
inations showed  that  9  tumors  were  leiomyomas,  1  was  a  fib- 
roma, and  1  a  cyst.    An  fllustrative  case  report  is  presented. 

319  ESOPHAGITIS  AND  MUCOSAL  STRUCTURE. 

(Fr.)    Mounier-Kuhn,  P.,  J.  Gaillard,  H.  Lafon, 
A.  Morgon  and  J.  P.  Haguenauer.   J  Franc  Otorhinokryng 
17(9):721-729,  1968. 

The  embryogenesis  of  the  esophagus,  esophageal  anomaUes, 
clinical  findings  in  nonneoplastic  esophagitis,  and  the  patho- 
genesis of  esophagitis  are  discussed.    Responses  characteristic 
of  the  glandular  secretory  mucosa  of  the  stomach  were  obtamed 
in  70  of  82  biopsied  cases  of  "peptic"  stenotic  esophagitis. 
These  cases  are  best  accounted  for  by  a  congenital  theory  which 
explains  variations  in  joining,  islets  or  rings  of  ectopic  mucosa, 
and  more  or  less  extensive  layers  of  ectopic  tissue  m  the  lower 
esophagus.    A  case  report  is  presented  for  a  54-yr-old  alcohobc 
man  who  developed  esophagitis  and  gastric  mucosa  m  the  esoph- 
agus without  any  signs  of  malignancy.   Treatment  consisted  of 


diet  and  "dressing"  of  the  mucosa.  It  is  concluded  that  non- 
neoplastic esophagitis  is  due  to  secretory  malfunction  and  in- 
tolerance. 

320  THE  ESOPHAGUS  IN  DISEASES  OF  THE 
HEART  AND  AORTA.    (It.)    Barbaccia,  F. 

(Maggiore  Hosp.,  Milan,  Italy).  Minerva  Gastroent  14(2): 

33-51,  1968. 

321  RECONSTRUCTION  OF  THE  CERVICAL 
ESOPHAGUS.   (Sp.)    O'Conotr,  C.  M.  (Rivadavia 

Hosp.,  Buenos  Aires,  Argentina),  E.  Cordova,  S.  Saade  and  P. 
Quiroga.  Prensa  Med  Argent  55(27):1307-1310,  1968. 
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322  POSTOPERATIVE  REFLUX  ESOPHAGITIS 
AND  ITS  TREATMENT.   (Rus.)    Riabtsev,  V.  G. 

(I  M.  Sechenov  1st  Moscow  Med.  Inst.,  USSR),  A.  L.  Grebenev 
and  L.  P.  Baiandin.    Klin  Med  (Moskva)  46(10):98-102,  1968. 

323  THE  CLINICAL  CHARACTERISTICS  OF  HIATUS 
HERNIA.    (Rus.)    Kunov,  A.  (Higher  Med.  Inst., 

Sofia,  Bulgaria),  M.  Orbetsov,  S.  Naidenov  and  F.  Avramova. 
Klin  Med  (Moskva)  46(10):  102-108,  1968. 

324  CHANGES  IN  THE  BLOOD  PICTURE  FOL- 
LOWING CHEMICAL  BURNS  OF  THE 

ESOPHAGUS.   (Rus.)    Boris,  A.  I.  (Minsk  Med.  Inst.,  USSR) 
and  V.  A.  Kat'ko.   Klin  Med  (Moskva)    46(10):109-111,  1968. 

325  THE  PATHOPHYSIOLOGY  AND  X-RAY  DIAG- 
NOSIS OF  HIATUS  HERNIA.   (Ger.)    Himmel, 

D  (Radiol.  Clin.,  Karl  Marx  U.,  Leipzig,  Germany)  and  F. 
Kamprad.  Deutsch  Gesundh  23(45):2119-2126,  1968. 

326  STRANGULATED  DIAPHRAGMATIC  HERNIA. 

(E.)    Hoffman,  E.  (Poole  Hosp.,  Middlesbrough, 
England).    Thorax  23(5):541-549,  1968. 

327  CONGENITAL  TRACHEOESOPHAGEAL 
FISTULA  WITHOUT  ESOPHAGEAL  ATRESIA. 

(E.)    Riggs,  W.  Jr.  (U.  Tennessee  Coll.  Med.,  Memphis). 
Southern  Med  J  62(2):135-140,  1969. 

328  ESOPHAGEAL  RESECTION:    GASTRO- 
ESOPHAGEAL ANASTOMOSIS.   (E.)    Peterson, 

T.  A.  (Minneapolis,  Minn.),  F.  E.  Johnson  and  J.  C.  Kiser. 
Minn  Med  51(10):1351-1354,  1968. 

329  LYE  STRICTURE  OF  THE  OESOPHAGUS  IN 

AN  INFANT.    (E.)    Thompson,  D.  T.  (Cent. 
Hosp.,  Salisbury,  Rhodesia).  J  Roy  Coll  Surg  Edinb  13(6): 
330-332,  1968. 

330  THE  PLACE  OF  POSTERIOR  GASTROPEXY 
IN  THE  TREATMENT  OF  HIATUS  HERNIA 

IN  ADULTS  (FIVE  PERSONAL  CASES).   (Fr.)    Parneix,  M. 
Bordeaux  Chir  2(3):179-186,  1968. 

331  EXPERIMENTAL  AND  CLINICAL  EVALUA- 
TION OF  AN  EVERTING  ESOPHAGEAL 

ANASTOMOSIS  IN  THE  GROWING  SUBJECT.    (E.) 

Wesselhoeft,  C.  W.  (George  Washington  U.  Sch.  Med.,  Wash- 
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ington,  D.C.),  D.  H.  Glew,  J.  G.  Randolph  and  B.  Blades.  / 
Thorac  Cardiovasc  Surg  56(5):658-666,  1968. 

332  OESOPHAGEAL  OBSTRUCTION  BY  MANGO 

SEED.   (E.)    Agarwal,  S.  L.  (M.  L.  N.  Med. 
Coll.,  Allahabad,  India).  Indian  Pract  21(9):593-595,  1968. 

$33  ANASTOMOTIC  TECHNIC  IN  ESOPHAGEAL 

ATRESIA.   (E.)    Qoud,  D.  T.  (Child.  Mem. 
tosp.,  Chicago,  111.).  J  Pediat  Surg  3(5):561-564,  1968. 

134  POST-VAGOTOMY  DYSPHAGIA.    (Sp.)    Curto 

Cardus,  J.  (Soc.  Security  Med.  Ctr.,  Barcelona, 
ipain),  D.  Gomez  Sanchez  and  C.  Crespo  Cortejoso.   Rev  Esp 
mferm  Apar  Dig  27(8):1207-1216,  1968. 

35  CORONARY  SYNDROME  IN  THE  CLINICAL 
PICTURE  OF  ESOPHAGEAL  HIATUS  HERNIA. 

Pol.)    Kopylow,  A.  (2nd  Clin.  Intern.  Dis.,  Szczecin,  Poland) 
'rzegl  Lek  24(10):749-753,  1968. 

36  THE  TREATMENT  OF  ESOPHAGEAL  BURNS 
AND  CICATRICIAL  STENOSIS.    (Fr.) 

allemant,  Y.   Cah  Coll  Med  Hop  Paris  9(12)1043-1054 
968. 

37  PERSONAL  EXPERIENCE  IN  THE  TREAT- 
MENT OF  CARDIOSPASM.   (Bui.)    Krustinov,  G. 

ligher  Med.  Inst.,  Vama,  Bulgaria),  G.  ChepUev  and  S.  Belov 
hirurgiia  (Sofiia)  21(5):417421,  1968. 

38  PLANTS  ASSOCIATED  WITH  ESOPHAGEAL 

CANCER  CASES  IN  CURACAO.   (E.)    Morton, 

F.  (U.  Miami,  Coral  Gables,  Fla.).   Cancer  Res  28(11):2268- 
571,  1968. 

39  THE  STORY  OF  ESOPHAGEAL  ATRESIA 
AND  TRACHEOESOPHAGEAL  FISTULA.    (E.J 

ihcraft,  K.  W.  (U.  Kansas  Sch.  Med.,  Kansas  City)  and 
M.  Holder.   Surgery  65(2):332-340,  1969. 

10  ESOPHAGEAL  HIATUS  HERNIA:    CONSID- 

ERATIONS IN  THE  SELECTION  OF  PATIENTS 
)R  OPERATIVE  CORRECTION.   (E.)    Parsons,  J.  T. 
ouston,  Tex.).   Southern  Med  J  62(2):129-134,  1969. 


Maamies. 


ACHALASIA  CARDIAE.    (E.)    Tala,  P.  (U. 
Cent.  Hosp.,  Helsinki,  Finland),  R.  Luosto  and 
Ann  Chir  Gynaec  Fenn  57(3):281-286,  1968. 


2  SPONTANEOUS  RUPTURE  OF  ESOPHAGUS- 

ONE  TRANSVERSE  RUPTURE.    (E.)    Bangash 
(New  Jersey  CoU.  Med.,  Jersey  City),  N.  J.  Demos  and 
'.  Tunmes.  New  York  J  Med  68(13):1857-1860,  1968. 


343  CONGENITAL  OESOPHAGOBRONCHIAL 
FISTULA  WITH  PRESENTATION  IN  ADULT 

LIFE.   (E.)    Le  Roux,  B.  T.  (U.  Natal,  South  Africa)  and 
M.  A.  Williams.  Brit  J  Surg  55(4):306-308,  1968. 

344  NINE-YEAR  EXPERIENCE  WITH  HIATUS 
HERNIA  AT  THE  HARTFORD  HOSPITAL.    (E.) 

Giffrn,  L.  A.  (Hartford  Hosp.,  Conn.).  Hartford  Hosp  Bull 
23(4):255-263,  1968. 

345  REPLACEMENT  OF  THE  ESOPHAGUS  BY  A 
REVERSED  GASTRIC  TUBE:    TECHNIQUE. 

(Sp.)    Santangelo,  H.  (Francisco  T.  Olivera,  Inst.  Gastroent. 
Path.  Nutrit.,  Buenos  Aires,  Argentina),  R.  A.  Garriz  and 
A.  F.  Valoni.  Prensa  Med  Argent  55(30):1447-1452,  1968. 

346  FATAL  HEMORRHAGE  FROM  AN 
ESOPHAGO-AORTIC  FISTULA  CAUSED  BY 

A  SWALLOWED  BONE  FRAGMENT.    [CASE  REPORT]    (E.) 
Verhage,  J.  C.  (Zutphen  Gen.  Hosp.,  Netherlands).  Arch  Chir 
Neerl  20(4):301-304,  1968. 

347  BLEEDING  ESOPHAGEAL  VARICES- EXPERI- 
ENCES IN  A  GENERAL  HOSPITAL.    (E.) 

Reynolds,  J.  C.  (Akron  City  Hosp.,  Ohio).  J  Kansas  Med  Soc 
69(ll):513-523,  1968. 

348  STUDIES  ON  RECONSTRUCTION  OF  THE 
ESOPHAGUS  WITH  PEDICLED  COLONIC  SEG- 
MENT.  (E.)    Mashidori,  K.  (Yamaguchi  U.  Med.  Sch.,  Japan). 
Arch  Jap  Chir  37(6):854-866,  1968. 

349  STUDIES  ON  REPLACEMENT  FOR  THE 
CERVICAL  AND  UPPER  THORACIC 

ESOPHAGEAL  DEFECTS  BY  FREE  TRANSPLANTATION 
OF  A  GASTRIC  OR  INTESTINAL  SEGMENT.    (E.)    Matsui, 
H.  (Kyoto  Med.  Sch.,  Japan).  Arch  Jap  Chir  37(6):817-834, 
1968. 

350  ATRESIA  OF  THE  ESOPHAGUS:    INCREASED 

SURVIVAL  WITH  STAGED  PROCEDURES  IN 
THE  POOR-RISK  INFANT.  (E.)  Hamilton,  J.  P.  (Charlotte 
Mem.  Hosp.,  N.  C).   Coll  Works  Cardiopulm  Dis  14(l):44-57, 

iy6o. 

351  DIAGNOSIS  AND  MANAGEMENT  OF  GLOBUS 
HYSTERICUS.   (E.)    Young,  J.  R.  Jr.  (Natchez, 

Miss.).   J  Mississippi  Med  Ass  9(12):576-579,  1968. 

352  SOME  OBSERVATIONS  ON  STRANGULATED 
POST-TRAUMATIC  DIAPHRAGMATIC  HERNIA. 

(It.)    Orecchia,  C.  (Maggiore  Hosp.,  Vercelli,  Italy)  and  F. 
Sigaudo.  Minerva  Chir  23(21):1161-1165,  1968. 


See  also:    229,230,233,247,296,304,377,423 
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353  OCCURRENCE  OF  FETAL  SULPHOGLYCO- 

PROTEIN  ANTIGEN  IN  THE  GASTRIC  JUICE 
OF  PATIENTS  WITH  GASTRIC  DISEASES.    (E.)    Hakkinen, 
I.  (Dept.  Med.  Microbiol.  Path.,  U.  Turku,  Finland)  and  S. 
Viikari.  Ann  Surg  169(2):277-281,  1969. 
Gastric  juice  collected  from  78  patients  with  proven  gastric 
cancers,  63  with  peptic  ulcers,  57  with  other  gastric  diseases, 
and  28  young  healthy  persons  was  studied  for  the  presence  of 
a  fetal  sulfoglycoprotein  antigen  (PSA).    Using  a  specific  rabbit 
antiserum,  FSA  was  found  in  75  of  the  78  gastric  cancer 
patients,  9  of  the  63  patients  with  peptic  ulcers,  5  of  the  57 
patients  with  other  gastric  diseases,  and  none  of  the  controls. 
FSA  was  still  present  in  7  of  13  patients  reexamined  1-6  months 
after  surgery  for  gastric  cancer.    Among  24  5-yr  survivors  follow- 
ing surgery  for  gastric  cancer,  only  4  had  FSA.   These  results 
indicate  that  FSA  is  a  regular  component  of  the  gastric  juice 
of  patients  with  gastric  cancer,  and  suggest  that  there  may  be 
a  relation  between  FSA  and  carcinogenesis.   The  presence  of 
FSA  in  the  gastric  juice  may  be  a  valuable  diagnostic  sign  of 
an  existing  or  future  cancer. 

354  GASTRIC  CANCER:    THE  SUCCESS  OF  EARLY 

DETECTION  BY  A  COORDINATED  PROGRAM 
OF  PERIODIC  GASTRIC  MUCOSAL  X-RAY  STUDIES  AND 
GASTROSCOPIC  AND  GASTRIC  CAMERA  OBSERVATIONS. 

(E.j    Nakayama,  K.  (Tokyo,  Japan).   Surgery  65(2):227-231, 
1969. 

A  proposal  for  a  systematic  screening  program  to  detect  early 
cancer  of  the  stomach  is  supported  by  the  author's  experience 
with  559  asymptomatic  patients  who  were  examined  by  gastro- 
intestinal X-ray  twice  a  year  since  March  1965;  many  also  were 
examined  by  gastric  camera  and  gastroscopy.    Fifteen  cases  of 
early  gastric  cancer  were  discovered  and  verified  by  operation. 
All  survived  surgery  and  are  living  normally.   A  typical  case  re- 
port is  presented.    The  significance  of  early  detection  is  em- 
phasized by  a  5-yr  follow-up  study  of  363  cases  subjected  to 
gastrectomy  for  carcinoma  (1946-1952);  47%  survived  more 
than  5  yr  after  radical  resection,  compared  to  only  7%  after 
palliative  resection.    Follow-up  analysis  of  252  cases  after  gas- 
trectomy also  indicated  survival  beyond  5  yr  in  more  than  80% 
of  patients  when  the  original  tumor  size  was  less  than  2  cm; 
up  to  4  cm  the  survival  rate  was  26.9%,  at  8  cm  or  greater  it 
was  22%.    When  tumor  infUtration  was  restricted  to  the  mu- 
cosal layer,  100%  lived  5  yr  or  more;  infiltration  into  the  sub- 
'  mucosal,  muscular  or  serosal  layers  reduced  the  5-yr  survival 
to  75%,  52%  and  17.7%,  resp.   The  author  concludes  that  the 
extent  of  infiltration  is  the  most  important  determinant  of  the 
fate  of  gastric  cancer  patients. 

355  GLOMUS  TUMORS  OF  THE  STOMACH.    (E.) 

Appelman,  H.  D.  (Armed  Forces  Inst.  Path., 
Washington,  D.  C.)  and  E.  B.  Helwig.    Cancar  23(1): 203-21 3, 
1969. 

The  clinical  and  histological  features  of  gastric  glomus  tumors 
are  presented  on  the  basis  of  12  cases  (mean  age  in  the  6th 
decade,  7  males  and  5  females).    Upper  gastrointestinal  bleeding 
and  peptic  ulcer  symptoms  (epigastric  pain,  nausea,  vomiting, 
anorexia)  were  the  most  common  complaints.    Radiographic 


signs  were  not  characteristic:    interpretations  included  ulcers, 
carcinoma,  polyps,  and  extramucosal  or  intraluminal  filling  de- 
fects.   Most  of  the  tumors  were  located  in  the  distal  stomach 
with  equal  distribution  on  both  the  anterior  and  posterior  walls 
and  both  curvatures.   Tumors  measured  1.0-4.0  cm  in  diameter 
and  varied  in  consistency  from  firm  to  soft.    Mucosal  ulceration 
overlying  the  tumor  was  present  in  4  cases.    All  of  the  tumors 
were  situated  within  the  muscularis  propria,  with  some  bulging 
into  the  submucosa.   The  tumors  were  sunounded  by  hyper- 
trophic smooth  muscle  forming  a  pseudocapsule,  and  consisted 
of  benign,  maturely  organized  proliferations  of  glomus  cells, 
blood  vessels,  and  occasional  nerve  bundles.   The  histogenesis 
of  the  tumor  is  uncertain.    Local  resection  is  adequate  therapy. 
The  pathologist's  awareness  of  the  gastric  glomus  tumor  can 
prevent  an  unnecessary  extensive  surgical  procedure. 


356  A  STUDY  OF  SEROTONIN  METABOUSM  IN 

THE  DUMPING  SYNDROME.   (Rus.)    Sveshnikov, 
A.  I.  (N.  V.  Sklifosovskii  Sci.-Res.  Inst.  Emergency  Med. 
Treatment,  Moscow,  USSR)  and  L.  D.  Stoilov.   Sovet  Med 
31(10):24-28,  1968. 

Blood  serotonin  and  urinary  5-hydroxyindoleacetic  acid  were 
determined  in  25  normal  subjects  and  in  33  patients  (20  men 
and  13  women,  aged  29-75  yr)  who  had  undergone  gastrectomies 
for  peptic  ulcers.   Finsterer's  modification  of  the  Billroth  II 
procedure  had  been  performed  on  29  and  the  Billroth  I  pro- 
cedure on  4.   Dumping  syndrome  was  present  in  mild  to  severe 
forms  in  24  of  the  33  patients.    Patients  with  dumping  syndrome 
and  some  controls  were  tested  both  while  fasting  and  15-20 
min  after  ingestion  of  150  mg  of  50%  glucose.   Before  glucose 
there  was  no  appreciable  difference  between  patients  with 
dumping  syndrome  and  controls  in  blood  serotonin  and  urinary 
5-hydroxyindoleacetic  acid.    After  glucose  ingestion  the  sero- 
tonin blood  levels  increased  significantly  in  patients  with  mod- 
erate to  severe  dumping  syndrome  but  remained  the  same  in 
normal  subjects  and  gastrectomized  patients  without  dumping 
syndrome.    No  statistically  significant  changes  occuned  in  the 
24-hr  urinary  excretion  of  5-hydroxyindoleacetic  acid  in  any 
group.    These  findings  suggest  that  increased  seaetion  of  sero- 
tonin by  the  chromaffin  ceUs  of  the  gastrointestinal  tract  after    , 
ingestion  of  glucose  may  be  a  factor  in  the  production  of  j 

dumping  syndrome. 

357  GASTRIC  AUTOIMMUNITY  IN  PERNICIOUS 

ANEMIA.  (E.)  Goldberg,  L.  S.  (U.  California 
Sch.  Med.,  San  Francisco),  J.  Shuster  and  H.  H.  Fudenberg. 
J  Lab  Clin  Med  73(2):249-257,  1969. 

Saliva  and  serum  from  a  patient  with  pernicious  anemia  and  a 
secretory  IgA  autoantibody  to  intrinsic  factor  in  the  gastric        [ 
juice  were  studied  to  determine  whether  the  secretory  IgA  auto- 
antibody was  of  salivary  origin  and  whether  the  IgA  component 
of  the  gastric  antibody  was  selectively  transported  from  serum 
into  gastric  juice.   The  serum  contained  both  blocking  and 
binding  autoantibodies  to  intrinsic  factor  restricted  to  the  IgA 
class  of  immunoglobulins;  the  serum  binding  antibody  had  both 
kappa  and  lambda  light  chains.    Antibody  activity  was  not  de- 
tected in  the  patient's  saUva.    The  immunologic  differences  be-  ^ 
tween  the  secretory  IgA  autoantibody  in  gastric  juice  and  the    I 
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;A  autoantibody  in  serum  indicate  that  they  are  products  of 
ifferent  immune  systems.  These  data  suggest  that  the  secretory 
;A  autoantibody  to  intrinsic  factor  was  produced  by  immun- 
logically  competent  cells  of  the  gastric  immune  system,  thus 
itablishing  the  concept  of  gastric  autoimmunity  in  pernicious 
lemia. 

i8  GASTRIC  XANTHELASMA.    (E.)    Kimura,  K. 

(Dept.  Path.,  Atomic  Bomb  Casualty  Comm., 
ijiyma  Park,  Hiroshima,  Japan),  T.  Hiramoto  and  C.  R. 
uncher.  Arch  Path  87(1):110-117,  1969. 

ne  or  more  gastric  xanthelasmas  were  noted  in  113  (58%) 
■  193  consecutive  autopsies  performed  at  Hiroshima  during 
)64-1965.    Only  1  lesion  was  present  in  35  cases  (31%),  2 
23  (20%),  and  3  in  16  (14%).    In  2  cases  there  were  more 
an  10  lesions  present.    Sixty-three  percent  of  the  xanthelasmas 
sre  in  the  fundic  portion  of  the  stomach.    Most  of  the  lesions 
;re  1-2  mm  in  diameter,  rounded  or  oval,  circumscribed, 
llow  or  yellow-white,  and  macular  or  nodular.    HistologicaUy, 
e  lesions  consisted  of  collections  of  foam  cells  in  the  lamina 
opria.   The  presence  of  xanthelasmas  was  unrelated  to  the 
rum  cholesterol  level.   The  lesion  increased  in  frequency  with 
e,  was  more  common  among  men  than  women,  and  was  often 
sociated  with  intestinal  metaplasia  of  the  gastric  mucosa, 
lere  was  no  relation  between  gastric  xanthelasma  and  expo- 
re  to  the  atomic  bomb.    It  is  suggested  that  xanthelasmas  may 
:  a  sequel  to  old  focal  ulceration. 

'9  PROLAPSE  OF  THE  GASTRODUODENAL 

MUCOSA:  A  CLINICAL  STUDY.  (It.)  Jori, 
P.  (Inst.  Spec.  Med.  Path.,  U.  Naples,  Italy),  G.  Mazzacca 
d  M.  Mansi.  Riforma  Med  82(42):1153-1160,  1968. 

le  mucosa  of  the  gastric  antrum  protruded  through  the  py- 
•us  into  the  duodenal  bulb  in  230  (6%)  of  3812  patients 
bjected  to  X-ray  studies  between  1955  and  1967.    These  in- 
ided  168  men  and  62  women,  aged  18-76  yr.    Other  organic 
ions  of  the  stomach  and /or  duodenum  were  found  in  98  of 
;se  patients  (61  men  and  37  women),  but  only  3  had  chole- 
liiasis.   The  lesions  included  gastroduodenitis  in  58  cases,  duo- 
nal  ulcers  in  14,  stomach  ulcers  in  11,  duodenal  diverticulosis 
6,  hiatus  hernia  in  6,  and  benign  neoplasms  of  the  stomach 
1/or  intestine  in  3.    The  most  common  complaint  was  inter- 
ttent  epigastric  pain  which  was  sometimes  accompanied  by 
Iching,  nausea,  and  vomiting  after  meals.   Only  2  patients 
;r  showed  any  signs  of  gastrointestinal  bleeding.    When  placed 
an  ulcer  diet,  71  of  the  128  patients  with  no  other  lesions 
)wed  definite  subjective  improvement,  as  did  6  of  9  patients 

0  were  given  metoclopramide  tablets  t.i.d.  before  meals, 
rgery  is  concluded  to  be  the  only  effective  treatment  in  severe 
es. 

)  THE  VALUE  OF  THE  B  II-B  I  CONVERSION 

IN  THE  TREATMENT  OF  THE  POSTGASTREC- 
MY  SYNDROME.    (E.j    Borg,  I.  (Dept.  Suig.,  U.  Lund,  Malmo 
eden),  S.  G.  Borgstrom  and  K.  Haeger.  Acta  Chir  Scand 
4(8):655-659,  1968. 

29  patients  (14  men  and  15  women,  27-60  yr  old)  who  had 

1  Billroth  II  gastric  resections  for  various  reasons  (gastric 
er,  duodenal  ulcer,  perforation,  pain  or  hemorrhage)  and 

1  been  followed  for  1-14  yr  (average  5.5),  conversion  to  a 
Iroth  I  anastomosis  was  performed  because  of  dumping 


symptoms  in  16,  severe  anemia  in  2,  severe  weight  loss  in  1, 
afferent  loop  syndrome  in  5,  stenosis  of  the  loop  in  1,  pain 
after  meals  in  2,  and  recurrent  jejunal  ulcers  in  2  patients.    The 
patients  were  followed  for  1-12  yr  (average  7.2)  after  the  con- 
version and  the  clinical  results  were  evaluated.    None  of  the  16 
patients  with  dumping  as  the  main  reason  for  conversion  were 
cured;  improvement  was  noted  in  6,  no  change  in  8,  and  marked 
deterioration  in  2.    Two  cases  with  no  dumping  symptoms  be- 
fore the  conversion  had  moderate  dumping  afterward.    No  sig- 
nificant effect  on  anemia  or  weight  loss  was  noted.    Of  the  5 
patients  with  the  afferent  loop  syndrome,  conversion  resulted 
in  total  recovery  in  1  and  marked  improvement  in  3.    Of  the 
2  patients  with  recurrent  jejunal  ulcers,  the  ulcer  diathesis  was 
cured;  however,  1  developed  mild  dumping  symptoms  and  1 
developed  a  small  stomach  syndrome.    Psychiatric  symptoms 
were  noted  in  2/3  of  the  patients;  20  had  consulted  a  psychiat- 
rist and  8  of  them  had  been  treated  in  a  psychiatric  ward.    It 
is  concluded  that  conversion  of  a  Billroth  II  to  a  Billroth  1 
resection,  for  the  relief  of  dumping,  should  be  avoided. 

361  COMPARATIVE  EVALUATION  OF  THE  MOTOR 

ACTIVITY  OF  THE  GASTRIC  STUMP  AND 
SMALL  INTESTINE  AFTER  RECONSTRUCTIVE  GASTRO- 
DUODENOJEJUNOPLASTY.    (Rus.)    Gerasimets,  M.  T.  Eksp 
Khir  Anest  13(5):22-23,  1968. 

In  dogs,  gastric  resection  by  the  technique  of  Hofmeister  and 
Finsterer  produced  continuous  contractions  in  the  gastric  stump. 
These  contractions  were  intensified  by  conditioned  and  uncon- 
ditioned food  stimuli.    The  motihty  of  the  gastric  stump  de- 
creased after  gastroduodenojejunoplasty,  in  which  a  section  of 
the  jejunum  was  transplanted  between  the  gastric  stump  and 
the  duodenum,  and  periods  of  active  contractions  alternated 
with  periods  of  relative  rest.    It  took  20-30  min  for  the  stomach 
to  empty  fluids  and  60-80  min  for  it  to  empty  bread  and  meat. 
Gastric  resection  produced  a  marked  decrease  in  the  rhythm  of 
duodenal  peristalsis,  but  the  rhythm  of  pendular  contractions 
remained  the  same.    Food  stimuli  inhibited  duodenal  motility 
for  the  entire  time  the  food  stayed  in  the  stomach.    Emptying 
of  food  into  the  duodenum  was  accompanied  by  cessation  of 
motor  activity  in  the  gastric  stump  and  a  marked  increase  in 
motor  activity  of  the  duodenum  and  inlet  loop.    No  change 
occurred  in  the  motility  of  the  outlet  loop  after  gastric  resec- 
tion; this  activity  was  similar  to  that  of  the  pylorus  and  was 
retained  after  reconstructive  surgery.    The  increased  ileal  motility 
occurring  after  reconstructive  surgery  gradually  decreased  and 
reached  normal  values  4  months  after  surgery. 

362  PATHOPHYSIOLOGIC  MECHANISMS  OF 

SHOCK  IN  ACUTE  GASTRIC  DILATATION. 

(E.)    Passi,  R.  B.  (Ohio  State  U.  CoU.  Med.,  Columbus),  A.  R. 
Kraft  and  J.  S.  Vasko.    Surgery  65(2): 298-303,  1969. 
In  an  effort  to  clarify  the  pathophysiology  of  shock  in  acute 
gastric  dilatation,  the  hemodynamic  responses  to  acute,  experi- 
'  mentally-induced,  gastric  dilatation  were  measured  in  18  dogs. 
As  intragastric  pressure  increased,  inferior  and  superior  vena 
cava  blood  flow  decreased,  and  no  flow  was  recorded  in  the 
inferior  vena  cava  of  9  animals.    Concomitantly,  the  average 
superior  and  inferior  vena  cava  pressure  increased  and  the  mean 
systemic  arterial  pressure  decreased.    Following  rapid  gastric 
decompression,  most  of  the  pressures  returned  to  control  levels, 
although  the  mean  systemic  arterial  pressure  returned  to  basal 
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levels  in  only  4  dogs.    Gastric  decompression  was  accompanied 
by  an  immediate  increase  in  vena  caval  blood  flow.    These  find- 
ings indicate  that  shock  secondary  to  acute  gastric  dilatation 
is  produced  by  functional  inferior  vena  cava  obstruction  with 
an  associated  decrease  in  venous  return  to  the  heart.    Pretreat- 
ment  of  9  dogs  with  500-1000  ml  of  Ringer  lactate  i.v.  did  not 
prevent  shock,  but  12  dogs  (including  6  who  were  pretreated 
with  fluids)  required  fluid  after  gastric  decompression  to  restore 
the  mean  arterial  pressure  to  control  levels.    Bilateral  thoracic 
sympathectomy  (2  dogs)  and  bilateral  cervical  vagotomy  prior 
to  gastric  dilatation  (1)  did  not  influence  the  hemodynamic  re- 
sponses. 

363  CHOLELITHIASIS  AS  A  COMPLICATION 
OF  STOMACH  SURGERY.   (Ger.)    Pfeiffer, 

K.  M.  (Surg.  Clin.,  U.  Basel,  Switzerland)  and  J.  H.  Dunant. 
Schweiz  Med  Wschr  98(50):  1975-1978,  1968. 
During  a  5-yr  period,  50  patients  (40  males  and  10  females) 
had  biliary  tract  surgery  1-30  yr  after  stomach  surgery.    Of 
the  stomach  operations,  47  had  been  for  peptic  ulcers;  28  of 
these  operations  were  BUhroth  II  gastrectomies  and  only  2  were 
Billroth  I.    Gallstones  were  found  in  49  of  these  50  patients. 
Since  no  evidence  was  found  that  cholelithiasis  occurs  more 
frequently  among  peptic  ulcer  patients  than  among  the  general 
population,  stomach  surgery  itself  is  considered  to  have  been 
the  cause  of  choleUthiasis  in  these  patients.    Changes  produced 
by  stomach  surgery  which  might  contribute  to  the  development 
of  cholelithiasis  include:    1)  bacteria  in  the  duodenum  and 
upper  jejunum  which  might  ascend  in  the  biliary  tract,  produc- 
ing local  inflammation  and  stones,  2)  disturbances  in  flow  from 
the  extrahepatic  biliary  tract  due  to  scar  formation  near  the 
duodenum,  3)  production  of  cholestasis  in  the  afferent  loop 
because  of  the  overproduction  of  cholecystokinin  or  a  spillover 
of  similar  substances  in  the  general  circulation,  or  4)  enlarge- 
ment of  the  gallbladder  and  a  decrease  in  its  tonus  due  to  de- 
nervation in  vagotomized  patients. 

364  COMPARATIVE  DATA  ON  THE  ACTIVITY 
OF  PROTEOLYTIC  ENZYMES  IN  THE  STOMACH 

IN  VARIOUS  STOMACH  DISEASES,  INCLUDING  CANCER. 

(Rus.)  lansone.I.  L.  Klin  Lech  Zlok  Novoobr  11:15-11,1968. 

The  activity  of  proteolytic  enzymes  in  the  gastric  juice  was  studied 
at  pH  1.5-2.0,  3.5,  and  4.0-5.0  in  105  subjects  after  parenteral 
administration  of  histamine.  These  subjects  included  25  with 
stomach  cancer,  52  with  chronic  histamine-resistant  anacidic 
gastritis,  and  28  normal  controls.  In  controls,  proteolytic  enzyme 
activity  was  high  at  aU  pH's,  but  particularly  at  pH  1.5-2.0.  In 
patients  with  chronic  anacidic  gastritis  stomach  secretion  was 
delayed  and  lasted  45  min  at  most.  The  activity  of  proteolytic 
enzymes  was  low,  reaching  maximum  values  at  a  pH  of  4.0-5.0. 
Proteolytic  enzyme  activity  was  low  only  at  a  pH  of  1 .5-2.0  in 
patients  with  achlorhydria  and  stomach  cancer.  These  findings 
indicate  that  the  chief  and  parietal  ceUs  function  normaUy  in 
stomach  cancer,  but  that  there  is  a  change  in  the  reaction  of  the 
chief  cells  to  histamine  stimulation. 

365  PARIETAL  CELL  AND  INTRINSIC-FACTOR 

ANTIBODIES  IN  INDIAN  SUBJECTS.  (E.)  Desai, 
H.  G.  (Tata  Mem.  Hosp.,  Bombay,  India),  P.  K.  Dighe  and  A.  V. 
Borkar.  Scand  J  Gastroent  3(3):  321-326, 1968. 
The  incidence  of  circulating  parietal  ceU  (PCA)  and  intrinsic 
factor  antibodies  GFA)  in  285  control  subjects,  patients  with 


iron  deficiency  anemia  (145),  chronic  gastritis  (22),  pernicious 
anemia  (13),  thyrotoxicosis  (50),  or  diabetes  mellitus  (150), 
other  hospitalized  patients  (185),  and  relatives  of  patients  (50) 
in  India  were  compared  with  results  reported  from  Britain,  North 
America,  and  AustraUa.    Among  the  controls,  the  incidence  of 
PCA  (7.3%)  was  similar  to  that  seen  in  western  populations  (3- 
8%);  among  the  various  patient  groups,  the  incidence  of  PCA 
(14-62%)  was  greater  than  that  seen  in  controls,  but  also  similar 
to  that  seen  in  western  populations.    However,  among  aU  900 
Indians  studied,  IFA  was  found  in  only  1  patients  from  India 
supports  the  concept  that  the  2  antigen-antibody  systems  of  the 
gastric  mucosa  are  independent  of  each  other. 

366  AN  IMMUNOLOGICAL  AND  HISTOIMMUNO- 

LOGICAL  STUDY  OF  GASTRIC  SULPHOGLYCO- 
PROTEINS  IN  HEALTHY  AND  ASPIRIN-TREATED  DOGS. 

(E.)  Hakkinen,  I.  P.  T.  (Dept.  Med.  Microbiol.,  U.  Turku,  Finland) 
R.  Johansson  and  M.  Pantio.  Gut  9(6):712-716, 1968. 
Immunological  and  histoimmunological  techniques  were  used  to 
identify  and  localize  the  sulfoglycoproteins  in  the  gastric  mucosa 
of  12  adult  mongrel  dogs  and  to  study  the  possible  effect  of  as- 
pirin on  gastric  mucus  secretion.  Aspirin  tablets  were  fed  oraUy 
to  8  dogs  at  70-140  mg/kg  body  weight  daUy  for  3.5  months, 
whUe  the  remaining  4  dogs  served  as  controls.  As  a  result,  6  of  the 
8  dogs  in  the  aspirin  group  developed  smaU  multiple  erosions  and 
bleeding  in  the  gastric  mucosa.  Double  immunodiffusion  studies 
showed  that  one  of  the  2  sulfoglycoprotein  components  in  the 
gastric  juice  of  the  control  group  was  absent  from  the  gastric  jmce, 
of  the  aspirin  group.  The  aspirin  group  showed  increased  electro- 
phoretic  polydispersion  and  the  intensity  of  the  specific  fluor- 
escence in  the  mucosa  of  aU  control  dogs  was  higher  than  that 
seen  in  the  aspirin  dogs.  Prolonged  feeding  of  aspirin  thus  had  a 
selective  inhibitory  effect  on  the  secretion  and  presumably  on 
the  synthesis  of  a  gastric  sulfoglycoprotein  in  the  dog.  The  results 
indicate  that  the  sulfoglycoprotein  component  specific  to  the 
superficial  mucous  ceUs  is  mainly  affected.  This  may  be  analogou 
to  the  human  gastric  sulfoglycoprotein  which  is  also  synthesized 
by  the  superficial  gastric  mucous  ceUs.  There  was  little  or  no 
effect  on  the  sulfoglycoprotein  derived  from  the  deep  pyloric- 
type  glands  in  the  gastric  antrum  and  from  the  mucous  neck  ceU 
area  in  the  corpus  and  cardia. 

367  PATHOLOGICAL  AND  HISTOLOGICAL 

CHANGES  IN  THE  LYMPHATIC  SYSTEM  OF 
THE  STOMACH  DURING  MALIGNANT  DEGENERATION  OF 
GASTRIC  ULCERS.  (Rus.)   Kalinka.V.D.  Klin  Lech  Zlok 
Novoobr  11:49-54, 1968. 

The  lymphatic  system  was  studied  in  40  stomach  specimens  from 
patients  with  gastric  ulcers  and  cancer  by  injecting  contrast  media 
and  staining  with  lymphotropic  agents.  In  specimens  from  patien 
with  chronic  ulcers,  smooth  muscle  proliferation  was  found  m 
the  waUs  of  the  lymph  vessels,  particularly  in  the  serous  and  fatty 
tissues  of  the  greater  and  lesser  curvatures.  Destructive  and  pro- 
liferative changes  in  lymph  vessels  in  granulation  tissue  uderlying 
such  ulcers  resulted  in  aceUulargastrosclerosis.  Disturbances  m  - 
lymph  circulation  and  the  vasa  vasorum  contributed  to  the  de- 
velopment of  arteritis  and  phlebitis.  In  the  early  stages  of  malig- 
nancy, atypical  endothelial  growth  was  characterized  by  hyper- 
and  hypochromatosis,  polymorphism,  anaplasia,  proliferation, 
and  hyperplasia.  The  formation  of  neoplastic  lymph  follicles  an<i 
lymph  nodes  occuned  simuhaneously.  As  the  process  advanced, 
endarteritis  and  phlebitis  produced  obliterative  changes  in  some  . 
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the  blood  vessels  and  resulted  in  the  formation  of  arteriovenous 
astomoses.  To  compensate  for  circulatory  disorders,  anastom- 
;s  also  developed  between  blood  and  lymph  vessels,  through 
dch  cancers  could  metastasize  to  the  liver  and  other  organs.  It 
iuggested  that  the  disturbances  in  lymph  circulation  found  in 
Jtritis,  chronic  ulcers,  and  stomach  cancer  are  probably  related 
the  activity  of  gastrointestinal  hormones  controlling  stomach 
letion. 

8  FUNCTIONAL  AND  GENERAL  COMPLICA- 

TIONS OF  GASTRECTOMY.  PART  2:   CASES. 

:)  Le  Bodic,  L.  (Med.  Qin.  B,  Nantes,  France),  G.  Baudry 

1  J.  Visset.  J  Med  Nantes  8(3):  153-166,  1968. 

tailed  case  reports  are  presented  for  6  patients  who  developed 
nplications  after  Polya  or  Finsterer  gastrectomies  for  peptic 
ers  or  gastric  neoplasms.  All  6  had  gastrojejunal  anastomoses, 
o  patients  had  dumping  syndrome;  2,  afferent  loop  syndrome; 
!pisodes  of  severe  hyperglycemia;  and  1,  malabsorption  with 
rrhea  and  mild  steatorrhea.  In  all  cases,  gastroduodenal  con- 
iity  was  successfully  reestablished  by  the  procedure  of 
ipault,  Henley,  and  Bucaille,  with  resultant  elimination  of 
iptoms. 

>  EXPERIMENTAL  STUDY  OF  THE  VASCULAR- 

IZATION OF  THE  STOMACH  BY  ARTERIO- 
LEBOROENTGENOGRAPHY  IN  PEPTIC  ULCER  AND 
)MACH  CANCER.  (Rus.)  Kalinka,  V.  D.  Klin  Lech  Zlok 
>oobr  11:43-48, 1968. 

Dd  vessels  were  filled  with  contrast  medium  and  photographed, 
histological  studies  were  made  of  biopsy  and  autopsy  material 
n  50  patients  with  gastritis,  chronic  ulcers,  and  stomach  can- 
In  chronic  ulcers,  veins  accompanied  arteries  and  blood 
els  often  radiated  from  the  center  of  the  ulcer,  while  in  acute 
!rs  veins  did  not  accompany  arteries  and  the  blood  vessels, 
(larily  veins,  formed  interrupted,  looped,  nodular,  or  varicose 
res.  In  chronic  ulcers,  blood  vessels  showed  diffuse  or  local- 
defects  in  filling  which  were  surrounded  by  systems  of  sinus- 
;  and  arteriovenous  anastomoses.  These  networks  were  not 
narily  found  around  perforated  ulcers.  The  interrupted  figures 
ned  by  arteries  and  veins  in  chronic  ulcers  might  account  for 
ular  erosion  and  thrombosis  and  the  development  of  arteritis 
phlebitis.  In  stomach  cancer,  the  vascular  network  of  the 
or  was  formed  of  small,  interrupted,  bluned,  and  sometimes 
iible  vessels  which  were  sinusoidal  in  nature.  Both  in  the 
or  itself  and  in  other  parts  of  the  stomach  no  differences 
;  seen  between  arteries  and  veins,  indicating  that  they  had 
led  anastomoses. 

SIGNS  OF  ATYPISM  IN  STOMACH  CANCER 
CELLS  ACCORDING  TO  THE  RESULTS  OF 

OLIATIVE  CYTOLOGY.  (Rus.)  Bramberga,  V.  M.  Klin 

iZlokNovoobr  11:37-42,  1968. 

:  from  stomach  washings  obtained  from  104  patients  (51 

s  and  53  females,  aged  29-81  yr)  with  histologicaUy  diag- 

d  stomach  cancer  were  examined  for  signs  of  ceUular  atypism. 

2  adequate  material  could  not  be  obtained  for  cytological 
tes,  4  patients  were  excluded.  Cancer  cells  were  found  in 
ings  from  87  of  the  remaining  100  patients,  and  cells  sus- 
3d  of  being  cancerous  were  found  in  9.  A  list  of  27  signs  of 
ism  is  presented.  Eleven  signs  found  in  more  than  60%  of 
ases  were:  irregular  arrangement  of  cancer  ceUs,  increased 


cell  size,  changes  in  shape,  anisocytosis  or  anisokaryosis,  increase 
in  the  size  of  the  nucleus,  "bare"  nuclei,  lumpy  chromatin  struc- 
ture, nuclear  hyperchromatism,  basophilic  cytoplasm,  polychrom- 
asia,  and  cytoplasmic  vacuoles  and  inclusion  bodies.  A  statistical 
analysis  of  these  results  showed  that  5  signs  were  found  signif- 
icantly more  frequently  in  adenocarcinoma  than  in  other  histo- 
logical forms  of  stomach  cancer.  These  included  a  patterned 
arrangement  of  the  cancer  cells,  vacuohzation  of  the  nucleus, 
karyolysis,  an  increased  number  of  nucleoli,  and  cytoplasmic 
vacuoles  and  inclusion  bodies.  There  was  no  relation  between 
the  frequency  with  which  a  sign  was  seen  and  the  stage  of  the 
cancer  or  its  site  in  the  stomach. 

37 1  MORPHO  LOGICAL  CHANGES  IN  THE  GASTRIC 

MUCOSA  IN  PATIENTS  WITH  CHRONIC  ENTERO- 
COLITIS (FROM  THE  RESULTS  OF  ASPIRATION  BIOPSIES). 

fRus.J  Shapiro,  F.  M.  (Inst.  Nutrit.,  Acad.  Med.  Sci.  USSR, 
Moscow)  and  N.  B.  Shalygina.  Arkh  Pat  30(10):69-74,  1968. 
Histological  and  histochemical  studies  were  made  of  gastric 
mucosa  obtained  by  aspiration  biopsy  from  41  patients  with 
enterocolitis  confirmed  by  biopsies  of  the  small  and  large  intes- 
tines. Material  was  removed  from  the  gastric  fundus  or  greater 
curvature  with  a  modified  Budd  tube.  The  gastric  mucosa  was 
normal  in  12  cases.  In  29  cases  atrophy  of  the  chief  cells  was 
accompanied  by  lymphoid  and  plasma  cell  infiltration.  In  severer 
forms  of  atrophy  there  were  accumulations  of  argyrophilic  fibers 
in  the  mucosa  and  a  decrease  in  the  intensity  with  which  collagen 
fibers  in  the  stroma  were  stained.  The  number  of  elastic  and 
reticular  fibers  in  the  muscularis  mucosae  was  increased,  and 
bundles  of  them  passed  into  the  mucosal  stroma;  the  collagen 
fibers  were  resorbed.  No  clear-cut  relation  could  be  established 
between  the  morphological  condition  of  the  gastric  mucosa  and 
the  duration  or  cUnical  severity  of  the  disease.  In  34  cases  the 
disease  was  apparently  produced  primarily  by  lesions  in  the  mu- 
cosa of  the  small  and  large  intestine  and  in  7  cases  by  lesions  in 
the  gastric  mucosa. 

372  HEMOLYMPHANGIOMA  OF  THE  STOMACH. 

fGr.J    Tsirakoglou,  D.  (People's  Hosp.,  Salonika, 
Greece)  and  F.  Efraimidis.    Galenos  10(7/8):354-356,  1968. 

373  GASTRITIS.    (E.)    Taylor,  K.  B.  (Stanford  U. 
Sch.  Med.,  Palo  Alto,  Calif.)  and  J.  M.  Fisher. 

Pp.  1-21  in  Progress  in  Gastroenterology,  Vol.  1.  Glass,  G.  B. 
J.,  Ed.  New  York,  Grune  and  Stratton,  1968.  520  pp. 

374  ORGANIC  CONSTITUENTS  IN  HUMAN  GASTRIC 
JUICE  WITH  SPECIAL  REFERENCE  TO  THE  SE- 
CRETORY ABNORMALITIES  IN  GASTRIC  CARCINOMA. 

(E.j    Piper,  D.  W.  (U.  Sydney,  Australia).    Pp  157-185  in 
Progress  in  Gastroenterology.  Vol.  1.  Glass,  G.  B.  J.,  Ed.  New 
York,  Grune  and  Stratton,  1968.  520  pp. 

375  EROSIVE  GASTRITIS  AND  ACUTE  GASTRO- 
INTESTINAL MUCOSAL  LESIONS.    (E.)    Katz 

D.  (New  York  Med.  CoU.)  and  H.  I.  Siegel.    Pp.  67-96  in 
Progress  in  Gastroenterology,  Vol.  1.  Glass,  G.  B.  J.,  Ed.  New 
York,  Grune  and  Stratton,  1968.  520  pp. 
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EOSINOPHILIC  GRANULOMA  OF  THE  GASTRO- 
INTESTINAL TRACT.   (Rus.)    Kadyrov,  F.  A. 
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(Lipetsk  Reg.  Oncol.  Disp.,  USSR)  and  A.  N 
(Moskva)  46(10):127-129,  1968. 

377  THE  PSEUDONEOPLASTIC  APPEARANCE  OF 
A  DRUG-INDUCED  ULCER:  CURE  OF  AN 

ASSOCIATED  HIATAL  HERNIA  BY  MEDICAL  TREAT- 
MENT.  (Fr.)    Dreze,  C.  (St.  Joseph  CUn.,  Liege,  Belgium). 
Rev  Med  Liege  23(21):665-667,  1968. 

378  TRANSPYLORIC  PROLAPSE  OF  THE  GASTRIC 
MUCOSA.   (Por.)    Esteves,  E.  S.  J  Med  (Port) 

67(1338):35-37.  1968. 

379  INTRAMURAL  GASTRITIS.   (It.)    Fossati,  F. 
(Maggiore  Ca'Grande  Hosp.,  MUan,  Italy).  Minerva 

Gastroent  14(2):21-32,  1968. 

380  NEURILEMMOMA  OF  THE  STOMACH  ASSO- 
CIATED WITH  ULCERATION  OF  THE  GASTRIC 

MUCOSA.   (Pol.)    Jesipowicz,  M.  (Acad.  Med.,  LubUn,  Poland). 
Pol  Przegl  Chir  40(10):1128-1129,  1968. 

381  PRIMARY  LYMPHOSARCOMA  OF  THE 
STOMACH:  REPORT  OF  5  CASES.    (Sp.) 

Halabi,  M.  (Dept.  CUn.  Surg.,  Natl.  U.  Cordoba,  Argentina),  R. 
Martini,  J.  C.  Centarti  and  C.  Aguirre.  Prensa  Med  Argent 
55(25):1207-1211,  1968. 


POSTGASTRECTOMY  MALNUTRITION.    (E.) 

Hillman,  H.  S.  (Prince  Henry's  Hosp.,  Melbourne, 
Australia).    Gut  9(5):576-584,  1968. 

390  RAPID  DISSOLUTION  OF  PHYTOBEZOAR  BY 
CELLULASE  ENZYME.    [CASE  REPORT]    (E.) 

PoUard,  H.  B.  (U.  Chicago,  111.)  and  G.  E.  Block.  Amer  J  Surg 
116(6):933-936,  1968. 

39 1  MANAGEMENT  OF  PYLORIC  OBSTRUCTION. 

(E)    Boyle,  J.  D   (U.  California  Sch.  Med.,  Los  Angeles)  and 
H.  Goldstei^.  Med  Clin  N  Amer  52(6):1329-1337,  1968. 
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382 


CARCINOMA  OF  THE  STOMACH:  ITS  SURGI- 
CAL MANAGEMENT  IN  PROVINCIAL  CENTERS. 

(Gr.)    Karakantzas,  D.  (Gen.  Hosp.,  Xanthe,  Greece).   Hellen 
latr  37(9):1012-1020,  1968. 

383  IMPROPER  MANAGEMENT  IN  GASTRIC 
NEOPLASMS:  COMPLICATIONS  ARISING 

DURING  THEIR  SURGICAL  TREATMENT.    (Gr.)    Tzoufis, 
E  (Greek  Red  Cross  Hosp.,  Athens),  Kh.  Kourmadas  and  P. 
Peveretos.   Hellen  latr  37(9):1000-1011,  1968. 

384  PRIMARY  MALIGNANT  LYMPHOGRANULOMA 
(HODGKIN'S  DISEASE)  OF  THE  STOMACH. 

(Gr.)    Papadimitriou,  T.  (Med.  Sch.,  U.  Salonika,  Greece). 
Galenos  10(5/6):288-302,  1968. 

385  PSEUDONEOPLASTIC  AND  PSEUDOULCEROUS 
DISEASES  OF  THE  STOMACH.    (It.)    Landini,  A. 

(Maggiore  Hosp.,  MUan,  Italy).  Minerva  Gastroent  14(2):92- 
108, 1968. 

386  RADICAL  SURGERY  ON  THE  STOMACH.    (Rus.) 
Ivanov,  V.  A.  (P.  Lumumba  U.  Internat.  Friend- 
ship, Moscow,  USSR)  and  V.  A.  Goldin.    Khirurgiia  (Moskva) 
44(8):69-72,  1968. 

387  DIABETIC  GASTROPLEGIA  OR  GASTRO- 
PARESIS?    (Fr.)    Paris,  J.  (Hosp.  Ctr.,  U.  Lille, 

France),  A.  Gefard,  J.  C.  Paris  and  J.  S.  Delmotte.    Gaz  Med 
France  75(30):5991-5999,  1968. 

388  PERFORATION  INTO  THE  PERITONEAL 
CAVITY  AS  THE  FIRST  SIGN  OF  STOMACH 

CANCER    (Fr)    Benozio,  M.  (Franco-Moslem  Hosp.,  Bobigny, 
France)  and  A.  Paraf.   Gaz  Med  France  75(30):6031-6036, 
1968. 


CORROSIVE  GASTRITIS:    EARLY  RADIO- 
LOGICAL EXAMINATION.   (E.)    Healey,  T. 

(Beckett  Hosp.,  Barnsley,  England)  and  J.  BuUock.  Brit  J 

Radiol  41(481):59-62,  1968. 

393  AMYLOIDOSIS  OF  THE  STOMACH  ASSOCI- 
ATED WITH  IMPAIRED  GASTRIC  SECRETION 

OF  INTRINSIC  FACTOR  AND  THE  DEVELOPMENT  OF 
VITAMIN  Bi2  DEFICIENCY.    (E.)    Brandt,  K.  (Boston  U. 
Sch.  Med.,  Mass.),  E.  S.  Cathcart,  R.  Streiff  and  A.  S.  Cohen. 
Israel  J  Med  Sci  4(5):1005-1011,  1968. 

394  SPECIFIC  TREATMENT  OF  GASTRITIS  AND 
NEUROGENIC  STOMACH  DISEASE  ON  THE 

BASIS  OF  HISTOLOGICAL  AND  FUNCTIONAL  DIAGNO- 
SIS.  (Ger.)    Poser,  G.  (Med.  Polyclin.,  U.  Freiburg,  Germany),  , 
P.  Dietler,  D.  P.  Mertz  and  W.  Poppe.    Therapiewoche  18(42): 
1907-1910,  1968. 

395  CLINICAL  ASPECTS  OF  GASTRIC  SECRETION 

AND  GASTRIC  ANALYSIS.    (E.)    Jordan,  P.  H. 
Jr.  (Baylor  U.  Coll.  Med.,  Houston,  Tex).  Med  Clin  N  Amer 
52(6):1305-1313,  1968. 


396  A  HISTOLOGICAL  EXAMINATION  OF  CHRON), 
GASTRITIS  OCCURRING  IN  STOMACHS  RE-    | 

SECTED  FOR  DUODENAL  ULCER.    (Jap.)    Wakita,  M. 
(Kyushu  U.,  Fukuoka,  Japan).  Acta  Med  (Fukuoka)  38(4):586 
594,  1968. 

397  TUBE  GASTROSTOMY  IN  ABDOMINAL  SUR- 
GERY:   INDICATIONS  AND  TECHNIC.    (E.) 

Garcia,  G.  Jr.  (Coll.  Med.,  U.  Philippines)  and  A.  A.  Limson.  j 
Philipp  J  Surg  23(2):72-77,  1968. 

398  GASTRIC  MOTILITY  AFTER  PYLOROMY- 
OTOMY  IN  INFANTS:     A  REAPPRAISAL  OF  j 

POSTOPERATIVE  FEEDING.  (E.)  ScharU,  A.  F.  ChUdren's  . 
Hosp.,  Pittsburgh,  Pa.)  and  J.  F.  Leditschke.  Surgery  64(6):  j 
1133-1137,  1968. 

399  INFANTILE  PYLORIC  STENOSIS:    A  10- YEAR 
SURVEY.   (E.)    Cremin,  B.  J.  (U.  Cape  Town, 

South  Africa)  and  A.  Klein.  S  Afr  Med  J  42(39):1056-1060,  j 
1968. 

400  USE  OF  TEMPORARY  DRAINAGE  GASTROS- 
TOMY IN  ABDOMINAL  SURGERY.    (Fr.)    Junf 

F.  (Metz,  France)  and  A.  Jung.  /  Chir  (Paris)  96(4):3 17-322, 
1968. 
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*01  SURGICAL  APPROACH  FOR  THE  RAMSTEDT 

PROCEDURE  IN  HYPERTROPHIC  PYLORIC 
5TEN0SIS.   (E.)    ScharU,  A.  F.  (Children's  Hosp.,  Pittsburgh, 
'a.)  and  W.  K.  Sieber.   Surg  Gynec  Obstet  128(2):355-357 
1969. 

i02  DIAGNOSIS  AND  TREATMENT  OF  HYPER- 

ACIDIC  GASTRITIS  IN  GENERAL  PRACTICE. 

Ger.j    Betzler,  H.  (Neuhauserstr.  15/1,  Munich,  Germany) 
.andarzt  44(1):4043,  1968. 

03  COEXISTENCE  OF  LEIOMYOMA  OF  THE 
STOMACH  AND  HYPERTROPHIC  GASTRITIS: 

.  CASE  REPORT.   (Jap.J    Okuda,  Y.  (Mito  Hosp.,  Yamaguchi, 
ipan),  S.  Morinobu,  M.  Shimada,  K.  Ito,  Y.  Doi  and  H. 
fishimura.  Jap  Arch  Intern  Med  15(2):47-52,  1968. 

04  SOME  PHYSIOLOGICAL  AND  IMMUNOLOGI- 
CAL FACTORS  IN  INHIBITION  OF  GASTRIC 

ECRETION  AND  NATURAL  HISTORY  OF  GASTRIC 
TROPHIC  LESIONS.   (E.J    Glass,  G.  B.  J.  (New  York  Med. 
oil.,  N.Y.).  Pol  Arch  Med  Wewn  41(2):145-166,  1968. 

05  PROLAPSE  OF  GASTRIC  MUCOSA  AS  A 
CAUSE  OF  PYLORIC  OBSTRUCTION:    A  RE- 

)RT  OF  THREE  CASES.   (E.)    Unite,  A.  F.  (Harper  Hosp., 
Jtroit.  Mich.)  and  V.  Gallant.   Harper  Hosp  Bull  26(4):  162- 

ij  lyoo. 

^  ULTRASTRUCTURE  OF  GASTRIC  LEIOMYOMA 

(E.J    Welsh,  R.  A.  (Louisiana  State  U.  Med.  Sch., 
!w  Orleans)  and  A.  T.  Meyer.  Arch  Path  87(1):71-81,  1969. 

'7  "SPONTANEOUS"  GASTRIC  RUPTURE  COM- 

PLICATING INGUINAL  HERNIORRHAPHY 

;    Harper,  F.  B.  (Wash.  U.  Sch.  Med.,  St.  Louis,  Mo.)  and 
L.  Roper.   Southern  Med  J  62(1):12-16,  1969. 

8  MEDICAL  MANAGEMENT  OF  PYLORIC 

STENOSIS.   (E.J    Day,  L.  R.  (U.  Colorado  Sch. 
d.,  Denver).  JAMA  207(5) :948-950,  1969. 

^  THE  PRESENT  POSITION  OF  GASTRIC 

HYPOTHERMIA.    (E.J    Hennessy,  T.  P.  J.  (Dept. 
g.,  Trinity  Coll.,  Dublin,  Ireland).  Irish  J  Med.  Sci.  1(10)- 
'462,  1968. 

'  DEEP  SPREADING  CARCINOMA  OF  THE 

STOMACH  CAUSING  DEATH  WITHIN  SEVEN 
^THS  OF  LAST  NORMAL  X-RAY  EXAMINATION.   (E  J 

m,  M.  (VA  Res.  Hosp.,  Chicago,  Ul.),  B.  Paciuc,  O.  L. 
instein  and  J.  B.  Hammond.   Gastroenterology  56(1):137- 


Loutfi,  A.  H.  (Dept.  Pediat.  Surg.,  Cairo  U.,  Egypt).   J  Egypt 
Med  Ass  5Hl):l8-28,  1968. 

413  THE  ADULT  PYLORIC  MUCOSAL  DIAPHRAGM 

(E.J    Creedon,  F.  (Charitable  Infirm.,  Dublin,  Ireland)    Brit  J 
5«r^  55(1 1):818-822,  1968. 

414  LYMPHOSARCOMA  OF  THE  STOMACH-    A 

„  .^  .  c       ^"NICAL  STUDY  OF  39  CASES.   (E.J    Salmela, 
H.  (2nd  Surg.  CUn.,  U.  Helsinki,  Finland).  Acta  Chir  Scand 
134(7):567-576,  1968. 

415  STUDY  OF  GALLBLADDER  FUNCTION  AFTER 
BILLROTH  II  GASTRECTOMIES  AND  GASTRO- 

?f/.^^°l^°^^-   "^"'-^    MikuUak,V.G.  (Ternopol' Med.  Inst., 
USSR).   Klin  Khir  (KierJ  (11):14-17,  1968. 

416  CLINICAL  AND  ELECTROGASTROGRAPHIC 
PARALLELS  BEFORE  AND  AFTER  RADICAL 

OPERATIONS  ON  THE  STOMACH.  (Rus.J  Zheleznyi  V  1 
(Nagatinsk  Hosp.  Water-Transport  Workers,  USSR)  and'le  A 
Pechatnikova.   Klin  Khir  (KierJ  (11):28-31,  1968. 

417  CLINICAL  EVALUATION  OF  SOME  TECH- 
NIQUES FOR  RESECTING  THE  STOMACH  AND 

DUODENUM.  (RUS.J  Deniagina,  T.  P.  (Abna-Ata  Med.  Inst., 
USSR).   Sovet  Med  Z\0.0)Jl.q(,,\968. 

418  RADIOTELEMETRIC  STUDY  OF  GASTRIC 
TEMPERATURE  AND  CHANGES  PRODUCED 

IN  IT  BY  MUD  THERAPY.  (Rus.J  Serebrina,  L.  A.  (Odessa 
Sci.-Res.  Inst.  Babieol.,  USSR).   Sovet  Med  31(10):81-84,  1968. 

419  STOMACH  CANCER:    OUR  METHOD  OF  WORK- 
ING ON  THE  PROBLEM  OF  ITS  EARLY 

DIAGNOSIS.    (Sp.J    Amo  Galan,  A.  (Ramon  y  Cajal  Inst 
Prev.  Med.,  Madrid,  Spain).  Med  Cir  Guerra  30(10):9-17,  1968. 

420  A  TRICHOBEZOAR  SIMULATING  A  MALIG- 
NANT GASTRIC  NEOPLASM.    (Rus.J    Pestova 

Z.  V.  (Verkhne-Ustiugsk  Hosp.  Water-Transport  Workers,  USSR) 
Sovet  Med 'ili].0):U2,  1968. 

421  CURRENT  REVIEW  OF  CHRONIC  GASTRITIS 

(Fr.J    Bert,  J.  M.  ,  F.  Jaumes,  R.  Davouze  L 

vowTl;/-  h  ^'^''  '"'^  ^-  ^-  Garrigues.   J  Med  Montpellier 
3(2):44-55,  1968. 


422  SURGICAL  TREATMENT  OF  STOMACH 

CANCER.    (Fr.J    Chaubin,  F.  and  R.  Le  Lirzin 
Vie  Med  (SpecJ  49:1475-1494,  1968. 
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EXPERIMENTAL  STUDY  ON  GASTRIC 
FREEZING,  ESPECIALLY  ON  THE  CHANGES 
HE  GASTRIC  JUICE  IN  DOGS  AND  HUMANS.    (Jap  J 
J.  H.  (Iwate  Med.  U.,  Japan).  Arch  Jap  Chir  37(5):673- 
[  1968. 

INFANTILE  HYPERTROPHIC  PYLORIC 
STENOSIS:    A  REVIEW  OF  29  CASES.    (E.J 
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DIFFERENT  KINDS  OF  GASTROSTOMIES 
1/     n.  .  t^^  INDICATIONS  FOR  THEM.    (Fr.J    MoueUe, 
Vie  Med  (SpecJ  49:1497-1509,1968. 


424  STUDY  OF  THE  BIOCHEMICAL  ASPECTS  OF 

GASTRITIS  AND  GASTRIC  CANCER  AND 
PRECANCER  IN  THE  LATVIAN  SSR.    (Rev.J(Rus.J  Skuhne, 
K.  A.    Klin  Lech  Zlok  Novoobr  11:5-13,  1968. 
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AFFERENT  LOOP  SYNDROME:    A  UNIQUE 
CASE.    (E.)    Hedenstedt,  S.  (Nacka  Hosp.,  Sweden) 
and  C   Lindahl.  Acta  Chir  Scand  134(7):581-583,  1968. 


426  EXPERIENCE  WITH  CANCER  OF  THE  STOM- 

ACH AND  THE  COLON  AND  SECOND  LOOK 
PROCEDURE.  (E.)  Wangensteen,  O.  H.  (U.  Minnesota  Sch. 
Med.,  Minneapolis).   Minnesota  Med  5 1(12):  1833-1 838,  1968. 


427  A  CASE  OF  GASTRIC  MALIGNANT  POLYP 
PROLAPSING  INTO  THE  DUODENUM.    (Jap.) 

Ichioka,  G.  (Osaka  Med.  CoU.,  Japan),  Y.  Uehara,  Y.  Hioki  and 
T.  Sumita.  Arch  Jap  Chir  37(6):919-922,  1968. 

428  A  CONSIDERATION  OF  THE   MEDICAL' 
POST-GASTRECTOMY  SYNDROMES.    (E.) 

Posey,  E.  L.  Jr.  (Jackson,  Miss.).   J  Mississippi  Med  Ass  9(12): 
563-568,  1968. 


Seealso:    85,196,198,217.227,236,241,242,271,280.285,287,302,303,305,431.440,470, 
474,484,487,493,525,673 
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29  VOLVULUS  OF  THE  SMALL  INTESTINE  IN 

ADULTS:    A  STUDY  OF  PREDISPOSING 
ACTORS.   (E.j    Vaez-Zadeh,  K.  (Pahlavi  U.  Med.  Sch.,  Shiraz, 
an),  W.  Dutz  and  M.  Nowrooz-Zadeh.   Ann  Surg  169(2): 265- 
71,  1969. 

hirty-three  cases  (32  males,  and  1  female)  of  primary  small 
3wel  volvulus  (volvulus  without  obvious  anatomical  cause) 
id  8  cases  (5  males  and  3  females)  of  secondary  small  bowel 
)lvulus  (rotation  caused  by  abnormal  fixation  due  to  acquired 
•  congenital  lesions)  were  seen  at  the  Saadi  Hospital  in  Shiraz 
iring  a  5-yr  period,  accounting  for  19.6%  of  all  intestinal 
)Structions;  another  16.7%,  14.8%  and  41.6%  were  accounted 
r  by  large  bowel  volvulus,  adhesions,  and  strangulated  hernia, 
sp.    Important  features  in  this  series  included  1)  the  absence 

obese  patients,  2)  39  of  the  41  patients  had  strong  abdom- 
al  muscles,  3)  all  were  farmers  and  most  were  middle-aged, 

12  cases  were  seen  during  June  and  July  when  prolonged 
lysical  exertion  was  most  common,  5)  women  were  infre- 
lently  invoh^ed,  and  6)  the  diet  consisted  largely  of  high- 
iidue  foods  eaten  twice  a  day.    Abdominal  trauma,  pregnancy, 
rgation,  and  habitual  constipation  were  not  predisposing  fac- 
rs,  and  no  foreign  bodies,  gallstones,  or  mesenteric  cysts  were 
and.    Measurements  taken  at  operation  in  6  patients  revealed 
onger  mesentery  than  that  found  in  the  general  population 
itopsy  series  of  100  unselected  cases).    The  causes  of  the 
;ondary  volvulus  in  8  patients  were  postoperative  adhesions 
I,  Meckel's  diverticulum  (1)  and  appendicitis  (1).    It  is  con- 
ded  that  primary  volvulus  of  the  small  intestine  is  initiated 

bulky,  poorly  digestible  meals  taken  at  long  intervals,  and 

avored  by  hypermotility  of  the  gut  and  hypermobUity  of 
■  mesentery. 

)  JEJUNAL  DIVERTICULA.    (E.)    McClure,  J.  N.  Jr. 

(Emory  U.  Sch.  Med.,  Atlanta,  Ga.)  and  G.  M. 
irdasis.   Southern  MedJ  6\(,H):Ue9-Ul  2,,  1968. 
I  etiology,  clinical  characteristics  and  compUcations  of  jejunal 
erticula  are  discussed  on  the  basis  of  18  patients  (9  males,  9 
lales)  treated  during  a  10-yr  period.    Only  1  patient  was  less 
n  40  yr  old  and  only  5  were  less  than  50.    The  symptoms 
•e  classified  as  acute  or  chronic,  and  consisted  mainly  of 
ominal  pain  (more  frequently  in  the  epigastrium  or  left  upper 
drant),  nausea  or  vomiting,  fever,  and  bleeding  from  the 
rointestinal  tract  by  mouth  or  anus.    A  correct  preoperative 
!nosis  was  made  in  only  4  patients  having  acute  diverticulitis 
1  perforation.    Complications  such  as  acute  inflammation, 
oration,  bowel  obstruction  and  hemorrhage  necessitated  ' 
;ical  intervention  in  6  patients,  consisting  of  a  bowel  resec- 
with  an  end-to-end  anastomosis.    There  was  no  mortality 
minimal  morbidity  in  this  series.    The  12  patients  who  were 
acutely  ill  did  relatively  well  on  conservative  treatment  con- 
ng  of  a  low-residue  diet,  frequent  smaU  meals,  a  supine  posi- 
after  meals,  and  antispasmodics. 

j  FUNCTIONAL  AND  MORPHOLOGICAL 

I  CHANGES  IN  THE  JEJUNUM  IN  PATIENTS 

rH  THE  DUMPING  SYNDROME.    (Rus.j    Aruin,  A.  I. 
IM.  Sechenov  1st  Moscow  Med.  Inst.,  USSR),  M.  A. 

ogradova,  M.  N.  Vlasova,  P.  I.  Korzhukova  and  M.  A. 
•stova.   Klin  Med  (Moskva)  46(10):116-124,  1968. 


Determinations  of  the  enterokinase  and  alkaline  phosphatase 
levels  in  the  small  intestinal  secretions  and  feces  and  studies 
of  the  absorption  of  131i.iabeled  triolein  and  oleic  acid  revealed 
functional  jejunal  disorders  in  32  of  57  patients  with  post- 
gastrectomy dumping  syndromes.    These  patients  were  26-52 
yr  old  and  had  been  operated  on  for  peptic  ulcers  from  2.5 
months  to  15  yr  before;  12  patients  also  had  an  ascending  loop 
syndrome  and  32  had  enterocoUtis  of  varying  depees  of  severity. 
Although  there  was  no  relation  between  the  severity  of  the 
functional  disorders  and  that  of  the  dumping  syndrome,  there 
was  a  significant  increase  in  enterokinase  and  alkaline  phosphatase 
secretion  in  mild-moderate  enterocolitis.    Histological,  histo- 
chemical  and  histoenzymological  studies  of  jejunal  mucosal 
specimens  obtained  by  aspiration  biopsy  (25  cases)  or  at  surgery 
(32  cases)  revealed  a  normal  mucosa  in  28  patients  and  varying 
degrees  of  jejunitis  in  29.    The  jejunitis  was  most  severe,  reach- 
ing the  stage  of  atrophic  jejunitis,  near  the  anastomosis  and  de- 
creased in  severity  aborally.   There  was  again  no  correlation, 
however,  between  the  severity  of  the  jejunitis  and  that  of  the 
dumping  syndrome. 

432  SMALL  INTESTINAL  ULCERS  AND  INTES- 

TINAL FLORA  IN  RATS  GIVEN  INDOMETH- 
ACIN.    (E.)    Kent,  T.  H.  (Dept.  Pathology,  U.  Iowa,  Iowa  City), 
R.  M.  Cardelli  and  F.  W.  Stamler.   Amer  J  Path  54(2):  237-249, 
1969. 

Intragastric  or  intramuscular  administration  of  indomethacin  in 
single  doses  produced  penetrating  longitudinal  ulcers  on  the 
mesenteric  side  of  the  distal  jejunum  and  ileum  of  rats;  ulcers 
in  the  stomach,  duodenum  and  colon  were  focal  and  less  fre- 
quent.   Doses  of  5  and  10  mg/kg  resulted  in  mild,  nonfatal 
ulcers,  while  20,  30  and  40  mg/kg  produced  multiple,  severe 
ulcerations  (average  4  mm  wide,  up  to  several  mm  long)  with 
variable  penetration  and  areas  of  perforation  into  the  mesentery 
resulting  in  fatal  peritonitis  and  bacteremia.   The  ulcers  appeared 
12-18  hr  after  administration  of  the  drug  and  reached  a  maximum 
size  in  3-4  days.    Two  days  after  the  administration  of  30  mg/kg 
indomethacin,  there  was  a  significant  increase  in  the  numbers  of 
E.  coli,  Bacteroides  and  Clostridium  in  the  mid  small  intestine. 
Oral  administration  of  neomycin,  polymyxin  B  and  bacitracin 
for  14  days  beginning  2  hr  after  administration  of  30  mg/kg 
indomethacin  was  effective  in  reducing  the  severity  and  lethality 
of  the  ulcers  and  prevented  bacterial  overgrowth  and  bacteremia. 
With  intragastric  antibiotics  2  or  3  times  daily  for  12  or  14 
days,  there  was  some  protective  effect  but  generalized  peritonitis 
sometimes  still  developed.    In  one  experiment,  combined  oral 
and  intragastric  administration  of  these  antibiotics  achieved  100% 
protection  against  the  lethal  effects  of  30  mg/kg  of  indomethacin, 
but  at  40  mg/kg  protection  was  only  partial.    It  appears  that  the 
bacterial  flora  plays  a  role  in  the  genesis  of  indomethacin-induced 
ulcers.    Antibiotics  may  reduce  the  severity  of  the  ulcerations 
by  permitting  healing  to  begin  sooner,  rather  than  by  preventing 
some  synergistic  effect  between  the  bacterial  flora  and  indo- 
methacin in  producing  the  initial  lesion. 

433  ENHANCEMENT  OF  X-RAY  EFFECTS  ON  THE 

SMALL  INTE.'-TINAL  EPITHELIUM  OF  DOGS 
BY  ACTINOMYCIN  D.    (E.)    Concannon,  J.  P.  (AUegheny 
Gen.  Hosp.,  Pittsburgh,  Pa.),  R.  E.  Summers,  J.  King,  G. 
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Tcherkow,  C.  Cole  and  E.  Rogow.  Amer  J  Roentgen  105(1): 
126-136,  1969. 

The  effects  of  actinomycin  D  alone  (50-100  jug/kg),  whole-body 
and  upper  abdominal  X-irradiation  alone  (1100-3100  r),  and 
actinomycin  D  plus  irradiation  on  the  small  intestinal  epithelium 
were  investigated  in.  33  male  beagles.    The  combination  of  anti- 
biotic and  irradiation  caused  death  in  9  of  12  animals  exposed 
to  doses  of  irradiation  usually  producing  no  significant  clinical, 
histological,  or  biochemical  abnormalities;  death  was  caused  by 
severe  changes  in  the  smaU  intestinal  epithelium  following  treat- 
ment.  There  was  a  marked  depression  in  serum  chloride  in  50% 
of  the  animals  given  the  combination  treatment.    Serum  phos- 
phorus elevation  was  related  to  administration  of  actinomycin 
D  rather  than  to  the  combined  treatment;  bone  manow  and 
lymphocyte  depression  also  appeared  to  be  related  to  the  drug. 
It  is  possible  that  actinomycin  D  reduces  the  number  of  viable 
crypt  cells  or  sublethally  damages  these  ceUs.    The  effects  of 
ionizing  radiation  on  the  reduced  number  of  viable  cells  or  on 
cells  sublethally  damaged  by  actinomycin  D  could  be  an  im- 
portant factor  in  the  production  of  increased  damage.    The  ap- 
pearance of  moderate  to  severe  gastrointestinal  symptoms  in 
patients  with  intraabdominal  neoplasms  receiving  combined 
treatment  should  indicate  immediate  cessation  of  therapy. 

434  CHANGES  IN  CHOLESTEROL  POOL  SIZE, 

TURNOVER  RATE,  AND  FECAL  BILE  ACID 
AND  STEROL  EXCRETION  AFTER  PARTIAL  ILEAL  BY- 
PASS IN  HYPERCHOLESTEREMIC  PATIENTS.    (E.)    Moore, 
R.  B.  (U.  Minnesota  Med.  Sch.,  Minneapolis),  I.  D.  Frantz  Jr. 
and  H.  Buchwald.   Surgery  65(1):98-108,  1969. 

The  effect  of  partial  ileal  bypass  on  the  daily  cholesterol  turn- 
over rate  in  7  hypercholesteremia  patients  was  evaluated  by  (1) 
mathematically  evaluating  the  serum  cholesterol  specific  ac- 
tivity-time decay  curve  following  a  single  i.v.  injection  of  chol- 
estero  1-4-1 4c,  and  (2)  measuring  the  fecal  bile  acid  and  neutral 
sterol  excretion.    The  exchangeable  cholesterol  pool  size  was 
also  measured  by  an  isotopic  method.    The  7  patients  had  been 
on  a  "cholesterol-lowering"  diet  for  at  least  3  months  prior  to 
the  operation.    The  bypass  procedure  was  performed  60  days 
after  a  single  i.v.  injection  of  30  /L/C  labeled  cholesterol.    Using 
a  two-compartment  open  mamillary  system  as  a  model  to  de- 
scribe the  behavior  of  the  labeled  cholesterol,  a  distinct  increase 
in  the  negative  slope  of  the  serum  cholesterol  specific  activity 
curve  was  observed  for  2  months  after  ileal  bypass,  and  the 
linear  portion  of  the  curve  showed  a  steeper  slope  than  before 
the  operation  (half-time  value  of  24  days  compared  to  65  days). 
This  is  indicative  of  a  marked  increase  in  the  cholesterol  turn- 
over rate  following  surgery.    A  3-fold  increase  in  cholesterol 
turnover  rate  was  found  in  3  subjects  similarly  studied  one  year 
after  the  operation.    The  calculated  size  of  the  total  exchange- 
able cholesterol  pool  in  these  3  subjects  was  greater  than  in 
normal  subjects  before  the  operation  and  the  average  size  of 
the  freely  miscible  pool  was  also  greater  than  that  observed  in 
normals,  suggesting  that  the  hypercholesteremic  patients  had 
greater  amounts  of  exchangeable  cholesterol  in  their  bodies  and 
that  there  was  a  net  loss  of  body  cholesterol  one  yr  after  ileal 
bypass.    Fecal  sterol  measurements  in  3  patients  indicated  a  sig- 
nificant increase  (2.7-fold)  in  neutral  sterol  excretion  and  a 
4.9-fold  increase  in  bUe  acid  excretion  after  ileal  bypass.    The 
reported  findings  are  consistent  with  the  thesis  that  distal  ileal 
bypass  establishes  a  two-fold  drain  on  the  body  cholesterol  pool: 


(1)  a  direct  drain  produced  by  increased  fecal  loss  of  normally 
absorbed  (exogenous)  and  reabsorbed  (endogenous)  cholesterol, 
and  (2)  an  indirect  (metaboUc)  drain  resulting  from  reduced  bile 
acid  absorption,  which  produces  a  compensatory  increase  in 
hepatic  conversion  of  cholesterol  to  bUe  acids. 


I 


435  NONSPECIFIC  STENOSING  SMALL  BOWEL 

ULCERS:    EXPERIENCE  IN  ONE  CALIFORNIA 
COUNTY.    (E.)    WUson,  I.  H.  (San  Diego  Co.  U.  Hosp.,  Calif.), 
N.  V.  Cooley  and  F.  J.  Luibel.   Amer  J  Gastroent  50(6): 449- 
455,  1968. 

Thirty-five  cases  of  nonspecific,  stenosing,  usually  ulcerating 
lesions  of  the  small  intestine  occurred  in  San  Diego  County 
(population  about  1,200,000)  in  2  separate  "epidemics"  during 
1963-68,  with  a  "hiatus"  foUowing  the  "Warning  Letter"  of 
March  1965  from  2  drug  firms  which  manufacture  thiazide- 
potassium  preparations.    Among  the  35  cases,  only  8  patients 
were  known  to  have  received  neither  potassium  nor  thiazide, 
either  alone  or  in  combination.    Two  had  thiazide  without  po- 
tassium; one  had  thiazide  with  plain  KCl,  one  had  thiazide  and 
enteric-coated  KCl  separately,  and  23  had  received  enteric-coated 
thiazide-potassium  formulations  for  from  5  days  to  several  years., 
A  variety  of  other  drugs,  which  cannot  automatically  be  ex  oner- j 
ated,  were  also  ingested,  including  reserpine,  thyroid,  codein, 
Gantanol,  Aldactone-A,  Mercuhydrin,  IsmeUn,  Apresoline, 
digitalis,  and  saUcylates  among  others.    A  high  incidence  of 
cardiovascular  diseases  was  associated  with  the  lesions.    The 
commonest  presenting  symptoms  were  recurring  abdominal 
pain,  distention  and  nausea  due  to  partial  intestinal  obstruc- 
tion.   Upper  gastrointestinal  X-rays  were  the  most  definitive 
diagnostic  method.    Operative  findings  usually  included  a 
short  area  of  stenosis  (usually  of  the  ileum),  with  local  inflam- 
matory reaction  and  dilatation  of  the  proximal  bowel.    Three 
illustrative  case  reports  are  presented. 

436  THE  METABOLISM  OF  CHOLESTEROL  AFTER 

RESECTION  OR  BY-PASS  OF  THE  LOV/ER 
SMALL  INTESTINE.    (E.)    Moutafis,  C.  D.  (Hammersmith 
Hosp.,  London,  England),  N.  B.  Myant  and  S.  Tabaqchali. 
Clin  Sci  35(3):537-545,  1968. 

In  two  men  (54  and  77  yr  old)  with  previous  ileal  resections 
and  one  girl  (10  yr  old)  with  an  ileal  by-pass,  the  half-life  of 
plasma  14c  cholesterol  (33,  30  and  29  days,  resp.)  was  markedl; 
shorter  than  the  average  value  for  normal  subjects  (50-69  days); 
in  the  child,  the  preoperative  half-life  had  been  45  days.    In-      i 
creased  cholesterol  turnover  is  expected  in  such  patients  since 
the  absorption  of  exogenous  cholesterol,  and  hence  the  reab-      , 
sorption  of  cholesterol  excreted  in  the  bile,  are  decreased  in  the 
absence  of  a  functioning  ileum.    The  rate  of  excretion  of  the 
exchangeable  cholesterol  as  bile  acids  and  neutral  steroids  in  the 
feces  was-investigated  by  the  'isotopic  balance'  method  in  both 
patients  with  ileal  resections.    In  both  men,  the  fecal  excretion 
of  total  steroids  was  2-3  times  higher  than  normal;  the  increase 
in  excretion  of  neutral  steroids  was  slight,  while  the  bile  acid 
output  was  markedly  elevated,  yielding  an  abnormally  high  ratio 
for  bile  acids/total  steroids  in  the  feces.    These  findings  indicate 
that  removal  or  by-pass  of  the  ileum  leads  to  increased  endo- 
genous synthesis  of  cholesterol,  and  are  consistent  with  the  ex- 
istence in  man  of  a  feed-back  inhibition  of  cholesterol  synthesis, 
as  has  been  clearly  demonstrated  in  animals. 
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37  A  DOUBLE-TUBE  TECHNIC  FOR  THE  TREAT- 

MENT OF  MECONIUM  ILEUS  AND  SMALL 
OWEL  ATRESIA.    (E.j    Rehbein,  F.  (ChUd.  Surg.  Clin., 
remen,  Germany)  and  H.  Halsband.   J  Pediat  Surg  3(6): 723- 
26,  1968. 

1  order  to  utilize  the  principles  of  decompression  and  splinting 
'  the  small  bowel  in  14  neonates  with  meconium  ileus  (5), 
nail  bowel  atresia  (8),  or  both  (1),  a  double-tube  system  con- 
iting  of  a  thick  and  thin  plastic  tube  joined  together  for  a 
ngth  of  3  inches  was  inserted  into  the  dilated  bowel  1-2  cm 
lOve  the  upper  end  of  the  resected  meconium-containing 
gment;  15-25  cm  of  the  thin  tube  was  then  inserted  into  the 
stal  small  bowel.    Anastomosis  was  performed  around  the  in- 
ing  tube  and  the  double-tube  was  brought  out  through  the 
3und  after  fixing  the  bowel  to  the  abdominal  wall.    The  same 
ocedure  was  used  in  the  cases  of  small  bowel  atresia  (except 
at  resection  could  usually  be  avoided).    Evacuation  of  bowel 
ntents  usuaUy  began  on  the  2nd  day  after  operation  and 
ased  on  the  5th-6th  day.    The  thick  tube  was  clamped  with 
bsequent  removal  of  the  tubes  on  the  6th-7th  day;  the  fistulas 
aled  quickly.    Four  of  the  6  meconium  ileus  cases  had  no 
mpUcations  and  survived,  1  died  of  pneumonia  and  associated 
rdiac  malformation,  and  1  died  from  inability  to  restore  bowel 
nction  postoperatively.   One  of  the  9  with  small  bowel  atresia 
:emature,  2000  g),  died  postoperatively.    Two  of  the  8  survi- 
ig  cases  of  small  bowel  atresia  required  a  2nd  laparotomy  due 
suture  line  leakage  and  insufficient  perforation  of  a  thick 
iphragm,  resp.    The  advantages  of  this  technique  are  (1)  ade- 
ate  decompression  of  the  bowel,  (2)  adequate  splinting  of 
;  anastomosis  preventing  kinking  of  the  bowel,  (3)  the  elimin- 
on  of  or  reduction  of  the  amount  of  bowel  resection,  and  (4) 
;  collection  of  bowel  contents  passing  through  the  thick  tube 
1  their  reinjection,  wdthout  loss,  through  the  thin  tube,  and 
I  initiation  of  oral  feeding  soon  after  surgery. 

8  THE  HISTOLOGIC  SPECTRUM  OF  PROXIMAL 

DODENAL  BIOPSY  IN  ADULT  MALES.    (E.j 

ai,  E.  V.  Jr.  (VA  Hosp.,  Durham,  N.  C.)  and  W.  O.  Dobbins 
Amer  J  Med  Sci  257(2):90-99,  1969. 

tologic  features  of  81  peroral  proximal  duodenal  biopsies 
m  51  patients  (aU  males,  20-79  yr  old)  with  duodenal  ulcer, 
ugn  gastric  ulcer,  "X-ray  negative  dyspepsia"  or  various 
onic  diseases  were  compared  with  65  biopsies  obtained  from 

distal  duodena  of  these  same  patients,  and  were  correlated 
h  gastric  secretory  rates  in  47  cases.    The  histology  of  the 
ximal  duodenum  generally  reflected  that  of  the  distal  duo- 
lum.   The  sUght-to-moderate  increase  in  lamina  propria  ceU 
tent  in  the  majority  of  proximal  duodenal  biopsies  (79%) 

the  occasional  slight-to-moderately  blunted  and  shortened 
earance  of  proximal  duodenal  villi,  as  compared  to  matched 
nal  biopsies,  could  easily  be  distinguished  from  pathological 
es.   Only  3  proximal  biopsies  and  none  of  the  distal  biopsies 
«ved  dense  lamina  propria  ceU  content.    Many  proximal  duo- 
al  biopsies  appeared  identical  to  the  distal  duodenal  biopsies, 
5pt  for  frequent  Brunner's  glands  in  the  former.    The  mean  ' 
il  epithelial  cell  surface  lengths  did  not  differ  significantly 
tie  patient  groups.    Only  in  the  duodenal  ulcer  group  was 
epithelial  ceU  surface  length  of  proximal  biopsies  significantly 
:r  than  that  in  distal  biopsies.    Lymph  foUicles  were  present 
8  of  81  proximal  biopsies  and  in  9  of  65  distal  biopsies, 
'ina  propria  ceU  content  and  epithelial  ceU  surface  length 


of  proximal  duodenal  biopsies  correlated  poorly  with  maximal 
acid  outputs.    However,  there  was  a  significant  inverse  correla- 
tion between  high  acid  output  and  low  villus  epithelial  cell  sur- 
face length  in  patients  with  gastric  mucus  cell  metaplasia,  and 
a  significantly  lower  mean  epithelial  cell  surface  length  in 
patients  with  duodenal  ulcer  disease  compared  with  the  other 
patient  groups.   These  observations  suggest  that  high  acid  secre- 
tion may  influence  proximal  duodenal  histology. 

439  EXPERIENCE  WITH  ELECTRICAL  STIMULA- 

TION OF  THE  INTESTINE  IN  THE  TREAT- 
MENT OF  SURGICAL  PARALYTIC  ILEUS.    (Sp.j    Martinez 
Peralta,  O.  (Munic.  Hosp.,  Strasbourg,  France),  S.  Babin  and 
M.  Lampert.   Prensa  Med  Argent  55(30):1437-1441,  1968. 

The  electrode  of  an  intestinal  pacemaker  was  used  to  stimulate 
the  antropyloric  or  duodenal  regions  in  21  patients,  aged  27-74 
yr,  who  developed  paralytic  ileus  after  abdominal  surgery.    Im- 
pulses had  a  duration  of  5  sec,  a  potential  of  25  vohs,  and  a 
resistance  of  1000  ohms.    Electrical  stimulation  was  successful 
in  14  of  these  21  patients.    In  2  cases  it  was  used  prophylactic- 
ally  2  days  after  surgery.    Failures  are  attributed  to  delay  in 
the  use  of  electrical  stimulation,  true  mechanical  obstructions, 
electrolyte  disturbances  and  poor  general  condition  in  an  elderly 
patient  with  a  ruptured  aortic  aneurysm,  poor  technique,  and 
individual  factors.    No  side  effects  were  seen. 


440  MORPHOLOGICAL  CHANGES  IN  THE  PROX- 

IMAL PART  OF  THE  SMALL  INTESTINE 
FOLLOWING  GASTRECTOMY.    (Rus.)    Aruin,  L.  I.  (All-Union 
Sci.-Res.  Inst.  Gastroent.,  Min.  Health  USSR,  Moscow).   Arkh 
Pat  30(10):63-68,  1968. 

Histological  and  histochemical  studies  were  made  of  specimens 
of  small  intestine,  removed  during  surgery  for  dumping  syn- 
drome, from  patients,  aged  26-52  yr,  who  had  been  operated 
on  for  peptic  ulcers  2.5  months  to  15  yr  before.    No  pathologi- 
cal changes  were  found  in  20  of  the  35  efferent  loop  specimens. 
Inflammatory,  dystrophic,  and  atrophic  changes  were  found  in 
the  remaining  15.    These  changes,  most  evident  in  the  immediate 
vicinity  of  the  anastomosis,  included  atrophy  of  the  villi  and  in- 
filtration and  transformation  of  the  epithelium  into  a  type  with 
all  the  characteristics  of  the  gastric  mucosa.    This  is  considered 
to  be  an  adaptation  to  free  HCl  which  is  not  ordinarily  present 
in  the  jejunum.    Other  changes  in  the  efferent  loop  included 
villous  infiltration  and  edema,  disturbances  in  the  RNA  gradient 
of  the  villi,  deformations  of  the  vilU  and  crypts  of  Lieberkiihn, 
and  transformation  of  the  crypts  of  Lieberkiihn  into  duodenal' 
glands.    Malabsorption  is  attributed  to  blockage  of  lymph  vessels. 
Motility  disturbances  are  due,  at  least  in  part,  to  myolysis  and 
sclerosis  of  nerve  ganglia.    Pathological  changes  were  found  in 
24  of  the  25  duodena  and  in  22  of  the  26  afferent  loops  ex- 
amined.   These  consisted  of  mucosal  atrophy,  lymphoid  and 
plasma  cell  infiltration,  a  reduction  in  the  number  of  goblet 
ceUs,  and  hyperplasia  and  dilatation  of  the  crypts  of  Lieberkiihn 
and  the  duodenal  glands.    Macrophages  containing  neutral  muco- 
polysaccharides and  acid  phosphatase  were  found  in  the  villi  of 
ahnost  all  patients  with  afferent  loop  syndrome,  but  in  only  2 
patients  without  it.    In  contrast  to  normal  intestines,  in  these 
patients  the  alkaline  phosphatase  activity  was  lower  in  the  prox- 
imal part  (afferent  loop)  than  in  the  distal  part  (efferent  loop). 
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441  ASPIRATION  BIOPSY  OF  MUCOSA  FROM  THE 

SMALL  INTESTINE  IN  ENTEROCOLITIS.    (Rus.) 
Savoshchenko,  I.  S.  (Inst.  Nutrit.,  Acad.  Med^Sci.  USSR 
Moscow),  Z.  M.  Gadzhieva  and  M.  M.  Gumch.  Arkh  Pat  30(10). 
74-79,  1968. 

A  total  of  25  aspiration  biopsies  were  taken  from  19  patients 
(3  men  and  16  women,  aged  19-55  yr)  with  chronic  entero- 
colitis    Symptoms  were  mild  in  14  cases,  moderately  severe  m 
4  and  severe  in  1.   In  mUd  cases  the  intestinal  villi  were  of 
moderate  height.   The  stroma  had  wide  lymphatic  spaces,  dilated 
capillaries,  and  many  cells  with  positive  reactions  for  phenol 
oxidase.   Epithelial  ceUs  on  the  villi  and  in  the  crypts  had 
granular  cytoplasm  containing  Httle  RNA  and,  in  some  cases, 
vacuoles  which  contained  no  fat.    In  addition  to  the  changes 
described  above,  3  of  the  4  patients  with  moderately  severe 
symptoms  had  large  amounts  of  nucleoproteins  and  muco- 
proteins  in  the  interceUular  spaces  of  the  reticular  stroma 
of  the  villi.    Lipid-rich  cells  were  found  in  the  villous  epithebum 
in  2  of  these  patients.    In  severe  enterocoUtis  some  of  the  villi 
were  missing  and  the  mucosal  relief  was  flattened.    Foci  of  d^ 
pressed  epithelial  ceUs  containing  large  amounts  of  Upids  were 
found  on  the  mucosal  surface.   Desquamation  was  seen  m  some 
areas  of  the  epithelium.    No  goblet  cells  were  present  and  plasma 
cells  were  found  infrequently.    Changes  seen  after  treatment  of 
mild  and  moderately  severe  enterocolitis  included  a  large  increase 
in  the  number  of  wandering  cells  in  the  villous  epitheUum,  a 
decrease  in  the  number  of  cells  containing  phenol  oxidase,  and 
the  appearance  of  cytoplasmic  Upids.    After  2  months  of  treat- 
ment no  appreciable  changes  had  occuned  in  intestinal  mucosa 
from  the  patient  with  severe  enterocolitis. 

442  PATHOPHYSIOLOGY  OF  SMALL  INTESTINAL 
RESECTION  IN  MAN.   (E.)    Winawer,  S.  J. 

(Cornell  U.  Med.  CoU.,  New  York  Qty)  and  N.  Zamcheck). 
Pp.  339-356  in  iVogress  in  Gastroenterology.  y°l-  1- ^f '' 
G.  B.  J.,  Ed.  New  York,  Grune  and  Stratton,  1968.  520  pp. 

443  INTESTINAL  INTUBATION  IN  THE  TREAT- 
MENT OF  RECURRENT  OBSTRUCTION  OF 

THE  SMALL  INTESTINE.   (Gr.)    KaramanoUs,  S.  (Surg. 
din  B   AristoteUan  U.  Salonika,  Greece),  A.  Antoniades 
^koTas  and  G.  Makris.  Acta  Chir  Hellen  95(3):329-340, 
1968. 

444  LEIOMYOMA  OF  THE  DUODENUM  AS  A 
CAUSE  OF  OBSTRUCTIVE  JAUNDICE.    (Pol.) 

GaWys  A.  (PKP  Hosp.,  Katowice,  Poland)  and  Z.  Hajduk. 
Pol  TygLek  23(49):1893-1894,  1968. 

445  PRIMARY  AND  SECONDARY  ALTERATIONS 
IN  THE  ILEOCECAL  VALVE.    (It.)    BettineUi, 

G.  (Maggiore  Hosp.,  Milan,  Italy).  Minerva  Gastroent  14(2): 

71-83,  1968. 


Maeda,  Y.  (Fac.  Med.,  Kyushu  U.,  Fukuoka,  Japan).  Acta  Med 
(Fukuoka)  38(3):469-484,  1968. 
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DIETETIC  THERAPY  FOLLOWING  RESECTION 


Sk^la, 


I.  (Inst.  ^ 
Study  Human^NuItit?,  ftl^ZcTechoslovakia)  and  J.  Hor^^kova. 


OF  THE  SMALL  BOWEL.    (Cz.) 

^,„„_,  1  Nuttit.,  Prague,  Czechoslo 

Cesk  Gastroent  Vyz  22(5): 340-348,  1968. 

447  AN  EXPERIMENTAL  STUDY  OF  THE  PREVEN- 

TION  OF  INTESTINAL  ADHESION.   (Jap.) 


448  THE  PROBLEM  OF  THE  SO-CALLED  DUODE- 
NITIDES.   (Cz.)    Benysek,  L.  (Med.  Fac,  Purkinje 

U    Olomouc,  Czechoslovakia),  R.  Kodousek  and  Z.  Kojecky. 
Ce'sk  Gastroent  Vyz  22(5):289-292,  1968. 

449  AN  UNUSUAL  FORM  OF  INTESTINAL 

LYMPHANGIECTASIS.   (Ger.)    Gaissmaier,  U. 
(Med.  Polyclin.,  U.  Tubingen,  Germany)  and  G.  Burkle.  Med 
Welt  19(42):2292-2298,  1968. 

450  TWO  CASES  OF  LYMPHOSARCOMA  OF  THE 
LOWER  DIGESTIVE  TRACT.   (Fr.)    Lambert- 

Lecler,  G.  (St.  Joseph  Clin.,  Lie^e,  Belgium),  A.  Comil,  R. 
Lombard,  L.  Lewalle  and  C.  Dreze.  Rev  Med  Liege  23(21): 
667-672,  1968. 

451  SMALL  INTESTINE  ATROPHY  IN  THE 
ADULT.   (Fr.)    Cerf,  M.  and  P.  Dupuy.    Vie 

Med  (Spec)  49:1267-1282,  1968. 

452  PEUTZ-JEGHERS  SYNDROME:    A  DIAGNOSTIC 
AND  THERAPEUTIC  DILEMMA,  CASE  REPORT 

AND  REVIEW  OF  THE  LITERATURE.    (E.)    Bernell,  W.  R. 
(U.  Oklahoma  Med.  Qr.,  Oklahoma  City).   /  Okla  Med  Ass 
61(ll):533-536,  1968. 

453  JEJUNAL  DIVERTICUUTIS  SIMULATING 
APPENDICITIS:    REVIEW  OF  THE  LITERATURE. 

(E)    Carter  O.  B.  Jr.  (MobUe  Gen.  Hosp.,  Ala.)  and  H.  S.  J. 
Walker  Jr.   Southern  Med  J  61(12):  1374-1377,  1968. 

454  HERNIA  THROUGH  THE  FORAMEN  OF 
WINSLOW:    WITH  CASE  REPORT.    (E.) 

Carmichael,  J.  L.  (Birmingham,  Ala.)  and  J.  D.  CarmichaeL 
Southern  Med  J  62(2):  141-144,  1969. 

455  CORRELATION  CONFERENCES  IN  RADIOlX)GY 
AND  PATHOLOGY.   (E.)    Finby,  N.  (St.  Lukes 

Hosp.  Ctr.,  New  York  City)  and  C.  F.  Begg.  New  York  J  Med 
68(18):2437-2440,  1968. 

456  LEIOMYOSARCOMA  OF  THE  SMALL  BOWEL 
DEMONSTRATED  BY  SELECTIVE  SUPERIOR 

MESENTERIC  ANGIOGRAPHY.   (E.)    Leone,  A.  J.  (Johns 
Hopkins  Med.  Inst.,  Baltimore,  Md.)  and  C.  S.  Bryan.   /  Canad 
Ass  Radiol  29(3):126-129,  1968. 

457  NONOPERATIVE  TREATMENT  OF  MECONIUM 

ILEUS:    REPORT  OF  A  CASE.    (E.)    Simpson, 
T.  E.  (U.  Minnesota,  Rochester),  H.  B.  Lynn  and  E.  O.  Burgert. 
Mayo  Clin  Proc  43(10):725-729,  1968. 


458  LYMPHANGIECTATIC  CYSTS  OF  THE  SMALL 

BOWEL.   (E.)    Shilkin,  K.  B.  (Royal  Perth  Hosp., 
Western  Australia),  B.  J.  Zerman  and  J.  B.  BlackweU.   J  Path 
5flcf  96(2):  35 3-358,  1969. 
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t59  ACUTE  INTESTINAL  HEMORRHAGE  DUE  TO 

NEUROFIBROMA  OF  A  MECKEL'S  DIVERTIC- 
JLUM.   (It.)    Capecchi,  G.  (Maggiore  Hosp.,  Milan,  Italy). 
iinerva  Chir  23(19):  1036-1041,  1968. 

►60  A  CASE  OF  THE  INTESTINAL  FORM  OF 

ANTHRAX  TERMINATING  IN  RECOVERY 
lFTER  surgery.   (Rus.)    Patalakh,  P.  K.  (Munic.  Hosp. 
nfect.  Dis.,  Dnepropetrovsk,  USSR)  and  V.  S.  Goibanovskii. 
ovetMed  31(10):149-150,  1968. 

61  COUMADIN  INDUCED  SMALL  BOWEL  OB- 
STRUCTION:   REPORT  OF  A  CASE.    (E.) 

■hamberlain,  M.  S.  (Wilford  Hall  USAF  Hosp.,  Lackland  Aii 
orce  Base,  Texas)  and  W.  E.  Evans.   Ann  Surg  169(1):  145-147 
969. 

62  PEUTZ-JEGHERS  SYNDROME  WITH  METAS- 
TASES TO  AN  ABDOMINAL  INCISION.    (E.) 

[ackman,  S.  (U.  Wisconsin  Med.  Qr.,  Madison),  G.  Perna  and 
.  Gossett.  Arch  Surg  91(1):99-102,  1969. 

63  THE  EMERGENCY  MANAGEMENT  OF 
LATERAL  DUODENAL  FISTULA  BY  PAN- 

REATICODUODENECrOMY.    (E.)    Musicant,  M.  E.  (UCLA 


Sch.  Med.,  Los  Angeles,  Calif.)  and  J.  C.  Thompson.   Surg 
GynecObstet  128(1):108-114,  1969. 

464  SOME  IMMUNOLOGICAL  FACTORS  IN  SMALL 
INTESTINE  DISEASE:    A  REVIEW     (E ) 

\noTlu'  ^^'  '^^'''^^^°"'  ^^^"*^>-  ^'"^  -^  Clin  Nutr  21(9): 

465  THE  SURGICAL  MANAGEMENT  OF  MASSIVE 
BOWEL  RESECTION.  (E.)    Cywes,  S.  (Dept. 

Pediat.  Suig.,  U.  Cape  Town,  South  Africa).   J Pediat  Surg  3(6)- 
740-748,  1968. 

466  THE  EXPERIMENTAL  STUDY  OF  THE  FAT 
ABSORPTION  FOLLOWING  MASSIVE  RESEC- 
TION OF  THE  SMALL  BOWEL  AND  INTERPOSITION  OF 
ANTIPERISTALTIC  BOWEL  SEGMENTS.    (E.)    Ushiyama,  T. 
(Nichidai  U.  Sch.  Med.,  Japan).   Nichidai  Ig  Z  27(11):1236- 
1241,  1968. 

467  CASE  OF  LEIOMYOSARCOMA  OF  THE  DUO- 
DENUM AND  A  REVIEW  OF  THE  LITERATURE. 

(E.)    Olurin,  E.  O.  (U.  Coll.  Hosp.,  Ibadan,  Nigeria)  and  T.  F. 
Solanke.    Gut  9(6):  672-677,  1968. 


See  also:    2,79,101,194,269,276,280,284,360,361,375,376,425,617,639,646,650,662.856 
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468  JEJUNOGASTROPLASTY  IN  REPEAT  OPERA- 

TIONS FOR  ANASTOMOTIC  ULCERS  AND 
JEJUNAL  ULCERS.    (Rus.)    Zakharov,  le.  I.  (Crimean  Med. 
Inst.,  Simferopol',  USSR)  and  V.  D.  Sidorenko.   Klin  Khir 
(Kiev)  (11): 55-58,  1968. 

Of  106  patients  with  anastomotic  and  jejunal  ulcers,  60  (53 
men,  7  women)  were  given  jejunogastroplasties  and  46,  Billroth 
II  gastrectomies.    Resections  of  the  stomach  and  small  intestine 
were  performed  in  88  cases  (50  by  jejunogastroplasty  and  38 
by  Finsterer's  procedure).   The  stomach,  small  intestine,  and 
transverse  colon  were  resected  in  15  patients  with  fistulas  be- 
tween the  stomach  and  transverse  colon  (7  by  Finsterer's  pro- 
cedure and  8  by  jejunogastroplasty).    At  least  7S%  of  the 
stomach  was  removed,  and  the  proximal  end  of  the  jejunum 
was  anastomosed  end-to-side  with  the  stomach  and  the  distal 
end  side-to-side  with  the  duodenal  stump.   Then  the  free  ends 
of  the  jejunum  were  anastomosed  end-to-end.   No  patients  died 
after  resections  of  the  stomach  and  smaU  intestine,  but  5  died 
when  these  procedures  were  combined  with  a  resection  of  the 
transverse  colon.    Of  those  who  died  2  had  undergone  Finsterer's 
procedure  and  3,  jejunogastroplasties.    One  patient  who  had 
undergone  jejunogastroplasty  developed  an  anastomotic  ulcer 
between  the  stomach  and  transplanted  jejunum  1  yr  after  surgery 
Good  results  were  obtained  by  making  a  high  resection  with 
the  remaining  portion  of  the  transplant.    Dumping  syndrome 
was  present  in  14  out  of  27  patients  who  had  undergone  BiUroth 
II  resections  and  in  3  patients  who  had  undergone  gastroenteros- 
tomies.   It  disappeared  in  all  patients  after  jejunogastroplasty. 
After  resections  of  the  stomach,  smaU  intestine,  and  transverse 
colon  1  patient  developed  an  internal  fistula  of  the  small  in- 
testine which  closed  spontaneously  1  month  later.    This  opera- 
tion gave  unsatisfactory  functional  results  in  2  patients  who 
developed  abdominal  pain,  dyspepsia,  and  symptoms  of  chronic 
colitis. 

469  CHANGES  OCCURRING  IN  BLOOD  SUGAR 

AND  INSULIN  LEVELS  AFTER  VAGOTOMY 
AND  PYLOROPLASTY  FOR  ULCERS  OF  THE  DUODENAL 
BULB.   (Fr.)    Fourlinnie,  J.  C.  (Adult  Surg.  Clin.  East,  Lille, 
France),  B.  Combemale,  M.  Lehut,  C.  Proye,  G.  Lagache  and 
M.  Linquette.   Lille  Med  13(9):987-989,  1968. 


of  glucose  assimUation  in  4  vagotomized  subjects  after  they 
were  given  glucose  i.v..  it  is  concluded  that  the  vagus  nerve 
need  not  innervate  the  pancreas  for  glucose  homeostasis. 

470  VAGOTOMY  AND  DRAINAGE  IN  THE  TREAT- 

MENT OF  GASTRIC  ULCER.    (E.)    McNeill, 
A  D   (Glasgow  Royal  Infirm.,  Scotland),  W.  A.  F.  McAdam 
and  J.  S.  F   Hutchison.   Surg  Gynec  Obstet  128(l):91-96,  1969. 


Among  33  patients  (20  men  and  13  women,  average  age  51  yr) 
with  gastric  ulcers  (6  prepyloric  and  27  on  the  lesser  curvature, 
plus  a  duodenal  ulcer  in  8  cases,  average  duration  of  symptoms 
6  vr)   21  were  treated  by  anterior  selective  vagotomy  and  py- 
loroplasty, 11  received  truncal  vagotomy  and  either  pyloroplasty 
(8)  or  gastrojejunostomy  (3),  and  1  was  treated  by  pyloroplasty 
alone    The  ulcers  were  not  excised.    After  an  average  foUow-up 
of  2  5  yr  29  patients  were  clinically  and  roentgenographicaUy 
cured,  2  had  died  of  gastric  carcinoma  (1  definite  and  1  prob- 
able)  1  had  died  of  a  postoperative  pulmonary  embolus  foUow- 
ing  leakage  from  the  pyloroplasty,  and  1  benign  ulcer  had  faded 
to  heal.    Various  possible  mechanisms  for  the  pathogenesis  of 
gastric  ulcers  are  discussed. 

47 1  COMPARISON  OF  THE  THERAPEUTIC  AC- 

TION OF  TWO  ANTICHOLINERGICS,  AN- 
TRENYL  ROCHE  AND  PREPARATION  VUFB  3113,  IN 
PEPTIC  ULCER.    (Cz.)    Ronsky,  R.  (Fac.  Gen.  Med.,  Charles 
U.,  Prague,  Czechoslovakia),  V.  Smejkal  and  L.  Stamidis. 
Shorn  Lek  70(11):  340-344,  1968. 

The  effects  of  5  mg  Antrenyl  (oxyphenonium  bromide)  t.i.d. 
and  2  5  mg  VUFB  3113  (oxyphenhydrazone  bromide)  t.i.d. 
were  compared  in  a  double-blind  study  on  16  patients  (10  men 
and  6  women,  aged  18-60  yr)  who  had  had  peptic  ulcers  for 
less  than  5  yr  and  who  did  not  require  immediate  surgery,    iw^ 
of  these  patients  had  stomach  ulcers  and  14  had  duodenal        ^ 
ulcers.    Analysis  with  the     2.test  of  subjective  and  chnical 
symptoms,  scored  on  a  point  basis,  X-ray  findings  after  1  men 
of  treatment,  and  recurrences  in  an  18-month  period  showed 
no  significant  differences  between  these  2  anticholinergics.   Th 
incidence  of  side  effects  and  weight  gains  were  about  the  same 
in  both  groups.    Two  patients  in  each  group  finally  required 
surgical  treatment. 


Serum  insulin  levels  were  determined  by  the  method  of  Hales 
and  Randle  in  15  men  who  had  undergone  subphrenic  vagotomy 
and  pyloroplasty  10  days  to  3  yr  before.    Measurements  of 
insulin  and  blood  sugar  were  made  after  fasting  and  after  oral 
administration  of  1  g  glucose/kg  body  weight.    Of  the  8  patients 
with  normal  glucose  tolerance  curves,  5  had  low  normal  serum 
insulin  levels,  2  had  reduced  insuUn  levels,  and  1  had  elevated 
insulin  levels.   Of  the  4  patients  with  flattened  glucose  tolerance 
curves,  one  had  reduced  serum  insulin  levels  and  3  had  elevated 
ones.    One  patient  with  a  diabetic  glucose  tolerance  curve  had 
low  normal  serum  insulin  levels.    Serum  insulin  levels  were 
elevated  in  2  patients  whose  blood  sugai  levels  reached  abnorm- 
ally high  maxima  and  decreased  very  quickly.   Thus,  there  was 
a  correlation  between  sugar  and  insulin  levels  in  1 1  of  these 
15  patients.    HoUander's  insulin  test  showed  that  gastric  acid 
secretion  persisted  in  only  2  of  the  15  patients.    One  of  these 
had  a  flattened  glucose  tolerance  curve  and  the  other  a  diabetic 
type  curve.    Since  normal  values  were  obtained  for  the  coefficient 


472  BLOOD  ACETYLCHOLINE  AND  CHOLIN- 

ESTERASE  ACTIVITY  IN  THE  BLOOD  AND 
GASTRIC  MUCOSA  IN  PATIENTS  WITH  COMPLICATED 
PEPTIC  ULCERS.    (Rus.)    Gotsuliak,  O.  F.  (Munic.  CUn.  Hosr 
No.  3,  Chernovtsy,  USSR).    Ter  Arkh  40(10):91-94,  1968.     ^ 
Blood  acetylcholine,  cholinesterase  activity  in  the  blood  and  ( 
gastric  mucosa,  blood  pepsinogen,  and  uropepsin  levels  were 
determined  in  149  patients  with  peptic  ulcer  complications 
and  in  30  with  simple  peptic  ulcers  (145  males  and  34  femal 
Stomach  ulcers  were  present  in  19  and  duodenal  ulcers  m  161 
Blood  acetylcholine  levels  were  significantly  lower  in  patients 
with  periduodenitis  and  perigastritis,  pyloric  stenosis,  bleeding 
ulcers,  penetrating  ulcers,  and  perforating  ulcers  than  m  patie 
with  simple  ulcers.   Of  94  patients  with  detectable  levels  of 
acetylchoUne  in  the  blood,  59  had  hyperchlorhydria.    High 
blood  acetylcholine  concentrations  were  often  associated  win 
high  gastric  acidity  and  high  uropepsin  levels  with  low  blooU 
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vels  of  acetylcholine  in  patients  with  bleeding,  penetrating, 
id  perforating  ulcers.   Gastric  motility  was  also  correlated 
ith  acetylcholine  levels  in  the  blood.    Blood  cholinesterase 
vels  in  patients  with  ulcer  complications  were  significantly 
wer  than  normal  levels  or  those  found  in  patients  with  simple 
cers.    The  blood  levels  of  this  enzyme  were  lowest  in  patients 
ith  bleeding,  penetrating,  and  perforating  ulcers  and  in  those 
ith  liver  invoh^ement.    In  patients  with  ulcer  complications, 
lolinesterase  levels  in  the  gastric  mucosa  were  significantly  ' 
wer  than  those  in  the  blood. 

'3  SPECIFIC  INHIBITION  OF  GASTRIC  PEPSIN 

IN  THE  TREATMENT  OF  GASTRIC  ULCER. 

\)    Zimmon,  D.  S.  (VA  Hosp.,  New  York,  N.  Y.),  G.  Miller, 
Cox  and  M.  A.  Tesler.    Gastroenterology  56(1):  19-23,  1969. 
le  effect  of  a  sulfated  polysaccharide  inhibitor  of  gastric 
ipsin  (SN-263)  on  the  healing  rate  of  gastric  ulcers  was  studied 
'  double-blind  and  sequential  trials  in  hospitalized  patients, 
saling  rate  was  determined  from  changes  in  the  surface  area 
ulcers  estimated  by  serial  radiography,  and  confirmed  by 
stroscopy.    Ten  patients  (all  males;  2  less  than  45,  6  between 
and  64,  and  2  over  65  yr  old)  treated  with  SN-263  (0.5  g 
times  daily)  in  the  double-blind  trial  had  a  mean  decrease 
ulcer  size  of  9.14  mm2/day  (over  25.5  ±  8.6  days),  while 
;ers  in  9  control  patients  (8  males,  1  female;  1  less  than  45, 
jetween  45  and  64,  and  3  over  65  yr  old)  had  a  mean  de-  ' 
iase  in  ulcer  size  of  2.21  mm2/day  (over  28.2  ±  9.3  days); 
s  difference  is  statisticaUy  significant  (p  <0.05).    In  5  se- 
entiaUy  treated  patients,  selected  because  of  their  failure  to 
lieve  adequate  healing  during  the  initial  period  of  therapy, 
vere  given  SN-263  after  a  vigorous  antacid  program  and  3* 
eived  SN-263  after  placebo  therapy.    The  mean  decrease  in 
er  size  was  8.5  mm2/day  during  SN-263  treatment  and  1.6 
i2/day  during  the  control  period  (p  <  0.10).    These  data 
ifinn  the  role  of  gastric  proteolytic  activity  in  chronic  gas- 
:  ulcer,  and  demonstrate  the  efficacy  of  this  therapeutic 
nt  in  acceleraring  the  healing  rate  of  gastric  ulcers. 

PSYCHOSOMATIC  STUDIES  ON  PATIENTS 
WITH  BENIGN  GASTRIC  LESIONS.    (Jap.) 

ma,  T.  (Sch.  Med.,  Showa  U.,  Japan).   J  Showa  Med  Ass 

8):480-495,  1968. 

attempt  was  made  to  relate  the  etiology  of  peptic  ulcers 
postgastrectomy  symptoms  to  the  patients'  mentaUty, 
wnality  and  autonomic  nervous  labUity  on  the  basis  of  the 
nesota  Multiphasic  Personality  Interview  (MMPI)  and  the 
ftolyl  test.    Patients  with  benign  gastric  lesions  admitted 
he  hospital  for  gastrectomy  were  divided  into  3  groups: 
7  studied  preoperatively,  2)  189  studied  postoperatively, 
3)  41  studied  both  pre-  and  postoperatively.   In  the  pre^ 
rative  group,  patients  with  peptic  ulcers  had  more  neurotic 
encies,  psychosomatic  complaints  and  autonomic  instability 
1  patients  with  other  gastric  lesions.    In  the  postoperative 
P,  neurotic  tendencies  were  recognized  in  80%  of  males  and 
^0  of  females  with  the  dumping  syndrome,  and  postoperative 
plamts  were  closely  related  to  autonomic  instability    In 
patients  studied  both  pre-  and  postoperatively,  preoperative 
otic  tendencies  were  associated  with  a  higher  incidence  of 
operative  complaints,  particularly  the  dumping  syndrome 
the  neurotic  tendencies  increased  after  gastrectomy  in  those 
nts  who  developed  postgastrectomy  complications  (with  the 
ption  of  the  dumping  syndrome). 
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PEPTIC  ULCERATION  OF  THE  POSTBULBAR 
PORTION  OF  THE  DUODENUM.    (E.)    Mullens, 

J.  E.  (WeUesley  Hosp.,  Toronto,  Ont.,  Canada)  and  G  S   Bird ' 

CanadJSurg  12(1):27-31,  1969. 

The  case  histories  of  6  patients  (5  males  and  1  female,  34-62 
yr  old)  with  ulcers  in  the  2nd  portion  of  the  duodenum  are 
presented  to  illustrate  the  problems  of  postbulbar  ulceration. 
In  each  patient  the  ulceration  was  proximal  to  the  duodenal 
papilla;  in  4  patients  the  ulcer  was  not  reported  by  the  radiol- 
ogist (incorrect  diagnoses  of  hiatal  hernia,  duodenitis,  and  pre- 
vious and  active  ulceration  in  the  1st  portion  of  the  duodenum) 
and  in  1  case  the  ulcer  was  not  identified  by  exploratory  lapar- 
otomy and  pylorotomy.    The  compUcations  encountered  were 
hemorrhage  (4),  intractability  (1),  and  choledochoduodenal 
fistula  formation  (1);  no  patients  presented  with  obstruction. 
In  3  patients,  vagotomy  and  a  drainage  procedure  were  per- 
formed (Finney  pyloroplasty  in  1  and  gastroenterostomy  in  2), 
2  patients  had  partial  gastrectomies,  and  1  had  a  pancreatico-  ' 
duodenectomy  (inflammatory  reaction  mistaken  for  a  carcinoma); 
there  were  no  postoperative  deaths.    It  is  concluded  that  ulcers 
in  the  2nd  portion  of  the  duodenum  can  be  demonstrated 
radiographicaUy  if  kept  in  mind  by  the  radiologist.    A  Finney 
pyloroplasty  and  vagotomy  in  these  patients  is  felt  to  give  re- 
sults comparable  to  those  achieved  in  the  treatment  of  the  usual 
type  of  duodenal  ulceration. 

476  THE  SIGNIFICANCE  OF  HORMONAL  REAC- 

TIONS OF  THE  ADRENAL  CORTEX  DURING 
PEPTIC  ULCER  DISEASE.    (Ger.)    Bojanowicz,  K.  (1st  Med. 
Qin.,  Med.  Acad.,  Lodz,  Poland).   Z  Gastroent  6(5):  368-374 
1968. 

Electrolytes  in  the  erythrocytes,  plasma,  and  urine  of  90  ulcer 
patients  (60  men  and  30  women,  aged  17-68  yr)  were  deter- 
mined by  flame  photometry  before  and  after  treatment  with  a 
low-potassium  diet  and  desoxycorticosterone  trimethylacetate 
in  depot  form.    In  addition,  urinary  17-ketogenic  steroids  and 
17-ketosteroids  were  determined  in  35  patients  and  urinary 
aldosterone  in  15.    As  clinical  symptoms  of  the  disease  pro- 
gressed, significant  decreases  occurred  in  Na  and  CI  levels  and 
significant  increases  in  the  K  level.    These  changes  were  more 
pronounced  in  the  erythrocytes  than  in  the  plasma.    Secretion 
of  glucocorticoids  increased.    Aldosterone  excretion  decreased, 
on  the  average,  from  5.4  to  4.6  )Ug  and  the  ratio  between  )Ug 
aldosterone  and  mg  ketogenic  steroids  decreased  from  0.6  to 
0.55,  while  the  ratio  of  17-ketogenic  steroids  to  17-ketosteroids 
increased  from  1.04  to  1.33.    In  addition  to  healing  the  ulcers, 
desoxycorticosterone  trimethylacetate  caused  increases  in  Na 
and  a  levels  and  a  decrease  in  the  K  level  in  the  erythrocytes 
and,  to  a  smaller  extent,  in  the  plasma.    Urinary  excretion  of 
Na  and  CI  decreased  and  that  of  K  increased.    Aldosterone  in- 
creased to  12.9  Mg,  the  ratio  of  aldosterone  to  17-ketogenic 
steroids  increased  to  1.17,  while  the  ratio  of  17-ketogenic 
steroids  to  17-ketosteroids  decreased  to  0.76.    During  stabiliza- 
tion the  electrolyte  levels  and  urinary  hormone  excretion  reached 
values  between  the  means  for  active  peptic  ulcers  and  those 
found  during  healing.    Bleeding  ulcers  were  associated  with 
erythrocyte  Na  levels  and  erythrocyte  Na:K  ratios  which  were 
smaller  and  17-ketogenic  steroid:  17-ketosteroid  ratios  which 
were  larger  than  those  associated  with  simple  ulcers  and  no 
manifest  bleeding.    Similar  differences  were  seen  between 
patients  with  peptic  ulcers  and  those  with  chronic  gastritis  and 
no  ulcer. 
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477  A  CONTROLLED  TRL\L  OF  CARBENOXOLONE 

SODIUM  CAPSULES  IN  THE  TREATMENT  OF 
DUODENAL  ULCER.    (E.)    Montgomery,  R.  D.  (East  Birming- 
ham Hosp.,  England),  L  H.  Lawrence,  D.  J.  Manton,  K.  Mendl 
and  P.  Rowe.    Gut  9(6):704-706,  1968. 
In  a  controUed  trial  of  carbenoxolone  sodium  positioned-re- 
lease  capsules  (Duogastrone),  22  randomly-selected  outpatients 
with  radiologically  proven  duodenal  ulcers  (less  than  70  yr  old) 
received  200  mg  carbenoxolone  sodium  daily  (50  mg  capsules 
4  times  a  day  before  meals)  for  6  weeks  and  antacid  therapy 
when  needed,  whUe  22  control  outpatients  received  antacid 
therapy  only.    Radiological  assessment  was  made  at  3,  6  and 

12  weeks,  with  a  clinical  follow-up  at  6  months.    At  6  weeks, 

13  experimental  cases  and  8  controls  were  symptom-free  with 
no  local  tenderness.    Although  14  patients  continued  to  take 

1  carbenoxolone  capsule  twice  a  day  for  the  second  6  weeks, 
no  significant  difference  could  be  detected  between  the  car- 
benoxolone and  control  groups  after  either  12  weeks  or  6 
months.    X-rays  indicated  healing  or  improvement  in  9  experi- 
mental and  3  control  cases,  but  this  difference  is  not  statistically 
significant.    Fluid  retention  and  mUd  hypokalemia  developed  in 

2  patients  on  carbenoxolone,  one  of  whom  also  developed  hy- 
pertension. 

478  INFLUENCE  OF  PREGNANCY  UPON  GASTRIC 

ULCERS  INDUCED  BY  RESTRAINT.    (E.) 
Luther,  I.  G.  (U.  Minnesota  Med.  Sch.,  MinneapoUs),  G.  T. 
Heistad  and  S.  B.  Spaiber.   Psychosom  Med  31(l):45-56,  1969. 
To  determine  whether  pregnancy  protects  against  ulcer  induc- 
tion due  to  stress,  gastric  ulcers  were  induced  in  Sprague-Dawley 
rats  by  a  modification  of  Senay  and  Levine's  technique  of  re- 
straint in  a  cold  environment.   No  protection  against  ulceration 
was  found  in  early  pregnancy  (14  days);  7  of  11  pregnant  mice 
(63.9%)  developed  ulcers  rated  4.7  ±  0.9  on  a  10-point  scale  of 
ulcer  severity  and  21  of  31  control  mice  (67.7%)  developed 
ulcers  with  a  severity  of  4.6  ±  0.4.    In  20-day  pregnant  animals, 
ulcer  severity  was  significantly  greater  (7.2  ±  0.6)  than  in  the 
control  or  14-day-pregnant  groups,  with  18  of  20  mice  (90.0%) 
showing  ulcers  rated  4  or  greater  in  severity.    These  findings  are 
consistent  with  clinical  reports  that  early  pregnancy  does  not 
protect  against  ulceration  and  that  late  pregnancy  has  an  aggra- 
vating effect,  and  are  contrary  to  the  observations,  made  with 
chemicaUy-induced  ulcers,  that  pregnancy  exerts  a  protective 
effect. 
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deaths:    1  opereated  on  within  4  hr  of  perforation  died  of  peri- 
tonitis and  3  treated  more  than  12  hr  after  perforation  died  due 
to  irreversible  shock,  myocardial  infarction,  and  prolonged  un- 
consciousness, resp.    Follow-up  examinations  (6  months-5  yr) 
revealed  similar  results  for  elective  vagotomy  and  pyloroplasty. 


479  EMERGENCY  VAGOTOMY  AND  PYLORO- 

PLASTY FOR  PERFORATED  DUODENAL 
ULCER:    STUDY  OF  73  CASES.   (E.)    Machayya,  M.  G.  (North 
Lansdale  Hosp.,  Furness,  England).   Brit  Med  J  4(5624):  155- 
156,  1968. 

Of  73  unselected  patients  (20-81  yr  old)  with  perforated  duo- 
denal ulcers  treated  by  vagotomy  and  pyloroplasty,  52  were 
operated  on  within  6  hr  of  perforation,  whUe  21  were  operated 
on  after  a  longer  interval.    Of  the  52  treated  within  6  hr  of  per- 
foration  13  (25%)  developed  postoperative  compUcations  (basal 
pneumokia  in  6,  wound  infection  in  7)  which  responded  rapidly 
to  antibiotic  treatment.    In  the  group  of  patients  operated  on  6 
hr  or  longer  after  perforation,  10  (47.6%)  developed  postoper- 
ative compUcations  (wound  infection  in  3,  pneumonia  m  3,  sub- 
phrenic abscess,  hypovolemic  shock,  cardiogenic  shock,  obstruc- 
tive jaundice  in  1  patient  each).   There  were  4  postoperative 


480       SURGERY  FOR  DUODENAL  ULCER:  A 

COMPARISON  OF  THE  RESULTS  OF  FOUR 
STANDARD  OPERATIONS.    (E.)   Nelson,  P.  G.  (Royal 
Melbourne  Hosp..  Australia).  Med  J  Amt  2(13):522-528,  1968. 
The  results  of  4  different  operations  (gastrectomy,  vagotomy 
with  antrectomy,  vagotomy  with  pyloroplasty,  and  vagotomy 
with  gastroenterostomy)  were  compared  in  a  blind  personal- 
interview  study  on  205  patients  (168  males  and  37  females) 
with  duodenal  ulcers.   No  deaths  occurred  after  vagotomy  and 
dminage  procedures,  but  2  deaths  after  gastrectomy  and  2  death 
after  vagotomy  and  antrectomy  were  among  the  72  patients 
lost  to  foUow-up  out  of  an  original  group  of  277.    Operative 
morbidity  overaU  functional  results,  and  the  incidence  of  the 
dumping  syndrome  (30%)  were  the  same  for  each  procedure 
Recurrent  ulceration  occurred  least  often  with  gastrectomy  (3 
cases)  slightly  more  often  with  vagotomy  and  antrectomy  (5 
cases)'  and  most  often  with  vagotomy  and  pyloroplasty  or  gas- 
troenterostomy (8  cases  each).    Symptoms  of  esophageal  reflux 
were  seen  in  some  cases  after  each  procedure,  but  severe  per- 
sistent symptoms  were  not  seen  after  gastrectomy.    Reflux  or 
hiatus  hernia  could  be  radiographicaUy  demonstrated  in  50% 
of  cases  with  symptoms  of  reflux.    Moderate  or  mild  bilious 
vomiting  occurred  significantly  more  often  after  gastrectomy 
(20%)  than  with  the  other  procedures  (3-10%),  but  the  in- 
cidence of  severe  bilious  vomiting  was  the  same  for  all  pro- 
cedures (3.3-6.5%).    Hypoglycemic  episodes  were  seen  more 
frequently  after  vagotomy  with  antrectomy  (11%)  than  with 
the  other  procedures  (0-4.9%).    Aberrations  of  bowel  function 
were  noted  in  25-35%  of  cases  after  vagotomy  regardless  of  the 
associated  procedure,  but  severe  aberrations  were  uncommon; 
after  gastrectomy,  aberrations  of  bowel  function  were  noted  in 
13%.    Weight  loss  was  seen  with  all  procedures,  but  was  more 
common  after  gastrectomy.   There  appears  to  be  no  large  dif- 
ference between  any  of  these  procedures  and  it  is  reasonable 
to  use  any  of  them  in  a  given  situation  appropriate  for  the  in- 
dividual patient. 

481  SOME  BIOCHEMICAL  FEATURES  OF  METH- 

IONINE METABOLISM  IN  DUODENAL  ULCER 
THE  EFFECT  OF  UNLABELED  ACETYLMETHIONINE  ON 
EXCRETION  OF  35s-LABELED  METHIONINE  METABO- 
LITES    (Fr)    Szantay,  I.  (3rd  Med.  Clin.,  Cluj,  Romania)  and 
S.  Cotul.  Acta  Gastroent  Belg  31(10):700-706,  1968.  ^ 

Urinary  excretion  of  total  35s  and  35s-labeled  amino  acids  an 
amines  was  measured  in  15  patients  with  active  duodenal  ulcei 
before  and  after  i.v.  administration  of  2-5  g  unlabeled  acetyl- 
methionine/day  for  7-14  days.   None  of  these  patients  had  liv( 
disease    The  dose  of  acetyhnethionine  administered  was  2-3 
times  the  methionine  requirement  determined  for  each  patient 
on  admission.    Urinary  excretion  of  total  35s  and  35s-labeled 
amino  acids  and  amines  was  very  low  and,  in  9  of  these  patiei, 
was  not  increased  by  administration  of  acetyhnethionine.   In 
the  rest  these  values  tended  to  return  to  normal.    In  contrast 
to  controls,  patients  with  duodenal  ulcers  excreted  large  amoi: 
of  35s-labeled  taurine,  a  methionine  metaboUte,  and  little  or 
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onmetabolized  35s-iabeled  methionine.    These  findings  sug- 
;st  that  there  is  a  temporary  methionine  deficiency  associated 
ith  active  duodenal  ulcers  and  that  acetylmethionine  may  be 
lerapeutically  useful. 

82  A  STUDY  OF  THE  VAGUS  NERVES  AT  THE 

LOWER  END  OF  THE  ESOPHAGUS,  WITH 
'EQAL  REFERENCE  TO  DUODENAL  ULCER  AND  ACUTE 
\STRO-DUODENAL  ULCERATIONS.    (E.j    Gravgaard,  E. 
:ent.  Hosp.,  Randers,  Denmark).   Scand  J  Gastroent  2,(3)321- 
13,  1968. 

dissection  of  the  vagus  nerves  at  the  level  of  the  lower  third 
the  esophagus  and  around  the  stomach  was  made  during  151 
topsies,  comprising  26  cases  of  duodenal  ulcer,  9  cases  of 
ute  gastroduodenal  ulceration,  and  116  controls.    A  simple 
;al  pattern  with  only  1  left  and  1  right  vagal  trunk  was  found 
58%  and  36%  of  the  duodenal  ulcer  and  control  cases,  resp 
fference  not  statistically  significant).    In  10%  of  aU  cases,  a 
;hly  complex  vagal  pattern  was  found,  without  identifiable 
in  trunks.    The  diameter  of  the  vagal  trunks  was  significantly 
ater  in  both  ulcer  groups  as  compared  to  the  controls  (3.8 
n  and  2.2  mm,  resp.).   In  another  group  of  47  autopsies  (8 
3denal  ulcers,  5  acute  ulcerations,  34  controls),  the  cross-sec- 
nal  area  of  the  vagal  trunks  at  the  lower  end  of  the  esophagus 
i  measured  microscopicaUy  by  taking  the  product  of  longest 
I  shortest  diameters  of  the  nerve  sections.    The  amount  of 
ve  in  the  perineural  membrane  was  measured  the  same  way 
:ases  with  ulcers,  the  transverse  area  of  the  vagus  nerves  was 
lificantly  greater  than  in  the  controls  (4.2  and  2.8  mm2, 
).).    The  amount  of  typical  nerve  tissue  in  the  nerve  itself 
also  significantly  greater  in  the  ulcer  group.    These  findings 
e  implications  both  for  vagotomy  and  for  the  constitutional 
lisposition  to  peptic  ulcer  disease. 
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Kowalski,  A.  (Acad.  Med.,  Krakow,  Poland),  Z.  Peasecki 
Kmak.  ^o//'rzeg/ C/?i>  40(10):1082-1085,  1968. 


OPINIONS  ON  THE  PATHOGENESIS  OF 
GASTRODUODENAL  ULCERS.    (Sp.)    Meeroff 
M.  (Buenos  Aires,  Argentina).  Medicim  (Mex)  48(1048):597-599 

490  SOME  ASPECTS  OF  THE  NATURAL  HISTORY 

xiNT*      .0      ^^  ^^STRODUODENAL  ULCERS  IN  ARGEN- 
TINA.   (Sp.)    Meeroff.  M.  (Prof.  Dr.  G.  Araoz  Alfaro  Polyclin 
Lanus  Buenos  Aires,  Argentina),  O.  N.  Pellizari,  R.  Celestino    ' 
A.  Fohno,  A.  M.  Luis,  N.  Goschinsky  and  J.  C.  Meeroff 
Medicim  (Mex)  48(1048): 600-604,  1968. 

491  ACUTE  COMPLICATIONS  OF  GASTRODUO- 
DENAL ULCERS:    MASSIVE  DIGESTIVE  TRACT 

HEMORRHAGE,  PERFORATION  INTO  THE  PERITONEAL 
CAVITY,  AND  THE  PYLORIC  SYNDROME.  (Sp.)  Meeroff 
M.  (Prof.  Dr.  G.  Araoz  Alfaro  Polyclin.,  Lanus,  Buenos  Aires  ' 
Argentina),  O.  N.  Pellizari,  R.  Celestino,  A.  Folino,  A.  M.  Luis 
N.  Goschinsky  and  J.  C.  Meeroff.  Medicina  (Mex)  48(1048)- 
605-610,  1968.  -        /       v         ;■ 

492  THE  BASIC  SURGICAL  TREATMENT  OF 
GASTRODUODENAL  ULCERS.    (Sp.)    Lopez 

Esnaurrizar,  M.  Medicim  (Mex)  48(1047):594-596,  1968. 

493  ANASTOMOTIC  PEPTIC  ULCER  FOLLOWING 

RESECTION  OF  THE  STOMACH  FOR  CANCER 

(It.)    Luttichau,  F.  and  A.  Platania.    Cho' Gastroent  2(3)- 338- 
342,  1968. 

494 


A  STUDY  OF  THE  SERUM  PROTEIN  PICTURE 
USE  OF  THE  RAT  IN  THE  EXPLORATION  OF        ^^  o«  SERUM  IRON  LEVELS,  AND  THE  ACTIVITY    ' 

EXPERIMENTAL  PEPTIC  ULCER  AND  SEQUELAE  [^fiPJ^^  ENZYMES  IN  PATIENTS  WITH  GASTRODUODENAL 
CTOMY.   (E.)    Lambert,  R.  (Edouard-Herriot  ^™^-   '^'■>    ^°'"^'  S-  dnst.  Surg.  Symptomatol.,  U 


GASTRECTOMY.   (E.)    Lambert,  R.  (Edouard-Herriot 
p.,  Lyon,  France).   Pp  40-66  in  Progress  in  Gastroenterology 
.  1.  Glass,  G.  B.  J.,  Ed.  New  York,  Grune  and  Stratton, 
8.  520  pp. 


MAMMANA'S  TECHNIQUE  FOR  PYLOREC- 
TOMY:  A  STUDY  OF  10  CASES.    (Por ) 
npnnz  Cordeiro,  A.  (Cent.  Hosp.,  Santa  Casa  de  Miseri- 
!ia,  Sao  Paulo,  Brazil).  Folha  Med  57(3):369-385,  1968. 

ABDOMINAL  PAIN  IN  CHILDREN  AND  PEPTIC 
ULCERS.   (Pol.)    Pawlicki,  L.  (MSW  Prov.  Hosp 
tyn,  Poland).    Wiad  Lek  2l{l8y.\e29-U3\,  1968. 

THE  PATHOGENESIS  OF  GASTRIC  ULCER 

(Fr.)    Betz,  E.  H.  (Lab.  Path.  Anat.,  U.  Liege 
um).  Rev  Med  Liege  23(18):545-548,  1968. 

ULGASTRIN-ROLL  THERAPY  IN  THE  AM- 
Acco  ^^ULATORY  TREATMENT  OF  INFLAMMATORY 
ASES  OF  THE  GASTROINTESTINAL  TRACT    (Ger  ) 
D.  (Med.  Clin.,  Justus-Liebig  U.,  Giessen,  Germany) 
vzt  44(32):1599-1600,  1968. 

BLEEDING  FROM  THE  STOMACH  AND  DUO- 
DENUM FOLLOWING  UROLOGICAL  SURGERY. 


495  CLINICAL  DIFFERENCES  BETWEEN  GASTRIC 
DEFORM.TV^^^,'^^^'^"  ^^^  WITHOUT  DUODENAL 

E   J    Fe^.  T    '^■'J^"''''''  ^   S.  (Boston  City  Hosp.,  Mass.), 
E.  J.  Ferns,  T.  Herskovic,  S.  J.  Winawer,  J.  H.  Shapiro  and 
N.  Zamcheck.  Ann  Surg  168(5):821-823,  1968. 

496  MODERN  CONCEPTS  OF  ETIOLOGY  AND 
PATHOGENESIS  OF  PEPTIC  ULCER-    DIS- 
ORDERS OF  THE  REGULATING  MECHANISMS.    (E)    Ryss 

S.  (Acad.  Med.  Sci.,  Leningrad,  USSR)  and  E.  Ryss.   Scand  J   ' 
Gastroent  3(5):5 13-524,  1968. 

497  PYLORIC  CHANNEL  SYNDROME:    TREATMENT 
p^  ,         ,      BY  VAGOTOMY  AND  PYLOROPLASTY     (E ) 

Edelson,  Z.  C  (St.  Vincent  Hosp.,  Portland.  Ore.)  and  D.  J  "^ 
Brown.  Northwest  Med  67(10):980-985,  1968. 

498  DELAYED  RECURRENCE  OF  GASTRIC  ULCER 
FOLLOWING  VAGOTOMY  AND  DRAINAGE 

PROCEDURES.    (E.)    Zahn,  R.  L.  (VA  Hosp.,  Long  Beach 
Cabf.)  E.  A.  Stemmer,  L.  W.  Hom  and  J.  E.  ConnoUy.   Amer 
Surg  34(11):757-761,  1968. 
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499  A  CASE  OF  COEXISTING  DUODENAL  ULCERA- 
TION AND  IDIOPATHIC  STEATORRHEA.    (E.) 

Finlayson  N  D.  C.  (Royal  Infirm.,  Edinburgh,  Scotland), 
D.  J.  C.  Shearman  and  R.  H.  Girdwood.   Gastroenterology 
55(5):626-631,  1968. 

500  RECENT  CONCEPTS  IN  THE  TREATMENT 
OF  PEPTIC  ULCERS.   (E.)    Fenn,  A.  S.  (Christ. 

Med.  CoU.,  VeUore,  India).   /  Christ  Med  Ass  India  43(9):447- 
450,  1968. 

501  THE  TECHNIQUE  FOR  CONTROLLED  BI- 
LATERAL SELECTIVE  VAGOTOMY.    (Fr.) 

Lesur,  A.  (Bourg-la-Reine,  France)  and  J.  Petit.   /  Chir  (Pans) 

96(4):  323-330,  1968. 


502  PEPTIC  ULCER  PERFORATION  OF  THE  GAS- 
TRODUODENAL  ARTERY  COMPLEX:    CLINICAL 

FEATURES  AND  OPERATIVE  CONTROL.  (E.)  Berne,  C.  J. 
(U.  Southern  California  Sch.  Med.,  Los  Angeles)  and  L.  Rosoff. 
^nnS«rg  169(1):  141-144,  1969. 

503  CHOICE  OF  OPERATIONS  FOR  PATIENTS 
WITH  DUODENAL  ULCERS.   (E.)    Dmstl,  K. 

(1st  Surg.  Clin.,  U.  Vienna,  Austral).   Surg  Gynec  Obstet  128(1): 
77-80,  1969. 

504  INHIBITION  BY  PREGNANCY  AND  LACTA- 
TION  OF  STEROID-INDUCED  ULCERS  IN  THE 

RAT.   (E.)    KeUy,  P.  (Dept.  Biol.,  Western  MichjanU 
Kalamazoo)  and  A.  Robert.   Gastroenterology  56(1). 24-29,  1969. 

505  GASTRIC  SURGERY  FOR  PEPTIC  ULCER 
DISEASE     (E.)    Weinstein,  E.  C.  (VaUey  Presby- 
terian Hosp.,  Van  Nuys,  Calif.).  Med  Trial  Techn  Quart  15(2): 
47-54,  1968. 

506  THE  INQDENCE  OF  PEPTIC  ULCERS  IN 
CHRONIC  LEAD  POISONING.    (Pol.)    Koziolowa, 

H  (1st  Clin.  Int.  Dis.,  Med.  Acad.,  Warsaw,  Poland).   Pol  Arch 

Med  Wewnet  41(2):215-220,  1968. 

507  ANASTOMOTIC  ULCERS  AFTER  GASTRO- 
JEJUNOSTOMY.   [CASE  REPORT]    (Rus.) 

Toskin,  K.  D.  (Crimean  Med.  Inst.,  S^f  ^P^^' "^f  Jo'^g 
le.  A.  Sobeshchanskaia.   Klin  Khir  (Kiev)  (ll):59-60,  1968. 

508  PERFORATING  PEPTIC  ULCERS  IN  METAL- 

LURGISTS.   (Rus.)    Zhuiavleva,  A.  M.  (Azovstal 


Peptic  Ulcers 

Plant  Qinic  No.  4,  Zhdanov,  USSR)  and  S.  G.  Ziberov.   Klin 
Khir  (Kiev)  (11):  11-14,  1968. 

509  DUODENAL  ULCER  DEVELOPMENT  AND 

TWO  DUODENAL  PERFORATIONS  IN  AN  A 
ADOLESCENT  AFTER  CORTISONE  THERAPY.    (Bui.) 
Grigorov  G.  (I.  P.  Pavlov  Higher  Med.  Inst.,  Plovdiv,  Bulgaria) 
and  F.  Mitov.   KhirurgUa  (Sofiia)  21(5):511-512,  1968. 

510  USE  OF  METOCLOPR AMIDE  IN  THE  TREAT- 
MENT OF  PEPTIC  ULCERS  AND  FUNCTIONAL 

DISORDERS  OF  THE  DUODENUM.  (Cz.)  Kocia^n,  J.  (Res.  ^ 
Inst  Human  Nutrit.,  Prague,  Czechoslovakia)  and  J.  Kocianova. 
Cesk  Gastroent  Vyz  22(6):  376-378,  1968. 

511  THE  DIFFERENTIAL  DIAGNOSIS  OF  NON- 
BULBAR  ULCERS  OF  THE  DUODENUM.   (Rus. 

Shusterov,  B.  G.  (Omsk  Distr.  OncoL  D^^Pf  f 7,' ^^S^^J]' !f-  ^ 
Lysenko  and  le.  S.  Kaveshnikova.   Sovet  Med  31(10): 84-87, 

1968. 


512  EXPERIENCE  IN  TREATING  PEPTIC  ULCER 
PATIENTS  WITH  TEMEQUINE  AND  PEMPIDINl 

(Rus.)    Shubina,  L.  A.  (Astrakhan  Med.  Inst.,  USSR).   Sovet 
Med  31(10):87-92,  1968. 

5 1 3  SURGICAL  TREATMENT  OF  STOMACH 
ULCERS.   (Fr.)    Marchay,  P.    Vie  Med  (Spec) 

49:1421-1429,  1968. 

514  SURGICAL  TREATMENT  OF  DUODENAL 
ULCER.   (Fr.)    Chaubin,  F.    Vie  Med  (Spec) 

49:1397-1418,  1968. 

515  BLEEDING  FROM  PEPTIC  ULCERS.    (Fr.) 
Marchay,  P.    Vie  Med  (Spec)  49:1431-1443,  196 

516  LATE  COMPLICATIONS  FROM  SURGERY  FO 
PEPTIC  ULCERS.   (Fr.)    Chaubin,  F.  and  P. 

Simon.    Vie  Med  (Spec)  49:1445-1472,  1968. 

517  EFFECT  OF  DURATION  OF  ENVIRONMENTS 
STRESS  ON  STOMACH  ULCERATION  AND 

ADRENAL  ASCORBIC  ACID.    (E.)    P^^' ^  /•  (VA  Hosp., 
Perry  Point,  Md.).  Psychol  Rep  23(3- Pt.  I):683-688,  1968. 

518  CLINICAL  EXPERIENCES  ON  THE  TREATMH 
OF  PEPTIC  ULCER  WITH  BUSCOPAN.   (Kor.) 

Choe  D  Y.  (Wonju  Union  Christian  Hosp.,  Korea),  P.  S.  Yui 
H.  w!  Lee,  S.  J.  Chung  and  T.  H.  Jeen.  Korean  J  Intern  Mea 
11(9):545'558,  1968. 


See  also:    81,82,107,277,316,334,356,367,369,380,411,415,417,418,662 
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9  ARTHRALGIAS  AND  ILEOSACRAL  ARTHRITIS 

IN  REGIONAL  ENTERITIS.   (Ger.)    Wagner,  A. 
ed.  Polyclin.,  U.  Heidelberg,  Germany).   Deutsch  Med  Wschr 
(1):13-17,  1969. 

ports  are  presented  for  5  patients  (4  males  and  1  female, 
id  26-45  yr)  with  histories  of  regional  enteritis  who  developed 
)sacral  arthritis  (2  cases)  or  arthralgias  (5  cases)  involving 
nful  limitation  of  movement  in  the  large  joints,  knees,  shoul- 
s,  and  ankles.   Only  1  patient  had  warm,  swoUen  joints. 
)oratory  findings  included  elevated  sedimentation  rates, 
mia,  and  sideropenia  attributed  to  the  regional  enteritis, 
urn  a2-globulin  levels  were  elevated,  while  7-globulin  levels 
mined  unchanged.    Antistreptolysin  titers  and  tests  for  LE 
s  and  antigammaglobulin  consumption  were  negative.    One 
lent  had  a  very  positive  Waaler-Rose  test.    Even  after  many 
rs  of  joint  involvement.  X-rays  showed  no  joint  narrowing, 
erosion  of  the  joint  surface,  and  no  severe  osteoporosis, 
gical  removal  of  the  affected  part  of  the  intestine  produced 
issions  in  2  cases,  but  the  patients  have  not  been  followed 
5  enough  to  draw  any  definite  conclusions  about  the  value 
his  procedure.    These  findings  are  compared  with  those  in 
rative  colitis  and  rheumatoid  spondylitis. 

ABSORPTION  STUDIES  IN  REGIONAL  ENTERO- 
COLITIS (Mb.  CROHN).   (E.)   Dotevall,  G. 

Jgren  Hosp.,  U.  Goteboig,  Sweden)  and  N.  G.  Ko'ck    Scand 

ntroent  3(3):293-298,  1968. 

absorption  of  carbohydrate,  vitamin  B12  and  fat  was  studied 
0  patients  (17  men  and  13  women,  10-70  yr  old)  with  re- 
al enteritis  (Crohn's  disease).   The  levels  of  vitamin  B12 
folic  acid  in  serum  and  folic  acid  in  whole  blood  were  also 
rmined.    The  absorption  of  D-xylose  was  normal  in  23 
mts  (77%),  abnormal  in  1  (3%),  with  borderline  values  in 
0%).   The  Schilling  test  was  normal  in  9  patients  (31%) 
rmal  in  9  (31%),  and  borderline  in  11  (38%).    Fat  abso'rp- 
was  normal  in  10  patients  (40%),  abnormal  in  8  (32%)  and 
erline  in  7  (28%).    There  was  a  high  incidence  of  low  serum 
acid  levels  in  patients  with  normal  values  in  whole  blood 


which  was  attributed  to  decreased  appetite  and  chronic  inflam- 
mation and  not  to  malabsorption.    A  high  incidence  of  low 
serum  vitamin  B12  was  noted  in  the  10  patients  who  had  pre- 
vious smaU  bowel  resections  (5  abnormal,  4  borderline)    Al- 
though steatorrhea  was  only  seen  in  patients  with  jejunal  changes 
malabsorption  of  fat  was  also  seen  in  patients  without  morpho- 
logical changes  in  the  jejunum  and  upper  ileum. 

521  REGIONAL  ENTERITIS  PRESENTING  AS  HY- 
POPROTEINEMIA  WITHOUT  INTESTINAL 

SYMPTOMS     [CASE  REPORT]    (E.)    Cobb,  T.C.    Brooke 

0^^352' m/°'*  ^^  "°"'*°"' '^'''■^-  ""^^  ^^''^''^'■ 

522  REGIONAL  ENTERITIS:    A  CRITICAL  AP- 
^'*'^*^^^-    <'^-^    Berwick,  P.  Q.  (George 

m'?^!?."^.^'  ^^^''^^gt^"'  D-  C.)  and  J.  W.  Canter    Southern 
Med  J  61(10):  1034-1038,  1968.  ■^^uinern 

523  CROHN'S  DISEASE  IN  THE  CAPE:    A  FOLLOW 

524  DUODENAL  ILEUS  DUE  TO  DUODENO- 
JEJUNAL LOCALIZATION  OF  CROHN'S 

DISEASE.  (It.)  Fiorelli,  E.  (Cardinal  Ascalesi  Hosp.,  Naples, 
Italy)  and  A.  R.  Lombardil  Riforma  Med  82(45):1246-1254 
1968. 


525  CROHN'S  DISEASE  OF  THE  STOMACH  AND 

TERMINAL  ILEUM.  (Fr.)  Van  der  Hoeden, 
R.,  R.  Heimann,  C.  Gins  and  E.  Henrotin.  Arch  Franc  Mai 
ApparDig  57(8/9):715-724,  1968 
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526  NEOPLASIA  AND  THE  COELIAC  SYNDROME 

IN  ADULTS.    (E.)    Brunt,  P.  W.  (Western  Gen. 
Hosp.,  Edinburgh,  Scotland),  W.  Sircus  and  N.  Maclean.   Lancet 
1(7587):  180-184,  1969. 

Cases  of  malignant  small  bowel  or  mesenteric  lymph  node  neo- 
plasia admitted  during  1958-67  were  reexamined  with  a  view 
to  determining  on  what  basis  neoplasia  might  be  suspected  m 
cases  of  malabsorption  appearing  in  adults.   There  was  no  evi- 
dence of  malabsorption  among  20  patients  with  small  intes- 
tinal carcinomas,  leiomyosarcomas  or  maUgnant  carcinoid  tumors. 
However,  unequivocal  evidence  of  malabsorption  was  found  m 
13  of  15' cases  of  abdominal  lymphoma.    Although  there  were 
alterations  in  villus  morphology  in  aU  but  1  case,  there  was  no 
correlation  between  villus  change  and  the  degree  of  malabsorp- 
tion  extent  and  cell  type  of  the  tumor,  or  the  duration  of 
symptoms  before  neoplasm  diagnosis.   Pain,  profound  weight 
loss  and  anorexia  were  tne  primary  symptoms.    Lymphoma 
should  be  suspected  when  the  onset  of  celiac  syndrome  occurs 
in  middle  age.   The  initial  investigations  should  include  an  ex- 
ploratory laparotomy  and  a  careful  foUow-up  for  several  years. 
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JEJUNAL  MUCOSA  IN  MALABSORPTION 
SYNDROME.    (E.)    Mallik,  K.  K.  (Inst.  Postgrad. 
Med.  Educ.  Res.,  Calcutta,  India),  N.  C.  Pal  and  C.  R.  Das. 
Bull  Inst  Postgrad  Med  Educ  Res  10(2):49-55,  1968. 
Oral  jejunal  biopsies  were  taken  by  Crosby  capsule  in  39 
patients  (25  men  and  14  women,  17-57  yr  old),  including  25 
with  malabsorption  syndromes  due  to  tropical  sprue  (16),  post- 
gastrojejunostomy  steatorrhoea  (4),  intestinal  tuberculosis  (3) 
and  giardiasis  (2),  4  with  diabetes  meUitus,  and  10  normal  con- 
trols; 18  of  the  25  patients  with  malabsorption  also  had  hypo- 
chlorhydria.    A  normal  jejunal  mucosa  was  found  in  1  case  of 
tropical  sprue,  1  case  of  diabetes,  and  8  controls,  whUe  14 
patients  with  malabsorption  (plus  1  diabetic  and  1  control)  had 
only  mild  mucosal  abnormalities.    Marked  changes  in  the  jejunal 
mucosa,  i.e.,  a  decrease  in  viUous  height  to  below  250  {J.,  a 
crypt-vUli  ratio  of  1:1.5  or  greater,  and  heavy  cellular  infiltra- 
tion with  poor  mucus  secreting  activity  of  the  glands,  were 
seen  in  10  of  the  25  patients  with  malabsorption  and  2  diabetics 
such  changes  are  strongly  suggestive  of  tropical  sprue.    Improve- 
ment in  the  histological  picture  (increase  in  villous  height  and 
decrease  in  infUtration)  was  noted  after  treatment  with  foUc 
acid  in  3  cases  studied.    None  of  the  cases  had  any  complica- 
tions due  to  jejunal  biopsy. 

INTESTINAL  DISACCHARIDASE  ACTIVITY  IN 
CELIAC  SPRUE  (GLUTEN-SENSITIVE  ENTER- 
OPATHY)    (E.)   Welsh,  J.  D.  (U.  Oklahoma  Med.  Ctr., 
Oklahoma  Qty),  O.  M.  Zschiesche,  J.  Anderson  and  A.  Walker. 
Arch  Intern  Med  123(1):  33-38,  1969. 

Enzymatic  and  histological  studies  of  37  smaU  intestinal  biopsy 
specimens  from  22  patients  with  ceUac  disease  (8  men  arid  13 
women  27-68  yr  old,  and  one  7-yr-old  chUd)  revealed  that 
mean  tissue  disaccharidase  and  alkaUne  phosphatase  activities 
were  inversely  proportional  to  the  severity  of  mucosal  lesions. 
In  mUd  cases,  aU  assayed  enzymes  were  found  to  be  normal 
except  lactase,  which  was  low  in  25%.    When  comparmg  paired 
specimens  from  adjacent  areas  in  the  region  of  the  duodeno- 
jejunal junction,  it  was  observed  that  the  specimens  exhibited 


sunilar  morphological  changes  in  70%  of  the  pairs;  lactase  ac- 
tivity was  similar  in  all  pairs,  while  the  activity  of  other  enzy- 
mes was  similar  in  74-86%  of  the  pairs.     Fair  adherence  to  a 
gluten-free  diet  led  to  clinical  improvement,  but  mild  histo- 
logical changes  and  a  complete  return  of  enzyme  activity  to 
normal  occurred  only  in  those  patients  adhering  strictly  to  the 
dietary  regimen. 

529  SERUM-BILE-ACIDS  IN  THE  STAGNANT-LOOP 

SYNDROME.    (E.)    Lewis,  B.  (Royal  Postgrad. 
Med   Sch.,  London,  England),  D.  PanveliwaUa,  S.  TabaqchaU 
and  I.  D.  P.  Wootton.   Lancet  l(7588):219-220,  1969. 
Individual  serum  bUe  acids  were  measured  in  5  patients  with 
the  stagnant-loop  syndrome  and  3  patients  with  extensive 
resection  of  the  smaU  intestine  in  order  to  investigate  bUe 
acid  metaboUsm  in  patients  with  intestinal  malabsorption.    The 
8  patients  (4  males  and  4  females)  ranged  in  age  from  34  to  84 
yr    The  total  bUe  acid  concentration  was  strikingly  elevated, 
ranging  from  13  to  52  Mmoles/Uter  in  the  stagnant  loop  syn- 
drome and  from  8.6  to  15.2  jUmoles/Uter  foUowing  intestinal 
resection,  compared  to  2.2-4.2  ^moles/liter  in  12  normal  con- 
trols.   This  increase  was  almost  entirely  due  to  the  presence 
of  free  bile  acids  (cholic  acid,  chenodeoxycholic  acid,  and  the 
secondary  bUe  acid  deoxycholic  acid).   While  there  were  no 
free  bUe  acids  in  control  serum,  in  the  patients  the  concentra-  ^ 
tion  of  free  bUe  acids  exceeded  that  of  conjugated  bile  acids, 
which  were  normal  or  only  sUghtly  elevated.    However,  the      j 
pattern  of  conjugation  was  abnormal,  in  that  taurine  conjugate, 
were  not  detectable  in  5  of  the  8  patients.    In  one  case  studia 
there  were  high  levels  of  free  bUe  acids  and  no  taurine  conjugal 
prior  to  the  oral  administration  of  lincomycin  (1.5  g/day  in 
divided  doses),  but  after  7  days  of  antibiotic  treatment  the  coi 
centration  of  free  bile  acids  feU  sharply  from  9.6  to  0.67 
jLimoles/liter  and  the  proportion  of  taurine  conjugates  rose. 
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530  BACrERL^.L  CONTAMINATION  OF  THE  UPPI 

SMALL  BOWEL  IN  TROPICAL  SPRUE.    (E.) 

Gorbach,  S.  L.  (Calcutta  Sch.  Trop.  Med.,  India),  J.  G.  Banwe 
R.  Mitra,  B.  D.  Chatterjee,  B.  Jacobs  and  D.  N.  Guha  Mazumd 
Lancet  l(7584):74-77,  1969. 

The  methods  of  intestinal  intubation  and  microbial  analysis 
previously  used  to  investigate  the  stagnant  loop  syndrome  we. 
used  to  study  tropical  sprue  in  6  patients  (5  males  and  1  fern 
with  impaired  D-xylose  and  vitamin  B12  absorption.    These 
patients  ranged  in  age  from  24  to  48  yr  and  included  5  Bengi 
patients  and  1  American  student;  5  of  the  6  had  steatonhea. 
Eight  Bengali  males  served  as  controls.    All  6  patients  wi  h 
tropical  sprue  had  an  abnormal  bacterial  flora  in  the  small  in- 
testine the  most  consistent  finding  being  an  alteration  m  the 
location  and  increased  concentration  of  coliforms.    Two  pat« 
had  coliforms  in  the  stomach  and  3  had  coliforms  in  the  upp 
and  mid  jejunum,  while  no  coUforms  could  be  isolated  from 
the  jejunum  in  controls.    Concentrations  of  gram-po sitive  mu 
organisms  were  also  generally  increased  in  sprue  patients  coir 
pared  with  controls.   There  was  some  conelation  between  m 
absorption  and  abnormaUties  in  the  microflora;  thus  vitamin 
absorption  was  lowest  in  2  patients  who  had  coliforms  in  th. 
stomach  and  upper  jejunum,  and  short-term  antibiotic  theraf 
produced  marked  improvement  in  absorption  m  2  cases,   ui. 
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ports  of  these  2  patients  demonstrated  a  direct  relation  be- 
'een  defects  in  vitamin  B^  and  lipid  absorption  and  an  ab- 
rmal  microbial  flora. 

1  ADULT  CELIAC  DISEASE.    (E.)    Cooke,  W.  T. 

(Gen.  Hosp.,  Birmingham,  England).  Pp.  299- 
8  in  Progress  in  Gastroenterology.  Vol.  1.  Glass  G.  B  J 
.  New  York,  Grune  and  Stratton,  1968.  520  pp. 

^  ELECTRON  MICROSCOPY  OF  INTESTINAL 

FAT  ABSORPTION  UNDER  NORMAL  CON- 
nONS  AND  IN  MALABSORPTIVE  STATES     (E.)    Dob- 
s,  W.  O.  Ill  (Duke  U.  Med.  Ctr.,  Durham,  N.C.).  Pp   261- 
.  m  Progress  in  Gastroenterology.  Vol.  1.  Glass,  G  B  J 
New  York,  Grune  and  Stratton.  1968.  520  pp. 

WHIPPLE'S  DISEASE  ASSOCIATED  WITH  A 
COMMON  MESENTERY:  STUDY  UNDER  THE 
HT  AND  ELECTRON  MICROSCOPES.    (Fr )  HeuUy   F 
iaucher,  F.  Penin,  M.  Bas,  J.  Fays,  Grignon  and  G.  R;ub;r. 
'1  Franc  Mai  Appar  Dig  57(8/9):699-714,  1968. 

SEROLOGICAL  DIAGNOSIS  OF  IDIOPATHIC 
ADDISON'S  DISEASE  IN  PATIENTS  ON  PRO- 
GED  PREDNISOLONE  THERAPY  FOR  STEATOR- 

EA.   (E.J    Goudie,  R.  B.  (Western  Infirm,  Glasgow 
and),  I.  T.  Boyle,  D.  A.  Stuart-Smith  and  A.  Ferguson 
et  1(7587):186-  188,  1969.  Ferguson. 

PRIMARY  LYMPHADENOPATHY  COMPLICA 
TING  IDIOPATHIC  STEATORRHOEA.    /El 

ehead,  R.  (Radcliffe  Infirm.,  Oxford,  England)     G«/9r5)- 
575,  1968. 

DISACCHARIDASE  DEFICIENCY.    fE.)    Peternel 
W.  W.  (U.  Pittsburgh,  Pa.).  Med  Clin  N  Amer 
):1355-1365,  1968. 

MALABSORPTION.    (E.J    Finkelstein,  J.  D. 
(George  Washington  U.,  Washington,  D   C  )    Med 
V/lmer  52(6):1339-1354,  1968. 

INTESTINAL  ABSORPTION  OF  DISACCHARIDES 
AND  THE  PROBLEM  OF  LACTOSE  INTOLER- 
iIN  ADULTS.    (Fr.J    Gouin,  B.    Vie  Med  (Sped  49' 
1300,  1968.  I  y    /    y- 

MACROGLOBULINAEMIA  AND  STEATOR- 
RHOEA.   (E.J    Bradley,  J.  (Dept.  Med     U 

agham,  Ala.),  C.  F.  Hawkins,  D.  S.  Rowe  and  D   R 

orth.   Gut  9(5):564-568,  1968 
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(It.J    Cantalamessa,  L.  (Inst.  Clin.  Med.  Gen.  Ther.,  U  Milan 
Italy),  E.  Cassi  and  U.  Visca.   Haematologica  53(6):451-463,' 

543  LONG-TERM  RESULTS  OF  THERAPY  IN 

WHIPPLE'S  DISEASE:    REPORT  OF  FOUR 
PERSONAL  CASES.    (Fr.J    JuUen,  C.  (St.  Antoine  Hosp.,  Paris 
France)  J  Plessier,  J.  Eteve  and  J.  Caroli.  Rev  Medicochir  Ma 
^^oze43(5):145-174,  1968. 

544 

SYNDROME  OF  TROPICAL  SPRUE  IN  SOUTH 

INDIA.    (E.J    Baker,  S.  J.  (Christian  Med.  ColL 

2S:'9S-'9"3,?968.'"'"^  "'  ^-  '  ''^^'^"-  ^'"^^  '  ^^'«  ^"^ 

^^^  MALABSORPTION  AND  MALNUTRITION  IN 

MEXICO.    (E.J    Garcia,  S.  (Child.  Hosp.  Qr 
Mexico  City,  Mexico).  Amer  J  Clin  Nutr  21(9):  1066-1076, 

546  A  DEFECT  IN  INTESTINAL  AMINO  ACID 

TRANSPORT  IN  LOWE'S  SYNDROME     (E.) 
Bartsocas,  C.  S.  (Massachusetts  Gen.  Hosp.,  Boston)   J  D 
Crawford  and  S.  O.  Thier.  Amer  J Dis  Child  117(l)-93-95 
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THE  DECALCIFYING  OSTEOSIS  ASSOCIATED 
WITH  THE  ADULT  FORM  OF  CELIAC  DISEASE. 

Villiaumey,  J.   Rhumatologie  20(7):267-274,  1968. 


DYSGAMMAGLOBULINAEMIA  IN  TROPICAL 
SPRUE.   (E.J    Jarnum,  S.  (Tata  Mem.  Hosp.,  Parel 

7.\..'  ^-  ^-  J^^Jeebhoy  and  B.  Singh.   Brit  Med  J      ' 

?):416-418,  1968. 

WHIPPLE'S  DISEASE:    EARLY  DIAGNOSIS. 

(E.J    Bomstein,  R.,  A.  Theologides  and  B   J 
iy.  Minn  Med  5 1(10):  1345-1 349,  1968. 

INTESTINAL  ABSORPTION  OF  RADIOACTIVE 
CALCIUM  IN  PATIENTS  WITH  SARCOIDOSIS. 


DISORDERS  OF  INTESTINAL  TRANSPORT 
OF  AMINO  ACIDS.   (E.J    Thier,  S  O 

(Massachusetts  Gen.  Hosp.,  Boston)  and  D.  H.  Alpers    Amer  J 

Dis  Child  may.  13-23,  1969. 
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NONTROPICAL  SPRUE  IN  SIBLINGS  WITH 
DISSIMILAR,  UNUSUAL,  AND  SEVERE 

MANIFESTATIONS.    (E.J    Sokol,  E.  M.  (Huntington  Hosp., 

N.  Y.),  G.  M.  Brown  and  H.  L.  Frucht.    Gastroenterology 

56(1):117-123,  1969. 

550  SHORT  SMALL  INTESTINE  ASSOCIATED 

WITH  MALROTATION:    A  NEWI  Y  nPsr-Diuiri^ 

CONGENITAL  CAUSE  OF  INTESTINaI  MALABSORmON 

fni  n  7      I-  '\^   ^"°==P-  ^^^"^  "^^^  Toxonto,  Ont    Calda) 
and  R.  Morecki.    Gastroenterology  56(1):124-136,  1969 

551  ANGIOOSTEOHYPERTROPHY  SYNDROME 
^TH  PROTEIN-LOSING  ENTEROPATHY     /£^, 

Capkn,  D.  B.  (Yale  U.  Sch.  Med.,  New  Haven  Conn^T'    ^^ 
Herskovic  and  J.  D.  Gryboski.   J Pediat  74(l);il9^i7i969. 

552  MALABSORPTION  ASSOCUTED  WITH  GLUTEN 
ENTEROPATHY;  DO  ORAL  CONTRACEPTIVES 

INTERFERE  WITH  FOLATE  METABOLISM?    (E.J    Trowbridge 
M.  Jr.  (Eastern  Maine  Gen.  Hosp.,  Bangor),  R.  C.  Wadsworth 
and  E.  Moffitt.   J  Maine  Med  Ass  59(12):  240-242,  1968. 

553  LYMPHOPERICARDIUM  WITH  HYPOPROTEIN- 
EMIA,  INTESTINAL  LOSS  OF  PROTEIN   AND 

CONGENITAL  DEFECTS  OF  THE  LYMPHATIC  SYSTEM 

(EJ   Offerijns,  F.  G.  J.  (U.  Amsterdam,  Netherlands),  K.  J. 
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Van  Der  Veen,  D.  Durrer  and  B.  G.  Ziedses  Des  Plantes. 
Circulation  39(1):  116-120,  1969. 

554  SMALL  INTESTINE  DYSFUNCTION  IN 
PAKISTANIS  AND  AMERICANS  RESIDENT  IN 

PAKISTAN.    (E.)    Lindenbaum,  J.  (Bellevue  Hosp.,  New  York, 
N.  Y.).  Amer  J  Clin  Nutr  21(9):  1023-1029,  1968. 

555  TROPICAL  SPRUE  IN  PUERTO  RICO.    (E.) 
Bayless,  T.  M.  (U.  Puerto  Rico,  San  Juan),  M.  S. 

Wheby  and  V.  L.  Swanson.  Amer  J  Clin  Nutr  21(9):  1030-1041, 
1968. 

556  ACUTE  MILITARY  TROPICAL  SPRUE  IN 
SOUTHEAST  AS^A.   (E.j    O'Brien,  W.  (Royal 

Army  Med.  CoU.,  Millbank,  London,  England).  Amer  J  Clin 
A^uO- 21(9):  1007- 1012,  1968. 

557  TROPICAL  MALABSORPTION  SYNDROME  IN 
WEST  INDIA.    (E.)    Jeejeebhoy,  K.  N.  (Tata  Mem. 
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Hosp.   Bombary,  India),  H.  G.  Desai,  A.  V.  Borkar,  V.  Deshpand 
and  S.  M.  Pathare.  Amer  J  Clin  Nutr  21(9):994-1006,  1968. 

558  JEJUNAL  MUCOSA  IN  INFANT  MALNUTRI- 

TION.   (E.)    Brunser,  O.  (U.  Chile,  Santiago), 
A.  Reid,  F.  Monckeberg,  A.  Maccioni  and  I.  Contreras.  Amer 
J  Clin  Nutr  21(9):976-983,  1968. 

559  EPIDEMIC  TROPICAL  SPRUE  AND  OTHER 
EPIDEMICS  OF  DIARHHEA  IN  SOUTH  INDIAN 

VILLAGES.    (E.j    Mathan,  V.  I.  (Christian  Med.  ColL  Hosp., 
Madras  State,  India)  and  S.  J.  Baker.  Amer  J  Clin  Nutr  21(9): 
1077-1087,  1968. 

560  FOLIC  AQD  MALABSORPTION  IN  CARDLVC 
FAILURE.    (E.)    Hyde,  R.  D.  (Royal  South  Hant^ 

Hosp.,  Southampton,  England)  and  C.  A.  E.  H.  Ix)ehry.   Gut 
9(6):717-721,  1968. 
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61  EMERGENCY  TREATMENT  OF  DIVERTICU- 

LITIS OF  THE  SIGMOID  FLEXURE.    (E.) 
[core,  H.  D.  (Exeter,  England).  Dis  Colon  Rectum  12(1): 
1-25,  1969. 

n  unselected  series  of  15  patients  with  acute  diverticulitis 
;  men  and  7  women,  average  age  63  yr;  including  5  patients 
ith  generalized  peritonitis,  6  with  peritonitis  localized  to 
abdominal  quadrant,  and  4  with  acute  intestinal  obstruction) 
are  treated  by  radical  surgery -mobilization  of  the  colon  to 
;teriorize  and  remove  the  invoked  portion  of  bowel  after 
jsure  of  the  abdominal  wall  around  the  colon.    Pus  was 
;ared  from  the  peritoneal  cavity  with  saline  washings  in  those 
tients  with  peritonitis.   Antibiotics  were  used  in  all  cases, 
lere  were  no  deaths.    Subsequent  closure  of  the  colostomy 
IS  uneventful  in  all  cases.    In  the  1 1  patients  with  peritonitis 
ere  were  3  postoperative  complications  ('burst  abdomen', 
perficial  wound  infection,  phlebitis);  the  average  hospital  stay 
is  19  days.   In  the  4  patients  with  acute  intestinal  obstruc- 
n,  there  were  2  postoperative  complications  (venous  thromb- 
s,  pelvic  abscess-resolved  spontaneously);  the  average  hos- 
al  stay  was  26  days.    Radical  surgery  is  concluded  to  be  a 
er  method  of  treating  acute  diverticulitis  than  proximal 
lostomy. 

2  CLINICAL  AND  BIOCHEMICAL  PARALLELS 

IN  CHRONIC  COLITIS  AND  CHRONIC  PAN- 
EATITIS.    (Rus.)    lukhvidova,  Zh.  M.  (Sci.-Res.  Lab. 
ictol.,  Min.  Health  RSFSR,  Moscow,  USSR),  M.  Kh.  Levitan, 
I.  Sokolov,  A.  V.  Konsistorum  and  S.  M.  Bolotin    Sovet 
i31(10):118-122,  1968. 

lical  and  laboratory  studies  were  run  on  96  patients  with 
onic  coUtis,  aged  16-68  yr,  and  50  patients  with  chronic 
icreatitis,  aged  35-65  yr.    Enzyme  activities  were  generaUy 
hin  normal  limits  in  20  patients  with  nonspecific  ulcerative 
itis  except  for  the  amylase  activity  which  was  elevated  in 

Changes  in  amylase,  lipase,  and  trypsin  activities  were 
St  pronounced  in  colitis  patients  with  symptoms  of  pancreatic 
Dhrement.    Except  for  trypsin  activities,  which  were  reduced 
iO  cases,  duodenal  enzyme  activities  were  generally  within 
mal  Umits  in  the  majority  of  15  patients  with  chronic  pan- 
ititis.   Duodenal  enzyme  activities  varied  widely  in  the  first 
tions  taken  after  duodenal  stimulation.    Trypsin  activities 
e  first  reduced,  then  returned  to  their  normal  levels.    Lipase 

amylase  activities  were  reduced  for  the  entire  period  of  the 
.   Fecal  enzyme  activities  in  ulcerative  colitis  patients  were 
ated  in  those  with  extensive  involvement  of  the  colon  and 
e  even  higher  in  those  with  involvement  of  the  smaU  in- 
ine.   Enzyme  activities  were  generaUy  within  normal  limits 
lilder  cases.    Blood  and  urine  diastase  activities  did  not 
e  in  patients  with  chronic  pancreatitis,  with  or  without 
lecystitis,  and  clinical  symptoms  of  coUtis.    Glucose  toler- 
!  curves  were  abnormal  in  aU  patients  with  chronic  pan- 
titis.   Serum  protein  fractions  were  abnormal  in  aU  patients 
1  pancreatitis  and  ulcerative  coUtis.    Those  with  acute  or 
rrent  conditions  had  increased  a^-  and  a2-globulin  levels, 
e  those  with  chronic  conditions  had  increased  7-globuUns 
reduced  albumins. 


563  AN  EXPERIMENTAL  COMPARISON  OF  IN- 
VERSION AND  EVERSION  COLONIC  ANAST- 
OMOSES.   (E.)    McAdams,  A.  J.  (Pittsburgh,  Pa.),  G.  Meikle 
and  R.  Medina.   Dis  Colon  Rectum  12(l):l-6,  1969. 

A  series  of  133  colon  transections  and  anastomoses  was  per- 
formed in  90  dogs  in  order  to  compare  the  "standard"  2-layer 
inversion  anastomosis  (continuous  chromic  catgut  through-and- 
through  suture  and  seromuscular  sUk  Halsted  stitches)  with  the 
single-layer  eversion  anastomosis  (interrupted  sUk  stitches). 
The  inverting  anastomosis  required  more  time  (4.9  min)  than 
the  single-layer  eversion.    No  significant  difference  in  the  de- 
gree of  inflammation  after  inversions  and  eversions  was  observed 
on  microscopic  examination.    The  degree  of  adhesion  formation 
adjacent  to  the  anastomoses  was  not  appreciably  different  in 
the  2  types.    Healing  by  restoration  of  mucosal  continuity  and 
fibroplasia  appeared  earlier  in  inversions  than  in  eversions.    Re- 
duction of  the  lumen  of  the  bowel  was  greater  after  inversion, 
especiaUy  in  the  early  postoperative  period.    Resistance  to  dis- 
ruption by  distension  was  greater  in  inversions  than  in  eversions. 
However,  after  a  lapse  of  9  days,  eversions  had  adequate  re- 
sistance to  disruption.    Local  compUcations  were  less  common 
after  inversions  than  after  eversions  and  the  mortaUty  rate  was 
appreciably  lower  after  the  former  than  after  the  latter.    Ade- 
quate cleansing  of  the  colon  appeared  to  exert  a  favorable  in- 
fluence on  inversion  repair.    Although  the  standard  double-layer 
inversion  technique  of  colonic  anastomosis  caused  more  stenosis, 
it  resisted  disruption  better,  caused  fewer  local  complications 
and  had  a  lower  mortaUty  rate  than  the  single-layer  eversion 
anastomosis. 

564  SPEQFIC  ACTIVITY  OF  HYDROXYPROUNE- 
TRITIUM  IN  THE  HEALING  COLON.    (E.) 

Cronin,  K.  (U.  Oregon  Med.  Sch.,  Portland),  D.  S.  Jackson  and 
J.  E.  Dunphy.   Surg  Gynec  Obstet  126(4):  1061-1065,  1968. 
In  the  first  of  2  experiments  to  determine  the  sequence  of 
coUagen  breakdown  and  synthesis  above,  below,  and  at  the 
site  of  a  healing  colonic  anastomosis,  female  Sprague-Dawley 
rats  (210-250  g)  were  divided  into  3  groups  of  24  rats  each. 
In  each  group,  12  rats  had  an  anastomosis  in  the  lower  part 
of  the  left  colon  and  12  were  kept  as  controls.    Rats  received 
proline-3H  (50  ^C  i.p.)  24  hr  before  sacrifice  (3,  7,  and  10  days 
after  operation),  and  specific  activities  of  hydroxyproline-3H 
were  determined  in  colonic  sections  above,  below,  and  at  the 
anastomosis.    At  3  days,  a  high  rate  of  coUagen  synthesis  was 
present  at  the  anastomotic  site  (as  compared  to  controls),  as 
weU  as  above  and  below  the  anastomosis.    At  7  days,  a  sharp 
drop  in  the  rate  of  synthesis  was  noted  at  all  sites,  but  remained 
higher  than  in  the  controls  except  at  a  point  weU  above  the 
anastomosis  (below  control  values).    After  10  days,  the  rate  of 
synthesis  above  and  below  the  anastomosis  was  less  than  con- 
trol values,  but  remamed  above  control  values  at  the  anastomo- 
sis.   In  the  second  experiment,  the  protocol  was  identical 
to  the  first,  except  that  proUne-3H  was  given  in  4  divided 
doses  over  48  hr,  1  week  before  operation.   The  specific  ac- 
tivity of  hydroxyproUne-3H  was  much  higher  in  the  rats  with 
the  anastomoses  than  in  controls.   The  most  likely  explanation 
for  this  finding  is  that  the  coUagen  which  is  destroyed  whfle 
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the  anastomosis  heals  is  old  collagen,  present  in  the  intestine 
before  the  isotope  was  given.  Specific  activities  at  7  and  10 
days  revealed  a  return  toward  normal.  These  results  suggest 
that  for  at  least  the  first  5  days  of  healing,  destruction  and 
synthesis  of  collagen  occur  simultaneously,  and  only  when  the 
breakdown  ceases  about  the  5th  day  does  the  total  coUagen 
content  return  to  normal. 

565  HISTOCHEMICAL  ASPECTS  OF  MELANOSIS 

OF  THE  COLON:    REPORT  OF  4  CASES. 

(Fr.)    Kerisit,  J.  (Fac.  Med.,  Strasbourg,  France)  and  M. 
WeiU-Bousson.  Ann  Anat  Path  (Paris)  13(3):335-345,  1968. 
A  histochemical  study  was  made  of  pigment  found  in  sections 
of  colon  taken  from  patients  with  1)  cancer  of  the  transverse 
colon,  2)  rectosigmoid  endometriosis,  3)  sigmoid  diverticulitis, 
and  4)  cecal  melanosis,  without  associated  colonic  lesions,  found 
fortuitously  at  autopsy  in  a  patient  who  died  of  heart  faUure. 
In  2  of  3  cases  lymph  glands  taken  near  pigmented  regions  con- 
tained excess  gangUonic  pigment.    Pigments  were  always  found 
in  the  mucosal  chorion,  either  inside  or  outside  of  the  histio- 
cytes.  Pigmentation  was  accompanied  by  an  inflammatory  in- 
filtrate which  included  lymphocytes,  some  plasmocytes,  eosino- 
phUic  polynuclear  leukocytes,  and  mast  ceUs.    A  study  of  the 
physical  and  histochemical  properties  of  this  pigment  showed 
that  there  were  2  different  varieties,  one  of  which  is  probably 
a  Upofuscin  and  the  other  a  melanin.    Contrary  to  the  findings 
of  Cabanne  and  Couderc,  most  of  the  pigments  in  associated 
ganglia  reduced  sUver.   These  findings  are  compared  with  those 
in  the  Dubin-Johnson  syndrome. 

566  IMMUNOLOGICAL  STUDIES  OF  CANCER- 

SPECIFIC  RECTAL  ANTIGENS  PURIFIED 
WITH  FLUOROCARBON.    (Jap.)    Matsumoto,  D.  (Fac.  Med., 
Hirosaki  U.,  Japan).   Hirosaki  Med  J  20(1):  135-151,  1968. 
The  presence  of  specific  antigens  in  rectal  cancer  was  studied 
by  means  of  the  Ouchterlony  gel-diffusion  technique  using 
rectal  cancer  specimens  and  rabbit  antisera  prepared  against 
fluorocarbon-purified  antigens  from  normal  and  malignant 
rectal  tissue.    It  was  shown  that  the  cancerous  and  normal 
rectal  tissue  antigens  exhibited  several  common  precipitin  bands. 
Anticancer  serum  adsorbed  with  normal  tissue  antigens  still 
yielded  one  precipitin  band  with  the  cancer  antigen.    These  re- 
sults suggest  that  there  may  be  specific  antigens  in  rectal  cancer 
tissue. 

567  CONTROL  BY  ELECTRONIC  STIMULATOR 

OF  INCONTINENCE  AFTER  OPERATION 
FOR  ANORECTAL  AGENESIS.    (E.)    Dickson,  J.  A.  S.  (Hosp. 
Sick  Child.,  London,  England)  and  H.  H.  Nixon.     J  Pediat 
Surg  3(6):696-701,  1968. 

In  10  children  (9  boys  and  1  girl)  with  fecal  incontinence  and 
constant  severe  soiling  after  graciUs  sling  procedures  as  part  of 
the  treatment  for  anorectal  agenesis  (8),  anal  stenosis  (1),  and 
spina  bifida  (1),  electronic  muscle  stimulators  were  implanted 
in  the  abdominal  wall  with  electrodes  sutured  into  the  motor 
point  of  the  graciUs  in  order  to  keep  the  sUng  constantly  taut, 
ine  stimulators  produced  a  unidirectional  square  wave  of  1 
msec  duration,  5  volts  amplitude,  at  a  rate  of  20/sec.   There 
were  2  technical  failure^:    1  patient  developed  sepsis  and  re- 
quired removal  of  the  stimulator,  while  in  another  patient  the 


sling  became  paralyzed  after  resolution  of  a  postoperative  hema- 
toma   The  remaining  8  have  functional  sUngs;  4  are  definitely 
improved,  2  are  too  recent  to  assess,  1  refuses  to  try,  and  1  has 
had  unexplained  diarrhea.    The  only  significant  compUcation 
was  sepsis,  which  occurred  in  3  patients.    These  early  results 
show  that,  using  the  electricaUy-stimulated  graahs  sUng,  an 
artificial  sphincter  with  tone  can  be  constructed  for  the  anal 
canal  which  will  give  adequate  social  continence  by  day,  but 
wUl  not  control  either  fluid  faces  or  mucus  staining  from  ex- 
posed mucosa. 

568  COLOSTOMY:  A  SECOND  CHANCE.    (E.) 
Happenie,  S.  D.  (Beverly  Hills,  Calif.).    Spring- 
field, m.,  C.  G.  Thomas,  1968.  85  pp. 
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tina) and  J.  E.  Cavilla.  Prensa  Med  Argent  55(27):1311-1314, 
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55(27):1288-1297,  1968. 
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and  A.  Mouchet.   Rev  Prat  18(24):3465-3477,  1968. 

573  NECROTIZING  ENTERITIS  FOLLOWING 
SURGERY.   (Hun.)    Betl&,  I.  (State  Inst.  j 

Rheumatol.  Bahieol.,  Hungary),  K.  Kerenyi,  L.  Meszaros  and 
F.  Kukan.    Orv  Hetil  109(35):1915-1917,  1968. 

574  TORSION  OF  THE  CECUM.    (Pol.)    Dutkiewicz, 
A.  (Prov.  Hosp.,  Olsztyn,  Poland).  Pol  Przegl 

C/2/A-40(10):1130-1131,  1968. 

575  THE  OCCURRENCE  AND  PREVENTION  OF 
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L.  P.  Doutre  and  J.  Perissat.  /  Chir  (Paris)  95(2):177-184, 
1968. 

576  GRANULOMATOUS  COLITIS  AND  ILEO- 
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LOGIC FEATURES.   (E.)    Marshak,  R.  H.  (Mt.  Sinai  Sch.  Mej 
New  York  City)  and  A.  E.  Lindner.  Pp.  357-390  in  Progress  , 
in  Gastroenterology.  Vol.  1.  Glass,  G.  B.  J.,  Ed.  New  York, 
Grune  and  Stratton,  1968.  520  pp. 

577  PREVENTING  RECURRENCES  AND  MET  AS- 1 

TASES  FOLLOWING  OPERATIONS  FOR  CAN 
CER  OF  THE  COLON  AND  RECTUM.    (Rus.)    Kholdin,  S.  I 
(N.  N.  Petrov  Inst.  Oncol.,  Min.  Health  USSR,  Leningrad). 
Khirurgiia  (Moskva)  44(8):132-135,  1968. 
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}az  Med  France  75(30):6055-6065,  1968. 
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6  DIVERTICULA  OF  THE  RECTUM.    (E.) 

Walstad,  P.  M.  (Harlan  Appalachian  Reg.  Hosp., 
'.)  and  A.  R.  Sahibzada.  Amer  J  Surg  116(6):937-939,  1968. 

7  TWO  STAGE  COLECTOMY  FOR  OBSTRUCTING 
LESIONS  OF  THE  DESCENDING  COLON.    (E.) 

eiken,  S.  (Jersey  Shore  Med.  Ctr.,  N.  J.).  Amer  J  Surg 
6(6):942-944,  1968. 

8  SUBMUCOUS  LIPOMA  OF  THE  SIGMOID 
COMPLICATED  BY  COLONIC  INTUSSUSCEP- 

3N.   (E.)    Kiss,  D.  R.  (Qin.  Hosp.,  Sao  Paulo,  Brazil),  P. 
has  and  E.  Vasconcelos.   Int  Surg  50(6):552-558,  1968. 
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COLONIC  ANASTOMOSIS: 
EXPERIMENTAL  STUDY. 


A.  W.  (Manchester  Royal  Infirm.,  England)  and  N.  C.  Keddie. 
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London,  England)  and  A.  C.  Young.   Brit  J  Surg  55(10):731- 
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TORY  COLLOID  CARCINOMA  FROM  COLITIS 
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1969. 
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624  CANCER  OF  THE  RECTUM  (REVIEW  BASED   | 
ON  A  STUDY  OF  180  CASES).    (E.)    Reddy, 

D.  B.  (Guntur  Med.  CoU.,  India),  K.  R.  R.  M.  Rao  and  D. 
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(Rus.)  Kalinichenko,  N.  I.  (Hosp.,  "Sov.  Ukraine"  Antarctic 
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615  SPECIAL  FEATURES  OF  SOME  ANAL  TUMORS 
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625  THE  COLON  AND  DISEASE.    [EDITORIAL]      I 

(E.)    Kasliwal,  R.  M.  (Kasliwal  House,  Chitranjan 
Marg,  Jaipur,  India).  Amer  J  Proctol  19(6):391-392,  1968. 

626  HIRSCHSPRUNG'S  DISEASE  IN  THE  NEONAT 
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)27  TOXIC  MEGACOLON.    (E.)    Thomford,  N.  R. 

(Dept.  Surg.,  Ohio  State  U.  Coll.  Med.,  Columbus), 
r.  J.  Rybak  and  W.  G.  Pace.   Surg  Gynec  Obstet  128(l):21-26 
1969. 

Dut  of  623  patients  with  ulcerative  colitis  admitted  to  the 
Dhio  State  University  Hospitals,  from  Jan.  1953  to  Dec.  1967, 
!3  (3.7%)  had  a  fulminating  episode  complicated  by  marked 
listention  of  all  or  a  portion  of  the  colon  (toxic  megacolon), 
rhe  complication  occurred  less  than  1  yr  after  the  onset  of 
ilcerative  colitis  in  15  patients.    Abdominal  distension  was  pro- 
lounced  in  9  patients,  moderate  in  6,  mild  in  5,  and  absent  in 
1.   Roentgenograms  showed  dilation  of  the  transverse  colon 
n  all  patients,  with  dilation  of  the  entire  colon  in  14.    Of  the 
■  patients  managed  by  medical  measures  alone  (steroids,  anti- 
iotics,  whole  blood),  1  died.    Surgery  was  required  in  19  cases, 
of  which  (26.3%)  resulted  in  death.    The  results  of  operations 
erformed  before  perforation  into  the  peritoneal  cavity  suggest 
tiat  surgical  management  for  toxic  megacolon,  often  required, 
1  relatively  safe. 

28  STEROID  THERAPY  AND  ITS  EFFECT  ON 

THE  FUNCTIONAL  STATUS  OF  THE 
ITUITARY-ADRENAL  SYSTEM  IN  NONSPECIFIC  ULCERA- 
IVE  COLITIS.    (Rus.)   Gerasimov,  V.  K.  (Leningrad  Med.  Inst 
init.  Hyg.,  Acad.  Med.  Sci.  USSR).    Ter  Arkh  40(10):98-101 
)68. 

rinary  17-hydroxycorticosteroids  were  determined  before  and 
'ter  and  every  5-8  days  during  steroid  treatment  of  72  patients 
ith  ulcerative  colitis.    Dosages  were  25-125  mg/day  hydrocor- 
sone,  15-25  mg/day  prednisolone  or  2.25-4.5  mg/day  dexa- 
lethasone  p.o.   Therapy  was  continued  for  1-2  months  until 
itients  showed  clinical  improvement  and  was  discontinued 
/  progressively  decreasing  the  dosage.    Steroid  therapy  was 
)mbined  with  administration  of  vitamin  B  complex,  ascorbic 
:id,  tranquilizers,  and  a  well-balanced  diet.    Fifty-one  of  these 
I  patients  benefited  from  steroid  therapy,  and  a  clear-cut 
inical  effect  was  seen  in  20  cases;  hypoadrenocorticism  was 
•esent  in  15  of  these  20  patients.    Therapy  had  little  or  no 
feet  in  the  remaining  18  cases;  pituitary-adrenal  function  was 
)rmal  or  elevated  in  11  of  these  18  and  moderately  reduced 
only  7.    These  findings  suggest  that  steroid  therapy  for  ul- 
Tative  colitis  is  most  effective  in  patients  with  reduced  pituitary- 
Irenal  function.    Steroid  dosages  should  be  progressively  re- 
iced  and  therapy  discontinued  when  urinary  17-hydroxycorti- 
)steroid  excretion  starts  to  decrease  during  successful  therapy. 

W  NEPHROLITHIASIS  IN  INFLAMMATORY 

BOWEL  DISEASE.  (E.)  Gelzayd,  E.  A.  (Dept. 
ed.,  U.  Chicago,  111.),  R.  I.  Breuer  and  J.  B.  Kirsner.  Amer 
DigDis  13(12):  1027-1034,  1968. 

review  of  885  patients  with  ulcerative  colitis  (677),  ileo- 
litis  (107)  or  regional  enteritis  (101)  who  were  admitted 
m  1959  to  1965  revealed  64  patients  (7.2%)  with  renal 
)nes.  Of  these,  43  had  ulcerative  colitis,  10  had  ileocolitis 
d  11  had  regional  enteritis.  The  average  duration  of  the 
>wel  disease  was  10  yr  in  35  men  and  8  women  (average  age 
yr)  with  ulcerative  colitis,  8.2  yr  in  5  men  and  5  women 
/erage  age  19  yr)  with  ileocolitis,  and  11.6  yr  in  9  men  and 


2  women  (average  age  24  yr)  with  regional  enteritis.    Eight 
patients  presented  X-ray  evidence  of  other  renal  abnormalities. 
At  least  23  patients  (36%)  had  other  conditions  associated  with 
the  development  of  stones,  and  12  patients  (19%)  had  evidence 
of  prior  urinary  tract  infection.    Calcium  stones  were  identified 
in  46  patients,  uric  acid  stones  in  12  and  in  6  patients  the  stones 
could  not  be  classified.    Forty-seven  patients  (73%)  had  received 
corticosteroid  therapy  prior  to  the  diagnosis  of  the  stones,  while 
29  (45%)  had  previous  intestinal  surgery.    Serum  uric  acid  levels 
exceeding  6.5  mg/100  ml  were  found  in  8  of  31  patients  tested. 
A  persistently  acid  urine  (pH  5.5  or  less)  was  present  in  45  of 
58  patients  (78%).    Such  persistent  acidity,  as  weU  as  the  in- 
creased concentration  and  excretion  of  urinary  crystalloids  and 
intestinal  surgery  may  be  significant  factors  in  the  pathogenesis 
of  renal  stones  in  inflammatory  bowel  disease. 

630  CELL-MEDUTED  IMMUNE  REACTION  TO 
COLON  ALTERED  BY  BACrERL\.    (E.)    Fink, 

S.  (VA  Hosp.,  Hines,  lU.)  and  R.  F.  Mais.    Gut  9(6) -.629-6 32, 
1968. 

Ten  normal  subjects,  7  patients  with  ulcerative  colitis  and  1 
patient  with  sarcoidosis  (all  males)  were  tested  for  skin  sensitivity 
to  autologous  colon,  colon  treated  with  Escherichia  coli,  and 
E.  coli  alone.    All  preparations  were  chemically  sterilized  with 
Betaprone.    None  of  the  subjects  reacted  to  the  intradermal 
skin  tests  performed  with  autologous  colon  alone,  whereas  a 
positive  reaction,  which  was  grossly  and  histologically  of  the 
cell-mediated  immune  type  (maximal  in  24-48  hr),  followed  in 
every  case  in  which  live  E.  coli  (0  14,  0119,  0119:B14)  had 
been  incubated  with  colon  tissue  in  vitro.   When  the  antigen 
was  injected  into  the  skin  through  a  Millipore  filter,  no  reactions 
occurred,  indicating  that  the  antigenic  product  is  larger  than 
0.22  IX.   Colon  tissue  dialyzed  against  bacterial  suspensions  of 
E.  coli  caused  a  positive  skin  reaction  in  8  of  10  subjects  tested. 
This  demonstrates  that  the  bacterial  product  is  capable  of  pass- 
ing through  a  membrane  of  48  A  pore  size.   That  Betaprone  did 
not  alter  colon  antigenicity  was  shown  by  experiments  in  which 
autologous  colon  not  treated  with  Betaprone  also  failed  to  pro- 
duce a  skin  reaction.    Both  normal  and  ulcerative  colitis  patients 
reacted  similarly  in  these  tests;  however,  the  implications  of  the 
results  in  the  pathogenesis  of  ulcerative  colitis  are  discussed.    The 
lack  of  positive  response  in  the  patient  with  impaired  delayed 
sensitivity  due  to  sarcoidosis  supports  the  interpretation  that 
the  skin  reaction  caused  by  colon  treated  with  E.  coli  filtrates 
was  a  delayed-type  of  sensitivity. 

631  IMMUNE  MECHANISMS  AND  ULCERATIVE 
COLITIS.   (E.)    Watson,  D.  W.  (U.  California 

Sch.  Med.,  Davis)  and  R.  J.  Bolt.   Pp.  39M11  in  Progress  in 
Gastroenterology.  Vol.  1.  Glass,  G.  B.  J.,  Ed.  New  York, 
Grune  and  Stratton  .  1968.  520  pp. 


632  A  CASE  OF  ULCERATIVE  COLITIS  PRESENT- 

ING WITH  ACUTE  PERFORATIVE  PERITONITIS 
AS  THE  INITIAL  SYMPTOM.   (Jap.)    Yasutomi,  H.  (Nihon  U. 
Med.  Sch.,  Tokyo,  Japan).  Nippon  Ika  Daig  Z  35(3):221-227 
1968. 
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633  ULCERATIVE  COLITIS  IN  CHILDREN.    (E.) 

Hanley,  P.  H.  (Ochsner  Clinic,  New  Orleans,  La.) 
and  J.  E.  Ray.  South  Med  J  61(11):  1231-1233,  1968. 


634  THE  EFFECT  OF  SYSTEMIC  STEROIDS  ON 

ILEORECTAL  ANASTOMOSIS  IN  ULCERATIVE 
COLITIS.   (E.)    Price,  L.  A.  (Gordon  Hosp.,  London,  England). 
5nY/5Mr^55(ll):839-840,  1968. 


635  CORRELATION  BETWEEN  PATHOLOGIC  AND 

RADIOLOGIC  CHARACTERISTICS  OF  ULCERA- 
TIVE COUTIS.   (E.)    Chapman,  M.  (St.  Mark's  Hosp., 
London,  England).  Dis  Colon  Rectum  12(1):58,  1969. 


636  ADENOCARCINOMA  OF  THE  ILEOSTOMY  OC- 
CURRING AFTER  COLECTOMY  FOR  ULCERA- 
TIVE COLITIS:    REPORT  OF  A  CASE.   (E.)    Sigler,  L. 
(Rochester  Gen.  Hosp.,  N.  Y.)  and  F.  L.    Jedd.  Dis  Colon 
Rectum  12(l):45-48,  1969. 

637  DOES  THE  FREQUENCY  OF  CANCERATION  IN 
ULCERATIVE  COLITIS  JUSTIFY  A  PROPHY- 
LACTIC PROCTOCOLECTOMY?    (E)    Saegesser,  F.  (Fac. 
Med.,  Lausanne,  Switzerland)  and  D.  Waridel.  Amer  J  Proctol 
20(1):  33-44,  1969. 

638  COLITIS  AND  ARTHRITIS.    (E.)    Ratnu,  K.  S. 
(S.  M.  S.  Med.  Coll.,  Jaipur,  India),  R.  M.  Kasliwal, 

V.  S.  Baldwa  and  J.  P.  Sethi.  Amer  J  Proctol  19(6):401-404, 
1968. 


See  also:    203,224 
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39  DIGESTIVE  FUNCTION  AFTER  RADICAL 

PANCREATICODUODENECTOMY.    (E.)    Fish, 
.  C.  (U.  Texas  Med.  Branch,  Galveston),  L.  B.  Smith  and  R.  D. 
Villiams.   Amer  J  Surg  117(l):40-45,  1969. 

'ancreatic  function  was  evaluated  in  6  patients  20-84  months 
fter  pancreaticoduodenectomy  for  periampullary  carcinoma. 
Ill  patients  manifested  some  degree  of  pancreatic  insufficiency, 
nd  3  were  unable  to  regain  their  weight  or  resume  their  pre- 
ious  occupations.    All  patients  had  an  increased  number  of 
tools  daily  (3-12)  and  were  receiving  a  small  amount  of  pan- 
reatic  enzyme  supplementation.    Five  of  the  6  patients  had 
bnormally  high  amounts  of  fecal  fat  and  3  had  an  elevated 
;cal  nitrogen  excretion.    Diabetic  glucose  tolerance  curves 
'ere  found  in  all  6,  but  no  treatment  other  than  diet  was  re- 
uired.    Serum  albumin,  total  exchangeable  albumin,  and  al- 
umin  half-life  were  decreased  in  all  patients,  and  liver  biopsy 
ivealed  fatty  infiltration  in  3  of  4.    Subjective  and  objective 
nprovement  was  obtained  by  instituting  adequate  doses  of 
ral  pancreatic  enzymes.    In  9  dogs,  elevated  fecal  fat  and 
itrogen  as  well  as  diabetic  glucose  tolerance  curves  were  found 
'ter  resection  and  implantation  of  the  distal  pancreas.    Pan- 
eatic  atrophy  secondary  to  pancreatic  duct  stricture  at  the 
te  of  implantation  was  found  at  sacrifice.    Obstruction  of  the 
mcreatic  duct  followed  by  resection  and  implantation   of  a 
mcreatic  remnant  did  not  influence  subsequent  results.    The 
ss  of  digestive  enzymes  secondary  to  stricture  of  the  pan- 
eatic  duct,  parenchymal  atrophy,  and  functional  insufficiency 
ter  implantation  of  the  residual  pancreatic  stump  into  the 
iwel  may  be  overcome  by  pancreatic  enzyme  supplementation 
adequate  dosage,  with  fuU  rehabilitation  of  these  patients. 

0  SWEAT  COMPOSITION  IN  RELATION  TO  RATE 

OF  SWEATING  IN  PATIENTS  WITH  CYSTIC 
BROSIS  OF  THE  PANCREAS.    (E.)    Emrich,  H.  M.  (Dept. 
diat.,  U.  Bern,  Switzerland),  E.  StoU,  B.  Friolet,  J.  P.  Colombo, 
Richterich  and  E.  Rossi.    Pediat  Res  2(6):464-478,  1968. 
a  large  number  of  control  subjects  and  patients  with  cystic 
irosis  of  the  pancreas  (CFP),  single  sweat  droplets  were  col- 
ted  from  a  mineral  oil-covered  finger  surface.    The  rate  of 
eat  production  was  calculated  and  the  concentration  of 
ctrolytes  and  metabolites,  osmolarity,  pH,  and  viscosity  were 
termined  in  undiluted  pooled  sweat.    There  was  no  significant 
ference  in  the  sweat  rate/gland  between  control  subjects  and 
tients  with  CFP.    The  concentration  of  Na+  and  CI"  rose  and 
It  of  K+  and  Ca^^  fell  with  increasing  sweat  rates  in  both 
lups.    However,  the  K+  concentration  in  patients  with  CFP 
s  frequently  twice  that  in  control  subjects.    The  concentra- 
ns  of  lactic  acid  and  urea  were  high  at  low  sweat  rates  and 
xeased  hyperbolically  with  increasing  rates,  the  values  in  CFP 
ients  being  lower  than  those  in  controls.    Creatinine  decreased 
h  increasing  sweat  rates  and  was  similar  in  the  2  groups,  while 
ilar  in  both  groups.    Osmolarity  decreased  with  increasing 
;at  rates  in  both  groups,  from  240  to  120  milliosmoles/liter 
iowed  by  a  rise  to  163  milUosmoles/liter  in  controls,  but 
i  higher  in  patients  with  CFP,  b^inning  and  ending  at  about 
>  milliosmoles/Uter.    The  pH  became  slightly  alkaline  with 
reasing  sweat  rates  in  both  groups.    Viscosity  was  significantly 
•eased  in  CFP  patients.    The  excretory  pattern  for  metaboUtes 
les  against  increased  water  reabsorption  in  the  excretory  duct, 


while  the  Na+  and  CI"  curves  favor  an  isotonic  precursor  fluid. 
It  appears  that  Na+  reabsorption  in  the  excretory  duct  is  de- 
fective in  cystic  fibrosis. 


641  SURGICAL  EXPERIENCE  WITH  PANCREATIC 

PSEUDOCYSTS.    (E.)    Rosenberg,  I.  K.  (Dept. 
Surg.,  Wayne  State  U.,  Detroit,  Mich.),  J.  A.  Kahn  and  A.  J. 
Walt.  Amer  J  Surg  in(l):ll.n,  1969. 
Forty-six  patients  (39  men  and  7  women,  16-61  yr  old)  with 
53  pseudocysts  of  the  pancreas  were  encountered  among  2371 
patients  admitted  with  a  diagnosis  of  pancreatitis  over  a  10-yr 
period.    Etiological  factors  included  alcohol  in  39  cases,  chole- 
lithiasis in  7  and  trauma  in  4.    Surgical  treatment  of  49  pseudo- 
cysts included  external  drainage,  internal  drainage  into  an  ad- 
jacent organ,  and  pancreatic  resection.    While  all  methods  of 
treatment  had  associated  complications,  internal  drainage  seemed 
the  best  technique;  external  drainage  is  best  utilized  as  a  tem- 
porary expedient  in  pseudocysts  unsuitable  for  internal  drainage. 
Where  active  or  recent  bleeding  was  present,  resection  of  the 
pseudocyst  and  adjacent  pancreas  was  considered  desirable  when- 
ever technically  feasible.    The  incidence  of  pancreatic  ascites 
was  13%,  indicating  a  higher  frequency  of  this  complication  than 
had  been  previously  thought.    Although  acute  rupture  of  a 
pseudocyst  is  generally  considered  a  lethal  event,  4  patients  suf- 
fered this  complication  and  were  successfully  treated  surgically. 
Follow-up  showed  a  15%  rate  of  recurrence  or  development  of 
a  new  pseudocyst. 

642  NORETHANDROLONE  IN  CYSTIC  FIBROSIS 

OF  THE  PANCREAS.    (E.J    Dooley,  R.  R. 
(UCLA  Sch.  Med.,  Los  Angeles,  Calif.),  A.  J.  Moss,  P.  M. 
Wright  and  P.  C.  Hassakis.   J  Pediat  74(1):95-102,  1969. 
Norethandrolone  (0.6  mg/kg  to  a  maximum  of  10  mg  daily 
for  6  weeks,  then  every  other  day  for  6-40  months)  was  given 
to  28  patients  (8  boys  and  20  girls,  8  months-21.5  yr  old)  with 
advanced  changes  secondary  to  cystic  fibrosis.    Subjective  im- 
provement and  immediate  weight  gain  were  noted  in  most 
patients;  however,  significant  improvement  in  nutrition  and 
pulmonary  function  was  noted  only  in  the  preadolescent  females. 
Eight  of  the  children  died  during  the  study.    Toxic  effects  as- 
cribable  to  anabolic  hormone  therapy  included  unpairment  of 
liver  function  (3  cases),  increase  in  bone  age  (4),  edema  (4)  and 
uterine  bleeding  (3).    The  more  severe  course  of  this  disease  in 
the  female  may  relate  either  to  a  low  endogenous  androgen 
secretion  or  an  effect  of  gonadotropins  on  mucus  viscosity 
which  is  blocked  by  this  anabolic  agent.    Even  in  preadolescent 
females,  anabolic  steroids  should  be  used  only  with  caution  and 
as  a  last  resort. 

643  CARCINOMA  OF  THE  PANCREAS.    (E.)    Elias, 

E.  G.  (Roswell  Park  Mem.  Inst.,  Buffalo,  N.  Y.). 
Arch  Surg  98(2):  138-140,  1969. 

A  retrospective  study  of  necroscopy  findings  in  58  cases  of 
primary  pancreatic  carcinoma  was  made  to  ehcit  the  cause  of 
the  poor  prognosis  of  this  disease.    The  group  included  44  men 
and  14  women,  31-84  yr  old.    Histologically,  53  cases  were 
glandular  carcinoma,  varying  from  well-differentiated  to  ana- 
plastic tumors,  3  cases  showed  a  mixture  of  glandular  and 
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squamous  cell  carcinoma,  and  2  cases  showed  glandular  car- 
cinoma with  squamous  metaplasia.    In  46  cases,  the  gross 
extent  of  the  disease  equalled  the  histological  extent;  distant 
metastasis  without  regional  lymph  node  involvement  was  seen 
in  12  of  these  (portal  or  systemic  spread).    In  the  other  cases, 
the  gross  description  differed  from  the  histological  extent. 
There  was  more  tumor  in  the  pancreas  than  appeared  grossly, 
and  tumor  was  scattered  throughout  the  organ.    In  17  cases 
the  tumor  had  involved  most  if  not  aU  of  the  pancreas.    Two 
case  reports  are  presented  that  exemplify  the  deceptive  gross 
appearance  of  the  tumor  at  operation,  with  the  extent  of 
histologically  evident  carcinoma  being  greater  than  the  gross 
appearance.   The  possibUity  of  residual  tumor  tissue  in  the 
pancreatic  remnant  or  in  the  retroperitoneal  lymph  nodes  at 
surgery  may  be  one  of  the  reasons  for  low  survival  in  resected 
cases. 


644  A  CORRELATIVE  STUDY  OF  PROVEN  CAR- 

QNOMA  OF  THE  PANCREAS  IN  83  PATIENTS. 

(E.)    Ansari,  A.  (Tulane  U.  Sch.  Med.,  New  Orleans,  La.)  and 
G.  E.  Burch.  Amer  J  Gastroent  50(6):456-475,  1968. 
The  incidence,  clinical  features,  pathologic  anatomy,  clinico- 
pathologic  conelations,  course,  prognosis  and  treatment  of 
pancreatic  carcinoma  are  reviewed  on  the  basis  of  83  proven 
cases  of  carcinoma  of  the  pancreas  observed  during  the  period 
1960-66  at  the  VA  Hospital  in  New  Orleans.   These  cases  rep- 
resented 0.19%  of  44,076  hospital  admissions,  2.4%  of  2,270 
autopsies  and  3.3%  of  2,506  malignancies  observed  durmg  the 
6-yr  period.    Maximal  incidence  (41%)  was  between  60  and 
70  yr  of  age.   The  1:1  ratio  of  whites  to  Negroes  reflected  the 
racial  distribution  at  the  hospital.    Sixty-two  patients  (75%) 
gave  a  history  of  chronic  alcohoUsm  for  an  average  period  of 
10-15  yr,  and  only  14%  of  control  patients  at  the  hospital  were 
chronic  alcoholics.    Pain  was  the  most  common  presenting 
symptom  (77%),  whUe  weight  loss  was  found  in  72.3%,  jaundice 
in  48  2%  and  bowel  irregularity  in  39.8%  on  admission.    Psy- 
chiatric manifestations  were  present  in  2.4%  of  the  series.    On 
histologic  examination,  85.5%  of  the  tumors  were  weU  differ- 
entiated and  mostly  acinar.    Laboratory  data  were  rather  hetero- 
geneous and  no  laboratory  confirmation  of  the  diagnosis  could 
be  achieved.    Upper  gastrointestinal  radiography  revealed  abnor- 
maUties  in  45.2%  of  the  cases.    A  correct  clinical  diagnosis  was 
made  in  only  55.4%  of  the  patients  and  later  confirmed  by 
biopsy  or  autopsy.   The  course  of  pancreatic  carcmoma,  regard- 
less of  site  of  origin,  histology  of  the  tumor  or  presence  of 
metastasis,  is  one  of  rapid  decline  to  death  after  onset  of  symp- 
toms   Only  3.6%  (3)  of  this  series  are  presently  surviving;  96.4% 
of  the  patients  were  dead  within  10  months  of  the  first  hospital 
admission.    Both  radical  and  palliative  surgery  failed  to  modify 
the  survival  rate. 

645  TRAUMATIC  TRANSECTION  OF  THE 

PANCREAS.  (E.)  Jordan,  G.  L.  Jr.  (Baylor  U. 
CoU.  Med.,  Houston,  Tex.),  R.  Overton  and  L.  R.  Werschky. 
Southern  Med  J  62(l):90-93,  1969. 

Clinical  features  and  methods  of  treatment  of  7  patients  (2 
females  and  5  males,  11-46  yr  old)  with  complete  transection 
of  the  pancreas  due  to  blunt  abdominal  trauma  are  discussed. 
The  need  for  serum  amylase  determinations  in  aU  patients  hav- 
ing abdominal  trauma  is  demonstrated  particularly  by  one  case 
in  which  severe  pancreatic  injury  existed  for  a  prolonged  period 


with  minimal  abdominal  findings.   Based  on  experience  in  this 
series,  delay  in  operative  intervention  endangers  the  patient's 
life  and  increases  the  incidence  of  complications.    Surgery  can 
be  performed  safely  to  reconstruct  mjuries  of  the  pancreas;  the 
choice  of  procedure  depends  on  the  state  of  the  individual 
patient  and  the  presence  of  intraabdominal  disease.    The  tech- 
niques used  in  these  cases  included  simple  drainage,  closure  of 
both  transected  ends  and  drainage,  excision  of  the  distal  por- 
tion reconstruction  with  a  Roux-en-Y  loop,  and  reconstruction 
of  the  panaeatic  duct  over  a  plastic  tube.   With  most  tran- 
sections, as  long  as  25-30%  of  the  pancreas  remains  diabetes 
should  not  occur.    All  patients  survived,  in  spite  of  the  high 
incidence  of  postoperative  complications  (pancreatic  fistula  m 
3  cases,  obstruction  of  the  Roux-en-Y  limb  in  1,  and  mtestmal 
obstruction  and  intraabdominal  abscesses  in  1).    At  the  time  ot 
surgery   1  patient  whose  treatment  was  seriously  delayed  had 
true  traumatic  pancreatitis.   It  is  suggested  that  this  term  be 
reserved  for  cases  of  generalized  pancreatic  infiammation  result- 
ing from  trauma. 
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GASTROINTESTINAL  HEMORRHAGE  CAUSED 
BY  ECTOPIC  PANCREATIC  TISSUE  IN  THE 
JEJUNUM.   (Gr.)    Skamnakis,  S.  (Hippokrates  Gen.  Hosp., 
Salonika,  Greece),  S.  KaramanoUs,  G.  Khamourtziadis  and 
L.  Khristoforidis.    Galenos  10(5/6):303-308,  1968. 

647  NECROTIZING  PANNICULITIS  IN  A  CASE 

OF  ACINAR  CARCINOMA  OF  THE  PANCREAS. 

IFr )    Delage,  J.  (Fac.  Med.,  Clermont-Fenand,  France),  R. 
Lagarde  and  Y.  Fonck-Cussac.  Arch  Anat  Path  16(2):A134- 
A137,  1968. 

648  TRANSVERSE  LACERATION  OF  THE  PAN- 
CREAS   (Pol.)    Belowski,  H.  (L.  Rydgier  Munic. 

Hosp.,  Wroclaw,  Poland)  and  W.  Soltys.  Pol  Przegl  Chir  40(10): 

1134-1136,  1968. 

SIMPLE  TESTS  OF  VENTILATORY  CAPACITY 
IN  CHILDREN  WITH  CYSTIC  FIBROSIS.   PART 
1-    CLINICAL  AND  RADIOLOGICAL  FINDINGS  IN  85 
PATIENTS.   PARTH:    THREE-YEAR  FOLLOW-UP  ON  50 
PATIENTS     IE)    Meams,  M.  B.  (Queen  Elizabeth  Hosp.  Child., 
London,  England).   Arch  Dis  Child  43(231):528-539,  1968. 

650  A  CASE  OF  ANNULAR  PANCREAS  WITH 
MEGADUODENUM.    (It.)    Can^,  A.  and  C.  Natale. 

Chir  Gastroent  2(3): 349-359,  1968. 

651  SECTION  OF  THE  PRINCIPAL  PANCREATIC 
NERVE  PLEXUS  BY  THE  SUBMESOCOLIC 

ROUTE.   (It.)    Benedetti  Valentini,  S.  and  I.  Rossodivita.    Chir 
Gastroent  2(3): 360-365,  1968. 

652  CANCER  OF  THE  PANCREAS.    (Sw.)    Lundh,  G. 
(Dept.  Surg.,  Karolinska  Inst.,  Stockholm,  Sweden). 

Lakartidningen  65(47):4677-4686,  1968. 

653  L^TROGENIC  PERFORATION  OF  RETENTION 
CYST  OF  THE  PANCREAS.    (E.)    Rosato,  F.  E. 

(U.  Pennsylvania  Sch.  Med.,  PhUadelphia),  J.  Mobini,  S.  Eisman 
and  E.  M.  Copeland.  Amer  J  Dig  Dis  14(1):35-41,  1969. 
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AN  APPROACH  TO  PANCREATIC  OPERATIONS. 

(E.)    Elmslie,  R.  G.  (Sch.  Suig.,  U.  New  S.  Wales, 
Aust  New  ZealJ  Surg  38(2):  128-138,  1968. 


A  CASE  OF  PANCREATIC  CARCINOMA: 
POSSIBLE  EFFECT  OF  THOROTRAST.    (Por.) 

e  Oliveira,  M.  C.  (Fac.  Med.,  Porto,  Portugal).   J  Med  (Porto) 

7(1348):575-580,  1968. 

56  JUDGMENT  IN  PALLIATION  OF  PANCREATIC 

CARCINOMA:    WITH  AN  ASSIST  BY  THE 
OMPUTER.    (E.)    Linn,  B.  S.  (VA  Hosp.,  Miami,  Fla.)  and 
.  S.  Goldstein.   Southern  Med  J  62(1):  116-1 18,  1969. 

>7  EXPIRATORY  PATTERN  OF  14c02  AFTER 

FEEDING  14C-LABELED  FATS  TO  A  PATIENT 
ITH  TOTAL  PANCREATECTOMY.    (E.)    Blomstrand,  R. 
)ept.  Clin.  Chem.,  Karolinska  Inst.,  Stockholm,  Sweden),  G. 


Caxlberger,  L.  Forsgren,  G.  Lundh  and  B.  Norrbrink. 
Scand  134(8):667-669,  1968. 
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THE  BEHAVIOUR  OF  THE  EXTRACELLULAR 
FLUID  AND  THE  INTERCHANGEABLE  CHLO- 
RIDE POOL  IN  MUCOVISaSOSIS.    (E.J    Mussa,  G.  C.  (U. 
Turin,  Italy).   Panminerva  Med  10(10):405-407,  1968. 

659  REPORT  OF  TWO  CASES  OF  PANCREATIC 
INJURY  OCCURRING  DURING  ATHLETIC 

ACTIVITY.  (Fr.)  Guillemin,  G.  (Hotel  Dieu,  Lyon,  France), 
C.  van  der  Hofstadt  and  G.  Spay.  Lyon  Med  220(48):  1409- ' 
1417,  1968. 

660  DIAGNOSIS  AND  TREATMENT  OF  PANCREATIC 
CANCER.    (E.)    Hall,  R.  C.  (Tulane  U.,  New 

Orieans,  La.)  and  E.  T.  Kiementz.  Brit  J  Hosp  Med  1(2):  168- 
178,  1968. 


See  also:    199,205,208,209,239,274,288,292 
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661  PANCREATIC  DUCTAL  MUCOSA  AS  A  PRO- 

TECTIVE BARRIER  IN  THE  PATHOGENESIS 
OF  PANCREATITIS.    (E.)    Konok,  G.  P.  (McGiU  U.  Surg. 
Clin.,  Montreal  Gen.  Hosp.,  P.  Q.,  Canada)  and  A.  G.  Thompson. 
AmerJSurg  117{l):18-23,  1969. 

The  effects  of  normal  bile,  infected  bUe,  trypsin  and  a  bile 
salt-trypsin  mixture  on  the  pancreatic  ductal  mucosa,  which 
normally  acts  as  a  protective  barrier  between  the  ductal  con- 
tents and  the  pancreatic  parenchyma,  were  investigated  in 
anesthetized  cats.    Normal  homologous  feline  gallbladder  bile, 
crystalline  trypsin  (1.5  mg/ml  saline),  a  1:1  mixture  of  homo- 
logous gallbladder  bile  and  enterokinase-activated  pancreatic 
juice  (previously  incubated  for  24  hr  at  37Q,  a  1:1  mbcture  of 
ox  bile  (40  mg/ml)  and  crystalline  trypsin  (1.5  mg/ml  saline), 
a  suspension  oi  Escherichia  coli  in  isotonic  saline  (lOH  or- 
ganisms/ml), and  homologous  gallbladder  bile  infected  with 
E.  coli  (10 10  organisms/ml)  and  previously  incubated  for  24  hr 
at  37C  were  infused  into  the  pancreatic  ducts  at  a  pressure  of 
15  cm  H2O  in  one  of  2  ways:    either  into  the  proximal  portion 
of  an  isolated  duct  in  the  direction  of  the  duodenum  (total 
volume  2.5  ml),  or  in  a  retrograde  direction  from  the  duodenum 
into  a  "closed"  system  (at  a  constant  rate  for  60  min).    In 
both  groups,  the  permeability  of  the  ductal  wall  was  evaluated 
24  hr  later  by  infusion  of  tubocurarine  (30  mg  in  3  ml  saline), 
along  with  histochemical  studies  of  pancreatic  biopsy  specimens. 
Significant  increases  in  ductal  mucosal  permeability  were  pro- 
duced only  by  infusions  of  bile  incubated  with  pancreatic  juice, 
bile  salt-trypsin  mixtures,  or  bile  infected  with  E.  coli,  and 
only  the  latter  produced  parenchymal  necrosis  and  an  increase 
in  tissue  trypsin  activity.   When  infused  in  the  retropade  direc- 
tion, the  pancreatic  ductal  system  accepted  up  to  4.5  ml  of  in- 
fected bile  in  60  min,  compared  to  only  0.1-0.7  ml  for  normal 
bile,  E.  coli  suspensions,  and  trypsin  solution,  and  0.9-2.4  ml 
for  bile  salt-trypsin  and  bile-pancreatic  juice  mixtures.    It  is 
concluded  that  chemical  compounds  produced  in  bile  by  in- 
cubation with  E.  coli  have  a  marked  mucolytic  and  cytotoxic 
effect  on  the  pancreatic  ductal  mucosa,  and  that  reflux  of 
infected  bile  may  play  a  significant  role  in  the  pathogenesis 
of  biliary  pancreatitis  in  man. 

662  GASTRIC  SECRETION  AND  PEPTIC  ULCER 

IN  INFLAMMATORY  DISEASES  OF  THE 
PANCREAS.   (Cz.)    Stastna,  R.  (Inst.  Res.  Hum.  Nutrit., 
Prague,  Czechoslovakia)  and  O.  Bejblova.   Cesk  Gastroent  Vyz 
22(6):391-397,  1968. 

X-ray  examinations  of  the  stomach  and  duodenum  were  made 
in:    1)  30  patients  with  a  history  of  1-3  attacks  of  acute  pan- 
creatitis, 2)  25  patients  with  chronic  recurrent' pancreatitis, 
and  3)  4  patients  with  chronic  pancreatitis.    Patients  with 
acute  pancreatitis  were  examined  at  least  6  weeks  after  an 
attack  and  those  with  chronic  recurrent  pancreatitis  at  least 
6  weeks  after  an  acute  exacerbation.   The  secretin  test  showed 
that  all  patients  with  acute  pancreatitis  had  normal  exocrine 
pancreatic  secretion  while  those  with  chronic  recurrent  pan- 
creatitis and  chronic  pancreatitis  had  definitely  abnormal  values; 
those  with  chronic  pancreatitis  all  had  pancreatogenous  malab- 
sorption syndrome.    Four  stomach  ulcers  and  1  duodenal  ulcer 
were  found  in  5  of  the  30  patients  with  acute  pancreatitis;  1 
patient  with  chronic  recurrent  pancreatitis  had  a  duodenal  ulcer. 


None  of  the  patients  with  chronic  pancreatitis  had  peptic  ulcers. 
Gastric  acid  secretion  was  normal  in  the  patient  with  chronic 
recurrent  pancreatitis  and  duodenal  ulcer.    Of  the  4  patients 
with  acute  pancreatitis  and  stomach  ulcers,  2  had  hypochlor- 
hydria  and  2  hyperchlorhydria.   Gastric  add  secretion  was  re- 
duced in  the  patient  with  acute  pancreatitis  and  duodenal  ulcer. 

663  THE  EFFECT  OF  THE  INTESTINAL  FACTOR 
ON  THE  MORTALITY  OF  EXPERIMENTAL 

PANCREATITIS.   (E.)    Kiriakou,  K.  (Dept.  Surg.,  U.  Salonika, 
Greece),  P.  Andreadis,  D.  Toussis,  B.  Danielides  and  C.  Tountas. 
Surg  Gynec  Obstet  128(2):340-347,  1969. 

Acute  pancreatitis  was  induced  in  26  adult  mongrel  dogs  in 
order  to  study  its  effect  on  the  portal  circulation  and  the  role 
of  the  intestine  in  the  production  of  the  severe  and  often  ir- 
reversible shock  which  can  accompany  pancreatitis.    In  all  dogs, 
a  mbcture  of  blood  and  bile  was  injected  under  pressure  into 
the  pancreatic  duct  via  a  polyethylene  catheter.   All  10  dogs 
in  the  control  group  died  between  90  min  and  1 2  hr  after  the 
onset  of  pancreatitis.    Portal  pressure  increased  abruptly  im- 
mediately after  the  onset  of  pancreatitis  and  remained  elevated 
until  the  final  stage.    Histologic  examination  of  the  pancreas 
revealed  diffuse  hemorrhage  with  polymorphonuclear  infiltra- 
tion and  necrotic  acini.    In  another  12  dogs,  the  entire  small 
intestine  was  removed  immediately  prior  to  the  induction  of 
pancreatitis.    All  dogs  recovered,  and  all  except  2  dogs  stood 
up  or  sat  within  12  hr.    Four  dogs  died  12-52  hr  after  opera- 
tion, 1  died  5  days  later,  and  1  died  8  days  later.   The  portal 
pressure  in  this  group  slowly  decreased,  in  contrast  to  control 
dogs.    Histologic  examination  of  the  pancreas  revealed  hemor- 
rhagic pancreatitis  with  progressive  changes.    Of  the  remaining 
6  dogs  in  this  group,  3  were  killed  on  the  10th  postoperative 
day.   The  pancreas  appeared  grossly  normal;  histologically,  an 
increase  in  the  connective  tissue  and  lymphocytic  infiltration 
was  noted.  Three  dogs  killed  on  the  30th  postoperative  day 
had  apparently  normal  pancreases  with  only  moderate  con- 
nective tissue  deposits  between  the  lobules.    In  4  other  dogs, 
jejunal  and  ileal  stomas  were  created  in  order  to  flush  the 
small  intestine  with  saline  during  the  induction  of  pancreatitis. 
All  dogs  exhibited  the  same  profound  shock  and  survival  time 
as  the  controls,  and  a  similar  increase  in  portal  pressure.    The     S 
pancreas  exhibited  changes  similar  to  that  in  the  controls.    It 
is  suggested  that  an  enteric  factor  is  responsible  for  the  aggrava- 
tion of  pancreatic  shock. 

664  THE  TREATMENT  OF  EXPERIMENTALLY 
INDUCED  ACUTE  PANCREATITIS.    (E.j 

Kune,  G.  A.  (Royal  Melbourne  Hosp.,  Australia).  Aust  New 
ZealJ Surg  38(2):150-153,  1968. 

Acute  hemorrhagic  pancreatitis  was  induced  in  dogs  by  occlusior 
of  the  duodenum  proximal  and  distal  to  the  entrance  of  the 
pancreatic  ducts,  ligation  and  division  of  the  common  bile 
duct,  and  gastrojejunostomy  (to  reestablish  gastrointestinal  con- 
tinuity).   All  10  dogs  receiving  either  no  treatment  or  isotonic 
saline  i.v.,  beginning  8  hr  after  surgery  (60  ml/kg  over  12  hr),     | 
died  within  22  hr.   Of  5  dogs  receiving  dextran  (molecular 
weight  70,000)  i.v.,  beginning  6  hr  after  surgery  (60  ml/kg  over 
12  hr),  3  survived  more  than  30  hr  and  2  died  within  22  hr. 
Fifteen  dogs  received  Trasylol  (150,000  U  over  12  hr)  in  isotoni' 
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;aline  i.v.:    5  began  therapy  immediately  after  surgery  (4  sur- 
'ived  longer  than  30  hr  and  1  died  within  18  hr),  5  began  therapy 
\  hr  after  surgery  (3  survived  longer  than  30  hr),  and  5  began 
herapy  8  hr  after  surgery  (all  died  within  22  hr).    Duodenal 
nstillation  of  neomycin  (50  mg)  and  polymyxin  B  (25,000  U) 
n  5  other  dogs  at  the  completion  of  the  operation  resuhed  in 
!  surviving  longer  than  30  hr,  while  2  died  within  22  hr.    Five 
idditional  dogs  were  given  tetracycline  (500  mg  over  12  hr)  i.v., 
i^inning  8  hr  after  surgery;  1  survived  more  than  30  hr  and 
i  died  within  22  hr.    Trasylol  and  topical  antibiotics  seem  to 
lave  a  place  in  the  treatment  of  acute  pancreatitis. 


65  ABSCESSES  OF  THE  PANCREAS.    (E.J    Kune, 

G.  A.  (Royal  Melbourne  Hosp.,  Australia).   Aust 
Jew  ZealJ  Surg  38(2):125-128,  1968. 

he  etiology,  diagnosis  and  treatment  of  pancreatic  abscesses 
re  discussed  on  the  basis  of  experience  with  19  patients,  in- 
luding  2  with  chronic  relapsing  pancreatitis  and  17  in  whom 
bscess  formation  followed  the  first  attack  of  pancreatitis.    The 
luses  in  this  series  were  similar  to  those  of  uncomplicated  acute 
ancreatitis:    gaUstones  (5),  biliary  tract  surgery  (4),  alcoholism 
9,  parturition  (1)  and  unknown  (3).    Cultures  of  the  abscess 
ivities  at  operation  revealed  various  organisms,  regarded  as 
jcondary  to  pancreatic  necrosis.    Clinical  features  included  fever 
id  leukocytosis  (18),  vomiting  (8),  pain  (6),  tenderness  (10), 
palpable  mass  (7)  and  jaundice  (3).    Barium-meal  examination 
ivealed  gastric  or  duodenal  deformities  in  4  of  5  patients  ex- 
nined.    A  high  incidence  of  complications  was  noted,  including 
leural  effusion  (2),  septicemia  (3),  renal  failure  (1),  upper  gas- 
ointestinal  bleeding  (1),  congestive  heart  failure  (1)  and  hypo- 
ilcemia  with  tetany  (1).    There  were  9  survivors  and  2  deaths 
illowing  surgical  drainage,  while  among  8  patients  treated  con- 
rvatively  there  was  only  1  survivor  and  7  deaths.    It  is  rarely 
icessary  to  perform  other  than  external  drainage  of  the  abscess 
vity. 

6  THE  SITE  OF  BRADYKININ  RELEASE  IN 

ACUTE  EXPERIMENTAL  PANCREATITIS 

.;   Popieraitis,  A.  S.  (U.  Surg.  Clin.,  Montreal  Gen.  Hosp., 
Q.,  Canada)  and  A.  G.  Thompson.  Arch  Surg  98(l):73-76, 

easurements  of  bradykinogen  in  pre-  and  post-pancreatic  blood 
realed  an  mtrapancreatic  loss  of  the  precursor  in  the  course 
pancreatitis  mduced  in  splenectomized  dogs  by  infusion  of 
S  ml/kg  4%  sodium  taurocholate  and  75,000  BAEE  U  crys- 
lline  trypsin  into  the  main  pancreatic  duct.    Prepancreatic 
)od  was  coUected  from  the  aorta,  cannulated  via  a  femoral 
ery;  postpancreatic  blood  was  coUected  from  the  portal  vein 
mulated  via  the  splenic  vein,  following  ligation  of  surrounding 
ns  so  that  only  blood  from  the  superior  pancreatico-duodenal 
1  dorsal  pancreatic  veins  was  coUected.    Immediate  pretreat- 
nt  with  the  proteinase  inhibitor  aprotinin  (10,000  U/kg)  re- 
ted  m  an  appreciable  decrease  in  the  arteriovenous  brady- 
inogen  difference.    It  is  concluded  that  the  bradykinin  re- 
.ed  durmg  acute  experimental  pancreatitis  is  largely  produced 
nin  the  pancreas. 

SURGICAL  MANAGEMENT  OF  CHRONIC 
h.    rr  ■  'l^LAPSING  PANCREATITIS.    (E.)    Warren,  K.  W 
1969  "*"  ^°'^°"'  '^^''■^'   ^'"^^•^^"'■^  117(1):24- 
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A  review  of  experiences  at  the  Lahey  Clinic  during  the  last  30 
yr  with  530  patients  treated  for  chronic  relapsing  pancreatitis 
who  were  foUowed  for  1-23  yr,  indicates  that  the  disease  is 
associated  with  a  wide  variety  of  antecedent  conditions  and  is 
compUcated  by  many  mechanical,  physiologic  and  metaboUc 
consequences.    Choice  of  a  suitable  operative  procedure  is  stUl 
the  most  controversial  feature  of  the  iUness.    In  the  early  ex- 
perience of  the  clinic,  128  procedures  were  performed  on  the 
bUiary  or  gastrointestinal  tract  or  on  the  autonomic  nervous 
system,  since  duct  obstruction  is  the  chief  feature  in  chronic 
pancreatitis.    Satisfactory  long-term  results  were  achieved  in 
43  of  70  patients  treated  by  cholecystectomy,  bUe  duct  ex- 
ploration or  choledochoduodenostomy,  in  19  of  39  sphincter- 
otomies (alone  or  with  cholecystectomy  or  choledochostomy), 
in  4  of  6  subtotal  gastrectomies  or  gastrojejunostomies,  and  in 
2  of  13  bUateral  or  unilateral  dorsolumbai  sympathectomies 
(with  or  without  splanchnicectomy).    These  procedures  were 
especiaUy  unsatisfactory  in  cases  of  advanced  chronic  pancrea- 
titis.   Modem  surgery  directed  to  the  pancreas  itself  achieved 
satisfactory  long-term  results  in  70%  of  418  cases.    Results 
were  satisfactory  in  50  of  70  procedures  for  pancreatic' cysts 
and  abscesses,  in  HI  of  155  transduodenal  decompressions, 
in  15  of  25  transpancreatic  ductal  decompressions,  in  57  of  73 
distal  pancreatectomies,  in  56  of  82  pancreaticoduodenectomies, 
and  in  7  of  8  total  pancreatectomies.    Unsatisfactory  resuhs 
were  related  to  inappropriate  choice  of  operative  procedure, 
continued  alcohoUsm,  and  persistence  of  residual  pancreatic' 
inflammatory  disease. 

668  PERITONEAL  DIALYSIS  IN  ACUTE  EXPERI- 

MENTAL  PANCREATITIS.    (It.)    Casciani,  C. 
(Surg.  CUn.,  U.  Rome,  Italy),  M.  Carboni,  G.  Cucchiara,  V. 
Boffo,  E.  Ancarani,  A.  AruUani  and  R.  Cortesini.   Policlinico 
[Prat]  75(46):  1501-15 14,  1968. 

Acute  pancreatitis  was  induced  in  30  dogs  by  injecting  a  mixture 
of  10  ml  bUe,  25,000  units  trypsin,  15,000  units  chymotrypsin, 
and  10,000  units  elastase  through  a  needle  inserted  into  the 
main  pancreatic  duct  through  a  hole  made  in  the  duodenum 
The  dogs  were  divided  into  3  groups:    1)  10  which  were  given 
only  I.v.  infusions  of  Trasylol,  hydrocortisone,  and  antibiotics; 
2)  10  which  were  given  peritoneal  dialysis  8  hr  after  surgery;  ' 
and  3)  10  which  were  given  peritoneal  dialysis  immediately  ' 
after  induction  of  pancreatitis.    In  addition  to  glucose  and 
electirolytes,  the  solution  used  in  peritoneal  dialysis  contained 
100  mg  hydrocortisone  hemisuccinate,  10  mg  butazoUdine,  9 
mg  phytohemagglutinin,  10  mg  adenosine  phosphate,  10  mg 
adenosine,  10  mg  inosine,  and  25  mg  6,8-dithiocaprylic  acid. 
AU  animals  in  group  (1)  died  in  a  state  of  shock  within  20  hr 
and  had  diffuse  acute  hemorrhagic  necrotic  pancreatitis  on 
autopsy.    Of  the  10  animals  in  group  (2),  9  died  within  72  hr 
after  induction  of  pancreatitis  and  1  died  after  2  yr.    Autopsies 
showed  localized  necrotic  pancreatitis.    AU  animals  in  group  (3) 
survived  for  2  yr.    During  the  first  12  hr,  serum  amylase  and 
trypsm  levels  were  much  higher  in  groups  (1)  and  (2)  than  in 
group  (3). 

669  THE  DIAGNOSIS  AND  MANAGEMENT  OF 

PANCREATITIS.    (E.j    Marks,  I.  N.  (Groote 
Schuur  Hosp.,  CapeTown,  South  Africa).  S.  Bank  and  J   H 
Louw.  Pp.  412-472  in  Progress  in  Gastroenterology   Vol   1 
Glass,  G.  B.  J.,  Ed.  New  York,  Grune  and  Stratton,  1968 
520  pp. 
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670  THE  DIAGNOSIS  AND  TREATMENT  OF 
ACUTE  PANCREATITIS.   (Rus.)    Kolomuchenko, 

M.  I.  (A.  A.  Bogomolets  Med.  Inst.,  Kiev,  USSR)  and  S.  I. 
Rybakov.   Khirurgiia  (Moskva)  44(8):60-65,  1968. 

671  RELATIONSHIP  BETWEEN  ACUTE  PANCREA- 
TITIS AND  HYPERLIPEMIA.    (E.j    Zieve,  L. 

(MinneapoUs  Vet.  Hosp.,  Minn.).   Med  Clin  N  Amer  52(6):  1493- 
1501,  1968. 

672  PINPOINTING  PANCREATITIS  WITH  LABORA- 
TORY TESTS.    (E.)    Benson,  E.  S.  (U.  Minnesota 

Med.  Sch.,  Minneapolis).   Postgrad  Med  44(6):  39-42,  1968. 

673  ACUTE  PANCREATITIS  AFTER  SURGERY  ON 
THE  BILIARY  TRACT  AND  STOMACH.    (Rus.) 


Topchiashvili,  Z.  A.  (Cent.  Inst.  Postgrad.  Med.,  Moscow,  USSR) 
and  N.  I.  Prokopenko.   Klin  Khir  (Kiev)  (11):  1-3,  1968. 

674  CHANGES  IN  SOME  BIOCHEMICAL  PARA- 
METERS IN  PATIENTS  WITH  PANCREATIC 

NECROSIS.    (Rus.)    Zaitsev,  V.  G.  (N.  I.  Pirogov  2nd  Moscow 
Med.  Inst.,  USSR).     Klin  Khir  (Kiev)  (ll):4-8,  1968. 

675  MASSIVE  BILATERAL  HEMORRHAGIC 
PLEURAL  EFFUSIONS  IN  CHRONIC  RELAPS- 
ING PANCREATITIS.   (E.)    Miridjanian,  A.  (New  York  VA 
Hosp.,  N.  Y.),  V.  N.  Ambruoso,  B.  M.  Derby  and  D.  A.  Tice. 
Arch  Surg  98(l):62-66,  1969. 

676  PANCREATITIS-ACUTE  AND  CHRONIC.    (E.) 
TrapneU,  J.  E.  (Roy.  Victoria  Hosp.,  Boscombe, 

England).   Brit  J  Hosp  Med  1(2):181-189,  1968. 


See  also:    206,562 
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677  BLOODLESS  HEPATIC  RESECTION  WITH  AN 

INTERNAL  CAVAL  SHUNT.  (E.)  Timmis,  H. 
H.  (U.  Mississippi  Med.  Ctr.,  Jackson,  Miss.),  A.  R.  Rosanova 
Jr.  and  W.  B.  Laikin.   Surgery  65(1):109-117,  1969. 

A  technique  for  isolating  the  hepatic  circulation  during  liver 
resection  was  evaluated  in  terms  of  survival  and  liver  function 
in  normothermic  adult  dogs.   The  method,  which  is  similar  to 
that  of  Buckberg  et  al  (Surgery  63:446,  1968),  involves 
isolation  of  the  hepatic  vena  cava  between  constricting  tapes 
and  venous  return  through  an  internal  suprarenal  caval  catheter 
inserted  through  the  right  atrium.   The  results  were  found  to 
depend  on  the  duration  of  hepatic  ischemia.    Dogs  subjected 
to  hepatic  circulatory  exclusion  for  40-60  min  without  resection 
(3)  or  with  multiple  lobectomy  (10)  died  with  hepatic  cyanosis 
and  congestion,  splanchnic  congestion,  and  declining  liver  func- 
tion.   Animals  subjected  to  ischemia  for  less  than  30  min  without 
resection  (3)  or  with  single  (5)  or  partial  (1)  lobectomy  sur- 
vived with  normalization  of  liver  function  studies  within  5  days. 
Use  of  the  method  is  proposed  in  emergency  hepatic  resection 
for  control  of  massive  bleeding. 

678  ACUTE  OBSTRUCTIVE  SUPPURATIVE 

CHOLANGITIS.  (E.)  Hinchey,  E.  J.  (Montreal 
Gen.  Hosp.,  Canada)  and  C.  E.  Couper.  Amer  J  Surg  117(1): 
62-68,  1969. 

Case  histories  are  presented  for  24  patients  (11  men  and  13 
women),  17  of  whom  were  more  than  60  yr  old.    Nineteen 
had  histories  of  biliary  tract  disease  lasting  from  a  few  months 
to  20  yr  and  6  had  undergone  biliary  tract  surgery.    All  patients 
were  febrile  at  some  time  during  their  hospital  stay  with  tempera- 
tures ranging  from  101  to  105F.    Bilirubin  levels  were  above 
normal  Umits  in  22  of  the  23  patients  for  whom  they  were 
available.    Serum  alkaline  phosphatase  levels  from  21  patients 
were  normal  in  3  cases,  slightly  elevated  in  8,  and  significantly 
Jlevated  in  10.    SGOT  values  from  19  patients  were  normal  in 
}  cases,  sUghtly  elevated  in  6,  and  significantly  elevated  in  10. 
Prothrombin  times  from  20  patients  were  normal  in  1 1  and 
slevated  in  9.   Platelet  counts  were  below  the  normal  limit 
n  6  of  the  10  cases  in  which  they  were  made.    Patients  were 
;lassified  into  5  groups  on  the  basis  of  their  cUnical  course. 
3f  the  8  deaths  that  occurred,  6  were  among  patients  admitted 
n  shock  whose  conditions  showed  no  improvement,  or  im- 
woved  and  then  deteriorated,  before  emergency  surgery  was 
)erformed.    Surgery  was  not  performed  on  the  other  two 
)atients  who  died.    These  findings  show  that  patients  treated 
onservatively  are  still  at  high  risk  until  the  infected  biliary 
ract  is  decompressed. 

79  USES  OF  THE  BALLOON-TIPPED  CATHETER 

IN  BILIARY  TRACT  SURGERY.   (E.)    Ander- 
on,  R.  P.  (Johns  Hopkins  U.  Sch.  Med.,  Baltimore,  Md.),  P.  M. 
>eand,  and  G.  D.  Zuidema.  Amer  J  Surg  117(1):55-61,  1969. 
'ase  reports  are  presented  to  illustrate  the  use  of  balloon-tipped 
atheters  in  biliary  tract  surgery  and  diagnosis.    Surgical  uses 
icluded:  (1)  removal  of  a  stone  from  each  hepatic  radical  and 
n  impacted  stone  from  the  ampullary  portion  of  the  common 
ile  duct;  (2)  removal  of  several  stones  from  a  very  small  com- 
lon  bile  duct  and  many  small  stones  from  both  hepatic  radi- 
os; and  (3)  removal  of  an  elusive  stone  from  the  right  hepatic 


duct  in  a  dilated  biliary  system.   Diagnostic  uses  included:  (1) 
removal  from  the  hepatic  ducts  of  gelatinous  material  shown 
by  biopsy  to  come  from  a  mucus-producing  adenocarcinoma 
of  the  pancreas  in  a  patient  with  obstructive  jaundice;  (2)  lo- 
cation of  an  adenocarcinoma  of  the  pancreas  which  was  obstruct- 
ing the  common  bile  duct;  and  (3)  obstruction  of  the  outflow 
of  contrast  medium  through  the  ampulla  to  obtain  a  well-de- 
fined cholangiogram. 

680  PHYSIOLOGIC  CONSIDERATIONS  IN  MAJOR 
HEPATIC  RESECTIONS.    (E.j    Stone,  H.  H. 

(Emory  U.  Sch.  Med.,  Atlanta,  Ga.),  W.  D.  Long,  R.  B.  Smith, 
III  and  C.  D.  Haynes.  Amer  J  Surg  117(l):78-84,  1969. 
The  factors  responsible  for  death  or  major  compUcations  are 
reviewed  in  a  series  of  38  patients  subjected  to  hepatic  resec- 
tion (10-90%)  for  hepatic  trauma  (22  cases),  neoplasms  (12 
cases)  or  other  reasons.    The  overall  mortaUty  was  32%  (12 
deaths).   There  was  an  inverse  relation  between  mortality  and 
the  total  amount  of  functioning  Uver  remaining  after  surgery. 
Splanchnic  sequestration  of  blood  volume,  hypoglycemia,  or 
intractable  ascites,  compUcations  which  seemed  to  be  directly 
related  to  the  extent  of  the  resection,  were  responsible  for  5 
of  the  1 2  deaths.    Significant  reductions  in  the  levels  of  clotting 
factors  occurring  postoperatively  were  proportional  to  the 
amount  of  liver  excised.   Transient  postoperative  jaundice  oc- 
curred, but  serum  bilirubin  levels  rarely  exceeded  6  mg%.    Bile 
production  increased  to  levels  approaching  normal  within  10 
days.    Intravenous  glucose  and  supplemental  albumin  require- 
ments were  also  found  to  be  a  function  of  the  percentage  of  the 
liver  excised. 

681  COAGULATION  DURING  AND  AFTER 
ORTHOTOPIC  TRANSPLANTATION  OF  THE 

HUMAN  LIVER.   (E.)    Groth,  C.  G.  (Dept.  Surg.,  U.  Colorado 
Sch.  Med.,  Denver),  L.  Pechet  and  T.  E.  Starzl.  Arch  Surg 
98(l):31-34,  1969. 

A  study  of  blood  clotting  factors  foUowing  transplantation  of 
the  Uver  in  10  cases  showed  that  the  clotting  abnormaUties 
previously  found  foUowing  hepatic  homotransplantation 
in  dogs  and  pigs  appear  in  man  as  weU.    Transplantation  of  the 
Uver  caused  fibrinolysis,  thrombocytopenia  and  depression  of 
various  clotting  factors.    These  changes  were  prognostic  in  that 
they  were  proportional  to  the  magnitude  of  Uver  injury;  2 
patients  with  poor  homograft  function  showed  severe  and  per- 
sistent changes,  whereas  8  with  satisfactory  immediate  Uver 
function  showed  only  minor  and  reversible  changes  which  did 
not  require  treatment  with  thrombogenic  agents.    There  was 
Uttle  or  no  evidence  that  hypercoagulabiUty  foUowed  depres- 
sion of  clotting  in  the  absence  of  thrombogenic  treatment. 
Subsequent  Uver  failure  in  2  cases,  4.5  and  6  months  after 
transplantation,  was  accompanied  by  decreases  in  those  clotting 
factors  synthesized  by  the  Uver. 

682  THE  SIGNIFICANCE  OF  AIR  IN  THE  BILIARY 

SYSTEM  AND  LIVER.  (E.)  McSherry,  C.  K. 
(New  York  Hosp.  ComeU  Med.  Ctr.,  New  York  City),  W.  T. 
Stubenbord  and  F.  Glenn.  Surg  Gynec  Obstet  128(l)-49-61 
1969. 

The  meaning  of  noniatrogenic  air  or  gas  shadows  within  the 
biUary  tract  and  Uver  on  roentgenograms  of  the  abdomen  is 
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discussed  and  illustrated  by  means  of  11  pertinent  case  histories. 
Those  in  the  gallbladder  are  usually  the  result  of  bacteria  in- 
fection of  the  lumc.i  or  wall.   Those  within  the  bUe  ducts  are 
usually  the  result  of  fistulas  to  the  digestive  tract  caused  by 
calculous  disease  of  the  gallbladder  or,  less  commonly,  by  pri- 
mary tumors  in  the  stomach,  duodenum,  or  small  and  large 
intestine.   Gas  shadows  within  the  Uver  parenchyma  can  be 
caused  by  communication  through  the  ductal  system  to  the 
gastrointestinal  tract  or  by  hematogenous  or  cholangiolitic 
abscess.    Such  findings  have  serious  impUcations  and  require 
immediate  treatment. 

683  THE  NATURAL  HISTORY  OF  PRIMARY  AND 

SECONDARY  MALIGNANT  TUMORS  OF  THE 
LIVER.  I.  THE  PROGNOSIS  FOR  PATIENTS  WITH  HEPATIC 
METASTASES  FROM  COLONIC  AND  RECTAL  CARCINOMA 
BY  LAPAROTOMY.   (E.)    Bengmark,  S.  (Dept.  Surg.,  U.  Gote- 
borg,  Sweden)  and  L.  Hafstrom.   Cancer  23(l):198-202,  1969. 
Of  156  patients  (84  men  and  72  women,  38-94  yr  old)  operated 
on  for  colonic  and  rectal  carcinoma  during  1964-66,  38  (24.5%) 
had  hepatic  metastases.   Preoperative  laboratory  studies  revealed 
increased  serum  alkaUne  phosphatase  levels  in  18  (56%)  and 
hyperbilirubinemia  in  4  (13%)  of  these  patients.   Primary  tumor 
resection  was  performed  in  22,  a  decompression  procedure  in 
12,  and  only  an  exploratory  laparotomy  in  4.    Twenty-four 
patients  died  within  6  months,  30  wdthin  12  months,  and  all 
except  1  within  18  months.   The  survival  rate  was  not  in- 
fluenced by  the  age  of  the  patient,  location  of  the  primary 
tumor,  or  the  type  of  paUiative  large  bowel  operation  performed. 
The  patients  with  elevated  serum  alkaline  phosphatase  levels  at 
the  time  of  surgery  had  a  shorter  mean  survival  than  those  with 
normal  values:  only  1  of  18  (6%)  was  alive  after  7  months 
compared  to  9  of  14  (64%).    Of  the  patients  with  jaundice, 
2  died  postoperatively,  1  within  3  and  1  within  18  months. 
Of  the  4  patients  undergoing  laparotomy  alone,  2  died  post- 
operatively, 1  within  2  and  1  within  3  months.   The  average 
survival  time  for  the  whole  series  was  5.7  months. 

684  METABOLIC  CHANGES  FOLLOWING  MAJOR 

HEPATIC  RESECTION.  (E.j  Aronsen,  K.  F. 
(Mahnb  Gen.  Hosp.,  Sweden),  B.  Ericsson  and  B.  Pihl.  Ann 
Surg  169(1):102-110,  1969. 

Postoperative  metabolic  changes  were  studied  prospectively  in 
10  patients  (8  men  and  2  women,  20-72  yr  old)  subjected  to 
major  hepatic  resection  for  primary  or  metastatic  Uver  cancer, 
hepatic  injury  or  cirrhosis.    AU  patients  had  healthy  residual 
Uver  tissue  and  none  had  biUary  stasis  before  surgery.    Blood 
urea  and  creatinine  were  in  the  normal  range,  indicating  no 
significant  impairment  of  renal  function.    Hematocrit  and 
hemoglobin  were  consistently  sUghtly  reduced  and  blood  sugar 
was  increased  during  the  entire  22-day  observation  period. 
Coagulation  derangements  (reported  previously)  included  de- 
creases in  factor  V,  factor  IX,  fibrinogen,  plasminogen  and 
prothrombin.    Serum  potassium,  sodium  and  chloride  were 
substantiaUy  depressed  for  the  first  7  days,  while  standard 
bicarbonate  increased  during  the  first  3  days  and  serum  cal- 
cium was  within  the  normal  range.    Serum  biUrubin  mcreased 
immediately  after  surgery  but  decreasing  to  near  normal  after 
3  weeks.  SGPT  showed  a  similar  early  rise,  but  feU  more  rapidly 
toward  normal.   Preoperatively  increased  alkaUne  phosphatase 
and  serum  gamma-glutamyl-transpeptidase  values  decreased 


toward  normal  immediately  after  the  operation  and  then  grad- 
uaUy  rose.   Thymol  turbidity  readings,  initiaUy  normal,  began 
to  rise  10  days  after  surgery.    Serum  cholesterol  dropped  con- 
siderably foUowing  surgery  but  reached  normal  values  in  20  days! 
Serum  haptoglobin  also  feU  sUghtly  on  the  first  day  and  then 
rose  to  the  upper  Umit  of  its  normal  range  of  variation.    Total 
serum  protein,  at  first  depressed,  began  to  rise  on  the  third 
postoperative  day,  reaching  its  original  value  after  2  weeks.    All 
protein  components  except  albumin  (large  amounts  of  human 
albumin  were  administered  during  and  after  surgery)  were 
reduced  immediately  after  the  operation.   The  7-globuUn  began 
to  increase  after  10  days  and  reached  levels  even  higher  than 
the  Umit  of  the  normal  range.    A  comparison  of  two  patients 
with  extended  right-sided  lobectomy,  in  whom  the  extent  of 
resection  was  anatomicaUy  equal  but  the  amount  of  healthy 
tissue  removed  differed,  showed  that  the  severity  of  postopera- 
tive metaboUc  changes  varied  inversely  with  the  size  of  the 
lesion.    It  is  possible  that  residual  healthy  tissue  in  patients  with 
a  relatively  large  tumor  undergoes  compensatory  hyperplasia. 
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ENZYME  AND  FUNCTION  CHANGES  AFTER 
EXTENSIVE  LIVER  RESECTION  IN  MAN.    (E.) 

Ahnersjo,  O.  (Dept.  Surgery,  U.  Goteborg,  Sweden),  S.  Beng- 
mark, L.  O.  Hafstrom  and  R.  Olsson.  Ann  Surg  169(1):111- 
119,  1969. 

The  SGOT,  SGPT,  ornithine-carbamoyl  transferase  (OCT)  and 
aUcaUne  phosphatase  (AP)  activity,  as  weU  as  bUirubin  concen- 
tration and  BSP  retention,  were  assayed  in  12  patients  (2  men 
and  10  women,  20-71  yr  old)  prior  to  and  1-4  weeks  foUowing 
extensive  hepatic  resection  for  primary  or  metastatic  cancer. 
Individual  case  reports  are  presented  and  the  detailed  biochem-   , 
ical  changes  are  tabulated.   Maximum  SGOT  and  SGPT  activity  j 
after  resection  varied  from  near  normal  to  pronounced  eleva- 
tions, and  the  2  enzymes  were  not  consistently  related.   The 
time  required  for  return  of  the  transaminases  to  normal  was 
very  variable  and  bore  no  relation  to  the  extent  of  hyper- 
transaminasemia  or  of  resection.   The  extent  of  hypertransami- 
nasemia  showed  no  correlation  with  extent  or  type  or  resection,  | 
age,  presence  or  absence  of  metastases  in  the  hepatic  remnant,    j 
use' of  fluorothane,  or  number  of  pints  of  blood  administered 
during  the  surgery  or  24  hr  postoperatively.    An  inverse  re- 
lation was  demonstrated  between  the  duration  of  the  operation 
and  the  degree  of  hypertransaminasemia.    Use  of  T-tube  drainage 
also  was  associated  with  lower  transaminase  values.    AP  activity 
was  sUghtly  influenced  by  the  surgery,  pronounced  changes  beini 
evident  only  in  3  cases  with  markedly  elevated  preoperative 
levels.   The  most  pronounced  postoperative  elevations  of  OCT 
activity  occurred  in  the  2  patients  with  the  greatest  serum 
transaminase  elevations.    Serum  bUirubin  concentration  and 
BSP  retention  were  related  to  the  extent  of  the  resection  only.  ( 


686  CLINICAL  AND  PATHOLOGIC  OBSERVATIONS 

AFTER  ORTHOTOPIC  TRANSPLANTATION  OF 
THE  HUMAN  LIVER.    (E.j    Starzl,  T.  E.  (U.  Colorado  Sch. 
Med.,  Denver),  K.  A.  Porter,  E.  Brettschneider,  I.  Penn,  P.  Bell, 
C.  W.  Putnam  and  R.  L.  McGuire.   Surg  Gynec  Obstet  128(2): 
327-338,  1969. 

Among  14  patients  receiving  orthotopic  Uver  transplants  since 
July  of  1967,  3  died  in  the  immediate  postoperative  period 
due  to  occlusion  of  either  the  portal  vein  or  the  common 
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lepatic  artery,  6  died  35-400  days  postoperatively  due  to 
hrombosis  of  the  right  hepatic  artery  (4  cases),  pneumonia  or 
arcinomatosis,  and  5  were  still  alive  after  8.5,  7,  6,  5  and  3 
lonths.    One  of  these  survivors  received  a  second  orthotopic 
ransplant  after  the  rejection  of  the  original  homograft.    Dis- 
ontinuation  of  heterologous  antUymphocyte  globuUn,  given 
Jgether  with  azathioprine  and  prednisone,  was  foUowed  by 
elayed  rejection  in  5  of  6  patients  in  1-8  weeks.    Four  of  the 
5cipients  had  been  operated  on  because  of  hepatoma,  and 
letastases  developed  in  2;  however,  2  of  the  4  were  among 
le  survivors.    The  Uver  homografts  were  examined  in  11  cases 
?  to  13  months  after  surgery.    In  7  of  8  long-surviving  patients 
le  livers  developed  infiltrates  of  lymphoid  cells  which  decreased' 
ter  the  first  month  in  aU  but  1  case  of  uncontroUable  rejection 
)rtal  fibrosis  developed  in  7  of  the  grafts,  and  progressed  to 
rrhosis  m  2  of  7.    CentrUobular  cholestasis  and  condensation 
reticulum  were  present  in  6  of  the  grafts,  and  in  4  there  was 
ickenmg  m  the  intima  of  the  smaU  branches  of  the  hepatic 
teries,  presumably  due  to  rejection. 

7  THE  PRINCIPLE  OF  FUNCTIONAL  COM- 

PETITION IN  HETEROTOPIC  LIVER  TRANS- 
-ANTATIONS.    (Fr.)    Schalm,  L.  (Munic.  Hosp.,  Arnhem, 
:therlands).   Rev  Medicochir  Mai  Foie  43(5):  175-1 80,  1968. 
mple  heterotopic  liver  transplants  were  performed  on  9  dogs 
such  a  way  that  blood  from  the  portal  system  of  the  re- 
)ient  did  not  flow  through  the  transplant.    Although  bile 
Dduction  was  good  immediately  after  surgery,  it  decreased 
nsiderably  5-7  days  later  and  usually  stopped  completely 
er  11  days.    Autopsies,  performed  15-35  days  after  surgery, 
awed  that  the  transplants  had  atrophied  in  aU  animals.    This 
lure  is  attributed  to  functional  competition  since  physiological 
fiditions  in  the  recipient's  own  liver  were  much  better  than 
)se  in  the  transplant.    Heterotopic  liver  transplantation  com- 
led  with  portacaval  shunts  and  ligation  of  the  common  bUe 
rt  was  performed  on  14  dogs.    Immunological  rejection  of 
transplant  was  responsible  for  the  death  of  2  dogs  imme- 
tely  after  surgery.    Atrophy  of  the  transplant  occurred  in  3 
es,  but  in  2  it  was  traced  to  insufficient  obliteration  of  the 
ary  tract  in  the  recipient.    In  the  other  9  dogs  the  liver  trans- 
nt  continued  to  function  until  their  death  which  occurred 
/eeks  to  3  months  after  surgery.    Autopsies,  performed  on 
f  these  dogs,  showed  an  increase  in  the  size  of  the  transplant, 
the  other  4,  the  weight  of  the  transplanted  Uver  tissue  re- 
ined the  same  and  no  signs  of  atrophy  were  found.    The 
cess  of  this  technique  is  attributed  to  lack  of  functional  com- 
ition  since  physiological  conditions  in  the  donor  liver  were 
ter  than  those  in  the  recipient's  own. 

STUDIES  ON  THE  PATHOGENESIS  OF  HEPATO- 
LENTICULAR DEGENERATION.    III.    THE 
^ECT  OF  COPPER  ON  RAT  LIVER  LYSOSOMES.    (E.) 

Iquist,  R.  R.  (Peter  Bent  Brigham  Hosp.,  Boston,  Mass ) 
erJPath  53(6):903-927,  1968. 

m  vivo  effect  of  copper  on  Uver  lysosomes  was  studied  in 
ng,  healthy,  male  Sprague-Dawley  rats  weighing  120-150  g 

given  4  /imoles  cupric  chloride/100  g  body  weight  daily 
for  1  week.    Control  animals  received  the  same  dosage  of 
um  chloride.    Copper  was  demonstrated  cytochemically  in 
livers  as  granules  with  a  distribution  similar  to  that  of  the 
somes.    Lysosomes  (residual  bodies  and  autophagic  vacuoles) 
■  mcreased  in  number  in  copper-loaded  Uvers,  and  focal 


mterruptions  of  lysosomal  membranes  with  loss  of  subjacent 
lysosomal  matric  suggested  the  occurrence  of  intraceUular  lyso- 
somal rupture.    Unbound  activities  of  3  lysosomal  enzymes 
(acid  phosphatase,  cathepsin,  and  sulfatase)  were  increased  in 
the  Uvers  of  animals  receiving  copper.    This  increase  was  greater 
than  the  increase  in  total  activity,  indicating  an  intracellular 
shift  m  the  3  lysosomal  enzymes  from  sedimentable  to  non- 
sedimentable  ceUular  fractions.    Addition  of  cupric  chloride 
to  emulsions  of  unsaturated  fatty  acids  in  vitro  initiated  per- 
oxidation of  these  Upids  as  indicated  by  the  thiobarbituric  acid 
test  for  lipid  peroxidation  products.    Addition  of  cupric  chloride 
to  suspensions  of  lysosomes  isolated  from  rat  Uvers  led  to  re- 
lease of  acid  phosphatase  from  the  particulate  fraction.    The 
release  of  acid  phosphatase  was  associated  with  peroxidation  of 
lysosomal  Upids.    Livers  from  rats  receiving  i.p.  injections  of 
cupric  chloride  also  had  greater  thiobarbituric  acid  reactivity 
than  control  Uvers,  indicating  lipid  peroxidation,  and  the  Upids 
of  lysosomes  isolated  from  copper-loaded  Uvers  absorbed  in  the 
230-236  m/i  region,  which  is  characteristic  of  conjugated  dienes 
buch  lysosomes  were  also  more  susceptible  to  further  lipid 
peroxidation  and  to  release  of  acid  phosphatase  and  /glucuroni- 
dase when  exposed  to  ultraviolet  radiation  or  hyperbaric  oxygen. 
These  data  suggest  that  copper,  sequestered  by  the  Uver  lyso- 
somes, may  initiate  Upid  peroxidation  with  resultant  damage  to 
lysosomal  membranes  and  leakage  of  injurious  acid  hydrolases 
mto  the  cytoplasm. 

689  TREATMENT  OF  HEPATIC  COMA  BY  EXTRA- 

CORPOREAL PIG-LIVER  PERFUSION.    (E.j 

Abouna,  G.  M.  (Royal  Victoria  Infirm.,  Newcastle  upon  Tyne, 
England),  J.  R.  Kirkley,  C.  J.  HuU,  T.  Ashoroft  and  D.  N.  S. 
Kerr.   Lancet  l(7585):64-68,  1969. 

Experience  with  extracorporeal  pig-Uver  perfusion  in  4  patients 
in  hepatic  coma,  using  an  effective  technique  which  incorporates 
a  perfusion  chamber  of  new  design,  has  shown  that  this  is  a  safe 
and  rational  procedure  for  temporary  hepatic  support,  and  that 
with  a  good  technique  the  extracorporeal  liver  performs  many 
of  the  metaboUc  functions  of  a  healthy  Uver.    Seven  perfusions, 
successfuUy  maintained  for  5-10  hr,  were  performed  on  3  males 
(6-47  yr  old)  and  1  woman  (30  yr  old)  who  had  been  in  deep 
coma  for  48-72  hr  due  to  severe  hepatic  necrosis  and  had  failed 
to  respond  to  standard  medical  treatment.    The  4  case  reports 
are  presented  in  detail.    Although  aU  4  patients  ultimately  died 
(5-10  days  after  onset  of  coma),  complete  recovery  of  con- 
sciousness occurred  during  one  of  the  7  perfusions,  Ughtening 
of  coma  in  5,  and  neurological  improvement  in  another.    Strik- 
ing biochemical  and  hematjlogical  improvement  was  seen  in  all 
cases,  including  a  notable  reduction  in  blood-ammonia  and  biU- 
rubin  and  a  significant  rise  in  prothrombin  and  other  coagulation 
factors.    The  serum  alkaUne  phosphatase  and  transaminases  fell. 
Histological  evidence  of  Uver-ceU  regeneration  was  found  in  3 
cases.    To  aUow  adequate  hepatic  regeneration,  extracorporeal 
Uver  perfusion  must  be  repeated  at  frequent  intervals  and  for 
considerable  periods  of  time. 

690  JAUNDICE  IN  ACUTE  APPENDICITIS.    (E.) 

Miller,  D.  F.  (Southern  Gen.  Hosp.,  Glasgow, 
Scotland)  and  R.  W.  Irvine.    Lancet  1(7590): 321-323,  1969. 
A  prospective  study  to  estabUsh  the  incidence  and  investigate 
the  cause  of  jaundice  in  acute  appendicitis  was  prompted  by  an 
earUer  report  of  6  cases  of  jaundice  among  391  appendectomies 
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(aU  6  had  a  highly  placed  retrocecal  appendix).    In  120  con- 
secutive  cases  of  acute  appendicitis  seen  over  a  6-month  period, 
8  of  29  patients  requiring  drainage  of  the  peritoneal  cavity 
and  1  not  needing  drainage  showed  some  degree  of  jaundice. 
All  patients  had  routine  Uver  function  tests  (serum  bihrubm 
alkaline  phosphatase,  zinc  turbidity,  thymol  turbidity,  SCOT 
and  SGFT)  on  the  1st  and  4th  postoperative  days.    Unne  was 
tested  for  bUe  and  excess  urobilinogen  on  the  same  days.    Cul- 
tures were  taken  at  operation  and  from  the  wound  when  the 
drain  was  removed.    If  any  of  the  biochemical  tests  were  ab- 
normal or  if  the  patient  became  clinicaUy  jaundiced,  serial 
determinations  were  made  untU  they  returned  to  normal    The 
onset  of  jaundice  occurred  between  the  1st  and  4th  postopera- 
tive day  and  lasted  1-9  days.    Serum  bilirubin  was  elevated  m 
all  9  cases  (maximum  of  2.5  mg%),  alkaline  phosphatase  was 
elevated  in  2  cases  (21.5  and  67.8  King-Armstrong  umts),  other 
Uver  function  tests  were  normal.    BUe  was  present  in  the  urme 
in  4  cases    E  coli  was  isolated  from  aU  8  jaundiced  cases 
requiring  drainage  and  from  only  11  of  the  remaining  21  cases 
requiring  drainage.   None  of  the  9  jaundiced  patients  had  a  high 
retrocecal  appendix.    There  was  no  evidence  of  postoperative 
bleeding  from  the  wound  or  into  the  peritoneal  cavity.    There 
was  no  difference  in  the  age  or  sex  distribution  between  the 
affected  and  unaffected  groups. 

691  IMMUNOLOGIC  COMPETENCE  OF  THE  LIVER 

FOR  PRODUCTION  OF  ALLERGIC  ENCEPHALO- 
MYELITIS   (Ej    Levine,  S.  (Bird  S.  Coler  Hosp.,  Welfare 
Island,  N.  Y.)  and  R.  Sowinski.  Arch  Path  87(2): 223-227,  1969. 
Experimental  aUergic  encephalomyelitis  (EAE)  was  produced  in 
male  Lewis  rats  by  injection  of  neural  antigen  with  Freund  s 
adjuvant  into  the  Uver,  spleen,  or  mesenteric  vems.    Removal 
of  the  spleen  did  not  prevent  EAE  after  intrasplenic  moculation. 
Droplets  of  inoculum  with  attendant  granulomatous  inflamma- 
tion were  restricted  to  the  Uver  foUowing  injections  mto  the 
spleen  (with  subsequent  splenectomy)  or  mesentenc  vems  (with 
prior  splenectomy).   Therefore,  the  Uver  was  thought  to  be  the 
site  of  formation  of  encephaUtogenic  ceUs  in  these  studies.    The 
production  of  EAE  by  intrahepatic  inoculation  was  not  suitable 
for  elucidating  the  immunologic  function  of  the  Uver,  smce  m- 
oculum  spread  from  the  Uver  to  the  peritoneal  cavity,  mediastmal 
lymph  nodes,  and  lungs.    Intravenous  pertussis  vaccine  augmented 
both  EAE  and  the  granulomatous  reaction  in  the  liver. 

692  OBSTETRIC  HEPATOSIS:    TREATMENT  WITH 

CHOLESTYRAMINE  AND  INTERIM  RESPONSE 
TO  STEROIDS.    (E.)    Lutz,  E.  E.  (U.  California  San  Francisco 
Med.  Qr.,  San  Francisco)  and  A.  J.  Margolis.    Obstet  Gynec 
33(1):64-71,  1969. 

During  an  18-month  period,  34  pregnant  patients  who  com- 
plained of  itching  were  evaluated  for  obstetric  hepatosis  (chole- 
static jaundice).   Of  the  Uver  function  tests  performed  to  dif- 
ferentiate obstetric  hepatosis  from  viral  hepatitis,  congemtal 
hyperbUirubinemia,  hemolytic  sickle-ceU  anemia,  spherocytosis 
or  drug-induced  jaundice,  the  most  valuable  were  the  serum 
bUirubin,  SCOT,  alkaUne  phosphatase,  and  BSP  retention. 
Cholestyramine  was  given  to  24  women  (3  g  three  times  daily, 
aUhough  2  patients  required  higher  dosages  to  control  itching) 
for  up  to  12  weeks,  terminating  with  the  onset  of  labor.    On 
the  basis  of  cUnical  findings,  laboratory  tests  and  responses  to 
treatment  with  cholestyramine,  3  groups  were  identified:  1) 
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20  patients  with  pruritus  and  obstetric  hepatosis;  2)  14  with 
pruritus  without  obstetric  hepatosis;  and  3)  21  controls  (normal 
pregnant  females).   One  patient  with  obstetric  hepatosis  re- 
ceived exogenous  steroids  for  18  months  postpartum.   Of  17 
patients  with  obstetric  hepatosis  receiving  cholestyramme  5 
had  complete  reUef,  9  had  sufficient  relief  to  permit  comfortable 
sleeping,  and  3  had  no  reUef  (2  of  these  received  the  drug  for 
less  than  1  week  prior  to  deUvery).    Side-effects  included  mdd 
nausea,  epigastric  fuUness,  and  distaste  for  the  drug;  only  1 
patient  in  group  1  discontinued  the  drug  because  of  side-effects. 
Of  7  patients  in  group  2  who  were  given  cholestyramme,  2  had 
a  minimal  deaease,  whUe  5  had  no  change  in  the  severity  of 
itching    In  the  single  patient  receiving  exogenous  steroids,  both 
estrogen  and  progesterone  produced  pruritus.    Liver  function 
studies  changed  with  progesterone  but  remained  withm  normal 
Umits    Increased  BSP  retention  was  observed  during  the  admin- 
istration of  mestranol  with  norethynodrel  as  weU  as  durmg 
ethinyl  estradiol  administration.    Evaluation  of  abnormal  liver 
function  tests  showed  no  significant  differences  between  the  2 
groups  with  pruritus  and  the  controls. 

EXCESSIVE  URINARY  EXCRETION  OF 
CERTAIN  PORPHYRINOGENIC  STEROIDS  IN 
HUMAN  ACUTE  INTERMITTENT  PORPHYRIA.    (E.) 

Goldberg  A.  (Western  Infirm.,  Glasgow,  Scotland),  M.  R.  Moore 
A.  D.  Beattie,  P.  E.  HaU,  J.  McCaUum  and  J.  K.  Grant.   Lancet 
1(7586):115-118,  1969. 

Individual  urinary  17-hydroxy steroid  excretion  was  measured 
by  gas-Uquid  chromatography  in  6  patients  (2  men,  4  women; 
21-46  yr  old)  with  acute  intermittent  porphyria.   There  were 
significant  elevations  of  etiocholanolone  glucuromde  m  2 
patients,  of  dehydroepiandrosterone  glucuromde  and  sulfate 
in  2  patients,  and  of  epiandrosterone  sulfate  in  3  patients.    Of 
the  4  patients  who  showed  these  abnormaUties,  2  were  m  re- 
lapse and  2  had  had  severe  attacks  8  months  and  2.5  yr  pnor 
to  the  study.   The  2  patients  with  a  normal  pattern  of  unnary 
17-hydroxysteroid  excretion  had  been  in  remission  for  15  and 
4  5  yr    Based  on  these  results,  free  dehydroepiandrosterone  oi 
its  sulfate  (0.5  mg/daUy)  was  injected  i.p.  into  male  Sprague- 
Dawley  rats;  this  resulted  in  significant  elevations  of  hepatic 
5-aminolevuUnic  acid  synthetase,  reaching  maxunal  levels  at 
72  hr    An  endogenous  factor  has  therefore  been  found  m  som< 
patients  with  acute  intermittent  porphyria  which  may  explam 
certain  cUnical  associations,  such  as  the  age  of  onset  after  pub- 
erty, and  the  occurrence  of  attacks  not  attributable  to  exogeno 
factors. 


694  PIGMENT  FUNCTION  OF  THE  LIVER  IN  SOMl 

RESPIRATORY  AND  CIRCULATORY  DISEASE 

(Rm.j   Frankfurt,  A.  I.  (Vitebsk  Med.  Inst.,  USSR),  N.  le. 
Fedorov  and  N.  G.  Gurin.    Vrach  Delo  (10):  39-42,  1968. 
Serum  bUirubin  fractions  and  urinary  urobiUn  were  determined 
in  96  patients  with  circulatory  insufficiency  due  to  rheumatic 
heart  disease,  atherosclerotic  cardiosclerosis,  or  cor  puhnonale;| 
in  110  with  chronic  pneumonia;  and  in  20  normal  controls.     I 
Total  serum  bUirubin  was  elevated  in  39  of  the  127  (31.7%) 
patients  with  circulatory  insufficiency  and  in  only  13  (11.8%) 
of  the  110  with  chronic  pneumonia.   The  highest  levels  of  free 
serum  biUrubin  and  bUirubin  monoglucuronide  were  found  in 
patients  with  circulatory  insufficiency  due  to  rheumatic  heart 
disease.    The  bUirubin  diglucuronide  fraction  decreased  progres 
sively  with  increasing  circulatory  insufficiency.    Among  patieni 
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vith  chronic  pneumonia  the  free  and  bilirubin  monoglucuronide 
factions  were  larger  in  the  more  severely  affected  patients. 
Jrinary  urobilin  levels  were  abnormal  in  many  patients  with 
irculatory  insufficiency.    The  mean  level  was  significantly 
ligher  than  normal  in  patients  with  all  degrees  of  circulatory 
isufficiency.    Increased  levels  of  free  bilirubin  in  patients  with 
irculatory  insufficiency,  chronic  pneumonia,  and  compensated 
or  puhnonale  can  be  attributed  to  reduced  glucuronyl  trans- 
;rase  activity  or  to  an  increase  in  the  rate  of  hemolysis.    The 
itter  is  considered  unlikely,  because  these  patients  did  not  have 
nemia  or  high  urobilin  levels.    Treatment  of  patients  with 
tironic  pneumonia  and  circulatory  insufficiency  produced  de- 
feases in  the  mean  values  for  total  and  free  bilirubin  and  bili- 
ibin  monoglucuronide  and  an  increase  in  the  bilirubin  diglu- 
ironide  fraction.    The  mean  values  for  urinary  urobilin  excre- 
on  decreased  significantly. 

•5  NONVIRAL  NUCLEAR  INCLUSIONS.    I 

CYTOPLASMIC  INVAGINATIONS.    (E.) 
)bel,  H.  J.  (Beth  Israel  Hosp.,  Passaic,  N.  J.),  R.  Schwarz  and 

Marquet.  Arch  Path  87(2):179-192,  1969. 
jclear  inclusions  were  found  in  liver,  adrenal,  and  kidney 
!sue  from  46  of  106  consecutively  autopsied  patients;  no  nu- 
Jar  inclusions  were  found  in  the  pancreas.   These  inclusion 
dies  were  found  in  Uver  parenchymal  ceUs  in  42  cases.    The 
<  ratio  was  similar  in  subjects  with  and  without  inclusions, 
t  most  subjects  with  inclusions  were  older  than  those  without. 
Terploid  nuclei,  found  most  often  in  the  livers  of  elderly  sub- 
ts  of  both  sexes,  always  contained  many  nuclear  inclusions, 
iring  the  week  before  their  death  lanatacanth  had  been  given 

to  14  of  the  46  subjects  with  nuclear  inclusions  and  other 
;italis  preparations  had  been  given  to  6  more  patients  with 
iusions.    This  suggests  that  the  cardiac  glycosides  allow  sod- 
n  and  water  to  accumulate  in  the  cells,  producing  cytoplasmic 
filing  and  eventual  invagination  into  the  nucleus. 

5  LIVER  ULTRASTRUCTURE  IN  GILBERT'S 

DISEASE.    (Fr.)    Feldmann,  G.  (Beaujon  Hosp 
chy,  France),  P.  Gude'a,  M.  C.  Domart-Oudea,  G.  Molas  and 
Fauvert.  Path  Biol  (Paris)  16(21/22):943-953,  1968. 
ctron  microscope  studies  were  run  on  liver  specimens  ob- 
led  by  needle  biopsy  from  6  patients  (3  men  and  3  women 
d  20-40)  with  Gilbert's  disease.    All  6  patients  had  large 
nbers  of  heterogeneous  pigment  granules  surrounded  by  a 
pie  membrane  and  5  of  the  6  had  polymorphic  mitochondrial 
Iusions.    Other  abnormalities,  seen  in  1  case  each,  were: 
illing  of  the  endoplasmic  reticulum;  bile  canaliculi  with 
'  microvilli  sunounded  by  dilated  Golgi  bodies  and  some 
olysomes;  accumulations  of  ferritin  surrounded  by  a  simple 
mbrane;  and  a  very  smaU  number  of  ruptures  of  the  ceU 
3ibrane  with  the  emission  of  some  oiganelles  into  Disse's 
:es  and  the  sinusoids.    None  of  these  abnormaUties  provided 
information  about  the  nature  of  the  disorder  in  bilirubin 
abolism. 

HISTOLOGICAL  AND  FUNCTIONAL  ASPECTS 
OF  THE  LIVER  IN  LEPTOSPIRAL  JAUNDICE. 

■j   San  Juan,  F.  (Hosp.  State  Employees,  Rio  de  Janeiro, 
5il),  F.  Duarte,  M.  Treiger  and  A.  J.  Rios  Goncalves 
f>ital  (Rio)  74(4):  1125-1 148,  1968. 
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Liver  function  and  histology  were  studied  in  17  patients  (14 
males  and  3  females,  aged  10-60  yr)  with  positive  serum  ag- 
glutination tests  for  Leptospira  icterohaemorrhagiae  and  jaundice. 
Hepatomegaly  was  present  in  9  cases,  hepatic  coma  in  1,  and 
purpura  in  5.    The  direct  serum  bilirubin  fraction  was  elevated 
for  the  first  2  or  3  weeks  and  then  decreased  rapidly.    Serum 
transaminase  levels  were  normal  or  not  significantly  changed. 
In  8  cases  alkaline  phosphatase  levels  were  higher  than  20  King- 
Armstrong  units  and  in  3  cases  blood  cholesterol  levels  ex- 
ceeded 400  mg%.    Cephalin  flocculation  and  thymol  turbidity 
tests  gave  inconclusive  results.    In  most  of  these  cases  plasma 
prothrombin  levels  were  very  low,  remained  low  during  the 
acute  stage  of  the  disease,  and  did  not  respond  immediately 
to  vitamin  K  therapy.    In  10  of  the  15  patients  studied  serum 
albumin  levels  were  low.    Serum  globuUn  levels  were  high  in 
all  10  patients  studied  (elevated  a^-globulins  in  2  cases,  (Xj- 
globuUns  in  3  cases,  and  7-globulins  in  5  cases).    One  patient 
responded  to  peritoneal  dialysis;  2  others  died.    Examination 
of  Uver  specimens  obtained  by  biopsy  or  autopsy  in  14  cases 
showed  that  the  lesion  was  centrilobular  in  12  cases  with  marked 
dilatation  of  the  sinusoids,  dilatation  of  the  centrilobular  veins, 
trabecular  dissociation  and  disorganization  of  the  hepatocytes. 
Other  features  were  the  same  as  those  seen  in  toxic  hepatitis. 

698  BILE  MORPHOLOGY  IN  CHOLESTASIS.    (E.) 

Barone,  P.  (Inst.  Path.  Anat.  Hist.,  U.  Messina, 
Italy),  G.  Carrozza  and  C.  Inferrera.  Acta  Hepatosplen  15(6): 
389-399,  1968. 

When  liver  biopsies  from  3  patients  with  obstructive  jaundice 
and  1  patient  with  acute  viral  hepatitis  were  examined  by  light 
and  electron  microscopy,  various  types  of  bile  thrombi  were 
noted,  both  extra-  and  intracellular.    The  most  frequent  con- 
sisted of  mixtures  of  bile  and  canahcular  membrane  fragments, 
with  a  vast  variety  of  transitional  forms  with  vesicular,  granular, 
membranous,  and  anulolamellar  aspects.    Intracellular  bile 
clumps  were  found  in  vacuoles,  Golgi  vesicles,  endoplasmic 
reticulum  vesicles,  and  paranuclear  regions,  as  well  as  free  in 
the  hyaloplasm.    The  thrombi  and  intracellular  inclusions  were 
generally  negative  to  periodic  acid-Schiff  (PAS)  and  nonfluores- 
cent.    After  exposure  to  ultraviolet  light  (15-60  min),  auto- 
fluorescence  was  noted  simultaneously  with  thrombi  depigmenta- 
tion, proceeding  from  the  less  pigmented  to  the  more  highly 
pigmented  areas,  and  the  periphery  became  PAS-positive.    These 
findings  indicate  that  bile  thrombi  consist  of  2  main  parts:    the 
center,  which  is  nonfluorescent,  PAS-negative,  and  granular,  and 
the  periphery,  consisting  of  an  anulolamellar  component  which 
becomes  autofluorescent  and  PAS-positive  after  thrombi  depig- 
mentation with  ultraviolet  light. 


699  PORTAL  HYPERTENSION  SYNDROME:    A 

COMPARATIVE  ANALYSIS  OF  BILHARZLVL 
FIBROSIS  AND  HEPATIC  QRRHOSIS.    (E.)    Beker,  S.  (U. 
Hosp.   Cent.  U.  Venezuela,  Caracas)  and  J.  Valencia-Parparcen. 
Amer  JDigDis  13(12):  1047-1054,  1968. 

A  comparative  review  of  clinical  and  laboratory  data  from  115 
patients  with  portal  hypertension  due  to  schistosomal  fibrosis 
(45  cases),  hepatic  cirrhosis  coexisting  with  schistosomiasis 
(30  cases),  and  hepatic  cirrhosis  alone  (40  cases)  revealed  several 
differences  which  facilitate  differential  diagnosis.    Patients  with 
schistosomal  fibrosis  were  younger  (average  age  36.4  yr  compared 
to  51.7  yr  in  patients  with  hepatic  cirrhosis  alone  with  associated 
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schistosomiasis).    Hemorrhage  from  the  gastrointestinal  tract  was 
more  frequent  in  patients  with  schistosomiasis  (90-91%  versus 
77  5%)  while  ascites,  peripheral  edema  and  jaundice  were  only 
found  in  patients  with  cirrhosis.    Signs  such  as  vascular  spiders, 
palmar  erythema,  and  hepatic  precoma  or  coma  were  much  more 
frequent  in  patients  with  cirrhosis.    Hepatomegaly  was  somewhat 
more  common  in  the  presence  of  cirrhosis  (73.3-82.5%  versus 
60%)  while  splenomegaly  was  a  more  prominent  findmg  m 
schistosomiasis  (43.3-48.9%  versus  2.5%).   There  was  a  higher 
incidence  of  leukopenia  in  patients  with  schistosomal  fibrosis, 
compared  to  only  10%  of  cirrhotic  subjects.    Liver  function  was 
impaired  significantly  more  often  in  patients  with  cirrhosis,  but 
a  gradient  between  intrasplenic  pressure  and  wedged  hepatic 
vein  pressure  was  observed  only  in  patients  with  schistosomiasis. 
Medical  treatment  was  given  initiaUy  in  13.3%  of  patients  with 
schistosomal  fibrosis  and  70%  of  those  with  cirrhosis.    Subse- 
quent surgery  in  selected  patients  yielded  mortaUty  rates  of 
27.4%  and  69.4%,  resp. 

700  A  CONTRIBUTION  TO  THE  EXPERIMENTAL 

SURGERY  OF  THE  LIVER.   (E.)    Vonk,  J. 
(Dijkzigt  Hosp.,  Rotterdam,  Netherlands).  Arch  Chir  Neerl 
20(4):  323-329,  1968. 

In  order  to  study  the  effects  of  ischemia  and  hypothermia  on 
the  results  of  liver  resection,  6  groups  of  dogs  were  subjected 
to  resection  of  the  3  right-sided  liver  lobes  in  an  identical  man- 
ner.  The  hepatic  wounds  were  not  covered  and  neither  the  ab- 
dominal cavity  nor  the  biliary  ducts  were  drained.    Penicillin 
(1,000,000  units)  was  given  twice  daily  for  5  days  postopera- 
tively; no  blood  or  plasma  substitutes  were  given.    In  group  I, 
Uver  resection  was  performed  without  cooling  or  ischemia;  the 
postoperative  recovery  was  smooth  with  no  mortality,  and  Uver 
function  was  only  minimally  affected  and  rapidly  (3  days)  re- 
turned to  normal.    In  group  II,  liver  resection  was  performed 
with  ischemia  (clamping  of  the  hepatoduodenal  ligament)  and 
cooling  (physiological  saline,  30C,  applied  over  the  liver)  for 
30  min:    the  results  were  the  same  as  in  group  I,  except  for  a 
more  pronounced  alteration  in  Uver  function.   In  group  III, 
30  min  of  ischemia  with  no  cooUng  was  used;  animals  were 
distinctly  more  iU  and  hepatic  function  was  severely  aUered 
but  returned  to  normal  in  10  days.    One  animal  died  on  the  2nd 
postoperative  day.    In  group  IV,  ischemia  and  cooUng  were  con- 
tinued for  1  hr;  no  mortality  was  noted,  and  aUhough  Uver 
function  abnormaUties  were  greater  than  in  group  II,  Uver  func- 
tion ultimately  returned  to  normal  and  aU  animals  recovered 
completely.    In  group  V,  ischemia  was  permitted  for  1  hr  with- 
out cooUng:    aU  3  animals  died  within  a  few  hr  after  operation; 
hemorrhage  into  the  gastrointestinal  tract  and  vomiting  of  blood 
and  blood  feces  were  noted.    Hepatic  function  abnormalities 
were  severe,  and  postmortem  examination  of  the  liver  revealed 
depleted  glycogen  stores.    In  group  VI,  intermittent  ischemia 
(hepatoduodenal  Ugament  clamped  for  10  min,  opened  for  5 
min,  reclamped  for  10  min,  etc.  during  1  hr)  without  cooUng 
resulted  in  no  mortaUty. 


701  BROMSULPHTHALEIN  METABOLISM  IN  ACUTE 

ALCOHOLIC  LIVER  DISEASE.    (E.j    WUkinson, 
P  (St.  Vincent's  Hosp.,  Melbourne,  AustraUa),  D.  M.  O'Day, 
K.  J.  Breen  and  J.  G.  Rankin.    Gut  9(6):707-711,  1968. 
In  27  males  (27-59  yr  old)  with  chronic  alcohoUsm  and  3  normal 
control  males  (27-47  yr  old),  the  storage  (Sbsp)  and  maximum 


rate  of  excretion  (TmeSP)  of  BSP  were  independently  measured 
according  to  the  method  of  Wheeler  et  ai,  and  the  values 
obtained  were  examined  in  relation  to  the  cUnical  assessment, 
Uver  function  tests  and  liver  histology.    Measurements  of  SfiSP 
and  TmBSP  were  performed  2-19  days  after  the  cessation  of 
drinking;  measurements  were  performed  a  2nd  time  after  9-150 
days  of  abstinence  in  5  patients.    A  palpable,  tender  Uver  was 
noted  in  16,  reversible  peripheral  neuropathy  in  8  patients, 
whUe  none  had  evidence  of  cardiac  disease.    No  patient  was 
cUnicaUy  jaundiced  when  studied  (the  highest  serum  biUrubin 
was  1  6  mg%).   SGOT  and  alkaUne  phosphatase  determinations 
were  either  normal  or  showed  only  sUght  rises  (the  highest  SGOT 
was  95  Sigma-Frankel  units/ml  and  the  highest  alkaUne  phos- 
phatase was  16  King-Armstrong  units/100  ml).    Liver  biopsies 
revealed  a  normal  histology  in  6,  fatty  infiltration  in  6,  acute 
alcohoUc  hepatitis  in  6,  and  patchy  ceU  necrosis  in  3  patients. 
None  had  evidence  of  cirrhosis.   The  initial  studies  in  the  alco- 
hoUcs  revealed  a  reduction  of  SbsP  ^  15,  with  normal  Tmssp 
in  aU  27  patients.   The  defect  in  SbsP  coul'i  "o^  be  correlated 
with  age,  drinking  habits,  SGOT  or  alkaUne  phosphatase  eleva- 
tions, changes  seen  in  the  Uver  biopsies,  or  presence  of  periph- 
eral neuropathy.   The  storage  defect  was  most  severe  in  those 
who  had  drunk  most  recently.    Thirteen  of  the  15  patients 
studied  within  1  week  after  alcohol  withdrawal  had  abnormal 
Sbsp  values,  whQe  aU  but  2  of  the  12  patients  studied  2-3 
weeks  after  abstinence  were  normal.    In  the  5  patients  studied 
for  a  2nd  time  after  9-150  days  of  abstinence,  the  initiaUy  ab- 
normal Sbsp  values  had  aU  returned  to  normal.   The  change 
in  BSP  metaboUsm  seen  in  these  patients  may  be  a  specific 
effect  of  prolonged  alcohoUc  excess  or  may  be  caused  by  other 
factors  such  as  vitamin  or  protein  deficiencies,  excessive  iron  in 
certain  alcohoUc  beverages,  coexistent  viral  hepatitis,  or  some 
combination  of  these. 

702  THE  EFFECT  OF  INTRAPERITONEAL 

OXYGEN  ON  THE  RE-EQUILIBRATION  OF 
LIVER  HEMODYNAMICS  AND  HEPATIC  REGENERATION. 

(Rum)  Maros,  T.  (Med.  Inst.,  Timisoara,  Romania),  L.  Seres- 
Sturm,  E.  BaUnt  and  E.  Poenaru.  Med  Intern  (Bucur)  20(10): 
1259-1266,  1968. 

Injection  of  800-1000  ml  O2  into  the  peritoneum  of  6  rabbits 
produced  an  increase  in  the  O2  concentration  of  blood  from 
peripheral  arteries.    Injection  of  2000  or  2500  ml  O2  into  the 
peritoneum  of  8  dogs  prevented  fluctuations  in  the  O2  con- 
centrations in  the  portal  and  superior  hepatic  veins.    Histologica, 
studies  were  then  made  of  Uver  specimens  obtained  from  166     , 
young  rats  at  various  intervals  after  removal  of  70%  of  the  Uver^ 
by  the  method  of  Higgins  and  Anderson.   Of  these,  39  had  beer 
given  10-20  ml  O2  i.P-  after  hepatectomy,  22  had  been  given     , 
pure  N2  i.p.  after  hepatectomy,  and  105  served  as  controls.   No^ 
signs  of  peritoneal  irritation  were  seen  in  any  of  the  animals      j 
which  had  been  injected  with  gas.    In  animals  which  had  been  , 
treated  with  O2  the  regenerating  Uver  regained  its  normal  ap- 
pearance 7  days  after  hepatectomy.    In  controls  and  rats  treatec 
with  N2  the  Uver  remained  yeUow  for  about  11  days  after  surg- 
ery.  O2  produced  a  significant  increase  in  the  rate  of  mitosis 
24  hr  and  7  days  after  hepatectomy,  but  reduced  the  number 
of  binucleate  hepatocytes  on  the  3rd  day.    DNA  and  RNA  werf 
present  in  the  Uver  in  larger  quantities  and  for  longer  periods 
of  time  in  rats  treated  with  O2,  and  their  livers  increased  m 
weight  at  a  faster  rate.   This  indicates  that  O2  increases  the 
rate  of  liver  protein  synthesis. 
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ACUTE  OBSTRUCTIVE  SUPPURATIVE  CHOL- 
ANGITIS.   (E.)    Dow,  R.  W.  (U.  Michigan  Med 

:tr.,  Ann  Arbor)  and  S.  M.  Lindenauer.  Ann  Surg  169(2):  272- 

76,  1969. 

en  patients  (6  males  and  4  females,  52-76  yr  old)  with  acute 
bstructive  suppurative  cholangitis  were  treated  at  the  University 
f  Michigan  Medical  Center  during  1951-1967.    All  were  febrile 
jnicaUy  jaundiced  and  complained  of  abdominal  pain.    Nine     ' 
Fthe  10  patients  had  significant  episodes  of  hypotension  which 
nded  to  be  late  manifestations.    Positive  blood  cultures  were 
Jtamed  in  5  cases,  and  bile  cultures  in  9.    The  overall  mortaUty 
as  60%.    Eight  of  the  10  patients  underwent  operation  during 
e  acute  phase,  and  4  of  these  survived,  while  the  2  patients 
to  were  not  operated  on  died.    The  correct  preoperative  diag- 
isis  was  made  in  6  patients,  including  3  of  the  4  survivors 

3  patients  who  did  not  survive,  the  lack  of  a  correct  preoper- 
ive  diagnosis  was  associated  with  a  delay  in  operative  inter- 
tition.    Multiple  hepatic  abscesses  were  a  prominent  feature  in 

4  patients  who  came  to  autopsy.    Acute  suppurative  cho- 
Si  IS  IS  considered  to  be  a  terminal  stage  of  ascending  cho- 
gitis.   The  importance  of  early  recognition  and  prompt  op- 
itive  mtervention  (drainage  of  the  common  bile  duct)  in  this 
idition  is  stressed. 


♦  CANCER  METASTASIS  TO  THE  CIRRHOTIC 

LIVER:  A  STUDY  OF  EXPERIMENTAL  AND 
TOI^Y  MATERIAL.  (E.)  Berge,  T.  (Gen.  Hosp.  M^^ 
|Xlen)  and  T.  Saldeen.  Acta  Path  Microbiol  Scand  74(3):  340- 

)rder  to  clarify  the  discrepancy  between  previous  experi- 
ital  reports  indicating  that  injected  tumor  cells  produce 
lors  more  often  in  cirrhotic  than  in  normal  livers  and 
istical  analyses  of  human  autopsy  material  showing  that 
astasis  is  more  common  in  noncirrhotic  livers,  the  frequency 
lepatic  metastasis  was  studied  in  rats  with  central  (CCi^- 
iced)  or  portal  (foreign-protein-induced)  cirrhosis  and  in 
)psied  human  subjects  with  and  without  cirrhosis.    The 
iportal  injection  of  106  Rous  sarcoma  ceUs  into  female 
tgue-Dawley  rats  resulted  in  a  significantly  higher  number 
letastases  in  rats  with  liver  cirrhosis  than  in  controls.    Al- 
igh  more  metastases  were  present  in  rats  with  foreign-pro- 
cirrhosis  than  in  those  with  CC^-induced  cirrhosis,  no  dif- 
ic6  was  found  between  animals  with  and  without  cirrhosis 
1  the  tumor  ceUs  were  injected  directly  into  the  Uver. 
efore,  the  fact  that  cirrhosis  is  usuaUy  portal  in  humans 
central  m  experimental  animals  does  not  explain  the  above 
epancy.    Analysis  of  10,160  autopsied  subjects  (34.3%  with 
nomas,  of  which  68.3%  had  metastasized;  3.8%  with  cir- 
s,  of  which  24.2%  had  extrahepatic  carcinoma)  demon- 
id  that  the  significant  difference  in  the  frequency  of  hepatic 
stasis  m  subjects  with  (52.8%)  and  without  cirrhosis  (68  9%) 
10  longer  demonstrable  when  the  difference  in  the  total 
ency  of  metastasis  in  the  2  groups  was  taken  into  account 
%  and  51.6%,  resp.).    Among  tumors  in  an  advanced  stage 
rtastasis,  all  those  with  cirrhosis  had  metastasized  to  the 
whereas  only  88%  of  those  without  cirrhosis  showed  he- 
metastasis,  suggesting  that  if  tumor  cells  once  reach  the 
Parenchyma,  they  establish  secondaries  more  often  in  the 
tic  than  in  the  noncirrhotic  liver. 


705  BYLER  DISEASE:    FATAL  FAMILUL  INTRA- 

HEPATIC CHOLESTASIS  IN  AN  AMISH  KIN- 
DRED.  (E.)    Clayton,  R.  J.  (Georgetown  U.  Med.  Qr., 
Washington,  D.  C),  F.  L.  Iber,  B.  H.  Ruebner  and  V.  A. 
McKusick.  Amer  JDis  Child  117(1):112-124,  1969. 
Clinical,  biochemical  and  histological  findings  are  presented  for 

7  Amish  children  from  4  related  Amish  sibships  who  showed 

a  disorder  characterized  by  progressive  intrahepatic  cholestasis. 
Loose,  foul-smelling  stools  appeared  within  the  1st  month  of 
Ufe  and  persisted  throughout  Ufe.  Jaundice  (onset  from  2-9 
months  of  age)  was  episodic  in  nature  during  the  early  course 
of  the  disease  (lasting  2-8  weeks)  and  persisted  between  episodic 
exacerbations  late  in  the  course  (at  1-4  yr  old).    Other  clinical 
characteristics  were  steatorrhea,  hepatosplenomegaly  and  failure 
to  thrive.    Five  of  the  7  patients  died  between  17  months  and 

8  yr  of  age.    Biochemical  features  of  the  disease  included: 
hyperbilirubinemia,  elevated  serum  alkaline  phosphatase,  normal 
to  low  serum  cholesterol,  and  hypoprothrombinemia.   On  the 
basis  of  the  observations  on  the  children  and  data  obtained  from 
their  parents  (all  8  parents  can  be  traced  to  a  common  ancestral 
couple;  2  fathers,  presumed  heterozygotes,  showed  depressed  ex- 
cretory capacity  for  BSP  during  a  loading  test;  2  mothers  showed 
abnormality  of  a  single-injection  BSP  during  the  last  trimester 

of  pregnancy),  autosomal  recessive  inheritance  of  the  disease 
is  suggested.    It  appears  that  the  primary  defect  is  hepatic,  and 
that  transport  of  bile  salts,  BSP,  and  bilirubin  across  the  canalic- 
ular membrane  is  impaired.    Cholestyramine  and  a  medium- 
chain  triglyceride  formula  produced  symptomatic  improvement. 

706  BLOOD  FLOW  IN  AUXILIARY  CANINE 

UVER  HOMOGRAFTS.    (E.J    Daloze,  P.  M 
(U.  Colorado  Sch.  Med.,  Denver),  C.  Huguet,  C.  G.  Groth  and 
F.  StoU.   J  Surg  Res  9(1):  10-12,  1969. 

The  blood  flow  through  auxiliary  hepatic  homografts  revascu- 
larized  according  to  a  slight  modification  of  the  Welch  tech- 
nique was  studied  in  10  dogs  by  measuring  the  washout  of  the 
mert  radioactive  gas  133xe;  in  5  animals  the  blood  flow  through 
the  host  liver  was  also  determined.    No  immunosuppressive 
therapy  was  employed.    On  the  first  postoperative  day  the 
blood  flow  values  obtained  after  portal  injection  of  the  isotope 
m  the  auxiliary  livers  ranged  between  187  and  402  ml/min/100 
g  of  tissue  (average  283),  and  on  the  3rd  postoperative  day  the 
mean  in  7  dogs  was  225  ml/min/100  g  of  tissue.    The  blood 
flow  values  obtained  after  arterial  injection  of  133xe  in  7 
auxUiary  liver  homografts  on  the  first  postoperative  day  varied 
from  191  to  377  ml/min/100  g  of  tissue  (average  227),  and 
on  the  third  day  the  average  value  of  4  dogs  studied  was  192 
ml/min/100  g  of  tissue.    The  values  obtained  after  portal  in- 
jection were  higher  in  the  graft  than  in  the  host  Uver  in  4  of 
5  experiments.    It  appears  that  the  revascularization  with  Welch's 
technique  does  not  create  inadequate  portal  flow  in  the  homo- 
grafts,  suggesting  that  nonhemodynamic  factors  account  for  the 
atrophy  of  these  grafts. 


707  DIAGNOSIS  OF  WILSON'S  DISEASE  IN 

CHILDREN  WITH  LIVER  DISEASE:    A  REPORT 
OF  TWO  FAMILIES.   (E.J    Danks,  D.  M.  (Royal  Child.  Hosp., 
Melbourne,  AustraUa)  and  B.  J.  Stevens.   Lancet  1(7584)22-  ' 
25,  1969. 
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Case  reports  are  presented  for  3  chUdren  (16-yr-old  boy,  his 
10-yr-old  sister,  and  a  16-yr-old  girl)  with  cirrhosis  of  the  liver 
in  whom  a  diagnosis  of  WUson's  disease  was  made  on  the  basis 
of  complex  laboratory  and  autopsy  (2  cases)  studies  despite 
the  absence  of  Kayser-Fleischer  rings  (except  termmally  m  1 
case),  normal  or  high  levels  of  serum  ceruloplasmm  and  copper, 
and  only  mUdly  increased  urinary  copper  excretion.    Urmary 
copper  excretion  after  penicUlamine  was  excessive  in  aU  cases 
as  was  the  copper  content  of  the  Uver.    The  1st  2  children,  who 
died  without  adequate  penicillamine  therapy  due  to  delayed 
diagnosis,  were  members  of  a  family  in  which  an  older  sister 
had  also  died  of  cirrhosis  at  the  age  of  12,  although  the  parents 
and  5  other  sibUngs  were  normal.   The  3rd  chUd,  who  was  stud- 
ied with  64cu  and  did  weU  on  penicillamine  therapy,  belonged 
to  a  family  in  which  2  older  siblings  had  a  history  of  "viral 
hepatitis"  and  several  members  had  abnormal  levels  of  urmary 
copper     In  view  of  the  effectiveness  of  long-term  penicUlamme 
therapy  in  Wilson's  disease  and  the  fatal  course  of  the  untreated 
condition,  detaUed  diagnostic  studies  are  urged  in  aU  cases  ot 
chUdhood  cirrhosis.   These  studies  should  include  slit-lamp  ex- 
amination of  the  cornea,  serum  copper  and  ceruloplasmm  es- 
timation,  estimation  of  urinary  copper  before  and  after  pemcill- 
amine,  liver  biopsy,  and/or  tests  with  64cu. 

708  A  TEN-YEAR  REVIEW  OF  GASTROINTESTINAL 

HAEMORRHAGE  DUE  TO  PORTAL  HYPER- 
TENSION IN  CHILDREN.   (E.)    Lannon,  J.  (Transvaal  Mem. 
Hosp.  Child.,  Johannesburg,  South  Africa)  and  V.  E.  Sorour. 
Syl/rAfed/ 42(45):  1231-1234,  1968. 

The  etiology,  symptoms  and  treatment  of  18  children  (9  males 
and  9  females,  2-13  yr  old)  who  presented  with  portal  hyper- 
tension and  variceal  bleeding  during  1957-66  at  the  Transvaal 
Memorial  Hospital  for  Children  are  reviewed.    Among  7  cases 
of  extrahepatic  portal  obstruction,  there  was  a  history  of  con- 
genital syphilis  in  1,  osteomyeUtis  in  another,  and  no  obvious 
etiological  factor  in  the  remaining  cases.    AU  had  melena  with 
normal  Uver  function  tests  and  Uver  biopsies.   The  spleen  was 
palpable  in  6  cases.    Six  patients  required  surgery  after  con- 
servative management  faUed:    splenorenal  shunts  (3  cases), 
transesophageal  Ugation  of  varices  (1  case),  esophagogastrectomy 
and  colon  interposition  (1),  and  anastomosis  of  the  inferior 
mesenteric  to  the  left  common  Uiac  vein  (1  case).    AU  7  chU- 
dren  (follow-up  of  6  months-5  yr)  are  weU.   Among  11  cases  of 
intrahepatic  portal  hypertension,  the  etiology  of  the  cirrhosis 
was  biliary  atresia  in  3  cases,  there  was  a  history  of  hih^zr^sis 
and  malaria  in  1  case,  and  stenosis  of  the  sphincter  of  Oddi  m 
'l  case  and  the  etiology  was  unknown  in  the  remammg  6. 
Hepatomegaly  occurred  in  9  cases,  jaundice  in  6  and  ascites  in 
5     Liver  function  tests  showed  varying  degrees  of  abnormaUty 
in  aU  cases.   One  portacaval  shunt  and  one  thoracic  duct  dram- 
age  were  done.   Five  chUdren  in  this  group  died. 

709  STUDY  OF  DISORDERS  IN  HEME  SYNTHESIS 

DURING  DIFFERENT  KINDS  OF  ANEMIA  AND 
CHRONIC  LIVER  DISEASE.    (Fr.)    Sroczynski,  J.  (SUesian 
Med  Acad    Zabrze-Rokitnica,  Poland),  H.  Urbanowicz  and  M. 
Strynk.   Sem  Hop  Paris  44(46):2819-2826,  1968. 
Determinations  were  made  of  urinary  Ar aminolevulinic  acid, 
porphobilinogen  and  coproporphyrin  and  erythrocyte  protopor- 
phyrin in  84  patients  with  anemia  and  33  with  Uver  disease. 
Patients  with  anemia  included  32  with  iron-deficiency  anemia, 


16  with  secondary  anemias  due  to  chronic  infections,  30  with 
anemias  caused  by  maUgnant  blood  diseases  or  neoplasms,  and 

6  with  pernicious  anemia.    Patients  with  Uver  disease  mchided 
27  with  cirrhosis  and  4  with  chronic  parenchymal  hepatitis  and 
amyloidosis.    /VAminolevuUnic  acid  excretion  was  elevated  in 

7  anemic  patients  (2  with  pernicious  anemia,  4  with  chrome 
leukemia,  and  1  with  Hodgkin's  disease).   Erythrocyte  proto- 
IrphTrin  values  were  significantly  elevated  in  patients  with 
SSiency  anemia  and  some  of  those  with  pernicious  ane- 
mia and  leukemia.   WhUe  urinary  /VammolevuUmc  acid  and 
^rph^billnogen  levels  were  normal  in  patients  with  Uver  disease, 
^y  coproporphyrin  values  were  significantly  elevated  pj 
riXly  in  cirrhotics,  and  erythrocyte  protoporphorm  values 
were  decreased.   There  was  a  direct  relation  between  urmary 
porphobUinogen  and  urinary  coproporphyrin  and  an  mverse  re- 
Son  between  urinary  ^ammolevulinic  acid  and  urmary  c^pro- 
porphyrin.   Urmary  coproporphyrin  was  also  directly  related 
toWood  bUirubin  levels.   These  changes  might  be  due  to  mhibi- 
tion  of  the  coproporphyrinogen  cycle  or  a  reduction  m  the 
lount  of  coproporphyrin  excreted  by  damaged  Uver  ceUs.         ^, 

LIVER  DISEASES.   (E.)    Nagashima,  H.  (Okayami 
U.  Med.  Sch.,  Japan).   Jap  J  Med  7(3):  173-175,    | 
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7 1 1  PRIMARY  PORTAL  HYPERTENSION  (REPORT  f 
OF  10  CASES).   (E.)    Bhaleral,  R.  A.  (K.E.M. 

Hosp.,  Bombay,  India),  K.  P.  Deodhai  and  G.  Nerurkar.  J 
Postgrad  Med  14(3):129-132,  1968. 

712  THE  PROBLEM  OF  HEPATIC  STEATOSIS.   (Ger^ 
Theurer,  D.  (2nd  U.  Med.  CUn.,  Charite  Hosp., 

BerUn,  Germany).  Deutsch  Gesundh  23(45):2113-2118,  1968. 

71 1  A  CASE  OF  THE  BUDD-CHIARI  SYNDROME: 

CLINICAL  AND  PATHOLOGICAL  STUDY  AND 
ATFEMFFED  CORRECTION  BY  THE  CATHETER  FRACTUR 
TECHNIQUE.  (Jap.)  Hirooka,  M.  (Kyoto  U.  Med.  Sch.,  Japar 
and  C.  Kimura.  Arch  Jap  Chir  37(6):906-918,  1968. 

714  EXPERIENCE  WITH  THE  USE  OF  A  POLY-       . 
VALENT  INFUSION  MIXTURE  IN  HEPATIC    ( 

ENCEPHALOPATHY.   (Cz.)    Blahnikov^^  L.  (Inst.  Study  Hum 
Nutrit    Prague,  Czechoslovakia),  J.  Horky  and  R.  Nonzak. 
Cesk  Gastroent  Vyz  22(5):293-299,  1968. 

715  TRANSPLANTATION  OF  THE  LIVER.    (Dut.)' 
Van  der  Heyde,  M.  N.  Nederl  T  Geneesk  112(41 

1823-1827,  1968. 

716  ISCHEMIA  OF  THE  LIVER  CAUSED  BY  PLI^ 
TION  OF  THE  CELIAC  TRUNK.   (Fr.)    Aron, 

E    J  P.  Alfandari,  B.  Ecarlat  and  C.  Wincklei.  Arch  Franc 
Mai  Appar  Dig  57(8/9):689-698,  1968. 

717  RESIDUAL  POSTOPERATIVE  FISTULAS  IN 
HYDATID  CYSTS  OF  THE  LIVER.    (Sp.)    Rw 

C  A  (Surg.  CUn.  D,  La  Plata,  Argentina),  A.  Wilks  and  F.  E. 
Ortiz.  Prensa  Med  Argent  55(28):1351-1352,  1968. 

718  NEW  TECHNIQUE  FOR  DIFFICULTLY  ACCES 
SIBLE  HYDATID  CYSTS  OF  THE  LIVER.   (Sp 
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mmoni,  O.  H.  (Ital.  Hosp.,  La  Plata,  Argentina),  O.  Molina 
rer  and  A.  F.  Pineda.  Prensa  Med  Argent  55(28)1353 
18. 

>  COMPLICATIONS  DUE  TO  HEPATIC  HYDATI- 

DOSIS.   (Sp.)    Wilks,  A.  (Surg.  Clin.  D,  La  Plata, 
entina),  F.  E.  Ortiz  and  J.  C.  Candia.  Prensa  Med  Argent 
28):  1349-1 350,  1968. 

•  METHODS  OF  CHOICE  IN  HYDATID  CYSTS 

OF  THE  LIVER.   (Sp.)    Ghiani,  R.  M.  (ItaL  Hosp. 
'lata,  Argentina),  H.  Noel  and  O.  Molina  Ferrer.  Prensa 
/lr^e«r  55(28):1338-1339,  1968. 

VASCULAR  CHANGES  IN  THE  LIVER  IN 
OBSTRUCTIVE  JAUNDICE.    (Hun.)    Fiisy,  J. 
Med.  Sci.,  Budapest,  Hungary),  G.  Ungvary,  G.  Somo^i, 
oth  and  M.  Ih^sz.   Kiserl  Orvostud  20(5):549-556,  1968. 
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ENZYME  LEVELS  IN  THE  BLOOD  AND  LIVER 
IN  TWO  CASES  OF  FATAL  FULMINATING 
ATITIS  TREATED  BY  EXCHANGE  TRANSFUSION.    (It.) 

o,  F.  (Inst.  Gen.  Clin.  Med.,  U.  Palermo,  Italy),  S.  Le  Moli, 
ligneco,  A.  Notarbartolo  and  L.  Pagliaro.   Riforma  Med 
4):933-939,  1968. 

REPORT  OF  A  CASE  OF  AMEBIC  LIVER 
ABSCESS  OPENING  INTO  THE  PERICARDIUM. 

Ceron  Esquivel,  A.  (IMSS  Hosp.,  Morelia,  Mich.,  Mexico) 
k.  Alvarado  Villasenor.  Prensa  Med  Mex  33(9/10)- 3 12- 
1968. 

TREATMENT  OF  ACUTE  AND  CHRONIC 
^    DISEASES  OF  THE  LIVER.   (It.)    Porrazzo  F 
rnnita  Hosp.,  Cagliari,  Italy)  and  I.  Toxiri.    Gazz  Med 
27(10):361-364,  1968. 

ANEURYSM  OF  THE  HEPATIC  ARTERY  AS 
A  CAUSE  OF  HEMOBILIA.   (Pol)    Jesipowicz 

.cad.  Med.,  Lublin,  Poland),  M.  Klamut  and  T.  Pochylski 

'zegl  Chir  40(10):1 117-1 120,  1968. 

IMPAIRED  LIVER  FUNCTION  AND  RELATED 
NURSING  CARE.   (E.)    Hayter,  J.  (U.  Kentucky). 
JNurs  68(ll):2374-2379,  1968. 

CAVERNOUS  HAEMANGIOMA  OF  THE 

LIVER:  THE  ROLE  OF  RADIOTHERAPY.    (E ) 

'.  (American  U.  Hosp.,  Beirut,  Lebanon).   Brit  J  Radiol 
l):26-32,  1968. 

AMEBIC  LIVER  ABSCESS.    (E.)    Sheehy,  T.  W. 
(U.  Alabama  Med.  Ctr.,  Birmingham).    GP  38(6): 
•,  1968. 

HEPATORENAL  GLYCOGENOSIS  (TYPE  I 
GLYCOGENOSIS)  AND  CARCINOMA  OF  THE 

MCASE  REPORT]    (E.)    Zangeneh,  F.  (Dept.  Pediat. 

•hington,  Seattle)  G.  A.  Limbeck,  B.  I.  Brown  J  R 

,.  7]J;^^f!f '  ^-  ^-  G^l'l^nberg  and  V.  C.  Kelley'. 
't  74(l):73-83,  1969. 


730  CONGENITAL  POLYCYSTIC  DISEASE  OF 

THE  LIVER.   (E.)    Banda,  E.  J.  (Somerset  Hosp. 
Cape  Town,  South  Africa).   S  Afr  Med  J  42(33):874-876 
1968. 


731  UVER  ABSCESS  DIAGNOSED  BY  AUTOPSY 

XT  _^  „    ,       ^^-^    MargoUus,  A.  Jr.  (2742  Azalea  Garden  Road 
Norfolk,  Va.),  R.  Neal  Jr.,  B.  Miller,  J.  Ibarra,  B.  A.  Hubbard 
and  T.  C.  Royer.    Virginia  Med  Monthly  95(10):610-612,  1968. 

732  LOW  BLOOD  UREA  LEVELS  IN  LIVER 
DISEASE.   (E.)    Brownstein,  M.  H.  (VA  Hosp 

New  York  Qty)  and  B.  Scherl.   Southern  Med  J  62(2)- 1 87-' 
189,  1969. 

733  PERIHEPATIC  HEMATOMA:    A  BENIGN 
CONDITION  SIMULATING  MALIGNANCY 

ON  THE  HEPATIC  PHOTOSCAN.    [CASE  REPORT]     (E ) 

Shirley,  H.  Jr.  (New  Orleans  VA  Hosp.,  La.),  R.  G.  Font, 

E.  H.  Bresler  and  J.  Spano.  Amer  J  Gastroent  50(5):  387-390, 

1968. 

734  HEPATOBLASTOMA  IN  THE  ADULT.    [CASE 
REPORT]    (E.)    Carter,  R.  (U.  Tennessee  Inst. 

Path.,  Memphis).    Cancer  23(1):  191-197,  1969. 

735-  RADIOGRAPHIC  ANATOMY  [OF  THE  LIVER]. 

(E.)   Whalen,  J.  P.  (State  U.  New  York  Upstate 
Med.  Ctr.,  Syracuse).  New  York  J  Med  68(23):  301 9-3021, 
1968. 

736  IS  THERE  A  HEPATORENAL  SYNDROME? 

(E.)    Blakemore,  W.  S.  (Philadelphia,  Pa.)  and 
W.  H.  Boyce.    Surgery  64(6):1138-1140,  1968. 

737  THE  TREATMENT  OF  CHRONIC  DISEASE 

OF  THE  LIVER.   (Ger.)    Thaler,  H.  (Wilhehninen 
Hosp.,  Vienna,  Austria).    Therapiewoche  18(38):1699-1706, 
1968. 

738  SPONTANEOUS  HEMATOMA  OF  LIVER 
DURING  PREGNANCY:    REPORT  OF  A  CASE 

(E.)    Slattery,  L.  R.  (BeUevue  Med.  Qr.,  New  York  City)  R 
M.  Abrams,  E.  R.  Beranbaum,  S.  B.  Labow  and  B.  Aron  ' 
Obstet  Gynec  32(5):664-669,  1968. 

739  PERIARTERL^.L  HEPATIC  NEURECTOMY. 

(Sp.)    Garcia  Diaz,  S.  (Surg.  CUn.,  U.  Sevilla, 
Spam)  and  C.  Pera  Madrazo.  Rev  Esp  Enferm  Apar  Die  27r8V 
1117-1132,  1968.  '' 

740  MECHANISM  OF  ACTION  OF  GLUCAGON  ZINC 
IN  THE  TREATMENT  OF  THE  GLYCOGENOSES 

(Fr.)    Francois,  R.  (Pediat.  CUn.  S,  INSERM,  Lyon,  France) 
A.  Ruitton-Ugliengo,  J.  J.  Picaud,  P.  Moreau,  J.  A.  Pincon, 
Requien  and  J.  Poncet.  Pediatric  23(6):623-629,  1968. 

741  THE  LIVER  IN  MYCOTIC  INFECTIONS     (Por  I 
R       u   ,.   «  '^"'"''  ^-  ^^^'-  '^^•'  ^^^-  U-  Rio  de  Janeiro, 
6?9-708f  1968         ''  '"'  ^^  ""''''  ^'^   ""^'^''"^  ^""'^^  ^'^^^^^ 
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742  CRYOSURGERY  OF  THE  LIVER.    (Ger.) 

Stucke,  K.  (Wurzburg,  Germany).   Bull  Soc  Int 
Chir  27(4): 334-337,  1968. 

743  SOLITARY,  NONPARASITIC  HEPATIC  CYSTS 
IN  INFANCY.   (Ger.)    Helmer,  F.  (Pediat.  Clin., 

U.  Vienna,  Austria),  L.  Howanietz  and  E.  ZweymuUer.   Bull 
Soc  Int  Chir  27(4):291-298,  1968. 

744  EFFECTS  OF  PORTAL  VEIN  OCCLUSION 
ON  ARTERIAL  PRESSURE  AND  ON  THE 

OXYGEN  SATURATION  OF  THE  PORTAL  BLOOD.    (Fr.) 

Psomopoulos,  N.  (1st  Surg.  Clin.,  U.  Athens,  Greece).   Bull 
Soc  Int  Chir  27(4):280-285,  1968. 

745  INTRAVENOUS  ADMINISTRATION  OF 
ORNITHINE  ASPARTATE  IN  DISEASES  OF 

THE  LIVER.    (Ger.)    Schafer,  W.  (Munic.  Hosp.,  Mannheim, 
Germany).   Munchen  Med  Wschr  110(43):2521- 2525,  1968. 

746  A  NEW  DRUG  FOR  THE  TREATMENT  OF 
"HEPATIC  INSUFFICIENCY"  IN  DAILY 

PRACTICE.   (Fr.)    Lapeyre,  L.  (Nice,  France).    Clinique 
63(648):731-733,  1968. 

747  PROBLEMS  AND  TECHNIQUES  OF  LIVER 
TRANSPLANTATION.   (Dut.)    Eyskens,  E. 

(St.  Rafael  Acad.  Hosp.,  Louvain,  Belgium).    T  Geneesk  24(22): 
1154-1166,  1968. 

748  PROLONGED  NEONATAL  JAUNDICE  DUE  TO 
BREAST  FEEDING.   (Fr.)    Fontaine,  G.  (Pediat. 

Clin    Hosp.  Ctr.,  Lille,  France),  M.  KeUer,  J.  P.  Farriaux  and 
L.  Boniface.   Sem  Hop  Paris  44(67): 3010-3016,  1968. 

749  THE  DIAGNOSIS  AND  MANAGEMENT  OF  THE 
GLYCOGEN  STORAGE  DISEASES.    (E.)    Hsia, 

D.  Y.  Y.  (Northwestern  U.  Med.  Sch.,  Chicago,  lU.).   Amer  J 
Clin  Path  SOayA^-Sl,  1968. 

750  A  SUCCESSFUL  CASE  OF  EXTRACORPOREAL 
PIG-LIVER  PERFUSION.   (E.)    Mieny,  C.  J. 

(Johannesburg  Hosp.,  South  Africa),  J.  A.  Myburgh  and  F. 
Isaacs.   S  Afr  Med  J  42(40):  1087-1088,  1968. 


754  HEPATIC  LOBECTOMY  FOR  HEPATOBLASTOMA 

IN  INFANTS  AND  CHILDREN.  (E.)  Martin, 
L.  W.  (U.  Cincinnati,  Ohio)  and  K.  S.  Woodman.  Arch  Surg 
98(l):l-7,  1969. 

EXTRACORPOREAL  PORTAL  DECOM- 
PRESSION USING  A  GRAPHITE-BEN  ZAL- 

KONIUM-HEPARIN  SHUNT.  (E.)  Zarins,  C.  K.  (Johns 
Hopkins  Hosp.,  Baltimore,  Md.),  D.  B.  Skinner  and  G.  D. 
Zuidema.  Ann  Surg  169(2):253-256,  1969. 
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HEPATOMA  PRESENTING  AS  EXTRAHEPATIC 
BILU.RY  OBSTRUCTION.    (E.)    Gerson,  C.  D. 

(Bellevue  Hosp.,  New  York,  N.  Y.)  and  R.  A.  Schinella.  Amer 

JDigDis  14(l):42-47,  1969. 
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ABO  BLOOD  GROUPS  IN  BILHARZIAL 
HEPATIC  FIBROSIS.    (E.)    Khattab,  M.  (Kasr 

El-Aini  Hosp.,  Cairo,  Egypt),  M.  T.  El-Gengehy  and  M.  Sharaf. 

J  Egypt  Med  Ass  51(4):  245-250,  1968. 

752  HAEMODULYSIS  IN  THE  TREATMENT  OF 

LIVER  FAILURE.    (E.)    Keynes,  W.  M.  (Radcliffe 
Infirm    Oxford,  England).   La«cer  2(7580):  1236-1238,  1968. 


EXCHANGE  TRANSFUSIONS  IN  FULMINANT 
HEPATIC  FAILURE.    (E.)    Reynolds,  T.  B. 

(UCLA  Sch.  Med.,  Los  Angeles,  Calif.).   Gastroenterology 

56(1):170-172,  1969. 
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FAMILIAL  NONHEMOLYTIC  JAUNDICE  WITH 
LATE  ONSET  OF  NEUROLOGICAL  DAMAGE. 

(E.)    Blumenschein,  S.  D.  (Johns  Hopkins  U.  Sch.  Med., 
Baltimore,  Md.),  R.  J.  KaUen,  B.  Storey,  J.  C.  Natzchka,  G.  B. 
OdeU  and  B.  ChUds.  Pediatrics  42(5):786-792,  1968. 

759  THE  LIVER  DURING  RECOVERY  FROM 
PROTEIN-CALORIE  MALNUTRITION.    (E.) 

McLaren,  D.  S.  (Sch.  Med.,  Amer.  U.  Beirut,  Lebanon),  R.  Paris 
and  B.  Zekian.   /  Trop  Med  Hyg  71(11):271-281,  1968. 

760  THE  EFFECT  OF  THM.ZOLIDINE  CARBOXYLIC 
ACID  IN  LIVER  DISEASE.   (Fr.)    Dornier,  R. 

Sem  Ther  44(9):555-557,  1968. 

761  HEPATIC  STEATOSIS  AND  LIPID  PEROXIDA- 
TION.  (Cz.)    Kuzela,  L.  (Res.  Inst.  Human 

Nutr.,  Prague,  Czechoslovakia)  and  Z.  Placer.  Cesk  Gastroent  i 
Vyz  22(6):  380-383,  1968.  j 

762  INTRAHEPATIC  CHOLESTASIS  IN  JAUNDICE 
RESULTING  FROM  SEPTIC  ABORTIONS  AND 

INCOMPATIBLE  TRANSFUSIONS.    (Sp.)    Barcat,  J.  A.  (Inst. 
Med.  Res.,  U.  Buenos  Aires,  Argentina)  and  R.  A.  Paz.   Medicin 
(B  Air)  28(2):59-65,  1968. 

763  DYSFIBRINOGENEMIA  IN  A  PATIENT  WITH    ! 
PRIMARY  HEPATOMA:    FIRST  OBSERVATION 

OF  AN  ACQUIRED  ABNORMALITY  OF  FIBRIN  MONOMER 
AGGREGATION.  (E.)  Von  Felten,  A.  (U.  Zurich,  Switzerland 
P.  W.  Straub  and  P.  G.  Frick.  New  Eng  J  Med  280(8): 405-409 
1969. 


753  EXTRACORPOREAL  LIVER  PERFUSION  USING 

A  NEW  PERFUSION  CHAMBER.    (E.)    Abouna, 
G.  M.  (Royal  Victoria  Infirm.,  Newcastle,  AustraUa).   Lancet 
2(7580):1216-1218,  1968. 
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ENDOPLASMIC  RETICULUM  AND  PHENOTYPl 
VARIABILITY  IN  NORMAL  AND  NEOPLASTIC 

LIVER.    [REVIEW]    (E.)    Pitot,  H.  C.  (U.  Wisconsin  Med.  Sch 

Madison).  Arch  Path  87(2):212-222,  1969. 


See  also-    99,116,178,204,211,214,215,216,222,223,231,239,243,244,245,246,254,260,270,272, 
279,281,282,283,290,291,294,295,300,306,671 
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65  HEPATIC  TRAUMA,  WITH  PARTICULAR 

REFERENCE  TO  BLUNT  INJURY.    (E.)    Kindling, 
H.,  (Wayne  State  U.  Sch.  Med.,  Detroit,  Mich.),  R.  F.  Wilson 
id  A.  J.  Walt.  J  Trauma  9(l):17-26,  1969. 

tie  case  records  of  303  patients  with  proved  liver  injuries  seen 
rer  a  5-yr  period  were  reviewed.   The  193  patients  with  stab 
ounds  had  few  problems,  although  4  deaths  occurred  as  the 
suit  of  massive  hemorrhage  from  other  organs.   The  69 
itients  with  gunshot  wounds  had  more  severe  liver  injuries 
ith  a  mortality  rate  of  20.3%,  but  only  1  of  the  14  deaths 
luld  be  attributed  to  the  liver  injury  itself.    Automobile  ac- 
dents  caused  34  of  the  41  blunt  liver  injuries.    Sepsis  and 
)stoperative  hemorrhage  were  the  most  common  complications, 
counting  for  24  of  the  31  deaths  in  the  total  series.    Resec- 
)ns  for  massive  liver  injury  were  required  in  only  10  of  the 
13  patients.   The  mortality  rate  of  10.2%  was  not  a  reflection 
the  Uver  injury  alone;  no  patient  with  an  isolated  liver  injury 
3d.   Of  the  21  deaths  due  to  hemorrhage,  only  4  could  be 
tributed  primarily  to  the  liver  injury.    Better  results  will  be 
;n  with  more  rapid  diagnosis,  conection  of  hypovolemia,  and 
ntrol  of  all  bleeding  sites. 

i6  PROMETHAZINE  PROTECTION  IN  CARBON 

TETRACHLORIDE  LIVER  INJURY:  AN  ELEC- 
lON  MICROSCOPIC  STUDY.   (E.)    Senatoni,  F.  T.  (Dept. 
th.,  U.  Michigan,  Ann  Arbor),  B.  Schnitzer  and  E.  B.  Smith. 
chPath  87(1):46-51,  1969. 

luh  male  Sprague-Dawley  rats  were  divided  into  5  groups  of 
inimals  each:  Group  1  received  CCI4  (1  ml/kg)  orally;  Group 
received  CCI4  (1  ml/kg)  orally  and  promethazine  hydrochlo- 
e  (25  mg/kg)  i.p.,  both  with  CCI4  and  3  hr  later;  Group  3  re- 
ved  mineral  oil  (0.5  ml/kg);  Group  4  received  2  i.p.  injec- 
ns  of  promethazine  hydrochloride  (25  mg/kg)  at  6  and  3 
prior  to  sacrifice;  and  Group  5  served  as  controls.    Animals 
re  killed  6  hr  after  CCI4  administration  and  3  hr  after  the 
t  promethazme  injection.    Light  microscopy  revealed  no 
mges  in  the  livers  from  rats  in  groups  2,  3,  4,  and  5.    Livers 
group  1  showed  an  occasional  large,  pale,  granular  balloon- 
i  cell  in  the  region  of  the  central  vein.    Electron  microscopy 
itation,  scattering,  and  vesiculation  of  the  endoplasmic  reti- 
um  in  group  1  animals.    Animals  in  group  2  did  not  show 
:se  alterations  in  the  endoplasmic  reticulum,  although  many 
e  ribosomes  were  present.   The  free  ribosomes,  in  contrast 
the  scattered  ribosomes  in  CCl4-treated  rats,  continued  to 
m  geometric  patterns  of  orientation.    The  dissociative  effect 
promethazine  may  operate  at  the  level  of  the  endoplasmic 
iculum. 

7  THE  LIVER  OF  RATS  FED  RIBOFLAVIN-DE- 

FICIENT  DIETS  AT  TWO  LEVELS  OF  PRO- 

IN.  (E.j    Sugioka,  G.  (Hosp.  Sick  ChUd.,  Toronto,  Canada), 
A.  Porta,  P.  N.  Corey  and  W.  S.  Hartroft.  Amer  J  Path 
(1).1-19,  1969. 

irty  male  weanling  Wistar  rats  were  fed  riboflavin-deficient 
ts  containing  2  levels  of  protein  (10  and  20%)  and  30  con- 
Is  were  given  diets  having  similar  protein  contents  but  sup- 
mented  with  riboflavin  (4  mg%).  the  lipotrope  content  of 
4  diets  was  equivalent.    At  6,  8,  10,  12  and  14  weeks, 
mals  were  sacrificed  and  the  livers  subjected  to  Ught  and 


electron  microscopy  and  biochemical  analyses.    Hepatic  tri- 
glycerides showed  a  relative  increase  on  the  low-protein  ribo- 
flavin-deficient diet,  but  no  fatty  livers  or  other  pathological 
changes  developed.    At  either  protein  level,  riboflavin  deple- 
tion thus  failed  to  produce  significant  alterations  in  the  struc- 
tural integrity,  function,  or  levels  of  lipids,  proteins  and  nucleic 
acids  in  the  liver. 

768  EFFECT  OF  ETHANOL  ON  RAT  LIVER.  V. 

MORPHOLOGICAL  AND  FUNCTIONAL 
CHANGES  AFTER  PROLONGED  CONSUMPTION  OF  VAR- 
IOUS ALCOHOLIC  BEVERAGES.    (E.j    KiessUng,  K.  H.  (St. 
Goran's  Hosp.  Stockhohn,  Sweden)  and  L.  Pilstrom.    Quart  J 
Stud  Alcohol  29(4):819-827,  1968. 

The  effect  of  various  commercial  alcohoUc  beverages  on  rat 
Uver  mitochondria  was  compared  with  that  of  purified  ethanol 
in  7  groups  of  30-day-old  male  Wistar  rats  given  cognac,  scotch 
whiskey,  vermouth,  white  wine,  red  wane,  or  95%  ethanol, 
diluted  when  necessary  to  a  final  concentration  of  12-15  %,  or 
water  and  sucrose  isocaloric  with  the  alcoholic  beverages.    After 
150  and  270  days  the  following  studies  were  done:  (a)  electron 
microscopy  of  the  hepatic  cells,  (b)  determination  of  the  specific 
activities  of  isocitric  dehydrogenase,  a-glycerophosphate  de- 
hydrogenase, maUc  dehydrogenase  and  glyceraldehyde-3-phosphate 
dehydrogenase,  and  (c)  measurement  of  glucose  metabolism  in 
Uver  homogenates  wdth  or  without  iodoacetate.    After  150  days 
all  alcoholic  beverages  except  white  wine  had  increased  the 
mitochondrial  size.    After  270  days,  however,  the  mitochondrial 
sizes  had  regressed  in  all  groups  except  the  rats  given  white 
wine,  in  which  the  mitochondria  were  now  enlarged.    The 
mitochondria  were  either  elongated,  twisted,  oval  with  dis- 
organized shortened  cristae,  or  enlarged.    In  groups  on  distilled 
alcohol,  mitochondrial  respiration  decreased  with  pyruvate  and 
succinate  as  the  substrates  but  not  with  |3-hydroxybutyrate  or 
a-glycerophosphate.    Increased  mitochondrial  respiration  was 
noted  with  vermouth,  white  wine  and  red  wine.    Oxidative 
phosphorylation  was  the  same  in  all  groups  except  when  the 
drinking  fluid  was  diluted  ethanol  and  the  mitochondrial 
substrate  was  a-glycerophosphate.    The  Uver  homogenates  from 
rats  given  whiskey  or  vermouth  consumed  significantly  more 
oxygen  in  the  absence  of  iodoacetate  than  those  from  control 
rats.    A  decrease  in  the  activity  of  hepatic  isocitric  dehydro- 
genase was  observed  in  rats  given  cognac,  whiskey  and  vermouth 
but  not  in  those  given  ethanol.   These  effects  are  ascribed 
partly  to  Uver  damage  and  partly  to  adaptive  changes  in  enzyme 
composition. 

769  THE  ROLE  OF  LIPOPEROXIDATION  IN  THE 

PATHOGENESIS  OF  FATTY  LIVERS  INDUCED 
BY  PHOSPHORUS  POISONING  IN  RATS.   (E.)    Ghoshal,  A.  K. 
(Hosp.  Sick  ChUd.,  Toronto,  Canada),  E.  A.  Porta  and  W.  S. 
Hartroft.   Amer  J  Path  54(2):275-291,  1969. 

Biochemical  and  cytologic  changes  occurring  in  the  first  24  hr 
of  phosphorus  intoxication  were  investigated  in  39  male  Wistar 
rats  (160-250  g)  fasted  for  16  hr  and  given  a  single  dose  of 
yeUow  phosphorus  (0.75  mg/100  g  body  weight)  suspended  in 
mmeral  oil  by  gastric  intubation.  Animals  were  kUled  4,  6,  12 
and  24  hr  after  poisoning.  Two  other  rats  received  carbon 
tetrachloride  (100  /Jl/100  g  body  weight)  mixed  in  equal  parts 
of  mineral  oil.    Four  hr  after  administration  of  phosphorus 
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there  was  increased  Upoperoxidation  in  the  hepatic  microsomal 
ftaction.    The  hepatic  triglycerides  remained  within  normal 
limits  for  the  first  6  hr  but  were  increased  about  5-fold  at  12 
and  24  hr.    Plasma  triglyceride  levels  were  lower  at  24  hr  than 
at  12,  suggesting  impairment  of  triglyceride  synthesis.    SCOT 
but  not  SGPT  levels  were  significantly  elevated  at  24  hr.    At 
4  hr,  the  degree  of  diene  conjugation  in  the  microsomal  lipids 
was  significantly  lower  in  phosphorus- treated  rats  than  in  CCI4- 
treated  animals.    This  is  consistent  with  the  finding  that  the 
hepatic  triglycerides  accumulated  at  a  slower  rate  in  phosphorus- 
treated  rats  than  in  CC^-treated  rats.    It  is  suggested  that  the 
phosphorus-induced  peroxidative  decomposition  of  hepatic 
microsomal  Upid,  as  in  CCLt-intoxication,  precedes  and  could 
be  the  cause  of  the  abnormal  fat  accumulation.    Early  hepatic 
changes  occurred  predominantly  in  the  periportal  zones,  whUe 
by  24  hr  such  changes  involved  all  the  zones  of  the  lobules. 
The  earUest  ultrastructural  change  in  phosphorus-treated  animals, 
consisting  of  vesiculation  and  dispersion  of  the  ribosomal  gran- 
ules in  the  rough  endoplasmic  reticulum,  was  observed  at  12  hr. 
The  smooth  endoplasmic  reticulum  also  appeared  to  have  par- 
ticipated in  the  process  of  vesiculation.    By  24  hi,  the  mitochon- 
dria were  altered  in  most  hepatocytes.    Ribosome-bearing  whorls 
of  paired  membranes  were  frequently  found  in  the  hepatocytes 
of  phosphorus-intoxicated  rats;  their  meaning  remains  unclear. 


770  EFFECTS  OF  HALOTHANE,  ETHER,  AND 

CHLOROFORM  ON  THE  ISOLATED,  PERFUSED, 
BOVINE  LIVER:    A  COMPARATIVE  STUDY.    (E.)    Bombeck, 
C.  T.  (U.  Illinois  Coll.  Med.,  Chicago),  T.  Aoki,  E.  A.  Smuckler 
and  L.  M.  Nyhus.  Amer  J  Surg  117(1):91-107,  1969. 
The  effects  of  halothane  (H),  ether  (E)  and  chloroform  (C)  on 
perfusion  hemodynamics,  carbohydrate  metaboUsm,  liver  func- 
tion tests,  hepatic  ultrastructure,  and  hepatic  microsomal  de- 
toxification mechanisms  were  investigated  in  the  isolated  per- 
fused calf  liver.    Preparation  of  the  calves  and  the  perfusion 
apparatus  are  described  in  detaU.   None  of  the  agents  tested  had 
any  effect  on  hepatic  arterial  or  portal  venous  resistance.    C  at 
0.5%  and  1.5%,  but  neither  H  nor  E,  markedly  stimulated  bUe 
flow.   E  (30%)  and  C  (1.5%  and  0.5%)  depressed  Oj  consump- 
tion during  the  period  of  anesthetic  exposure,  but  O2  uptake 
returned  to  normal  during  the  recovery  period;  H  had  no  sig- 
nificant effect.    E  (12%  and  30%)  and  C  (0.5%  and  1.5%)  both 
produced  marked  changes  in  all  parameters  of  carbohydrate 
metaboUsm  (lactate  utUization,  glycogen  synthesis,  hepatic 
glycogenolysis  and/or  gluconeogenesis)  which  were  consistent 
with  inhibition  of  oxidative  energy  metabolism.    H  had  almost 
no  effect,  except  that  at  3.0%  it  irreversibly  inhibited  glycogen 
synthesis  and  also  inhibited  lactate  utilization.    Both  concen- 
trations of  E  and  C  stimulated  marked  SCOT  release,  but  only 
C  caused  significant  release  of  potassium  from  the  liver;  H 
produced  no  significant  Uver  damage  as  indicated  by  SGOT 
or  potassium  release.    Electron  microscopy  revealed  marked 
proliferation  of  the  smooth  endoplasmic  reticulum  in  livers 
treated  with  3%  H  or  1.5%  C;  this  resembled  lesions  produced 
by  acute  carbon  tetrachloride  toxicity,  chronic  phenobarbital 
administration,  or  shock.    Ribosomal  disaggregation  was  also 
observed  with  both  agents.    None  of  the  agents  had  any  effect 
on  the  mitochondria.    Like  carbon  tetrachloride,  3%  H  (but 
not  30%  E)  uncoupled  oxidative  N-demethylation  in  the  hepatic 
microsomal  fraction.    The  authors  caution  against  extrapolating 
the  results  of  these  studies  to  halothane  as  a  clinical  anesthetic. 
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771  EARLY  CHANGES  IN  PLASMA  PROTEINS 

AFTER  ISOLATED  IRRADIATION  OF  THE 
LIVER.    (Ger.)    Stabler,  F.  (Radiobiol.  Inst.,  U.  Hamburg, 
Germany)  and  G.  Otten.    Strahlentherapie  136(6):718-722,  19( 
Plasma  proteins  in  male  rats  were  reduced  to  27%  of  their        j 
initial  level  by  replacing  the  blood  with  a  suspension  of  ery- 
throcytes, washed  3  times  in  Tyrode's  solution  to  remove  plasr 
proteins,  in  polyvinylpyrroUdone.   About  9  hr  after  the  exchai 
transfusion  half  the  plasma  proteins  had  been  replaced  and  abc 
48  hr  after  transfusion,  90%.    No  significant  changes  were  pro- 
duced in  the  behavior  of  the  total  plasma  proteins  by  irradiatii 
the  rats'  livers  with  1000  and  5000  rads.    However,  irradiation 
retarded  the  increase  in  albumin  concentrations  and  speeded  u 
the  increase  in  globulin  concentrations. 

772  BIOLOGICAL  AND  HISTOLOGICAL  LIVER 

ANOMALIES  ASSOCL^TED  WITH  ORAL  CON 
TRACEPTIVES:    NOTE  ON  THE  BEHAVIOR  OF  THE  BILl 
ACIDS,  BSP,  AND  INDOCYANIN  GREEN.    (Fr.)    CaroU,  J. 
(St.  Antoine  Hosp.,  Paris,  France),  B.  Chevrel,  M.  Rautureau, 
F.  Lemonnier,  V.  G.  Levy  and  Y.  Hecht.  Path  Biol  (Paris) 
16(21/22):935-942,  1968. 

Four  women  with  histories  of  jaundice  during  pregnancy  or 
menstruation  were  given  20  mg/day  Enidrel  (norethynodrel  + 
mestranol)  for  8  days.  Another  woman  developed  severe  jam 
dice  after  taking  Lyndiol  (lynestrenol  -^  mestranol)  and  Norlu 
(norethindrone).  These  oral  contraceptives  produced  modera 
increases  in  bilirubin  and  cholesterol  in  4  out  of  5  cases,  but 
increased  alkaline  phosphatase  in  only  2  cases  and  transamina 
in  1.  All  5  had  total  bile  acids  of  more  than  23  mg/liter.  Tl 
increase  was  due  to  an  increase  in  the  trihydroxycholanic  acii 
fraction  in  4  cases  and  to  an  increase  in  dihydroxycholanic  a^ 
in  the  subject  with  elevated  serum  transaminase  levels.  BSP 
retention  at  45  min  was  30%  or  more  in  3  cases.  Indocyanir 
green  retention  was  pathological  in  1  of  the  2  subjects  tested 
and  was  changed  by  Enidrel  in  the  other.  The  only  consistei 
change  found  in  liver  biopsies  was  congestion  of  the  sinusoid 
BiUary  thrombi,  characteristic  of  intrahepatic  cholestasis,  wei 
found  in  only  1  case.  Anomahes  appeared  in  the  ultrastructi 
of  villi  in  the  bile  canilicuU  in  1  of  the  2  cases  in  which  elect 
microscope  studies  were  made. 


773  HEPATIC  INJURY  IN  MUSHROOM  POISONIf 

ELECTRON  MICROSCOPIC  OBSERVATIONS 

ON  TWO  NONFATAL  CASES.    (E.)    Panner,  B.  J.  (U.  Rod 

Sch.  Med.,  N.  Y.)  and  R.  J.  Hanss.   Arch  Path  87(1):  35-45, 

Light  and  electron  microscopy  of  hepatic  tissue  obtained  by 

cutaneous  needle  biopsy  from  a  44-yrK)ld  man  and  his  33-yr 

wife  on  the  third  day  of  Ulness  foUowing  nonfatal  poisomng 

ArmnUa  verna  revealed  signs  of  hepatoceUular  mjury.   The 

clinical  course  and  laboratory  data  for  both  patients  are  prei 

The  most  marked  changes  occurred  in  parenchymal  and  Kui 

ceUs  predominantly  in  periportal  areas.    SmaU  numbers  ot 

nuclei  and  nucleoU  showed  evidence  of  injury,  mcludmg  a  k 

duced  amount  of  clumped  nucleoplasm,  fragments  of  nuclec 

remnants,  enlarged  nucleoU  and  dispersion  of  nucleolar  ^an 

Many  hepatic  parenchymal  ceUs  contained  large  fat  droplets 

which  differed  from  the  usual  fatty  droplets  by  the  mclusio 

of  fragments  of  fibrillar  material  that  might  be  of  membran 
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igin,  and  occasionally,  of  finely  granular  dark  material  sug- 
stive  of  bile.    Fat  droplets  in  Kupffer  cells  were  morphologic- 
y  unremarkable.   The  presence  of  abnormally  large  amounts 
fat  in  the  hepatocytes  could  result  from  a  disturbance  in 
5  integrity  of  the  cellular  protein  synthetic  mechanism.    The 
igh  endoplasmic  reticulum  was  generally  unchanged  in  paren- 
ymal  cells.    Several  irregular  dense  bodies  of  variable  size 
re  seen,  consisting  of  globules  of  lipid,  bits  of  membrane, 
ered  mitochondria  and  dilated  cistemae  of  endoplasmic  re- 
iilum.   These  were  regions  of  focal  cytoplasmic  degradation 
lipofuscin  bodies  related  to  liposome  formation.    An  unde- 
mined  number  of  elongated,  sometimes  spherical  mitochondria 
every  section  studied  contained  paracrystalline  striations. 
:tioned  longitudinally  and  transversely,  the  striations  were 
;erved  to  be  tubular  rods  about  100  A  in  diameter,  separated 
100-150  A  intervals.    Alterations  in  Kupffer  cells  included 
reased  prominence  of  cytoplasm,  decreased  width  of  sinusoidal 
lens,  and  rarely,  sinusoidal  lining  cells  showing  vacuolization 
disruption  of  mitochondria,  vesiculation  of  cisternae  and 
;  of  membrane  integrity,  indicative  of  cellular  necrosis. 

FUNCTIONAL  AND  MORPHOLOGICAL  LIVER 
CHANGES  IN  WOMEN  TAKING  ORAL  CON- 
VCEPTIVES.    A  CLINICAL  AND  ULTRASTRUCTURAL 
JDY  WITH  SPECUL  REFERENCE  TO  THE  OCCURRENCE 
CHOLESTASIS.    (E.)    Pihl,  E.  (Inst.  Path.,  U.  Umea, 
den),  O.  Rais  and  E.  Zeuchner.  Acta  Chir  Scand  134(8): 
-650,  1968. 

roup  of  16  women  (18-39  yr  old;  11  subsequently  operated 
'or  choleUthiasis,  4  with  acute  abdomen,  and  1  with  tbrom- 
s)  taking  Anovlar  (norethisterone  acetate  4  mg,  ethinyl- 
idiol  0.05  mg/piU),  Conluten  (norethisterone  2  mg,  mestranol 
mg/piU)  or  Linorai  (ethinylestradiol  10  mg/pill)  for  6  weeks- 
was  compared  with  an  unselected  group  of  1 2  patients 
women,  1  man,  21-64  yr  old)  operated  on  for  cholelithiasis. 
Angiography  revealed  patent  biliary  ducts  in  aU  patients. 
it  and  electron  microscopic  studies  of  liver  biopsies  (taken 
peration  or  percutaneously)  revealed  polymorphism  and 
talline  structures  within  the  mitochondria  in  both  groups, 
)ugh  they  were  more  prominent  in  the  contraceptive  group. 
1  groups  had  similar  intracellular  bile  casts  and  changes  in 
canaliculi.    Significant  elevations  of  serum  bilirubin,  SCOT, 
I,  and  SGPT/SGOT  ratios  were  found  in  the  contraceptive 
p  as  compared  to  the  control  group.    Sulfobromophthalein 
(performed  only  in  the  contraceptive  group)  were  abnormally 
fted  in  8  patients  (6  with  cholelithiasis,  2  with  acute  ab- 
en).   It  is  concluded  that  contraceptive  steroids  may  have 
a  primary  hepatocellular  and  a  secondary  hepatocanalicular 
;  effect. 
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2  patients  had  serum  bilirubin  levels  of  8.5  mg%  or  lower  and 
elevated  aldolase  and  alanine-aminotransferase  levels.    The  weight 
of  the  liver  was  30-40%  below  normal.    Except  for  2  patients 
with  acute  massive  necrosis  of  the  hepatic  parenchyma,  all 
children  with  the  acute  form  of  toxic  dystrophy  of  the  liver 
had  focalized  necrosis,  resorption  of  the  necrosing  hepatic  epi- 
thelium, collapsed  stroma,  pronounced  capillary  plethora,  and 
infiltrates  of  lymphocytes  and  histiocytes.    Signs  of  regeneration 
were  seen  in  2  cases.    AU  patients  with  the  acute  form  had 
marked  CNS  changes  and  hemorrhages  into  almost  all  of  the 
visceral  organs.   The  subacute  form  developed  7-8  days  before 
jaundice  appeared.   Two  types  of  courses  were  seen:    graduaUy 
progressive  and  phasic.    In  the  subacute  form  the  patients  had 
a  more  pronounced  hemorrhagic  syndrome,  higher  serum  bili- 
rubin levels  (10-18  mg%),  lower  fevers,  and  shorter  comas.    A 
great  variety  of  liver  changes  are  found  in  children  with  subacute 
toxic  dystrophy  of  the  liver. 

776  THE  EFFECT  OF  HETEROIMMUNE  ANTI- 

HEPATIC  SERUM  ON  NORMAL  DEVELOPMENT 
IN  THE  RAT  LIVER.   (Rus.)    Babaieva,  A.  G.  (Inst.  Exp.  Biol., 
Acad.  Med.  Sci.  USSR,  Moscow)  and  N.  I.  Kuznetsova.   Pat 
FiziolEksp  Ter  12(6):62-64,  1968. 

Anti-rat-liver  serum  from  rabbits,  with  a  titer  of  1:640  in  the 
complement  fixation  test,  was  diluted  1:10,  1:50,  1:250,  and 
1:1250  with  physiological  saline  and  injected  into  rats  of  dif- 
ferent ages  (70-400  g  in  weight)  for  6  consecutive  days  at  a 
dose  of  0.6  ml/kg  body  weight/day.    On  the  7th  day  the  rats 
were  sacrificed  and  their  viscera  weighed,  and  mitotic  activity 
in  the  liver  was  studied.    At  a  dilution  of  1:50,  antihepatic 
serum  produced  a  35%  increase  in  the  weight  of  the  liver  in 
young  rats  and  a  17%  reduction  in  older  animals  compared  to 
controls.    The  average  increase  in  liver  weight  produced  by  other 
dilutions  of  the  serum  was  only  10%  in  young  rats.    The  same 
titers  of  anti-rat-brain  serum  had  no  effect  on  the  weight  of 
rat  livers.   Antihepatic  serum  had  no  effect  on  mitotic  activity 
in  the  Uvers  of  young  rats,  but  significantly  inhibited  mitosis 
in  older  animals.    It  is  suggested  that  the  effects  of  antihepatic 
serum  on  older  rats  may  be  due  to  their  own  high  titers  of  anti- 
hepatic antibodies  and  to  the  relatively  larger  doses  they  re- 
ceived if  doses  are  calculated  on  the  basis  of  liver,  rather  than 
body,  weight. 
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TOXIC  DYSTROPHY  OF  THE  LIVER  IN 
YOUNG  CHILDREN.    (Rus.j    Nisevich,  N.  I. 
.  Pirogov  2nd  Moscow  Med.  Inst.,  USSR),  A.  M.  Spasibko 
^.  A.  Shalevich.   Pediatriia  (Moskva)  47(11):  3-9,  1968. 
clinical  course  and  autopsy  findings  are  analyzed  for  27 
ren,  under  2  yr  old,  with  toxic  dystrophy  of  the  liver. 
:ourse  was  acute  in  7,  subacute  in  19,  and  fubninating  in 
Id  who  had  a  history  of  bronchial  asthma  and  pneumonia, 
f  the  children  had  serum  hepatitis  and  no  history  of  any 
'Ct  with  infectious  hepatitis  patients.   The  acute  form 
oped  1-3  days  before  jaundice  appeared  and  was  charac- 
'<!  by  a  coma  lasting  2-3  days  and  ending  fatally.    All  but 


INVESTIGATIONS  ON  THE  EFFECT  OF  AN 
ORAL  CONTRACEPTIVE  AND  ITS  COMPO- 
NENTS ON  LIVER  FUNCTION,  SERUM  PROTEINS,  COPPER, 
COERULOPLASMIN  AND  7-GLUTAMYL  PEPTIDASE  IN 
POSTMENOPAUSAL  WOMEN.    (E.)    Adlercreutz,  H.  (Dept. 
Clin.  Chem.,  U.  Helsinki,  Finland),  A.  Eisalo,  A.  Heino,  T. 
Luukkainen,  I.  Penttila  and  H.  Saukkonen.   Scand  J  Gastroent 
3(3):273-284,  1968. 

Following  administration  of  0.15  mg  of  mestranol  and  5  mg  of 
lynestrenol  (Lyndiol)  daily  for  2  weeks  to  16  postmenopausal 
women  (61-89  yr  old),  significant  increases  in  serum  trans- 
aminases, copper,  nonceruloplasmin  copper,  ceruloplasmin,  7- 
glutamyl  peptidase  and  tti-globulins  were  noted.   When  treat- 
ment with  0.15  mg  of  the  estrogen  (mestranol)  was  continued 
for  another  2  weeks,  a  significant  decrease  in  serum  albumin 
and  7-glutamylpeptidase  was  noted  as  compared  with  the  pre- 
treatment  level  and  the  total  copper,  ceruloplasmin,  and  aj- 
globulin  levels  continued  to  increase.   When,  in  another  com- 
parable group  of  15  subjects,  the  mestranol  and  lynestrenol 


Wmi^ 


98 


LIVER  AND  BILIARY  TRACT 

treatment  was  foUowed  by  treatment  with  5  mg  of  the  proges. 
togen  (lynestrenol)  for  2  weeks,  the  serum  albumin  did  not  de- 
crease and  the  copper,  ceruloplasmin,  ai-globulins,  and  7-glut- 
amyl  peptidase  values  remained  unchanged.    It  is  concluded 
that  the  decrease  in  serum  albumin  and  increases  in  ai-globuhns, 
total  copper,  nonceruloplasmin  copper  and  ceruloplasmm  are  due 
to  the  estrogen  component  of  the  contraceptive  pill,  and  that 
the  progestogen  component  is  the  primary  cause  of  the  mcrease 
in  serum  enzymes.    Copper  estimation  seems  to  be  a  good  tool 
for  the  in  vivo  evaluation  of  steroid  estrogenicity. 

778  CLINICAL  AND  HISTOLOGICAL  STUDY  OF 

18  CASES  OF  JAUNDICE  ASSOCIATED  WITH 
THE  USE  OF  CONTRACEPTIVE  STEROIDS.   (Sp.)    Amenabar, 
E  (J   J  Aguirre  Hosp.,  Santiago,  Chile),  J.  P.  Dominguez  and 
J.'  M.'  Orellana.   Rev  Med  Chile  96(6):404^07,  1968. 
Jaundice  developed  in  18  women,  aged  23-35  yr,  who  had  been 
taking  daily  doses  of  4  mg  norethynodrel  or  5  mg  lynestrenol 
as  progestogens  and  0.05  mg  ethynylestradiol  o^  Of  -"^  "J^^" 
tranol  as  estrogens.   Eight  of  the  16  patients  who  had  been 
pregnant  had  histories  of  pruritus  and  jaundice  during  some  or 
la  of  their  pregnancies.    Jaundice  developed  in  the  first  cycle 
of  therapy  in  9  women,  but  as  late  as  the  twelfth  cycle  m  1 
case.    In  11  cases  jaundice  persisted  for  2-3  months.    It  was 
never  associated  with  hepatomegaly.   The  total  and  duect  bili- 
rubin were  elevated  in  all  cases.    SCOT  activities  ranged  from 
51-250  U  in  the  17  cases  in  which  they  were  determined  and 
SGFT  activities  were  elevated  in  12  of  17  cases.   The  floccula- 
tion  test  was  negative  in  16  of  18  cases.   Prothiombm  levels 
were  normal  in  aU  18.    Alkaline  phosphatase  activities  were 
elevated  in  16  of  18  cases.    Needle  biopsies  of  the  liver  showed 
cholestasis,  predominantly  in  the  central  lobe  in  all    8  cases 
intraceUular  pigment  in  15  cases;  swelling  of  Kupffer  s  ceUs  m 
18  cases;  necrotic  ceUs  in  16  cases,  -thCouncd^ans  bodies 
in  2-  and  the  presence  of  inflammatory  mfiltration  of  the 
trabeculae  in  aU  cases,  with  smaU  nodules  m  8. 


779       LIVER  CHANGES  PRODUCED  BY  EXPOSURE 

TO  DDT  (CUNICAL  OBSERVATIONS  AND 
AUTOPSY  STUDIES).   (Rus.)    Krasniuk,  le.  P.  (Inst.  Occup. 
Hvp  Di.«    Kiev  USSR),  le.  I.  Makovskaia,  M.  B.  Rappoport 
anlv  M.S;amonchi.   Gi^  Tr  Prof  Zatol  12(12):20-22,  1968. 
Since  the  incidence  of  Uver  and  biliary  tract  disease  was  higher 
among  workers  in  a  DDT  plant  than  among  a  control  group, 
and  was  proportional  to  the  length  of  service,  Uver  function 
tests  were  run  on  100  of  these  workers.    Urinary  excretion  of 
hippuric  acid  after  sodium  benzoate  loading  was  impaired  in 
58  of  the  80  studied.    Results  of  galactose  loading  tests  were 
abnormal  in  69  cases,  and  liver  protein  synthesis  was  impaired 
in  more  than  half  of  those  studied.    In  62  of  these  100  workers 
urinary  urobilin  levels  were  elevated,  but  blood  bilirubin  levels 
remained  normal.    Rose  Bengal  excretion  was  delayed  in  more 
than  33%  of  those  studied.   The  resuUs  of  these  tests  were 
particularly  abnormal  in  workers  with  clinical  symptoms  of 
hepatitis.   The  hepatotoxicity  of  DDT  was  confirmed  by  mor- 
phological and  histochemical  changes  seen  in  experimental  acute 
poisoning  (animal  or  animals  unspecified).   Treatment  included 
glucose-insulin  therapy  combined  with  polyvitamins,  Upotropic 
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agents  duodenal  catheterization,  liver  diathermy,  and  a  diet 
rfch  in  cheese  and  low  in  cholesterol.    Improvement  in  bver 
function  was  noted  in  all  workers  except  those  with  toxic  hepa- 
titis or  hepatocholecystitis  who  had  to  be  transferred  to  other 
work  for  6-12  months. 

780  LIVER  DAMAGE  DUE  TO  DRUGS.    (Sp.) 

TrevifTo  GarcC  Manzo,  N.  (Natl.  Med.  Ctr.,  Mex- 
ican Inst.  Soc.  Security,  Mexico  City).  Prensa  Med  Mex 
33(9/10):303-311,  1968. 

781  HEPATOTOXICITY  OF  CYTOSTATIC  DRUGS 

EVALUATED  BY  LIVER  FUNCTION  TESTS 
AND  APPEARANCE  OF  JAUNDICE.   (E.)    Robert,  J.  (Qr. 
Tumors,  U.  Brussels,  Belgium),  P.  Barbier,  J.  Manaster  and 
E  Jacobs.  Digestion  1(4):  229-232,  1968. 


782  SEQUENTIAL  MORPHOLOGIC  CHANGES  IN 

AFLATOXIN  Bi  CARCINOGENESIS  IN  THE 
RAT.    (E.)    Newberne,  P.  M.  (Massachusetts  Inst.  TechnoL, 
Cambridge)  and  G.  N.  Wogan.   Cancer  Res  28(4):770-781, 
1968. 


783  INJURIES  TO  THE  HEPATIC  ARTERY  DURING 

SURGERY.   (Ger.)    Akovbiantz,  A.  (Surg.  Clin.      ' 
A.  U.  Zurich,  Switzerland),  B.  Messmer,  M.  Cadalbert  and  W. 
Wirth.  Bull  Soc  Int  Chir  27(4):  324-333,  1968. 


784  EFFECT  OF  ANTIFERTILITY  AGENTS  ON 

LIVER  AND  METABOLIC  DISEASES.    (E.) 
Borell,  U.  Int  J  Fertil  13(4):  314-320,  1968. 

785  PATHOHISTOLOGICAL  STUDY  OF  THE 

MOUSE  LIVER  FOLLOWING  INTRAPERFTONE! 
ADMINISTRATION  OF  VARIOUS  AMINES.  (Jap.)  Nakamui 
Y.  (Fac.  Med.,  Hirosaki  U.,  Japan).  Hirosaki  Med  J  20(1):  160- 
175,  1968. 

786  VARUTIONS  IN  THE  CELL  CYCLE  DURING 
AZO  DYE  HEPATOCARCINOGENESIS.   (E.) 

Simard,  A.  (Inst.  Cancer,  Montreal,  P.Q.,  Canada),  G.  Cousinea 
and  R.  Daoust.   J  Nat  Cancer  Inst  41(6):1257-1263,  1968. 

787  THE  EFFECT  OF  HALOTHANE  IN  THE  RAT 
WITH  EXPERIMENTAL  OBSTRUCTIVE 

JAUNDICE.   (E.)    Pinter,  A.  (Med.  Sch.,  U.  Pecs,  Hungary) 
and  M.  Tekeres.   Acta  Physiol  Acad  Sci  Hung  34(1/2):  117-121 
1968. 


788  THE  EFFECT  OF  HYPOTHERMIA  ON  THIO- 

ACETAMIDE-INDUCED  HEPATIC  DAMAGE. 

(E)    Mohii,  Z.  (Med.  Sch.,  U.  Pecs,  Hungary)  and  F.  Varga. 
Acta  Physiol  Acad  Sci  Hung  34(l/2):95-101,  1968. 
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19  EFFECT  OF  GROWTH  HORMONE  ON  HEPATIC 

CARCINOGENESIS  AND  QRRHOSIS  IN  AxC 
\TS  GIVEN  N-2  FLUORENYLDIACETAMIDE.    (E )    Reuber 
D.  (Natl.  Cancer  Inst.,  NIH,  Bethesda,  Md.).    Cancer  Res        ' 
(11):2177-2179,  1968.  cancer  Kes 


RENAL  AND  HEPATIC  INJURY  ASSOCIATED 
WITH  METHOXYFLURANE  ANESTHESIA. 


Hepatic  Injury 


(E.)  Elkington,  S.  G.  (Yale  U.  Sch.  Med.,  New  Haven,  Conn.), 
J.  A.  Goffinet  and  H.  O.  Conn.  Ann  Intern  Med  69(6):  1 229-' 
1236,  1968. 

791  THE  EFFECT  OF  HALOTHANE  ON  LIVER 

DETOXIFICATION  PROCESSES.   (E.)    Bombeck, 
C.  T.  (U.  Illinois,  Chicago),  T.  Aoki,  E.  A.  Smuckler  and  L.  M. 
Nyhus.   Bull  Socint  Chir  27(4):259-267,  1968. 


See  also:    113,117,118,121,146,158,159,172 
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792  AN  EVALUATION  OF  REST  AND  LOW-FAT 

DIETS  IN  THE  MANAGEMENT  OF  ACUTE 
INFECTIOUS  HEPATITIS.   (E.)    SUverberg,  M.  (Bronx- 
Lebanon  Hosp.  Ctr.,  Bronx,  N.  Y.),  B.  Whenett,  E.  Worden 
and  P.  Z.  Neumann.   J  Pediat  74(2):260-264,  1969. 
Of  93  chUdren  admitted  with  acute  infectious  hepatitis,  49 
were  placed  on  a  low-fat  diet  (1  g/kg  body  weight)  and  44  were 
permitted  ad  libitum  fat  intake  (average  2.3  g/kg  body  weight). 
Average  daUy  caloric  intake  was  1280  calories  on  the  low-fat 
diet  and  1800  calories  on  the  ad  libitum  diet.   The  average  hos- 
pital stay  was  1  month,  and  patients  were  evaluated  m  the 
clinic  4  and  12  months  after  the  onset  of  their  illness.   Among 
32  children  with  infectious  hepatitis  seen  in  the  outpatient 
clinic  and  not  hospitalized,  successive  patients  were  alternately 
advised  to  observe  either  bed  rest  for  2  weeks  or  free  activity 
as  tolerated.    After  2  weeks,  patients  on  bed  rest  were  also 
permitted  ad  libitum  activity.    No  dietary  restrictions  were 
recommended  in  this  study,  and  patients  were  evaluated  1,4, 
and  12  months  after  the  onset  of  their  illness.    ChUdren  m  both 
paired  studies  were  comparable  in  age,  sex,  clinical  severity  of 
the  disease,  and  medical  history.   The  convalescence  of  the  2 
groups  on  the  different  dietary  and  activity  regimens  was 
identical  as  judged  by  serial  SCOT  determinations  and  clinical 
evaluations.   It  is  recommended  that  chUdren  be  permitted 
ad  libitum  activity  with  supervision  during  the  acute  stages  of 
infectious  hepatitis,  and  that  they  be  given  a  nutritious,  fat-as- 
tolerated  diet  foUowing  the  initial  period  of  anorexia. 


793  AUSTRALIA  ANTIGEN  AND  ACUTE  VIRAL 

HEPATITIS.   (E.)    London,  W.  T.  (Inst.  Cancer 
Res  ,  Fox  Chase,  Philadelphia,  Pa.),  A.  I.  Sutnick  and  B.  S. 
Blur^berg.  Ann  Intern  Med  70(l):55-59,  1969. 
The  Australia  antigen  (Au  (1))  was  found  in  the  sera  of  20% 
of  125  patients  with  acute  viral  hepatitis  and  was  absent  from 
the  sera  of  138  patients  with  other  Uver  diseases  (cirrhosis,  m- 
fectious  mononucleosis,  hepatoma).   There  was  no  significant 
difference  in  the  distribution  of  the  antigen  among  males  and 
females,  the  antigen  was  not  found  in  any  patient  less  than  19 
yr  old.   With  2  exceptions,  it  was  present  in  the  sera  for  short 
intervals  (days  to  weeks).   The  characteristics  of  Au  (1)  in 
patients  with  hepatitis  differ  from  those  in  other  groups  where 
Au  (1)  is  present  in  high  frequency  (Down's  syndrome,  leu- 
kemia lepromatous  leprosy,  and  tropical  populations),  in  which 
persistence  of  the  antigen,  a  higher  frequency  in  males  than 
females,  and  a  higher  frequency  in  the  first  2  decades  of  life 
are  consistent  findings.    Host  factors  related  to  immunologic 
competence  may  be  responsible  for  these  differences.   The  data 
indicate  that  Au  (1)  is  not  a  nonspecific  manifestation  of  liver 
dam^^e. 

794  INFECTIOUS  HEPATITIS  IN  MEMPHIS-SHELBY 

COUNTY,  TENNESSEE  1952-1967.    (E.) 
Rendtorff,  R.  C.  (U.  Tennessee  CoU.  Med.,  Memphis),  M. 
Kashgarian  and  E.  W.  Fowinkle.   /  Tenn  Med  Ass  62(2):  130- 
134,  1969. 

During  a  16-yr  period  (1952-1967),  2058  cases  of  infectious 
hepatitis  were  reported  in  the  Memphis-Shelby  area,  consistmg 
of  565  whUe  males,  536  whUe  females,  309  Negro  males,  and 
229  Negro  females  (corresponding  to  rates  of  22,  20,  22,  and 
15/100,000  population,  resp.).    Two  major  epidemics  occurred 


during  this  period,  the  1st  during  1953-1954  and  the  2nd  (and    i 
larger)  during  1960-1962.   The  2nd  epidemic  affected  chiefly 
the  5-29-yr-old  group  with  little  contribution  from  the  0-4  and 
the  50-and-over  age  groups.    Since  this  epidemic,  there  has  been 
a  relatively  higher  endemic  rate  than  prior  to  the  outbreak.    A 
seasonal  variation  was  noted  wtth  a  low  during  June  and  July, 
a  constant  rate  from  August  to  February,  and  a  high  rate  from 
March  through  May.   Comparison  of  the  Memphis  area's  exper- 
ience with  the  national  and  regional  experience  (data  from  the 
National  Communicable  Disease  Center)  substantiates  that  2 
major  epidemics  occurred  with  peaks  in  1953-1954  and  1960- 
1962,  and  that  a  relatively  higher  endemic  rate  has  existed 
since  the  last  outbreak.    It  is  suggested  that  the  expected  epi- 
demic wave  for  1969-1970  may  be  relatively  minor  due  to  a 
high  degree  of  immunity  in  the  population  as  a  whole  estab-      , 
Ushed  by  this  current  high  level  of  endemic  disease. 

795  TRANSFUSION  HEPATITIS:    USE  OF 

STATISTICAL  DECISION  THEORY.    (E.) 

Polissar,  J.  (Clin.  Qr.,  NIH,  Bethesda,  Md.).    Transfusion  9(1): 
9-22,  1969. 

Statistical  decision  theory  can  be  used  to  extract  maximum  in- 
formation from  instances  of  known  transfusion  hepatitis  in 
order  to  produce  estimates  of  canier  probabUity  in  indwidual 
donors.   The  appUcation  of  Bayes'  Theorem  to  the  estunation 
of  the  probabUity  that  a  given  donor  is  a  hepatitis  carrier  is 
proposed  and  a  critical  cut-off  level  is  described  above  which 
prospective  donors  should  be  rejected.    Various  factors  in  hepa- 
titis epidemiology  which  complicate  the  use  of  this  method  are 
discussed.   The  benefits  that  could  derive  from  the  implementa 
tion  of  statistical  decision  theory  include  a  uniform  quaUty  of 
blood  (since  all  blood  banks  could  use  the  same  donor  exclusic 
standards),  maintainence  of  a  central  record  keeping  facUity, 
more  reliable  hepatitis  reporting,  increased  avaUabUity  of  data 
about  hepatitis  epidemiology,  and  use  of  Bayes'  Theorem  to 
update  the  donor  carrier  proabUity  results  of  an  imperfect  lab- 
oratory test  for  hepatitis  carrier  detection. 


796  AGE-RELATED  VARIATIONS  IN  VIRAL 

HEPATITIS.   (Hun.)    Csonka,  S.  (Distr.  Council 
Hosp.,  Marcal,  Hungary).   Orv  Hetil  109(42):2306-2308, 
1968.  ' 


797 


VIRAL  HEPATITIS  FOLLOWING  BLOOD 
TRANSFUSIONS.   (Sp.)    Beker  G.  S.  (U  Hosp., 

Caracas.  Venezuela),  J.  Valencia-Parparcen  and  M.  de  Gonz^e, 

Prensa  Med  Argent  55(27):1286-1287,  1968. 

798  THE  SIGNIFICANCE  OF  CHOLESTASIS  FOR 
THE  TREATMENT  AND  PROGNOSIS  OF 

INFECTIOUS  HEPATITIS.   (Ger.)    Semmler,  H.  (Distr  Hosp 
Potsdam,  Germany)  and  W.  Mittmann.  Deutsch  Gesundh 
23(45):2127-2130,  1968. 

799  NIALAMIDE  IN  THE  TREATMENT  OF  VI^L 
HEPATITIS  IN  CHILDREN:  COMPARATIVE 

STUDY  OF  25  CASES.   (Sp.)    ^^^'^^^  ^i' ,^J^.^;„'it ' '''' 
U.,  Bogota,  Colombia).  Pediatria  (Bogota)  10(2).173-1»1, 

1968. 
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00  NEUTRALIZING  ANTIBODIES  TO  ADENO- 

VIRUS IN  INFECTIOUS  HEPATITIS.    (E.j 

Llwen,  J.  (London  Sch.  Hyg.  Trop.  Med.,  England)  and  F 
ulton.   /  Trop  Med  Hyg  71(10):247-251,  1968. 

Dl  THE  COURSE  AND  LONG-TERM  PROGNOSIS 

OF  POSTHEPATITIC  PATHOLOGY.    (Bui.) 
toianova-Antova,  Z.  (Distr.  Hosp.,  Plovdiv,  Bulgaria),  I. 
sonchevand  N.  Ruseva.   Suvr  Med  19(9):723-728,  1968. 

)2  CARDIAC  LESIONS  IN  VIRAL  HEPATITIS. 

(Fr.)    Marinesco,  G.  (Infect.  Dis.  Hosp.,  Bucharest 
omania),  M.  Radulesco  and  L  Dumitresco.  Bull  Acad  Nat 
ed  152(24/25):406-413,  1968. 

'3  BEHAVIOR  OF  THE  RIVANOL  (ETHACRIDINE) 

FRACTIONS  OF  THE  ALANINE  AND  ASPARTIC 
:iD  TRANSAMINASES  IN  VIRAL  HEPATITIS.    (PoLj 
ymanska,  H.  (2nd  Clin.  Intern.  Dis.,  Szczecin,  Poland),  H. 
irsiewicz  and  Z.  Nenycz-Grabcowa.   Przegl  Lek  24(10)':753- 
5,  1968. 

4  IMMUNITY  IN  VIRAL  HEPATITIS  EVALUATED 
ON  THE  BASIS  OF  EPIDEMIOLOGICAL 

HTERL\.   (Rum.)    Constantinescu,  N.  (Inst.  Hyg.,  lasi, 
mania),  I.  Buzdugan,  O.  Zavate  and  I.  Manta.   Stud  Cercet 
'ramicrobiol  19(5):  347-353,  1968. 

5  GLUCOSE-6-PHOSPHATE  DEHYDROGENASE 
DEFIQENCY,  INFECTIOUS  HEPATITIS,  ACUTE 

MOLYSIS,  AND  RENAL  FAILURE.    (E.)    Phillips   S   M 
Pennsylvania  Hosp.,  Philadelphia)  and  N.  P.  Silvers    Ann 
ernMed  70(1):99-104,  1969. 

•  NON-PRODUCTION  OF  INTERFERING  SUB- 

STANCES BY  SERUM  FROM  PATIENTS  WITH 
'ECTIOUSHEPATFTIS.   (E.)   Taylor,  P.  E.  (London  Sch 
;.  Trop.  Med.,  England)  and  A.  J.  Zuckerman.   J  Med 
robiol  1(2):217-219,  1968. 

ERRORS  IN  THE  DIAGNOSIS  OF  INFECTIOUS 
HEPATITIS.   (Rus.)    Matiashin,  I.  M.  (Donetsk 
I.  Inst.,  USSR)  and  L.  S.  Bondarev.   Klin  Khir  (Kiev)  (ID- 
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VIRAL  HEPATITIS  AND  HEPATIC  COMA. 

(Ser.)    Bobinac,  E.  (Med.  Qr.,  Doboj,  Yugoslavia) 
Lijecn  Vjesn  90(6):527-534,  1968. 

809  INFECTIOUS  HEPATITIS  ASSOQATED  WITH 
MALIGNANT  TUMORS  AND  SYSTEMIC  DIS- 
EASES.  (Fr.)    Gavrila,  I.  (Qin.  Infect.  Dis.,  Cluj,  Romania), 
N.  Opreanu  and  R.  Ardeleanu.   J  Med  Montpellier  3(5)- 224-' 
228,  1968. 

810  HEPATFTIS  AS  A  WORLD  PROBLEM.    (E.) 
Mosley,  J   W.  (Commun.  Dis.  Ctr.,  U.S.  Dept. 

HEW,  Atlanta,  Ga.)  and  M.  A.  Kendrick.   Bull  NY  Acad  Med 
45(2):143-163,  1969. 

811  THE  NATURAL  HISTORY  OF  HEPATITIS. 
(E.)    McCoUum,  R.  W.  (Yale  U.  Sch.  Med., 

New  Haven,  Conn.).   Bull  NY  Acad  Med  45(2):127-137,  1969. 

812  INFECTIOUS  HEPATITIS  IN  MILITARY  POP- 
ULATIONS:   PROBLEMS  ENCOUNTERED  WITH 

GAMMA  GLOBULIN  PROPHYLAXIS.  (E.)  Conrad,  M.  E. 
(Walter  Reed  Army  Inst.  Res.,  Washington,  D.  C).  Bull  NY 
Acad  Med  45(2):  167-180,  1969. 

813  GAMMA  GLOBULIN  PROPHYLAXIS.    (E.) 
Krugman,  S.  (New  York  U.  Sch.  Med    N   Y ) 

Bull  NY  Acad  Med  A5{2y.n\-\m,  1969. 

814  THE  TREATMENT  OF  HEPATITIS.    (E ) 

Sherlock,  S.  (U.  London,  England).   Bull  NY  Acad 
Vl/ec?  45(2):  189-200,  1969.  uu  isi  Acaa 

815  DISCUSSION  OF  THE  PAPER  BY  SHEILA 
SHERLOCK:    "THE  TREATMENT  OF  HEPA- 
TITIS".  (E.)    Eisenmenger,  W.  (CorneU  U.  Med.  Coll.,  New 
York,  N.  Y.).   Bull  NY  Acad  Med  45(2):201-210,  1969. 

816  HEPATITIS  AND  LEUKEMIA:    THEIR  RELA- 
TION TO  AUSTRALLV  ANTIGEN.    (El 

Blumberg,  B.  S.  (Inst.  Cancer  Res.,  Philadelphia,  Pa )  A  I 

158ri9^8.  ^'  '"'  '""'°"-   ^"^'^^^^^^-'^  44(12):1566- 
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817  PRIMARY  BILIARY  CIRRHOSIS:  IMMUNO 

GLOBULINS  IN  SURGICAL  APPRAISAL.    (E.) 
Block,  M.  A.  (Henry  Ford  Hosp.,  Detroit,  Mich.),  G.  A.  Lo- 
Grippo  and  T.  A.  Fox  Jr.  Amer  J  Surg  117(l):69-77,  1969. 
Determination  of  serum  immunoglobulins  by  micro-double  dif- 
fusion on  an  agar  slide  revealed  elevated  IgG,  IgM,  and  IgA 
levels  in  4  women  (32-61  yr  old)  with  primary  biliary  cirrhosis. 
The  case  histories  of  these  patients  are  presented.    Although 
serum  immunoglobulins  may  be  elevated  in  other  chrome  m- 
trahepatic  diseases  and  elevations  are  not  specific  for  distmguish- 
ing  between  intrahepatic  disease  and  extrahepatic  biliary  tract 
obstruction,  persistent  elevation  of  serum  immunoglobuUns  can 
aid  in  diagnosing  primary  biliary  cinhosis,  even  if  cholelithiasis, 
is  also  present.    As  demonstrated  in  these  4  patients,  corti- 
costeroid therapy  usually  produces  a  reduction  in  the  serum 
immunoglobulin  level  but  does  not  significantly  change  the 
course  of  the  underlying  disease.    A  review  of  the  histories  of 
21  women  (including  the  above  4)  and  1  man  with  primary 
biliary  cinhosis  diagnosed  during  a  15-yr  period  showed  that 
10  had  associated  cholelithiasis,  which  confused  the  diagnosis 
and  treatment  of  the  intrahepatic  disease.   Cholecystectomy 
was  performed  in  9,  but  7  of  these  died  of  progressive  hepatic 
disease  within  8  yr  and  the  other  2  had  persistent  jaundice.    Of 
the  whole  22,  18  died  within  2-21  (average  6)  yr  after  diagnosis, 
including  15  of  liver  failure  and  3  of  hemorrhagic  esophageal 
varices.   Although  cholecystectomy  is  justified  in  these  patients, 
it  does  not  halt  the  progress  of  the  intrahepatic  disease  or  pre- 
vent death. 

818  TOTAL  BODY  COMPOSITION  IN  CIRRHOTIC 

PATIENTS  WITH  METABOLIC  ALKALOSIS, 
HYPOKALEMIA,  HYPERAMMONIEMIA,  AND  PORTACAVAL 
SHUNT.   (E.)    Kukral,  J.  C.  (U.  Illinois  Coll.  Med.,  Chicago), 
J.  M.  Brandly,  B.  A.  Fritsch,  N.  Stefanovic,  and  G.  C.  Henegar. 
Amer  J  Surg  117(l):85-90,  1969. 

In  a  study  of  the  role  of  hypokalemic  alkalosis  in  hepatic  coma, 
determinations  of  serum  electrolytes,  blood  pH,  ammoma,  and 
C02  were  made  in  112  cirrhotic  patients.   Alkalosis  was  present 
in  25%.   The  total  body  water  level  and  sodium  space  were 
significantly  elevated  and  the  potassium  space  was  depressed 
in  10  cinhotic  patients  with  alkalosis.    Replacement  of  potassium 
reversed  the  alkalosis  and  the  associated  coma.   Portacaval 
shunts  had  no  beneficial  effect  on  the  abnormaUties  m  total 
body  composition  found  in  these  patients. 

819  EFFECT  OF  PREDNISONE  ON  THE  SUR- 

VIVAL OF  PATIENTS  WITH  CIRRHOSIS  OF 
THE  LIVER.   (E.)    Tygstrup,  N.  (State  Hosp.,  Copenhagen, 
Denmark),  S.  B.  Andersen,  T.  Balslev,  M.  Bjorneboe,  V.  Faber, 
S  Giorup,  B.  Harvald,  K.  Iversen,  O.  lessen,  E.  Juhl,  H.  E. 
Jorgensen,  A.  R.  Krogsgaard,  K.  Nielsen,  S.  A.  Norregaard, 
T  S  Olsen,  H.  Poulsen,  F.  Quaade,  L.  Ranek,  F.  Raaschou, 
K.  Schmith  and  P.  Winkel.   Lancet  1(7586):119-121,  1969. 
The  survival  of  169  randomized,  prednisone-treated  (10  mg/day 
minimum  dose)  cirrhotic  patients  was  compared  with  that  of 
165  cirrhotics  not  treated  with  prednisone.   The  average  age 
(60  1  yr),  sex  distribution  (58%  males,  42%  females)  and  the 
treatment  of  fluid  retention,  coma,  bleeding,  mfection,  etc. 
were  standardized  and  parcticaUy  identical  in  the  2  groups. 


None  of  the  differences  between  the  2  groups  were  statisti- 
cally significant.   The  overaU  death-rates  were  the  same  m  the 
2  groups,  but  when  female  patients  without  ascites  were  con- 
sidered alone,  the  death-rate  of  the  prednisone-treated  patients 
was  significantly  lower.    In  patients  with  ascites,  however, 
^redSne  seemed  to  increase  the  death-rate.   Further  analyse 
of  these  data  will  provide  a  more  precise  basis  for  selectmg 
patients  with  cirrhosis  for  glucocorticoid  treatment. 

820  EFFECT  OF  A  FLAVONOID  ON  THE  CAPIL- 

LARY RESISTANCE  OF  THE  RECTAL  MUCOS 
IN  HEPATIC  CIRRHOSIS.    (E.)    ^Ud,  C.  (Med.  Fac  .  U. 
Lausanne,  Switzerland)  and  J.  Fasel.  Amer  J  Proctol  20(1). 
60-63,  1969. 

In  22  patients  with  severe  hepatic  cirrhosis  (confirmed  by  live 
function  tests  and  biopsy),  the  capillary  resistance  of  the 
rectal  mucosa  was  measured  both  prior  to  and  1  week  after 
trealent  with  0-(^hydroxyethyl)-rutosid  (HR)  g^-n  p^-* 
a  dosage  of  400  mg  3  times  daily.    Measurements  of  capillary 
resistance  were  made  by  applying  a  constant  negative  pressure 
of  1  m  H9O  through  a  Lister  proctoscope  passed  to  a  distanc 
of  10  cm  from  the  anal  verge,  and  observing  the  time  necessa 
to  produce  mucosal  petechiae.   The  mean  time  ^terval  was  8 
sec  before  treatment  and  was  11  sec  after  treatment  with  HR 
The  positive  action  of  HR  is  important  smce  capillary  fiagih 
is  one  of  the  factors  involved  in  edema  formation  and  mucos 
hemonhages  in  patients  with  severe  hepatic  insufficiency. 

THE  SOURCE  OF  ALBUMIN  IN  THE  THORA 
DUCT  LYMPH  IN  PATIENTS  WITH  PORTAL 
HYPERTENSION  AND  ASCITES.    (E.)    Boyer,  J.  L.  (bist. 
^'grad.  Med.  Educ.  Res.,  Calcutta.  Mdia),W^CMad^ey, 
A.  K  Basu  and  F.  L.  Iber.  Amer  J  Med  Sci  257(1).32^3. 
1969.  ' 

The  transfer  of  131l-labeled  albumin  from  plasma  and  ascite 
nuid  to  thoracic  duct  lymph  was  investigated  in  7  male 
patients  with  ascites  and  portal  hypertension  (5  with  c^hos 
and  2  with  extrahepatic  portal  obstruction).   Ascites  fluid 
albumin  gained  acces.  to  the  thoracic  duct  lymph  before  it 
could  be  detected  in  the  plasma.   Plasma  albumm  appeared 
thoracic  duct  lymph  more  rapidly  than  did  ascites  fluid 
albumin.    A  significantly  greater  fraction  of  the  thoracic  du 
albumin  was  derived  fiom  plasma  than  ^0^  ascites  fluid^ 
is  concluded  that  while  much  of  the  ascites  fluid  dbumm 
leaves  the  peritoneum  via  the  thoracic  duct,  it  contributes 
less  to  the  albumin  content  of  thoracic  duct  lymph  than  dc 
plasma. 


821 


822  END  TO  SIDE  VERSUS  SIDE  TO  SIDE  P0R1 

CAVAL  SHUNTS  IN  PATIENTS  WITH  HEPA 
QRRHOSIS.   (E.)    Turcotte,  J.  G.  (U.  Michigan  Med.  Ctr., 
Ann  Arbor),  V.  W.  WaUin  Jr.  and  C.  G.  ChUd  3rd.  Amer  J . 
Surg  117(1):  108-1 16,  1969.  | 

The  results  of  surgery  in  44  patiencs  who  had  side-to-side 
shunts  and  58  who  had  end-to-side  shunts  for  bleeding  van( 
secondary  to  portal  or  postnecrotic  cirrhosis  were  compare 
after  foUow-up  of  up  to  8  yr.  Patients  ranged  from  4  to  81 
yr  of  age  with  a  mean  of  49;  there  were  68  males  and  34  I' 
males.   Emergency  operations  were  performed  in  25  cases.  , 
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c,  and  degree  of  risk,  based  on  hepatic  reserve  as  determined 
clinical  and  laboratory  tests,  were  distributed  almost  evenly 
long  the  patients  receiving  end-to-side  shunts  and  those  re- 
iving side-to-side  shunts.    The  operative  mortality  was  29% 
r  the  entire  group  and  increased  with  decreasing  hepatic  re- 
ve,  it  was  slightly  higher  for  all  patients  with  end-to-side 
ints,  but  this  difference  was  significant  only  in  the  high-risk 
)up.   Patients  with  confirmed  portal  cirrhosis  had  an  opera- 
e  mortality  almost  twice  that  of  patients  with  confirmed 
stnecrotic  cirrhosis.    The  operati\'e  mortality  was  3  times  as 
;h  among  patients  undergoing  emergency  operations  as  among 
)se  who  had  elective  surgery.    The  cumulative  probability  of 
■vival  was  30%  for  the  entire  series.    When  analyzed  for  both 
c  and  type  of  shunt,  patients  with  side-to-side  shunts  had  a 
!ter  prognosis.   The  cause  of  death  was  gastrointestinal 
nonhage  in  35%  and  hepatic  coma  in  27%  of  the  operative 
iths.    Liver  failure  accounted  for  50%  of  the  late  deaths, 
ronic  encephalopathy  developed  in  14  patients,  9  of  whom 
1  side-to-side  shunts.   The  incidence  of  other  postoperative 
jiplications  was  about  equal  in  both  groups.    These  findings 
iicate  that  the  side-to-side  portacaval  shunt  should  be  preferred 
the  poor-risk  patient  because  of  a  significantly  lower  opera- 
5  mortality. 

3  A  COMPUTER  BASED  INDEX  FOR  THE  PRE- 

DICTION OF  OPERATIVE  SURVIVAL  IN 
TIENTS  WITH  CIRRHOSIS  AND  PORTAL  HYPERTEN- 

)N.   (E.j    Siegel,  J.  H.  (Albert  Einstein  CoU.  Med.,  New  York, 
Y.)  and  J.  B.  Williams.  Ann  Surg  169(2):  191-201,  1969. 

£  detailed  mathematical  and  statistical  techniques  used  to 
elop  indices  of  physiologic  correlation  suitable  for  computer 
luation  of  cardiovascular  data  from  critically  ill  patients  are 
cribed.   To  develop  these  indices  (Vascular  Tone,  Effective 
ygen  Transport,  Relative  Peripheral  Shunting,  and  Ventricular 
nction),  assessment-oriented  programs  designed  for  use  with 

Programma  101  (a  relatively  inexpensive  digital  computer) 
re  employed.    The  indices,  normalized  with  respect  to  the 
an  values  for  control  patients  and  patients  in  hyperdynamic 
tic  and  nonseptic  shock,  make  it  possible  to  locate  a  given 
ient's  physiologic  status  with  respect  to  each  of  the  given 
diovascular  functions.    Based  on  the  evaluation  of  44  patients 
h  hepatic  cirrhosis  and  portal  hypertension  prior  to  proced- 
s  for  portal  decompression,  a  Survival  Index  was  quantified 
ich  relates  the  abnormalities  in  peripheral  circulation  to  the 
;1  of  myocardial  capacity.    Previous  work  has  indicated  that 

prognosis  of  portal  decompression  in  such  patients  is  worse 
he  presence  of  a  hyperdynamic  cardiovascular  state  resemb- 
;  that  in  septic  shock.    The  Survival  Index  permitted  the  pre- 
srative  division  of  cirrhotic  patients  into  3  groups  with  dif- 
int  probabilities  of  operative  survival:    >90%,  50%  and  <20%. 
:  physiologic  interpretation  of  this  index  is  broadly  that 
arrhotic  patients  an  increasing  degree  of  peripheral  arterio- 
ous  shunting  requires  increased  myocardial  capacity  in  order 
illow  survival.    Use  of  the  Survival  Index  has  permitted  better 
diction  of  operative  prognosis  than  any  other  currently  used 
ex  of  liver  function.   None  of  the  17  deaths  were  in  the 
up  of  17  patients  with  positive  Survival  Indexes,  while  9  of 
with  a  50%  chance  of  survival  and  8  of  10  with  very  low 
exes  died. 

^  CHRONIC  COLITIS  IN  THE  AETIOPATHO- 

GENESIS  OF  CIRRHOSIS  OF  THE  LIVER,    (E.) 


Kasliwal,  R.  M.  (S.  M.  S.  Med.  Coll.,  Jaipur,  India),  V.  S.  Baldwa, 
B.  M.  Sharma  and  M.  L.  Sharma.  Amer  J Proctol  19(6):405-410, 
1968. 

The  role  of  enterocolonic  infections  in  the  etiology  of  hepatic 
cirrhosis  was  investigated  in  30  patients  with  gastrointestinal 
complaints  (chronic  diarrhea,  dysentery  with  remissions  and 
exacerbations)  and  associated  cirrhosis  of  the  liver.    Patients 
were  divided  into  2  groups:    group  A  (12  patients)  had  amebiasis 
with  secondary  bacterial  infection  (£".  coli  in  10,  Klebsiella 
aeruginosa  in  2);  group  B  (18  patients)  had  colonic  infections 
but  no  amebiasis  (JE.  coli  in  1 2,  Paracolobacter  in  4,  /I  Ikaligenes 
faecalis  in  1,  and  Pseudomonas  in  1).    In  group  A,  the  titer  of 
agglutinating  antibodies  varied  from  1:4  to  1:64.    Electrophor- 
etic  studies  revealed  that  group  A  had  serum  globulin  levels  in 
the  25-45%  range  while  group  B  included  a  greater  percentage 
of  cases  with  a  higher  globulin  content  (6  cases  with  globulins 
over  45%).   Colonic  biopsies  revealed  inflammatory  changes 
varying  from  mild  (slight  erosion  of  the  lining  epithelium)  to 
marked  (aggregations  of  inflammatory  cells  in  the  intraglandular 
stroma  as  well  as  in  the  submucosa).    Liver  biopsies  revealed 
early  (focal,  scattered  cell  damage,  reticulum  condensation, 
Kupffer  cell  hyperplasia,  mononuclear  ceU  hyperplasia)  to  ad- 
vanced changes  (marked  disorganization  of  the  hepatic  archi- 
tecture with  regenerative  activity,  fibrous  tissue  infiltrated 
with  chronic  inflammatory  cells).   Group  A  patients  had  mainly 
mild  changes,  while  in  group  B  2  patients  had  advanced  and  16 
had  early  changes.    Liver  function  studies  revealed  only  slight 
derangement  in  group  A  and  moderate  to  marked  derangement 
in  group  B.    It  is  therefore  thought  that  endotoxemia  has  a 
direct  damaging  effect  on  the  hepatocytes,  liberating  hepatic 
antigen  against  which  autoantibodies  form  resulting  in  continuing 
hepatic  cellular  damage  which  eventually  progresses  to  cirrhosis 
of  the  liver. 

825  SEX  HORMONES  AND  SUSCEPTIBILITY  OF 

THE  RAT  TO  DIETARY  CIRRHOSIS.    (E.j 
Patek,  A.  J.  Jr.  (Columbia  U.  CoU.  Phys.  Surg.,  New  York, 
N.  Y.),  E.  Erenoglu,  N.  M.  O'Brian  and  R.  L.  Hirsch.   Arch  Path 
87(l):52-56,  1969. 

Ninety  Sprague-Dawley  rats  (23  males,  23  castrated  males,  21 
females,  and  23  castrated  females)  were  fed  a  cirrhosis-producing 
diet,  low  in  choline  and  protein.    Liver  biopsies  were  taken  after 
2  months  on  the  experimental  diet,  and  all  animals  were  killed 
after  4  months  when  liver  samples  were  again  taken  for  histo- 
logic study.    Male  rats  developed  the  most  severe  hepatic  changes; 
17  showed  fibrotic  changes,  and  in  9  these  were  advanced.    In 
the  castrated  male  and  intact  female  rats,  hepatic  fibrosis  was 
moderate  in  frequency  and  severity.    Minimal  hepatic  changes 
were  observed  in  castrated  females:    13  had  no  hepatic  fibrosis, 
and  only  2  showed  advanced  cirrhotic  lesions.    This  study  con- 
firms the  impression  that  male  rats  are  more  susceptible  than 
female  rats  to  dietary  cirrhosis,  and  suggests  that  female  hor- 
mones also  predispose  the  rat  to  cirrhosis,  although  less  effec- 
tively than  the  male  hormone. 

826  CHANGES  IN  THE  INTRAHEPATIC  BILE 

DUCTS  IN  COMMON  FORMS  OF  CIRRHOSIS: 
THEIR  ANATOMICAL  AND  HISTOGENETIC  SIGNIFICANCE. 

(Fr.)    CamiUeri,  J.  P.  (Fac.  Med.,  Paris,  France),  J.  Diebold  and 
T.  Caulet.   Actualites  Hepatogastroent  Hotel  Dieu  4(4): B 139- 
B152,  1968. 
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Bfliary  tracts  from  12  patients  with  septal  cirrhosis,  4  with 
postnecrotic  cirrhosis,  and  3  with  normal  livers  were  studied 
by  radiology  foUowing  injection  of  radioopaque  material,  prep- 
aration of  casts  foUowing  injection  of  plastic  (Rhodopas)  m  an 
acetone  solution,  or  injection  of  India  ink  foUowed  by  graphic 
reconstruction  of  serial  sections.    Changes  were  found  in  the 
smaUest  branches,  including  hyperplasia  of  the  small  portal 
canals,  the  appearance  of  noncommunicating  pseudotubular 
struct^es  resulting  from  the  regression  of  canals  in  the  hepatic 
trabeculae,  and  the  development  of  intrascleral  networks  com- 
municating with  the  bile  ducts  which  probably  resulted  from 
the  proliferation  of  pre-existing  ductules.   The  biUary  tree  en- 
larged greatly  along  with  the  development  of  sclerosis,  dism- 
tegration  of  the  parenchyma  into  nodules,  and  the  appearance 
of  vascular  intrascleral  networks  perfused  selectively  by  the 
hepatic  artery.   This  hyperplasia  was  associated  with  deep-seated 
dystrophic  changes  in  pre-existing  and  newly  formed  bUiary 
canals    Similar,  but  very  intense  changes  were  seen  m  post- 
necrotic cinhosis.    In  atrophic  cirrhosis  the  lesions  involved 
large  portal  canals  and  segmentary  canals. 

827  SUPRADIAPHRAGMATIC  TRANSPOSITION 

OF  THE  SPLEEN  IN  PORTAL  HYPERTENSION. 

IE )    McClelland,  R.  N.  (U.  Texas  Southwest.  Med.  Sch., 
Dallas)  and  F.  A.  Bashour.  Arch  Surg  98(2):  175-179,  1969. 
The  effect  of  supradiaphragmatic  splenic  transposition  on  sur- 
vival and  the  severity  of  ascites  and  portal  hypertension  was 
studied  in  dogs  with  experimental  portal  hypertension  of  two 
types    The  mean  crude  survival  time  for  26  control  anunals 
with  superior-hepatic  vein  constriction  was  14  days  compared 
to  48  days  in  22  dogs  with  splenic  transposition.    Survival  was 
prolonged  even  more  significantly  by  splenic  transposition 
when  ascites  was  prevented.    In  a  second  group  of  10  control 
dogs  with  80%  occlusion  of  the  supradiaphragmatic-infenor 
vena  cava,  the  incidence  of  massive  ascites  was  80%  about  2 
weeks  after  the  operation  compared  to  50%  in  14  anunals  m 
which  splenic  transposition  had  been  performed  an  average  of 
138  days  before.    Combined  data  from  dogs  v^ith  partial  hepatic 
outflow  occlusion  of  either  type  showed  that  persistent  ascites 
developed  in  only  18  of  34  (53%)  with  splenic  transposition 
compared  to  20  of  22  controls.   Portal  pressure  remamed  ele- 
vated (199  mm  H2O)  in  90%  of  animals  without  splenic  trans- 
position but  was  reduced  to  normal  in  50%  of  animals  with 
splenic  transposition.    ReUef  of  portal  pressure  was  not  related 
to  the  presence  or  absence  of  ascites,  except  comadentaUy. 
Splanchnic  venography  also  demonstrated  that  the  presence  of 
ascites  was  not  related  to  the  size  of  portasystemic  venous  col- 
laterals mediated  through  the  spleen. 
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a  maximum  of  69%  of  the  dry  weight,  with  triglyceride  account- 
ing for  the  bulk  of  the  increase;  however,  cholesterol  was  also 
significantly  increased  whUe  the  phosphoUpid  content  remamed 
unchanged.   The  serum  levels  of  aU  3  Upid  fractions  decreased 
in  the  deficient  rats.   These  findings  are  in  agreement  with  the 
results  of  lipotrope  deficiency  in  rats  fed  intact  protem.    DNA 
synthesis  in  parenchymal  ceUs,  measured  by  emulsion  autoradio- 
graphs  from  rats  given  thymidine-3H,  increased  in  fatty  livers 
and  then  returned  to  normal  as  cirrhosis  progressed.    Chemical 
and  morphological  changes  indicated  that  fatty  nutritional  cir- 
rhosis  (characteristic  of  Upotrope  deficiency  and  identical  to  that 
induced  with  intact  proteins)  was  induced  with  the  L-ammo  acid 
diets    The  severity  of  the  lesions  and  the  time  of  onset  were 
more  consistent  than  is  found  with  deficient  diets  contammg 
intact  proteins.    L-Amino  acid  diets  should  be  particularly  use- 
ful in  assessing  the  effect  of  fatty  nutritional  cinhosis  on  the 
induction  of  Uver  damage  by  hepatic  carcinogens  and  further 
eliminate  the  uncertainty  of  possible  unknown  contammants  m 
intact  proteins. 


828  THE  INDUCTION  OF  LIVER  QRRHOSIS  IN 

RATS  BY  PURIFIED  AMINO  AQD  DIETS.    (E.) 

Newberne,  P.  M.  (Dept.  Nutrit.  Food  Sci.,  Massachusetts  Inst. 
Tech.,  Cai^bridge),  A.  E.  Rogers,  C.  Bailey  and  V.  R.  Young. 
Cancer  Res  29(l):230-235,  1969. 

Male  weanling  Fischer  rats  (4  weeks  old)  were  fed  lipotrope- 
deficient  or  control  diets  using  purified  amino  acids  as  the 
source  of  dietary  essential  and  nonessential  amino  acids.   The 
amino  acid  mixtures  were  based  on  the  composition  of  casern 
or  on  amino  acid  diets  previously  shown  to  result  in  normal 
growth  in  rats.    Livers  from  deficient  rats  were  fatty  after  10 
weeks  and  cirrhotic  after  4  months  to  1  yr.    Liver  lipids  reached 


829  BLOOD  BILIRUBIN  AND  CHOLESTEROL 

LEVELS  IN  RATS  WITH  ACUTE  FATTY 
DYSTROPHY  (STEATOSIS)  AND  QRRHOSIS  OF  THE  LIVER 
INDUCED  BY  LONG-TERM  CHOLINE  DEFICIENCY  AND 
ETHIONINE.   (Rus.)    Sergeieva,  K.  V.  (Inst.  Nutrit.,  Acad.  Med. 
Sci.  USSR,  Moscow).    Vop  Pitan  27(5):23-26,  1968. 
Fatty  dystrophy  and  cinhosis  of  the  liver  were  induced  in  rats 
either  by  feeding  them  a  choline^eficient  diet  with  a  corn  or 
peanut  base  or  a  diet  containing  0.25%  ethionine  for  4.5-11 
months    These  animals  aU  had  high  blood  levels  of  induect 
bilirubin  and  cholesterol.    Liver  changes  were  prevented  and  m- 
direct  bilirubin  and  cholesterol  levels  kept  within  normal  hmits 
by  addition  of  choline  to  the  choline-deficient  diet  or  0.8%  UL- 
methionine  to  the  ethionine-containing  diet. 

RIO  THE  PATHOPHYSIOLOGICAL  BASIS  FOR  A 

RATIONAL  DIURETIC  TREATMENT  OF 

CHRONIC  DECOMPENSATED  CIRRHOSIS  OF  THE  LIVER 

(Z)    Schnack,  H.  (1st  Med.  Clin.,  U.  Vienna,  Austna).    men 

Klin  Wschr  80(39):721-725,  1968. 

831  CARDIORESPIRATORY  ABNORMALITIES 
ASSOCIATED  WITH  GASTROESOPHAGEAL 

HENORRHAGE  IN  CIRRHOSIS.   (E.)  P«\Gu^^;°'}:  f^'  "*• 
(Albert  Einstein  Coll.  Med.,  New  York  City).   Pp  34-39  m 
Progress  in  Gastroenterology,  Vol  1  Glass,  G.  B.  J.,  Ed.  New 
York,  Grune  and  Stratton,  1968.  520  pp. 

832  ALTERATIONS  IN  THE  K  AND  Na  CON- 
CENTRATIONS OF  THE  SALIVA,  SERUM 

AND  URINE  BEFORE  AND  AFTER  ADMINISTRATION 

OT  spTonolactone,  alone  or  in  combination 

MTH  A  ?HIAZIDE  DERIVATIVE  IN  PATIENTS  WIT« 
CIRRHOSIS  OF  THE  LIVER.   (Gr.)    Konkouns,  L.  (Path, 
din  B,  AristoteUan  U.  Salonika,  Greece),  A.  Litos  and  E. 
Panagiotopoulos.   Galenos  10(7/8):315-328,  1968. 

833  THE  ROLE  OF  THE  SPLEEN  IN  THE  PATHO- 
GENESIS  OF  EXPERIMENTAL  HEPATIC  CIR- 
RHOSIS   (Ger.)    Streicher,  H.  J.  (Surg.  Clin.,  U.  Marburg/Uh 
S"™)  Ind  H.  Hartung.   Bull  Soc  Int  Chir  27(4): 345-352, 
1968. 
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34  THE  CUNICAL  CHARACTERISTICS  OF 
HEPATIC  CIRRHOSIS  IN  ARGENTINA.    (Sp.) 

leeroff,  M.  (Prof.  Dr.  G.  Araoz  Alfaio  Polyclin.,  Lanus, 
luenos  Aires,  Argentina),  B.  Feldfeber,  L.  Pinchuk,  Al  Alicino, 
.  Cestoni,  B.  Bekier,  S.  Aschkenazy  and  N.  Exposito.   Medicim 
MexJ  48(1049): 632-639,  1968. 

35  THE  THERAPEUTIC  EFFECTS  OF  ORNITHINE 
a-KETOGLUTARATE  IN  LIVER  DISEASE,    (FrJ 

rexinos,  J.  (Purpan  Hosp.,  Toulouse,  France),  J.  P.  Pascal 
nd  A.  Ribet.   Rev  Med  9(25):1651-1662,  1968. 

36  THIOACETAMIDE  INDUCED  LIVER  CIRRHOSIS 
IN  RATS.    I.    UGHT  MICROSCOPIC  OBSERVA- 

lONS.   (E.)    Kendrey,  V.  G.  (U.  Med.  Sci.,  Budapest,  Hungary) 
xpPath  2(5):295-304,  1968. 

37  BANTI'S  DISEASE  CONSIDERED  AS  A  MORBID 

ENTITY.    (E.J    Suzuki,  T.  (Osaka  City  U.  Med. 
:h.,  Japan).  Bull  Soc  Int  Chir  27(4):  338-344,  1968. 

58  SURGICAL  TREATMENT  FOR  INTRACTABLE 

ASCITES.   (E.)    Mortenson,  R.  A.  (Iowa  City, 
wa)  and  R.  L.  Lawton.  Amer  J  Surg  116(6):929-932,  1968. 


839  THE  ARCUS  VENOSUS  EPIPLOICUS  MAGNUS 
AS  A  COLLATERAL  CIRCULATION  IN  HEPATIC 

QRRHOSIS.    (Ger.)    Schmitt,  W.  (Anat.  Inst.,  U.  Wurzburg, 
Germany),  E.  Wustenfeld,  H.  Braun  and  L.  Pippig.    Z  Gastroent 
25(5):  356-360,  1968. 

840  THE  EFFECT  OF  AZATHIOPRINE  ON  THE 
BIOLOGICAL  CHARACTERISTICS  OF  ALCO- 
HOLIC LIVER  DISEASE.    (Fr.)    Fossati,  P.  (Med.  Clin.  East, 
LUle,  France),  A.  Racadot,  J.  Lefebvre,  M.  Decoubc  and  M. 
Linquette.    Lille  Med  13(8):876-879,  1968. 
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BILLVRY  CIRRHOSIS  IN  CHILDREN.    (Fr.) 

Hoeffel,  J.  C.   Med  Infant  75(7):517-538,  1968. 


CIRRHOSIS  IN  CHILDREN.    (Fr.)    Bocquet,  L. 
(Hosp.  Sick  Child.,  Paris,  France)  and  C.  Nezelof. 
Med  Infant  75(7):493-515,  1968. 

843  EFFECT  OF  ETHACRYNIC  ACID  ON  DIURESIS, 

ELECTROLYTE  EXCRETION  AND  RENAL 
FUNCTION  IN  PATIENTS  WITH  CIRRHOSIS  OF  THE  LIVER. 

(Turk.)    Kocak,  N.  (Med.  Fac,  U.  Istanbul,  Turkey)  and  E. 
Ozdogan.    Turk  Tip  Cem  Mec  34(8):502-510,  1968. 


See  also:    173,312,704 
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844  HEPATIC  PLEXUS  VAGECTOMY  AS  AN  AD- 

JUNCT TO  CHOLECYSTECTOMY.   (E.)    Schein, 
C.  J.  (Montefiore  Hosp.,  Bronx,  N.  Y.),  T.  C.  Beneventano, 
R.  G.  Rosen,  H.  M.  Dardik  and  M.  L.  GUedman.   Surg  Gynec 
Obstet  128(2):241-255,  1969. 

Hepatic  plexus  vagectomy  as  a  therapeutic  and  prophylactic 
approach  to  postcholecystectomy  bUiary  stasis  was  investigated 
in  64  dogs  and  15  patients  treated  for  cholecystitis.    In  dogs, 
selective  hepatic  plexus  vagectomy  immediately  lowered  the 
passage  pressure  across  the  choledochoduodenal  junction  by  an 
average  of  33.9%,   Passage  pressure  was  not  further  reduced  by 
additional  division  of  the  celiac  branch  of  the  right  vagus  nor 
by  bilateral  infradiaphragmatic  or  complete  supradiaphragmatic 
truncal  vagectomy  or  administration  of  atropine.    The  procedure 
did  not  affect  the  size  or  distensibility  of  the  common  bile 
duct,  the  competence  or  contractile  function  of  the  choledochal 
sphincter,  the  volume  of  hepatic  bUe,  or  hepatic  artery  or  portal 
vein  blood  flow.   Pilocarpine  restored  choledochal  pressure  al- 
most to  prevagectomy  levels.    Hepatic  plexus  vagectomy  im- 
mediately reduced  the  passage  pressure  by  21.1-43%  (average 
32.1%)  in  aU  15  patients,  including  7  with  normal  and  8  with 
significantly  elevated  passage  pressures.    Three  patients  with 
severe  acute  cholecystitis  attained  the  most  marked  pressure 
reductions  (59.5,  61.5  and  84%),  and  the  final  average  post- 
operative reduction  in  choledochoduodenal  passage  pressure 
was  42.3%.    Eight  patients  demonstrated  elevated  pain  tolerance 
to  acute  duct  dilatation.    Postoperative  liver  function  tests  and 
barium  studies  of  the  esophagus,  stomach  and  duodenum  re- 
vealed no  abnormalities.    Six  to  12  months  postoperatively  none 
of  the  patients  showed  symptoms  relative  to  the  biliary  tract. 
Since  hepatic  plexus  vagectomy  facilitates  bile  drainage  and 
helps  reduce  or  eliminate  bUe  stasis,  it  may  have  prophylactic 
value  in  conjunction  with  cholecystectomy. 


the  bile  ducts  proximal  to  the  implant.  The  encouraging  sur- 
vival rate  in  this  series  attests  to  the  compatibiUty  of  the  bUe- 
plastic  interface. 


846 


THE  HARMLESSNESS  OF  LEAVING  A  LONG 
CYSTIC  STUMP  AFTER  CHOLECYSTECTOMY 

(Fr.j  Champeau,  M.  (Corentin-Celton  Hosp.,  Lille,  France), 
M.  Arsac  and  R.  Alvarez.  Rein  Foie  11:43-52,  1968. 
Examination  of  700  cholangiograms  made  during  cholecystect 
omy  showed  that  the  stump  of  the  cystic  duct  was  longer  tha 
1  cm  in  119  cases.  Of  the  94  patients  who  could  be  foUowet 
none  had  any  symptoms  which  could  be  attributed  to  this  loi 
stump.  It  is  concluded  that  undetected  residual  bUiary  diseas 
is  the  true  cause  of  the  postcholecystectomy  syndrome. 

847       RELATIONS  BETWEEN  GALLBLADDER  CAR 

QNOMA,  CHOLELITHIASIS,  AND  CHOLE- 
CYSTITIS.  (Ger.)    Rissel,  E.  (Rudolf  Found.  Hosp.,  Vienna, 
Austria)  and  A.  Streubel.   Z  Gastroent  6(5):  375-381,  1968. 
Among  7885  autopsies  performed  during  a  6.5-yr  period,  178 
revealed  signs  of  gallbladder  disease;  of  these  1782  patients,  1 
had  carcinomas  of  the  gallbladder,  while  the  largest  number  h 
chronic  cholecystitis,  cholelithiasis  or  both.    About  2/3  of  th 
group  were  women,  and  the  peak  incidence  age  was  60-80  yr 
regardless  of  sex  or  the  presence  or  absence  of  stones.    Car- 
cinomas were  also  found  in  20  (4  men  and  16  women)  of  17 
patients  (44  men  and  1302  women)  who  had  their  gaUbladde 
surgically  removed  for  other  reasons.    It  was  confirmed  that 
gallbladder  carcinoma  occurs  predominantly  among  females  a 
among  the  elderly.    No  evidence  was  found  to  support  the  h 
pothesis  that  cholelithiasis  produces  carcinoma  of  the  gallblac 


845  A  NEW  HYDROPHILIC  POLYMER  AS  A  COM- 

MON DUCT  REPLACEMENT.    (E.)    Levowitz, 
B.  S.  (Jewish  Hosp.  Med.  Qr.,  Brooklyn,  N.  Y.),  J.  LaGuerre 
and  W.  S.  Calem.  Arch  Surg  98(2):251-255,  1969. 
Plastic  cylinders  (2.5  cm  long  with  a  cross-sectional  diameter 
of  2.5  mm  and  waU  thickness  of  0.5  mm)  prepared  from  the 
biologically  nonreactive,  conductive  hydrophilic  polymer  Hydron 
were  implanted  as  cholecystoduodenal  or  segmental  choledochal 
prostheses  in  2  and  14  dogs,  resp.    Exploratory  operations  and 
cannulation  for  cholangiography  were  performed  on  aU  surviv- 
ors 7-9  months  after  implantation.    Both  dogs  with  cholecysto- 
duodenal prostheses  died  within  6  weeks,  probably  because 
fibrous  tissue  failed  to  grow  into  the  Teflon  felt  sheath,  leading 
to  inadequate  fixation  with  subsequent  peritonitis.    Thirteen  of 
14  animals  with  common  duct  substitutes  survived  more  than 
6  months;  5  were  stiU  Uving  10-15  months  after  implantation 
and  showed  no  clinical  signs  of  hepatic,  biliary  or  digestive 
dysfunction.   Two  animals  which  died  at  8  and  10  months, 
resp.,  with  jaundice,  marked  dUatation  of  the  ductal  system 
and  cholangitis  revealed  granulation  tissue  blocking  the  lumen 
of  the  implant.    Histologic  examination  of  liver  tissue  from  5 
long-term  survivors  demonstrated  normal  hepatic  cell  structure 
Operative  cholangiograms  of  8  animals  with  prostheses  implanted 
for  more  than  7  months  indicated  considerable  dilatation  of 


848  COMMON  DUCT  EXPLORATION  IN  ACUTE 

CHOLECYSTITIS:  REVIEW  OF  100  CONSEC 
TIVE  CASES.  (E.)  HUton,  H.  D.  (Lincoln,  Neb.)  and  W.  T. 
Griffin.  Surgery  65(2):  269-270,  1969. 
The  incidence  of  common  duct  stones  was  investigated  in  IC 
patients  (30  males  and  70  females,  14-87  yr  old,  average  58 
with  acute  cholecystitis  in  whom  common  duct  exploration 
was  indicated  by  jaundice,  multiple  small  stones  in  the  gaU- 
bladder,  edematous  pancreatitis,  a  dilated  common  bile  duct 
and/or  cholangitis.  Stones  were  recovered  in  54  patients,  63 
of  whom  had  stones  which  were  predominantly  multiple  am 
small,  while  37%  had  medium  or  large  stones.  Pancreatitis  v 
encountered  in  27  patients  and  was  associated  with  commoi 
duct  stones  in  15.  There  were  24  dilated  common  ducts  an 
13  contained  stones,  but  stones  were  also  found  in  50%  of  i 
common  ducts  of  normal  size.  Thirty-three  patients  manife 
severe  cholangitis,  and  13  of  these  had  calculi.  Twenty-nine 
were  currently  jaundiced  and  18  related  prior  episodes  of  ja 
dice.  The  incidence  of  postoperative  complications  (10%)  v 
no  higher  in  cholecystectomy  with  common  duct  exploratio 
than  in  cholecystectomy  without  common  duct  exploration! 
the  2%  mortality  was  also  comparable. 

849  SURGICAL  TREATMENT  OF  BILLVRY  ATF 

(E.)    Kasai,  M.  (Tohoku  U.  Sch.  Med.,  Sendai, 
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Japan),  S.  Kimura,  Y.  Asakura,  H.  Suzuki,  Y.  Taira  and  E. 
Ohashi.   J Pediat  Surg  3(6):665-675,  1968. 

Among  87  proven  cases  (31  males  and  56  females,  2-14  months 
old)  of  biliary  atresia,  there  were  20  'correctable'  types  (ob- 
struction of  the  distal  choledochus  with  choledochus  cyst  in  6, 
obstruction  of  the  proximal  choledochus  in  2,  and  obstruction 
of  the  hepatic  duct  with  moderately  dilated  proximal  ducts  in 
12)  and  67  'incorrectable'  types  (obstruction  of  the  hepatic  duct 
with  hypoplastic  proximal  ducts  in  27,  rudimentary  hepatic 
duct  or  absent  duct  in  33,  and  undefined  type  in  7).   Among  16 
infants  with  'correctable'  types  in  which  an  anastomosis  between 
the  biliary  tract  and  the  intestine  was  performed,  8  showed  ex- 
cellent excretion  of  bile  after  operation  and  3  were  completely 
cured,  while  the  remainder  had  impairment  of  bile  excretion  and 
no  bile  was  excreted  in  3.    There  were  7  operative  deaths  and 
the  remaining  9  died  1-6  months  after  operation.    Among  53 
infants  with  'incorrectable'  types  who  underwent  hepatic  porto- 
enterostomy,  bile  excretion  was  excellent  in  11,  fair  in  9,  and 
poor  or  none  in  32.   There  were  14  postoperative  deaths  and  32 
deaths  1  month-3.5  yr  after  surgery,  while  6  patients  were  alive, 
ivithout  jaundice,  22  months-13  yr  after  operation.    Among  the 
cases  in  which  procedures  other  than  hepatic  portoenterostomy 
were  performed,  there  were  no  long-term  survivors.    All  survivors 
in  both  the  'correctable'  and  'incorrectable'  types  were  operated 
Dn  before  4  months  of  age.    It  is  concluded  that  'correctable' 
ases  of  biliary  atresia  are  not  necessarily  curable,  whereas  some 
xises  of  'incorrectable'  types  might  be  cured  by  hepatic  porto- 
enterostomy if  the  operation  is  performed  before  4  months  of 
ige. 

850  CHANGES  IN  THE  GALLBLADDER  EPITHELIUM 

IN  CHOLECYSTITIS.   (Rus.)    Derizhanova,  I.  S. 
Rostov-on-Don  Med.  Inst.,  USSR).  Arkh  Pat  30(10):52-57, 
1968. 

Sections  from  23  gallbladders  with  signs  of  acute  cholecystitis 
ind  24  with  chronic  cholecystitis  were  studied  histologically 
ind  histochemically.    Dystrophic  and  necrobiotic  changes,  most 
mdent  in  fibrinous  and  suppurating  forms  of  acute  cholecys- 
titis, resulted  in  a  marked  reduction  of  mucoid  secretion  and 
iestructuration  of  the  epithelial  layer.    These  changes  are  due 
;o  circulatory  disturbances  and  exudation  in  underlying  con- 
nective tissue.    In  chronic  cholecystitis  these  changes  were  often 
issociated  with  mucosal  sclerosis  and  hyaHnization.    Proliferative 
:hanges  consisted  of  1)  proliferation  of  the  superficial  epithel- 
um,  2)  infiltration  of  epithelium  into  underlying  connective 
issue,'  and  3)  proliferation  of  layers  in  regeneration.    Mucous 
llands  developed  in  the  walls  of  tubular  ducts  during  infiltrative 
woliferation,  producing  adenomatous  hyperplasia  of  the  mucosa 
vhich  was  often  associated  with  smooth  muscle  hyperplasia. 
Proliferation  of  layers  occurred  in  acute  cholecystitis  and  at  the 
idge  of  ulcers  formed  by  the  pressure  of  stones.    Epithelial 
netaplasia  is  considered  to  be  a  compensatory  mechanism  since 
ransformation  of  epithelial  cells  into  mucosal  and  goblet  cells 
esulted  in  increased  mucus  secretion,  protecting  the  mucosa 
i-om  the  action  of  bUe  acids.    Epithelial  dedifferentiation  and 
he  appearance  of  juvenile  cell  forms  were  seen  in  all  3  types  of 
Toliferation,  but  particularly  in  regeneration  when  underlying 
»nnective  fissue  was  sclerotic  and  hyalinized. 


Free  Hosp.,  London,  England),  K.  Rhodes  and  M.  Brien.   Scand 
JGastroent  3(3):299-304,  1968. 

The  clinical  features  of  17  consecutive  patients  (11  females  and 
6  males,  34-68  yr  old)  undergoing  cholecystectomy  for  gall- 
sones  were  compared  with  those  of  14  consecutive  patients  (5 
females  and  9  males,  29-78  yr  old)  in  whom  gallstones  were  an 
incidental  finding  at  postmortem  examination.    The  sera  of  the 
cholecystectomized  patients  were  examined  for  gallbladder  tis- 
sue antibodies.   The  gallstones  from  these  cases,  9  additional 
cholecystectomized  patients  and  3  more  postmortem  cases  were 
examined  for  their  number,  size,  and  histamine  content.    The 
only  relevant  symptoms  in  the  postmortem  group  were  right 
upper  quadrant  pain  in  6  (43%),  and  anorexia,  nausea  and  vomit- 
ing in  5  (36%).   These  symptoms  were  present  in  the  cholecys- 
tectomized group  in  15  (88%)  and  6  (35%)  cases,  resp.    Specific 
antibodies  to  gallbladder  tissue  could  not  be  demonstrated  in 
the  patients  with  gallbladder  disease.    No  conclusions  could  be 
drawn  as  to  what  determines  whether  or  not  a  stone  becomes 
symptomatic. 

852  CHOLEDOCHAL  OBSTRUCTION  DUE  TO 
HYDATIDOSIS.   (Sp.j    Schieppati,  E.  Prensa 

Med  Argent  55(28):1335-1337,  1968. 

853  EARLY  RECMPERATIONS  FOLLOWING  BILIARY 
SURGERY.   (Fr.)    Olivier,  C.  (Tenon  Hosp., 

Paris,  France).  /  Chir  (Paris)  96(3):249-258,  1968. 

854  BENIGN  STENOSIS  OF  THE  HEPATIC  DUCT: 
AN  ANALYSIS  OF  18  PERSONAL  CASES. 

(Fr.)    Toader,  C,  M.  Ghibu  and  I.  Toader.   /  Chir  (Paris) 
96(3):193-206,  1968. 

855  RESULTS  OF  THE  SURGICAL  TREATMENT 
OF  ACUTE  CHOLECYSTITIS.   (Fr.)    Rogister, 

G.  (Surg.  Clin.  B,  U.  Liege,  Belgium)  and  A.  Cops.  Rev  Med 
Liege  23(18):558-559,  1968. 
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TWO  CASES  OF  INTESTINAL  OBSTRUCTION 
DUE  TO  GALLSTONES.   (Pol.)    Batko,  B. 
,  GUwice,  Poland).    Wiad  Lek  21  (18):  1649-1 651, 


ADENOMYOMA  OF 
VATER.   (Por.)    FalcaC 

Ctr.,  Maceio,  Alagoas,  Brazil)  and  A. 

Med  57(3):335-344,  1968. 
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858  ANATOMICAL,  CLINICAL  AND  RADIOLOGI- 
CAL FINDINGS  IN  THE  HYPERPLASTIC 

CHOLECYSTOSES  (ADENOMYOMA  AND  ADENOMYO- 
MATOSIS  OF  THE  GALLBLADDER).   (It.)    Cosmacini,  G. 
(Maggjore  Hosp.,  Milan,  Italy).  Minerva  Gastroent  14(2):60- 
70,  1968. 

859  RADIOLOGICAL  FINDINGS  IN  THE  CHOLE- 
CYSTOSES.  (It.)    Costa,  F.  (Maggjore  Hosp., 

Milan,  Italy).  Minerva  Gastroent  14(2):52-59,  1968. 


S 


851 


A  STUDY  OF  SYMPTOMATIC  AND  "SILENT" 
GALLSTONE.   (E.)    Bouchier,  I.  A.  D.  (Royal 


860 


THE  SURGICAL  TREATMENT  OF  ACUTE 
CHOLECYSTITIS.   (Pol.)    Dabrowski,  W.  (Munic. 
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Hosp.,  Tomaszow  Mazowiecki,  Poland).   Pol  Przegl  Chir  40(10): 
1086-1091,  1968. 

861  ERRORS  AND  DANGERS  IN  OPERATIONS 
ON  THE  HEPATIC  DUCT  AND  COMMON 

BILE  DUCT.    (Rus.)    Smirnov,  le.  V.  (S.  M.  Kkov  Acad. 
Milit.  Med.,  Leningrad,  USSR)  and  V.  S.  Mzhel'skii.    Khirurgiia 
(Moskva)  44(8):36-42,  1968. 

862  CAUSES  OF  MORTALITY  FROM  ACUTE 
CHOLECYSTITIS.    (Rus.j    Uglov,  F.  G.  (AU- 

Union  Sci.-Res.  Inst.  Pubn.,  Min.  Health  USSR,  Leningrad), 
le.  K.  Seleznev  and  I.  P.  Savinov.   Khirurgiia  (Moskva)  44(8): 
29-32,  1968. 

863  CALCIFICATION  OF  THE  GALLBLADDER. 

(Fr.)    Dubarry,  J.  J.,  A.  Quinton,  M.  Fahimi  and 
M.  Le  Bras.   Gaz  Med  France  75(30):6019-6028,  1968. 

864  CICATRICIAL  STENOSIS  OF  THE  HEPATIC 
DUCT:    ONE  CASE  WITH  A  HEPATICOJE- 

JUNOSTOMY  WHICH  HAS  BEEN  FUNCTIONING  FOR  14 
YEARS.   (It.)    PeUoja,  M.  (Inst.  Gen.  Surg.  Clin.,  U.  Florence, 
Italy).   Omnia  Med  46(1):95-140,  1968. 

865  A  CASE  OF  DISTOMIASIS  OF  THE  COMMON 
BILE  DUCT.    (Fr.)    Nini,  W.  (Tripoli,  Libya), 

I.  Assouad  and  N.  Nini.   Bull  Soc  Int  Chir  27(4):  306-309, 
1968. 

866  CHOLECYSTOSIS.    (Sp.)    Ibarguen  Beitia,  S. 
(Acad.  Med.  Sci.,  Bilbao,  Spain).   Rev  Esp  Enferm 

Apar  Dig  21{S):\  161-1194,  1968. 

867  CANCER  OF  THE  COMMON  BILE  DUCT 
WITH  PULMONARY  METASTASES.    (Fr) 

Gramatopol,  D.  ("August  23rd"  Distr.  Hosp.  Adults,  Bucharest, 
Romania).   J  Radiol  Electr  49iny.826,  1968. 

868  ADENOMYOMATOSIS  OF  THE  GALLBLADDER. 

(Sp.)  SalvioU,  J.  E.  (Fac.  Med.  Sci.,  U.  La  Plata. 
Buenos  Aires,  Argentina)  and  R.  De  Marco.  Rev  Esp  Enferm 
AparDig  27(8):  1195-1206,  1968. 

869  BILIOENTEROSTOMY  IN  REOPERATIONS  ON 
THE  EXTRAHEPATIC  BILE  DUCTS.    (Fr.) 

Stefanini,  P.  (2nd  Gen.  Surg.  Clin.,  U.  Rome,  Italy)  and  M. 
Ermini.    Chir  Gastroent  2(3):  366-371,  1968. 

870  THE  SURGICAL  TREATMENT  OF  STRICTURES 
OF  THE  HEPATIC  DUCT  AND  COMMON  BILE 

DUCT.    (Ger.)    Smirnov,  E.  (Leningrad,  USSR).    Bull  Soc  Int 
Chir  27(4):253-258,  1968. 

871  COMPRESSION  OF  THE  TERMINAL  CHOLE- 
DOCHUS  BY  LYMPH  NODES  RESULTING  IN 

AN  ERRONEOUS  INDICATION  FOR  SPHINCTEROTOMY. 

(It.)    Lago,  T.  F.  (Inst.  Spec.  Surg.  Path.,  U.  Pavia,  Italy). 
Chir  Gastroent  2(3): 283-292,  1968. 
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872  VISUALIZATION  OF  THE  GALLBLADDER 
AND  THE  BILIARY  TRACT  IN  THE  ABSENCE 

OF  A  SPHINCTER  OF  ODDI.    (E.)    Persyko,  L.  (Hotel  Dieu 
Hosp.,  Kingston,  Ont.,  Canada),  B.  ColweU  and  1.  T.  Beck. 
/  Canad  Ass  Radiol  29(3):  140-142,  1968. 

873  ACUTE  ACALCULOUS  CHOLECYSTITIS. 

(E.)    HUton,  H.  D.  (Lincoln,  Neb.)  and  W.  T. 
Griffin.    Surgery  64(6):  1047-1048,  1968. 

874  PRIMARY  ADENOCARQNOMA  IN  A  CYSTIC 
DUCT  STUMP:    REPORT  OF  A  CASE  AND 

REVIEW  OF  THE  LITERATURE.    (E.)    Phillips,  S.  J. 
(Maimonides  Med.  Ctr.,  Brooklyn,  N.  Y.)  and  J.  Estrin.  Arch 
Surg  98(2): 225-227,  1969. 


875 


ACUTE  CHOLECYSTITIS  IN  THE  DIABETIC 

(E.)    Turner,  R.  J.  III.  (Charity  Hosp.,  New  Orlea' 
La.),  W.  F.  Becker,  W.  O.  Coleman  and  J.  L.  Powell.   Southern 
Med  J  62(2):228-231,  1969. 


876 


BILE  DUCT  ATRESLV..   (Ger.)    Herzog,  B. 
(Pediat.  Clin.,  U.  Basel,  Switzerland).   Helv  Chir 
Acta  35(5):515-525,  1968. 


877  AGE  AS  A  FACTOR  IN  MORTALITY  AFTER  j 
CHOLECYSTECTOMY.    (E.)    Shelby,  E.  A.         | 

(UCLA  Sch.  Med.,  Los  Angeles,  Calif.)  and  P.  H.  Lorhan.         I 
Anesth  Analg  (Cleveland)  47(6):733-736,  1968.  I 

878  THE  CONNEXION  BETWEEN  CALCIUM 
CONTAINING  GALLSTONES,  CH0LECYSTITI5 

AND  STASIS.    (E.)    Bergman,  F.  (Dept.  Pathol.,  U.  Umea, 
Sweden),  W.  van  der  Linden  and  H.  Moell.  Acta  Hepatosplen 
15(5):326-331,  1968. 

879  EXTRAHEPATIC  BILIARY  ATRESIA:    FURTH< 
COMMENTS  ON  POTENTIALLY  OPERABLE 

CASES.   (E.)    Banks,  D.  M.  (Royal  Child.  Hosp.,  Victoria, 
Australia),  A.  M.  Clarke,  P.  G.  Jones  and  P.  E.  Campbell. 
J  Pediat  Surg  3(5):584-592,  1968. 

880  GALLSTONE  HEMORRHAGE  AND  GALLSTOl: 

ILEUS.    (E.)    Koszalka,  M.  F.  (VA  Qr.,  Fargo, 
N.  D.).   J  Lancet  88(10):279-281,  1968. 


881  FOLLOW-UP  STUDY  OF  118  PROCEDURES  M 
THE  TREATMENT  OF  THE  COMMON  DUCT. 

(E.)    Harjola,  P.  T.  (Kemi  Cent.  Hosp. ,  Finland)  and  P.  Keton. 
Ann  Chir  Gynaec  Fenn  57(3):  303-306,  1968. 

882  CONGENTTAL  ABSENCE  OF  THE  GALL- 
BLADDER AND  CYSTIC  DUCT:    A  REVIEW 

OF  THE  LITERATURE  AND  REPORT  OF  A  CASE.    (E.) 

Sanders,  G.  B.  (Touro  Infirm.,  New  Orleans,  La.),  T.  Flores 
and  P.  Arriola.  Amer  Surg  34(10):750-754,  1968. 


See  also:    133,210,212,213,218,248,275,301,307,362,415,639,673 
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$3  SUBPHRENIC  ABSCESS:  A  CC»SITINUING 

HAZARD.  (E.)  Shennan,  N.  J.  (Ohio  State  U. 
U.  Med.,  Columbus),  J.  R.  Davis,  and  J.  E.  Jesseph.  Amer 
'urg  117(1):117-123,  1969. 

long  130  patients  (79  men  and  51  women,  15-84  yr  old) 
:h  subphrenic  abscesses  treated  between  1951  and  1967, 
i  (81%)  developed  abscesses  postoperatively  and  22  (19%) 
I  undergone  no  previous  operations;  112  patients  had  one 
cess,  17  had  2,  and  one  had  3.    The  mortality  for  the  entire 
up  was  40%  (only  24%  for  the  96  patients  whose  abscesses 
re  drained  surgically  and  85%  for  the  34  whose  abscesses 
■e  not  drained).    Among  surgical  patients  the  incidence  of 
phrenic  abscesses  was  highest  after  operations  on  the  stomach 

1  duodenum.    A  correct  diagnosis  was  estabUshed  in  only 
f  the  22  nonsurgical  patients  and  their  mortaUty  was  60%. 
significant  differences  were  found  in  the  pulse,  febrile 
:tion,  white-blood  count,  radiographic  findings,  or  mortality 
ween  the  group  as  a  whole  and  the  25  patients  who  re- 
red  antibiotics  before  or  during  surgery.    The  most  reliable 
iological  method  of  diagnosis  was  diaphragmatic  fluoroscopy 
ch  was  normal  in  only  22%  of  patients  with  abscesses.   Chest 
jy  suggested  the  possibility  of  disease  in  the  upper  quadrants. 
»racic  signs  were  on  the  same  side  as  the  abscess  in  more  than 
0  of  cases.   The  organisms  most  commonly  cultured  were 
herichia  coli  (38%),  Staphylococcus  aureus  (32%),  and 
ptococcus  (15%).   Of  33  abscesses  found  at  autopsy,  10 
e  inadequately  drained  and  23  had  not  been  diagnosed, 
y  6  of  17  patients  with  2  abscesses  survived  (35%).    Al- 
igh  7  abscesses  ruptured  and  8  developed  spontaneous 
lias,  only  3  of  these  patients  died  (30%),  showing  that 
nage  is  the  most  critical  factor  in  determining  survival. 

DETERMINATION  OF  FAECAL  BLOOD-LOSS 
AFTER  COMBINED  ALCOHOL  AND  SODIUM 

iTYLSALICYLATE  INTAKE.    (E.)    Bouchier,  1.  A.  D. 

yal  Free  Hosp.,  London,  England)  and  H.  S.  WiUiams. 

cef  1(7587):  178-180,  1969. 

possible  effects  of  alcohol  (equivalent  to  142  ml  of  40%) 
a  buffered  solution  of  sodium  acetylsaUcylate  (728  mg  in 
cc  water  plus  209  mg  NaHCO,  and  1297  mg  sodium  citrate, 
6.7),  separately  or  together,  on  fecal  blood  loss  were  studied 

2  normal  male  volunteers  using  a  double-blind  technique 
51Cr-sodium  chromate  (150  jUC)  to  label  the  erythrocytes. 
8  of  the  22  subjects  tested,  there  was  no  detectable  bleed- 
ifter  the  ingestion  of  either  alcohol  or  sodium  acetylsalicy- 

there  was  no  significant  difference  between  control  and 
hoi  plus  drug,  between  control  and  alcohol  plus  placebo,  or 
'een  alcohol  plus  placebo  and  alcohol  plus  drug.    The  in- 
sed  blood  loss  seen  in  4  subjects  was  attributed  to  bleeding 
onhoids,  self-administered  codeine  for  relief  of  cold  symp- 
i,  and  severe  vomiting  in  3  cases,  all  unrelated  to  either 
liol  or  tablet  ingestion.    Another  patient  showed  increased 
iing  on  the  last  2  days  of  the  experiment;  no  reason  was 
dated  for  this  phenomenon.    The  findings  were  consistent 
the  concept  that  this  preparation  provides  sufficient  buf- 
g  capacity  to  maintain  gastric  pH  at  a  level  at  which  acetyl- 
ylate  absorption  fails  to  occur,  and  therefore  there  is  no 
-induced  gastric  mucosal  injury  leading  to  bleeding. 

DESMOID  TUMORS  OF  THE  ANTERIOR 
ABDOMINAL  WALL.   fE.J    Brasfield,  R.  D. 


(Mem.  Hosp.  Cancer  &  Allied  Dis.,  New  York,  N.  Y.)  and 
T.  K.  Das  Gupta.   Surgery  65(2):241-246,  1969. 

The  38  patients  admitted  with  abdominal  wall  desmoid  tumors 
during  the  period  1931-66  included  29  (76.3%)  females  and 
9  (23.6%)  males;  the  high  preponderance  of  females  is  statisti- 
cally significant.    A  majority  (68.4%)  of  the  tumors  were  in 
patients  between  the  ages  of  20  and  40.    Only  3  of  the  patients 
were  Negroes.    The  tumor  arose  in  relation  to  the  rectus  ab- 
dominis muscle  and  its  sheath  in  18  (47.3%)  patients,  while 
in  8(21%)  the  Unea  alba  was  the  site  of  the  tumor.    In  6 
patients  the  occurrence  of  the  tumor  could  be  definitely  re- 
lated to  the  2nd  pregnancy,  and  in  2  others  it  could  be  in- 
directly related.    In  6  other  cases,  the  tumor  arose  in  surgical 
scars.    Wide  3-dimensional  excision  is  the  only  adequate  method 
of  treatment,  but  histologic  examination  of  the  Unes  of  resec- 
tion is  advised  before  surgical  closure  of  the  operative  defect  is 
made.    The  tumor  in  females  may  arise  on  the  basis  of  an 
unhealed  injury  to  the  abdominal  wall  sustained  during 
pregnancy. 

886  ACID-BASE  DISTURBANCES  IN  MESENTERIC 
OCCLUSION.    (E.)    Robertson,  G.  S.  (Aberdeen 

Royal  Infirm.,  Scotland),  A.  D.  Lyall  and  J.  G.  C.  Macrae. 
Surg  Gynec  Obstet  128(1):  15-20,  1969. 

Measurements  made  before,  during  and  after  occlusion  (130 
min  average)  of  the  superior  mesenteric  artery  in  14  dogs 
showed  that  release  aggravates  the  metaboUc  acidosis  normally 
seen  in  anesthetized  dogs.    This  change  is  associated  with  a 
decrease  in  arterial  blood  pressure,  an  increase  in  portal  and 
systemic  venous  potassium,  and,  occasionally,  a  decrease  in 
arterial  oxygen  pressure.    The  sytobc  blood  pressure  declined 
from  a  mean  decrease  of  5  mm  Hg  during  occlusion  to  a  mean 
decrease  of  32  mm  Hg  within  1  min  after  release  of  the  clamp, 
and  then  to  48  mm  Hg  within  20  min.    It  is  suggested  that 
acid-base  changes  may  be  a  factor  in  the  production  of  cardio- 
vascular instability  following  release  of  such  occlusion. 

887  PAGOPHAGIA  AND  IRON  LACK.    (E.j    Coltman, 
C.  A.  Jr  (Wilford  Hall  USAF  Hosp.,  Lackland  Air  Force  Base, 
Tex.)  JAMA  207(3):51 3-516,  1969. 

Pagophagia,  defined  as  the  purposeful  ingestion  of  at  least  1 
ordinary  tray  of  ice  daily  over  a  period  of  more  than  2  months, 
was  found  in  25  women  in  association  with  a  clear  lack  of 
iron.   This  lack  was  caused  by  hypermenorrhea  (22),  pregnancy 
(1)  or  subtotal  gastrectomy  (2).    Although  not  all  were  frankly 
anemic,  all  responded  by  a  refusal  to  ingest  ice  within  1-14 
days  after  the  start  of  oral  or  parenteral  administration  of 
iron.    Since  all  patients  responded  before  there  was  any  real 
change  in  hemoglobin  values,  the  precise  relation  between 
pagophagia  and  iron-lack  is  not  clear.    It  is  postulated  that 
pagophagia  may  be  related  to  mucosal  cytochrome  levels. 

888  INTESTINAL  CAPILLARIASIS:  A  NEW 

DISEASE  IN  MAN.    (E.)    Whalen,  G.  E.  (U.  S. 
Naval  Med.  Res.  Unit  2,  Taipei,  Taiwan,  China),  G.  T.  Strick- 
land, J.  H.  Cross,  E.  B.  Rosenberg,  R.  A.  Gutman,  R.  H.  Wat- 
ten,  C.  Uylangco  and  J.  J.  Dizon.   Lancet  1(7584):13-16,  1969. 

A  newly  discovered  species  of  roundworm,  Capillaria  philip- 
pinensis,  caused  an  epidemic  of  severe,  often  fatal  diarrhea  in 
Northern  Luzon  in  1967.   This  parasite  is  the  first  species  of 
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Capillaria  found  to  infect  the  human  intestine  and  the  first  to 
infect  man  in  epidemic  proportions.   More  than  1000  cases 
with  over  100  deaths  were  confirmed.    Studies  on  11  cases  are 
reported  in  detail.    Patients  with   intestinal  capillariasis  pre- 
sented with  abdominal  pain,  diarrhea,  muscle  wastmg,  and 
edema,  often  leading  to  debility  and  death  in  24  months 
Clinical  studies  demonstrated  the  presence  of  a  severe  protem- 
losing  enteropathy  and  malabsorption  of  fats  and  sugars.    Ef- 
fective  treatment  consisted  of  fluid  and  electrolyte  replacement 
and  prolonged  antihehninthic  therapy  with  thiabendazole. 

889  LEUKOCYTE  ALKALINE  PHOSPHATASE  IN 

BACTERIAL  INFECTIONS  OF  THE  INTESTINE. 

(Ger.)    Sramkova',  L.  (Pediat.  Fac,  Charles  U.,  Prague,  Czech- 
oslovakia), J.  Lasovska  and  L.  Seidler.  Med  Klin  63(42):  1674- 
1677,  1968. 

Leukocyte  alkaline  phosphatase  activity  was  determined  in  27 
patients  with  typhoid  fever,  32  with  other  type  of  salmonel- 
losis, 31  with  ShigeUa  infections,  and  48  with  diarrhea  of  un- 
determined etiology.    AlkaUne  phosphatase  values  were  elevated 
with  the  onset  of  symptoms  and  decreased  gradually  during 
convalescence  in  patients  with  Shigella  infections.    In  salmonel- 
losis the  activity  of  this  enzyme  only  increased  temporarily  be- 
tween 3  and  6  days  after  the  onset  of  symptoms.    In  uncom- 
plicated typhoid  fever  alkaline  phosphatase  activities  were 
normal  on  discharge  from  the  hospital  (  at  the  earUest  7  days 
after  symptoms  developed).    Later  they  increased  moderately 
in  a  few  patients  and  significantly  in  3  patients  with  uncom- 
plicated typhoid  fever  who  developed  secondary  infections 
(maxillary  periostitis,  periodontitis,  and  otitis  media)  during 
convalescence  and  in  9  other  patients  who  developed  compli- 
cations (intestinal  bleeding,  myocardial  damage)  or  secondary 
infections.   In  patients  with  dianhea  of  unknown  etiology 
alkaUne  phosphatase  activities  increased  in  patients  with 
symptoms  of  dysentery  and  remained  low  in  those  suspected 
of  having  viral  infections.    Regression  analysis  showed  that 
there  is  a  significant  correlation  between  the  absolute  number 
of  granulocytes  and  the  erythrocyte  sedimentation  rate  among 
patients  with  Shigella  infections  and  those  with  salmoneUosis. 
There  was  no  correlation  between  the  leukocyte  alkaline 
phosphatase  activity  and  the  absolute  number  of  neutrophils 
in  any  of  the  4  groups  of  patients. 


890  CONTRIBUTION  TO  THE  ETIOLOGY  AND 

PATHOGENESIS  OF  INTESTINAL  INTUSSUCEP- 
TION.   (Rus.)    Lebedev,  A.  P.  (Minsk  Distr.  Hosp.,  USSR). 
SovetMed  31(10):55-60,  1968. 

Intussuceptions  were  found  in  409  of  2609  patients  (15.6%) 
with  intestinal  obstruction.   A  cause  could  be  estabUshed  in 
79%  while  in  the  other  21%  intussuception  is  assumed  to  have 
been  caused  by  dyskinesia  due  to  disorders  in  local  innervation 
or  corticovisceral  control.   Patients  were  of  all  ages  and  in- 
cluded 61  infants  and  8  patients  over  70  yr.    Males  made  up 
59  7%  and  females  40.3%.   The  cause  of  intussuception  in  the 
Ueocecal  region  was  cecal  mobiUty  m  ahnost  50%  and  appendi- 
citis in  28.4%.   Intussuception  in  other  parts  of  the  intestme 
was  due  to  intestinal  parasites,  fecaUths,  foreign  bodies,  in- 
flammation, Meckel's  diverticulum,  polyps,  tumors,  alcohol- 
induced  dietary  deficiencies,  trauma,  abdominal  operations, 
peptic  ulceus,  and  other  diseases.    More  than  1  cause  was  mi- 
pUcated  in  5.6%.   Four  illustrative  case  reports  are  presented. 


891  EFFECT  OF  SOME  STIMULATORS  OF  RE- 

GENERATION ON  THE  HEALING  OF  SURGI- 
CAL WOUNDS  OF  THE  GASTROINTESTINAL  TRACT  IN 
CHILDREN  (EXPERIMENTAL  AND  CLINICAL  TRIALS). 

(Rus)    Bilich,  G.  L.  (Munic.  CUn.  Hosp.  ChUdren  No.  1,  Kara- 
ganda, USSR).   Klin  Khir  (Kiev)  (ll):22-27,  1968. 
In  preliminary  experiments,  277  white  rats,  aged  15-18  days, 
were  subjected  to  laparotomies  and  dissection  of  the  anterior  wall, 
of  the  stomach.    Starting  3  hr  after  surgery,  100  mg/kg  body 
weight/day  of  pentoxyl  was  given  orally  to  88  rats  and  the  same 
doslof  4-methyluracU  to  103  rats.   The  scar  was  significantly 
stronger  in  treated  rats  after  7  days.    Histological  studies  were 
made  of  the  surgical  field,  Uver,  and  spleen  3,  5,  and  7  days 
after  surgery.    In  contrast  to  control  animals,  3  days  after  i 

surgery  animals  treated  with  pentoxyl  had  completely  epithehzed 
defects,  smaller  areas  of  damage,  and  more  clearly  defined   in- 
flammatory infiltrates  with  more  ceUular  elements.    Inflam- 
matory changes  in  the  serous  covering  were  less  pronounced^ 
Larger  amounts  of  RNA  were  present  in  the  cytoplasm  of  the 
dandular  epitheUum  of  the  stomach  and  of  the  ceUs  in  the  in- 
flammatory infiltrate  than  in  controls.   SimUar  changes  were 
seen  in  rats  given  4-methyluracil.    By  the  7th  day  after  surgery 
the  gastric  mucosa  had  almost  completely  healed  m  treated 
animals,  but  the  defect  in  the  stomach  wall  was  not  always 
completely  closed  in  controls.   More  than  200  ^Wlc^en  under- 
going abdominal  surgery  were  given  instillations  of  30-100  ml 
of  0.75%  4-methyluracil  with  0.25%  procaine  i.p.,  and  1000- 
2000  units/ml  neomycin  3  times  a  day  for  34  days  after 
surgery    None  of  these  children  developed  compUcations  or 
inflammation  in  the  abdominal  cavity.    In  addition  to  speeding 
up  heaUng,  these  agents  made  it  possible  to  remove  the  sutures 
earber. 

OQI  ASYMPTOMATIC  PAROTID  GLAND  EN- 

LARGEMENT IN  DIABETES  MELLITUS.    (E.) 

Davidson,  D.  (New  Mount  Sinai  Hosp.,  Toronto.  Ontario, 
Canada),  B.  S.  Leibel  and  B.  Berris..  Ann  Intern  Med  70(1): 
31-38,  1969. 

Case  reports  are  presented  for  14  patients  with  diabetes  and  2 
with  borderUne  glucose  tolerance  tests  who  were  noted  to  have 
asymptomatic  parotid  gland  enlargement.   There  were  9  men 
and  7  women,  48-83  yr  old.   Gland  enlargement  preceded  the 
recognition  of  diabetes  in  5  patients,  and  in  4  of  these  5 
diagnosis  depended  only  on  glucose  tolerance  tests.    Sialograms 
in  3  patients  were  normal,  and  histologic  exammation  of  3 
parotid  glands  revealed  fatty  infiltration.    Although  the  patho- 
genesis of  parotid  gland  enlargement  in  diabetes  is  not  clear, 
a  search  for  diabetes  should  be  made  in  all  patients  presentmg  ^ 
vnth  this  sign.  [ 


893  RESPONSE  OF  HYPERLIPEMIC  SUBJECTS  TO  : 

CARBOHYDRATES,  PANCREATIC  HORMONES 
AND  PROLONGED  FASTING.    (E.)    Friedman,  M.  (Mt.  Zion 
Hosp  Med.  Ctr.,  San  Francisco,  CaUf.),  R.  H.  Rosenman  and    1 
S.  O.  Byers.   /  Clin  Endocr  28(12):1773-1780,  1968.  ' 

The  responses  of  mUdly  hyperUpidemic  subjects  (hyperprebeta- 
lipoproteinemia)  to  fasting  for  up  to  38  hr  and  to  admmistra- 
tion  of  glucose,  fructose,  insuUn  with  and  without  glucose, 
tolbutamide  and  glucagon  were  studied  in  11  healthy  male 
volunteers.   Fasting  for  up  to  38  hr  did  not  further  lower  the 
ordinary  fasting  (overnight)  plasma  triglyceride  levels  of  these 
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abjects,  nor  could  the  latter  be  lowered  by  administration  of 
lucose.    The  usual  postprandial  hyperlipidemia  occurring  in 
lese  subjects  after  a  fat  meal  could  be  significantly  diminished 
y  the  administration  of  either  glucose  or  fructose,  but  not  by 
isulin,  tolbutamide  or  glucagon.   These  results  confirm  the  view 
lat  this  type  of  hyperlipidemia  is  chiefly  endogenous  in  origin. 

J94  POST-THYMECTOMY  WASTING  DISEASE 

AND  INTESTINAL  BACTERIAL  FLORA.    (E.) 
herman,  J.  D.  (Framingham  Union  Hosp.,  Mass.)  and  M. 
"urner.  Arch  Path  87(l):29-34,  1969. 

i  study  of  post-thymectomy  wasting  disease  in  AL  strain 
olden  hamsters  of  both  sexes  indicated  that  the  disease  is 
ssociated  with  the  usual  intestinal  bacterial  flora,  both  qual- 
atively  and  quantitatively,  an  absolute  lymphocytopenia  and 
ccasional  intestinal  crypt  lesions;  it  is  not  associated  with  7- 
lobulin  deficiency,  a  mild  reduction  in  lymphocytes  or  a  par- 
cular  type  of  intestinal  organism.    Administration  of  succinyl- 
ilfathiazole  or  sulfaguanidine  in  the  drinking  water  was  effect- 
e  in  preventing  wasting  disease  in  thymectomized  hamsters, 
hile  an  8%  incidence  occurred  in  neomycin-treated  animals 
id  a  14%  incidence  was  found  in  tetracycline-treated  and  non- 
itibiotic-treated  thymectomized  animals.    There  was  a  good 
•rrelation  between  the  number  of  intestinal  organisms  cultured 
Id  the  presence  of  wasting  disease.    It  is  suggested  that  the 
)rmal  intestinal  flora  might  produce  crypt  lesions  and  diarrhea 
thymectomized  animals  with  reduced  lymphocyte  counts. 

J5  EFFECT  OF  HYPERBARIC  OXYGEN  ON  EX- 

PERIMENTAL INTESTINAL  OBSTRUCTION. 

.)   Hopkinson,  B.  R.  (Dept.  Surg.,  State  U.  New  York,  Buffalo) 
d  W.  G.  Schenk  Jr.  Arch  Surg  98(2): 228-232,  1969. 
<  dogs  with  large-bowel  obstruction  (sigmoid  colon  occluded 
th  a  y4-inch  flat  silk  tape  puUed  into  a  snare  device)  and  6 
gs  with  smaU-bowel  obstruction  (produced  by  complete  divi- 
n  of  the  terminal  ileum)  were  treated  with  100%  O2  at  2 
nospheres  absolute  for  2  hr/day  5  days  a  week  beginning  2-5 
ys  after  surgery.    Five  of  9  control  dogs  but  only  2  of  6 
ated  dogs  with  large-bowel  obstruction  died  of  peritonitis 
:hin  14  days.    The  remaining  4  treated  dogs  survived  untU 
led,  3  requiring  additional  surgery  to  maintain  the  obstruc- 
n.   At  postmortem  examination  the  colons  were  found  to 
loaded  with  increasingly  soUd  feces;  the  small  intestine  was 
■mal.   The  6  control  and  6  treated  animals  with  smaU-bowel 
itruction  aU  died,  but  purulent  peritonitis  was  not  a  significant 
ise  of  death  (average  survival  time  19.8  and  18.5  days,  resp.). 
th  groups  were  marked  by  severe  weight  loss  (10.4  and  10.8 
resp.)  and  extensive  fatty  changes  in  the  liver;  one  of  the  12 
!s  showed  signs  of  intestinal  reconstitution.    Abdominal  X-ray 
lies  revealed  abnormal  gaseous  distension  for  a  few  days  after 
;ery  in  dogs  with  either  smaU-  or  large-bowel  occlusion. 
:se  findings  suggest  that  constipation  alone  is  not  lethal  and 
t  hyperbaric  O2  treatment  might  be  of  value  for  the  treat- 
it  of  gaseous  distension  in  paralytic  ileus. 

»  HYPERBARIA  IN  EXPERIMENTAL  BILE 

PERITONITIS.    (E.j    Nora,  P.  F.  (Northwestern 
^ed.  Sch.,  Chicago,  lU.),  J.  J.  Bransfield  and  H.  Laufman 
'i^wrg  98(2):  235-238,  1969. 

attempt  was  made  to  correlate  intraperitoneal  oxygen  tension 
survival  rate  in  20  dogs  which  were  subjected  to  gaUbladder 


fundectomy  and  omentectomy  to  induce  bQe  peritonitis  and 
placed  in  a  hyperbaric  chamber  at  1  or  3  atmospheres  absolute 
(ATA)  of  100%  oxygen  for  2  hr.    Ten  untreated  control  dogs 
with  gallbladder  fundectomies  and  10  dogs  in  which  the  abdom- 
inal waU  was  closed  without  drainage  during  oxygen  treatment 
aU  died  within  72  hr  (average  of  44  hr  and  30  hr,  resp.).    Four 
antemortem  and  4  postmortem  cultures  of  peritoneal  fluid  were 
positive  for  Clostridium  perfringens.    In  contrast,  when  the  ab- 
dominal incision  was  left  open  during  oxygen  therapy,  6  of  10 
dogs  survived  with  no  apparent  ill  effects  up  to  7  days  after 
surgery.    The  4  which  died  Uved  for  24,  48,  72  and  72  hr,  resp.; 
2  postmortem  cuUures  were  positive  for  C.  perfringens.    Cuhures 
taken  from  survivors  at  the  time  of  sacrifice  were  all  negative. 
Regardless  of  whether  the  abdominal  wound  was  closed  or  open, 
arterial  blood  oxygen  tensions  were  consistently  increased  about 
7-fold  at  1  ATA  of  100%  O2  and  about  25-fold  at  3  ATA.    The 
intraperitoneal  oxygen  tension  showed  no  increase  at  1  ATA 
and  a  3-fold  increase  at  3  ATA  in  animals  with  closed  abdomens, 
but  rose  4-fold  and  17-fold,  resp.,  in  animals  with  open  wounds. 
These  results  demonstrate  that  marked  elevations  in  oxygen 
tension  in  the  peritoneal  cavity  are  beneficial  in  preventing  the 
lethal  effects  of  experimental  bile  peritonitis,  probably  due  to 
their  inhibitory  effect  on  anaerobic  bacteria. 

897  STUDIES  ON  THE  INTESTINAL  FLORA.    I. 

THE  BACTERIAL  FLORA  OF  THE  GASTRO- 
INTESTINAL TRACT  IN  HEALTHY  AND  ACHLORHYDRIC 
PERSONS.    (E.)    Drasar,  B.  S.  (St.  Mary's  Hosp.  Med.  Sch., 
London,  England),  M.  Shiner  and  G.  M.  McLeod. 
Gastroenterology  56(l):71-79,  1969. 

The  types  and  distribution  of  bacteria  in  the  saliva,  stomach 
contents,  small  intestinal  juice,  and  feces  of  normal  people 
and  in  the  stomach  contents  and  small  intestinal  juice  of  patients 
with  achlorhydria  were  examined.    Samples  were  collected  with 
a  Shiner  tube,  a  Cantor  tube,  and  a  Rapid  Transit  tube.    Bac- 
teria were  identified  by  colony  morphology,  Gram  stain,  and 
catalase  reaction;  aerobic  bacteria  were  distinguished  from  an- 
aerobes by  the  use  of  an  agar  shake  cuhure.    Samples  of  saliva 
from  132  normal  subjects  yielded  streptococci.  Neisseria, 
Veillonella,  fusobacteria,  Bacteroides,  and  bifidobacteria  (102- 
106/g  saliva)  in  all  samples.    Lactobacilli  were  present  in  91.5%, 
yeasts  in  26%,  enterobacteria  in  26%,  and  staphylococci  in  11.3%. 
The  gastric  juice  from  42  fasting  normal  subjects  yielded  no 
bacteria  (pH  below  3  in  all  cases),  but  yeast  was  present  in  5. 
After  a  meal,  the  total  number  of  intestinal  bacteria  isolated 
fell  sharply  with  time;  samples  were  sterile  60  min  after  the 
meal.    Seventeen  of  25  samples  from  the  upper  small  intestine 
of  fasting  normal  subjects  were  sterile;  after  a  meal,  2  of  5 
subjects  continued  to  have  sterile  upper  small  intestine  samples 
while  in  3,  a  variety  of  organisms  were  found  but  disappeared 
within  90  min  after  the  meal.    In  6  fasting  normal  subjects, 
the  bacterial  count  of  the  lower  smaU  intestine  increased  as  the 
terminal  ileum  was  reached;  Bacteroides  and  bifidobacteria  were 
present  in  the  largest  numbers.    After  a  meal  in  1  subject,  the 
bacterial  count  of  the  lower  small  intestine  decreased  for  up  to 
109  min,  then  b^an  to  reestablish  itself.   The  feces  of  25  nor- 
mal subjects  contained  Bacteroides  and  bifidobacteria,  which 
constituted  99%  of  the  cuUivable  bacteria.    Gastric  juice  from 
5  subjects  with  gastric  achlorhydria,  yielded  large  numbers 
(106/g)  of  enterobacteria,  streptococci,  and  Bacteroides;  the 
upper  small  intestine  was  sterile  in  only  3  of  10  fasting  achlor- 
hydric  subjects,  and  contained  mixed  organisms  for  up  to  90 
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min  (when  sampling  ceased)  after  a  meal  in  1  subject.   The 
lower  smaU  intestine  of  1  fasting  achlorhydric  subject  contamed 
enterobacteria,  enterococci,  Bacteroides,  and  bifidobacteria 
(102-105/g). 


898  THE  TREATMENT  OF  DIGESTIVE  INSUFFI- 

CIENCY    (Ger.)    Gietz,  E.  (Munic.  Hosp., 
Neustadt  a.d.  Weinstrasse,  Germany)  and  K.  Peter.   Z  Gastroent 
25(5)-.335-341,  1968. 
For  4-36  weeks,  45  patients  with  various  digestive  disorders 
(25  men  and  20  women,  18-76  yr  old)  were  given  6  tablets/day 
of  Pancreflash,  usually  2  tablets  10-20  min  before  meals    These 
tablets  consist  of  an  outer  coating  of  ceUulose  acetate  phthabte, 
a  flash  layer  of  sodium  carbonate  and  citric  acid,  one  core  ot 
0  2  g  pancreatin  and  0.01  g  bile,  and  a  second  core  of  0.    g 
enzymes  from  Aspergillus  oryzae.    Patients  included  3  with 
gastrectomy-induced  dumping  syndrome;  19  with  pancreatic 
disorders;  19  with  gaUbladder  diseases  and  gastritis;  4  with 
nutritional  disorders;  and  1  with  tumor-induced  cachexia. 
Good  to  very  good  results  were  obtained  in  aU  3  patients  with 
damping  syndrome,  in  15  of  the  19  with  pancreatic  -sufficiency 
in  14  of  the  19  with  gastritis  and  gaUbladder  diseases,  and  m  aU 
4  patients  with  nutritional  disorders.   Treatment  was  moderately 
successful  in  9  other  cases  and  failed  only  in  the  patient  with 
cachexia.   No  side  effects  were  seen. 


technique  using  rabbit  antisera  prepared  against  fluorocarbon- 
labeled  purified  antigens  extracted  from  malignant  gastric, 
colonic,  rectal,  and  anal  tissue.   It  was  noted  that  1  preapitm 
band  formed  between  rectal  cancer  and  its  antiserum,  1  pre- 
cipitin band  formed  between  rectal  cancer  and  the  antiserum 
to  gastric  cancer,  and  the  common  antigenicity  of  colon  and 
anal  cancer  was  demonstrated  with  antiserum  prepared  agamst 
gastric  cancer.   Thus,  there  appear  to  be  common  antigens  m 
various  types  of  gastrointestinal  malignancies. 


899  A  SURGICAL  APPROACH  TO  DIABETES 

MELLITUS.   (E.)    LeVeen,  H.  H.  (Brooklyn  VA 
Hosp    N  Y  ),  C.  A.  Diaz,  V.  A.  Piccone  Jr.,  G.  Falk  and  B.  A. 
Borek.  AmerJSurg  117(l):46-54,  1969. 
Assays  run  on  5  nondiabetic  patients  showed  that  insulin  levels 
in  the  portal  vein  were  3-4  times  higher  than  those  m  a  sys- 
temic artery.   Therefore,  an  attempt  was  made  to  prevent  d^ 
sS^Sion  of  insulin  in  the  liver  by  redirecting  pancreatic  venous 
flow  from  the  portal  into  the  systemic  circulation  »"  panc^atec- 
tomized  dogs.    Reduced  carbohydrate  tolerance  was  mduced  m 
dogs  by  surgical  removal  of  85-90%  of  the  duodenal  portion 
of  the  pancreas.    Blood  glucose  levels  then  mcreased  from  nor- 
mal values  to  300  mg%  or  more.    To  prevent  the  development 
of  fatal  insulin  deficiency,  pancreatectomy  was  combmed  with 
ligation  of  the  base  of  the  splenic  artery,  nephrectomy,  and  a 
^lenorenal  venous  shunt.    Flat  blood  glucose  curves  were  ob- 
tS^,  even  if  glucose  was  given  i.v.,  and  blood  msulm  levels 
correlated  well  with  blood  glucose  concentrations.    Although  m- 
^eases  in  serum  cholesterol  and  phosphoUpid  levels  occurred 
in  some  animals  after  creation  of  a  shunt,  the  increase  was  not 
as  large  as  after  induction  of  severe  diabetes;  m  1  case  there 
was  a  decrease.   The  possible  clinical  appUcation  of  splenorena 
lunts  in  the  surgical  treatment  of  patients  with  diabetes -m  us 
is  discussed,  along  with  the  relations  between  portacaval  shunts 
or  cirrhosis,  reduced  hepatic  metabolism  of  circulatmg  hormones, 
and  sequellae  such  as  gastric  hypersecretion  and  peptic  ulcers. 

900  IMMUNOLOGICAL  STUDIES  ON  CANCER- 

SPEQFIC  GASTROINTESTINAL  TRACT  ANTI- 
GENS PURIFIED  WITH  FLUOROCARBON.    (Jap.)    Matsumoto 
D   (Fac.  Med.,  Hirosaki  U.,  Japan),  M.  Konn,  T.  Tanaka,  N. 
Aoki,  H.  Kawashima,  K.  Kodama  and  Y.  Sugiyama.   Hvosaki 
Med'/ 20(1):  152-159,  1968. 

Correlations  among  the  antigens  of  the  stomach,  colon,  rectum, 
a^d  anus  were  examined  with  the  Ouchterlony  gel-diffusion 


901  INTESTINAL  ISCHEMIC  SYNDROMES.    (E.j 

Bergan,  J.  J.  (Northwestern  U.  Med.  Sch.,  Chicago, 
m.),  L.  Dry,  J.  Conn  Jr.  and  O.  H.  Trippel.  Ann  Surg  169(1): 
120-126,  1969. 

On  the  basis  of  experience  with  22  patients  (16  men  and  6 
women   36-77  yr  old)  who  underwent  intestinal  arterial  re- 
vascularization  over  an  8-yr  period,  two  categories  of  mtestinal 
ischemic  syndromes  are  defined.   These  are  chronic  intestmal 
ischemia,  including  celiac  and  superior  mesenteric  occlusions, 
and  acute  intestinal  ischemia,  including  emboUc,  thrombotic 
and  nonorganic  occlusions.    Among  6  patients  (48-77  yr  old) 
who  presented  with  celiac  axis  occlusions,  4  had  severe  athero- 
sclerotic coronary  or  peripheral  arterial  insufficiency;  pam  r^ 
lated  to  food  intake  was  common,  and  marked  weight  loss 
occurred  in  aU  6  patients.   Operative  repair  was  curative  m  each 
case     Two  men  (62  and  63  yr  old)  and  one  woman  (58  yr  old) 
underwent  reconstruction  of  superior  mesenteric  arteries  for 
chronic  occlusion;  their  signs,  symptoms  and  laboratory  fmdmgs 
were  extremely  variable.    Among  the  cases  in  the  acute  group 
8  patients  had  superior  mesenteric  arteries  occluded  by  emboh; 
cUnical  manifestations  were  rapid  onset  of  abdommal  pam, 
vomiting  diarrhea,  leukocytosis,  history  of  prior  embohzation 
and  an  obvious  source  for  the  embolus.    Bowel  resections  were 
performed  in  only  3  patients.   Two  patients  appeared  to  have 
acute  mesenteric  arterial  occlusions,  but  clinical  circumstances 
suggested  a  nonorganic  cessation  of  blood  flow. 


902  THE  UPPER  GASTROINTESTINAL  TRACT 

IN  PATIENTS  UNDERGOING  CHRONIC  DIAL- 
YSIS   (E)    Wiener,  S.  N.  (Mt.  Sinai  Hosp.,  Cleveland,  Ohio), 
V.  Vertes  and  H.  Shapiro.  Radiology  92(1):110-114,  1969. 
The  radiologic  appearance  of  the  upper  gastrointestinal  tract 
was  studied  in  48  patients  (25  males  and  23  females)  under-      , 
going  chronic  dialysis.    Fourteen  patients  had  been  mamtamed 
by  intermittent  peritoneal  lavage  for  periods  of  6-24  months 
while  34  patients  had  been  treated  by  hemodialysis  for  periods 
of  6-34  months.   The  upper  gastrointestinal  tract  appeared 
normal  in  the  initial  examination  as  weU  as  in  subsequent  foUov 
up  studies  in  15  of  the  48  patients.    Four  had  been  mamtamed 
on  peritoneal  lavage  and  11  were  from  the  hemodialysis  group. 
RadiologicaUy,  the  upper  gastrointestinal  tract  was  abnormal 
in  the  remaining  33  patients  and  the  findings  were  constant  for 
each  individual.   These  abnormaUties  included  a  "wet  stomach 
with  prominent  gastric  folds  in  11  patients,  abnormal  appearan. 
of  the  duodenal  bulb  with  prominence  and  enlargement  ot  the 
duodenal  folds  in  21  patients,  and  prominence  of  the  mucosal 
pattern  with  enlarged  folds  involving  the  proximal  portion  ot 
the  descending  duodenum  in  8  patients.    Acute  pancreatitis  wa 
diagnosed  clinicaUy  in  9  patients  and  at  autopsy  m  2  others,  ai 
may  have  been  responsible  for  the  radiological  changes. 
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903  A  TALE  OF  TWO  CITIES:    A  COMPARISON  OF 

SARCOIDOSIS  IN  LONDON  AND  NEW  YORK. 

'E.)  James,  D.  G.  (Royal  Northern  Hosp.,  London,  England), 
L  E.  Satzbach,  O.  P.  Sharma  and  L.  S.  Carstairs.  Arch  Intern 
Med  123(2):187-191,  1969. 

V  series  of  537  patients  (235  males  and  302  females,  88% 
::aucasian)  with  sarcoidosis  in  London  was  compared  with  a 
joup  of  311  patients  (100  males  and  211  females,  47%  Negro 
jid  17%  Puerto  Rican)  with  sarcoidosis  in  New  York.    In  both 
roups,  67-71%  were  under  40  yr  of  age.    Africans  were  under- 
epresented  in  London  (although  there  were  twice  as  many  West 
ndians  as  would  be  expected),  but  the  incidence  in  New  York 
'as  10  times  as  high  among  Negroes  as  among  whites.    Despite 
tie  marked  differences  in  ethnic  background,  there  was  a  close 
imilarity  in  the  extent  and  frequency  of  involvement  of  various 
rgans,  as  well  as  in  the  clinical  and  radiological  features.    Most 
rgans  of  the  body  were  found  to  be  invaded,  although  biopsies 
f  a  peripheral  or  scalene  lymph  node,  skin  or  liver  were  the 
lost  fruitful  sources  for  histological  confirmation  of  the  disease, 
he  overaU  mortality  rate  in  both  groups  was  about  8%,  but 
jrtico steroids  and  other  antiinflammatory  agents  were  generaUy 
■fective. 

04  PRIMARY  HYDATID  CYSTS  OF  THE  LIVER, 

PANCREAS  AND  PAROTID  GLAND.    (Sp.) 
[orel,  C.  J.  L.  (J.  M.  Ramos  Mejia  Munic.  Hosp.,  Buenos 
ires,  Argentina),  D.  M.  Filippin  and  E.  J.  Gonzalez.  Prensa 
ed  Argent  55(28):1354-1355,  1968. 
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ABDOMINAL  HYDATIDOSIS.   (Sp.)    Allende, 
J.  M.  Prensa  Med  Argent  55(28):1356-1367, 


06  GASTROINTESTINAL  HYDATIDOSIS  IN 

NORTHWESTERN  ARGENTINA.   (Sp.)    Palazzo, 
H.  and  A.  Bollea.  Prensa  Med  Argent  55(28):1343-1348 
>68. 

)7  HYDATIDOSIS  OF  THE  DIGESTIVE  TRACT: 

EXPERIENCE  AT  THE  SANTAMARINA  HOS- 
TAL  OF  TANDIL.    (Sp.)    Cereseto,  P.  L.  (Ramc^n  Santa- 
irina  Munic.  Hosp.,  TandU,  Argentina),  J.  L.  Curuchet,  J.  H. 
mtile  and  D.  R.  Grasso.  Prensa  Med  Argent  55(28):1370- 
71,  1968. 

>8  PERITONEAL  HYDATIDOSIS.   (Sp.)    Bettalemmi, 

J.,  R.  F.  Vanella,  D.  Pradella  and  A.  Camacho. 
msa  Med  Argent  55(28):1368-1369,  1968. 

•9  THE  TREATMENT  OF  ABDOMINAL  HYDATI- 

DOSIS.   (Sp.)    MEDICAL  AND  SURGICAL 
iPECTS  OF   Saravia  Canepa,  H.,  R.  Vivas  and  J.  M.  Garcia 
s.  Prensa  Med  Argent  55{2%y.m\-n3^,  1968. 

0  HYDATIDOSIS  OF  THE  DIGESTIVE  TRACT. 

(Sp.)    Olaciregui,  J.  C.  (Rawson  Hosp.,  Buenos 
res,  Argentina).  Prensa  Med  Argent  55(28):1374-1379 
68. 

1  THE  CURRENT  STATUS  OF  THE  ZOLLINGER- 
ELLISON  SYNDROME.    (Sp.)    Galmarini,  O.  V. 


("Bme.  Churruca"  Police  Hosp.,  Buenos  Aires,  Argentina). 
Prensa  Med  Argent  55(26):1265-1270,  1968. 

912  THE  SYSTEMATIC  INVESTIGATION  OF 
CHRONIC  DIARRHEA.   (Fr.)    Naudin,  G. 

ConcoursMed  90(39):6127-6136,  1968. 

913  EPIDEMIOLOGY  OF  HUMAN  INTESTINAL 
PARASITOSES.   (Pol.)    Iwanczuk,  I.  (Polish  Inst. 

Hyg.,  Warsaw,  Poland)  and  I.  Stobnicka.    Wiad  Parazyt  14(4)- 
407-424,  1968. 

914  INTESTINAL  PARASITES  IN  CHONDROSTOMA 
NASU  FROM  THE  BUG  AND  KRZNA  RIVERS 

(Pol.)    Lawrynowicz,  Z.  (Dept.  Ichthyol.,  WSR,  Szczecin, 
Poland).    Wiad  Parazyt  14(4):461-462,  1968. 

915  A  TRIAL  OF  MARETIN  IN  THE  CONTROL  OF 
GASTROINTESTINAL  NEMATODE  INFESTA- 
TION IN  SHEEP.   (Pol.)    Borzemski,  J.  (Fac.  Vet.  Med.  WSR, 
Olsztyn,  Poland),  K.  Markiewicz,  K.  Romaniuk  and  S.  Tar- 
czynski.    Wiad  Parazyt  14(4):429-435,  1968. 

916  JEJUNOCOLOSTOMY  IN  THE  TREATMENT 
OF  EXTREME  OBESITY.    (Cz.)    Rath,  R.  (Inst. 

Study  Human  Nutrit.,  Prague,  Czechoslovakia),  J.  Buda  and 
H.  Bittnerova.   Cesk  Gastroent  Vyz  22(5):332-339,  1968. 

917  COMPARISON  OF  THE  PARASITIC  FAUNA 
OF  THE  HUMAN  ALIMENTARY  TRACT  IN 

WROCLAW  DURING  THE  PERIODS  1962-64  AND  1965-67 
(Pol.)  ^Zuber,  E.  (MSW  Hosp.  Polyclin.,  Wroclaw,  Poland)  and 
H.  Wozniak-Zuber.    Wiad  Parazyt  14(4):425-427,  1968. 

918  THE  CAUSES  AND  TREATMENT  OF  GASTRO- 
INTESTINAL BLEEDING  IN  CHILDREN.  PART 

U.   (Dut.)    Slooff,  J.  P.  (Dept.  Pediat.,  Cath.  U.  Nijmegen, 
Netherlands).  Nederl  T  Geneesk  112(45):2042-2053,  196S. 

919  ALLERGY  TO  COWS  MILK  IN  YOUNG 
CHILDREN.  I.  HEMAGGLUTINATING  ANTI- 
BODIES TO  MILK  PROTEINS  AND  SKIN  REACTIONS  TO 
MILK  ANTIGEN.   (Dut.)    Bleumink,  E.  (Dermatol.  Clin.,  U. 
Utrecht,  Netherlands),  F.  de  Maat-Bleeker,  E.  Young  and'j  W 
Stoop.   Nederl  T  Geneesk  112(45):2029-2034,  1968. 

920  PECULIARITIES  IN  THE  COURSE  OF  SAL- 
MONELLOSIS IN  PATIENTS  WITH  CONCUR- 
RENT SCHISTOSOMIASIS.   (Ger.)    Eichbaum,  F.  W.  (Fac. 
Med.,  U.  sao  Paulo,  Brazil).  Med  Klin  63(42):1670-1673 
1968. 


921  WALDENSTROM'S  MACROGLOBULINEMIA 
LOCALIZED  IN  THE  SALIVARY  GLANDS. 

(Sp.)    Guarner,  A.,  J.  Balanzo,  J.  A.  VUa  Vinas  and  A.  Rocha 
An  Med  (Med)  54(2):213-215,  1968. 

922  THE  PHYSIOLOGICAL  BASIS  FOR  FEEDING 
BEHAVIOR.   (Rum.)    Gontea,  I.  (Dept.  Food 

Hyg.,  I.  M.  F.,  Bucharest,  Romania).  Fiziol  Norm  Pat  IMAY 
289-298,  1968. 


i  ■•? 


114 


GENERAL 


923 


NON-ATHEROMATOUS  STENOSIS  OF  THE 
PRINCIPAL  GASTROINTESTINAL  ARTERIES. 

Leymarios,  J.    Vie  Med  [Spec]  49:1345-1355.  1968. 


935 


(Fr.) 

024  RECURRENT  PURULENT  DIARRHEA  AND 

CONGENITAL  HYPOGAMMAGLOBULINEMIA 
WITH  LYMPHOPENIA  IN  A  FOUR-YEAR-OLD  GIRL.    (Fr.) 

Fabre,  A.  (Intercomm.  Hosp.  Ctr.,  CreteQ,  France)  J.  Canet 
G.  Pesnel,  J.  Pheulpin  and  P.  Lajouanine.  Ann  Pediat  (Pans) 
44(l):49-53,  1968. 

925  A  CASE  OF  MESENTERIC  PANNICULITIS, 
RETROPERITONEAL  LIPODYSTROPHY  AND 

PANCREATIC  DISEASE.   (Fr.)    Paraf,  A.  (Franco-Moslem 
Hosp.,  Paris,  France),  C.  Manager  and  J.  Texier.  Presse  Med 
76(48):2263-2265,  1968. 

926  METRONIDAZOLE  (FLAGYL)  IN  AMOEBIASIS 
(INTESTINAL  AND  HEPATIC).   (E.)    Chhetn, 

M  K.  (Inst.  Post-Grad.  Med.  Ed.  Res.,  Calcutta,  India),  N.  C. 
Chakraborty,  B.  Bhattacharyya  and  G.  Misra.  Bull  Inst  Post- 
grad Med  Educ  10(3):136-137,  1968. 

927  THE  CHEMICAL  COMPOSITION  OF  FAECES 
IN  URAEMIA,  AS  REVEALED  BY  IN-VIVO 

FAECAL  DIALYSIS.   (E.)    Wilson,  D.  R  (Royal  Postgrad. 
Med.  Sch.,  London,  England),  T.  S.  Ing,  A.  Metcalfe<Jibson 
and  O.  M.  Wrong.   Clin  Sci  35(2):197-209,  1968. 


928  ALTERATIONS  OF  ZINC  METABOLISM  FOL- 

LOWING SURGICAL  OPERATIONS.    (E.)    Kahn, 
A  M.  (Wadsworth  Hosp.,  VA  Ctr.,  Los  Angeles,  Calif.)  and 
H.  E.  Gordon.   Surg  Gynec  Obstet  128(l):88-90,  1969. 


DIARRHOEA  IN  JABOLPUR-BACTERIOLOGIC 
STUDY  AND  THERAPEUTIC  TRIALS.    (E.) 

Sharma.  S.  K.  (Med.  Coll.,  Jabolpur,  I^^ia)   R  K-  Taluja,  P^  S^ 
Manjerekar  and  K.  K.  Kaul.  Indian  Pediat  5(4):  154-160,  1968. 

936  POST-TRAUMATIC  STRANGULATED  DIA- 

PHRAGMATIC HERNIA  INVOLVING  THE 
STOMACH  AND  COLON.    (Sp.)    Duran  Broques,  F.  and  A.       j 
Serradel  Terreres.   Cir  Ginec  Urol  22(4):479-484.  1968.  | 

937  INTESTINAL  ANASTOMOSES:  A  REAPPRAISAI 
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JNEN,    H 

00973 

r» 

SENIOR,    JR 

:RS,    RA 

00061* 

I* 

SENIUTOVICH,    VF 

^IN,    lUN 

00997 

i 

SEREBRINA,    LA 

IV,     IP 

00418 

' 

SERES-STURM,    L 

00702* 

SERGEIEVA,  KV 

00829* 
SERIKI,  0 

00626 
SERRADEL  TERRERES,  A 

00936 
SERRATONI,  FT 

00766* 
SESSIONS,  JT  JR. 

00017 
SETHI,  JP 

00638 
SEZAKI,  H 

00042   00043 
SHALEVICH,  MA 

00775* 
SHALYGINA,  NB 

00371* 
SHANK,  RE 

00177* 
SHAPIRO,  FM 

00371* 
SHAPIRO,  H 

00902* 
SHAPIRO,  JH 

00495 
SHARAF,  M 

00751 
SHARHA,  BM 

00824*  00988 
SHARMA,  ML 

00824* 
SHARMA,  OP 

00903* 
SHARMA,  SK 

00935 
SHEARMAN,     OJC 

00499 
SHEEHY,  TW 

00728 
SHEHAOEH,  Z 

00179*  00181* 
SHELBY,  EA 

00877 
SHEPHERD,  HG 

00265 
SHERLOCK,  S 

00814 
SHERMAN,  JO 

00894* 
SHERMAN,  NJ 

00883* 
SHEVCHUK,  MG 

00997 
SHIBATA,  T 

00013* 
SHIGETA,  Y 

00175 
SHILKIN,  KB 

00458 
SHIMAOA,  M 

00403 
SHIMAMOTO,  K 

00022 
SHIMOGAMI,  A 

00261 
SHIN,  PC 

00054* 
SHINER,  M 

00897* 
SHINKEVICH,    HV 

00  302 
SHIRLEY,  H  JR. 

00733 
SHI  ROTA,  A 

00275   00982 
SHORE,  PA 

00058 
SHPIL'T,  MM 

00248 
SHRIVASTAVE,  BK 

00938 
SHUBINA,  LA 

00512 
SHUSTER,  J 

00357* 
SHUSTEROV,  BG 

00511 
SIOORENKO,  VD 

00468* 
SIEBER,  WK 

00401 
SIEGEL,  CI 
00313* 


SIEGEL,  HI 

00375 
SIEGEL,  JH 

00823* 
SIEGEL,  M 

00313* 
SIES,  H 
00136* 
SIGAUDO,  F 

00352 
SIGLER,  L 

00636 
SIGMUNO,  CJ 

00049* 
SIKORSKI,  JJ 

00238* 
SILBER,  W 

00296 
SILBERMAN,  EL 

00208* 
SILTZBACH,  LE 

00903* 
SILVER,  H 

00596 
SILVERBERG,  M 

00792* 
SILVERS,  NP 

00805 
SIMARD.  A 

00786 
SIMKO,  V 

00100* 
SIMON,  JB 

00126* 
SIMON,  P. 

00516 
SIMON,  W 

00226* 
SIMONIS,  AM 

00057 
SIMONS,  K 

00088 
SIMPKINS,  KC 

00592 
SIMPSON,  JA 

00312* 
SIMPSON,  TE 

00457 
SI  NOON  I,  G 

00959 
SINGH,  8 

00197*  00540 
SINGH,  H 

00062* 
SINHA,  AS 

00938 
SIRCUS,  W 

00526* 
SKALA,  I 

00044   00446 
SKALOVA,  E 

00201* 
SKAMNAKIS,  S 

00646 
SKARDASIS.  GM 

00430* 
SKlLLERN,  P6 

00949 
SKINNER,  OB 

00314*  00755 
SKULME,  KA 

00424 
SLATTERY,  LR 

00736 
SLEISINGER,  MH 

00011* 
SLOOFF,  JP 

00916 
SMEJKAL,  V 

00471* 
SMIRNOV,  E 

00870 
SMIRNOV,  lEV 

00661 
SMITH,  EB 

00  76^* 
SMITH,  ER 

00945 
SMITH,  G 

00079* 
SMITH,  LB 

00639* 
SMITH,  RB  III 
00680* 


-9 
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SMOKIAKOVA,    GM 

00211* 
SMUCKLERt    EA 

00118*    00770*    00791 
SOBEL.    C 

00274 
SOBEL,    HJ 

00695* 
SOBESHCHANSKAI&,     lEA 

0050  7 
SOKOL.    EM 

005*9 
SOKOLOV,  VI 

00562* 
SntANK:E,  TF 

00467   00626 
SOLIN,  M 

00172 
SOLOMON,  A 

00269 
SOLTYS,  W 

00648 
SOMOGYI,  G 

00721 
SONG,  CS 

00111* 
SOROF.  S 

00138* 
SOROUR,  VE 

00708* 
SOWINSKl,  R 

00691* 
SPARSER,  SB 

00478* 
SPASI8K0,  AM 

00775* 
SPAV,  G 

00659 
SPENCER.    RP 

00031* 
SPIESS,  H 

00301 
SPIRO,  HM 

00233* 
SPIVEY,  J 

00221* 
SPLENOPORTOGRAPHY 

00214* 
SPUTTER,  SO 

00184* 
SRAMKOVA,  L 

00889* 
SRIVASTAVA,  JR 

00971 
SROCZYNSKI,  J 

00709* 
STAOELMANN,  0 

00287 
STAHLER,  F 

00771* 
STALMANS,  H 

00174 
STAMIOIS.  L 

00471* 
STAMLER,  FH 

00432* 
STANWORTH,  OR 

00539 
STARZL,  TE 

00681*  00686* 
STASTNA,  R 

00662* 
STEFANINI.  P 

00869 
STEFANOVIC,  N 

00818* 
STEIN,  A 

00986 
STEMMER,  EA 

00498 
STEVENS,  BJ 

00707* 
STEVENSON,  IH 

00131* 
STIFEL,  FB 

00004*  00012* 
STOEBNER,  P 

00105 
STOIANOVA-ANTOVA,    Z 

00801 
STOILOV,    LD 

00356* 
STOLAR,    J 

00596 


STOLL,    E 

00640* 
STOLL,    F 

00706* 
STONE,    HH 

00680* 
STONE,    RM 

00308* 
STOOP,     JH 

00919 
STOREY,    B 

00758 
STRAUB,    PW 

00763 
STREICHER,    HJ 

00833 
STREIFF,    R 

00393 
STREUBEL,    A 

00847* 
STRICKLAND,    GT 

00888* 
STRUCHKOV,    VI 

00251 
STRYNK,    M 

00709* 
STUART-SHITH,    DA 

00534 
STUBENBORO,  MT 

00682* 
STUCKE,  K 

00742 
STULBERG,  HJ 

002  08* 
SUOUCA 
00957 
SUGIOKA,  G 

00767* 
SUGIYAMA,  Y 

00900* 
SUGRUE,  MF 

00058 
SULLIVAN,  BH  JR. 

00230* 
SUMITA,  T 

00427 
SUMMERS,  RE 

00433* 
SUTNICK,  AI 

00793*  00816 
SUVANSRI.  U 

00178* 
SUZUKI,  H 

00849* 
SUZUKI,  T 

00837 
SVESHNIKOV,  AI 

00356* 
SHAMINATHAN,  M 

00082* 
SWANSON,  VL 

00555 
SHELL,  L 

00133* 
SWINTON,    NH 

00605 
SYBERS,    RG 

00240 
SYMCHOHICZ,    S 

00103* 
SZANTAY,    I 

00481* 
SZYBINSKI.    I 
00157 
SZYMANSKA,    H 
00803 

TABACHNICK,    IIA 

00103* 
TA8AQCHALI.    S 

00436*  00529* 
TAIRA,  Y 

00849* 
TAIRRAZ,  JP 

00571 
TALA,  P 

00341 
TALUJA,  RK 

00935 
TANAKA,  T 

00900* 

TANG,  J 

00087 


TANGUCCl,  F 

00021 
TANIGUCHI,  K 

00167 
TANIGUCHI,  T 

00275 
TARCZYNSKI,  S 

00915 
TAVILL,  AS 

00226* 
TAYLOR,  KB 

00373 
TAYLOR.  PE 

00806 
TCHERKOW.  G 

00433* 
TEDO,  I 

00144 
TEIXEIRA  LEAL,  A 

00857 
TEKERES,  M 

00787 
TELICHKO,  AA 

00965 
TESLER,  HA 

00473* 
TEXIER,  J 

00925 
THALER,  H 

00737 
THEOLOGIDES,  A 

00541 
THEUER,  D 
00712 
THIEOEN,  HID 

00147 
THIER,  SO 

00546   00548 
THOENY,  RH 

00290 
THOMA,  C 

00968 
THOMAS,  AJ 

00231* 
THOMFORD,  NR 

00627* 
THOMPSON.  AG 

00661*  00666* 
THOMPSON,  CJ 

00084* 
THOMPSON.  DT 

00329 
THOMPSON,  GH 

00181* 
THOMPSON,  JC 

00463 
THOMPSON,  JH 

00066   00078*  00091 
THOMPSON,  RPH 

00128* 
TICE,  OA 

00675 
TIMMES,    JJ 

00  342 
TIMMIS,    HH 

00677* 
TOADER,    C 

00854 
TOADER,    I 

00854 
TODOROV,    T 

00617 
TOLGAY,    Z 

00180* 
TONGIO,    J 

00962 
TOPCHIASHVILI.    ZA 

00673 
TORDET-CARIDROIT,    C 

00143 
TOROJMANN,    M 

00970 
TOSKIN.    KD 

00507 
TOTHt    T 

00721 
TOULEMONOE.  H 

00957 
TOUNTAS,  C 

00663* 
TOUSSIS,  D 

00663* 

TOVEY,  FI 

00082* 


TOXIRlf  I 

00724 
TRAPNELL,  JE 

00676 
TR6IGER,  M 

00697* 
TREVINO  GARCIA  MANZO,  N 

00780 
TRIPPEL,  OH 

00901* 
TRIVEDI,  MP 

00974 
TROWBRIDGE,  M  JR. 

00552 
TROXLER,  RF 

00163 
TRUEBLOOD,  HH 

00086* 
TSEKHANOVICH,  TI 

00318* 
TS1RAK06L0U,  D 

00372 
TSONCHEV,  t 

00801 
TUDBALL,  N 

00164 
TUNG,  KSK 

00224* 
TURCOTTE,  JG 

00822* 
TURNBULL,  MJ 

00131* 
TURNER,  M 

00894* 
TURNER,  RJ  III 

00875 
TYGSTRUP,  N 

00819* 
TZOUFIS,  E 
00383 

UEHARA,  Y 

00427 
UETE,  T 

00261 
UGLOV,  FG 

00862 
ULAGAY,  I 

00291 
UNOERHOOD,  LD 

00181* 
UNGVARY,  G 

00721 
UNITE,  AF 

00405 
URBANOHICZ,  H 

00709* 
USHIYAMA,  T 

00466 
UYLANGCO,  C 

00888* 

VAEZ-ZADEH,  K 

00429* 
VAISHNAV,  VP 

00974 
VALEK.  J 

00037   00044 
VALENCIA-PARPARCEN,  J 

00699*  00797 
VALERIO,  V 

00259 
VALETTI,  JA 

00966 
VALONI,  AF 

00345 
VAN  DEN  BOSCH,  J 

00028* 
VAN  DER  HEYOE,  MN 

00715 
VAN  DER  HOEOEN,  R 

00525 
VAN  DER  HOFSTADT,  C 

00659 
VAN  DER  LINDEN.  M 

00878 
VAN  DER  VEEN,  KJ 

00553 
VANELLA,  RF 

00908 
VANNOTTI,  A 

00026* 
VANNUETEN,  JM 
00060 


»RGA,     F 

WATTEN,    RH 

D0T88 

00888* 

iSCONCELOS,    E 

WATTS,    CC 

)0588 

00083* 

\SKO,    JS 

WAUGH,    OE 

)0072*    00362* 

00939 

>VRECKA,    M 

WEBB,     TE 

»0l6l 

00170 

YSSE,    N 

WEBER,    JM 

0096* 

00316* 

ALS,    J 

WEILL-BOUSSON,    M 

0103* 

00565* 

CERINA,    S 

WEINBERGER,    M 

0611 

00210* 

GA,    P 

WEINSTEIN,    EC 

0142 

00505 

LMAMINOV,     lUB 

WEISS,    AG 

0305 

00105 

NABLES,    CW 

WELBOURN,    R8 

0221* 

00221* 

RHAGE,    JC 

WELCH,    CE 

0346 

00947      00991 

RMA,    V 

WELSH,    JO 

0971 

00528* 

RTES,    V 

WELSH,    RA 

0902* 

00406 

EGAS    OE    ANDRADE,    SR 

WENGER,    J 

0017 

00253 

IKARI,     S 

WERNER,    B 

0353* 

00173 

.A   VINAS.    JA 

WERSCHKY,    LR 

)921 

00645* 

.ARDELL,     F 

HESSELHOEFT,    CH 

)24l 

00331 

.LIAUMEY,    J 

WESTERGAARO,    H 

)547 

00197* 

tOGRAOOVA,    MA 

WHALEN,    GE 

)431* 

00888* 

CA,    U 

WHALEN,    JP 

54  2 

00735 

SET,    J 

WHEBY,    MS 

36  8* 

00555 

AS,    R 

WHEELER,    HO 

909 

00024* 

SOVA,    MN 

WHERRETT,    B 

431* 

00792* 

NI,    G 

WHITEHEAD,    R 

289 

00535 

FELTEN,     A 

WIAUX,    A 

76  3 

00162 

OLOERSHAUSEN,    HF 

WIENER,    SN 

141* 

00902* 

K.     J 

WILD,    C 

700* 

00820* 

06MEVA,    NM 

WILKINSON,    P 

046* 

00701* 

BEVSKI,    S 

WILKS,    A 

521 

00717      00719 

WILLIAMS,    HS 

SWnRTH,    RC 

00884* 

552 

WILLIAMS,     I 

GENER,    HU 

00600 

610 

WILLIAMS,     JB 

«IER,    A 

00823* 

519* 

WILLIAMS,     MA 

ITA,    M 

00343 

596 

WILLIAMS,    R 

<ER,    A 

00128* 

528* 

WILLIAMS,     RO 

CER,    HSJ    JR. 

00639* 

t53 

WILSON,    OR 

IN,    VH    JR. 

00927 

)22* 

WILSON,     IH 

>TAO,    PM 

00435* 

>e6 

WILSON,    R 

,    AJ 

00091 

>41*   00765* 

WILSON,    RB 

.ENSTEEN,    OH 

00125* 

•26      00950 

WILSON,    RF 

OEL,    0 

00765* 

37 

WINAWER,    SJ 

ER,    EO 

00442      00495 

22* 

WINCKLER,    C 

EN,    KW 

00716 

67* 

WINKEL,    P 

,    H 

00819* 

61 

WIRTH,    W 

NABE,    H 
39* 

00204*    00783 

WISE,    I J 

ON,    OW 

00033* 

31 

WISE,    L 

•   RH   JR. 

00080* 

81 

WQGAN,    GN 

00782 

WOLF,  S 

00087 
WONG,  P 

00105 
WOOD,  PD 

00041 
WCOO,  PDS 

00184* 
WOODMAN,  KS 

00754 
WCOTTON,  I  DP 

00529* 
WORDEN,  E 

00792* 
W02NI AK-ZUBER,  H 

00917 
WRIGHT,  PM 

00084*  00642* 
WRONG,  OM 

00927 
WU,  JW 
00  290 
WUSTENFELD,  E 

00  8  39 
WYCZALEK,  JV 
00951 

YA6E,  S 

00275 
YAMADA,  K 

00115* 
YAMANE,  M 

00623 
YANA,  K 

00187 
YASUTCMI,  H 

00632 
YIM,  PS 

005  18 
YOH,  S 
00623 
YOSHIDA,  S 

00149   00150 
YOUNG,  AC 

00592 
YOUNG,  E 

00919 
YOUNG,  JR  JR. 

00351 
YOUNG,    JW 

00025* 
YOUNG,    VR 

00828* 

YOUNGS,    J 

00311* 

ZAHN,     RL 

00498 
ZAITSEV,  VG 

00674 
ZAKHARIA,     AT 

00609 
ZAKHAROV,  lEI 

00468* 
ZAKIM,  D 

00004*  00012* 
ZAL'TSMAN,  IN 

00307 
ZAMCHECK,  N 

00442   00495 
ZANGE,  M 

00156 
ZANGENEH,  F 

00729 
ZARINS,  CK 

00755 
ZAVATE,  0 

00804 
ZEHNDER,  MA 

00589 
ZEKIAN,  B 

00759 
ZERMAN,  BJ 

00458 
ZERPA,  MJ 

00099* 
ZEUCHNER,  E 

00774* 
ZHELEZNYI,  VI 

00416 
ZHURAVLEVA,  AM 

00508 
ZIBERCV,  SG 
00508 


ZIEOSES  DES  PLANTES,  BG 

00553 
ZIEVE,  L 

00671 
ZIMMON,  DS 

00473* 
ZION,  OE 

00208* 
ZLATARSKI,  G 

00620 
ZORRILLA,  L 

00607 
ZSCHIESCHE,  OM 

00528* 
ZUBER,  E 

00917 
ZUCKERMAN,  AJ 

00806 
ZUIDEMA,  GD 

00679*  00755 
ZUSSMAN,  WV 

00113* 
ZWEYMULLER,  E 

00743 
ZYNGIER,  PR 
00741 
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0073B 


00975 


00909       00910 


ABDOMEN    4NGINA  „,,c»ccc 

SEE      MESENTERY    VASCULAR    DISEASES 
ABDOMEN    ANGIOGRAPHY 

00228*  00273   003^.8 
ABDOMEN  DIAGNOSIS 

00219*    00228*    00239*    00273 
00626      00653       00738 
ABDOMEN    DIAGNOSIS, ACUTE 

00257       00901* 
ABDOMEN    DISEASES 

00275      00905       00908 
ABDOMEN    ENDOSCOPY 

00257 
ABDOMEN    HERNIA 

00939 
ABDOMEN     IN    CHIL  DR  EN  ,  ACUTE 

00'>fl5       00975 
ABDOMEN     INFECTIONS 
SEE    ALSO       PERITONITIS 

OOT'.l       00765*    00896*    00952 
ABDOMEN    NEOPLASMS 
00885* 


003'>8 
00983 


00<»07      00457      00485 


00975      00983       00997 


00479* 
00716 


00427 
00783 
00957 


00645*  00648   00885*  00936   00956   00983 


ABDOMEN  PAIN 

00085*  00455   00456   00467 
00612   00622   00660   00676 
00963   00986   00992 
ABDOMEN  PARACENTESIS 

SEE   ABDOMEN  DIAGNOSIS 
ABDOMEN  PATHOLOGY 

00939 
ABDOMEN  RADIOLOGY 
SEE  ALSO   ABDOMEN  DIAGNOSIS 
00228*  00272   00273   00348 
ABDOMEN  SURGERY 

00326   00397   00400   00407 
00550   00653   00750   00755 
00908   00928   00939   00947 
00991 
ABDOMEN  TRAUMA 
00228*  00352 
009B6 
ABDOMEN  TRAUMA  IN  CHILDREN 

00983 
ABDOMEN,  ACUTE 

00581   00952 
ABDOMEN, AGE  EFFECTS  ON 

00  983 
ABSCESSES 

00590   00608   00612 
ABSCESSES, LIVER 

00222*  00682*  00703*  00723 
ABSCESSES, PANCREAS 

00654   00665*  00667* 
ABSORPTION  STUDY  TECHNIQUES 

P0031*  00029*  00258   00262 
ABSORPTION, AGE  EFFECTS  ON 

00040 
ABSORPTION, AMINO  ACID 
SEE  ALSO   PROTEIN  ABSORPTION 
00023*  00026*  00033*  00546 
ABSORPTION, BICARBONATE 

00030* 
ABSORPTION, BILE  SALT 

00028*  00529* 
ABSORPTION, CALCIUM 

00040   00465   00542 
ABSORPTION, CARBOHYDRATE 
00026*  0O034*  00039 
00555 
ABSORPTION, CAROTENE 

SEE   VITAMIN  A  ABSORPTION 
ABSORPTION, CHLORIDE 

00030*  00068*  00603   00658 
ABSORPTION, CHOLESTEROL  „„,  „, 

00028*  00041   00122*  00184*  00193 
ABSORPTION, DRUG 
00032*  00040 
ABSORPTION, DRUG  EFFECTS  ON 

00035* 
ABSORPTION,  ELECTROLYTE 

P0031*  00029*  00030*  00039 
ABSORPTION, FAT 

00  530*   ■ 
ABSORPTION, FATTY  ACID 

00025*  00040   00161 
ABSORPTION, FOLIC  ACID  „„^^„ 

00540   00552   00554   00556   00560 
ABSORPTION, GALACTOSE 

00040 
ABSORPT ION, GALLBLADDER 

00024*  00035* 
ABSORPT  ION, GASTROINTESTINAL 
00037   00038   00560 


00485 
008  74 


00523   00588 
00880   00939 


00407   00457   00626   00738 


00439* 
00838 
009  75 


00462   00522 
00883*  00885* 
00978   00986 


00625   00883* 
00728 


00466 


00548 


00988 
00731 


00926 


00547   00549 

00040   00262   00520*  00538   00554 


00042   00043 


00434*  00436* 


00068*  00591   00658 


00191   00274   00657 


00041   00186   00193 
00520*  00532   00535 


00274 
00539 


00431* 
00554 


00538   00542 


ABSORPT ION, GLUCOSE 

00034*  00040 
ABSORPTION, IRON 

00037   00044   00887* 
ABSORPTION, LACTOSE 

00538 
ABSORPTION, LARGE  INTESTINE 

00029*  00030*  00603 
ABSORPTION, LIPID 

00025*  00036   00040 

00436*  00466   00499 

00657   00893* 
ABSORPTION, MAGNESIUM 

00465 
ABSORPTION.MINERAL^  AND  MINERAL  ABSORPTION 
ABSORPTION, POTASSIUM 

000  30* 
ABSORPTION.PROTEIN 

00002*  00033*  00551 

"lillHrr  r„?f  Hstr  rg:  Hi"  -'"  "»"»= 

00275      00431*    00436*    00520*    00530*    00532 

00546      00548      00550      00554 
ABSORPT ION, SODIUM 

00030*   00603      00658 
ABSORPTION, STOMACH 

00025*   00032* 
ABSORPTION, THIAMINE 

ABSORPT°ON.  TRACE    ELEMENT    AND   "INERAL 
00037      00040      00044      00465      00542 
ABSORPT  I  ON.TRIGLYCER  IDE 

00036      00157      00191 
ABSORPTION, VITAMIN 

00040      00088      00195 
00556      00558      00560 
ABSORPTION.VITAMIN    A 

00558 
ABSORPTION, VITAMIN    B12 
00088       00195       00393 
ABSORPTION.VITAMIN    0 

00549 
ABSORPTION.VITAMIN   K 

00549 
ABSORPT  ION, HATER 

P0031*   00027*    00039 
ABSORPTION, XYLOSE 

00262      00520*    00554 
ACETYLCHOLINE 

00006*    00056*    00057 
ACHALASIA 

00296      00337      00341 
ACHLORHYDRIA 

00196*   00221*    00302 
ACID    PHOSPHATASE 

"IrifiiEiliiHEfEirS 

00099*  00104.  00196*  00221*  00237*  0025 


00887* 


00274   00893* 

00520*  00530*  00540   00549   00552    t> 


00520*  00530*  00554 


00179*  00181*  00472* 

00  342 

00364*  00897* 


00302 


00438*  00472*  00484 


00316* 
00496 


00674   00749   00753   00971   00981 


00394   00395   00409   00411 

00500   00503   00662*  00902* 
ACIDOSIS 

00465   00546   00658 
ACUTE  ABDOMEN 

00581   00952 
ACUTE  ABDOMEN  DIAGNOSIS 

00257   00901* 
ACUTE  ABDOMEN  IN  CHILDREN 

00485   00975 

""Sn"""!™  .0!«  OOTOI.  OOT22 

'ldrisril;r,r  sstsr  t.^-  s;r  sssss: "°- 


00757 


00808 
00616 


ACUTE  VIRAL  HEPATITIS 

00232*  00792*  00793*  00800 
ADENOCARCINOMA 

00370*  00427   00609   00611 

00874   00979 
ADENOMA 

00591 
ADHESIONS 

00425   00443 
ADRENAL  GLANDS  „„-:,, 

00114*  00141*  00476*  00517 
ADRENERGIC  AGENTS 
aff°e°re"  loop  SYNDROME.GASTRECTOMY-INOUCED 

00360*  00368*  00425   00428   00440* 


00624   00636   00660 


00611   00868   00949   00979 

00447   00998   OlOOl   01002 


00534   00628*  00916   00927 


^LATOXIN 

iee  also  liver  carcinogenesis 
;ee  also  stomach  carcinogenesis 

00782 

;e  effects  on  abdomen 

00983 

;e  effects  on  absorption 

00040 

E  effects  on  liver 

00143   00695*  00796 

E  effects  on  small  intestine 

00014*  00429* 
E  EFFECTS  ON  STOMACH 

00085*  00396 
E  FACTORS 

00180*  00490   00877 
E  FACTORS  IN  CANCER 

00*04   00683* 
E  FACTORS  IN  CIRRHOSIS 

00699* 
E  FACTORS  IN  HEPATITIS 

00792*  00794*  00796 
E  FACTORS  IN  MALABSORPTION 

00526* 
BUM  IN 

EE    ALSO      LIVER 
EE    ALSO      PLASMA    PROTEINS 
00197*    00200*    00821* 
;0HOL 

EE    ALSO      FATTY   LIVER 
:E    ALSO       PANCREATITIS 
00884* 

;OHOL    EFFECTS   ON    LIVER 

00147      00158      00173      00176       00701*    00768* 
;OHOL     IN    CIRRHOSIS 
00173      00750 
;OHOLIC    PANCREATITIS 
00669      00676 
;OHOLIC    STEATOSIS 
00  840 

ALINE    PHOSPHATASE 

00002*    00065*    00234*    00267      00528*    00545       00683*    00772* 
00889*    00991 
ALOSIS 

00674      00818* 
ERGIES 

E       IMMUNOLOGY 
BIASIS 

00625      00929 
BIASIS    EFFECTS    ON    LIVER 
00723      00728      00824*    00926 
BIASIS    EPIDEMIOLOGY 
00988 

BIASIS    ETIOLOGY 
00988 

BIASIS    IN    CHILDREN 
00723 

8IASIS   PATHOLOGY 
00988 

BIASIS    TREATMENT 
00926       00964 
XO    AGIO    ABSORPTION 
E    ALSO      PROTEIN    ABSORPTION 
30023*    00026*    00033*    00546      00548 
•^0    ACID   METABOLISM 
D0127*    00152      00162      00162 
■10    ACID   METABOL  ISM, LIVER 
)01U*   00120*    00139*    00745 
10    ACIDS 
)0828* 

'OPEPTIDASE, LEUCINE 
)0234* 
)NU 
)0927 

)NIA    EXCRETION, LIVER 
)0295      00745      00752      0083;- 
)LLA   OF    VATER 
\   ALSO      BILIARY    TRACT 
10639*    00660      00857      00861 
ASE 

10092      C0209*    00672       00675      00992 
ASE    SECRETION, PANCREAS 

10062*   00094*    00099*    00100*    00102*    00106 
OIOOSIS 
10393      00709* 
TOMOSIS 
0328      00349 
0656      00995 
TOMOTIC    PEPTIC    ULCERS 
0417      00468*    00493      00507 
lA 

ALSO      FOLIC    ACID 

ALSO      LIVER    DISEASES 

ALSO      MALABSORPTION    TREATMENT 


00165      00481*    00548      00990 


00206*  00645* 


00350   00463   00589   00590   00634   00654 


00962 


00273   00957 


00882 


00343 


00350 
00619 
00924 


ANEMIA 
CONTINUED 

SEE  ALSO   VITAMIN  B12 
00195   00393   00456 
ANEMIA  IN  MALABSORPTION 

00552   00557   00558 
ANEMIA, GASTRECTOMY- INDUCED 

00360* 
ANEMIA, HEMOLYTIC 

00200*  00805 
ANEMIA, I  RON- DEFICIENCY 

00365*  00552   00709*  00887* 
ANEMIA, PERNICIOUS 

00357*  00365*  00709* 
ANESTHESIA 

00149   00877 
ANESTHETICS  IN  LIVER  INJURIES 

00131*  00770*  00787   00790   00791 
ANGINA 

00335 
ANGINA, ABDOMEN 

SEE   MESENTERY  VASCULAR  DISEASES 
ANGIOGRAPHY, ABDOMEN 

00228*  00273   00348   00738 
ANGIOGRAPHY, GASTROINTESTINAL 

00240   00250   00923   00949 
ANGIOGRAPHY, LARGE  INTESTINE 

00203*  00207*  00348 
ANGIOGRAPHY, LIVER 

00204*  00244   00260 
ANGIOGRAPHY, MESENTERY 

00214*  00456 
ANGIOGRAPHY, PANCREAS 

00199*  00208*  00949 
ANGIOGRAPHY, STOMACH 

00369* 
ANOMALIES, ANUS 

00059   00567*  00582 
ANOMALIES, BILIARY  TRACT 

00301   00849*  00876 
ANOMALIES, CONGENITAL 
00326   00327   00331 
00553   00560   00567*  00582 
00713   00730   00758   00882 
ANOMALIES,  ESOPHAGUS 

00085*  00319*  00327   00333 
ANOMALIES, GALL  BLADDER 

00270   00882 
ANOMALIES, GASTROINTESTINAL  TRACT 

00350 
ANOMALIES, LARGE  INTESTINE 

00445   00574   00582   00603   00619 
ANOMALIES, PANCREAS 

00208*  00646   00650 
ANOMALIES, RECTUM 

00293   00567*  00582 
ANOMALIES, SMALL  INTESTINE 

00437*  00445   00459   00550   00554 
00650 
ANOMALIES, STOMACH 

00217*  00406   00413 
ANOREXIA  NERVOSA 

00413   00922 
ANTACIDS 

00477*  00487 
ANTHRAX 

00460 
ANTIBIOTICS 

00028*  00042 
00530*  00543 
00894*  00912 
00965  00970 
ANTIBIOTICS  IN  LIVER  INJURIES 

00113* 
ANTIBIOTICS  IN  MALABSORPTION  TREATMEN 

00555   00556   00557 
ANTIBODY, INTRINSIC  FACTOR 

00357* 
ANTICHOLINERGIC  AGENTS 

00050*  00052*  00057   00061*  00102* 
ANTIEMETICS 

SEE   VOMITING 
ANTIMETABOLITES 
00829*  00833 
ANTISPASMODICS 

01003 
ANTRECTOMY 

00479*  00480* 
ANTRUM, PYLORIC 

00005*  00050*  00051*  00082*  00084* 
00378   00491 
ANUS  ANOMALIES 

00059   00567*  00582 


00531   00603   00880   00916   00980 


00412 
00621 


00546 
00626 


00550 
00650 


00339   00342   00343 


00621 


i^ 


00555   00556   00646 


00518 


00043 
00573 
00920 
00974 


00432*  00433* 

00664*  00741 

00924  00927 
00983 


00460 
00757 
00932 


00479*  00529* 
00860  00883* 
00935   00947 


t'  t 


00471*  00512 


00836 


00217*  00359*  00377 


00611   00623 


ANUS  CANCER 

0060*   00605 
ANUS  DIAGNOSIS 

00606 
ANUS  DISEASES 

00606   00615 
ANUS  FISTULAS 

00623 
ANUS  IN  CHILDREN 

00582 
ANUS  MOTILITY 

00059 
ANUS  NEOPLASMS, MALIGNANT 

00615 
ANUS  PATHOLOGY 

00615 
ANUS  RADIOLOGY 

SEE   ANUS  DIAGNOSIS 
ANUS  SPHINCTER 

00059   00567*  00602 
ANUS  SURGERY 

00567* 
APPENDICITIS 

00522   00581   0061'> 
APPENDIX 
00626 
APPETITE 
00922 
ASCITES 
SEE  ALSO 
00155 
00837 
ASCITES  IN  CIRRHOSIS 

00750   00819*  00821* 
ATRESIA, ESOPHAGUS 

00331   00339   00350 
ATROPHIC  GASTRITIS 

00092   00236*  00371*  00373 
ATROPINE 

00052*  00054* 
AUTONOMIC  NERVOUS  SYSTEM 

000<,6*  00474*  00492   00941 


CIRRHOSIS 
00272   00279 


00617   00618   00690*  00972 


00551   00641*  00711   00726   00827* 
00830   00834   00836   00838   00843 


00972 


00404 


00977 


00380   00403 


BACTERIA 

SEE   MICROORGANISMS 
BANTIS  DISEASE 

00809   00837 
BENIGN  BILIARY  TRACT  NEOPLASMS 

00857 
BENIGN  ESOPHAGUS  NEOPLASMS 

00318* 
BENIGN  GALLBLADDER  NEOPLASMS 

00858   00868 
BENIGN  GASTROINTESTINAL  NEOPLASMS 

00942 
BENIGN  LARGE  INTESTINE  NEOPLASMS 

00578   00579   00588   00591   00592 
BENIGN  LIVER  NEOPLASMS 

00727 
BENIGN  RECTUM  NEOPLASMS 

BENIGN  SMALL  INTESTINE  NEOPLASMS 

00376   00444   00452   00459 
BENIGN  STOMACH  NEOPLASMS 

00303   00355*  00372   00376 
BEZOARS 

00390   00420 
BICARBONATE 

00119* 
BICARBONATE  ABSORPTION 

00030*  ,., 

BICARBONATE  SECRET  ION, PANCREAS 

00096*  00099*  00101*  00104*  00106 
BILE 

00084*  00088   00661* 
BILE  ACIDS  AND  SALTS 

00028*  00119*  00133*  00171 
BILE  ANALYSIS 

00119*  00135*  00148 
BILE  COMPOSITION  „„.„„. 

00119*  00123*  00133*  00135*  00698* 
BILE  DUCT 

SEE   BILIARY  TRACT 
BILE  DUCT  PROSTHESIS, COMMON 

00845* 
BILE  DUCT. COMMON 
SEE  ALSO   BILIARY  TRACT 

00210*  00444   00660   00750 
00848*  00849*  00852   00861 
00870   00871   00881 
BILE  EXCRETION  „„^„„. 

00051*  00148   00434*  00680* 
BILE  METABOLITES, URINARY 
00694* 


00301 
00872 


00770* 


00306 
00874 


00865   00981 
00969 


00434*  00529*  00772*  00850* 


00753 
00864 


00756 
00865 


00787 
00867 


BILE  MICROORGANISMS 

00896* 
BILE  PERITONITIS 

00896* 
BILE  PIGMENTS 
SEE  ALSO   BILIRUBIN 
SEE  ALSO   CHOLESTASIS 
00163   00698*  00709* 
BILE  PIGMENTS  IN  J AUNDI CE, SERUM 

00163   00680*  00762   00787 
BILE  SALT  ABSORPTION 

00028*  00529* 
BILE  SALTS 

SEE   BILE  ACIDS  AND  SALTS 
BILE  SECRETION  „„-,^, 

00115*  00119*  00133*  00687*  00762 
BILIARY  CIRRHOSIS 

00173   00817*  00841 
nil  I AHY  DISEASE  DIAGNOSIS 

"•-ioaioS'o"".  00218*  00234*  00239*  00248 
00279   00282   00283   00300   --"^"' 
00679*  00682*  00865   00871 
00881 
BILIARY  DISEASE  ETIOLOGY 

00779* 
BILIARY  DISEASE  TREATMENT 

00678*  00760   00874   00898* 
BILIARY  TRACT 
SEE  ALSO   CHOLECYSTITIS 
SEE  ALSO   CHOLELITHIASIS 
SEE  ALSO   GALLBLADDER 
00849* 
BILIARY  TRACT  ANOMALIES 

00301   00849*  00876   00882 
BILIARY  TRACT  CANCER 

00219*  00867   00874   00969 

BILIARY  TRACT  DISEASES 

00292   00410   00425 

BILIARY  TRACT  FISTULAS 

00682*  00717   00719 

BILIARY  TRACT  HISTOLOGY 

00826* 
BILIARY  TRACT  IN  CHILDREN 

00849*  00876   00879 
BILIARY  TRACT  MICROORGANISMS 

00703* 
BILIARY  TRACT  MORPHOLOGY 

00826* 
BILIARY  TRACT  NEOPLASMS, BENIGN 

BILIARY  TRACT  NEOPLASMS, MAL IGNANT 

00213* 
BILIARY  TRACT  OBSTRUCTION  „»„,„. 

00656   00664*  00703*  00756   00817*  00849* 
00864   00870 
BILIARY  TRACT  PATHOLOGY 

00698* 
BILIARY  TRACT  RADIOLOGY 
SEE  ALSO   BILIARY  DISEASE  DIAGNOSIS 
00212*  00218*  00248   00270   00282 
00682*  00872   00881 
BILIARY  TRACT  SURGERY 

00283   00306   00639*  00667*  00673 
00783 
00857 

00879   00881   00969 
BILIARY  TRACT  TRAUMA 

00363*  00870 
BILIARY  TRACT, DRUG  EFFECTS  ON 

00024* 
BILIARY  TRACT, NERVOUS  CONTROL  OF 

00844* 

"""iSuI*  00128*  00163   00178*  00190 
00694*  00697*  00705*  00726   00748 
BIOCHEMICAL  DIAGNOSIS  OF  CANCER 

BI0?HEi?CAL  DIAGNOSIS  OF  GASTROINTESTINAL  01 

00197* 
BIOCHEMICAL  DIAGNOSIS  OF  JAUNDICE 

BIOCHEMICAL  DIAGNOSIS  OF  LIVER  DISEASES 

BIo2hI2IcAL  diagnosis  OF  MALABSORPTION 

BI0?h1mKAL  DIAGNOSIS  OF  SALMONELLOSIS 

00844*    BIOCHEMICAL  DIAGNOSIS  OF  STOMACH  DISEASES 

°°''"     BIOChImKAL  DIAGNOSIS  OF  ULCERATIVE  COLITIS 

00562* 
BIOCHEMISTRY, GALL  BLADDER 

00024* 


00257 
003  07 
00876 


00270 

00678* 

00879 


00852   00854 


00283   00300   00307 


00678* 

00817*  00845*  00848*  00849*  00852 
00861   00862   00864   00869   00870 


00679* 

00853 

00871 


00703* 

00854 

00876 


00200* 
00758 


00270 
00829* 


00685* 


SEA  SE  S 


OC HEM  I STRY, GASTROINTESTINAL 
00063*  00157   00183*  00187   00191   00954 

OCHEMISTRY, LARGE  INTESTINE 
00564* 

OCHEMISTRY, LIVER 
00012*  00021   00064*  00108*  OOIU*  00112* 
00U6*  00117*  00118*  00120*  00121*  00122* 
00127*  00128*  00131*  00132*  00134*  00136* 


00139*  00140*  00141 
00150   00152   00154 
00161   00162 
00175   00176 
00745   00749 
00788   00791 


00143  00147  00148 

00155  00156  00157 

00167  00168  00170 

00201*  002C2*  00226*  00693* 

00759   00764  00767*  00768* 


00166 


00447   00528* 

00068*  00069*  00070* 
00092   00364*  00366* 


3CHEMISTRY, PANCREAS 

00009*  00094*  00098*  00100*  00102*  00103* 
KHEMISTRY, SMALL  INTESTINE 
00002*  00004*  00012*  00023*  00026*  00036 
00194   00234*  00286 
JCHEMISTRY, STOMACH 
00007*  00008*  00022 
00087   00088   00089 
IPSY  IN  MALABSORPTION  DIAGNOSIS 
00555 

IPSY,  ESOPHAGUS 
00296 

PSY, GASTROINTESTINAL 
00278   00297   00557 
PSY, LARGE  INTESTINE 
00624   00824* 
PSY, LIVER 
00021   00173 
00701*  00733 
PSY, PANCREAS 
00654 

PSY, RECTUM 
00297   00609 
PSY,  SAL  I  VARY  GLAND 
00921 

PSY, SMALL  INTESTINE 
00278   00284   00438*  00441*  00448 
00558   00560 


00113*  00114* 
00124*  00125* 
00137*  00138* 
00149   00150 
00158   00160 
00171   00174 
00722   00726 
00769*  00780 


00292 

00064*  00065* 


00075*  00076* 
00374   00424 


00215*  00216*  00222*  00246 
00734   00759   00774*  00824* 


00624   00626 


00306   00698* 
00879   00903* 


00458   00527*  00528* 


00371*  00414   00421 


00488   00733   00831 


00344 
00488 
00711 


00346 
00491 
00725 
00933 


00347 
00502 
00738 
00955 


00491       00502      00505 


00347 


00409 
00933 


0O551      00555 

PSY, STOMACH 

D0196*    00236*    00305 

EDING 

:    ALSO       ESOPHAGUS    VARICES 

30456      00467      00752       00983 

EDING    DIAGNOSIS 

30230*    00235*    00251       00312*    00346 

30933 

=OING   DIAGNOSIS, ENDOSCOPY    IN 

)0  34  7 

EOING    DIAGNOSIS, RADIOLOGY    IN 

)0250      00347 

fDING   ETIOLOGY 

10083*    00250      00251 

10430*    00459      00461 

10624      00646      00675 

0765*    00880      00884*    00918 

OING    IN    CHILDREN 

10708*    00918 

DING   PEPTIC   ULCERS 

0235*   00472*    00488 

OING    TREATMENT 

0235*    00312*    00344 

0765*    00820*    00822*    00918 

OING, COOLING    TREATMENT   OF 

0409 

OING,SURGICAL    TREATMENT    OF 

0347      00459      00502       00677*    00755      „„„, 

0    LOOP-INDUCED    SECONDARY    MALABSORPTION 

0995 

D   COAGULATION 

0168      00549       00581*    00684*    00689*    00809 

0   COAGULATION    IN    LIVER    DISEASES 

0178*    00754      00763 

0   GROUP    GENETIC    RELATIONSHIPS 

3751 

01  SEASES,MALA6S0RPTI ON-INDUCED 
3547 

3RYGMUS 

3622 

tKlHlH 

3622      00666* 

■CHIARI    SYNDROME 

)713 

<S  DISEASE 

3705* 


[UH 

?Sm*'a6sorp't,on°"'*  °°'"'     °°«"  °°"«  °°"'"* 

>040  00465   00542   00547   00549 


00488 
00986 


00822* 


00366*  00380 
00515  00552 
00756  00763 
00968   00980 


00515   00933 
00515   00755 


00756 


00637   00644* 


CANCER  CHEMOTHERAPY 

00426   00462   00605   00609   00921 
CANCER  DIAGNOSIS 

00205*  00213*  00215*  00222*  00227* 
0U246   00253   00271   00288   00290 
00304   00305   00338   00353*  00370* 
00450   00624   00644*  00660 
CANCER  DIAGNOSIS, RADIOLOGY  IN 

00198*  00219*  00303   00354*  00410 
CANCER  EPIDEMIOLOGY 
00252   00338   00611 
00984 
CANCER  ETIOLOGY 

00317*  00338   00593 
CANCER  IMMUNOLOGY 

00215*  00271   00566*  00900* 
CANCER  IN  CHILDREN 

00616   00729   00754 
CANCER  PATHOLOGY 

00338   00369*  00455 
CANCER  PROPHYLAXIS 

00637 
CANCER  SURGERY 

00219*  00321   00322 
00426   00493   00577 
00639*  00643*  00652 
CANCER  SURVIVAL  RATES 

00354*  00605   00644*  00683* 
CANCER  TREATMENT 

00219*  00382   00383   00422   00426 
00611   00644*  00656   00660   00969 
CANCER  TREATMENT, RADIOTHERAPY  IN 

00433*  00605   00609   00616 
CANCER, AGE  FACTORS  IN 

00604   00683* 
CANCER, ANUS 

00504   00505   00611 
CANCER, BILIARY  TRACT 

00219*  00867   00874 
CANCER, BIOCHEMICAL  DIAGNOSIS  OF 

00215* 
CANCER, DISEASES  ASSOCIATED  WITH 

00647   00650   00729   00763   00847* 
CANCER, ESOPHAGUS 

00296   00304   00317*  00321 
CANCER, GALL  BLADDER 

00847* 
CANCER, GASTROINTESTINAL 

00253   00900*  00934   00984   00996 
CANCER, LARGE  INTESTINE 

00238*  00293   00426   00568 
00587   00593   00596   00599 
00618   00524   00637   00683*  00984 
CANCER, LIVER 

00139*  00215*  00219*  00683*  00684* 
00729   00756   00753   00764 
CANCER, METASTATIC 

00219*  00290   00410   00422   00462 
00624 
00867 


00945 

00230*  00238*  00241 

00291  00293   00294 

00388  00419   00426 
00874 

00455  00867 

00652  00751   00934 


00637   00644*  00764   00847*  00984 


00644* 


00354*  00382 
00593  00604 
00656   00660 


00383  00417  00422 
00605  00511  00637 
00683* 


00450   00504   00505 


00523 
00969 


00338   00343   00423 


00575 
00604 


00643*  00656 
00880 


00643*  00644*  00647 


00566*  00577 
00637   00984 


00636 


00305 


00984 


00593 


00317* 

00374 

00426 


00605   00609 
00754   00789 
CANCER, PANCREAS 
00219*  00511 
00660 
CANCER, RECTUM 
00203*  00407 
00623   00524 
CANCER, SMALL  INTESTINE 
00445   00455   00511 
CANCER, STOMACH 

00219*  00227*  00271   _„^„, 
00364*  00367*  00369*  00370* 
00410   00419   00422   00424 
00751   00785   00843 
CARBOHYDRATE  ABSORPTION 
00026*  00034*  00039 
00555 
CARBOHYDRATE  DIGESTION 

00100*  00205*  00220* 
CARBOHYDRATE  METABOLISM 

00004*  00012*  00075*  00076*  00356* 
00562* 
CARBOHYDRATE  METABOL ISM.L I VER 

00015*  00021   00112*  00117*  00124* 
00154   00174   00231*  00729   00740 
CARBOHYDRATES 

00893* 
CARCINOGENESIS 
00850*  00934 

CARCINOGENESIS, GASTROINTESTINAL 
00979 

CARCINOGENESIS, LIVER 

00138*  00155   00159   00782   00786 
CARCINOGENESIS, PANCREAS 

00655 


00577   00579   00584 
00605   00611   00516 


00685*  00686*  00704* 


00575   00577   00604 
00683*  00684*  00704* 


00552   00655   00555 
00604   00505   00611 


00322   00353*  00354* 
00382   00383   00388 
0042  7   00470*  00493 


00040   00252   00520*  00538   00554 


00358*  00459*  00531 


00141*  00142   00143 
00749   00768*  00770* 


00789 


n 


CARCINOGENESIS,  STOMACH 

CARCINDID  SYNDROME 
SEE  ALSO   SEROTONIN 

00601   00609   00622   00942 
CARCINOIDS 

SEE   CARCINOID  SYNDROME 
CARCINOMA 

006IR   00623   0062'.   00976 
CARDIOSPASM 

SEE   ACHALASIA 
CARDIOVASCULAR  SYSTEM 
SEE  ALSO   PORTAL  HYPERTENSION  ,„,=  ^, 

00235*  00320   00335   00362*  00369*  00553 
00716   00802   00823*  00839   00886*  00899* 
00963   00968 
CAROTENE  ABSORPTION 

SEE   VITAMIN  A  ABSORPTION 
CECUM 

LARGE  INTESTINE 

00569   00574 


00560 
00945 


00694* 
00957 


00618   00626 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
00146 


00451   00464   00526*  00528*  00531   00547 


00840   00922 


TRACT 


00921   00945 


IN 


SEE  ALSO 

00249   00256 
CELIAC  DISEASE 
00220*  00262 
00549   00558 
CELLULAR  INFILTRATION 

00396 
CENTRAL  NERVOUS  SYSTEM 
SEE  ALSO   NEUROENDOCRINE  CONTROL 

00083*  00216*  00474*  00496   00691*  00714 
00981   00982 
CHEMICAL  COMPOSITION, LARGE  INTESTINE 

00564* 
CHEMICAL  COMPOSITION, LIVER 
00117*  00138* 

'see'also'°toxic  effects  on  esophagus 

TOXIC  effects  on  gastrointestinal 
toxic  effects  on  large   intestine 

toxic  effects  on  LIVER 
toxic  effects  on  PANCREAS 
TOXIC  EFFECTS  ON  SALIVARY  GLANDS 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 
00159   00172   00769*  00779*  00788 
CHEMOTHERAPY, CANCER 

00426   00462   00605   00609 
CHILDREN, ABDOMEN  TRAUMA  IN 

00983 
CHILDREN, ACUTE  ABDOMEN  IN 

00485   00975 
CHILDREN, AMEBIASIS  IN 

00723 
CHILDREN, ANUS  IN 

00582 
CHILDREN, BILIARY    TRACT 
00B49*    00876       00879 
CHILDREN, BLEEDING    IN 

00708*    00918 
CHILDREN, CANCER    IN 

00616      00729      00754 
CHILDREN, CIRRHOSIS    IN 

00707*    00708*    00841 
CHILDREN, DIARRHEA    IN 
SEE    ALSO      CELIAC    DISEASE  „„„,, 

00465      00544      00550      00558      00924      00932 
00971 
CHILDREN, DIGESTION    IN 

00919 
CHILDREN, ENTEROCOLITIS  IN 

00924 
CHILDREN,  ESOPHAGUS  IN  „„,,=  „ 

00327   00329   00331   00333   00339   00350 
CHILDREN, GALLBLADDER  IN 

00882 
CHILDREN, GASTROENTERITIS  IN 

00973   01004 
CHILDREN, GASTROINTESTINAL  DISEASES  IN 

00918 
CHILDREN, GASTROINTESTINAL  TRACT  IN 

00278   00891*  00932 
CHILDREN, HEPATITIS  IN 

00879 
CHILDREN, JAUNOICE  IN 

00705*  00775* 
CHILDREN, LARGE  INTESTINE  IN 

00581   00621 
CHILDREN, LIVER  IN 

00707*  00743   00754 
CHILDREN, MALABSORPTION  IN 

00220*  00465   00544 
CHILDREN, PANCREAS  IN 

00642* 
CHILDREN, PARASITIC  DISEASES  IN 

00973 


00789   00979 


00342 


00935   00970 


CHILDREN, PEPTIC  ULCERS  IN 

00277   00485 
CHILDREN, PORTAL  HYPERTENSION  IN 

00708* 
CHILDREN,  RECTUM  IN 

00567*  00582 
CHILDREN, SALIVARY  GLANDS  IN 

00298 
CHILDREN, SERUM  HEPATITIS  IN 

00775* 
CHILDREN, SMALL  INTESTINE  IN 

00220*  00437*  00457   00465   00558 
CHILDREN,  STOMACH  IN  „„,„„   or,-.i  5 

00085*  00398   00399   00401   00408   00412 
CHILDREN, ULCERATIVE  COLITIS  IN 

00633 
CHILDREN, VIRAL  HEPATITIS  IN 

00792*  00796   00799 
CHLORIDE  ABSORPTION 

00030*  00068*  00603   00658 
CHLORIDE  SECRETION, PANCREAS 

00096*  OOlOl* 
CHOLANGIOGRAPHY 

00210*  00212*  00218*  00248 


00270   00272 


00415   00679*  00846*  00865 


00300   00307 

00879   00881 
CHOLANGITIS 

00703*  00848* 
CHOLECYSTECTOMY 
SEE  ALSO   GALLBLADDER  SURGERY 

00115*  00210*  00407   00657 

00853   00855   00860   00861 

00881 

'"°00239l"0fl44*  00847*  00848*  00850*  00851* 
00873   "   '^"<.••<■  nnuan 


00545   00546   00548   00550   00558 


00844*  00846* 
00862   00873 


00875   00878   00880 


002  82   00283 
0  0872   00874 


00848*  00851* 
00875   00877 


00275   00872   00873   00882 


00425   00774*  00817*  00854 


00866   00878 
00848*  00851*  00880 


00860   00862 
CHOLECYSTOGRAPHY 

00248   00270 
CHOLECYSTOKININ 

00053*  00363* 
CHOLELITHIASIS 

00250   00407 
CHOLELITHIASIS  DIAGNOSIS 

00210*  00213*  00239*  00275 
CHOLELITHIASIS  ETIOLOGY 

00123*  00133*  00363* 
CHOLELITHIASIS  PATHOLOGY 

00880 
CHOLELITHIASIS  SURGERY 

00210*  00679*  00861   00881 
CHOLELITHIASIS  TREATMENT 

00853   00855   00869 
rnni  FLITHIASIS, DISEASES  ASSOCIATED  WITH 

00^7!.  OO7U   00847*  00856   00862   00880 
CHOLERA 

00929   00974 

"°003l3*'00692»  00697*  00698*  00705*  00762 
00778*  00784   00798   00844*  00878 

^SEE^IsS"*" HORMONAL  CONTROL  OF  GALLBLADDER 
SEE  ALSO   LIVER  METABOLISM^ 

00100*  00123*  00133*  00186   00866 

'^"°^^r28:°00Sti°'*0;m*  00184*  00193   00434* 
CHOLESTEROL  METABOLISM 

00434* 
CHOLESTEROL  METABOL  ISM.L  IVER  „„.,^ 

00122*  00153   00171   00193   00436*  00829* 
CHOLESTEROL  SYNTHESIS 

00122*  00153   00189 
CHOLESTEROL, SERUM 

00122*  00189 
CHOLINERGIC  AGENTS 

00057   00102* 
CHRONIC  HEPATITIS 

00211*  00709*  00710 

'"Toil9''To562VoiL2*  00665*  00667*  00669 

00676 
CHYHOTRYPSIN 

00185* 
CIRCULATION  IN  CIRRHOSIS 

00831   00839 
CIRCULATION  IN  PANCREATITIS 

00663* 
CIRCULATION, GASTROINTESTINAL 

00265   00405   00502   00901*  00923   00952 
CIRCULATION, LARGE  INTESTINE 

00207*  00348   00931 

"''^^^fonio99ro0182*  00223*  00231*  00677* 
So702*  00706*  00713   00715   00716   00721 
00747   00750   00753   00770*  00783   00822* 


00855   00859 
00992 


00772*  00774* 


00436* 


00714   00739   00801 


00672   00675 


0096? 


00686*  00700* 
00725   00744 
00827*  00839 


'^.- 


002^5 
00821*    00823*    00839 


00931   00949 


00260   00587* 
00899*  00957 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
00625 


00246   00272   00279 


00834   00836   00841 


00842 


00745 
00840 


0C819*  00820* 
00843 


00822*  00830 


00834   00836   00838   00843 


CIRCULATION, MESENTERY 

00207*  00577   00691*  00885* 
CIRCULATION,  PANCREAS 

00105   00208* 
CIRCULATION, PORTAL 

00179*  00182*  00204*  00214*  00243 
00702*  00721   00  744 
CIRCULATION, SHALL  INTESTINE 

00017   00179*  00181*  00458 
CIRCULATION, STOMACH 

00367*  00369*  00949 
CIRRHOSIS 

ASCITES 

ESOPHAGUS  VARICES 
LIVER  COMA 
PORTAL  HYPERTENSION 
00732 
CIRRHOSIS  DIAGNOSIS 

00146   00205*  00222*  00223*  00245 
00291   00294   00699*  00817* 
CIRRHOSIS  EPIDEMIOLOGY 

00751   00834 
CIRRHOSIS  ETIOLOGY 

00759   00789   00824*  00825*  00833 
00842 
CIRRHOSIS  IN  CHILDREN 

00707*  00708*  00841 
CIRRHOSIS  PATHOLOGY 

00826*  00834 
CIRRHOSIS  TREATMENT 

00707*  00724   00737 

00832   00835   00838 

CIRRHOSIS, AGE  FACTORS  IN 

00699* 
CIRRHOSIS, ALCOHOL  IN 

00173   00750 
CIRRHOSIS, ASCITES  IN 

00750   00819*  00821*  00830 
CIRRHOSIS, BILIARY 

00173   00817*  00841 
CIRRHOSIS, CIRCULATION  IN 

00831   00839 
CIRRHOSIS, DISEASES  ASSOCIATED  WITH 

00312*  00699*  00704*  00707*  00714   00823*  00824*  00827* 
00834   00837   00843   00933   00958 
CIRRHOSIS, ELECTROLYTE  METABOLISM  IN 

00818*  00832 
CIRRHOSIS,  EXPERIMENTAL 

00704*  00828*  00829* 
CIRRHOSIS, IMMUNOLOGY  IN 
00211*  00710   00824* 
CIRRHOSIS, METABOLIC  CHANGES  IN 

00173   00709*  00832   00842   00899* 
CIRRHOSIS, MICROORGANISMS  IN 

00824* 
CIRRHOSIS,  WATER  METABOLISM  IN 

00830 
CLINICAL  RESULTS  OF  GASTRECTOMY 

00415   00416   00417 
COLITIS 
SEE   ENTERITIS 
SEE   ENTEROCOLITIS 
SEE   GASTROENTERITIS 
SEE   REGIONAL  ENTERITIS 
COLITIS  COMPLICATIONS, ULCERATIVE 

00598   00632   00637   00948 
COLITIS  DIAGNOSIS, RADIOLOGY  IN  ULCERATIVE 

00203*  00635 
COLITIS  DIAGNOSIS, ULCERATIVE 

00224*  00293   00630*  00632 
COLITIS  ETIOLOGY, ULCERATIVE 

00594   00630*  00631   00638 
COLITIS  IMMUNOLOGY, ULCERATIVE 

00224*  00630*  00631 
COLITIS  IN  CHILDREN, ULCERATIVE 

00633 
COLITIS  PATHOLOGY, ULCERATIVE 

00535 
COLITIS  SURGERY, ULCERATIVE 

00634   00636 
COLITIS  TREATMENT, ULCERATIVE 
00594   00628*  00633   00534 
00993 
COLITIS, BIOCHEMICAL  DIAGNOSIS  OF  ULCERATIVE 

00562* 
COLITIS, DISEASES  ASSOCIATED  WITH  ULCERATIVE 

00524   00627*  00629*  00638 
COLITIS, DRUG  TREATMENT  OF  ULCERATIVE 

00634 
COLITIS, ULCERATIVE 

00445   00522   00975   00987 
COLON 
SEE   LARGE  INTESTINE 


00633 


00536   00637   00538   00977 


00343 
00567*  00582 
00758   00882 


00753 
00864 


00350 
00619 
00924 


00170 
00519* 
00903*  00993 

00523 
00629*  00975 


00682*  00717   00718 
00904   00905   00906 


COLON, IRRITABLE 

00293   00610   00963   00977 
COLOSTOMY 

00595   00597 
COMA, HEPATIC 

SEE   LIVER  COMA 
COMA, LIVER 

00295   00689*  00714   00722   00750 

00808   00815   00818*  00819*  00822* 

00958 
COMMON  BILE  DUCT 
SEE  ALSO   BILIARY  TRACT 

00210*  00444   00660   00750 

00848*  00849*  00852   00861 

00870   00871   00881 
COMMON  BILE  DUCT  PROSTHESIS 

00845* 
CONGENITAL  ANOMALIES 

00326   00327   00331 

00553   00560 

00713   00730 
CONTRACEPTIVE  DRUGS 

00552 
CONTRACEPTIVE  DRUGS  IN  LIVER  INJURIES 

00772*  00774*  00777*  00778*  00784 
COOLING  TREATMENT  OF  BLEEDING 

00409 
COPPER  EXCRETION 

00707* 
COPPER  METABOLISM, LIVER 

00588*  00707*  00777*  00997 
CORTICOSTEROIDS 

00073*  00114*  00137*  00154 

00486   00487   00488   00509 

00668*  00757   00815 
CROHNS  DISEASE 

00224*  00519*  00520*  00522 

00585   00594   00612 
CRYOSURGERY 

00742 
CYSTIC  FIBROSIS 

SEE   MUCOVISCIDOSIS 
CYSTS, LARGE  INTESTINE 

00596 
CYSTS, LIVER 

00243   00244 

00743   00852 
CYSTS, PANCREAS 

00641*  00653 

00909   00910 
CYSTS, SMALL  INTESTINE 

00458 
CYTOLOGICAL  DIAGNOSIS 

00241   00253   00305 
CYTOLOGY,  EXFOL  I  AT  I VE 

00238*  00370*  00419 

DEFECATION 

00342   00457   00558   00608 
DEFICIENCIES, DIETARY 

00151   00153   00177*  00180* 

00988   00990 
DEFICIENCIES, VITAMIN 

00757*  00829*  00990 
DEFICIENCY.DISACCHARIDASE 

00536   00558 
DEGLUTITION 

00313*  00325 
DIABETES  HELLITUS 

00034*  00048*  00141*  00313* 

00892*  00899* 
DIALYSIS 

00568*  00902* 
DIAPHRAGM 
SEE   DIAPHRAGM  HERNIA 
SEE   HIATUS  HERNIA 
DIAPHRAGM  HERNIA 

00254   00323   00326   00352 
DIAPHRAGM  RUPTURE 

00254 
DIARRHEA 

00308*  00523   00526*  00527* 

00555   00557   00559   00568 

00888*  00889*  00894*  00912 

00963   00965   00973   00977 
DIARRHEA  IN  CHILDREN 
SEE  ALSO   CELIAC  DISEASE 

00465   00544   00550   00558 

00971 
DIETARY  DEFICIENCIES 

00151   00153   00177*  00180* 

00988   00990 
DIETARY  DEFICIENCIES  IN  LIVER  I 

00117*  00124*  00125*  00125* 

00829* 


00752 
00834 


00756 
00865 


00412 
00621 


00753   00775* 
00835   00838 


00787   00844* 
00867   00869 


00545   00550 
00526   00550 


00201* 
00628* 


00524 
00987 


00224*  00476* 
00629*  00638 


00525   00576 
00993 


00719 

00907 


00720   00730 
00909   00910 


00554   00667*  00675   00904   00906   00907 


00389   00544   00545   00759 


00387      00527*    00639*    00875 


00528*  00531 
00591  00622 
00929  00941 
00987   01003 


00540  00552 
00746  00805 
00942   00951 


00924   00932   00935   00970 


00389   00544   00545   00759 


k; 
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NJURIES 
00701*  00757* 


00825*  00828* 


DIETARY    DEFICIENCIES     IN    MALABSORPTION 
00195 

DIETARY  FACTORS 

OOOO'.*  00012*  OOO'iS*  00077*  00093 
00123*  0012**  00139*  00177*  00180*  00184* 
.   00547 

00938 


00531 
00914 


00540 
00934 


00528*  00551   00737   00745   00792*  00893* 


INTESTINE 


00451   00464   00526*  00528*  00531   00547 


00522   00523 
00629*  00975 


00524 
00987 


00451   00476*  00518 
00767*  00825*  00906 
00990 
DIETARY  MALABSORPTION  TREATMENT 

00036   00446   00551   00557 
DIETETIC  THERAPY 
00377   00446 
00932 
DIGESTION 
SEE  ALSO   BILE 
SEE  ALSO   SHALL 
00919 
DIGESTION  IN  CHILDREN 

00919 
DIGEST  ION, CARBOHYDRATE 

00100*  00206*  00220* 
DIGESTION, LIPID 

00169   00186   00938 
DIGESTION, PROTEIN 

00033*  00185* 
DILATATION, STOMACH 

00362* 
OISACCHARIDASE  DEFICIENCY 

00536   00558 
OISACCHARIDASES. SMALL  INTESTINE 

00286   00528*  00536   00538 
DISEASE, BANTIS 

00809   00837 
DISEASE, BYLERS 

00705* 
DISEASE, CELIAC 
00220*  00262 
00549   00558 
DISEASE, CROHNS 

00224*  00519*  00520* 
00585   00594   00612 
DISEASE, GILBERTS 

00696* 
DISEASE, GLYCOGEN  STORAGE 

00021   00729   00740   00749   00836 
DISEASE,  HIRSCHSPRUNGS 

00603   00619   00626 
DISEASE, HODGKINS 

00384   00511   00809   00967 
DISEASE, MENETRIERS 

00403 
DISEASE,  STOMACH  SECRETION  IN 

00364*  00785 
DISEASE, WHIPPLES 

00449   00532   00533   00541   00543 
DISEASE, WILSONS 

SEE   HEPATOLENTICULAR  DEGENERATION 
DISEASES  ASSOCIATED  WITH  CANCER 

00647   00660   00729   00763   00847* 
DISEASES  ASSOCIATED  WITH  CHOLELITHIASIS 

00678*  00746   00847*  00856   00862   00880 
DISEASES  ASSOCIATED  WITH  CIRRHOSIS 
00312*  00699*  00704*  00707*  00714 
00834   00837   00843   00933   00958 
DISEASES  ASSOCIATED  WITH  HEPATITIS 

00714 
DISEASES  ASSOCIATED  WITH  HIATUS  HERNIA 

00  317* 
DISEASES  ASSOCIATED  WITH  JAUNDICE 

00690* 
DISEASES  ASSOCIATED  WITH  MALABSORPTION 

00544   00547   00549   00555   00556   00560 
DISEASES  ASSOCIATED  WITH  PANCREATITIS 

00641*  00662*  00665*  00667*  00671 
DISEASES  ASSOCIATED  WITH  PARASITIC  DISEASES 

00719   00852   00988 
DISEASES  ASSOCIATED  WITH  PEPTIC  ULCERS 

00072*  00316*  00380   00506 
DISEASES  ASSOCIATED  WITH  PORTAL  HYPERTENSION 

00699*  00708* 
DISEASES  ASSOCIATED  WITH  REGIONAL  ENTERITIS 

DISEASES  ASSOCIATED  WITH  ULCERATIVE  COLITIS 

00624   00627*  00629*  00638 
DISEASES  ASSOCIATED  WITH  ULCERS 

00358*  ,., 

DISEASES  ASSOCIATED  WITH  VIRAL  HEPATITIS 

00746   00801   00802   00809 
DISEASES  IN  CHILDREN, GASTROINTESTINAL 

00918 
DISEASES  IN  CHILDREN, PARASITIC 

00973 
DISORDERS, STOMACH  SECRETION  ^„,„, 

00081*  00083*  00196*  00221*  00237*  00302 

00364*  00365*  00393   00395   00402   00404 

00489   00497   00662*  00897*  00911   00953 


00094*  OOIOO*  00122* 
00186   00338 
00748   00759 
00958   00960 


00525   00576 
00993 


00823*  00824*  00827* 


Dl VERT  I CULA, ESOPHAGUS 

00304   00343 
DIVERTICULA, LARGE  INTESTINE 

00293   00586   00610 
DIVERTICULA, RECTUM 

00586 
DIVERTICULA, SMALL  INTESTINE 

00430*  00453   00459   00529* 
DIVERTICULITIS 

00880 
DIVERTICULITIS  DIAGNOSIS 

00293   00453 
DIVERTICULITIS  TREATMENT 

00430*  00594   00600   01003 
DIVERTICULITIS, LARGE  INTESTINE 

00561*  00580   00594   00600   00610 
DIVERT ICOLUM,MECKELS 

00250   00459   00939 
DIVERTICULUM, SMALL  INTESTINE 

00429* 
DRUG  ABSORPTION 

00032*  00040   00042   00043 
DRUG  EFFECTS  ON  ABSORPTION 

00035* 
DRUG  EFFECTS  ON  BILIARY  TRACT 

00024* 
DRUG  EFFECTS  ON  GASTROINTESTINAL  TRACT 

00061*  00179*  00181*  00266   00280   00366* 
00884*  00891*  00945   00955   00980   01003 
DRUG  EFFECTS  ON  LIVER  „„,,^. 

00113*  00116*  00119*  00128*  00131*  00136* 
00780   00781   00784   00787   00835   00843 
DRUG  EFFECTS  ON  METABOLISM 

00188 
DRUG  EFFECTS  ON  MOTILITY  „„„,„ 

00050*  00052*  00054*  00055*  00056*  00060 
00512   00760 
DRUG  EFFECTS  ON  PANCREAS 

00102*  00642* 
DRUG  EFFECTS  ON  SMALL  INTESTINE 

00058   00276   00433* 
DRUG  EFFECTS  ON  STOMACH 

00054*  00084*  00394 
DRUG  EFFECTS  ON  STOMACH  SECRETION 

00255 
DRUG  METABOLISM 
00183*  00985 
DRUG  METABOLISM, LIVER  »„,,„ 

00114*  00131*  00134*  00148   00149   00150 
00791 
DRUG  TREATMENT  OF  ESOPHAGUS 

DRUG  TREATMENT  OF  GASTROINTESTINAL  TRACT 
00028*  00359*  00402   00477*  00487   00673 
00926   00930   00950   00951   00959   00963 
00970   00977 
DRUG  TREATMENT  OF  LARGE  INTESTINE 

00627* 
DRUG  TREATMENT  OF  LIVER 
00692*  00724   00746 
00832   00840 
DRUG  TREATMENT  OF  PANCREAS 

00642* 
DRUG  TREATMENT  OF  ULCERATIVE  COLITIS 

00634 
DRUG  TREATMENT  OF  ULCERS 

00471*  00473*  00477*  00487   00510   00512 
DRUG-INDUCED  LIVER  INJURIES 

00770*  00780   00781   00790 
DRUG-INDUCED  ULCERS 

00377   00432*  00435*  00504   00509 
DRUGS  IN  LIVER  INJUR lES, CONTRACEPTIVE 

00772*  00774*  00777*  00778*  00784 
DRUGS, CONTRACEPTIVE 

00552 
DOBIN-JOHNSON  SYNDROME 

00565* 
DUCTS, PANCREAS 

00654   00661*  00667* 
DUMPING  SYNDROME, GASTRECTOMY-INDUCEO 

00308*  00356*  00360*  00368*  00386   00428 
00468*  00474*  00480*  00898* 
DUODENITIS 

00448 
DUODENUM 
SEE  ALSO   SMALL  INTESTINE 

00065*  00101*  00276   00427   00444   00495 
00660   00856 
DUODENUM  DIAGNOSIS 

00511 
DUODENUM  DISEASES 
SEE  ALSO   ULCERS 
00455 


00447   00461 
00170   00766* 


00276   00280 


00770*  OO780 


00888*  00915 
00964   00965 


00760   00766*  00799   00819*  00830 


00518 


00431*  00440* 


00524   00650 


00316*  00319* 
00472*  00486 


WODENUM    FISTULAS 

0034«   00463 
(UODENUM  HISTOLOGY 

00438* 
XJOOENUM  MORPHOLOGY 

00014*  0O438* 
lUOOENUM  MUCOSA 

00269   00359*  00438*  00440*  00448 
lUODENUM  NEOPLASMS 

00467 
UODENUM  RADIOLOGY 

00269   00280   00514 
UODENUM  SECRETION 

00107 
UODENUM  SURGERY 

00463   00467   00503 
UODENUM  ULCERS 
00107   00250 


00902* 


00316*  00344   00396   00404   00438*  00469* 


00475*  00477*  00479*  00480*  00481*  00482*  00490 


00503   00505   00508   00509   00510   00511 


00501 

00992 

YE  STUDY  TECHNIQUES 
SEE  MARKER  STUDIES 
YSENTERY 

SEE  ALSO   AMEBIASIS 
SEE  ALSO   SHIGELLOSIS 
SEE  ALSO   TYPHOID  FEVER 

00889*  00929   00988 
rSENTERY  EPIDEMIOLOGY 

00999 
rSENTERY  ETIOLOGY 

00999 
rSENTERY  TREATMENT 

00964   00965 
rSPEPSIA 

00540   00980   00994 
rSPHAGI  A,  ESOPHAGUS 

00049*  00230*  00296   00310*  00313*  00320 

00334   00341 


00499 
00514 


00323   00332 


00675   00820*  00955   00979   00987 


0065  8 


00416   00439*  00961 


)EMA 

00521       00551      00603 
ECTROLYTE    ABSORPTION 

P0031*    00029*    00030*    00039      00068*    00591       0065  8 
ECTROLYTE    METABOLISM 

00068*    00097*    00476*    00674      00695*    00955 
ECTROLYTE    METABOLISM    IN   CIRRHOSIS 

00818*    00832 
ECTROLYTE    SECRETION 

00640* 
ECTROLYTE    SECRET  ION, KIDNEY 

00832 
ECTROLYTE    SECRETION, PANCREAS 

00099* 
ECTROLYTE    SECRETION, STOMACH 

00067*    00068*    00069*    00070*    00082*    00091 
ECTROLYTES 

00096* 
ECTROLYTES, SERUM 

00433*    00603      00658      00832 
ECTROPHORESIS 

00138*    00264      00805 
ECTROPHYSIOLOGY 

00045*   00047*    00090 
BRYOLOGY 

00003* 
ESIS 

EE      VOMITING 
CEPHALOPATHY, HEPATIC 

00714      00822*    00835      00958 
DOSCOPY    IN    BLEEDING   DIAGNOSIS 

00  347 
DOSCOPY, ABDOMEN 

00257 
DOSCOPY, ESOPHAGUS 

00230*    00251      00296      00311*    00312*    00316*    00322      00332 

00340      00343      00347 
DOSCOPY, LARGE    INTESTINE 

00225*    00579      00591 
30SCOPY, RECTUM 

00203*    00225*    00299      00820* 
50SCOPY, STOMACH 

00217*   00227*    00242 

00421      00473* 
FERITIS 

:£   ALSO      ENTEROCOLITIS 
:E    ALSO      GASTROENTERITIS 

00559      00976 
lERITIS    DIAGNOSIS, REGIONAL 

00521 

fERITIS, DISEASES  ASSOCIATED  WITH  REGIONAL 
00629* 

ERITIS, REGIONAL 

00224*  00449   00519*  00520*  00522   00523   00524   00557 
00576   00585   00947   00975   00987 


00251   00287   00305   00354*  00405 


00585   00603   00625   00629* 


00968 


00573   00576 


00521   00533   00551   00553 


STINAL  TRACT 


AMYLASE 

PANCREAS    SECRETION 

STOMACH    SECRETION 


ENTEROCOLITIS 
SEE    ALSO      GASTROENTERITIS 
00445      00522      00525      00580 
ENTEROCOLITIS    DIAGNOSIS 

00224*    00523       00562*    00576 
ENTEROCOLITIS    EPIDEMIOLOGY 

01004 
ENTEROCOLITIS    ETIOLOGY 

00371*    00573      00824*    00927 
ENTEROCOLITIS    IN    CHILDREN 

00924 
ENTEROCOLITIS    NECROTICANS 

00571       00573 
ENTEROCOLITIS    PATHOLOGY 

00371*    00441*    00571 
ENTEROCOLITIS    TREATMENT 

00441*   00523      00571 
ENTEROPATHY, HEMORRHAGIC 

00456 
ENTEROPATHY,  PROTEIN-LOSING 

00002*  00197*  00264   00449 
00888*  00987 
ENZYME  SECRETION, PANCREAS 

00645* 
ENZYME  TREATMENT  OF  GASTROINTE 

00390   00898* 
ENZYMES 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
00188 
ENZYMES, GASTROINTESTINAL 

00187 
ENZYMES, LIVER 

00012*  00062*  00111*  00112* 
00120*  00128*  00131*  00132* 
00143   00149   00150   00152 
00161   00164   00165   00167 
00175   00176   00234*  00545 
00759   00764   00768*  00805 
ENZYMES, LIVER  SERUM 
SEE  ALSO   ALKALINE  PHOSPHATAS 
00110*  00137*  00140*  00201* 
00234*  00239*  00259   00265 
00685*  00697*  00701*  00705* 
00787   00803 
ENZYMES, PANCREAS 

00009*  00019   00062*  00094* 
00108*  00185*  00206*  002C9* 
00644*  00657   00668* 
ENZYMES, SMALL  INTESTINE 

00002*  00004*  00012*  00062* 
ENZYMES, STOMACH 

00007*  00008*  00073*  00075* 
ENZYMES, URINARY 

00209* 
EPINEPHRINE 

00035*  00052*  00137*  00162 
ESCHERICHIA  COLI 

00630*  00661*  00690*  00948 
ESOPHAGITIS 

00230*  00247   00316*  00317* 
00402   01003 
ESOPHAGUS 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
00319* 
ESOPHAGUS  ANOMALIES 

00085*  00319*  00327   00333   00339   00342   00343 
ESOPHAGUS  ATRESIA 

00331   00339   00350 
ESOPHAGUS  BIOPSY 

00296 
ESOPHAGUS  CANCER 

00296   00304 
ESOPHAGUS  DEVELOPMENT 

00319* 
ESOPHAGUS  DIAGNOSIS 

00049*  00229*  00230*  00233* 
00311*  00315*  00316*  00318* 
00329   00331   00332   00335 
00347   00351 
ESOPHAGUS  DISEASES 

00320 
ESOPHAGUS  DIVERTICULA 

00304   00343 
ESOPHAGUS  DYSPHAGIA 

00049*  00230*  00296 
00334   00341 
ESOPHAGUS  ENDOSCOPY 
00230*  00251   00296 
00340   00343   00347 


00113* 

00136* 

00154 

00168 

00688* 


00202* 

00267 

00722 


00097* 
00274 


00114* 

00139* 

00155 

00170 

00693* 


00211* 

00281 

00774* 


00100* 
00292 


00116*  00117* 
00140*  00141* 
00156   00160 
00172   00174 
00694*  00749 


00222*  00232* 
00494  00684* 
00777*  00778* 


00101*  00102* 
00562*  00639* 


00065* 
00087 

00214* 

00971 

00319* 


00234* 
00092 


00528* 
00364* 


00322   00340   00342 


ACHALASIA 
HERNIA 
HIATUS  HERNIA 


00972 


00317*  00321   00338   00343   00423 


00247 
00322 
00340 


00251 
00323 
00341 


00310*  00313*  00320 
00311*  00312*  00316* 


00296  00304 
00325  00327 
00342   00343 


00323   00332 
00322   00332 


IN    CHILDREN 
00329       OOS^Jl 


OOS'.B   003^.6   00350 


00333   00339   00350 


0031'.* 


00334 


00336      00341      00342 


00315*    00322 
00347      00351 


FSOPHAGUS    FISTULAS 

00327       00333       00339 
ESOPHAGUS    HISTOLOGY 

00319*    00482* 
ESOPHAGUS     IMMUNOLOGY 

00055* 
ESOPHAGUS 

00327 
ESOPHAGUS    INJURIES 

00324 
ESOPHAGUS    MANOMETRY 

00049*    00233*    00313* 
ESOPHAGUS    MORPHOLOGY 

00319* 
FSOPHAGUS    MOTILITY 

00055*    00233*    00310*    00313*    00314* 
ESOPHAGUS    MUCOSA 

00296      00319*    00329      00340 
ESOPHAGUS    NEOPLASMS, BENIGN 

00318* 
ESOPHAGUS    NEOPLASMS, MALIGNANT 

00349       00423 
FSOPHAGUS   OBSTRUCTION 

00320      00329      00332 
ESOPHAGUS    PATHOLOGY 

00325      00327 
ESOPHAGUS   PERFORATION 

00230*    00332      00342 
ESOPHAGUS   RADIOLOGY 

00229*    00247      00304 
00340      00341      00343 
ESOPHAGUS    REFLUX 

00049*    00085*    00247 
00325      00340      00480* 
ESOPHAGUS    SPHINCTER 

00049*    00233*    00296 
ESOPHAGUS    STRICTURE 

00316*    00329      00336 
ESOPHAGUS    SURGERY 

00309*    00311*    00316* 
00332      00333      00336 
00345      00347      00348 
ESOPHAGUS    TRAUMA 

00311*    00324      00329 
ESOPHAGUS    TREATMENT 

00311*    00351 
ESOPHAGUS    VARICES 

00230*    00312*    00346 
00B31      00933 
ESOPHAGUS, DRUG    TREATMENT    OF 

00351 
ESOPHAGUS, FOREIGN    BODIES    IN 

00229*    00332      00346 
ESOPHAGUS, NERVOUS   CONTROL    OF 

00334      00351 
ESOPHAGUS, TOXIC    EFFECTS   ON 

00336 
FXCRETION,BILE 

00051*    00148 
EXCRETION, COPPER 

00707* 
EXCRETION, LIVER    AMMONIA 

00295      00745      00752 
EXCRETION, TRACE    ELEMENT    AND    MINERAL 

00707* 
EXFOLIATIVE    CYTOLOGY 

00238*    00370*    00419 
EXPERIMENTAL    CIRRHOSIS 

00704*    00828*    00829* 
EXPERIMENTAL    PANCREATITIS 

00661*  00664*  00666*  00668* 
EXPERIMENTAL  SURGICAL  TECHNIQUES 

00386   00563*  00677* 
EXPERIMENTAL  ULCERS 

00022   00375   00478*  00483   00517 
EXTRACTS, LIVER 

00138*  00169   00174   00175 
EXTRACTS, PANCREAS 
00094*  00108* 


00323   00325   00327 


00309*  00314*  00315*  00319*  00322 


00310*  00313* 

00339   00340 

00318*  00321 
00337  00339 
00349   00350 

00336   00343 


00314* 

00349 

00328 
00340 
00947 


00340 
00947 


00329 
00341 


00331 
00344 


00434*  00680* 


00835 


00657 
00974 


00347   OO708*  00752   00755   00827* 


FAMILIAL  DISEASES 

00452   00462   00546   00549 
00707*  00758   00842   00911 
FAT  ABSORPTION 

00530* 
FATS 
SEE  ALSO   DIGESTION 
SEE  ALSO   LIPID  ABSORPTION 
SEE  ALSO   LIPIDS 

SEE  ALSO   LIVER  LIPID  METABOLISM 
SEE  ALSO   MALABSORPTION 
00123*  00173   00180* 
FATTY  ACID  ABSORPTION 

00025*  00040   00161   00191   00274 


00613   00624   00693*  00705* 


00657 


FATTY  ACIDS 

00100*  00166   00184* 

""0109*^^0126*  00172   00173   00558   00671   00701*  00712 
00759   00761   00766*  00769*  00773*  00828*  0OB29* 

''^^00043   00183*  00434*  00557   00610   00612   00626 
00814   00884*  00897*  00912   00917   00927   00973 
FIBROSIS, CYSTIC 

SEE   MUCOVISCIDOSIS 
FISTULAS, ANUS 

00623 
FISTULAS, BILIARY  TRACT 

00682*  00717   00719   00969 
FISTULAS, CUOOENUM 

00344   00463 
FISTULAS, ESOPHAGUS  „„,^„ 

00327   00333   00339   00343   00346   00350 
FISTULAS, GALLBLADDER 

00682* 
FISTULAS, GASTROINTESTINAL 

00612   00907   00976 
FISTULAS, LARGE  INTESTINE 

00468*  00596   00608   00612 
FISTULAS, LIVER 

00723 
FISTULAS, PANCREAS 

00645*  00654 
FISTULAS, SMALL  INTESTINE 

00463 
FISTULAS, STOMACH 

00078*  00397   00468* 
FOLIC  ACID 

00195 
FOLIC  ACID  ABSORPTION 

00540   00552   00554   00556   00560 
FOLIC  ACIO  IN  MALABSORPTION  TREATMENT 

00555   00556 
FOREIGN  BODIES  IN  ESOPHAGUS 

00229*  00332   00346 
FOREIGN  BODIES  IN  STOMACH 

FREEZING  TREATMENT  OF  PEPTIC  ULCERS 
00409   00411 

GALACTOSE  ABSORPTION 

00040 
GALLBLADDER 
SEE  ALSO   BILIARY  TRACT 
SEE  ALSO   CHOLECYSTITIS 
SEE  ALSO   CHOLELITHIASIS 
00850* 
GALLBLADDER  ABSORPTION 

00024*  00035* 
GALLBLADDER  ANOMALIES 

00270   00882 
GALLBLADDER  BIOCHEMISTRY 

00024* 
GALLBLADDER  CANCER 

00847* 
GALLBLADDER  DIAGNOSIS 

00248   00270   00275   00859 
00882   00992 
GALLBLADDER  DISEASE  ETIOLOGY 

.  00847*  00873 
GALLBLADDER  DISEASES 

00859   00863   00856   00878 
GALLBLADDER  FISTULAS 

00682* 
GALLBLADDER  HISTOLOGY 

00850* 
GALLBLADDER  IN  CHILDREN 

00882 
GALLBLADDER  MOTILITY 

00051*  00053*  00415 
GALLBLADDER  MUCOSA 

00850* 
GALLBLADDER  NEOPLASMS 

00859 
GALLBLADDER  NEOPLASMS, BENIGN 

00858   00S68 
GALLBLADDER  NEOPLASMS,  MAL  IGNANT 

00847* 
GALLBLADDER  PATHOLOGY 

00850*  00858   00863   00866   00868   00875 
GALLBLADDER  PERFORATION 

00875 
GALLBLADDER  RADIOLOGY 

00248   00307   00415 
GALLBLADDER  SECRETION 

00024*  00850* 
GALLBLADDER  SURGERY 

00115*  00844*  00845*  00853 
00877   00895* 


I 


00855      00872      00873      00875 


00858      00859      00866      00872      00992 


00855      00860      00862      00873 


00428   00431*  00440* 


00499 


ALLBLAODER  TREATMENT 

00860 
ALLBLADOER. HORMONAL  CONTROL  OF 

00053*  00994 
ALLBLAODER, NERVOUS  CONTROL  OF 

00353* 
tNGRENE 
00326 
»S 

00895*  00977 
VSTRECTOMV 

SEE  ALSO   MALABSORPTION 
>EE  ALSO   MALIGNANT  STOMACH  NEOPLASMS 

00422   00426   00427   00500   00513   00515   00750 
»STRECTOMY  COMPLICATION  TREATMENT 

00350*  00368*  00425   00428   00516 
ISTRECTOMV  COMPLICATIONS 
00322   00363*  00386   00389   00396   00415 
00428   00431*  00440*  00474*  00480*  00483 
00516   00673 
iSTRECTOMY  COMPL  ICATIONS, MICROORGANISMS  IN 

00363* 
kSTRECTOMV  TECHNIQUES 

00415   00417 
iSTRECTOMV-INDUCEO  AFFERENT  LOOP  SYNDROME 

00350*  00368*  00425   00428   00440* 
iSTRECTOMY-INOUCEO  ANEMIA 

00360* 
iSTRECTOMY- INDUCED  DUMPING  SYNDROME 
00308*  00355*  00360*  00368*  00386 
00468*  00474*  00480*  00898* 
STRECTOMY-INDUCED  MALABSORPTION 

00350*  00368*  00386   00389   00428 
STRECTOMY-INDUCED  METABOLIC  CHANGES 

00355*  00358* 
STRECTOMY-INDUCED  RECURRENT  ULCER 

00360*  00493   00498   00507   00516 
STRECTOMY, CLINICAL  RESULTS  OF 

00415   00416   00417 
STRIC  ANALYSIS  IN  STOMACH  DIAGNOSIS 

00221*  00395   00405   00419   00421 
STRIC  ANALYSIS  TECHNIQUES 
EE  ALSO   HEIOENHAIN  POUCH  STUDIES 

00085*  00091   00241   00261   00287 
STRIN 
EE  ALSO   STOMACH 

00050*  00051*  00066   00067*  00085*  00085* 
STRITIS 
00227*  00317*  00355*  00385   00394 
00474*  00525   00933 
STRITIS  DIAGNOSIS 
00196*  00217*  00236*  00302   00364*  00373 
00402 
STRITIS  DIAGNOSISiRAOIOLOGY  IN 

00392   00421 
STRITIS  ETIOLOGY 
00051*  00373   00375   00392 
STRITIS  PATHOLOGY 
00373   00375   00392 
STRITIS  TREATMENT 
00373   00375   00392 
STRITIS, ATROPHIC 
00092   00235*  00371*  00373 
5TR0ENTERITIS 
EE  ALSO   ENTERITIS 
EE  ALSO   ENTEROCOLITIS 
00359*  00522   00981   00987 
iTROENTERITIS  IN  CHILDREN 
00973   01004 
iTROENTERITIS  TREATMENT 
00970 

ITROENTEROSTOMY 
00361*  00368*  00386   00397 
00503   00507   00513   00516 
iTROENTRITIS 
00974 

iTROINTESTINAL  ABSORPTION 
00037   00038   00560 
iTROINTESTINAL  ANGIOGRAPHY 
00240   00250   00923   00949   00962 
iTROINTESTINAL  BIKHEMISTRY 
00053*  00157   00183*  00187   00191   00954 
iTROINTESTINAL  BIOPSY 
00278   00297   00557 
iTROINTESTINAL  CANCER 
00253   00900*  00934   00984   00996 
iTROINTESTINAL  CARCINOGENESIS 
00979 
iTROINTESTINAL  CIRCULATION 

00255  00405   00502   00901*  00923 
iTROINTESTINAL  DIAGNOSIS 
00234*  00240   00249   00253   00257 

00256  00257   00268   00278   00280 
00523   00552   00912   00952   00976 


00416   00425 
00493   00507 


00302 

00104* 
00396   00403   00424 

00375   00379 


00402   00421   00487   00898*  01003 


00415 
00656 


00417 
00937 


00425   00480* 


00952   00962 


00263 
00297 
00977 


00264  00265 
00456  00467 
00992   00993 


00240 
00973 


00?53 
00976 


GASTROINTESTINAL  DISEASE  EPIDEMIOLOGY 

00559   00960 
GASTROINTESTINAL  DISEASE  ETIOLOGY 

01004 
GASTROINTEStJnAL  DISEASES 

00905   00907   00909   00910 
00981 
GASTROINTESTINAL  DISEASES  IN  CHILDREN 

00918 
GASTROINTESTINAL  DISEASES.B  lOCHEMICAL  DIAGNOSIS  OF 

00197* 
GASTROINTESTINAL  ENZYMES 

00187    ' 
GASTROINTESTINAL  FISTULAS 

00612   00907   00976 
GASTROINTESTINAL  HISTOLOGY 

00157  /00297   00967 
GASTROINTESTINAL  IMMUNOLOGY 

00271   00297   00900*  00919 
GASTROINTESTINAL  INJURIES 

00063* 
GASTROINTESTINAL  METABOLISM 

00063* 
GASTROINTESTINAL  MICROORGANISMS 


00952   00958 


00920   00946   00982 


00183*  00559   00512   00752 

00970   00971   00973   00974 
GASTROINTESTINAL  MORPHOLOGY 

00482*  00902* 
GASTROINTESTINAL  MOTILITY 

00084*  00192   00280   00961 
GASTROINTESTINAL  MUCOSA 

00038   00063*  00157   00271 
GASTROINTESTINAL  NEOPLASMS 

00979 
GASTROINTESTINAL  NEOPLASMS, BENIGN 

00942 
GASTROINTESTINAL  NEOPLASMS. MAL IGNANT 

00942   00957   00996 
GASTROINTESTINAL  OBSTRUCTION 

00407   00925   00972   00975 
GASTROINTESTINAL  PATHOLOGY 

00263   00266   00535   00967 
GASTROINTESTINAL  PERFORATION 

00972 
GASTROINTESTINAL  POLYPS 

00462 
GASTROINTESTINAL  PROSTHESIS 

00989 
GASTROINTESTINAL  RADIOLOGY 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 
00240   00249   00268   00277   00280 
00552   00902*  00904 


00894*  00897*  00935   00955 
00985   01004 


00977 


00452   00489   00894*  00980 


00976   00982 


00289 
00923 


00293 
00962 


00883*  00891*  00901* 
00957   00951   00975 


00467   00551 

00977  00992 
GASTROINTESTINAL  SECRETION 

00977 
GASTROINTESTINAL  SURGERY 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 
00523   00629*  00650   00673   00783 
00901*  00904   00909   00910   00928 

00978  00996 
GASTROINTESTINAL  TRACT 

00043 
GASTROINTESTINAL  TRACT  ANOMALIES 

00350 
GASTROINTESTINAL  TRACT  DEVELOPMENT 

00989 
GASTROINTESTINAL  TRACT  IN  CHILDREN 

00278   00891*  00932 
GASTROINTESTINAL  TRACT,  DRUG  EFFECTS  ON 

00061*  00179*  00181*  00266   00280   00366*  00447 

00884*  00891*  00945   00955   00980   01003 
GASTROINTESTINAL  TRACT, DRUG  TREATMENT  OF 

00028*  00359*  00402   00477*  00487   00673 

00925   00930   00950   00951   00959   00963 

00970   00977 
GASTROINTESTINAL  TRACT, ENZYME  TREATMENT  OF 

00390   00898* 
GASTROINTESTINAL  TRACT, HORMONAL  CONTROL  OF 

00066   00927   00958   00960 
GASTROINTESTINAL  TRACT, HORMONAL  TREATMENT  OF 

00476*  00534   00628*  00994 
GASTROINTESTINAL  TRACT, NERVOUS  CONTROL  OF 

00052*  00482*  00922   00941   00950 
GASTROINTESTINAL  TRACT, TOXIC  EFFECTS  ON 

00053*  00506   00979 
GASTROINTESTINAL  TRAUMA 

00956 
GASTROINTESTINAL  TREATMENT 
SEE  ALSO   GASTROINTESTINAL  SURGERY 

00390   00402   00477*  00487   00523   00673 

00898*  00909   00915   00926   00930   00932 

00964   00970   00977   00993   00996   01003 
GASTROINTESTINAL  ULTRASTRUCTORE 

00954 


00410 
00967 


00461 


00888*  00915 
00964   00965 


•f! 

it 


.■•X 


00746 
00959 


00760 
00963 


GASTROSCOPY 

SEE   STOMACH  ENDOSCOPY 
GASTROSTOMY 

00*00   00*23 
GENETIC  RELATIONSHIPS 
SEE  ALSO   FAMILIAL  DISEASES 
O05A9   0095* 
GENETIC  RELATIONSHIPS, BLOOD  GROUP 

00751 
GILBERTS  DISEASE 

00696* 
GLUCAGON 

00009*  00106   0015*   007*0 
GLUCOSE 

00009* 
GLUCOSE  ABSORPTION 

0003**    000*0 
GLYCOGEN 

00009* 
GLYCOGEN  STORAGE  DISEASE 

00021   00729   007*0   007*9   00836 


00813   0081* 
007*5   00779* 
00803   00808 


0015*   0017*   00700*  007*9 


BILIARY  TRACT 


GLYCOGEN, LIVER 

00016*  001*2 
GLYCOPROTEINS 

00129*  00271   00366* 
GNOTOBIOSIS 

00028* 
GRAVITATIONAL  STRESS 

00  31** 

HEALING, WOUND 

0056**  00891*  00928 
HEIDENHAIN  POUCH  STUDIES 

00071*  00080* 
HEMANGIOMA 

00551       00727 
HEMATEMESIS 

00933      00980 
HEMATOMA 

00733      00738 
HEMOBILIA 
SEE    ALSO 
00725 
HEMOGLOBIN    METABOLISM 

00132* 
HEMOLYTIC    ANEMIA 

00200*    00805 
HEMOLYTIC    JAUNDICE 

00762 
HEMORRHAGE 

SEE      BLEEDING 
HEMORRHAGIC    ENTEROPATHY 

00*56 
HEMORRHOIDS 

00623 
HEPATECTOMY 
SEE    ALSO      LIVER    REGENERATION 
00110*    00125*    001**      001*5 
00684*    00685*    00702*    00753 
HEPATIC    COMA 

SEE      LIVER    COMA 
HEPATIC    ENCEPHALOPATHY 

0071*      00822*    00835      00958 
HEPATIC    VEIN    THROMBOSIS 

SEE      BUOD-CHIARI    SYNDROME 
HEPATITIS 
SEE    ALSO      JAUNDICE 
SEE    ALSO      LIVER 
SEE    ALSO      LIVER    COMA 
00732 
HEPATITIS    DIAGNOSIS 

00222*    00223*    002*5      002*6 
HEPATITIS    DIAGNOSIS, VIRAL 

00201*    00202*    00232*    00259 
00811 
HEPATITIS    EPIDEMIOLOGY 

00811 
HEPATITIS    EPIDEMIOLOGY, VIRAL 
0079**    00795*    00796      00797 
0081* 
HEPATITIS    ETIOLOGY 

00779*    00780      00800      00810 
HEPATITIS    ETIOLOGY, VIRAL 

00797 
HEPATITIS    IMMUNOLOGY 

00211*    00710 
HEPATITIS    IMMUNOLOGY, VIRAL 

00793*    0079**    00800      0080* 
HEPATITIS    IN    CHILDREN 

00879 
HEPATITIS    IN    CHILDREN,  SERUM 

00775* 
HEPATITIS    IN   CHILDREN, VIRAL 
00792*    00796      00799 


00159      00677*    00680*   00681* 


00291   0029* 

00279   00803   00806   00807 


0080*   00809   00810   00812 


00811   00816 


00806   00816 


00757 


00801 


00811   00816 


00801   008*0   00992 


HEPATITIS  PATHOLOGY 

00697* 
HEPATITIS  PATHOLOGY, VIRAL 

00698*  00801   00811 
HEPATITIS  PROPHYLAXIS, VIRAL 

00795*  00797   00810   00812 
HEPATITIS  TREATMENT 

00722   0072*   00737   00739 
HEPATITIS  TREATMENT, VIRAL 

00792*  00797   00798   00799 
0081*   00815 
HEPATITIS. ACUTE  „„,,, 

00213*  00250   0029*   00701*  00722 
HEPATITIS, ACUTE  VIRAL 

00232*  00792*  00793*  00800   00808 
HEPATITIS, AGE  FACTORS  IN 

00792*  0079**  00796 
HEPATITIS, CHRONIC  „„,,„ 

00211*  00709*  00710   0071*   00739 
HEPATITIS, DISEASES  ASSOCIATED  WITH 

HEPATITES, DISEASES  ASSOCIATED  WITH  VIRAL 

007*6   00801   00802   00809 
HEPATITIS, MICROORGANISMS  IN 

00813 
HEPATITIS, SERUM 

00250   00795*  00797   00806 
HEPATITIS, TOXIC 

SEE   TOXIC  EFFECTS  ON  LIVER 
HEPATITIS, VIRAL 

00805 
HEPATOLENTICULAR  DEGENERATION 

00688*  00707* 
HEPATOMEGALY  „„,,  „ 

00232*  00726   00730   007*9 
riEPATOSPLENOMEGALY 

00705* 
HERNIA 
SEE  ALSO   DIAPHRAGM  HERNIA 
00*25   00*5*   00972 
HERNIA, ABDOMEN 

00939 
HERNIA, DIAPHRAGM 

0025*   00323   00326   00352 
HERNIA, DISEASES  ASSOCIATED  WITH  HIATUS 

00317* 
HERNIA, HIATUS 

00085*  00230*  002*7 
00315*  00316*  00317* 
003*0   003**   00350 
HERNIA,  INGUINAL 

00*07   00553   00978 
HERNIA, LIVER 

0025* 
HIATUS  HERNIA 

00085*  00230*  002*7 
00315*  00316*  00317*  00323 
003*0   003**   00350   00377 
HIATUS  HERNIA, DISEASES  ASSOCIATED  WITH 

00317* 
HIRSCHSPRUNGS  DISEASE 
00603   00619   00626 

"'^00007*  00050*  00055*  00056*  00066   00067* 
00073*  00078*  00079*  00081*  00082*  00093 
00196*  00221*  00237*  0036**  00*96   00902* 

HISTOLOGY, BILIARY  TRACT 
00826* 

HISTOLOGY, DUODENUM 
00*38* 

HISTOLOGY, ESOPHAGUS 
00319*  00*82* 

HISTOLOGY, GALL  BLADDER 

00850* 
HISTOLOGY, GASTROINTESTINAL 

00157   00297   00967 
HISTOLOGY, LARGE  INTESTINE 

00203*  00565*  00596   00615 

"•^Jo°^Si:'o5o03*  00016*  00021  00113*  0011** 

00216*  00695*  00697*  00701*  00702*  00705* 

00759   00762   00767*  00769*  00769*  00772* 

00785   00787   00788   00833  00836  00979 

HISTOLOGY, PANCREAS       „„.,,.  nnAA>« 

00009*  00020   00095*  006***  00663* 

"•^^oSi9r'ro:3i*'2;r3;r^o**o.  00**1*  00*51 

00528*  00531  00533  00938 
HISTOLOGY, STOMACH 

00005*  00006*  00008*  000 11* 

00196*  00227*  00236*  00305 

0039*  00396  00*03  00*06 
HOOGKINS  DISEASE 

0038*   00511   00809  00967 


008*0 

00812   00813 


00250 
00323 
00377 


00250 


00936 


00296 
00325 
009*7 


00296 
00325 
009*7 


00308* 

00326 

00980 


00308* 

00326 

00980 


00309*  00310* 
00330   00335 
01003 


00309*  00310* 
00330   00335 
01003 


00071*  00072* 
00119*  00179* 
00958   00962 


00013*  00018 
00366*  00367* 
00*11   00*1* 


00150  00157 
0073*  00735 
00778*  00783 


00*58   00*6* 


00022  00076* 
00370*  00371* 
00938   00979 


00777*  00789 


00162 
00825*  00899* 


00107   00288 


HORMONAL  CONTROL  OF  GALLflLAOOER 

00053*  00994 
HORMONAL  CONTROL  OF  GASTROINTESTINAL  TRACT 

00066   00927   00958   00960 
HORMONAL  CONTROL  OF  LARGE  INTESTINE 

00994 
HORMONAL  CONTROL  OF  LIVER 

00016*  00111*  00114*  00116*  00130*  00137*  00154 
00170   00692*  00740   00740 
lORMONAL  CONTROL  OF  MOTILITY 

00017   00048*  00050*  00051* 
HORMONAL  CONTROL  OF  PANCREAS 

00096*  00099*  00101*  00102*  00104*  00106 
00642* 
(ORMONAL  CONTROL  OF  PEPTIC  ULCERS 

00476* 
lORMONAL  CONTROL  OF  SMALL  INTESTINE 

00017 
lORMONAL  CONTROL  OF  STOMACH 

00367*  00478*  00489   00504 
lORMONAL  CONTROL  OF  STOMACH  SECRETION 

00067*  00071*  00073*  00078*  00079*  00080*  00082*  00085* 
00086*  00089   00104*  00192   00496 
ORMONAL  TREATMENT  OF  GASTROINTESTINAL  TRACT 

00476*  00534   0062  8*  00994 
ORMONAL  TREATMENT  OF  LIVER 

00789   00815 
ORMONES, PANCREAS 

00893* 
VPERCAPNIA 

00072* 
yPERCHLORHYORIA 

00083*  00221*  00316*  00402   00911 
YPERLIPEMIA 

00671 
YPERTENSION  DIAGNOSISiPORTAL 

00204*  00223*  00245   00699*  00711 
YPERTENSION  DIAGNOSIS, RADIOLOGY  IN  PORTAL 

00  204* 
YPERTENSION  ETIOLOGY, PORTAL 

00699*  00708*  00711 
rPERTENSION  IN  CHILDREN, PORTAL 

00708* 
rPERTENSION  PATHOLOGY, PORTAL 

00711 
rPERTENSION  TREATMENT, PORTAL 

00204*  00312*  00699*  00708*  00711 
00827* 
rPERTROPHY 

00  385   00398   00403   00412   00551 
rPOCHLORHYDRIA 

00221* 
'POTHERMIA 
iEE  ALSO   COOLING  TREATMENT  OF  BLEEDING 

00134*  00409   00700*  00753   00788   00982 
■POX  I  A 
00072*  00694* 

ITER  US 

EE      JAUNDICE 
EITIS, REGIONAL 

00445      00525 
EOCECAL    VALVE 

00442      00445 
EOSTOMY   COMPLICATIONS 

00636 
EUM 
EE   ALSO 

00056*    00060 

00459 
EUS 

EE    ALSO 
EE    ALSO 

00397 


00755       00822*   00823* 


SMALL    INTESTINE 

00185*  00249 


00256   00432*  00434*  00436* 


OlOOl   01002 


00357*  00457 
00814   00816 


LARGE  INTESTINE  OBSTRUCTION 
SMALL  INTESTINE  OBSTRUCTION 
00437*  00439*  00457   00524   00617 

00895*  00961   00971   00982 
MUNE  REACTIONS 
EE  ALSO   MICROORGANISMS 

00631   00919   00946 
MUNOGLOBULINS 

00211*  00291   00294   00297 

00787   00800   00812   00813 
HUNOLOGY 
EE  ALSO   MICROORGANISMS 

00092 
iUNOLOGY  IN  CIRRHOSIS 

00211*  00710   00824* 
1UN0L0GY, CANCER 

00215*  00271   00566*  00900* 
tUNOLOGY,  ESOPHAGUS 

00055* 

1UN0L0GY, GASTROINTESTINAL 

00271   00297   00900*  00919 
1UN0L0GY,  HEPATITIS 

00211*  00710 


00856   00880 


00464   00540 
00817*  00903* 


00920   00946   00982 


00686*  00687*  00691*  00715 
00840 


IMMUNOLOGY, LARGE  INTESTINE 

00224*  00630*  00631 
IMMUNOLOGY, LIVER 

00001*  00211*  00291   00294 
00747   00776*  00793*  00804 
IMMUNOLOGY, RECTUM 

00566* 
IMMUNOLOGY, SCHISTOSOMIASIS 

00966 
IMMUNOLOGY, SMALL  INTESTINE 

00464 
IMMUNOLOGY, STOMACH 
SEE  ALSO   INTRINSIC  FACTOR  ANTIBODY 

00088   00353*  00357*  00365*  00366*  00404 
IMMUNOLOGY, ULCERATIVE  COLITIS 

00224*  00630*  00631 
IMMUNOLOGY, VIRAL  HEPATITIS 

00793*  00794*  00800   00804   00806   00816 
INFARCTION 
SEE  ALSO   CARDIOVASCULAR  SYSTEM 
00405   00461   00380 
INFECTIONS, ABDOMEN 
SEE  ALSO   PERITONITIS 

00741   00765*  00896*  00952 
INFILTRATION, CELLULAR 

00396 
INFLAMMAT ION 

00224*  00298 
INGUINAL  HERNIA 
00407   00553 
INSTRUMENTS 

00227*  00230 
INSULIN 

00009*  00034*  00073*  00078*  00082*  00106 
00899* 
INTESTINAL  RESECT  ION- INDUCED  SECONDARY  MALABSORPTION 

00446   00466   00527*  00529*  00916 
INTOLERANCE, MILK 

00748   00919 
INTOLERANCE, SUGAR 

00538 
INTRINSIC  FACTOR  ANTIBODY 

00357* 
INTRINSIC  FACTOR, STOMACH 

00088   00365*  00393 
INTUSSUSCEPTION 

00249   00452   00588   00890*  00950 
ION  TRANSPORT 

00024*  00029*  00030*  00035*  00039   00042 
00070*  00476*  00695*  00955 
IRON  ABSORPTION 

00037   00044   00887* 
IRON  METABOLISM, LIVER 

00132*  00997 
IRON-DEFICIENCY  ANEMIA 

00365*  00552   00709*  00887* 
IRON, SERUM 

00044   00494 
IRRITABLE  COLON 

00293   00610   00963   00977 
ISCHEMIA 

00009*  00207*  00405 
00901*  00923   00931 


00975   00983   00997 


00343   00396   00523   00623   00675   00703* 

00978 

00242   00284   00296   00595   00597   00961 


00117*  00469* 


00043   00068* 


^ 


00677*  00700*  00716   00752   00886* 
00962   00968 


00660   00683*  00711   00814   00837   00848*  00874 


00690*  00762 


00801 


00748 
00805 


JAUNDICE 

00190 

00987 
JAUNDICE  DIAGNOSIS 

00200*  00201*  00232*  00239*  00246 

00283   00300   00301 
JAUNDICE  ETIOLOGY 

00213*  00690*  00692*  00731 

00781   00784   00800 
JAUNDICE  IN  CHILDREN 

00705*  00775* 
JAUNDICE  PATHOLOGY 

00721 
JAUNDICE  SYNDROMES 

00565*  00621   00690*  00692*  00696* 

00762   00778*  00807   00841 
JAUNDICE  TREATMENT 

00283   00692*  00705*  00739 
JAUNDICE, BIOCHEMICAL  DIAGNOSIS  OF 

00201*  00213* 
JAUNDICE, DISEASES  ASSOCIATED  WITH 

00690* 
JAUNDICE, HEMOLYTIC 

00762 
JAUNDICE, NEONATAL 

00116*  00178*  00200*  00301 
JAUNDICE, OBSTRUCTIVE 

00213*  00283  00301  00444 
00721  00736  00756  00787 
00871   00879   00881   00972 


00270   00272   00282 
00807   00817* 


00756   00772*  00774* 
00854   00882 


00697*  00705*  00758 


00969 


00748   00758   00972 


00467 
00798 


00676   00698*  00703* 
00807   00852   00869 


J&UNOICE, SEBUM    BILE    PIGMENTS    IN 

00163       00680*    00762       00787 
JEJUNUM 
SEE    ALSO      REGIONAL    ENTERITIS 

^^^oS\l"  oro*^.'  roircI'o^0.3I*  00.3..  00..0.  00..8 
00458*  0052'.   00530*  00646 


00453 


00864   00869   00916 


KERNICTERUS 

00178*  00200*  00758 
K IDNFY 

OOnCl*  00081*  00086*  00126* 

00668*  00790   00805   00843 
KIONEY  ELECTROLYTE  SECRETION 

00832 
KININS 

SEE   BRADYKININ 
KWASHIORKOR 

00558   00759 


LACTOSE  ABSORPTION 

00538 
LARGE  INTESTINE 
SEE  ALSO   CECUM 
SEE  ALSO   DIARRHEA 
SEE  ALSO   DYSENTERY 
SEE  ALSO   ENTEROCOLITIS 
SEE  ALSO   ILEOCECAL  VALVE 
SEE  ALSO   ILEUS 
SEE  ALSO   INTUSSUSCEPTION 
SEE  ALSO   RECTUM 
SEE  ALSO   SIGMOID 
00936 
LARGE  INTESTINE  ABSORPTION 

00029*  00030*  00603 
LARGE  INTESTINE  ANGIOGRAPHY 

00203*  00207*  00348 
LARGE  INTESTINE  ANOMALIES 

00445   00574   00582   00603   00619 
LARGE  INTESTINE  BIOCHEMISTRY 

00564* 
LARGE  INTESTINE  BIOPSY 

00624   00824* 
LARGE  INTESTINE  CANCER  „„,-,,: 

00238*  00293   00426   00568   00575 
00587   00593   00596   00599   00604 
00618   00624   00637   00683*  00984 
LARGE  INTESTINE  CHEMICAL  COMPOSITION 

00564* 
LARGE  INTESTINE  CIRCULATION 

00207*  00348   00931 
LARGE  INTESTINE  CYSTS 

00596 
LARGE  INTESTINE  DEVELOPMENT 

00621 
LARGE  INTESTINE  DIAGNOSIS       „„,,„. 
00203*  00207*  00224*  00225*  00238* 
00299   00348   00576   00588   00591 
00599   00603   00607   00618   00624 
LARGE  INTESTINE  DISEASE  ETIOLOGY 

00598 
LARGE  INTESTINE  DISEASES 

00625   00993 
LARGE  INTESTINE  DIVERTICULA 

00293   00586   00610 
LARGE  INTESTINE  DIVERTICULITIS 

00561*  00580   00594   00600   00610 
LARGE  INTESTINE  ENDOSCOPY 

00225*  00579   00591 
LARGE  INTESTINE  FISTULAS 

00468*  00596   00608   00512 
LARGE  INTESTINE  HISTOLOGY 

00203*  00565*  00596   00515 
LARGE  INTESTINE  IMMUNOLOGY 

00224*  00630*  00631 
LARGE  INTESTINE  IN  CHILDREN 

00581   00521 
LARGE  INTESTINE  INJURIES 

00570   00520 
LARGE  INTESTINE  LYMPHOGRAPHY 

00252 
LARGE  INTESTINE  MICROORGANISMS 

00530*  00B24*  00927   00948 
LARGE  INTESTINE  MORPHOLOGY 

00225* 
LARGE  INTESTINE  MOTILITY 

00045*  00050*  00052* 
LARGE  INTESTINE  MUCOSA 

00015*  00224*  00568   00588   00596 
LARGE  INTESTINE  NEOPLASMS. BENIGN 

00578   00579   00588   00591   00592 
LARGE  INTESTINE  NEOPLASMS, MALIGNANT 
00252   00575   00579   00584   00593 
00611   00612   00623 


00129*  00209*  00228*  00529* 
00902*  00927 


00621 


00577 
00605 


00579   00584 
00611   00616 


00252 
00592 
00626 


00256  00293 
00596  00598 
00824* 


00598   00610   00535 


00596   00599   00601 


LARGE  INTESTINE  NEOPLASMS, VILLOUS 

00611 
LARGE  INTESTINE  OBSTRUCTION 

00561*  00569   00574   00581   00587 
00604   00607   00617   00626   00895* 
01002 
LARGE  INTESTINE  PATHOLOGY 

00225*  00238*  00555*  00571   00578 
00616   00635   00824*  00968 
LARGE  INTESTINE  PERFORATION 

00561*  00553*  00570   00584   00597 
00626   00532 
LARGE  INTESTINE  PERFUSION 

00029*  00030* 
LARGE  INTESTINE  POLYPS 

00578   00579   00592   00595   00599 
LARGE  INTESTINE  RADIOLOGY 

00256   00348   00576   00592   00598 
LARGE  INTESTINE  SECRETION 

00029*  00030* 
LARGE  INTESTINE  SURGERY         „„^.^. 
00207*  00525   00561*  00563*  00564* 
00572   00573   00574   00575   00576 
00587   00589   00590   00594   00595 
00602   00611   00614   00619   00520 
00683*  00690*  00940   00950   00995 
LARGE  INTESTINE  TRANSPLANTATION 

00348   00349 
LARGE  INTESTINE  TRAUMA 

00570   00620 
LARGE  INTESTINE  TREATMENT 

00575   00599   00940 
LARGE  INTESTINE  VOLVULUS 

00569   00574   00507 
LARGE  INTESTINE,  DRUG  TREATMENT  OF 

LARGE  INTESTINE,  HORMONAL  CONTROL  OF 

00994 
LARGE  INTESTINE, NERVOUS  CONTROL  OF 

00015*  00046*  00052*  00890* 
LARGE  INTESTINE, TOXIC  EFFECTS  ON 

00598   00627* 
LEIOMYOMA 

00403   00406   00444 
LEIOMYOSARCOMA 

00456   00457 
LEPTOSPIROSIS 

00697* 
LEUCINE  AHINOPEPTIDASE 

00234* 
LEUKEMIA 
00816 
LIPASE 

00209* 
LIPASE  SECRETION, PANCREAS 

00062*  00094*  00100*  00102*  00274 
LIPID  ABSORPTION  „„, „^ 

00025*  00036   00040   00041   00186 
00436*  00466   00499   00520*  00532 
00657   00893* 
LIPID  DIGESTION 

00169   00186   00938 
LIPID  METABOLISM  „„.„, 

00036   00184*  00185   00189   00191 
LIPID  METABOLISM, LIVER  „„.,^. 

00100*  00109*  00117*  00121*  00126* 
00161   00166   00169   00172   00173 
00761   00769*  0082B* 
LIPIDS 

00151   00828* 
LIPIDS, PLASMA 

001B4* 
LIVER 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   BILE 
SEE  ALSO   BILIARY  TRACT 
SEE  ALSO   BLOOD  COAGULATION 
SEE  ALSO   CHOLESTASIS 
SEE  ALSO   CIRRHOSIS 
SEE  ALSO   FOLIC  ACID 
SEE  ALSO   GLYCOGEN  STORAGE  DISEASE 
SEE  ALSO   HEPATITIS 
SEE  ALSO   PORPHYRIA 
SEE  ALSO   SCHISTOSOMIASIS 
SEE  ALSO   SULF08R0M0PHTHALEIN 
SEE  ALSO   VITAMINS 
00987 

•■''oSz^^OO^bI*  00703.  00723   00728 
LIVER  AMINO  ACID  METABOLISM 

OOlll*  00120*  00139*  00745 
LIVER  AMMONIA  EXCRETION 

00295   00745   00752   00835 


00590   00602   00503 
00950   00998   01001 


00585  00596  00607 

00601  00604  00610 

00611 

00599  00603  00635 


00568   00569  00570 

00577   00579  00580 

00597   00598  0059': 

00527*  00636  00637 
00998   01001 


00193   00274   00431* 
00535   00539   00554 


00657   00893* 

00130*  00133*  00157 
00191   00193   00712 


00731   00926 


.  IVER    ANGIOGRAPHY 

0020'j»    002<K>      00260 
.IVER    BIOCHEMISTRY 

00012*    00021       0006«» 
00115*    00117*    00118* 
00127*    00128*    00131* 
00139*    OOIAO*    00141*    001*3 
00150      00152      00154      00155 

00162 

00176 

00749 

00791 


00166   00157 
00201*  002C2* 
00759   00764 


00273   00957 

00108*  00111*  00112*  00113*  00114* 

00120*  00121*  00122*  00124*  00125* 

00132*  00134*  00136*  00137*  00138* 

00147  00148   00149   00150 

00155  00157   00158   00160 

00168  00170   00171   00174 

00226*  00593*  00722   00726 

00767*  00758*  00769*  00780 


00222*  00246   00306 
00774*  00824*  00879 


00598* 
00903* 


00142   00143 
00758*  00770* 


00786   00789 


00435*  00829* 


00151 

00175 

00  745 

00788 
IVER  BIOPSY 

00021   00173   00215*  00215* 

00701*  00733   00734   00759 
IVER  CANCER 

00139*  00215*  00219*  00583*  00684*  00685*  00586*  00704* 

00729   00756   00763   00764 
IVER  CARBOHYORATE  METABOLISM 

00015*  00021   00112*  00117*  00124*  00141* 

00154   00174   00231*  00729   00740   00749 
IVER  CARCINOGENESIS 

00138*  00155   00159   00782 
IVER  CHEMICAL  COMPOSITION 

00117*  00138* 
IVER  CHOLESTEROL  METABOLISM 

00122*  00153   00171   00193 
IVER  CIRCULATION 

00010*  00099*  00182*  00223*  00231*  00677*  00685*  00700* 

00702*  00706*  00713   00715   00715   00721   00725   00744 

00747   00750   00753   00770*  00783   00822*  00827*  00839 
IVER  COMA 

00295   00589*  00714   00722   00750   00752 

00808   00815   00818*  00819*  00822*  00834 

00958 
IVER  COPPER  METABOLISM 

00688*  00707*  00777*  00997 
IVER  CYSTS 

00243  00244   00682*  00717   00718   00719 
00743   00852   00904   00905   00906   00907 

IVER  DEVELOPMENT 

00003*  00143   00776* 
IVER  DIAGNOSIS 

00204*  00214*  00216*  00222* 

00244  00245  00245  00254 
00279  00290  00291  00294 
00707*  00710  00712  00728 
00774*  00781   00838   00957 

IVER  DISEASE  DIAGNOSIS 
SEE   LIVER  FUNCTION  TESTS 
IVER  DISEASE  ETIOLOGY 

00158   00231* 
IVER  DISEASE  TREATMENT 

00592*  00714   00724 


00753 
00835 


00720 
00909 


00775* 
00838 


00730 
00910 


00223*  00231*  00234*  00243 
00260   00257   00272   00273 
00295   00582*  00692*  00701* 
00731   00732   00733   00734 
00991 


00760 


00731 
00779* 


00732 
00838 


00737 
00840 


00740 
00926 


00745 


00746   00752 
IVER  DISEASES 

00021   00625   00693*  00709*  00710   00723   00725   00730 

00731   00732   00735   00741   00743   00749   00751   00920 

00981 
IVER  DISEASES, BIOCHEMICAL  DIAGNOSIS  OF 

00707* 
IVER  DISEASES,  BLOOD  COAGULATION  IN 

00178*  00754   00753 
IVER  DRUG  METABOLISM 

00114*  00131*  00134*  00148   00149   00150   00770*  00780 

00791 
IVER  ENZYMES 

00012*  00052*  00111*  00112*  00113*  00114*  00116*  00117* 

00120*  00128*  00131*  00132*  00136*  00139*  00140*  00141* 

00143   00149   00150   00152   00154   00155   00156   00160 


00165 
00234* 
00  758* 


00167 
00545 
00805 


00174   00175 


00161   00154 

00175   00176 

00759   00754 
IVER  EXTRACTS 

00138*  00159 
IVER  FISTULAS 

00723 
IVER  FUNCTION  TESTS 

00110*  00146   00211*  00222* 

00291   00301   00494   00544* 

00597*  00699*  00700* 

00754   00762   00772* 

00803   00845*  00895* 
IVER  GLYCOGEN 


00168   00170   00172   00174 
00688*  00593*  00694*  00749 


00231*  00259   00272   00281 
00584*  00585*  00689*  00592* 
00701*  00705*  00708*  00710   00726 
00777*  00779*  00781   00784   00790 
0C977 


00154   00174   00700*  00749 


00016*  00142 
IVER  HERNIA 

00254 
IVER  HISTOLOGY 

00001*  00003*  00016*  00021   00U3*  00114*  00150 

00215*  00695*  00697*  00701*  00702*  00705*  00734 

00759   00752   00767*  00759*  00769*  00772*  00778*  00783 

00785   00787   00788   00833   00835   00979 
IVER  IMMUNOLOGY 

00001*  00211*  00291   00294   00586*  00587*  00691*  00715 

00747   00775*  00793*  00804   00840 


00157 
00735 


00757*  00825*  00828* 


00130* 
00191 


00152 
00176 
00759 


00133* 
00193 


00156 

00680* 

00774* 


00157 
00712 


00158 
005  84* 
00835 


00775*  00778*  00779*  00782 


00785 


00147   00162   00169   00170 


LIVER  IN  CHILDREN 

00707*  00743   00754 
LIVER  INJURIES 

00109*  00118*  00158   00172   00228*  00254   00326   00581* 

00700*  00725   00738   00765*  00768*  00773*  00783   00788 

00835   00991 
LIVER  INJURIES, ANESTHETICS  IN 

00131*  00770*  00787   00790   00791 
LIVER  INJURIES, ANTIBIOTICS  IN 

00113* 
LIVER  INJURIES, CONTRACEPTIVE  DRUGS  IN 

00772*  00774*  00777*  00778*  00784 
LIVER  INJURIES, DIETARY  DEFICIENCIES  IN 

00117*  00124*  00125*  00126*  00701* 

00829* 
LIVER  INJURIES, DRUG-INDUCED 

00770*  00780   00781   00790 
LIVER  IRON  METABOLISM 

00132*  00997 
LIVER  LIPID  METABOLISM 

00100*  00109*  00117*  00121*  00125* 

00151   00166   00169   00172   00173 

00761   00769*  00828* 
LIVER  METABOLISM 

00115*  00125*  00129*  00135*  00145 

00159   00163   00157   00170   00171 

00687*  00709*  00726   00748   00750 

00899* 
LIVER  MICROORGANISMS 

00731   00741   00806 
LIVER  MORPHOLOGY 

00003*  00010*  00735 
LIVER  NEOPLASMS 

00294   00680* 
LIVER  NEOPLASMS,  BENIGN 

00727 
LIVER  NEOPLASMS, MALIGNANT 

00213*  00734   00754   00756 
LIVER  NUCLEIC  ACID  METABOLISM 

00015*  00064*  00117*  00144 

00702*  00764   00786 
LIVER  PATHOLOGY 

00113*  00150   00158   00324 

00710   00712   00713   00721 
00782   00785   00790   00798 
LIVER  PERFUSION 

00010*  00134*  00136*  00165   00158   00182*  00589*  00750 

00753  00770* 

LIVER  PHOSPHOLIPID  METABOLISM 

00117*  00121*  00151   00161 
LIVER  PROTEIN  METABOLISM 

00108*  00109*  00114*  00118* 

00172   00226*  00691*  00702* 
LIVER  RADIOLOGY 
SEE  ALSO   LIVER  DIAGNOSIS 

00204*  00222*  00223*  00243   00244   00245   00254   00250 

00272   00273   00289   00290   00582*  00733   00735   00785 
LIVER  REGENERATION 

00110*  00125*  00130*  00140*  00144 

00201*  00689*  00702*  00757   00775* 
LIVER  RETICULOENDOTHELIAL  SYSTEM 

00160   00272 
LIVER  SECRETION 

00115*  00694*  00736 
LIVER  SERUM  ENZYMES 
SEE  ALSO   ALKALINE  PHOSPHATASE 

OOllO*  00137*  00140*  00201*  00202*  00211*  00222* 

00234*  00239*  00259   00255   00267   00281   00494 

00685*  00597*  00701*  00705*  00722   00774*  00777* 

00787   00803 
LIVER  STEROID  METABOLISM 

00130* 
LIVER  SURGERY 

00110*  00129*  00140*  00144   00145   00159   00243 

00577*  00680*  00681*  00584*  00685*  00585*  00700* 

00717   00718   00719   00720   00739   00742   00743 

00754  00765*  00905 
LIVER  TRACE  ELEMENT  METABOLISM 

00928   00997 
LIVER  TRANSPLANTATION 

00139*  00681*  00586*  00687*  00706*  00715   00747   00753 
LIVER  TRAUMA 

00580*  00725   00765*  00783 
LIVER  ULTRASTRUCTURE 

00001*  00115*  00116*  00127*  00145   00149   00150   00151 

00156   00160   00164   00165   00167   00168   00169   00171 

00172   00175   00250   00688*  00595*  00596*  00698*  00729 

00736   00764   00766*  00  767*  00768*  00759*  00770*  00772* 

00773*  00774*  00784   00785   00791   00835 
LIVER  UREA  METABOLISM 

00225*  00732 
LIVER  ZINC  METABOL  ISM 

00928 


00685* 
00759 


00168 


00127* 
00753 


00688* 
00764 


00138* 
00771* 


00591* 
00765* 


00141* 
00915 


00698* 
00779* 


00165 


00145   00159   00170 


00232* 
00584* 
00778* 


00956 

00145  00149 

00167  00168 

00595*  00596* 


00305 
00715 
00747 


■    ''I 


(1 


00131*  00136» 
00835   00843 


00760   00766*  00799 


00173 


00558   00671 
00773*  00828* 


00130*  00137* 
00777*  00789 


00170   00766* 
00819*  00830 


00701*  00712 
0082  9* 


00154   00162 
0082  5*  00899* 


00062*  00157 


00124*  00126* 
00700*  00701* 
00770*  00771* 
00780   00781 
00829*  00833 


00449   00553 
00871   00903* 


00131*  00146 
00704*  00712 
00773*  00774* 
00782   00785 
00836   00915 


00821* 
00987 


LIVFR.AGE  EFFECTS  ON 

00143   00695*  00796 
LIVER, ALCOHOL  EFFECTS  ON 

00147   00158   00173   00176   00701*  00768* 
LIVER, AMEBIASIS  EFFECTS  ON 

00723   00728   00824*  00926 
LIVER, DRUG  EFFECTS  ON 

00113*  00116*  00119*  00128* 
00780   00781   00784   00787 
LIVER, DRUG  TREATMENT  OF 
00692*  00724   00746 
00832   00840 
LIVER, FATTY 

00109*  00126*  00172 
00759   00761   00766*  00769* 
LIVER, HORMONAL  CONTROL  OF 

00016*  00111*  00114*  00116* 
00170   00692*  00740   00740 
LIVER, HORMONAL  TREATMENT  OF 

00789   00815 
LIVER, NERVOUS  CONTROL  OF 

00739 
LIVER, TOXIC  EFFECTS  ON 

00109*  00113*  00118*  00121* 
00159  00172  00691*  00695* 
00761  00766*  00768*  00769* 
00775*  00776*  00777*  00779* 
00786  00788  00789  00824* 
LIVER, VITAMIN  612  IN 

00120* 
LYMPH 

00025*  00041 
LYMPH  NODES 

00367*  00535   00604   00624 
LYMPHOGRAPHY 

00551 
LYMPHOGRAPHY, LARGE  INTESTINE 

00252 
LYMPHOMA 

O0526*  00553 
LYMPHOSARCOMA 

00252   00381   00414   00450   00511 

MAGNESIUM  ABSORPTION 

00465 
MALABSORPTION 
SEE  ALSO   SMALL  INTESTINE 
00194   00448   00538   00551 
MALABSORPTION  DIAGNOSIS 

00220*  00258   00284   00286 
00657 
MALABSORPTION  DIAGNOSIS, BIOPSY  IN 

00555 
MALABSORPTION  DIAGNOSIS, D  XYLOSE  IN 

00262   00554   00555  „o,c 

MALABSORPTION  DIAGNOSIS, TOLERANCE  TESTS 

00540 
MALABSORPTION  EPIDEMIOLOGY 

00537   00544 
MALABSORPTION  ETIOLOGY 

00442   00449   00520*  00529*  00533 
00539   00541   00542 

00554  00555   00557 
MALABSORPTION  IN  CHILDREN 

00220*  00465   00544   00545 
MALABSORPTION  TREATMENT 

00531   00534   00543   00898* 
MALABSORPTION  TREATMENT, ANTIBIOTICS  IN 

00555  00556   00557 
MALABSORPTION  TREATMENT, DIETARY 

00036   00446   00551   00557 
MALABSORPTION  TREATMENT, FOLIC  ACID  IN 

00555      00556  ,^.,ec 

MALABSORPTION- INDUCED    BONE    DISEASES 

00547 
MALABSORPTION, AGE  FACTORS  IN 

00526* 
MALABSORPTION, ANEMIA  IN 

00552   00557   00558 
MALABSORPTION, BIOCHEMICAL  DIAGNOSIS  OF 

MALABSORPTION, BLIND   LOOP-INDUCED    SECONDARY 

00995 
MALABSORPTION, DIETARY   DEFICIENCIES    IN 

MALABSORPTION, DISEASES    ASSOCIATED    WITH 

00544      00547      00549      00555      00556      00560 

MALABSORPTION, GASTRECTOHY-INDUCEO 

00360*  00368*  00386   00389   00426   0?*9'„^„„„  ..„ 

MALABSORPTION, INTESTINAL    RESECTION-INDUCED    SECONDARY 
00446      00466      00527*    00529*    00916 

MALAat^RPTioNTpARASITIC    DISEASE- INDUCED    SECONDARY 

00554 


0052  7*  00541   00550   00557 


00543   00546 
00888* 


IN 


00535 
00548 


00536 
00550 


00537 
00552 


MALABSORPTION, PRIMARY  „„^,„» 

00451   00464   00526*  00527*  00528* 
00540   00541   00544   00547   00549 
00559 
MALABSORPTION, SECONDARY 

00526*  00639* 
MALABSORPTION, VITAMIN  DEFICIENCIES  IN 

00393   00552   00560 
MALIGNANT  ANUS  NEOPLASMS 

00615 
MALIGNANT  BILIARY  TRACT  NEOPLASMS 

00213* 
MALIGNANT  ESOPHAGUS  NEOPLASMS 

00349   00423 
MALIGNANT  GALLBLADDER  NEOPLASMS 

00847* 
MALIGNANT  GASTROINTESTINAL  NEOPLASMS 

00942   00967   00996 
MALIGNANT  LARGE  INTESTINE  NEOPLASMS 
00252   00575   00579   00584   00593 
00611   00612   00623 
MALIGNANT  LIVER  NEOPLASMS 

00213*  00734   00754   00756   00786 
MALIGNANT  PANCREAS  NEOPLASMS 

00655 
MALIGNANT  SALIVARY  GLAND  NEOPLASMS 

00290 
MALIGNANT  SMALL  INTESTINE  NEOPLASMS 

00450   00462   00467   00526*  00979 
MALIGNANT  STOMACH  NEOPLASMS 

00241   00303   00364*  00367*  00370* 
00424   00427 


00530* 
00555 


00531   00532 
00556   00557 


00546   00548   00550   00558 


00596   00599   00601 


01000 
00381 


00389   00545   00556   00558 


00207*  00268 
00786   00872 


00650 

00603   00619   00626   00627* 


00388   00414 
MALNUTRITION 
00127*  00194 
00990 
MANOMETRY, ESOPHAGUS 

00049*  00233*  00313*  00314* 
MARKER  STUDIES 

00029*  00030*  00146 
00598   00599   00603 
MECKELS  DIVERTICULUM 

00250   00459   00939 
ME6AB0WEL 

00524 
MEGACOLON 

00598 
MELENA 

00456 
MENETRIERS  DISEASE 

00403 
MESENTERY  ANGIOGRAPHY 

00214*  00456 
MESENTERY  CIRCULATION 

00207*  00577   00691*  00886* 
MESENTERY  DIAGNOSIS 

00214*  00456 
MESENTERY  DISEASES 

00925 
MESENTERY  INJURIES 

00939 
MESENTERY    RADIOLOGY 

00214*   00456 
MESENTERY   VASCULAR    DISEASES 

00886*   00901*    00923      00931      00952 
METABOLIC   CHANGES    IN    CIRRHOSIS 

00173      00709*   00832      00842      00899* 
METABOLIC   CHANGES    IN    PEPTIC    ULCERS 

00476*    00481*  ,,„ 

METABOLIC   CHANGES, GASTRECTOMY- INDUCED 

00356*   00368*  ,„, 

METABOLIC    EFFECTS   OF   MICROORGANISMS 

00985 
METABOLISM    IN    CIRRHOSIS,  ELECTROLYTE 

00818*   00832 
METABOLISM    IN    CIRRHOSI S, HATER 

00830 
METABOLISM, AMINO    ACID 

00127*   00152      00162      00162      00165 
METABOLISM,CARBOHY0RATE  „„,c^. 

00004*  00012*  00075*  00076*  00356* 

00562* 
METABOLISM.CHOLESTEROL 

00434* 
METABOLISM,  DRUG 

00183*    00985 
METABOLISM.DRUG    EFFECTS   ON 

00188 
METABOLISM, ELECTROLYTE  „„^o«» 

00068*   00097*    00476*    00674      00695* 
METABOLISM.HEMOGLOBIN 

00132* 
METABOLISM.LIPIO 

00036      00184*    00186      00189      00191 


00293 
00949 


00382   003  84 
00759   00935 

00332   00518 


00962   00968 


00481* 
00368* 


00548   00990 
00469*  00531 


00955 


00657   00893* 


TABOLISM, NUCLEIC  ACIO 

00063*  00095*  00098* 
TABOLISM, PROTEIN 

001B8   00197*  00531 
TABOLISM, TRACE  ELEMENT  AND  MINERAL 

00688* 
TA80L  ITES, URINARY  BILE 

00694* 
TASTATIC  CANCER 

00219*  00290   00410 

00605   00609   00624 

00754   00789   00867 

:roorganisms 

ee  also  amebiasis 

CHOLERA 

GNOTOBIOSIS 

LEPTOSPIROSIS 

SALMONELLOSIS 

SHIGELLOSIS 


00422       00462       00575       00577       00604 
00643*    00656      00683*    00684*    00704* 
00880 


00887* 


EE  ALSO 
EE  ALSO 
EE  ALSO 
EE  ALSO 
EE  ALSO 
00883* 

;roorganisms  in  cirrhosis 

00824* 

;roorganisms  in  gastrectomy  complications 

00363* 

;roorganisms  in  hepatitis 

00813 

;roorganisms,bile 

00896* 

IROORGANISMS, BILIARY    TRACT 

00703* 

:R00RGAN I  SMS,  GASTROINTESTINAL 

00183*  00559   00612   00752 

00970   00971   00973   00974 

ROORGANISMS, LARGE  INTESTINE 

00630*  00824*  0092  7   00948 

ROORGANISMS, LIVER 

00731   00741   00806 

ROORGANISMS, METABOLIC  EFFECTS  OF 

00985 

ROORGANISMS, SMALL  INTESTINE 

00028*  00432*  00529*  00530*  00897* 

ROORGANISMS, STOMACH 

00897* 

K  INTOLERANCE 

00748   00919 

ERAL  ABSORPTION 

E   TRACE  ELEMENT  AND  MINERAL  ABSORPTION 

ERAL  ABSORPTION, TRACE  ELEMENT  AND 

00037   00040   00044   00465   00542 

ERAL  EXCRETION, TRACE  ELEMENT  AND 

00707* 

ERAL    METABOLISM, TRACE    ELEMENT    AND 

00688* 

ILITY    MEASUREMENT    TECHNIQUES 

00047* 

ILITY    PRESSURE    STUDIES 

E   ALSO      ANUS   MOTILITY 

ESOPHAGUS    MOTILITY 
GALLBLADDER    MOTILITY 
GASTROINTESTINAL    MOTILITY 
LARGE    INTESTINE    MOTILITY 
SMALL    INTESTINE    MOTILITY 
STOMACH    MOTILITY 

1)0049*    00054*    00310*    00314* 

ILITY, ANUS 

50059 

ILITY, DRUG   EFFECTS   ON 

50050*    00052*    00054*    00055*    00056*    00060 

D0512      00760 

ILITY, ESOPHAGUS 

)0055*    00233*    00310*    00313*    00314*    00334 

ILITY, GALLBLADDER 

)0051*    00053*    00415 

rLITY,  GASTROINTESTINAL 

)0084*    00192      00280      00961 

ILITY, HORMONAL    CONTROL    OF 

)0017      00048*    00050*    00051* 

ILITY, LARGE    INTESTINE 

)0046*    00050*    00052* 

ILITY, NERVOUS   CONTROL    OF 

10058 

LITY, SMALL    INTESTINE 

10045*   00047*    00050*    00056*    00058 

10181*    00194      00276 

ILITY, STOMACH 

10048*    00050*    00051*    00054*    00066 

10398      00416      00506 

IPOLYSACCHARIDES 

10164 

IPROTEINS 

10213*    00279 

ISA,  DUODENUM 

10269      00359*    00438*    00440*    00448      00902* 


00894*    00897*    00935      00965 
00985      01004 


E  ALSO 

E  ALSO 

F  ALSO 

E  ALSO 

E  ALSO 

E  ALSO 


00276      00280 


00977 


00060 
00361*    00439*    00466 


00061*    00179* 
00518 


00512   00960 


00361*  00387   00391 


00451 
00539 


00340 


00271 


00588 


00286 
00458 
00  541 


00371*  00375 
00411   00413 


MUCOSA, ESOPHAGUS 

00296   00319*  00329 
MUCOSA, GALL  BLADDER 

00850* 
MUCOSA, GASTROINTESTINAL 

00038   00063*  00157 
MUCOSA, LARGE  INTESTINE 

000  15*  00224*  00568 
MUCOSA,  RECTUM 

00568   00820* 
MUCOSA, SMALL  INTESTINE 

00002*  00012*  00014*  00017 

00185*  00194   00284 

00447   00449 

00532   00533 

00938 
MUCOSA, STCMACH 

00005*  00006*  00007*  00008* 

00069*  00070*  00075*  00076* 

00196*  00227*  00236*  00241 

00359*  00366' 

00404   00405 
MUCOVISCIDOSIS 

00220*  00437*  00640*  00642* 
MUCUS 

00850* 
MUCUS  SECRET  ION, STOMACH 

00070*  00366* 
MUD  THERAPY 

00418 
MUSCLE  MORPHOLOGY, SMOOTH 

00406 
MUSCLE  PHARMACOLOGY, SMOOTH 

00050*  00052*  00056*  00057 
MUSCLE  PHYSIOLOGY, SMOOTH 

00045*  00047*  00055*  00058 
MYCOSIS 

00741 
MYOTONIA  DYSTROPHICA 
00310* 


NAUSEA 
00981 

NECROSIS 
00409 
00788 


00452   00489   00894*  00980 
00596   00598   00610   00635 


00027*  00036  00043  00064* 

00375   00431*  00441*  00442 

00464   00526*  00527*  00531 

00546   00554  00557  00558 


00011*  00018   00022  00066 

00087   00089   00090  00092 

00255   00271   00355*  00358* 

003  78   00379   00380  00403 

00472*  00884*  00902*  00938 


00649   00658 


00060 
00192 


00626   00647   00674 
00791   00925   00968 
NECROTICANS, ENTEROCOLITIS 

00571   00573 
NEONATAL  JAUNDICE 

00116*  00178*  00200*  00301 
NEOPLASMS, ABDOMEN 

00885* 
NEOPLASMS, BENIGN  BILIARY  TRACT 

00857 
NEOPLASMS, BENIGN  ESOPHAGUS 

00318* 
NEOPLASMS, BENIGN  GALLBLADDER 

00858   00868 
NEOPLASMS, BENIGN  GASTROINTESTINAL 

00942 
NEOPLASMS, BENIGN  LARGE  INTESTINE 

00578   00579   00588   00591   00592 
NEOPLASMS, BENIGN  LIVER 

00727 
NEOPLASMS, BENIGN  RECTUM 

00613 
NEOPLASMS, BENIGN  SMALL  INTESTINE 

00376   00444   00452   00459 
NEOPLASMS, BENIGN  STOMACH 

00303   00355*  00372   00376   00380 
NEOPLASMS. DUODENUM 

00467 
NEOPLASMS, GALLBLADDER 

00859 
NEOPLASMS, GASTROINTESTINAL 

00979 
NEOPLASMS, LIVER 

00294      00680* 
NEOPLASMS  ,MAL  IGNANT    ANUS 

00615 
NEOPLASMS, MALIGNANT  BILIARY  TRACT 

00213* 
NEOPLASMS, MALIGNANT  ESOPHAGUS 

00349   00423 
NEOPLASMS, MALIGNANT  GALLBLADDER 

00847* 
NEOPLASMS, MALIGNANT  GASTROINTESTINAL 

00942   00967   00996 
NEOPLASMS, MALIGNANT  LARGE  INTESTINE 
00252   00575   00579   00584   00593 
00611   00612   00623 
NEOPLASMS, MALIGNANT  LIVER 

00213*  00734   00754   00756   00786 


00689*  00757   00773*  00784 


00748   00758   00972 


hi 


00596   00599   00601 


01000 


NEOPLASMS, MALIGNANT  PANCREAS 

00655 
NEOPLASMS, MALIGNANT  SALIVARY  GLANO 

00  290 
NEOPLASMS, MALIGNANT  SMALL  INTESTINE 

OO-VSO   00^.62   00467   00526*  00979 
NEOPLASMS. MALIGNANT  STOMACH 

00241   00303   00364*  00367*  00370*  00381 
003flfi   00414   00424   00427 
NEOPLASMS,  PANCREAS 

00679*  00911   00942   00949   00953 
NEOPLASMS, RECTUM 

00609   00622 
NEOPLASMS, SALIVARY  GLAND 

00921 
NEOPLASMS, SMALL  INTESTINE 

00269   00456 
NEOPLASMS, STOMACH 

00383   00405   00406 
NEOPLASMS, VILLOUS  LARGE  INTESTINE 

00611 
NEOPLASMS. VILLOUS  RECTUM 

00591 
NERVOUS  CONTROL  OF  BILIARY  TRACT 

O0R44* 
NERVOUS  CONTROL  OF  ESOPHAGUS 

00334   00351 
NERVOUS  CONTROL  OF  GALLBLADDER 

NERVOUS  CONTROL  OF  GASTROINTESTINAL  TRACT 

00052*  00482*  00922   00941   00960 
NERVOUS  CONTROL  OF  LARGE  INTESTINE 

00015*  00046*  00052*  00890* 
NERVOUS  CONTROL  OF  LIVER 

00739 
NERVOUS  CONTROL  OF  MOTILITY 

00058 
NERVOUS  CONTROL  OF  PANCREAS  „„,^, 

00020   00097*  OOlOl*  00103*  00469*  00651 
NERVOUS  CONTROL  OF  SMALL  INTESTINE 

00015*  00045*  00058   00439*  00890* 
NERVOUS  CONTROL  OF  STOMACH 

00006*  00362*  00387   00394   00416 
NERVOUS  CONTROL  OF  STOMACH  SECRETION 

00074*  00077*  00080*  00082*  00063*  00492 
NERVOUS  SYSTEM, AUTONOMIC 

00046*  00474*  00492   00941   00977 
NERVOUS  SYSTEM, CENTRAL 
SEE  ALSO   NEUROENOOCRINF  CONTROL 

00083*  00216*  00474*  00496   00691*  00714 
00981   00982 
NEURINOMA 

00380 
NEUROENDOCRINE  CONTROL 

00048* 
NEUROHUMORAL  AGENTS  „„„=,»  Annto 

00006*  00015*  00035*  00052*  00054*  00058 
00162   00179*  00181*  00214*  00472* 
NEUROMATOSIS 

00613 
NEUROMUSCULAR  DISEASES 

00216*  ,^„^ 

NONSPECIFIC  SMALL  INTESTINE  ULCERS 

00435*  00465 
NOREPINEPHRINE  „„,,-,»  nni  to* 

00015*  00035*  00052*  00103*  00137*  00179* 
NUCLEIC  ACID  METABOLISM 
00063*  00095*  00098* 
NUCLEIC  ACID  METABOL 1SM,LI VER 
00016*  00064*  00117*  00144 
00702*  00764   00786 
NUTRITION 

ANOREXIA  NERVOSA 
KWASHIORKOR 
MALABSORPTION 
OBESITY 

^^  ^ VITAMINS 

00124*  00177*  00180*  00195   00446 
00737   00745   00792*  00893*  00922 


00382      003  84 


OBSTRUCT 
00292 

OBSTRUCT 
00091 

OBSTRUCT 
00410 
00461 
00998 

OBSTRUCT 
00390 

OBSTRUCT 
00213 
00721 
00871 

ODDI,SPH 

SEE    ALS 

00654 

OXYGEN 
00702 


004  74*    00489 


00496      00500 


00840      00922 


00103*   00137* 


00147      00162      00169      00170 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE    ALSO 


ION, PANCREAS 

00654   00675 
ION, PYLORIC 

00391   00399   00401 
ION, SMALL  INTESTINE  „„,,, 

00429*  00435*  00437*  00439*  00443 
00856  — — 


00405   00408   00412   00413 


00524   00617 

01001 
ION, STOMACH 

00412   00656 
IVE  JAUNDICE 
*  00283   00301   00444 

00736   00756   00787 

00879   00881   00972 
INCTER  OF 
0   BILIARY  TRACT 

00860   00861   00871 


00680 


00454 
00895*  00950 


00457 
00975 


00467 
00798 


00872 


00676 
00607 


00696*  00703* 
00652   00869 


*  00744   00895*  00896*  00960 


00465 
00971 


00528*  00642* 


OBESITY 

00177*  00180*  00315*  00916 
OBSTRUCTION, BILIARY  TRACT 

00656   00664*  00703*  00756 

00864   00870 
OBSTRUCT  ION .ESOPHAGUS 

00320   00329   00332   00336 
OBSTRUCT  ION, GASTROINTESTINAL 

00407   00925   00972   00975 
OBSTRUCTION, LARGE  INTESTINE 

00561*  00569   00574   00561 

00604   00607   00617   00626 

01002 


00817*  00849*  00852   00854 


00341   00342 


00976   00982 

00587   00590 
00895*  00950 


00602 
00998 


00603 
01001 


PAIN, ABDOMEN 

00085*  00455   00456   00467 
00612   00622   00660   00676 
00963   00986   00992 
PANCREAS  ABSCESSES 

00654   00665*  00667* 
PANCREAS  AMYLASE  SECRETION 

00062*  00094*  00099*  00100* 
PANCREAS  ANGIOGRAPHY 

00199*  00208*  00949 
PANCREAS  ANOMALIES 

00208*  00646   00650 
PANCREAS  BICARBONATE  SECRETION 
00096*  00099*  00101*  00104* 
PANCREAS  BIOCHEMISTRY 

00009*  00094*  00098*  00100* 
PANCREAS  BIOPSY 

00654 
PANCREAS  CANCER 

00219*  00511   00643*  00644* 
00660 
PANCREAS  CARCINOGENESIS 

00655 
PANCREAS  CHLORIDE  SECRETION 

00096*  00101* 
PANCREAS  CIRCULATION 

00105   00206* 
PANCREAS  CYSTS 

00641*  00653   00654   00667* 
00909   00910 
PANCREAS  DIAGNOSIS 

00199*  00205*  00206*  00208* 
00288   00292   00644*  00654 
PANCREAS  DISEASE  TREATMENT 

00898* 
PANCREAS  DISEASES 

00199*  00292   00641*  00642* 
00675   00925 
PANCREAS  DUCTS 

00654   00661*  00667* 
PANCREAS  ELECTROLYTE  SECRETION 

00099* 
PANCREAS  ENZYME  SECRETION 

00645* 
PANCREAS  ENZYMES 

00009*  00019   00062*  00094* 
00106*  00185*  00206*  00209* 
00644*  00657   00668* 
PANCREAS  EXTRACTS 

00094*  00108* 
PANCREAS  FISTULAS 

00645*  00654 
PANCREAS  HISTOLOGY 

00009*  00020   00095*  00644* 
PANCREAS  HORMONES 

00693* 
PANCREAS  IN  CHILDREN 

00642* 
PANCREAS  INJURIES 

00645*  00648   00659   00673 
PANCREAS  LIPASE  SECRETION 

00062*  00094*  00100*  00102* 
PANCREAS  METABOLISM 

00009*  00095*  00096*  00103* 

PANCREAS  NEOPLASMS        

00679*  00911   00942   00949 
PANCREAS  NEOPLASMS, MALIGNANT 

00655 
PANCREAS  OBSTRUCTION 

00292   00654   00675 
PANCREAS  PATHOLOGY 

00643*  00647   00653   00663* 
PANCREAS  PERFORATION 
00653 


00479*  00485   00523   00588 
00716   00874   00880   00939 


00102*  00106   00206*  00645* 


00106 

00102*  00103*  00292 

00647   00652   00655   00656 


00675   00904   00906   00907 


00209*  00239*  00267   00274 
00665*  00667*  00872   00949 


00649   00654   00658   00674 


00097*  00100*  OOlOl*  00102* 
00274   00292   00562*  00639* 


00663* 


00274 


00953 


00665* 


00949 


00107   00288   00292   00639* 


00639*  00641*  00643*  00645*  00648 
00654   00657   00659   00665*  00667* 


iNCREAS  PERFUSION 

00105   00663* 
NCRE«S  PROTEASE  SECRETION 

00094*  00 100* 
NCREAS  PROTEIN  SECRETION 

00102*  00104* 
NCREAS  RAOIOLOGr 

00199*  00205*  00208*  00644*  00654 
NCREAS  REGENERATION 

00095*  00098* 
NCREAS  SECRETION 
00020   00097*  00101*  00105 

00662*  00666*  00672 
NCREAS  SURGERY 

00062*  00098*  00463 

00648   00651   00652 

00670 
NCREAS  TRAUMA 

00645*  00648   00659 
MCREAS  ULTRASTRUCTURE 

00019 
'(CREAS.ORUG  EFFECTS  ON 

00102*  00642* 
SCREAStDRUG  TREATMENT  OF 

00642* 
^ICREASi  HORMONAL  CONTROL  OF 

00096*  00099*  00101*  00102*  00104*  00106 

00642* 
MCREAStNERVOUS  CONTROL  OF 

00020   00097*  OOlOl*  00103*  00469*  00651 
NCREAS, TOXIC  EFFECTS  ON 

00019   00655 
<CREATITIS 

00410   00425   00848*  00880 
JCREATITIS  DIAGNOSIS 

00205*  00206*  00239*  00269 

00670      00671      00672 


00107   00288 


00670   00673   00676   00861   00925 


00670   00671   00674 


00672   00675 


00288   00292   00562*  00669 
00676 
JCREATITIS  ETIOLOGY 
00019   00661*  00669 
ICREATITIS  PATHOLOGY 
00675   00676 
ICREATITIS  SURGERY 
00667*  00676 
ICREATITIS  TREATMENT 
00651   00664*  00666*  00668*  00669 
00676 
ICREATITIS, ACUTE 

00274   00342   00662*  00663*  00664*  00665*  00666*  00668* 
00669   00670   00671   00672   00673   00676   00902* 
ICREATITIS, ALCOHOLIC 
00669   00676 
ICREATITIS, CHRONIC 

00019   00562*  00662*  00665*  00667*  00669 
00676 

ICREATITIS, CIRCULATION  IN 
00663* 

ICREATITIS,OISEASES  ASSOCIATED  WITH 
00641*  00662*  00665*  00667*  00671 
ICREATITIS,  EXPERIMENTAL 
00661*  00664*  00666*  00668* 
CREATITIS, TOXIC 
00019 
CREOZYMIN 

00062*  00099*  00102*  00288   00672 
AC ENTESIS, ABDOMEN 
E   ABDOMEN  DIAGNOSIS 
ASITES  AND  PARASITIC  DISEASES 
E   AMEBIASIS 
E   SCHISTOSOMIASIS 
ASITIC  DISEASE  DIAGNOSIS 
00243   00244   00904   00905 
ASITIC  DISEASE  EPIDEMIOLOGY 
00888*  00905   00906   00907 

00943  00944   00966 
ASITIC  DISEASE  PROPHYLAXIS 
00905   00906   00913 
ASITIC  DISEASE  TREATMENT 
00397   00717   00718   00719   00720 
00905   00906   00908   00909   00910 

00944  00948   00951   00959 

ASITIC    DISEASE- INDUCED    SECONDARY    MALABSORPTION 
00554 

ASITIC    DISEASES 
00581      00625      00865      00988 
ASITIC    DISEASES    IN   CHILDREN 
00973 

ASITIC    DISEASES, DISEASES   ASSOCIATED    WITH 
00719      00852       00988 
ASITIC    DISEASES, PARASITES   AND 
E      AMEBIASIS 
E      SCHISTOSOMIASIS 
ATYPHOIO   FEVER 
E      SALMONELLOSIS 


00908      00910      00913 

00913      00914      00917      00929 


00852 
00915 


00888*  00904 
00926   00930 


00494   00502   00511 


00507   00662* 


00505   00508   00509 


00417   00431* 


00470*  00471* 
00492   00498 
00518   00953 


PAVLOV  POUCH  STUDIES 

00072* 
PELLAGRA 
00990 
PENTAGASTRIN 

00051*  00067*  00071*  00078*  00084*  00085* 
00255 
PEPSIN 

00261 
PEPSIN  SECRETION, STOMACH 

00008*  00067*  00071*  00074*  00082*  00087 
00473*  00496 
PEPSINOGEN 

00261 
PEPTIC  ULCER  COMPLICATIONS 

00277   00472*  00475*  00479*  00486   00488 
00502   00505   00508   00509   00515   00933 
PEPTIC  ULCER  DIAGNOSIS 

00085*  00227*  00237*  00485 
PEPTIC  ULCER  DIAGNOSIS, RADIOLOGY  IN 

00198*  00277   00475*  00495 
PEPTIC  ULCER  EPIDEMIOLOGY 

00490   00508   00662*  00751   00960 
PEPTIC  ULCER  ETIOLOGY 

00072*  00081*  00083*  00099*  00438*  00470* 
00478*  00482*  00483   00486   00489   00490 
00497   00500   00505   00506 
PEPTIC  ULCER  PATHOLOGY 

00369* 
PEPTIC  ULCER  PERFORATION 

00342   00479*  00491   00502 
PEPTIC  ULCER  SURGERY 

00277   00334   00356*  00415 

00469*  00470*  00474*  00475*  00479*  00480* 
00495   00498   00500   00501   00502   00503 
00514   00516   00573 
PEPTIC  ULCER  TREATMENT 

00082*  00107   00402   00418 
00477*  00481*  00482*  00487 
00510   00512   00513   00515 
PEPTIC  ULCERS 

00048*  00271   00340   00353*  00359*  00396 
PEPTIC  ULCERS  IN  CHILDREN 

00277   00485 
PEPTIC  ULCERS, ANASTOMOTIC 

00417   00468*  00493   00507 
PEPTIC  ULCERS, BLEEDING 

00235*  00472*  00488   00491 
PEPTIC  ULCERS, DISEASES  ASSOCIATED  WITH 

00072*  00316*  00380   00506 
PEPTIC  ULCERS, FREEZING  TREATMENT  OF 

00409   00411 
PEPTIC  ULCERS, HORMONAL  CONTROL  OF 

00476* 
PEPTIC  ULCERS, METABOLIC  CHANGES  IN 

00476*  00481* 
PERISTALSIS 

00060   00361*  00398 
00998 
PERITONEUM 

00758 
PERITONITIS 

00239*  00443   00460   00491 
00908   00972   00975   00992 
PERITONITIS  TREATMENT 

00895*  00896*  00948 
PERITONITIS, BILE 

00896* 
PERNICIOUS  ANEMIA 

00357*  00365*  00709* 
PERSORPTION 

00036 
PEUTZ-JEGHERS  SYNDROME 

00452   00462 
PHARMACOLOGY, SMOOTH  MUSCLE 

00050*  00052*  00056*  00057 
PHOSPHATASE, ACID 

00172 
PHOSPHATASE, ALKALINE 

00002*  00065*  00234*  00267 
00889*  00991 
PHOSPHOLIPID  METABOLISM, LIVER 
00117*  00121*  00151   00161 
PHOSPHOLIPIDS 

00041 
PHOSPHORUS 

00769* 
PIGMENTATION 

00565* 
PITUITARY  GLAND 

00789 
PLASMA  LIPIDS 
00184* 


00104*  00221* 


00092   00104* 


00491   00495 


00474*  00476* 
00493   00496 
00911 


00440*  00468* 
00484   00492 
00505   00513 


00473*  00476* 
00500   00505 
00977   01003 

00495   00750 


00502   00505   00515   00933 


00399   00408   00439*  00610   00622 


00561*  00601 
00997 


00632   00756 


00528*  00545   00683*  00772* 


I  Mai'> 


;jf* 


I- 
fit 


m 


PLASMA  PROTEINS 

00110*  00200*  00211*  00215*  00261 


0026't 


00291   0029*   00*94   00519*  00521 

00562*  00681*  00684*  00726   00763 

00840   00921   00924 


00813 


00279 
00553 

00787   00812 
POLYPOSIS 

00452   00635 
POLYPOSIS, RECTOCOLONIC 

00578   00624 
POLYPS 
SEE  ALSO   PEUTZ-JE6HERS  SYNDROME 
00452 
POL YPSf GASTROINTESTINAL 

00462 
POLYPS, LARGE  INTESTINE 
00578   00579   00592 
POLYPS. RECTUM 

00250   00578   00592 
POLYPS, SMALL  INTESTINE 

00452   00462 
POLYPS, STOMACH 

00  227*  00427 
PORPHYRIA 
00693* 
PORTACAVAL  SHUNT  „„,,  . 

00099*  00312*  00687*  00708*  00711 
00827*  00899* 
PORTAL  CIRCULATION 

00179*  00182*  00204*  00214*  00243 


00265   00267 
0053  9   00540 
00771*  00777* 
00996 


00596   00599   00611 


PROTEINS 

00767* 
PROTEINS, PLASMA 

00110*  00200*  00211* 
00279   00291   00294 
00553   00562*  00661* 
00787   00812   00813 
PSYCHOLOGICAL  FACTORS 

00225*  00351   00474* 
PSYCHOLOGICAL  STUDIES 
SEE   PEPTIC  ULCERS 
SEE   ULCERATIVE  COLITI 
PYLORIC  AKTRUM 

00005*  00050*  00051* 
00378   00491 
PYLORIC  OBSTRUCTION 

00091   00391   00399 
PYLOROPLASTY 

00308*  00309*  00401 
00497   00500   00503 


00818*  00822*  00823* 


00245 


00821*  00823*  00839 


00260   00687* 
00899*  00957 


00822*  00823* 


00702*  00721   00744 
PORTAL  HYPERTENSION 

00726   00821* 
PORTAL  HYPERTENSION  DIAGNOSIS 

00204*  00223*  00245   00699*  00711 
PORTAL  HYPERTENSION  01 AGNOSIS, RADIOLOGY  IN 

00204* 
PORTAL  HYPERTENSION  ETIOLOGY 

00699*  00708*  00711 
PORTAL  HYPERTENSION  IN  CHILDREN 

00708* 
PORTAL  HYPERTENSION  PATHOLOGY 

00711 
PORTAL  HYPERTENSION  TREATMENT 

00204*  00312*  00699*  00708*  00711   00755 

PORTAL  HYPERTENSION, DISEASES  ASSOCIATED  MITH 

00699*  00708* 
POTASSIUM 

00788 
POTASSIUM  ABSORPTION 

00030* 
POUCH  STUDIES,HEIDENHAIN 

00071*  00080* 
POUCH  STUDIES, PAVLOV 

00072* 
"^00232^  00478*  00504   00552   00556   00692*  00738   00784 

00972 
PRESSURE  STUDIES.MOTILITY 
SEE  ALSO   ANUS  MOTILITY 

ESOPHAGUS  MOTILITY 
GALLBLADDER  MOTILITY 
GASTROINTESTINAL  MOTILITY 
LARGE  INTESTINE  MOTILITY 
SMALL  INTESTINE  MOTILITY 

^^  STOMACH  MOTILITY 

00049*  00054*  00310*  00314* 
PROLAPSE 

00326   00378   00405   00427   00572   00594 
PROSTAGLANDINS 

00192 
PROSTHESIS, COMMON  BILE  DUCT 

00  845* 
PROSTHESIS,  GASTROINTESTINAL 

00989 
PROTEASE  SECRETION, PANCREAS 

00094*  001 00* 
PROTEIN  ABSORPTION 

00002*  00033*  00551 
PROTEIN  DIGESTION 

00033*  00185* 
PROTEIN  METABOLISM 

00188   00197*  00531 
PROTEIN  METABOLISM, LIVER  „„.,„. 

00108*  00109*  00114*  00118*  00127*  00138* 

00172   00226*  00691*  00702*  00763   00771* 
PROTEIN  SECRETION, PANCREAS 

00102*  00104* 
PROTEIN  SYNTHESIS 

00125*  00127*  00165   00226*  00763 
PROTEIN-LOSING  ENTEROPATHY 

00002*  00197*  00264   00449   00521 

00888*  00987 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


00602 


00533 


00215*  00261   00264  00265   00267 

00494  00519*  00521  00539   00540 

00684*  00726   00763  00771*  00777* 

00840  00921   00924  00996 

00517  00941   00981 


00082*  00084*  00217*  00359*  00377 


00141*  00165 
00915 


00771*  00996 

00551   00553 


00401 


00469* 
00525 


00405   00408   00412   00413 
00470*  00479*  00480*  00484 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
00159 


RADIATION, TOXIC  EFFECTS  OF 
SEE  ALSO   TOXIC  EFFECTS  ON  ESOPHAGUS 

TOXIC  EFFECTS  ON  GASTROINTESTINAL 

TOXIC  EFFECTS  ON  LARGE  INTESTINE 

TOXIC  EFFECTS  ON  LIVER 

TOXIC  EFFECTS  ON  PANCREAS 

TOXIC  EFFECTS  ON  SALIVARY  GLANDS 

TOXIC  EFFECTS  ON  SMALL  INTESTINE 

TOXIC  EFFECTS  ON  STOMACH 

„ 00298   00433*  00655   00771* 

RADIOISOTOPE  STUDY  TECHNIQUES 

SEE   TRACER  STUDIES 
RADIOLOGY  IN  BLEEDING  DIAGNOSIS 

00250   00347 
RADIOLOGY  IN  CANCER  DIAGNOSIS 

00198*  00219*  00303   00354*  00410 
RADIOLOGY  IN  GASTRITIS  DIAGNOSIS 

00392   00421 
RADIOLOGY  IN  PEPTIC  ULCER  DIAGNOSIS 

00198*  00277   00475*  00495        ^.„,,, 
RADIOLOGY  IN  PORTAL  HYPERTENSION  DIAGNOSIS 

RADIOLOGY  IN  ULCERATIVE  COLITIS  DIAGNOSIS 

00203*  00635 
RADIOLOGY, ABDOMEN 
SEE  ALSO   ABDOMEN  DIAGNOSIS 

00228*  00272   00273   00348   00407 
RADIOLOGY, ANUS 

SEE   ANUS  DIAGNOSIS 
RADIOLOGY, BILIARY  TRACT 
SEE  ALSO   BILIARY  DISEASE  DIAGNOSIS 
00212*  00218*  00248   00270   00282 
00682*  00872   00881 
RADIOLOGY, DUODENUM 

00269   00280   00514 
RADIOLOGY, ESOPHAGUS 
00229*  00247   00304 
00340   00341   00343 
RAOI OLOGY ,GALL  BLADDER 

00248   00307   00415 
RADIOLOGY, GASTROINTESTINAL 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 
00240   00249   00268   00277   00280 
00552   00902*  00904 


TRACT 


00455   00867 


00457   00626   00738 


00283   00300   00307 


00315*  00322   00323 
00347   00351 

00858   00859   00866 


00576   00592   00598   00599   00603   00635 


00467   00551 
00977   00992 
RADIOLOGY, LARGE  INTESTINE 

00256   00348 
RADIOLOGY, LIVER 
SEE  ALSO   LIVER  DIAGNOSIS 
00204*  00222*  00223*  00243 
00272   00273   00289   00290 
RADIOLOGY, MESENTERY 

00214*  00456 
RADIOLOGY, PANCREAS 

00199*  00205*  00208*  00644*  00654 
RADIOLOGY, RECTUM 

00586 
RAD  I  OLOGY,  SAL  I  VARY  GLAND 

00298   00892* 
RADIOLOGY, SMALL  INTESTINE 

00256   00276   00454   00455 
RADIOLOGY, STOMACH 

00198*  00227*  00280 
00355*  00369*  00377 
00473* 
RAOIOTELEMETRY 

00302   00418 
RADIOTHERAPY 

00727 
RADIOTHERAPY  IN  CANCER  TREATMENT 

00433*  00605   00609   00616 
RECTOCOLONIC  POLYPOSIS 
00578   00624 


00289 
00923 


00325 
00872 


00293 
00962 


00327 
00992 


00410 
00967  i 


00244   00245 
00682*  00733 


00949 


00254 
00735 


00260 
00786  I 


00475*  00518   00521 


00285 
00378 


00287 
00379 


00303 
00399 


00323 
00408 


003541 
00414 


HEMORRHOIDS 

POLYPS 

ULCERATIVE  COLITIS 


00624   00626 


00566*  00577 
00637   00984 


00593   00604   00605   006U 


00299   00586   00592   00606   00609   00624 


00625 


00820* 


00592 


00572   00577   00586   00589   00594   00620 


;CTUM 
lEE  ALSO 
lEE  ALSO 
EE  ALSO 
00567* 
ICTUM  ANOMALIES 

00293   00567*  00582 
CTUM  BIOPSY 

00297   00609 
CTUM  CANCER 

00203*  00407 

00623   00624 
CTUM  OIAGNQSIS 

00225*  00293 

00820* 
CTUM  DISEASES 

00572   00606 
CTUM  DIVERTICULA 

00586 
CTUM  ENDOSCOPY 

00203*  00225*  00299 
CTUM  IMMUNOLOGY 

00566* 
CTUM  IN  CHILDREN 

00567*  00582 
CTUM  INJURIES 

00620 
CTUM  MUCOSA 

00568   00820* 
CTUM  NEOPLASMS 

00609   00622 
;TUM  NEOPLASMS, benign 

00613 
;TUH  neoplasms, VIILQUS 

00591 

;tum  pathology 

00578 

;tum  polyps 

00250   00578 
;TUM  RADIOLOGY 
00586 

;tum  surgery 

00567*  00568 

;tum  trauma 

00620 

URRENT  ULCER, GASTRECTOMY- INDUCED 

00360*  00493   00498   00507   00516 

LUX, ESOPHAGUS 

00049*  00085*  00247   00309*  00314*  00315*  00319*  00322 

00325   00340   00480* 

lENERATION, LIVER 

00 110*  00125*  00130*  00140*  00144 

00201*  00689*  00702*  00757   00775* 

EN ERATION, PANCREAS 

00095*  00098* 

lONAL    ENTERITIS 

00224*    00449      00519*    00520*    00522 

00576      00585      00947      00975       00987 

lONAL    ENTERITIS    DIAGNOSIS 

00521 

lONAL    ENTERITIS, DISEASES   ASSOCIATED    WITH 

00629* 

lONAL    ILEITIS 

00445  00525 
ECT  ION-INDUCED    SECONDARY    MALABSORPTION, INTESTINAL 

00446  00466      00527*    00529*    00916 
PIRATORY   COMPLICATIONS 
00831      00972 
PIRATORY    SYSTEM 
00072*   00694* 

ICULOENOOTHELIAL    SYSTEM, LIVER 
00160      00272 
rURE,  DIAPHRAGM 
90254 

IVA 

0OO88   00206*  00357*  00832   00897* 

IVARY  GLAND  BIOPSY 

30921 

IVARY    GLAND    DIAGNOSIS 

30298 

IVARY  GLAND  DISEASES 

)0298   00904 

IVARY    GLAND    NEOPLASMS 

30921 

IVARY  GLAND  NEOPLASMS, MALIGNANT 

30290 

IVARY    GLAND   PATHOLOGY 

30892* 

IVARY    GLAND   RADIOLOGY 

30298      00892* 

IVARY  GLANDS  IN  CHILDREN 

30298 


00145   00159   00170 


00523   00524   00557 


00245   00254   00272   00290 


00245   00254   002  72   00290 


003  02 
00404 
00953 


00316* 
00472* 


SALIVARY  GLANDS, TOXIC  EFFECTS  ON 

00298 
SALMONELLOSIS 
SEE  ALSO   TYPHOID  FEVER 
00929 
SALMONELLOSIS  DIAGNOSIS 

00920 
SALMONELLOSIS, BIOCHEMICAL  DIAGNOSIS  OF 

00889* 
SALT  ABSORPTION, BILE 

00028*  00529* 
SARCOIDOSIS 

00542   00903* 
SARCOMA 

01000 
SCANNING, SCINTILLATION 

00205*  00222*  00223*  00244 
00658   00991   00992 
SCHISTOSOMIASIS 

00920 
SCHISTOSOMIASIS  DIAGNOSIS 

00289   00699*  00966 
SCHISTOSOMIASIS  EPIDEMIOLOGY 

00751   00966 
SCHISTOSOMIASIS  IMMUNOLOGY 

00956 
SCHISTOSOMIASIS  PATHOLOGY 

00578 
SCHISTOSOMIASIS  TREATMENT 

00930 
SCINTILLATION  SCANNING 

00205*  00222*  00223*  00244 
00658   00991   00992 
SCLERODERMA 

00233* 
SECRETIN 

00053*  00062*  00071*  00096*  00099*  00102*  00106 
00288   00292 
SECRETION  DISORDERS, STOMACH 

00081*  00083*  00196*  00221*  00237* 
00364*  00365*  00393   00395   00402 
00489   00497   00662*  00897*  00911 
SECRETION  IN  01 SEASE, STOMACH 

00364*  00785 
SECRETION  STUDY  TECHNIQUES 

00105   00205*  00288   00395 
SECRETION  STUDY  TECHN IQUES, STOMACH 

00067*  00069*  00070*  00071*  00078*  00080*  00085* 
00090   00092   00093   00196*  00221*  00237*  00255 
00287   00503 
SECRETION, BILE 

00115*  00119*  00133*  00687*  00762 
SECRETION, DRUG  EFFECTS  ON  STOMACH 

00255 
SECRET  ION, DUODENUM 

00107 
SECRET  I  ON, ELECTROLYTE 

00640* 
SECRET  I  ON, GALL  BLADDER 

00024*  00850* 
SECRET  I  ON, GASTROINTESTINAL 

00977 
SECRET  ION, HORMONAL  CONTROL  OF  STOMACH 

00067*  00071*  00073*  00078*  00079*  00080*  00082* 
00086*  00089   00104*  00192 
SECRETION, KIDNEY  ELECTROLYTE 

00832 
SECRETION.LARGE  INTESTINE 

00029*  00030* 
SECRETION, LIVER 

00115*  00694*  00736 
SECRETION, NERVOUS  CONTROL  OF  STOMACH 

00074*  00077*  00080*  00082*  00083*  00492 
SECRETION, PANCREAS 

00020   00097*  00101*  00105   00107   00288   00292 
00662*  00666*  00672 
SECRETION, PANCREAS  AMYLASE 

00062*  00094*  00099*  00100*  00102*  00106   00206* 
SECRET  ION, PANCREAS  BICARBONATE 

00096*  00099*  00101*  00104*  00106 
SECRETION, PANCREAS  CHLORIDE 

00096*  00101* 
SECRET  ION, PANCREAS  ELECTROLYTE 

00099* 
SECRETION, PANCREAS  ENZYME 

00645* 
SECRETION, PANCREAS  LIPASE 

00052*  00094*  00100*  00102*  00274 
SECRETION, PANCREAS  PROTEASE 

00094*  00100* 
SECRETION, PANCREAS  PROTEIN 

00102*  00104* 
SECRETION, SMALL  INTESTINE 

00027*  00053*  00066   00079*  00080*  00431*  00663* 


00319* 
00486 


00085* 
00251 


00770* 


.■■■\ 


00496 


00085* 


004  96 


00500 
00639* 


00098 
00A24 

00068* 
00078* 
00066* 
00237* 
0043  8* 


SECRETION, STOMACH 

00022   00051*  00066   000B7 
00353*  0037't   00397   OOAll 
SECRETION, STOMACH  ACID 

00005*  00007*  00013*  00051* 
00074*  00075*  00076*  00077* 
00082*  00083*  00084*  00085* 
00099*  00104*  00196*  00221* 
00394  00395  00409  00411 
00500  00503  00662*  00902* 
SECRETION, STOMACH  ELECTROLYTE 

00067*  00068*  00069*  00070* 
SECRETION, STOMACH  MUCUS 

00070*  00366* 
SECRETION, STOMACH  PEPSIN 

00008*  00067*  00071*  00074* 
00473*  00496 
SEROLOGICAL  DIAGNOSIS 

00211*  00805   00966 
SEROTONIN 
SEE  ALSO   CARCINOID  SYNDROME 
00052*  00057   00066   00080* 
SERUM  BILE  PIGMENTS  IN  JAUNDICE 

00163   00680*  00762   00787 
SERUM  CHOLESTEROL 

00122*  00189 
SERUM  ELECTROLYTES 

00433*  00603   00658   00832 
SERUM  ENZYMES, LIVER 
SEE  ALSO   ALKALINE  PHOSPHATASE 

00110*  00137*  00140*  00201*  00202* 
00234*  00239*  00259   00265   00267 
00685*  00697*  00701*  00705*  00722 
00787   00803 
SERUM  HEPATITIS 

00250   00795*  00797   00806 
SERUM  HEPATITIS  IN  CHILDREN 

00775* 
SERUM  IRON 

00044   00494 
SEX  FACTORS 

00130*  00180*  00490   00642* 
SHIGELLOSIS 
SEE  ALSO   DYSENTERY 
00889* 
SHIGELLOSIS  EPIDEMIOLOGY 

00999 
SHIGELLOSIS  TREATMENT 

00965 
SHOCK 

00235*  00342 
SHUNT, PORTACAVAL 
00099*  00312* 
00827*  00899* 
SIGMOID 
SEE  ALSO   LARGE  INTESTINE 
00561*  00580   00584   00588 
S  IGMOIDOSCOPY 

00225*  00557   00977   00980 
SMALL  INTESTINE 
SEE  ALSO   DUODENUM 
SEE  ALSO   ENTERITIS 

ILEOCECAL  VALVE 

ILEUM 

ILEUS 

INTUSSUSCEPTION 

JEJUNUM 

MALABSORPTION 

PEPTIC  ULCERS 


00089 
00506 

00071* 
00079* 
00090 
00255 
004  72* 


00107   00348 


00072*  00073* 
00080*  00081* 
00091   00093 
00302   00316* 
00484   00496 


00082*  00091   00658 


00082*  00087   00092   00104* 


00356*  00622 


00211* 

00281 

00774* 


00811   00816 


00222*  00232* 
00494  00684* 
00777*  00778* 


00825* 


00362*  00479*  00663*  00770* 
00687*  00708*  00711   00818* 


00831   00986 
00822*  00823* 


00589   00593   00601   00607 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
00437* 
SMALL  INTESTINE  ABSORPTION 

00017  00023*  0002  5*  00026*  00027* 
00036  00039  00042  00043  00061* 
00275  00431*  00436*  00520*  00530* 
00546  00548  00550  00554 
SMALL  INTESTINE  ANOMALIES 

00437*  00445   00459   00550 
00650 
SMALL  INTESTINE  BIOCHEMISTRY 
00002*  00004*  00012*  00023* 
00194   00234*  00286   00447 
SMALL  INTESTINE  BIOPSY 

00278   00284   00438*  00441* 
00551   00555   00558   00560 
SMALL  INTESTINE  CANCER 

00445   00455   00511   00636 
SMALL  INTESTINE  CIRCULATION 

00017   00179*  0018J*  00458 
SMALL  INTESTINE  CYSTS 

00458 
SMALL  INTESTINE  DEVELOPMENT 

00014*  00065* 
SMALL  INTESTINE  DIAGNOSIS 

00256   00258   00269   00276   00279 
00461   00518   00521   00527*  00550 


00031* 

00194 

00532 


00554   00555 

00026*  00036 
00528* 

0044  8   00458 


00033*  00034* 
00195  00220* 
00538   00542 


00556   00646 
00064*  00065* 
0052  7*  00528* 


00931   00949 


00284 
00953 


00027* 
00375 
00464 
00546 


SMALL  INTESTINE  DISACCHARIOASES 

00286   00528*  00536   00538 
SMALL  INTESTINE  DISEASE  EPIDEMIOLOGY 

00429* 
SHALL  INTESTINE  DISEASES 

00002*  00453   00464 
SMALL  INTESTINE  DIVERTICULA 

00430*  00453   00459   00529* 
SHALL  INTESTINE  DIVERTICULUM 

00429* 
SHALL  INTESTINE  ENZYHES         „„„,,;. 
00002*  00004*  00012*  00062*  00065* 
SHALL  INTESTINE  FISTULAS 

00463 
SHALL  INTESTINE  HISTOLOGY 

00194   00431*  00433*  00440*  00441* 
00528*  00531   00533   00938 
SHALL  INTESTINE  IHHUNOLOGY 

00464 
SHALL  INTESTINE  IN  CHILDREN 

00220*  00437*  00457   00465 
SMALL  INTESTINE  METABOLISM 

00042   00061* 
SHALL  INTESTINE  HICROORGANISMS 

00028*  00432*  00529*  00530*  00897* 
SMALL  INTESTINE  MORPHOLOGY 

00017   00194   00440*  00445 
SMALL  INTESTINE  MOTILITY 

00045*  00047*  00050*  00056*  00058 
00181*  00194   00276   00361*  00439* 
SMALL  INTESTINE  MUCOSA 

00002*  00012*  00014*  00017 
00185*  00194  00284  00286 
00447  00449  00451  00458 
00532  00533  00539  00541 
00938 
SMALL  INTESTINE  NEOPLASMS 

00269   00456 
SMALL  INTESTINE  NEOPLASMS,  BENIGN 

00376   00444   00452   00459 
SHALL  INTESTINE  NEOPLASHS, MALIGNANT 

00450   00462   00467   00526*  00979 
SMALL  INTESTINE  OBSTRUCTION 

00410   00429*  00435*  00437*  00439* 
00461   00524   00617   00856   00880 
00998   01001 
SMALL  INTESTINE  PATHOLOGY 

00430*  00440*  00441*  00448 
00521   00527*  00533   00541 
SHALL  INTESTINE  PERFORATION 

00460   00479*  00508   00509 
SHALL  INTESTINE  PERFUSION 

P0031*  00023*  00027*  00061* 
SHALL  INTESTINE  POLYPS 

00452   00462 
SMALL  INTESTINE  RADIOLOGY 

00256   00276   00454   00455 
SHALL  INTESTINE  SECRETION       „„„„„. 
00027*  00053*  00066   00079*  00080* 
SHALL  INTESTINE  SURGERY 

00074*  00079*  00101*  00361*  00417 
00436*  00437*  00442   00443   00446 
00461   00465   00466   00516   00519* 
00646   00916   00937   00940   00947 
00998   01000   01001   01002 
SMALL  INTESTINE  TRANSPLANTATION 

00349   00465   00466 
SHALL  INTESTINE  TRAUHA 

00429* 
SHALL  INTESTINE  TREATHENT 

00036   00442   00461   00510   00940 
SHALL  INTESTINE  ULCERS 

00432* 
SMALL  INTESTINE  ULCERS, NONSPECI FIG 

00435*  00465 
SHALL  INTESTINE  ULTRASTRUCTURE 

00447   00532   00533 
SMALL  INTESTINE  VOLVULUS 

00429* 
SHALL  INTESTINE, AGE  EFFECTS  ON 

00014*  00429* 
SHALL  INTESTINE, DRUG  EFFECTS  ON 

00058   00276   00433* 
SHALL  INTESTINE,  HORMONAL  CONTROL  OF 

SHALL  INTESTINE, NERVOUS  CONTROL  OF 

00015*  00045*  00058   00439*  00890* 
SHALL  INTESTINE, TOXIC  EFFECTS  ON 

00432*  00433*  00435* 
SMOOTH  MUSCLE  MORPHOLOGY 

00406 
SMOOTH  MUSCLE  PHARMACOLOGY 

00050*  00052*  00056*  00057   00060 


00234*  00528* 


00451   00458   00464 


00558 


00458   00554   00556 


00060   00061*  00179* 
00466   00518 


00449 
00542 


00972   00975 


00036   00043 
00431*  00441* 
00526*  00527* 
00554   00557 


01000 

00443   00454 
00895*  00950 


00455   00458 
00543   00556 


00064* 
00442 
00531 
00558 


00457 
00975 


00518 
00968 


00475*  00518   00521 
00431*  00663* 


00429*  00430* 

00454  00456 

00521  00529* 

00950  00953 


00434* 
00460 
00639* 
00995 


00452   00454 


DOTH    MUSCLE    PHYSIOLOGY 

00045*    00047*    00055*    0005B      00192 
DIUM    ABSORPTION 

00030*    00603      00658 
HINCTER    OF    ODDI 
EE    ALSO      BILIARY    TRACT 

00654      00860      00851      00871       00872 
^INCTER,ANUS 

00059      00567*    00602 
4INCTER, ESOPHAGUS 

00049*    00233*    00296      00310*    00313*    00314* 
.EEN 


00228*    00250      00591*    00755       CC827*    00833 

00987  00988 
.ENQMEGALY 

00835  00837 
.fNOPORTOGRAPHY 

00219*    00243      00244      00245      00699*    00839 

lue 

00262   00454   00527*  00532   00549 
(UE. TROPICAL 

00530*  00540   00544   00555   00556   00557   00559 
FINING  TECHNIQUES 

00297  00624 
WCH 

00220* 
kRVATION 

00063*  00117*  00125*  00127*  00141*  00151 
EATORRHEA 


00366* 
00411 


00893* 


00292  00446 
00535  00539 
00639*  00557 


00465 
00540 
00705* 


00499 
00543 


00520* 
00549 


00262 

00534 

00560 
EATOSIS 

00647 
EATOSIS, ALCOHOLIC 

00840 
:R0ID   METABOLISM, liver 

00130* 
iROIOS 

;e  also 
:e  also 

00193 
00819*    00838 

IMACH 

:e  also 

:E    ALSO 

:E    also 

IE   ALSO 

00359* 

IMACH    ABSORPTION 

00025*   00032* 

IMACH  ACID  SECRETION 

00005*  00007*  00013*  00051*  00068*  00071* 

00074*  00075*  00076*  00077*  00078*  00079* 

00082*  00083*  00084*  00085*  00086*  00090 

00099*  00104*  00196*  00221*  00237*  00255 


CORTICOSTEROIDS 
LIVER  CHOLESTEROL  METABOLISM 
00504   00534   00594   00534   00692*  00593*  00784 
00955   00993 


BEZOARS 

GASTRITIS 

PYLORIC  OBSTRUCTION 

ULCERS 


00255 

003  78 

004  72* 


00380 


00394      00395 
00500      00503 
IMACH    ANGIOGRAPHY 
00369* 

IMACH    ANOMALIES 
00217*    00408      00413 
IMACH    BIOCHEMISTRY 
00007*    00008*    00022 
00087      00088      00089 
IMACH    BIOPSY 
00195*    00235*    00305 
IMACH    CANCER 
00219*   00227*    00271 


00409   00411   00438*  004  72* 
00652*  00902* 


00058*  00069*  00070* 
00092   00364*  00366* 


00371*  00414   00421 


00305 


00317*    00322 
00382 


00354*    00367*    00369*    00370*    00374 

00410      00419      00422       00424      00425      00427 

00751       00785      00843      00984 

IMACH   CARCINOGENESIS 

00424 

IMACH   CIRCULATION 

00367*   00369*    00949 

IMACH   CONTENTS 

00326 

IMACH   DEVELOPMENT 

00007*    00008*    00011* 

IMACH    DIAGNOSIS 

00196*    00198*    00217*    00227*    00235*    00241 


00285      00287      00303      00305 

00374      00375      00379      00384 

00403      00405      00412      00413 

IMACH   DIAGNOSIS, GASTRIC    ANALYSIS    IN 

00221*    00395      00405      00419      00421 

IMACH   DILATATION 

00362* 

IMACH    DISEASE    ETIOLOGY 

00414 

IMACH  DISEASES 

00353*  00385   00387   00391   00552 


00354*  00355* 
00385   00391 
00414   00420 


STOMACH  DISEASES, BIOCHEMICAL  DIAGNOSl 

00364* 
STOMACH  ELECTROLYTE  SECRETION 

00057*  00068*  00069*  00070*  00082* 
STOMACH  ENDOSCOPY 

00217*  00227*  00242   00251   00287 
00421   00473* 
STOMACH  ENZYMES 

00007*  00008*  00073*  00075*  00087 
STOMACH  FISTULAS 
00340  00078*  00397   00468* 

STOMACH  HISTOLOGY 
00837   00956        00005*  00006*  00008*  00011*  00013* 
00195*  00227*  00236*  00305 
00394   00396   00403   00406 
STOMACH  IMMUNOLOGY 
SEE  ALSO   INTRINSIC  FACTOR  ANTIBODY 
00088   00353*  00357*  00365*  00366* 
STOMACH  IN  CHILDREN 

00085*  00398   00399   00401   00408 
STOMACH  INJURIES 

00404   00407 
STOMACH  INTRINSIC  FACTOR 

00088   00355*  00393 
STOMACH  MICROORGANISMS 

00897* 
STOMACH  MORPHOLOGY 

00018   00359* 
STOMACH  MOTILITY 
00525*  00531        00048*  00050*  00051*  00054*  00056 
00550   00557        00398   00415   00506   00512   00960 
STOMACH  MUCOSA 

00005*  00006*  00007*  00008*  00011* 
00069*  00070*  00075*  00076*  00087 
00195*  00227*  00236*  00241 
00359*  00366*  00371*  00375 
00404   00405   00411   00413 
STOMACH  MUCUS  SECRETION 

00070*  00365* 
STOMACH  NEOPLASMS 

00383   00405   00406 
STOMACH  NEOPLASMS, BENIGN 

00303   00355*  00372   00376 
STOMACH  NEOPLASMS, MALIGNANT 

00241   00303   00364*  00367*  00370* 
00388   00414   00424   00427 
STOMACH  OBSTRUCTION 

00390   00412   00655 
STOMACH  PATHOLOGY 

00018   00324   00355*  00358*  00357* 
00381   00385   00405   00414   00424 
STOMACH  PEPSIN  SECRETION 

00008*  00057*  00071*  00074*  00082* 
00473*  00495 
STOMACH  PERFORATION 

350   00350   00388 
STOMACH  POLYPS 

00227*  00427 
STOMACH  RADIOLOGY 

00198*  00227*  00280 
00355*  00359*  00377 
00473*_ 
STOMACH  SECRET  ION 

00022   00051*  00066 
00353*  00374   00397 
STOMACH  SECRETION  DISORDERS 

00081*  00083*  00196*  00221*  00237* 
00364*  00355*  00393   00395   00402 
00489   00497   00662*  00897*  00911 
STOMACH  SECRETION  IN  DISEASE 

00364*  00785 
STOMACH  SECRETION  STUDY  TECHNIQUES 
00067*  00069*  00070*  00071*  00078* 
00090   00092   00093   00195*  00221* 
00287   00503 
STOMACH  SECRET  ION,  DRUG  EFFECTS  ON 

00255 
STOMACH  SECRET  ION,  HORMONAL  CONTROL  OF 
00057*  00071*  00073*  00078*  00079* 
00086*  00089   00104*  00192   00496 
STOMACH  SECRET  ION, NERVOUS  CONTROL  OF 
00242   00251        00074*  00077*  00080*  00082*  00083* 
00369*  00370*    STOMACH  SURGERY 
00394   00399      SEE  ALSO   GASTRECTOMY 
00421   00473*       00308*  00309*  00330   00345 
00363*  00372   00380   00381 
00398   00405   00408   00414 
00427   00469*  00470*  00479*  00480* 
00513   00514   00516   00525   00656 
STOMACH  SURGERY  TECHNIQUES 

00345   00360*  00368*  00386 
00503   00505   00515 
STOMACH  TRANSPLANTATION 
00345   00349 


00091 
00305 


00658 
00354*  00405 


00092   00364* 


00018 

00367* 

00414 


00412 


00022  00076* 
00370*  00371* 
00938   00979 


00351*  00387   00391 


00018 
00089 
00271 
003  79 
00884* 


00022   00066 
00090   00092 
00355*  00358* 
00380   00403 
00902*  00938 


00403 
00381 


00371* 
00486 


003  82   003  84 


00372   00375 


00072* 

00080* 

00091 

00302 

00484 


00075* 
00374 


00353* 

00383 

00470* 


00073* 

00081* 

00093 

00316* 

00496 


00076* 
00424 


00354* 

00388 

00493 


00087   00092   00104* 


00407   00472*  00508   00626   00936 


0028  5 
00378 


00087 
00411 


0O287 
D0379 


00088 
00424 


00303 
00399 


00089 
00505 

00302 
00404 
00953 


00080* 
00237* 


00323 
00408 


00354* 
00414 


00107   00348 


00316* 
00472* 


00319* 
00486 


00085*  00086* 
00255   00251 


00080*  00082*  00085* 
00492   00496   00500 


00353* 

00382 

00415 


00354* 

00383 

00417 

00497 

00673 


00355*  00361* 
00384   00391 
00420   00422 
00498   00500 
00953 


00400   00401   00423   00484 


ri 


»i:3 


STOMACH  TREATMENT 

00391   0039*   00408 

STOMACH  ULCERS 
00227*  00250 


00409   00898* 


00358*  00367* 


00473*  00478*  00482*  00483 
00504   00505   00508   00513 


00377 
00486 
00517 


00396   00418   00470* 
00490   00495   00498 


00011*  00018   00022   00406 


00416   00474*  00489 


00340 
00466 


00349   00947 


TION 
00078* 
00221* 


STOMACH  ULTRASTRUCTURE 

00005*  00006*  00007*  00008* 
STOMACH, AGE  EFFECTS  ON 

00085*  00396 
STOMACH, DRUG  EFFECTS  ON 

00054*  00084*  00394 
STOMACH, FOREIGN  BODIES  IN 

00420 
STOMACH, HORMONAL  CONTROL  OF 

00367*  00478*  00489   00504 
STOMACH, NERVOUS  CONTROL  OF 

00006*  00362*  00387   00394 
STOMACH.TOXIC  EFFECTS  ON 

00358* 
STRANGULATION 

00326   00352   00936 
STRESS  FACTORS  IN  ULCERS 

00063*  00478*  00508   00517 
STRESS, GRAVITATIONAL 

00314* 
STRICTURE, ESOPHAGUS 

00316*  00329   00336   00339 
STUDY  TECHNIQUES, ABSORPTION 

P0031*  00029*  00258   00262 
STUDY  TECHNIQUES, DYE 
SEE   MARKER  STUDIES 
STUDY  TECHNIQUES, RADIOISOTOPE 

SEE   TRACER  STUDIES 
STUDY  TECHNIQUES, SECRETION 

00105   00206*  00288   00395 
STUDY  TECHNIQUES, STOMACH  SECRE 
00067*  00069*  00070*  00071* 
00090   00092   00093   00196* 
00287   00503 
SUGAR  INTOLERANCE 

00538 
SULF08R0M0PHTHALEIN  __   , 

00035*  00146   00701*  00772*  00784   00991 
SURGERY  TECHNIQUES 

00318*  00321   00328   00330   00333 
00437*  00468*  00480*  00501   00567* 
00602   00614   00651   00679*  00687* 
00846*  00849*  00937   00940   00995 
SURGERY  TECHNIQUES,  STOMACH 

00345   00360*  00368*  00386 
00503   00505   00515 
SURGERY, ABDOMEN 
00326   00397 
00550   00653 
00908   00928 
00991 
SURGERY, ANUS 

00567* 
SURGERY, BILIARY  TRACT 

00283   00306   00639*  00667* 
00783   00817*  00845*  00848* 
00857   00661 
00879   00881 
SURGERY, CANCER 
00219*  00321 
00426   00493 
00639*  00643*  00652 
SURGERY, CHOLELITHIASIS 
00210*  00679*  00861 
SURGERY,  DUODENUM 

00463   00467   00503 
SURGERY, ESOPHAGUS 

00309*  00311*  00316*  00318* 
00332   00333   00336 
00345   00347   00348 
SURGERY, GALLBLADDER 

00115*  00844*  00846*  00853 
00877   00896* 
SURGERY, GASTROINTESTINAL 
SEE  ALSO   GASTROINTESTINAL  TR 
00523   00629*  00650   00673 
00901*  00904   00909   00910 
00978   00996 
SURGERY, LARGE  INTESTINE 

00207*  00525  00561*  00563* 
00572  00573  00574 
00587  00589  00590 
00602  00611  00614 
00683*  00690*  00940 
SURGERY, LIVER 

OOllO*  00129*  00140*  00144 
00677*  00680*  00681*  00684* 
00717   00718   00719   00720 
00754   00765*  00905 


00400 
00750 
00939 


00862 
00969 

00322 
00577 


00407 
00755 
00947 


00864 


00354* 

00593 

00656 

00881 


00337 
00349 


00080*  00085*  00086* 
00237*  00255   00261 


00337  00397  00417 
00577  00587  00589 
00718   00742   00845* 


00400   00401   00423   00484 


00427 
00783 
00957 


00439*  00462   00522 
00838   00883*  00885* 
00975   00978   00986 


00673 

00849* 

00869 


00382 
00604 
00660 


00321 
00339 
00350 


00678*  00679*  00703* 
00852   00853   00854 
00870   00871   00876 


00383  00417  00422 
00605  00611  00637 
00683* 


00328 
00340 
00947 


00329   00331 
00341   00344 


00855   00860   00862   00873 


00575 
00594 
00619 
00950 


EATMENT 
00783 
00928 


00564* 

00576 

00595 

00620 

00995 

00145 

00685* 

00739 


00639*  00641* 
00654   00657 


00417 
004  79* 
00502 


00883*  00891*  00901* 
00957   00961   00976 


00568   00569  00570 

00577   00579  00580 

00597   00598  00599 

00627*  00636  00637 
00998   01001 

00159   00243  00306 

006  86*  00700*  00715 

00742   00743  00747 


00516 
00940 
01002 


00345 
00381 
00414 


00446 

00519* 

00947 


00353* 

00382 

00416 


SURGERY, PANCREAS 

00062*  00098*  00463 
00648   00651   00652 
00670 
SURGERY, PANCREATITIS 

00667*  00676 
SURGERY, PEPTIC  ULCER 

00277   00334   00356*  00415 
00469*  00470*  00474*  00475* 
00495   00498   00500   00501 
00514   00516   00573 
SURGERY, RECTUM 

00567*  00568   00572 
SURGERY, SMALL  INTESTINE 

00074*  00079*  00101*  00361*  00417 
00436*  00437*  00442   00443       ' 
00461   00465   00466 
00646   00916   00937 
00998   01000   01001 
SURGERY, STOMACH 
SEE  ALSO   GASTRECTOMY 
00308*  00309*  00330 
00363*  00372   00380 
00398   00405   00408 

00427   00469*  00470*  00479*  00480* 
00513   00514   00516   00525   00656 
SURGERY, ULCERATIVE  COLITIS 

00634   00636 
SURGICAL  APPARATUS 

00437*  00679* 
SURGICAL  TECHNIQUES, EXPERIMENTAL 

00386   00563*  00677* 
SURGICAL  TREATMENT  OF  BLEEDING 

00347   00459   00502   00677*  00755 
SURVIVAL  RATES 

00823* 
SURVIVAL  RATES, CANCER 

00354*  00605   00644*  00683* 
SWEAT 

00640* 
SYNDROME, BUDD-CHIARI 

00713 
SYNDROME, CARCINOID 
SEE  ALSO   SEROTONIN 
00601   00609   00622 
SYNDROME, OUBIN-JOHNSON 

00565* 
SYNDROME.GASTRECTOMY-INDUCEO  AFFERENT 

00360*  00368*  00425   00428   00440* 
SYNDROME, GASTRECTOMY- INDUCED  DUMPING 

00308*  00356*  00360*  00368*  00386 

00468*   00474*    00480*    00898* 
SYNDROME, PEUTZ-JEGHERS 

00452   00462 
SYNDROME, ZIEVES 

00671 
SYNDROME, ZOLLINGER-ELL ISDN 

00532   00911   00942   00949   00953 
SYPHILIS 

00606 


00643* 
00659 


00431* 
00480* 
00503 


00645*  00648 
00665*  00667* 


00440*  00468* 
00484   00492 
00505   00513 


00577   00586   00589   00594   00620 


00429* 
00454 
00521 
00950 


00354* 

00383 

00417 

00497 

00673 


00430*  00434* 
00456   00460 
00529*  00639* 
00953   00995 


00355*  00361* 

00384  00391 

00420  00422 

00498  00500 
00953 


00822* 


00942 


LOOP 
00428 


00431*  00440* 


THERAPY, DIETETIC 
00377   00446 
00932 
THERAPY, MUD 

00418 
THIAMINE  ABSORPT 

00040 
THROMBOCYTES 

00178*  00681* 
THROMBOSIS 

00273   00756 
THROMBOSIS, HEP AT 
SEE   BUOO-CHIAR 
THYMUS  GLAND 

00894* 
THYROID  GLAND 

00942 
TOLERANCE  TESTS 

00231* 
TOLERANCE  TESTS 

00540 
TOXIC  EFFECTS  OF 
SEE  ALSO   TOXIC 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
00159 
TOXIC  EFFECTS  ON 
00336 


00528*  00551   00737   00745   00792*  00893* 


TOXIC 
TOXIC 
TOXIC 
TOXIC 
TOXIC 
TOXIC 
TOXIC 
00298 


00839   00901* 
IC  VEIN 
I  SYNDROME 


IN  MALABSORPTION  DIAGNOSIS 

RADIATION 

EFFECTS  ON  ESOPHAGUS 

EFFECTS  ON  GASTROINTESTINAL  TRACT 

EFFECTS  ON  LARGE  INTESTINE 

EFFECTS  ON  LIVER 

EFFECTS  ON  PANCREAS 

EFFECTS  ON  SALIVARY  GLANDS 

EFFECTS  ON  SHALL  INTESTINE 

EFFECTS  ON  STOMACH 

00433*  00655   00771* 

ESOPHAGUS 


)XIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 

00063*  00506   00979 
)XIC  EFFECTS  ON  LARGE  INTESTINE 

00598   00627* 
IXIC  EFFECTS  ON  LIVER 
00109*  00113*  00118*  00121*  00124*  00126*  00131*  00146 
00159   00172   00691*  00695*  00700*  00701*  00704*  00712 
00761   00766*  00768*  00769*  00770*  00771*  00773*  00774* 
00775*  00776*  00777*  00779*  00780   00781   00782   00785 
00786   00788   00789   00824*  00829*  00833   00836   00915 
IXIC  EFFECTS  ON  PANCREAS 

00019   00655 
XIC  EFFECTS  ON  SALIVARY  GLANDS 

00298 
XIC  EFFECTS  ON  SMALL  INTESTINE 

00432*  00433*  00435* 
XIC  EFFECTS  ON  STOMACH 

00358* 
XIC  HEPATITIS 

EE   TOXIC  EFFECTS  ON  LIVER 
XIC  PANCREATITIS 

00019 
XINS, CHEMICAL 
EE  ALSO   TOXIC  EFFECTS  ON  ESOPHAGUS 

TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 
TOXIC  EFFECTS  ON  LIVER 
TOXIC  EFFECTS  ON  PANCREAS 
TOXIC  EFFECTS  ON  SALIVARY  GLANDS 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 
00159   00172   00769*  00779*  00788 
»CE  ELEMENT  AND  MINERAL  ABSORPTION 
00037   00040   00044   00465   00542   00887* 
»CE  ELEMENT  AND  MINERAL  EXCRETION 
00707* 
»CE  ELEMENT  AND  MINERAL  METABOLISM 
00688* 

»CE  ELEMENT  METABOL  I  SM.L  I VER 
00928   00997 
«CER  STUDIES 

00010*  00014*  00025*  00026*  00037   00041 
00095*  00098*  00118*  00121*  00127*  00142 
00160   00163   00173 
00223*  00226*  00301 
00658   00706*  00733 
VNS  PLANTATION 
:E  ALSO   IMMUNOLOGY 
00989 
WSPLANTATION, LARGE  INTESTINE 

00348  00349 
INSPLANTATION, LIVER 

00139*  00681*  00686*  00687*  00706*  00715 
INSPLANTATION, SMALL  INTESTINE 

00349  00465       00466 
INSPLANTATIQN,  STOMACH 

00345      00349 
kNSPORT.ION 

00024*    00029*    00030*    00035*    00039      00042       00043 
00070*    00476*    00695*    00955 
lUMA    IN    CHILDREN, ABDOMEN 
00983 


EE  ALSO 
EE  ALSO 
EE  ALSO 
EE  ALSO 
EE  ALSO 
EE  ALSO 
EE  ALSO 
00146 


00789   00979 


00175  00182*  00193 
00436*  00466  00?42 
00821*  00834* 


00063*  00064* 

00153  00157 

00197*  00205* 

00564*  00657 


00747   00753 


00645*    00648      00885*    00936      00956      00983 


tUMA, ABDOMEN 

00228*    00352 

00986 

lUMA, BILIARY    TRACT 

00363*    00870 

lUMA,  ESOPHAGUS 

00311*    00324      00329      00336      00343 

iUHS, GASTROINTESTINAL 

00956 

iUMA, LARGE    INTESTINE 

00570      00620 

lUMA, LIVER 

00680*    007  25      00765*    00783      00956 

UMA, PANCREAS 

00645*    00648      00659 

UMA, RECTUM 

00620 

UMA, SMALL    INTESTINE 

00429* 

GLYCERIOE    ABSORPTION 

00036      00157      00191      00274      00893* 

PICAL    SPRUE 

00530*    00540      00  544 

PSIN 

00185*    00661* 

"SIN    INHIBITION 

00664*   00668* 

ERCULOSIS 

00256      00523      00557      00612       00976 

HOIO   FEVER 

E   ALSO      SALMONELLOSIS 

00889*  009  20 


00555   00556   00557   00559 


00488 
00933 


00491   00495 


00502   00511 


TYPHOID  FEVER  COMPLICATIONS 
00889* 

ULCER  COMPLICATIONS, PEPTIC 

00277   00472*  00475*  00479*  00486 

00502   00505   00508   00509   00515 
ULCER  DIAGNOSIS, PEPTIC 

00085*  00227*  00237*  00485   00494 
ULCER  DIAGNOSIS, RADIOLOGY  IN  PEPTIC 

00198*  00277   00475*  00495 
ULCER  EPIDEMIOLOGY, PEPTIC 

00490   00508   00662*  00751 
ULCER  ETIOLOGY 

00377 
ULCER  ETIOLOGY, PEPTIC 

00072*  00081*  00083*  00099*  00438*  00470*  00474*  00476* 

00478*  00482*  00483   00486 

00497   00500   00505   00506 
ULCER  PATHOLOGY, PEPTIC 

00369* 
ULCER  PERFORATION, PEPTIC 

00342   00479*  00491   00502 
ULCER  SURGERY, PEPTIC 

00277   00334   00356*  00415 


00960 


00489 
00507 


00490   00493 
00662*  00911 


00496 


00505   00508   00509 


00469*  00470*  00474*  00475*  004  79*  00480*  00484 
00501   00502   00503   00505 


00500 
00573 


00518 


IN 


00495   00498 
00514   00516 
ULCER  TREATMENT 

00377 
ULCER  TREATMENT, PEPTIC 

00082*  00107   00402   00418 
00477*  00481*  00482*  00487 
00510   00512   00513   00515 
ULCER, GASTRECTOMY- INDUCED  RECURRENT 

00360*  00493   00498   00507   00516 
ULCERATIVE  COLITIS 

00445   00522   00975   00987 
ULCERATIVE  COLITIS  COMPLICATIONS 

00598   00632   00637   00948 
ULCERATIVE  COLITIS  DIAGNOSIS 

00224*  00293   00630*  00632   00633 
ULCERATIVE  COLITIS  DI AGNOS IS,RAD lOLOGY 

00203*  00635 
ULCERATIVE  COLITIS  ETIOLOGY 

00594   00630*  00631   00638 
ULCERATIVE  COLITIS  IMMUNOLOGY 

00224*  00630*  00631 
ULCERATIVE  COLITIS  IN  CHILDREN 

00633 
ULCERATIVE  COLITIS  PATHOLOGY 

00635 
ULCERATIVE  COLITIS  SURGERY 

00634   00636 
ULCERATIVE  COLITIS  TREATMENT 
00594   00628*  00633   00634 
00993 
ULCERATIVE  COL  IT  IS, 8 lOCHEMICAL  DIAGNOSIS  OF 

00562* 
ULCERATIVE  COL  IT  IS.  D I SE  ASES  ASSOCIATED  WITH 

00624   00627*  00629*  00638 
ULCERATIVE  COLITIS, DRUG  TREATMENT  OF 

00634 
ULCERS 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
00358* 
ULCERS  IN  CHILDREN, PEPTIC 

00277   00485 
ULCERS, ANASTOMOTIC  PEPTIC 

00417   00468*  00493   00507 
ULCERS, BLEEDING  PEPTIC 

00235*  00472*  00488   00491   00502   00505 
ULCERS, DISEASES  ASSOCIATED  WITH 

00358* 
ULCERS, DISEASES  ASSOCIATED  WITH  PEPTIC 

00072*  00316*  00380   00506 
ULCERS, DRUG  TREATMENT  OF 

00471*  00473*  00477*  00487 
ULCERS, DRUG- INDUCED 

00377   00432*  00435*  00504 
ULCERS, DUODENUM 

00316*  00344 


00417   00431*  00440*  00468* 
00492 
00513 


00470*  00471*  00473*  00476* 
00492   00498   00500   00505 
00953   00977   01003 


00636   00637   00638   00977 


ANTACIDS 

ANTICHOLINERGIC    AGENTS 
DUODENUM 
GASTRECTOMY 
ULCERATIVE   COLITIS 


!  1 


00515   00933 


00510   00512   00518 
00509 


00107   00250 


00396   00404   00438*  00469* 


00475*  00477*  00479*  00480*  00481*  00482*  00490 


00503   00505   00508   00509   00510   00511 


00501 

00992 
ULCERS, EXPERIMENTAL 

00022   00375   00478*  00483   00517 
ULCERS, FREEZING  TREATMENT  OF  PEPTIC 

00409   00411 
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PREFACE 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  a  publication  of  the  National  Institute  of  Arthritis 
and  Metabolic  Diseases.  This  specialized  information  medium  has  been  initiated  to  fill  an  existing  great  need  in 
the  field  of  gastroenterology  and  to  assist  the  Institute  in  meeting  its  obligations  to  foster  and  support  laboratory 
and  clinical  research  into  the  nature,  causes,  and  therapy  of  diseases  of  the  gastrointestinal  tract.  Publication  of 
GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  makes  available,  free  to  qualified  interested  investi- 
gators and  practitioners,  citations  of  all  current  papers  relevant  to  this  field  from  medical  journals  published 
throughout  the  world.  Approximately  one-third  of  the  citations  dealing  with  the  major  aspects  of 
gastroenterology  has  accompanying  abstracts. 

The  issuing  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  under  the  auspices  of  the  National 
Institute  of  Arthritis  and  Metabolic  Diseases  will  provide  a  much  needed  current  awareness  tool  to  scientists  and 
will  facilitate  greater  integration  of  research  and  clinical  efforts  in  this  field.  The  number  and  great  diversity  of 
publications  in  the  area  of  gastroenterology  makes  it  imperative  that  an  appropriate  service  be  available  to 
investigators  and  practitioners  so  that  they  may  be  apprised  of  progress  with  a  minimum  of  delay.  Our  aim  is  to 
provide  the  readers  with  a  readily  systematized  compilation  of  current  published  work.  The  publication  will 
provide  the  greatest  usefulness  if  these  interested  investigators  will  contribute  their  ideas  and  comments  for 
consideration  whenever  possible. 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  published  monthly  and  includes  citations  and 
abstracts  fiom  the  biomedical  world  Uterature  as  they  are  currently  received.  In  addition,  yearly  cumulated 
subject  and  author  indexes  are  published.  Requests  from  qualified  individuals  to  receive  free  copies  of  this 
publication,  and  address  changes  and  other  communications  from  these  individuals  should  be  addressed  to: 

Scientific  Communications  Office 

Gastroenterology  Abstracts  and  Citations 

National  Institute  of  Arthritis  and  Metabolic  Diseases 

National  Institutes  of  Health 

Bethesda,  Maryland  20014 
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PRECLINICAL  SCIENCES 
MORPHOLOGY,  CELLULAR  STRUCTURE  AND  HISTOCHEMISTRY 


1005  MORPHOLOGICAL  AND  HISTOCHEMICAL 
PROPERTIES  OF  THE  REGENERATED  MUCOSA 

IN  THE  ILEUM  OF  THE  RAT.    (E.)    Penttila,  A.  (Dept.  Anat., 
U.  Helsinki,  Finland),  M.  Lempinen  and  G.  Fock.   Scand  J 
Gastroent  3(3):255-263,  1968. 

In  15  adult  Sprague-Dawley  rats,  a  defect  in  the  wall  of  the 
terminal  ileum  was  surgically  created  and  covered  with  the 
serous  coat  of  the  parallel-lying  colon.    The  microscopic  ap- 
pearance and  activity  of  histochemically  demonstrable  enzymes 
were  determined  from  sections  of  the  defect  site,  including 
both  the  ileal  and  colonic  walls,  2-6  weeks  later.    Two  weeks 
after  operation,  epithelial  migration  towards  the  granulation  tis- 
sue was  noted,  accompanied  by  the  rapid  development  of  primi- 
tive crypts  and  villi.    Transformation  of  epithelial  cells  into  cu- 
boidal  and  columnar  types  were  evident  at  the  healing  margin. 
At  4  weeks,  the  new  mucosa  showed  all  stages  of  regeneration 
(flat  epithelium,  essentially  normal  mucosa)  and  at  6  weeks  it 
resembled  normal  ileal  mucosa.    However,  villi  were  more  irregu- 
larly arranged.    The  external  and  internal  muscular  layers  and  the 
muscularis  mucosae  showed  only  minor  regenerative  ability.    No 
large  differences  in  enzyme  activity  were  found  between  the 
new  and  normal  ileal  mucous  membrane,  with  2  exceptions: 

1)  cytochrome  oxidase  acitivity  was  greater  in  the  crypts  and 
villi  of  the  new  mucosa  than  in  the  adjacent  normal  ileum,  and 

2)  on  the  edges  of  the  regenerative  process  no  ATP  activity  was 
found  in  the  crypts  in  contrast  to  weak  activity  in  the  normal 
ileum. 

1006  HISTOCHEMICAL  DETECTION  OF  BILIRUBIN 
IN  THE  GALL  BLADDER  EPITHELIUM  OF  THE 

MOUSE  UNDER  NORMAL  CONDITIONS.    (E.)    Grzycki,  S. 
(Med.  Acad.,  Lublin,  Poland)  and  I.  Krolikowska.   Z  Mikr  Anat 
Forsch  79(1):151-156,  1968. 

Sections  of  gallbladder  from  healthy  white  mice,  stained  with 
Fouchet's  reagent  according  to  the  histochemical  methods  of 
Stein  and  Hall,  revealed  the  presence  of  bilirubin  in  epithelial 
cells  and  in  histiocytes  of  the  reticuloendothelial  system.    Both 
techniques  demonstrated  bilirubin  granules  in  the  supranuclear 
zone  of  the  cytoplasm  or  distributed  throughout  the  entire 
epithelial  cell.    The  granules  varied  in  size  and  in  color,  suggest- 
ing various  concentrations  of  bilirubin  in  the  cells.    While  both 
histochemical  methods  were  specific,  highly  sensitive  and  exact, 
Stein's  test  revealed  fine  granules  of  pigment  and  Hall's  test  de- 
tected larger  granules  more  specifically.    Accumulated  bilirubin 
granules  were  observed  in  the  swollen  apical  portion  of  epithe- 
lial cells  protruding  into  the  lumen;  this  is  indicative  of  apocrine 
type  secretion.   The  cytological  appearance  of  the  gallbladder 
epithelium  varied  with  the  functional  state  of  the  cells.   The 
presence  of  bilirubin  in  cells  of  the  reticuloendothelial  system 
confirms  previous  observations  that  such  cells  in  the  spleen  and 
bone  marrow  have  the  capacity  to  yield  bilirubin.    It  is  suggested 
that  the  gallbladder  epithelial  cells  participate  in  the  secretion  of 
bilirubin  granules  produced  by  the  cells  of  the  reticuloendothe- 
lial system. 

1007  CELL  PROLIFERATION  KINETICS  IN  THE  GAS- 
TROINTESTINAL TRACT  OF  MAN.    IV.    CELL 

RENEWAL  IN  THE  INTESTINALIZED  GASTRIC  MUCOSA. 


(E.j    Winawer,  S.  J.  (New  York  Hosp.-Cornell  Med.  Ctr.,  N.  Y.) 
and  M.  Lipkin.   J  Nat  Cancer  Inst  42(1):9-17,  1969. 

The  kinetics  of  cell  proliferation  were  analyzed  in  the  extensively 
intestinalized  atrophic  gastric  mucosa  of  a  77-yr-old  man  with 
cancer  of  the  stomach;  he  had  received  neither  chemotherapy 
nor  radiation  treatment.    Ten  mC  of  thymidine-methyl-^H 
(3h-TDR)  were  injected  i.v.  and  biopsy  specimens  from  the  mu- 
cosa adjacent  to  the  tumor,  taken  at  frequent  intervals  1-48 
hr  and  4  days  after  injection,  were  evaluated  by  microautoradio- 
graphy.   The  gastric  mucosa  showed  a  markedly  reduced  num- 
ber of  glands  containing  parietal  and  chief  cells  and  many  glands 
composed  of  intestinal  principal,  goblet  and  Paneth  cells.    Well- 
defined  intestinal  crypts  were  present  in  all  biopsy  specimens. 
Gastric  cells  and  intestinal  principal  cells  were  found  in  about 
equal  numbers,  together  comprising  90%  of  the  total  epithelial- 
cell  population  of  10,081  cells.    Goblet  cells  were  less  frequent 
(9.7%)  and  Paneth  cells  were  rare  (0.3%).    One  hr  after  injection 
of  3h-TDR,  gastric  mucous,  intestinal  principal,  goblet  and  Paneth 
cells  were  labeled,  and  labeled  mitoses  of  each  of  these  cell 
types  were  subsequently  observed.    The  frequencies  of  mitoses 
and  labeled  cells  were  greater  than  those  previously  reported  in 
gastric  mucosa  and  were  comparable  to  measurements  made  in 
the  small  intestine  of  man.    The  cell-cycle-phase  durations 
(about  30  hr)  of  gastric  and  intestinal  principal  cells  were  simi- 
lar to  those  of  normal  gastric  and  intestinal  cells  of  man.    Studies 
of  the  spatial  distribution  of  DNA-synthesizing  cells  demonstra- 
ted that  thymidine  continued  to  be  incorporated  into  gastric 
and  intestinal  cells  at  or  near  the  luminal  surface  of  the  atrophic 
gastrointestinal  mucosa.    In  contrast,  in  normal  gastric  mucosa, 
labeled  proliferative  cells  were  found  to  be  separated  from  the 
luminal  surface  by  unlabeled,  maturing  cells  which  cease  DNA 
synthesis  during  maturation  as  they  migrate  to  the  surface. 
3H-TDR-labeled  cells  migrated  toward  the  luminal  surface  at 
a  rate  which  approximated  1  cell  position  in  3-5  hr  in  both 
intestinaUzed  and  normal  mucosa.    The  continued  synthesis  of 
DNA  in  gastric  and  intestinal  epithelial  cells  during  their  entire 
life-span  may  be  related  to  the  development  of  carcinoma. 

1008  ALKALINE  PHOSPHATASE  ISOZYMES  IN  THE 

DUODENUM  OF  THE  MOUSE:    ATTAINMENT 
OF  PATTERN  OF  SPATIAL  DISTRIBUTION  IN  NORMAL 
DEVELOPMENT  AND  UNDER  THE  INFLUENCE  OF  CORTI- 
SONE OR  ACTINOMYCIN  D.    (E.)    Moog,  F.  (Dept.  Biol., 
Washington  U.,  St.  Louis,  Mo.)  and  R.  D.  Grey.   Develop  Biol 
18(5):481-500,  1968. 

By  sectioning  the  villi  at  right  angles  to  their  length,  the  distri- 
bution of  alkaline  phosphatase  (AP)  activity  and  the  relative 
rates  of  hydrolysis  of  phenylphosphate  (PhP)  and  j3-glycero- 
phosphate  (bGP)  were  studied  in  duodenal  segments  of  SWR/J 
mice  from  1 1  days  after  birth  to  young  adulthood  (20-30  days). 
In  the  11-day-old  mouse,  AP  activity  was  fairly  uniform  along 
the  length  of  the  villus,  with  slightly  lower  activity  at  the  tip. 
The  relative  rates  of  PhP  and  bGP  hydrolysis  also  did  not  vary 
from  villi  tips  to  bases,  indicating  a  single  molecular  form  of  AP 
having  a  PhP/bGP  ratio  of  about  0.7.    By  14  days,  AP  activity 
increased  significantly,  PhP/bGP  ratios  rose,  indicating  the  ap- 
pearance of  new  isozymes,  and  a  phosphatase  gradient  developed 
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with  higher  activity  and  higher  PhP/bGP  ratios  at  the  viUus  tips 
than  at  the  basal  levels.    From  16-20  days  both  the  specific 
activity  and  the  ratio  rose  to  or  above  the  adult  level  and  the 
gradients  from  tip  to  base  steepened.    After  20  days  the  over- 
aU  activity  declined  sharply,  with  much  overlapping  of  enzyme 
activity  and  ratio  values  at  aU  villus  levels,  but  by  30  days, 
enzyme  activities  began  to  approximate  the  adult  pattern.   The 
marked  tip-to-base  gradient  of  activity,  with  strictly  segregated 
ratios,  previously  described  for  10-week-old  adults  probably  is 
not  attained  until  after  the  end  of  the  1st  postnatal  month.    At 
no  stage  was  the  activity  or  ratio  higher  at  the  villus  bases  than 
at  their  tips.    A  single  s.c.  injection  of  30  jJglg  body  weight  of 
cortisone  in  9-day-old  mice  substantiaUy  elevated  both  AP  activ- 
ity and  the  PhP/bGP  ratio  along  the  entire  length  of  the  viUus 
at  60  hr.    Administration  of  0.45  /Jg/g  actinomycin  D  s.c.  to  in- 
fant mice  produced  an  inverted  gradient  with  both  activity  and 
ratio  declining  from  base  to  tip;  in  adult  mice,  actinomycin  at 
0.9-1.0  jUg/g  significantly  increased  phosphatase  activity  and  the 
PhP/bGP  ratio  over  the  entire  viUus  surface.    These  results  are 
consistent  with  the  development  of  a  regulatory  system  which 
controls  the  rate  at  which  the  phosphatase  isozymes  emerge  as 
the  epithelial  cells  migrate  from  the  crypts  to  the  viUus  tips. 

1009  THE  SIZE  OF  THE  LIVER:    MODERN  METHODS 

FOR  ITS  CLINICAL  DETERMINATION  AND 
NORMAL  VALUES  FOR  CHILDREN.    (Ger.)    Sachtleben,  P. 
(Pediat.  Clin.,  U.  Saar,  Homburg,  Germany)  and  O.  Ruter. 
Praxis  57(48):  1696-1699,  1968. 

The  distance  between  the  upper  and  lower  margins  of  the  Uver 
was  measured  by  percussion  and  auscultation  in  1162  normal 
chUdren,  including  217  at  birth,  235  at  3-4  yr,  194  at  6-7  yr, 
281  at  9-11  yr,  and  235  at  14-15  yr.    Measurements  were  made 
on  subjects  in  a  supine  position,  in  the  middle  of  a  breath,  at 
the  same  time  of  day  and  after  the  same  kind  of  physical  ac- 
tivity.   Results,  presented  in  a  table,  were  reproducible.    In  con- 
trast to  adults,  the  livers  of  all  newborns  were  palpable  below 
the  rib  cage.    The  percentage  of  children  with  palpable  Uvers 
decreased  with  age,  reaching  10%  among  chUdren  14-15  yr  old. 
The  height  of  the  liver  averaged  2-4%  higher  in  boys  than  in 
girls,  but  this  difference  was  significant  only  in  6-7  yr-old  chil- 
dren.   Among  the  14-15  yr-old  group  the  Uver  height  was  sig- 
nificantly greater  in  children  with  leptosomatic  builds  than  in 
those  with  athletic  or  pyknic  buUds.   There  was  a  good  correla- 
tion between  Uver  height  and  Uver  weight,  as  reported  by  patho- 
logists, in  aU  but  the  newborn  group.    As  a  rule  of  thumb  the 
height  of  the  Uver  is  5%  of  the  height  in  children  and  10%  of 
the  height  in  newborns. 


1010  THE  EFFECT  OF  THE  NATURE  OF  THE 

MESENCHYME  ON  DIFFERENTIATION  OF 
THE  GASTRIC  EPITHELIUM  IN  13-DAY-OLD  RABBIT 
FETUSES.    (Fr.)    David,  D.  (Lab.  Animal  Biol.,  Fac.  Sci., 
Clermont-Ferrand,  France).    C  R  Soc  Biol  (Paris)  162(5/6): 
1142-1144,  1968. 

Gastric  epitheUum  from  13-day-old  rabbit  fetuses  was  cultured 
in  vitro  for  24  hr  and  then  grafted  onto  rabbit  mesenchyma 
from  different  organs  or  onto  mesenchymal  tissue  from  chick 
embryos.    After  2  weeks  the  grafts  were  fbced  in  Gendre's  fluid, 
sectioned,  and  examined  after  staining  with  Schiff's  periodic 
acid  and  hemalum.    When  gastric  epitheUum  was  grafted  onto 


gastric  mesenchyme  from  rabbits  it  became  flat  and  pseudo- 
stratified,  developing  in  2  layers.   On  rabbit  esophageal  mesen- 
chyme the  epitheUum  either  became  pseudostratified  and  organ- 
ized into  2  layers  (60%),  differentiated  into  typical  gastric  mu- 
cosa (30%),  or  became  stratified  and  developed  a  characteris- 
tic esophageal  structure  (10%).    Gastric  epitheUum  developed 
more  or  less  normaUy  on  tracheal  or  puhnonary  mesenchyme 
from  rabbits.    Growth  of  gastric  epitheUum  was  inhibited  when 
it  was  grafted  onto  rabbit  Uver  mesenchyme.   On  rabbit  meso- 
nephron  the  epitheUum  developed  a  structure  similar  to  that  of 
the  mesonephric  tubules  in  some  places.   Grafted  onto  rabbit 
skin  from  the  lateroventral  region,  the  epitheUum  often  invagin- 
ated  into  the  underlying  skin  or,  less  frequently,  became  pseudo- 
stratified, developing  into  an  epitheUum  which  was  malpighian 
where  it  came  into  contact  with  the  skin  and  mucosal  farther 
away.    Growth  of  the  gastric  epitheUum  was  not  favored  by 
grafting  it  onto  tracheal  or  pubnonary  mesenchyme  from  5-11- 
day-old  chick  embryos  or  gizzard  mesenchyme  from  5-18-day- 
old  chick  embryos. 

1011  COMPARISON  BETWEEN  MORPHOLOGICAL 

CHANGES  IN  THE  EXOCRINE  PANCREAS  IN 
ADULT  AND  ELDERLY  SUBJECTS  AFTER  HORMONE 
STIMULATION.   (It.)    FaggioU,  F.  (2nd  Inst.  Spec.  Med.  Path., 
U.  Bologna,  Italy),  E.  Roda  and  V.  Fortini.   G  Clin  Med 
49(10):950-960,  1968. 

Exocrine  pancreatic  secretion  was  stimulated  by  80  U  of  secre- 
tin i.v.,  90  U  of  pancreozymin  i.v.,  or  a  combination  of  both 
hormones  1.5  hr  before  surgery  m  6  subjects  (3  men  and  3 
women,  aged  39-81  yr)  with  diseases  which  did  not  affect  the 
pancreas.    Material  biopsied  from  the  pancreas  during  surgery 
was  examined  under  the  electron  microscope.    In  adults  who 
had  been  given  secretin  many  zymogen  and  prezymogen  gran- 
ules were  observed  in  acinar  ceUs.   Canals  in  the  endoplasmic 
reticulum  were  irregularly  dUated,  and  the  mitochondria  were 
round  with  clear  matrices  and  contained  a  few  short  cristae. 
The  same  changes  were  seen  in  elderly  subjects,  but  only  a 
very  smaU  increase  occurred  in  the  number  of  secretory  gran- 
ules.  Only  a  few  zymogen  granules  were  found  in  the  apical      1 
part  of  exocrine  ceUs  in  adults  who  had  been  given  pancreozy-  j 
min.   Very  few  prezymogen  granules  were  present  in  the  Golgi 
apparatus.    Acini  were  fUled  with  an  osmophiUc  material.   Cy-   , 
toplasmic  organeUes  were  normal.    In  contrast,  hardly  any  se-     j 
cretory  granules  were  found  in  the  acinar  ceUs  of  elderly  sub- 
jects receiving  pancreozymin.    Alterations,  which  were  also  seen 
under  basal  conditions,  were  observed  in  the  cytoplasmic  or- 
ganeUes and  interacinai  tissue.    A  combination  of  secretin  and 
pancreozymin  produced  most  of  the  changes  described  above 
in  both  adult  and  elderly  subjects.    However,  increases  in  secre- 
tory granules,  hyperplasia  of  the  Golgi  apparatus  and  nucleoU, 
and  the  amount  of  osmophUic  material  present  in  lumens  of 
the  acini  were  much  less  marked  in  elderly  subjects.    In  addi-    j 
tion,  an  increase  in  the  amount  of  fUamentous  tissue  present     | 
in  the  acini  was  noted  in  elderly  subjects.   The  difference  be-    j 
tween  changes  occurring  in  adult  and  elderly  subjects  is  attri- 
buted to  reduced  metabolic  activity  in  pancreatic  ceUs  of  the 
latter. 


1012  INTESTINAL  CAPILLARIES.    I.    PERME- 

ABILITY TO  PEROXIDASE  AND  FERRITIN. 

(E.)    Clementi,  F.  (RockefeUer  U.,  New  York,  N.  Y.)  and  G.  E. 
Palade.   /  Ce// 5/o/ 41(l):33-58,  1969. 
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Horseradish  peroxidase  (molecular  diameter  =  50A)  and  ferritin 
(molecule  diameter  =  llOA)  were  used  as  probe  molecules 
for  the  small  and  large  pore  system,  resp.,  in  blood  capillaries 
of  the  intestinal  mucosa  of  the  mouse.    Peroxidase  distribution 
was  followed  in  time  after  i.v.  injection  by  applying  the  Graham- 
Karnovsky  histochemical  procedure  to  aldehyde-fixed  speci- 
mens.  The  marker  was  found  to  leave  the  plasma  rapidly  and 
to  reach  the  pericapillary  spaces  1  min  after  injection.    Between 
1  min  and  1  min  30  sec,  gradients  of  peroxidase  reaction  pro- 
duct could  be  demonstrated  regularly  around  the  capillaries 
with  the  highest  concentrations  located  opposite  the  fenestrated 
parts  of  the  endothelium.    These  gradients  were  replaced  by  an 
even  distribution  after  1  min  30  sec.    Ferritin,  followed  diiectly 
by  electron  microscopy,  appeared  in  the  pericapillary  spaces 
3-4  min  after  i.v.  injection.    Initial  gradients  were  noted  as  with 
peroxidase.    For  both  markers,  there  was  no  evidence  of  move- 
ment through  intercellular  junctions,  and  transport  by  plasma- 
lemmal  vesicles  appeared  less  efficient  than  outflow  through 
fenestrae.    It  is  concluded  that,  in  the  blood  capillaries  of  the 
intestinal  mucosa,  the  diaphragms  of  the  endothelial  fenestrae 
contain  the  structural  equivalents  of  the  small  pore  system. 
The  large  pore  system  seems  to  be  restricted  to  a  fraction  of 
the  fenestral  population  which  presumably  consists  of  dia- 
phragm-free or  diaphragm-deficient  units. 

1013  EXPERIMENTAL  STUDIES  ON  NERVES  IN 

REGENERATED  LIVER.    (E.)    Yasui,  K.  (Kyoto 
U.  Med.  Sch.,  Japan).   Arch  Jap  Chir  38(l):59-75,  1969. 

At  varying  time  intervals  after  70%  hepatic  resection,  the  re- 
generating liver  of  albino  rats  was  studied  neurohistologically 
by  Suzuki's  modification  of  Bielschowsky's  silver  impregnation 
technique.    In  the  early  stages  after  resection,  granular  degen- 
eration and  fragmentation  of  the  elementary  fibers  in  the  ter- 
minal reticulum  (intrahepatic  endings  of  the  autonomic  nerves) 
and  vacuole  formation  in  the  cytoplasm  of  the  interstitial  cells 
were  observed.    These  aherations  were  most  striking  24  hr  after 
resection,  but  were  not  detectable  at  48  hr.    No  degenerative 
changes  were  observed  in  the  nerve  fibers  in  the  interlobular 
connective  tissue  at  any  time.    At  3-6  months  after  resection, 
proUferative  changes  were  more  apparent  in  the  nerve  fibers  in 
the  terminal  reticulum  than  in  fibers  in  the  interlobular  con- 
nective tissue. 

^^^^  PLASMA  MEMBRANES  OF  THE  RAT  LIVER: 

ISOLATION  AND  ENZYMATIC  CHARACTERI- 
ZATION OF  A  FRACTION  RICH  IN  BILE  CANALICULI. 

(E.)    Song,  C.  S.  (RockefeUer  U.,  New  York,  N.  Y.),  W.  Rubin, 
A.  B.  Rifkind  and  A.  Kappas.    J  Cell  Biol  41(1):124-132,  1969. 

Utilizing  a  method  for  the  rapid  isolation  from  rat  liver  of  a 
plasma  membrane  fraction  containing  a  high  concentration  of 
intact  bile  canaliculi,  the  enzymatic  characteristics  of  this  frac- 
tion were  determined.    Ultrastructural  analysis  of  the  isolated 
bile  canaliculi  revealed  no  major  differences  from  features  ex- 
hibited in  the  intact  Uver  cell.    The  isolated  fraction  contained 
the  same  concentration  of  5  -nucleotidase  activity  as  reported 
for  other  preparations  of  plasma  membranes.     In  the  presence 
of  0.01  M  Mg"'"+,  5  -nucleotidase  was  noted  to  have  a  double 
pH  optimum  at  pH  values  of  7.5  and  9.5.    Glucose-6-phospha- 
tase  and  alkaline  phosphatase  were  present,  but  in  low  amounts. 
Cytochrome  P-450  was  not  detectable.    Sodium-potassium  ac- 
tivation of  ATPase  was  noted  to  be  20-36%  in  half  of  the  as- 
says.  The  use  of  fractions  containing  intact  bile  canaUculi 


should  prove  useful  in  studying  the  biochemical  events  associ- 
ated with  the  transport  of  bile  constituents  into  canaliculi. 

1015  RECEPTOR  DEVELOPMENT  IN  THE  INTES- 
TINAL MESENTERY  OF  THE  HUMAN  FETUS. 

(Rm.)   Zalaldinov,  R.  G.  (S.  V.  Kurashov  State  Med.  Inst., 
Kazan,  USSR).  Arkh  Amt  56(iy.n-79,  1969. 

Mesenteric  lymph  nodes  in  the  human  fetus  are  iimervated  only 
by  free  receptors  which,  at  4  months,  form  loose,  nonmyeli- 
nated fibers.    Around  6  months  their  structure  becomes  more 
compact  and  their  fibers  gradually  become  myelinated.    In- 
capsulated  receptors  are  made  up  of  Vater-Pacini  corpuscles 
and  bulb-like  structures.    They  start  to  develop  at  4  months, 
forming  myelinated  fibers  at  the  distal  end  which  are  surrounded 
by  nuclei  of  glial  cells.    By  5  months  there  are  several  layers 
around  the  distal  end  of  the  fiber  which  becomes  bulbous  and 
is  surrounded  by  a  stratified  capsule.    Development  is  complete 
by  7-8  months.    These  receptors  are  found  along  blood  vessels 
and  nerve  trunks,  particularly  in  the  root  of  the  mesentery  of 
the  large  intestine. 

1016  SULFATASE  ACTIVITY  OF  THE  JEJUNUM 
AND  ILEUM  OF  RATS  DURING  POSTNATAL 

DEVELOPMENT.    (E.)    Heringova,  A.  (Inst.  PhysioL, 
Czechoslovak  Acad.  Sci.,  Prague,  Czechoslovakia),  O.  Koldovsky, 
S.  J.  Yaffe  and  V.  Jirsova.   Biol  Neonat  13(l/2):l-6,  1968. 

Sulfatase  activity  was  determined  in  homogenates  of  the  jeju- 
num and  ileum  of  Wistar  rats  during  postnatal  development, 
using  p-nitrocatechol  sulfate  as  substrate.    At  low  substrate 
concentrations  (0.0025  M)  in  both  suckling  and  adult  rats, 
maximal  activity  in  the  jejunum  and  ileum  was  at  pH  4.5  and 
pH  6.0,  resp.;  with  high  substrate  concentrations  (0.060  M) 
maximal  activity  was  found  at  pH  4.5-5.0.    The  sulfatase  ac- 
tivity in  the  jejunum  remained  constant  during  postnatal  de- 
velopment, whereas  activity  in  the  ileum  after  birth  increased 
several  fold,  attaining  a  maximum  on  the  11th  postnatal  day 
Ileal  activity  then  decreased  to  the  same  levels  as  in  the  jeju- 
num by  the  3rd  week.    Adrenalectomy  performed  on  the  13th 
day  resulted  in  a  decrease  of  the  sulfatase  activity.    These  and 
previous  results  show  that  the  ileum  assumes  a  special  place 
in  suckling  animals;  further  work  will  determine  the  functional 
significance  of  these  findings. 

1017  ON  THE  INTRACELLULAR  DISTRIBUTION 
OF  ALKALINE  PHOSPHATASE  IN  HUMAN 

LIVER  AND  INTESTINE.    (E.)    Ghosh,  N.  K.  (Tufts  U.  Sch. 
Med.,  Boston,  Mass.)  and  L.  Kotowitz.   Enzymologia  36(1): 
54-58,  1969. 

The  alkaUne  phosphatase  activities  of  the  subcellular  compo- 
nents (nuclei,  mitochondria,  lysosomes,  microsomes  and  super- 
natant fractions)  isolated  from  frozen  autopsy  specimens  of 
human  liver  and  intestine  by  a  differential  centrifugation  pro- 
cedure were  determined.    The  extent  of  inhibition  of  alkaline 
phosphatase  activity  in  the  particulate  fractions  of  liver  and 
intestine  by  5  mM  L-phenylalanine  was  also  determined.    A 
significant  difference  in  the  distribution  patterns  of  the  enzyme 
in  the  2  tissues  was  noted:    in  the  intestinal  tissue,  75%  of 
the  enzyme  was  found  in  the  supernatant  fraction,  while  in 
the  liver  tissue,  70%  of  the  enzyme  was  located  in  the  particu- 
late fractions.    The  degrees  of  inhibition  of  mitochondrial,  ly- 
sosomal, and  microsomal  alkaline  phosphatases  of  intestinal 
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mucosa  were  aU  higher  than  70%  with  5  mM  L-phenylalarune, 
whereas  less  than  25%  inhibition  was  noted  with  hver  subceU- 
ular  components.   The  cytoplasmic  abundance  of  alkalme  phos- 
phatase in  the  intestinal  cell  provides  support  for  considering 
the  intestine  as  one  of  the  major  sources  of  normal  serum  alka- 
line  phosphatase. 

1018  FLUORESCENT  fflSTOCHEMICAL  STUDIES 

ON  THE  MUCOSA  OF  THE  VERTEBRATE 

GASTROINTESTINAL  TRACT.    (E.)    Read,  J.  B.  (Dept.  Zool. 

U.  Melbourne,  Victoria,  AustraUa)  and  G.  Burnstock. 

Histochemie  16(4):  324-332,  1968. 


The  adrenergic  innervation  of  the  gastrointestinal  mucosa  of 
the  guinea-pig  was  compared  with  that  of  some  lower  vert^ 
brates,  including  the  toad  {Bufo  rmrinus),  lizard  {Tiliqua 
rugosa)  eel  (Anguilla  occidentalis  australis),  and  trout  {Salmo 
trutta  and  S.  irideus)  by  means  of  a  fluorescent  histochemical 
technique.   Toads  were  also  treated  with  epinephrine  or  nor- 
epinephrine (10  mg/kg)  1  hr  before  pithing,  and  excised  por- 
tions of  the  trout  gut  were  incubated  in  vitro  with  a  solution 
containing  norepinephrine  or  a-methyl-norepinephrine  (10"^ 
g/ml)    In  the  toad,  green  fluorescent  nerves  were  observed  m 
the  gut  after  exposure  of  the  tissue  to  formaldehyde  vapors 
for  3  hr.   The  fluorescence  intensity  was  higher,  however,  m 
animals  pretreated  with  epinephrine  or  norepinephrine,  a 
greater  stability  being  noted  with  the  latter.    Most  fluorescent 
nerves  observed  in  the  mucosa  were  associated  with  blood 
vessels  with  a  sparse  system  of  nerves  in  the  perivascular  plexi 
in  the  lamina  propria  and  the  submucosa.    In  the  lizard,  fme 
fluorescent  varicose  nerve  fibers  were  noted  scattered  m  the 
lamina  propria  and  appeared  to  be  derived  from  the  perivascu- 
lar plexi  in  the  submucosa  and  mucosa.   Few  fluorescent  nerves 
were  observed  in  the  muscularis  mucosae.    In  the  guinea-pig, 
green  fluorescent  nerves  in  the  mucosa  were  present  in  pen- 
vascular  plexi  and  were  most  numerous  in  association  with 
arterioles  in  the  lamina  propria.    Intensely  fluorescent  yeUow 
enterochromaffin  cells,  similar  to  those  observed  in  other  am- 
mals  were  found  scattered  in  the  mucosal  epitheUum,  especi- 
aUy  the  duodenum.    Few  fluorescent  nerves  were  observed  m 
the  mucosa  of  the  eel  gut,  with  almost  aU  being  located  in  pen- 
vascular  plexi  at  the  base  of  the  mucosa.    Scattered  yeUow 
enterochromaffin  ceUs  were  observed  in  aU  regions  of  the  gut. 
The  trout  gut  mucosa  also  showed  few  fluorescent  nenres;  these 
were  associated  with  blood  vessels  in  the  lamina  propria  and 
could  be  identified  with  certainty  only  after  incubation  with 
amines.    YeUow  fluorescent  enterochromaffin  cells  were  present 
in  the  mucosa  of  the  esophagus  and  stomach  but  were  not 
present  in  the  intestine.   These  studies  reveal  that  adrenergic 
nerves  in  the  mucosa  generaUy  occur  in  perivascular  plexi  with 
no  adrenergic  innervation  of  the  muscularis  mucosae. 

1019  UBIQUINONE  LEVELS  OF  HUMAN  LIVER 

IN  HEALTH  AND  DISEASE.    (E.)    PhiUips, 
W.  E.  J.  (Food  Drug  Direct.,  Dept.  Natl.  Health  Welfare, 
Ottawa,  Canada),  K.  Hoppner,  T.  K.  Murray  and  J.  S.  CampbeU. 
Camd  J  Physiol  Pharmacol  47(3):227-231,  1969. 
The  ubiquinone  content  of  liver  tissue  was  determined  post- 
mortem in  male  Sprague-Dawley  rats  and  humans  using  either 
the  whole  liver  or  the  isolated  nonsaponifiable  liver  fraction. 


Exposure  of  intact  rat  carcasses  to  room  temperature,  refrigera- 
tor temperatures,  or  both  consecutively  for  24-hr  periods  pro- 
duced no  significant  changes  in  the  percentage  of  nonsapom- 
fiable  components  or  the  total  amount  of  ubiquinone  m  the 
Uver    The  ubiquinone  content  of  the  nonsaponifiable  matenal 
isolated  from  human  Uver  and  stored  at  -20C  for  up  to  140 
days  showed  no  apparent  change;  however,  longer  storage 
periods  produced  a  deaease  in  ubiquinone  levels.    In  contrast 
to  the  stabUity  of  ubiquinone  in  the  nonsaponifiable  fraction, 
there  was  a  decrease  in  ubiquinone  when  Uver  homogenates 
were  stored.    In  man,  the  range  of  ub-iuinone  levels  for  all 
age  groups  was  greater  than  that  reported  for  other  animal 
species  and  showed  an  increase  during  the  1st  year  of  Ufe.    No 
differences  were  found  in  the  ubiquinone  concentrations  in 
normal  individuals  who  died  accidentaUy  and  those  who  died 
from  a  variety  of  disease  states.   No  conelations  between  the 
vitamin  A  status  of  the  individuals  and  ubiquinone  levels  were 
noted.    Extreme  variations  in  ubiquinone  concentrations  within 
any  given  age  or  disease  group  suggest  that  unknown  factors 
may  influence  ubiquinone  levels  in  human  Uver. 


1020  THE  COMPOSITION  OF  THE  GLYCOLIPIDS 

IN  DOG  INTESTINE.  (E.)  McKibbin,  J.  M.  (U. 
Alabama  Med.  Ctr.,  Birmingham).  Biochemistry  8(2):679-685, 
1969. 

Preparative  siUcic  acid  cliromatography  of  whole  Upid  extracts 
of  dog  smaU  intestine  yielded  3  major  glycolipid  fractions. 
Further  fractionation  by  column  chromatography  with  FlorisU, 
DEAE-ceUulose  and  sUicic  acid,  as  weU  as  by  thin-layer  chroma- 
tography, separated  7  cksses  of  glycoUpid  in  high  yield.    The 
distribution  of  cerebroside,  sulfatide,  dihexoside,  trihexoside, 
pentahexoside,  hexahexoside  and  gangUoside  was  shown  to  be 
0.162,  0.062,  0.098,  0.041,  0.070,  0.014  and  0.171  /JM/g  fresh 
tissue'  resp.   The  longer  oUgosaccharide-containing  fraction 
appeared  to  be  a  mixture  of  ceramide  hexahexosides  containing 
glucose,  galactose,  hexosamine  and  fucose.    AU  of  the  isolated  l 
Upid  fractions  were  glycosides  of  glucosylceramide  with  long- 
chain  fatty  acids.   The  total  content  of  the  7  various  types  of 
glycoUpid  was  3.98  jUM/g  of  dry  Upid-free  tissue,  accounting      j 
for  82.1%  of  the  total  Upid  hexose  in  the  original  siUcic  acid     | 
subfractions.   The  remaining  17.9%  of  Upid  hexose  was  un- 
identified.  The  pattern  of  disUibution  of  intestinal  glycoUpids 
in  the  dog  differed  from  that  of  other  tissues  which  have  been 
studied  in  that  the  ceramide  tetrahexoside  was  absent,  being 
replaced  by  the  penta-  and  hexahexoside.    It  appears  that  the 
glycoUpids  show  more  organ  and  species  specificity  than  do 
other  classes  of  Upids. 

1021  THE  PHYLOGENETIC  OCCURRENCE  OF 

LYMPHOCYTES  WITHIN  THE  GUT  EPITHE- 
LIUM.   (E.)    Fichtelius,  K.  E.  (Variety  Qub  Heart  Hosp., 
MinneapoUs,  Minn.),  J.  Finstad  and  R.  A.  Good.   Int  Arch 
Allerg  35(2):119-133,  1969. 

In  an  effort  to  locate  the  equivalent  of  the  bursa  of  Fabridus 
in  bursaless  vertebrates  and  to  extend  previous  observations 
which  suggested  that  lymphocytes  present  in  the  gut  epitheliun 
may  represent  a  primitive  diffuse  lymphoid  system  with  bursal 
function  (antibody  and  immunoglobuUn  synthesis),  the  relative 
number  of  theliolymphocytes  per  1000  epithelial  nuclei  was 
determined  in  the  epitheUum  of  the  fore-,  mid-  or  hindgut  of  , 
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several  phylogenetically  representative  species.    Animals  which 
show  little  immunological  responsiveness  (lamprey,  guitar  fish, 
horned  shark)  had  low  numbers  of  theliolymphocytes  (up  to 
6%)  situated  at  the  basement  membrane.   In  good  antibody 
producers  (paddlefish,  garfish,  bowfin)  the  mean  number  of 
theliolymphocytes  among  the  epithelial  cells  ranged  as  high 
as  34%;  these  cells  usually  were  arranged  along  the  epithelial 
side  of  the  basement  membrane.    Amphibia  demonstrated  about 
an  8%  count  (many  theliolymphocytes  with  marked  pyronino- 
philia),  the  frequency  rising  to  about  20%  in  reptiles.    In  mice, 
rats  and  humans  the  frequency  of  theliolymphocytes  varied 
between  5  and  10%,  but  was  very  high  (12-23%)  in  the  rabbit. 
The  theliolymphocytes  were  very  numerous  in  dome  epithelium 
covering  the  Peyer's  patches  in  the  rabbit  intestine.    The  highest 
number  of  theliolymphocytes  observed  in  birds  was  12%  in  the 
epithelium  covering  aggregations  of  lymphoid  cells  in  turkey 
ileum.    No  equivalent  of  the  dome  epithelium  was  found.    Gut- 
associated  lymphoepithelial  microorgans  (described  elsewhere) 
also  were  observed  in  this  series  of  animals;  it  is  postulated  that 
they  could  be  regarded  as  possible  bursa  equivalents.    The  lym- 
phocytic cell  populations  encountered  in  the  gut  epithelium 
of  this  phylogenetic  series  may  function  as  a  primitive  lymphoid 
organ  even  in  animals  with  specialized  lymphoepithelial  micro- 
organs. 

1022  POSTNATAL  DEVELOPMENT  OF  THE  SMALL 

INTESTINE  OF  THE  RAT:    CHANGES  IN  MU- 
COSAL MORPHOLOGY  AT  WEANING.    (E.)    Herbst,  J.  J. 
(Stanford  U.  Sch.  Med.,  Palo  Alto,  CaUf.)  and  P.  Sunshine. 
PediatRes  3(1): 27-33,  1969. 

The  kinetics  of  cell  proliferation  and  differentiation  in  the 
small  intestine  were  investigated  in  weanling  Wistar  rats  and 
the  effects  of  premature  weaning  and  of  hydrocortisone  admini- 
stration on  the  maturation  of  the  small  intestine  were  evaluated. 
After  15  days  of  age,  there  was  a  60%  increase  in  the  relative 
weight  of  the  jejunum  and  ileum,  a  marked  decrease  in  the  ratio 
of  the  height  of  the  villus  to  the  depth  of  the  crypt,  and  a  sig- 
nificant increase  in  both  the  mitotic  and  the  labeling  index  of 
crypt  cells.    These  data  indicate  that  at  the  time  of  weaning 
there  is  an  increase  in  the  absolute  and  relative  population  of 
proliferating  cells  and  in  the  rate  of  proliferation  of  crypt 
cells.   The  biological  half-life  of  l^C-phenylalanine  in  the  whole 
intestinal  mucosal  homogenate  of  the  rat  at  21  days  was  36  hr 
compared  with  60  hr  for  the  fully  weaned  32-day-old  rat. 
Radioautography  of  crypt  cells  also  demonstrated  a  decreased 
half-life  of  3H-leucine  in  6-  and  21-day-old  animals  (15  and  11 
hr,  resp.)  compared  to  32-day-old  rats  (22  hr).    This  suggests 
that  the  rate  of  protein  turnover  in  the  intestinal  mucosa  of 
the  young  rat  is  not  correlated  with  cell  turnover.    In  rats  9- 
15  days  old,  gavage  feeding  of  an  artificial  formula  resulted  in 
a  weight  gain  similar  to  that  of  sham-fed  controls  and  an  in- 
crease in  the  relative  intestinal  weight,  mitotic  index,  and  a 
depth  of  jejunal  crypts,  as  well  as  precocious  invertase  activity. 
Prolonged  s.c.  administration  of  hydrocortisone  (25  mg/kg/day 
X  8  days)  to  3-day-old  rats  produced  similar  precocious  ma- 
turation in  the  duodenum  and  jejunum,  but  not  in  the  ileum. 
These  changes  conelated  with  a  4-fold  increase  in  the  rate  of 
cellular  migration  along  the  villus.    Administration  of  the 
steroid  to  newborn  rats  for  3-6  days  or  to  12-day-old  rats  for 
3  days  did  not  produce  any  intestinal  changes.    Both  diet  and 
hormones  appear  to  regulate  the  onset  of  maturation  of  the 
intestine  at  weaning. 


1023  GAMMA  GLUTAMYL  TRANSPEPTIDASE, 
MEASUREMENT  AND  DEVELOPMENT  IN 

GUINEA  PIG  SMALL  INTESTINE.    (E.)    Cohen,  M.  I.  (Albert 
Einstein  CoU.  Med.,  Yeshiva  U.,  Bronx,  N.  Y.),  L.  M.  Gartner, 
O.  O.  Blumenfeld  and  I.  M.  Arias.   Pediat  Res  3(1):5-10,  1969. 

A  modification  of  a  previous  method  for  the  assay  of  7-glut- 
amyl-transpeptidase  (GGTP)  activity  in  guinea  pig  whole  intes- 
tinal homogenates  is  described  and  applied  to  the  study  of  the 
developmental  pattern  of  this  intestinal  peptidase  in  the  neo- 
natal guinea  pig.    Solubilization  of  the  chromogenic  substrate 
7-glutamyl-j3-naphthylamide  in  a  medium  containing  0.05  M 
carbonate  and  0.1  M  Tris  buffer  at  pH  9.5  and  the  use  of 
heat  eliminated  the  substrate  solubility  difficulties  reported  by 
others.    Studies  on  69  guinea  pig  fetuses  at  55  and  63  days  of 
gestation  and  at  1,  3,  9,  24,  55  and  90  days  post-partum  re- 
vealed an  overall  pattern  of  high  GGTP  activity  in  jejunal  homo- 
genates during  prenatal  life  and  at  1  day  after  birth,  with  a 
rapid  decline  during  the  neonatal  period  (3-24  days  of  age). 
A  slight  increase  in  activity  occurred  after  55  days  of  age, 
until  adult  values  were  reached  at  90  days.    In  6  adult  animals 
GGTP  activity  was  found  to  be  greater  in  whole  homogenates 
of  liver  and  kidney  than  in  similar  preparations  of  duodenum, 
jejunum  or  ileum.    Subcellular  fractionation  of  intestinal  mu- 
cosa using  ultracentrifugation  demonstrated  a  20-fold  greater 
enzyme  activity  in  jejunal  brush  border  membrane  than  in 
whole  jejunal  homogenate  (expressed  as  specific  enzyme  ac- 
tivity per  mg  of  protein).    GGPT  maintained  optimal  activity 
in  whole  tissue  homogenates  stored  for  50  days  at  -28C. 

1024  THE  MUSCULATURE  OF  THE  DUODENAL 
WALL.    U:    ITS  RELATION  TO  THE  INTRA- 
MURAL AUTONOMIC  NERVOUS  SYSTEM.    (It.)    FaggioU, 
F.  (Inst.  Spec.  Med.  Path.,  U.  Bologna,  Italy),  N.  Melchionda, 
F.  MigUo,  E.  Roda  and  L.  GuUo.    G  Clin  Med  49(1 1):  1117- 
1130,  1968. 

A  study  was  made  of  ultrastructural  changes  produced  in  duo- 
denal mucosa  of  rats  and  man  by  electrical  stimulation.    This 
produced  an  electromotor  response  in  the  waUs  of  the  duodenum. 
Morphological  changes  in  the  mucosa  consisted  of  an  80  rota- 
tion in  the  axis  of  polarity  in  epitheUal  cells,  the  appearance 
of  smaU  masses  of  osmophilic  substance,  and  mitochondrial 
changes.    These  changes  seem  to  show  that  electric  current  does 
not  necessarily  proceed  via  the  shortest  anatomical  pathway, 
i.e.  transmucosaUy,  but  foUows  the  surface  of  the  mucosa,  pre- 
sumably along  smooth  muscle  fibers  and  nerve  plexi    It  is 
suggested  that  this  route,  whUe  not  the  shortest,  offers  the  least 
resistance  to  the  passage  of  current,  probably  because  of  in- 
creases in  metaboUc  exchanges  along  the  covering  membrane 
and  between  adjacent  muscle  and  autonomic  nerve  fibers. 

1025  TOPOGRAPHY  OF  THE  PROXIMAL  SEGMENT 
OF  THE  DUODENUM  IN  RELATION  TO  THE 

COMMON  BILE  DUCT  AND  THE  GASTRODUODENAL 
ARTERY     (Ser.j    NikoUc,  V.  (Inst.  Human  Anat.,  Med.  Fac, 
U   Zagreb,  Yugoslavia),  V.  Rudez,  N.  Ugarkovic,  R.  Budisavljevic 
and  D.  Kovacevic.   Lijecn  Vjesn  90(8):723-731,  1968. 
Specimens  of  the  duodenum,  common  bile  duct,  and  ampulla  of 
Vater  from  75  patients  (45  men  and  30  women,  20-92  yr  old) 
were  studied  to  determine  the  normal  configuration  of  the  com- 
mon bile  duct  and  proximal  duodenum;  this  configuration  is  felt 
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to  be  a  factor  of  considerable  importance  in  preventing  trauma 
to  the  biliary  tract  during  gastrectomy.    As  found  in  earlier 
studies,  the  confluence  of  the  cystic  and  hepatic  ducts  is  well 
above  the  duodenum  in  about  48%  of  the  cases,  near  the  duo- 
denal wall  in  42%,  and  intramural  or  retropancreatic  in  10%. 
In  these  75  specimens,  the  retroduodenal  segment  of  the  com- 
mon bile  duct  was  0.4-3.1  cm  in  length,  the  length  of  the  hep- 
atoduodenal connection  was  3.0-5.5  cm,  and  the  distances  from 
the  common  bile  duct  to  the  pylorus,  from  the  common  bile 
duct  to  the  middle  of  the  duodenal  arch,  and  from  the  pylorus 
to  the  gastroduodenal  artery  were  2.1-6.2  cm,  1.2-3.6  cm,  and 
1.9-5.8  cm,  resp.    It  is  suggested  that  simultaneous  radiology  of 
the  bihary  tract  (i.v.  Biligrafin)  and  digestive  tract  (barium) 
would  enable  potentiaUy  dangerous  situations  to  be  recognized 
before  surgery  is  undertaken.    Such  a  procedure  is  particularly 
indicated  before  surgery  for  perforated  or  chronic  gastroduodenal 
ulcers,  as  well  as  in  the  presence  of  duodenal  stenosis  or  defor- 
mation. 

1026  SUBCELLULAR  DISTRIBUTION  OF  THE  ISO- 

ENZYMES OF  NADP  ISOCITRATE  DEHYDRO- 
GENASE IN  RAT  LIVER  AND  HEART.    (E.j    Bell,  J.  L. 
(Royal  Free  Hosp.,  London,  England)  and  D.  N.  Baron.   Enzym 
Biol  Clin  9(5):  393-399,  1968. 

The  subcellular  distribution  of  the  isoenzymes  of  NADP-depen- 
dent  isocitric  dehydrogenase  in  heart  and  liver  tissue  was  inves- 
tigated in  Wistar  rats  of  both  sexes.   The  soluble  fraction  of  rat 
liver  homogenate  was  found  to  contain  88%  of  the  total  isocitric 
dehydrogenase  activity,  even  though  this  fraction  contained  only 
the  fast  isoenzyme  whUe  the  microsomes  and  mitochondria  con- 
tained both  fast  and  slow  isoenzymes;  the  nuclear  fraction  of 
rat  liver  homogenate  contained  only  the  slow  form  of  isocitric 
dehydrogenase.   The  heart  contained  considerably  more  total 
isocitric  dehydrogenase  (600  U/ml/mg  protein  compared  to  184 
for  the  liver),  but  only  25%  of  it  was  in  the  soluble  fraction 
while  63%  was  recovered  in  the  mitochondria;  however,  only  the 
soluble  fraction  contained  both  fast  and  slow  isoenzymes  while 
the  particulate  fraction  contained  only  the  slow  form. 

1027  MONOAMINOXIDASE,  ACETYLCHOLINES- 

TERASE AND  HISTAMINASE  IN  THE  INTES- 
TINES OF  DOMESTIC  ANIMALS.    (Pol.)    Nagorna-Stasiak,  B. 
(Dept.  Anim.  Physiol.,  WSR,  Lublin,  Poland).  Acta  Physiol 
Pol  19(6):935-947,  1968. 


1028  FINE  STRUCTURE  AND  DIMENSIONS  OF  IN- 
TESTINAL MICROVILLI  DURING  THE  EARLY 

POST-INCUBATION  PERIOD  IN  CHICKENS.    (E.)    Holman,  J. 
(Sch.  Vet.  Med.,  Brno,  Czechoslovakia).    Z  Mikr  Anat  Forsch 
79(l):14-26,  1968. 

1029  EFFECT  OF  AGE  ON  THE  ASCORBIC  ACID 
CONTENT  OF  THE  LIVER  OF  CALOTES 

VERSICOLOR.    (E.)    Mohanty,  M.  K.  (Zool.  Dept.,  Ravenshaw 
Coll.,  Bhubaneswar,  India)  and  B.  K.  Patnaik.  Experientia 
24(l'l):1129,  1968. 

1030  ELECTRON  MICROSCOPIC  HISTOCHEMISTRY 
OF  SUCCINIC  DEHYDROGENASE  IN  THE  DARK 

CELL  OF  THE  CHICK  LIVER.    (E.)    Yasuda,  K.  (Sch.  Med., 
Keio  U.,  Tokyo,  Japan),  K.  Takano  and  T.  Suzuki.   Okajima 
Folia  Anat  Jap  45(4):  183-189,  1968. 

1031  EFFECTS  OF  AGE  ON  CELL  PROLIFERATION 
IN  MOUSE  DUODENAL  CRYPTS.    (E.)    Lesher, 

S.  (Argonne  Natl.  Lab.,  111.)  and  G.  A.  Sacher.   Exp  Geront 
3(3):211-216,  1968. 

1032  CENTRIOLES  IN  HEPATOCYTES.   (E.)   Wheatley, 
D.  N.  (U.  Med.  Build.,  Aberdeen,  Scotland). 

Experientia  24(11):  1157-1 159,  1968. 

1033  THE  EFFECT  OF  DIET  ON  THE  CHOLINES- 
TERASE  ACTIVITY  IN  THE  GASTRIC  AND 

DUODENAL  WALLS  FROM  THE  POINT  OF  VIEW  OF  AGE. 

(Rus.)    Donskaia,  L.  V.  (Leningrad  Sanit.-Hyg.  Med.  Inst., 
USSR),  B.  L.  Smolianskii  and  1.  I.  Ushkova.    Vop  Pitan  27(5): 
26-29,  1968. 

1034  ELECTRON  AND  LIGHT  MICROSCOPIC 
IDENTIFICATION  OF  THE  MAST  CELL  OF 

THE  GASTROINTESTINAL  TRACT.   (E.)    Dobbins,  W.  O. 
(VA  Hosp.,  Durham,  N.  C),  J.  T.  Tomasini  and  E.  L.  Rollins. 
Gastroenterology  56(2):268-279,  1969. 

1035  THE  PHRENOESOPHAGEAL  MEMBRANE.    (E.) 
Strasberg,  S.  M.  (U.  Toronto,  Canada)  and  M.  D. 

Silver.   Surg  Forum  19:294-296,  196&. 


See  also:    1100,1177,1178,1298,1315,1635 
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1036  PRIMARY  PORTAL  TRANSPORT  OF  PER- 

SORBED  STARCH  GRANULES  FROM  THE 
INTESTINAL  WALL.    (E.)    Volkheimer,  G.  (1st  Med.  U.  Clin., 
Charite  Hosp.,  Berlin,  Germany),  F.  H.  Schulz,  H.  Lehmann, 
I.  Aurich,  R.  Hubner,  M.  Hubner,  A.  Hallmayer,  H.  Munch, 
H.  Oppermann  and  S.  Strauch.    Med  Exp  18(2):  103-108,  1968. 

After  fasting  for  36  hr,  250  g  of  potato  starch  suspended  in 
mUk  or  meat  broth  was  fed  to  9  dogs  (male  and  female,  aver- 
age weight  17  kg).    Two  hr  later,  animals  were  anesthetized, 
the  splenic  vessels  were  tied,  and  simultaneous  blood  samples 
were  taken  from  the  portal  vein  and  the  femoral  artery  at  10 
min  intervals  from  130-210  min  after  feeding  the  starch  meal. 
The  number  of  starch  granules  in  the  blood  samples  was  then 
determined  microscopically.    The  ratio  between  the  mean  num- 
ber of  starch  granules  in  the  portal  vein  and  the  mean  number 
of  granules  in  the  arterial  blood  was  constant  and  independent 
of  time,  with  the  portal  vein  blood  containing  29%  more  starch 
than  the  arterial  blood  in  all  samples.    This  indicates  a  primary 
portal  transport  of  persorbed  potato  starch  granules. 

1037  FAT  ABSORPTION  IN  RATS  WITH  AN  IN- 

TESTINAL BLIND  SEGMENT:    AN  ELECTRON 

MICROSCOPIC  STUDY.  (E.j  Kjaerheim,  A.  (Dept.  Path.,  U. 
Oslo,  Norway)  and  K.  Nygaard.  Scand  J  Gastroent  3(3):225- 
233,  1968. 

The  fine  structure  of  the  intestinal  epithelium  was  examined 
in  starved  and  fat-fed  adult  male  rats  in  which  blind  jejunal 
segments  had  been  created  5  weeks  previously.    Rats  were 
starved  12  and  24  hr  prior  to  sacrifice,  and  1  group  received 
intragastric  corn  oil  (1  ml)  1  hr  prior  to  sacrifice.    The  majority 
of  the  epithelial  cells  in  the  blind  segment  appeared  entirely 
normal.    Little  or  no  fat  was  visible  in  the  cytoplasm  of  the 
epithelial  cells  after  corn  oil  instillation.   The  epithelial  cells 
proximal  and  distal  to  the  blind  loop  were  likewise  normal. 
The  fat  content  of  epithelial  cells  in  the  blind  segment  of  rats 
starved  for  12  hr  was  less  than  in  control  rats  (unoperated).    In 
rats  starved  for  24  hr,  the  decreased  fat  content  was  even  more 
marked.    Above  and  below  the  blind  loop,  fat  content  was  not 
statistically  different  from  controls.    If  a  toxic  effect  on  the 
epithelium  exists  in  the  blind-loop  syndrome,  it  is  not  manifested 
by  ultrastructural  changes. 

1038  INTESTINAL  ABSORPTION  AND  UTILIZA- 

TION OF  RADIOMETHIONINE  IN  OLD  AGE. 

(E.)  Penzes,  L.  (U.  Med.  Sci.,  Budapest,  Hungary),  G.  Simon 
and  M.  Winter.   Exp  Geront  3(3):257-263,  1968. 

Female  Wistar  rats  of  3  different  age  groups  (6  months,  14 
months,  and  26  months)  were  used  to  investigate  the  effects 
of  age  on  the  intestinal  absorption  and  utilization  of  dl-methi- 
onine.    The  small  intestine  was  exposed  at  both  ends  by  2  in- 
cisions and  perfused  with  saline,  followed  by  intraluminal  in- 
jection of  1  ml  of  9.45  X  10^  cpm/ml  dl-methionine-35s  (plus 
various  amounts  of  inactive  methionine)/ 100  g  body  weight. 
After  20  min,  the  radioactivity  in  the  remaining  intestinal 
fluid  and  in  extracts  from  the  intestine  and  liver  was  measured. 
Absorption  of  methionine  was  characterized  by  a  rate-limiting 
process  in  which  increasing  initial  intraluminal  concentrations 
led  to  relatively  lower  absorption  rates  accompanied  by  per- 
centile decreases  of  radioactivity  in  the  liver  and  in  the  intestine 


itself,  suggesting  an  active  transport  mechanism.    The  older 
animals  (26  months  old)  showed  a  greater  absorption  of 
methionine  than  the  younger  animals.    The  increasing  utiliza- 
tion of  radiomethionine  in  the  older  animals  was  not  followed 
by  an  increase  of  specific  activity  in  the  fat-free  Uver  dry  sub- 
stance; however,  the  higher  absorption  rates  resulted  in  an  in- 
crease in  the  specific  activity  of  hver  protein.    These  results 
indicate  an  increased  need  for  methionine  and  its  derivatives 
during  the  aging  process. 

1039  STUDIES  ON  ABSORPTION  AND  EXCRETION 

OF  DRUGS.  XIII.  THE  SORPTION  OF  SUR- 
FACE ACTIVE  AGENTS  INTO  THE  INTESTINAL  TISSUE 
OF  RATS  AND  THEIR  EFFECT  ON  DRUG  ABSORPTION 

IN  VITRO.    (E.)    Nogami,  H.  (Fac.  Pharm.  Sci.,  U.  Tokyo, 
Japan),  J.  Hasegawa,  M.  Hanano  and  T.  Fuwa.    Chem  Pharm 
Bull  16(11):2101-2106,  1968. 

The  kinetic  behavior  of  ionir  surfactants  (sodium  lauryl  sulfate 
and  cetyltrimethylammonium  bromide)  and  their  effect  on  drug 
absorption  (nitrobenzene,  o-methoxybenzaldehyde)  above  and 
below  the  critical  micelle  concentration  (CMC)  were  investigated 
in  intestinal  segments  isolated  from  fasting  male  Dorayu  rats. 
The  sorption  of  both  anionic  cationic  surfactants  into  the  in- 
testinal tissue  was  found  to  follow  zero  order  kinetics  above 
the  CMC  (1.0  mM  and  0.4  mM,  resp.  at  37C)  and  fust  order 
kinetics  below  the  CMC.    The  amount  of  surfactant  which 
disappeared  from  the  inner  mucosal  side  of  the  solution  during 
perfusion  was  due  to  uptake  into  the  intestinal  tissue  and  not 
to  absorption  through  the  intestinal  wall.    The  observed  zero- 
order  rate  constants  were  slightly  larger  than  the  calculated 
values  for  sodium  lauryl  sulfate  and  particularly  for  cetyltri- 
methylammonium bromide.    Formation  of  sodium  lauryl  sulfate 
micelles  did  not  affect  the  absorption  of  nitrobenzene  below 
the  CMC,  but  decreased  absorption  above  the  CMC.    In  con- 
trast, the  absorption  of  o-methoxybenzaldehyde  was  not  affected 
by  sodium  lauryl  sulfate  micelle  formation  at  any  concentration. 
These  studies  demonstrate  that  micelle  formation  decreases  the 
absorption  of  substances  which  are  distributed  over  the  micelle 
in  significant  amounts. 

1040  STUDIES  ON  INTESTINAL  SUCRASE  AND 

SUGAR  TRANSPORT.    VII.    A  METHOD  FOR 
MEASURING  INTESTINAL  UPTAKE,  THE  ABSORPTION 
OF  THE  ANOMERIC  FORMS  OF  SOME  MONOSACCHARIDES. 

(E.)    Semenza,  G.  (Biochem.  Inst.,  U.  Zurich,  Switzerland)  and 
E.  Miilhaupt.   Biochim  Biophys  Acta  173(1):104-112,  1969. 

A  technique  for  measuring  intestinal  uptake  of  sugar  is  described 
and  applied  to  the  determination  of  the  intestinal  absorption 
of  anomeric  forms  of  some  monosaccharides.    Randomized 
segments  of  hamster  intestine  (rat  or  rabbit  may  also  be  used), 
pre-gassed  in  Krebs-Henseleit  buffer,  are  mounted  in  a  specially 
designed  apparatus,  exposing  only  the  mucosal  surface  to  the 
incubating  medium.    Sugar  is  added  to  the  medium  and  at  the 
end  of  the  incubation  period  the  tissue  at  the  center  of  the 
apparatus  is  deproteinized  and  analyzed  for  sugar.    This  pro- 
cedure allows  adequate  randomization  of  intestinal  pieces, 
yields  a  small  extracellular  space  and  offers  the  possibility  of 
exposing  either  the  mucosa  or  the  serosa,  or  both,  to  the 
medium.    Since  it  permits  very  short  incubation  times  (15-120 
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sec),  unidirectional  flow  may  be  measured  easily.    Its  disad- 
vantages include  the  need  for  a  relatively  large  volume  of 
medium  (20  ml)  and  the  risk  of  tearing  tissue  from  very  young 
animals  in  the  strong  clamps  employed.    Using  this  technique, 
the  intestinal  uptake  of  the  j3-form  of  6-deoxy-D-glucose  was 
found  to  be  greater  than  that  of  its  a-form.    No  statistically 
significant  differences  were  observed  in  uptake  between  the 
anomeric  forms  of  D-glucose  and  3-0-methyl-D-glucose.    Some 
hypotheses  concerning  the  role  of  sucrase  and  mutarotase  dur- 
ing intestinal  absorption  of  sugars  are  discussed. 

1041  QUANTITATIVE  ASPECTS  OF  INTESTINAL 

FAT  ABSORPTION  IN  YOUNG  PIGS.    (E.) 

Freeman,  C.  P.  (Unilever  Res.  Lab.,  Colworth  House,  Bedford, 
England),  D.  E.  Noakes,  E.  F.  Annison  and  K.  J.  Hill.    Brit  J 
Nutr  22(4):739-749,  1968. 

The  relative  importance  of  micellar  and  particulate  Upid  ab- 
sorption from  the  pig  small  intestine  was  studied  in  vivo  by 
perfusing  a  loop  of  jejunum  with  radioactively  labeled  Upid 
in  micellar  or  emulsified  form;  the  rate  at  which  Upid  is  pre- 
sented to  the  smaU  intestine  under  specific  dietary  regimens 
also  was  investigated  in  animals  with  reentrant  fistulas  in  the 
duodenum  and  jejunum.    The  absorption  of  micellar  Upid,  pre- 
pared in  vitro  (l-14c  oleic  acid)  or  isolated  from  a  pig  with 
a  duodenal  fistula  (previously  fed  3H-oleic  acid),  was  about 
40  and  30%  in  jejunal  loops  of  2  animals  compared  to  a  very 
low  uptake  of  particulate  Upid  (0.08  mg/min)  when  emulsified 
1-1 4c  oleic  acid  was  perfused  through  the  isolated  loop.    The 
rate  of  uptake  of  miceUar  1-1  ^c  oleic  acid  varied  linearly  with 
the  concentration  of  the  miceUar  perfusate  at  a  flow  rate  of 
4.3  ml/min,  increasing  from  0.36  mg/min  at  0.1  mg/ml  to  2.50 
mg/min  at  2.0  mg/ml  of  Upid  solution.    No  effect  of  concen- 
tration on  the  efficiency  of  absorption  (about  25%)  was  ob- 
served.   As  the  flow  rate  of  miceUar  Upid  solution  increased 
from  2.1-4.3  ml/min,  the  uptake  of  labeled  oleic  acid  rose  pro- 
portionately (0.92  ±  0.14  to  1.81  ±  0.13  mg/min),  but  in- 
creasing the  flow  rate  to  10.5  ml/min  increased  uptake  to  only 
3.50  ±  0.07  mg/min.    However,  changes  in  flow  rate  had  an 
appreciable  effect  on  the  efficiency  of  Upid  absorption  by  the 
intestinal  loop;  at  2-4  ml/min  absorptive  efficiency  was  about 
30%  higher  than  at  10  ml/min.    Studies  in  pigs  with  duodenal 
or  jejunal  reentrant  fistulas  indicated  that  periods  of  intensive 
digesta  flow  foUowed  the  ingestion  of  single  standard,  low- 
(2.7%)  or  high-  (10%)  fat  diets;  under  these  conditions  absorp- 
tive efficiency  may  be  reduced.    No  significant  specificity  was 
observed  in  the  uptake  of  l-14C-labeled  lauric,  myristic, 
palmitic  and  stearic  acids  by  intestinal  loops  when  present  in 
equimolar  concentration  in  mixed  micellar  solution.    A  small 
preferential  uptake  of  lauric  acid  compared  to  stearic  acid  oc- 
curred. 

1042  SPECIFIC  REQUIREMENT  OF  BILE  SALTS 

FOR  ABSORPTION  OF  CHOLESTEROL  FROM 
THE  INTESTINE.    (E.)    Suzuki,  R.  (Teikoku  Hormone  Mfg. 
Co.,  Kawasaki,  Japan).    Keio  J  Med  17(3):  169-187,  1968. 

Bile-fistula  rats  were  fed  various  bUe  salts  with  0.2  iL/C  of  cho- 
lesterol-4-14c,  50  mg  of  nonradioactive  cholesterol  and  0.33 
ml  of  oleic  acid  mixed  with  a  fat-  and  sterol-free  synthetic 
basal  diet.    The  foUowing  recoveries  of  radioactivity  were  ob- 
tained in  the  bile:    Na-cholate,  21%;  Na-taurocholate,  45%;  Na- 
glycocholate,  41%;  Na-deoxycholate,  3.5%;  and  only  traces  with 


Uthocholate,  chenodeoxycholate,  hyodeoxycholate,  hyocholate, 
apocholate,  dehydrocholate,  or  3a,  12a-dihydroxy-7-ketochol- 
anate.    When  taurocholate  was  fed  with  dehydrocholate,  a  48% 
recovery  was  obtained.   With  oleic  acid  omitted,  the  percentage 
recovery  was  reduced  to  6%  with  Na-cholate  and  17%  with  Na- 
taurocholate.    The  absorbabiUty  of  squalene  was  also  compared 
with  that  of  cholesterol  in  the  intact  rat  by  using  the  balance 
method;  44%  of  61.5  mg  of  squalene  and  58%  of  50  mg  of 
cholesterol  were  absorbed  or  not  recovered  in  the  feces.   The 
simultaneous  feeding  of  squalene  and  cholesterol  resulted  in 
approximately  the  same  findings  (42%  and  54%  absorption  of 
squalene  and  cholesterol,  resp.).    In  bile-fistula  rats,  only  5.6% 
of  squalene  was  unrecovered  in  the  feces,  whUe  feeding  Na- 
taurocholate  with  squalene  raised  this  figure  to  25%  and  with 
cholesterol  to  35%.    No  squalene  was  absorbed  from  the  in- 
testine of  intact  rats.    It  is  concluded  that  cholesterol  absorp- 
tion requires  bile  salts  possessing  7a-  and  12a-hydroxyl  groups 
simultaneously  in  addition  to  the  3a-hydroxyl  group  in  the  bile 
acid  molecule.   The  mechanism  of  cholesterol  absorption  is 
tentatively  described  as  diffusion  through  a  Upoid  sieve  medi- 
ated specificaUy  by  cholate  or  its  conjugates. 

1043  THE  TRANSMURAL  POTENTUL  DIFFERENCE 

AND  SHORT-CIRCUIT  CURRENT  ACROSS  THE 
SMALL  INTESTINE.    (E.)    Hajjar,  J.  J.  (Sch.  Med.,  Amer.  U. 
Beirut,  Lebanon),  R.  Nassar,  H.  Kurkjian  and  R.  N.  Khuri. 
Comp  Biochem  Physiol  28(2):7 17-724,  1969. 
The  transmural  electrical  potential  difference  and  the  short- 
circuit  current  were  measured  in  vitro  at  corresponding  sites 
along  the  length  of  the  smaU  intestine  of  15  turtles  (Testudo 
graeca),  and  the  potential  difference  was  also  measured  in  vitro   i 
and  in  vivo  in  8  cats  and  7  rabbits.   The  mucosal  side  of  the       [ 
intestine  was  always  negative  and  the  serosal  side  positive  in  aU 
cases.   The  mean  potential  difference  (mUUvolts)  in  the  jejunum, 
mid-intestine,  and  Ueum  in  the  turtle  was  4.8,  4.2,  and  4.6,  resp- 
The  corresponding  values  were  4.4,  3.9,  and  4.3,  resp.,  in  rab- 
bits and  3.2,  2.4,  and  3.1,  resp.,  in  cats.   The  corresponding 
values  for  the  in  vivo  experiments  were  5.0,  5.6,  and  5.6,  resp., 
for  rabbits  and  6.2,  6.7,  and  6.7,  resp.,  for  cats.   Except  for 
the  significantly  higher  potential  difference  in  the  jejunum  as 
compared  to  the  mid-intestine  in  turtles  and  cats,  none  of  the 
values  were  significantly  different  in  the  3  animals  studied.         i 


1044  ROLE  OF  THE  JEJUNUM  IN  THE  ABSORPTION 

OF  FOLIC  ACID  AND  ITS  POLYGLUTAMATES.! 

(E.)    Baker,  H.  (New  Jersey  CoU.  Med.  Dent.,  East  Orange), 
A.  D.  Thomson,  S.  Femgold  and  O.  Frank.   Amer  J  Oin  Nutr 
22(2):124-132,  1969. 

In  25  normal  subjects,  25  with  nutritional  folate  deficiency,  1 
patient  with  smaU  bowel  resection  leaving  only  10  cm  of  jeju-    i 
num,  and  1  patient  with  a  jejunectomy,  plasma  folate  levels 
were  determined  before  and  2,  4,  8,  and  24  hr  after  the  in- 
gestion of  synthetic  foUc  acid  (5  mg),  synthetic  foUnic  acid 
(10  mg),  pteroyldiglutamate  (6.5  mg),  and  pteroyltriglutamate   ■ 
(8.0  mg)  on  4  separate  occasions,  with  1  week  between  each 
absorption  test.    Plasma  folate  levels  were  measured  with  L. 
casei,  S.  faecalis,  and  P.  cerevisiae.    All  folates  were  weU  ab- 
sorbed by  the  normal  subjects  and  patients  with  nutritional 
folate  deficiency.   The  patient  who  had  only  10  cm  of  jejunum , 
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did  not  absorb  any  of  the  folates.    The  patient  with  the  jeju- 
nectomy  was  able  to  absorb  foUc  and  folinic  acid  but  was  un- 
able to  absorb  either  of  the  pteroylpolyglutamates.    These  re- 
sults suggest  that  a  normal  jejunum  is  necessary  for  the  decon- 
jugation  of  the  pteroylpolyglutamates,  which  are  the  main 
folates  found  in  foodstuffs;  however,  administered  pteroyl- 
monoglutamates  (folic  and  folinic  acid)  can  be  absorbed  through 
the  small  intestine  even  in  the  absence  of  the  jejunum. 

1045  MIGRATION  OF  ACETIC  ACID  AND  SODIUM 
ACETATE  AND  THEIR  EFFECTS  ON  THE 

GASTRIC  TRANSMUCOSAL  ION  EXCHANGE.    (E.) 

Flemstrom,  G.  (Inst.  Physiol.  Med.  Biophys.,  U.  Uppsala, 
Sweden)  and  B.  Frenning.  Acta  Physiol  Scand  74(4):521-532, 
1968. 

A  significantly  greater  reduction  in  hydrogen  ion  concentration 
occurred  on  instillation  of  6  ml  of  170  mM  acetic  acid  (HAc) 
into  nonsecreting  stomachs  of  anesthetized  cats  than  during 
instillation  of  6  ml  170  mM  HCl.    After  instillation  of  HAc, 
the  volume  of  intragastric  solution  decreased,  probably  due 
to  the  hypotonicity  of  the  acid.   The  H"*"  ion  concentration 
decreased  significantly  more  rapidly  than  the  Ac  concentra- 
tion.  An  increase  in  combined  sodium  and  potassium  ion  con- 
centrations occurred  which  was  significantly  greater  than  the 
increase  in  the  chloride  ion  concentration,  indicating  that  apart 
from  the  molecular  disappearance  of  HAc,  there  was  an  ex- 
change between  H"*"  and  Na^-K"*"  ions.    The  presence  of  a  small 
amount  of  secretion  in  "spontaneously"  secreting  stomachs 
tended  to  mask  this  exchange.    On  instillation  of  6  ml  170  mM 
sodium  acetate  solution  into  nonsecreting  stomachs,  the  acetate 
disappeared  more  slowly  than  on  instillation  of  HAc,  and  an 
acetate-chloride  exchange  occurred.    Model  experiments  in 
which  12  ml  170  mM  HCl  or  HAc  was  dialyzed  against  4000 
ml  170  mM  NaCl  across  a  cellophane  membrane  for  1  hr  gave 
essentially  the  same  results  as  instillations  into  cat  stomachs, 
except  that  the  disappearance  rate  of  HAc  was  lower  than  that 
of  Ha.   These  results  indicate  different  mechanisms  of  migra- 
tion of  the  acid  through  the  gastric  mucosa  and  the  cellophane 
membrane.    Studies  with  repeated  instillations  of  HCl  in  cats 
demonstrated  that  the  permeability  effects  of  a  30  min  instilla- 
tion of  170  mM  HAc  were  reversible  and  did  not  persist  more 
than  90  min.    Sodium  acetate  had  a  considerably  smaller  effect 
on  the  ionic  permeability  of  the  gastric  mucosa.    The  perme- 
ability-increasing effect  of  acetic  acid  is  probably  related  to 
intracellular  dissociation  of  the  diffusing  acid  with  accumulation 
of  ions,  leading  to  transient  intracellular  pH  reduction,  intra- 
cellular hypertonicity  and  swelling  of  the  mucosa. 

1046  LIPOLYSIS  AND  ABSORPTION  OF  FAT  IN 
THE  RAT  STOMACH.    (E.)    Clark,  S.  B.  (St. 

Luke's  Hosp.  Qr.,  New  York,  N.  Y.),  B.  Brause  and  P.  R.  Holt. 
Gastroenterology  56(2):  214-222,  1969. 

Homogenates  of  gastric  mucosa  from  Wistar  rats  in  which  con- 
tamination by  pancreatic  enzymes  was  excluded  by  prolonged 
pancreatic  flow  diversion  (65  hr)  were  studied  for  triglyceride 
lipolytic  activity.    Hydrolysis  of  trioctanoin  by  gastric  homo- 
genates of  diverted  animals  (51.7  ±  13.8  m/iM/mg/hr)  was  sig- 
nificantly less  than  that  of  gastric  homogenates  of  undiverted 
control  rats  (181.7  ±    16.2  mjuM/mg/hr),  while  hydrolysis  of 
triolein  was  barely  measurable  (<5.0  m/iM/mg/hr)  in  both 
preparations.   A  broad  pH  optimum  for  gastric  trioctanoin 


lipolysis  (pH  6.3-7.0)  was  found.  Jn  vitro  studies  indicated 
that  the  enzyme  was  stable  at  pH  3.0  and  regained  full  activity 
when  incubated  subsequently  at  pH  6.5.    Sodium  taurocholate 
(2-20  mM)  did  not  alter  the  rate  of  trioctanoin  hydrolysis  by 
gastric  homogenates  in  vitro,  but  did  prevent  loss  of  activity 
induced  by  0.5%  Tween  80.    In  pyloric  ligated  rats  with  prior 
pancreatic  flow  diversion  considerable  in  vivo  hydrolysis  of 
both  trioctanoin  and  triolein  (about  1/8  to  1/10  that  of  tri- 
octanoin) occurred,  even  at  pH  levels  lower  than  3.5.   After  an 
initial  delay  of  15  min,  lipolysis  occurred  at  a  constant  rate  for 
at  least  90  min  and  the  rate  of  hydrolysis  of  trioctanoin  and 
triolein  was  calculated  to  be  160  jLiM/hr  and  <20  /uM/hr,  resp. 
Significant  absorption  of  octanoic  acid-1-l'^C  was  observed 
from  the  gastric  lumen  (about  45  juM/hr).   In  the  presence  of 
adequate  amounts  of  pancreatic  lipolytic  enzymes,  gastric 
enzymes  are  probably  unnecessary  for  normal  digestion  and 
absorption  of  fat.   In  patients  with  pancreatic  insufficiency 
or  gastrojejunostomy,  however,  the  gastric  lipolytic  enzyme 
may  have  a  significant  function,  initiating  fat  digestion  at  the 
pH  of  the  stomach  and  increasing  the  rate  of  lipolysis  in  the 
intestinal  lumen. 


1047  ALTERATION  IN  COBALT  ABSORPTION  IN 

PATIENTS  WITH  DISORDERS  OF  IRON 
METABOLISM.    (E.)    Valberg,  L.  S.  (Kingston  Gen.  Hosp., 
Ontario,  Canada),  J.  Ludwig  and  D.  Olatunbosun. 
Gastroenterology  56(2): 241-251,  1969. 

The  absorption  of  iron  and  cobalt  was  studied  in  healthy  con- 
trol subjects  and  in  patients  with  iron  deficiency  or  iron  over- 
load.   In  12  controls  administered  20  micromoles  of  59FeCl2 
or  60coCl2  followed  in  2  hr  by  1.0  g  of  the  unabsorbable 
marker,  carmine  red,  average  exactions  of  radioactivity  in  the 
feces  with  the  marker  were  64  and  54%,  resp.;  9.0%  of  the  iron 
compared  to  2.0%  of  the  cobalt  was  excreted  after  the  dye 
disappeared  from  the  feces.   The  average  absorption  of  iron 
(27%)  was  significantly  less  than  that  of  cobalt  (44%).   These 
observations  suggest  that  the  intestinal  uptake  of  cobalt  was 
greater  than  that  of  iron  and  that,  unlike  iron,  cobalt  is  not 
sequestered  and  stored  in  the  intestinal  mucosa.    Increased 
fecal  excretion  of  cobalt  occurred  when  80  micromoles  of 
carrier  iron  was  given  with  20  micromoles  of  cobalt  and  a 
similar  increase  in  iron  excretion  was  found  when  80  micro- 
moles of  carrier  cobalt  was  given  with  20  micromoles  of  iron, 
indicating  that  iron  and  cobalt  may  compete  for  a  similar  up- 
take pathway  in  the  intestinal  mucosal  cell.    In  6  patients  with 
iron  deficiency  the  average  excretions  of  59Fe  and  60co  with 
the  marker  were  37  and  25%,  resp.,  compared  to  3.0%  and 
1.8%,  resp.  following  the  marker.    The  average  absorption  of 
iron  and  cobah,  60  and  71%,  was  significantly  increased.   Five 
patients  with  iron  overload  showed  markedly  inaeased  exac- 
tion of  iron  with  the  marker  (82%);  but  the  average  percentage 
excreted  after  the  marker  had  disappeared  (7.4%)  was  within 
the  normal  range.   The  exaetion  of  cobalt  both  with  and  after 
the  marker  was  similar  to  values  in  control  subjects.    The  aver- 
age absorption  of  iron  (10%)  was  significantly  reduced  in  these 
subjects,  while  the  absorption  of  cobah  was  normal.    In  10 
controls  and  6  iron-deficient  subjects  a  linear  relation  was  ob- 
served between  the  mucosal  uptake  of  iron  and  cobalt  and  also 
between  the  absorption  of  iron  and  cobalt.    In  2  patients  with 
portal  cirrhosis  associated  with  iron  overload  and  in  4  patients 
with  idiopathic  hemochromatosis,  the  average  absorption  of  iron 
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and  cobalt  was  significantly  increased  following  4  oral  doses. 
These  findings  suggest  that  the  intestinal  mucosal  transport  of 
iron  and  cobalt  involves  a  common  pathway  and  that  the  ac- 
celeration of  transport  of  both  elements  is  regulated  by  the 
same  mechanism.    Cobalt  absorption  is  apparently  unaffected, 
however,  by  the  physiological  mechanisms  that  inhibit  iron 
absorption. 

1048  THE  PENETRATION  OF  IRON  FROM  THE 
MUCOSAL  TO  THE  SEROSAL  SURFACE  AND 

VICE  VERSA  IN  ISOLATED  SEGMENTS  OF  THE 
JEJUNUM  AND  ILEUM  FROM  NORMAL  AND  IRON-DE- 
FICIENT RATS.    (Ger.)    Forth,  W.  (Inst.  Pharmacol.  Toxicol., 
U.  Saar,  Homburg,  Germany),  G.  Leopold  and  W.  Rummel. 
Naunyn  Schmiedeberg  Arch  Pharm  Exp  Path  261(5):434-440, 
1968. 

Measurements  were  made  of  the  rate  of  59Fe  transport  in  both 
directions  through  everted  sac  preparations  of  the  jejunum  and 
ileum  of  normal  and  iron-deficient  female  Wistar  rats,  suspended 
in  Tyrode  solution.    Iron  deficiency  was  induced  by  feeding 
rats  a  diet  of  whole  milk  powder  and  corn  starch  and  by  with- 
drawing blood  from  their  tongues.    The  rate  of  59Fe  transport 
in  both  directions  was  directly  proportional  to  iron  concentra- 
tions between  lO'^  and  10-8  m.    The  rate  of  59Fe  transport 
from  the  mucosal  to  the  serosal  surface  of  the  jejunum  of 
normal  animals  was  twice  as  fast  as  that  through  the  terminal 
ileum.    In  anemic  animals  the  rate  of  transport  from  the  mu- 
cosal to  the  serosal  surface  of  the  jejunum  was  3-20  times 
faster  than  in  normal  animals  but  was  the  same  in  the  ileum  of 
normal  and  anemic  rats.    The  rate  of  59Fe  transport  from  the 
serosal  to  the  mucosal  surface  was  6  times  faster  than  that  in 
the  opposite  direction.    The  rate  of  transport  was  the  same  in 
the  ileum  and  jejunum  of  both  normal  and  anemic  rats.    It  is 
suggested  that  differences  in  the  rate  of  59Fe  transport  in  dif- 
ferent directions  are  due  to  greater  contact  between  59Fe  and 
the  membranes  and/or  cytoplasm  of  the  intestinal  mucosa. 

1049  EXISTENCE  AND  CHARACTERISTICS  OF 
Na+-DEPENDENT  ACTIVE  TRANSPORT  OF 

ASCORBIC  ACID  IN  GUINEA  PIG.    (E.)    Stevenson,  N.  R. 
(Dept.  Physiol.,  Rutgers  Med.  Sch.,  New  Brunswick,  N.  J.)  and 
M.  K.  Brush.   Amer  J  Clin  Nutr  22(3):318-325,  1969. 

The  mode  of  intestinal  absorption  of  ascorbic  acid  was  studied 
in  the  guinea  pig.    Rings  of  guinea  pig  distal  small  intestine  in- 
cubated with  1  mM  ascorbic  acid  for  15  min  accumulated 
0.86  ±  0.02  mM  of  the  vitamin;  the  "endogenous  ascorbic 
acid"  content  of  tissue  incubated  without  ascorbic  acid  in  the 
medium  was  about  0.40  ±  0.01  mM.    Thiourea  (1  mM  or  25 
mM)  added  to  the  incubation  medium  failed  to  alter  the  degree 
of  ascorbic  acid  absorption  significantly.    After  30  min  of  in- 
cubation in  0.5  mM  dehydroascorbic  acid  medium,  the  tissue 
to  medium  concentration  ratio  was  0.33  ±  0.01  and  58  ±  12% 
of  the  total  tissue  ascorbic  acid  was  ascorbic  acid,  while  after 
30  min  of  incubation  in  ascorbic  acid  medium  containing 
88  ±  2%  ascorbic  acid  the  corresponding  values  were  1.38  ± 
0.04,  and  94  ±  1%,  resp.    These  findings  indicate  that  ascorbic 
acid  is  the  form  of  the  vitamin  which  is  transported  across  the 
mucosal  epithelial  cell  and  that  dehydroascorbic  acid  enters  at 
a  much  reduced  rate.    Absorptive  activity  varied  along  the 
gastrointestinal  tract,  with  ileum  segments  showing  the  greatest 


activity  and  absorption  against  a  concentration  gradient.    An- 
aerobic conditions  and  the  presence  of  0.5  mM  dinitrophenol, 
1.0  mM  NaCN  or  10  mM  phlorhizin  inhibited  ascorbic  acid 
uptake  51,  65,  50  and  40%,  resp.    There  was  a  significant  de- 
crease in  uptake  of  the  vitamin  when  K"*"  or  Tris"*"  replaced  Na* 
in  the  medium,  or  when  oubain  was  added  to  the  incubation 
medium.    Phlorhizin  was  not  a  competitive  inhibitor  of  ascor- 
bic acid  transport.    The  presence  of  glucose  (16.7  mM)  in  the 
incubation  medium  had  no  effect  on  absorption  of  ascorbic 
acid.    It  is  concluded  that  the  observed  active  transport  of 
ascorbic  acid  satisfies  all  of  the  accepted  criteria  for  a  gradient- 
coupled,  Na"'"-dependent  transport  system  similar  to  but  distinct 
from  that  for  sugars,  and  that  it  may  represent  a  species-specific 
transport  mechanism  related  to  a  species-specific  nutrient  re- 
quirement. 

1050  SOME  ADDITIONAL  CHARACTERISTICS  OF 

METHIONINE  TRANSPORT  IN  THE  CHICKEN 
INTESTINE.   (E.)    Lerner,  J.  (Agric.  Res.  Svc,  U.S.  Dept. 
Agric,  PhUadelphia,  Pa.),  V.  Martin,  C.  R.  Eddy  and  M.  W. 
Taylor.    Experientia  24(11):1103-1104,  1968. 

The  inhibitory  effects  of  0.1-0.9  mM  L-ethionine  on  the  trans- 
port of  D-14c-  and  L-14c-methiomne  (0.1  mM)  were  investi- 
gated in  3-cm  segments  of  small  intestine  removed  from  fasted 
white- Leghorn  hens,  12-48  weeks  old;  the  segments  were  in- 
cubated at  37C  for  1  hr  in  oxygenated  Krebs-Henseleit  buffer 
containing  0.3%  glucose,  extracted  with  aqueous  alcohol,  and 
assayed  for  labeled  methionine  content  by  Uquid  scintillation 
techniques.   The  inhibitor-receptor  site  dissociation  constants 
(Kj)  for  L-ethionine  were  2.2  and  3.5  mM  for  D-methionine 
and  L-methionine,  resp.   These  values  confirmed  the  equation 
1/P  =  (Ki/100)(l  +  Si/K)(l/I)  +  1/100,  where  K  =  the  appa- 
rent Michaelis  constant;  I  =  the  inhibitor  concentration;  and 
P  =  the  percentage  of  inhibition  of  substrate  uptake.    In  other 
studies,  tissue  segments  were  incubated  for  30  min  with  radio- 
active methionine,  removed,  and  then  reincubated  with  unlabeled 
methionine;  the  incubation  media  were  assayed  by  liquid  scin- 
tillation techniques.   The  results  show  that  radioactive  methio- 
nine loss  from  preloaded  sections  was  accelerated  when  preload- 
ing was  from  a  1  mM  L-methionine  solution  and  when  the 
unlabeled  L-methionine  solution  was  also  1  mM;  if  0.1-mM 
solutions  were  used  no  acceleration  was  detected  unless  the 
concentration  of  unlabeled  methionine  was  raised  10-foId. 
The  infleunce  of  dinitrophenol  on  methionine  loss  was  in- 
vestigated as  a  function  of  time.    The  loss  was  more  rapid 
during  the  first  minute  and  continued  at  a  rate  about  3  times 
as  high  as  that  found  with  added  dinitrophenol;  almost  total 
methionine  loss  occurred  in  the  poisoned  system  within  50 
min.    The  data  support  the  hypothesis  that  energy  coupling 
is  needed  to  reduce  the  affinity  of  the  substrate  for  its  canier 
on  the  inner  side  of  the  membrane. 

1051  VARIOUS  FACTORS  INFLUENCING  THE 
DIGESTIVE  UTILIZATION  OF  FATTY  SUB- 
STANCES   (Fr.j   Thieulin,  C.  (Natl.  Ctr.  Zootech.  Res., 
Jouy-en-Josas,  France).   Ann  Nutr  (Paris)  22(6): 245-258,  1968. 

1052  PERFUSION  STUDIES  IN  RELATION  TO  IN- 
TESTINAL ABSORPTION.    (E.)    Sladen,  G.  E. 

Gut  9(6):624-628,  1968. 
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1053  THE  SITE  OF  IRON  ABSORPTION  IN  THE 
GASTROINTESTINAL  TRACT  AS  STUDIED 

}Y  A  REMOTE-CONTROL  INTESTINAL  CAPSULE.    (E.j 

iemmati,  A.  (Dept.  Med.,  U.  Bonn,  Germany).    German  Med 
\lonthly  13(12):569-573,  1968. 

1054  PLASMA  RADIOACTIVITY  FOLLOWING  ORAL 
ADMINISTRATION  OF  57co-LABELLED 

VITAMIN  Bi2.    (E.)    Finney,  R.  D.  and  R.  W.  Payne.    Scot 
tfed/13(12):428-429,  1968. 

1055  CURRENT  CONCEPTS  OF  BILE  ACID  ABSORP- 
TION.   (E.j    Schiff,  E.  R.  (U.  Texas  Southwest. 

»Ied.  Sch.,  Dallas,  Texas)  and  J.  M.  Dietschy.  Amer  J  Clin  Nutr 
l2(3):273-278,  1969. 

1056  DIETARY  TRIGLYCERIDE  COMPOSITION 
RELATED  TO  INTESTINAL  FAT  ABSORPTION. 

E.j    Holt,  P.  R.  (St.  Luke's  Hosp.  Ctr.,  New  York,  N.  Y.)  and 
>.  B.  Clark.  Amer  J  Clin  Nutr  22(3): 279-283,  1969. 

1057  A  PERSPECTIVE  OF  DIGESTIVE-ABSORPTIVE 
FUNCTION.    (E.j    Crane,  R.  K.  (Rutgers  Med. 

;ch..  New  Brunswick,  N.  J.).  Amer  J  Clin  Nutr  llOYIAl- 
!49,  1969. 

1058  MORPHOLOGIC  ASPECTS  OF  LIPID  ABSORP- 
TION.   (E.j    Dobbins,  W.  O.  III.  (VA  Hosp., 

Jurham,  N.  C).  Amer  J  Clin  Nutr  22(3):257-265,  1969. 

1059  EFFECT  OF  BILE  SALTS  ON  THE  RATE  OF 
FAT  ABSORPTION.    (E.j    Simmoads,  W.  J. 

Dept.  Physiol.,  U.  Western  Austraha,  Nedlands).   Amer  J  Clin 
Vutr  22(3):266-272,  1969. 


1060  INSULIN  AND  INTESTINAL  SUGAR  AB- 
SORPTION.   (E.j    Fromm,  D.  (Harvard  Med.  Sch., 

Boston,  Mass.).   Amer  J  Clin  Nutr  22(3):31 1-314,  1969. 

1061  COLONIC  ABSORPTION  OF  ELECTROLYTES 
AND  WATER.    (E.J    Levitan,  R.  (New  England 

Med.  Ctr.  Hosp.,  Boston,  Mass.).   Amer  J  Clin  Nutr  22(3):315- 
317,  1969. 

1062  INTESTINAL  ABSORPTION  OF  AMINO  ACIDS: 
CURRENT  CONCEPTS.    (E.j    Spencer,  R.  P.  (Yale 

U.  Sch.  Med.,  New  Haven,  Conn.).   Amer  J  Clin  Nutr  22(3): 
292-299,  1969. 

1063  INFLUENCE  OF  THE  ENDOCRINE  GLANDS 
ON  SMALL  INTESTINE  ABSORPTION.    (E.j 

Gelb,  A.  (Mt.  Sinai  Sch.  Med.,  New  York,  N.  Y.)  and  C.  D. 
Gerson.   Amer  J  Clin  Nutr  22(3):305-310,  1969. 

1064  EFFECT  OF  GASTRIN  ON  JEJUNAL  WATER 
ABSORPTION.    (E.j    Wright,  H.  K.  (Yale  U.  Sch. 

Med.,  New  Haven,  Conn.),  J.  Kabemba  and  T.  Herskovic.    Surg 
Forum  19:282-283,  1968. 

1065  HORMONAL  REGULATION  OF  BILE  FLUID 
AND  ELECTROLYTE  COMPOSITION.    (E.j 

Peskin,  G.  W.  (Michael  Reese  Hosp.  &  Med.  Ctr.,  Chicago,  lU.), 
G.  M.  G.  DaCruz  and  E.  L.  Kaplan.    Surg  Forum  19:346-347, 
1968. 

1066  DISTRIBUTION  AND  KINETICS  OF  LABELLED 
VITAMIN  Bi2.    (E.j    Flodh,  H.   Acta  Radiol 

(Stockholmj  7(Suppl.  284):4-73,  1968. 
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1067  ESOPHAGEAL  RESPONSES  TO  DISTENSION 

AND  ELECTRICAL  STIMULATION.    (E.) 
Christensen,  J.  (Dept.  Int.  Med.,  U.  Iowa,  Iowa  City)  and  G.  F. 
Lund.  /  Clin  Invest  48(2):408-419,  1969. 
The  autonomic  control  of  esophageal  smooth  muscle  was  studied 
by  the  use  of  3  different  preparations  of  opossum  esophagus: 
esophagus  in  vivo,  isolated  whole  esophagus,  and  isolated  strips 
of  the  3  layers  of  esophageal  smooth  muscle.   Responses  to 
localized  distension  and  elecUical  stimulation  were  examined. 
Distension  of  the  esophagus  in  vivo  produced  3  different  re- 
sponses:   1)  inflation  of  a  distending  balloon  caused  a  brief  con- 
traction rostral  to  the  point  of  distension  (the  on  response); 
2)  maintenance  of  distension  produced  shortening  of  the  esoph- 
agus sustained  for  the  duration  of  distension  (the  duration  re- 
sponse); and  3)  deflation  of  the  balloon  caused  a  single  brief 
caudal  circumferential  contraction,  propagated  caudad  (the  off 
response).   These  same  effects  were  seen  in  the  isolated  whole 
esophagus  with  both  the  distending  balloon  and  electrical  stimu- 
lation.   Electrical  stimulation  of  isolated  strips  of  the  3  muscle 
layers  showed  that  the  muscularis  mucosae  and  the  longitudinal 
layer  of  the  muscularis  propria  always  responded  with  a  duration 
response  only.   The  circular  layer  of  the  muscularis  propria  re- 
sponded with  on  and  off  responses  only.   These  observations 
suggest  that  both  types  of  stimuU  excite  the  same  afferent  nerve 
fibers  in  local  reflex  pathways.    Peristalsis  can  be  maintained  by 
these  reflexes  in  the  smooth  muscle  part  of  the  esophagus  inde- 
pendent of  central  nervous  connections. 

1068  EFFECT  OF  ATROPINE  AND  DMAE  (A  HEM- 

ICHOLINIUM  DERIVATIVE)  ON  CONTRACTILE 
RESPONSES  OF  THE  GUINEA  PIG  ILEUM.   (E.)    Goldenberg, 
M.  M.  (Norwich  Pharmacal  Co.,  N.  Y.).   Canad  J  Physiol 
Pharmacol  47(2):  185-192,  1969. 

The  effects  of  atropine  and  a,a'-bis(dimethylammoniumacetal- 
dehyde  diethylacetal)-p,p'-diacetylbiphenyl  bromide  (DMAE) 
on  the  response  of  the  isolated  guinea  pig  Ueum  to  ganglionic 
stimulants  and  to  transmural  stimulation  were  investigated  in 
vitro.    Nicotine  and  l,l-dimethyl-4-phenylpiperazinium  iodide 
(DMPP),  caused  initial  spike-like  contractions,  which  were  blocked 
by  atropine,  followed  by  a  slow  sustained  contraction,  which  was 
atropine-resistant  but  was  inhibited  by  DMAE.   Cocaine  and 
morphine,  unlike  DMAE,  did  not  elicit  a  differential  antagonism 
of  the  biphasic  effects  of  the  ganglionic  stimulants.   Contractions 
evoked  by  transmural  stimulation,  however,  were  augmented  by 
DMAE  but  reduced  by  cocaine  and  atropine.    DMAE  might  in- 
duce ileal  contractions  by  means  of  intrinsic  excitation  of  the 
chohnergic  neuronal  elements  and  not  by  a  direct  action  on 
cholinergic  smooth  muscle  receptors.   It  is  concluded  that  gan- 
gUonic  stimulants  have  revealed  an  atropine-resistant  noncholin- 
ergic  neuronal  pathway  in  the  guinea  pig  ileum  which  is  sensitive 
to  DMAE  blockade.   The  actions  of  DMAE  and  cocaine  on  the 
contractions  caused  by  ganglionic  stimulants  and  transmural 
stimulation  are  not  parallel  in  character. 

1069  THE  EFFECT  OF  VAGOTOMY  ON  THE  HUMAN 

GASTROOESOPHAGEAL  SPHINCTER.  (E.) 
Mann,  C.  V.  (London  Hosp.,  England)  and  J.  D.  Hardcastle. 
Gut  9(6):688-695,  1968. 


The  effect  of  vagotomy  on  esophageal  sphincter  pressures  and 
deglutition  was  studied  in  14  duodenal  ulcer  patients.    In  9  pa- 
tients studied  10-14  days  after  surgery,  a  significant  drop  in 
pressure  immediately  below  the  diaphragm  was  found  by  open- 
tip  examination.    No  changes  in  sphincter  pressure  were  found 
by  small  balloon  studies,  and  deglutition  responses  were  unaf- 
fected.  In  4  patients  studied  more  than  1  yr  after  surgery,  no 
significant  changes  in  sphincter  pressure  were  found  in  com- 
parison to  preoperative  controls  (15),  and  deglutition  responses 
were  normal.   The  results  show  that  the  reflux  reported  to  occur 
after  vagotomy  is  not  caused  by  a  drop  in  esophageal  sphincter 
pressures  as  a  consequence  of  the  operation.   The  reduction  in 
sphincter  pressure  noted  in  the  first  group  just  below  the  hiatus 
may  be  a  consequence  of  division  of  the  phrenoesophageal  Uga- 
ment  during  mobiUzation  of  the  lower  esophagus.   The  minimal 
changes  in  sphincter  pressures  observed  after  vagotomy  and  the 
absence  of  any  change  in  deglutition  responses  demonstrate  that 
the  abdominal  vagus  nerves  do  not  play  a  major  role  in  main- 
taining or  controlling  the  human  gastroesophageal  pressure  9 
barrier.                                                                                            * 


1070  INTRALUMINAL  PRESSURE  STUDIES  AT  DIF 

FERENT  DISTANCES  FROM  THE  ANUS  IN 
NORMAL  SUBJECTS  AND  IN  PATIENTS  WITH  THE  IRRIT- 
ABLE  COLON  SYNDROME.   (E.)    Ritchie,  J.  A.  (Nuffield        || 
Dept.  Clin.  Med.,  Oxford,  England)  and  M.  S.  Tuckey.  Amer     ■ 
JDigDis  14(2):96-106,  1969. 

Parameters  of  intraluminal  pressure  in  the  human  rectum  and 
pelvic  colon  were  recorded  at  different  distances  fiom  the  anal 
margin  in  a  total  of  56  observations  in  25  normal  subjects  and  < 
compared  with  measurements  taken  from  183  observations  in 
98  patients  with  the  irritable  colon  syndrome.   The  latter  group 
was  divided  into  those  with  painless  diarrhea,  those  with  spastic 
colon  in  whom  colonic  pain  was  the  chief  symptom,  and  those 
with  both  pain  and  diarrhea.   The  pattern  of  localized  motor 
activity  found  in  patients  with  painless  diarrhea  resembled  that 
seen  in  normal  subjects.   There  were  also  simUarities  between 
the  curves  for  the  group  with  the  spastic  colon  and  the  group 
with  mixed  symptoms;  these  were  significantly  different  from 
those  obtained  from  normal  subjects  and  patients  with  pain- 
less diarrhea.   The  findings  tend  to  differentiate  a  consistentiy  ; 
painless  diarrhea  from  the  remainder  of  the  irritable  colon  syn- 
drome. 

1071  ANTICHOLECYSTOKININ  ACTIVITY  IN  THE 

WALLS  OF  THE  GALLBLADDER  AND  COM- 
MON BILE  DUCT:    AN  EXPERIMENTAL  STUDY.    (It) 
Vezzadini,  P.  (1st  Inst.  Spec.  Med.  P^^^    U^  Bologna  miy). 
G.  Fontana  and  P.  AzzaroU.   G  C/m  A/ed  49(11):1161-1172. 

1968.  ! 

Homogenates  and  acetone  extracts  of  fragments  from  the  gall- 
bladder and  extrahepatic  biliary  tract  of  male  rabbits  were  m- 
cubated  at  37C  with  0.5  mg  of  cholecystokinm  for  20  min 
after  which  the  cholecystokinin  and  anticholecystokmm  actn^ 
ities  of  the  mixture  were  determined  by  biological  Wratum J 
^inea  pig  gallbladders  in  situ.  Most  of  the  ant.cholecystokin, 
activity  was  located  in  the  neck  and  body  of  the  gallbladder 
although  some  was  also  found  in  the  fundus  and  cystic  duct.  , 
These  findings  suggest  that  disorders  in  the  motility  of  the      j 
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biliary  tract,  particularly  postcholecystectomy  syndrome  and 
some  types  of  primary  and  secondary  biliary  dyskinesia,  are  due 
to  a  deficiency  or  excess  of  anticholecystokinin. 

1072  ANTRAL  MUSCLE  SENSITIVITY  AFTER  VA- 

GOTOMY IN  THE  RAT.    (E.)    Bremner,  C.  G. 
(Gen.  Hosp.,  Johannesburg,  South  Africa).   S  Afr  Med  J 
43(5):114-118,  1969. 

Antral  contractile  activity  in  the  rat  was  evaluated  5-66  days 
after  vagotomy  in  longitudinal  muscle  strips  from  the  greater 
curvature  of  the  stomach  (including  pyloric  muscle)  and  in 
isolated  stomach  preparations  perfused  under  pressure  with 
Tyrode's  solution.   Muscle  strips  from  normal  and  vagotomized 
animals  (5,  12  or  30  days  after  surgery),  but  not  from  sham- 
operated  animals,  showed  spontaneous  contraction.   The  re- 
sponse of  the  strips  to  acetylchoUne  was  as  good  in  the  vago- 
tomized as  in  the  normal  unoperated  specimens,  and  better 
than  in  the  sham-operated  strips.   Pressure  recordings  of  per- 
fused stomachs  showed  markedly  increased  antral  motility  after 
vagotomy  and  a  significant  response  to  acetylcholine  stimulation 
as  compared  with  sham-operated  stomachs.    However,  there  was 
minimal  change  in  antral  activity  following  electrical  stimulation 
in  vitro  of  stomach  preparations  from  vagotomized  rats.   These 
observations  suggest  that  a  slight  increase  in  muscle  sensitivity 
occurs  after  vagotomy,  combined  with  some  pyloric  dysfunc- 
tion, resulting  in  a  mechanical  obstruction  to  outflow  at  the 
pylorus. 

1073  ELECTROMYOGRAPHY  OF  THE  COLON  IN 

SITU:    AN  EXPERIMENTAL  STUDY  IN  MAN 
AND  IN  THE  RABBIT.   (E.)    Couturier,  D.  (Bichat  Hosp., 
Paris,  France),  C.  Roze,  M.  H.  Couturier-Turpin  and  C.  Debray. 
Gastroenterology  56(2):317-322,  1969. 

The  spontaneous,  low-frequency  electrical  activity  of  the  pelvic 
colon  in  12  normal  human  subjects,  recorded  by  a  mucosal 
electrode  introduced  per  rectum,  was  compared  with  that  re- 
corded from  electrodes  attached  to  the  serosal  surface  of  the 
colon  in  9  male  rabbits.   In  humans,  slow-wave  sequences 
varying  in  duration  from  20  sec  to  3  min  were  recorded  during 
5%  of  the  total  observation  period.   The  average  frequency  of 
the  recorded  slow  waves  was  9.9  cycles/min  (8.4-10.6)  and  the 
average  amplitude  was  0.48  mvolts  (0.18-1.0).    Slow  wave  ac- 
tivity was  also  independent  of  the  patient's  age.    Spike  poten- 
tials recorded  in  bursts  of  203  sec  duration  were  seen  less  often 
than  the  slow  waves.   The  frequency  of  the  bursts  of  spike  po- 
tentials corresponded  to  that  of  the  slow  waves,  but  spike  po- 
tentials were  not  confined  to  a  single,  phase  of  the  slow  waves; 
luminal  pressure  of  the  colon  (as  observed  in  the  small  intes- 
tine).  In  the  rabbit,  slow-wave  electrical  activity  was  recorded 
during  6%  of  the  observation  period,  varying  in  duration  from 
30-90  sec  with  an  average  frequency  of  13.8  cycles/min  and 
an  average  amplitude  of  0.4  mvolts.    Recordings  made  from  the 
mucosal  surface  in  the  rabbit  agreed  with  those  from  the  serosal 
surface.   The  similarity  between  the  slow- wave  activity  recorded 
from  both  preparations  is  evidence  that  this  activity  arises  in 
the  muscle  of  the  colon,  presumably  resulting  from  synchronous 
electrical  activity  of  groups  of  muscle  cells.   Further  studies  are 
necessary  to  establish  the  location  and  propagation  of  slow  waves 


in  the  colon  and  to  relate  this  electrical  activity  to  muscular 
contraction. 

1074  EXPERIMENTAL  RADIOCINEMATOGRAPHIC 

STUDY  OF  GASTROESOPHAGEAL  REFLUX 

IN  MAN.    (Fr.)    Boutelier,  P.  (U.  Hosp.  Ctr.,  Paris,  France), 
A.  Behar,  P.  Tschantz  and  F.  Heitz.   Arch  Franc  Mai  Appar  Dig 
57(11):909-916,  1968. 

Gastroesophageal  reflux  was  induced  in  20  patients  with  no 
esophageal  abnormalities  (12  men  and  8  women,  aged  17-83  yr) 
by  passing  an  aspiration  tube  through  the  hiatus.    Reflux  was 
greatest  in  subjects  over  40  yr  old,  probably  because  of  changes 
in  the  tonus  of  the  caidia  and  diaphragmatic  pillars  with  age. 
Mild  hypotonia  was  observed  in  2,  and  no  change  in  tonus  in  3, 
of  the  5  subjects  with  minimal  reflux.   None  had  anomaUes  in 
esophageal  peristalsis.    Of  the  7  subjects  with  moderate  reflux, 
all  had  some  esophageal  hypotonia  combined  with  delays  in  the 
passage  of  barium  and  esophageal  dilatation.    In  addition,  changes 
were  seen  in  esophageal  peristalsis  in  5  cases  (tertiary  waves  in 
3  and  spasms  in  2).    Peristaltic  changes  were  usually  accompanied 
by  considerable  hypotonia.    Esophageal  hypotonia  was  present 
in  all  8  subjects  with  severe  reflux,  and  anomalies  in  peristalsis 
were  seen  in  7  (tertiary  waves  in  6  and  spasms  in  1).    Reflux 
and  hypotonia  persisted  after  withdrawal  of  the  tube  in  4  sub- 
jects and  tertiary  waves  persisted  in  1  (an  83-yr-old  woman). 


1075  GASTROINTESTINAL  EFFECTS  OF  METO- 
CLOPRAMIDE  IN  MAN:    IN  VITRO  EXPERI- 
MENTS WITH  HUMAN  SMOOTH  MUSCLE  PREPARATIONS. 

(E.)    Eisner,  M.  (U.  Med.  Clin.,  Munic.  Hosp.,  Basel,  Switzerland). 
Brit  Med  J  4(5632):679-680,  1968. 
The  effects  of  metoclopramide  (N-(diethylaminoethyl)-2- 
methoxy-4-amino-5-chlorobenzamide;  0.1-100  jug/ml)  on  human 
gastrointestinal  smooth-muscle  preparations  was  investigated 
in  vitro.    Small-intestinal  and  colonic  circular  muscle  was  con- 
tracted by  metoclopramide;  this  effect  was  antagonized  by 
atropine.    Gastric  and  colonic  longitudinal  muscle  was  sensitized 
to  acetylcholine  by  metoclopramide,  and  in  this  case  atropine 
was  a  partial  antagonist  of  metoclopramide.    The  interference 
between  acetylcholine  and  metoclopramide  is  of  a  previously 
undescribed  pharmacological  type,  involving  the  existence  of 
2  different  but  mutually  interfering  receptors  for  the  contrac- 
tion of  smooth  muscle.    Metoclopramide  had  no  effect  on  the 
relaxation  or  contraction  induced  by  isoprenalin  or  serotonin. 
The  effects  of  metoclopramide  in  vivo,  where  its  action  is  pre- 
dominantly on  the  stomach  and  pylorus,  are  not  fuUy  explained 
by  these  in  vitro  experiments  in  which  the  effect  was  most 
pronounced  on  the  colon. 

1076  INTESTINAL  MOTILITY  IN  DOMESTIC  FOWL. 

(Pol)  Nagorna-Stasiak,  B.  (Dept.  Anim.  Physiol., 
WSR,  Lublin,  Poland)  and  M.  Pytasz.  Acta  Physiol  Pol  19(6): 
949-960,  1968. 

1077  TRACER  STUDY  OF  GASTROINTESTINAL 
TRANSIT  IN  ABDOMEN-IRRADIATED  RATS. 

fEI    Bouckaert,  A.  (Cancer  Inst.,  U.  Louvain,  Belgium). 
Radiobiol  Radiother  (Berlin)  9(5):567-572,  1968. 
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1078  SECRETORY  POTENTIALS  IN  RAT  SUBMAXIL- 

LARY GLAND.    (E.)    Schneyer,  L.  H.  (U.  Alabama 
Med.  Ctr.,  Birmingham)  and  Y.  Yoshida.   Proc  Soc  Exp  Biol 
Med  130(1):192-196,  1969. 

Secretory  potentials  from  submaxillary  gland  acinar  cells  were 
studied  in  Long-Evans  adult  rats  surgically  prepared  for  micro- 
electrode  recording.    Bipolar  electrodes  were  placed  on  the  can- 
nulated  main  excretory  duct  of  the  gland  for  stimulation  of 
chordi  tympani  fibers  running  along  the  duct  (parasympathetic 
stimulation),  and  electrodes  were  also  placed  around  the  common 
carotid  artery  or  the  superior  cervical  ganglion  (sympathetic 
stimulation).    Repetitive  electrical  stimuli  of  10-20  cycles/sec 
at  2-8  volts  (5  msec  duration)  were  used  to  evoke  secretory 
potentials.    Stimulation  oi  either  the  parasympathetic  or  sym- 
pathetic innervation  evoked  secretory  potentials  which  were 


small  in  magnitude  and  inconstant  in  form.   Either  hyperpolar- 
ization  or  depolarization  occurred  with  stimulation  of  either 
the  sympathetic  or  parasympathetic  innervation  separately.    It 
is  suggested  that  more  than  1  ionic  shift  occurs  across  the  mem- 
brane during  stimulation  and  that  the  form  of  the  potentials 
depends  upon  an  algebraic  balance  of  ion  movements  at  any  1 
time. 


1079  CURRENT  IDEAS  AS  TO  THE  DIRECT  PAR- 

TICIPATION OF  THE  GASTROINTESTINAL 
TRACT  IN  METABOLISM.    (Rus.)    Shlygin,  G.  K.  (Inst. 
Nutrit.,  Acad.  Med.  Sci.  USSR,  Moscow).    Vestn  Akad  Nauk 
SSSR  23(12):27-33,  1968. 


See  also:    1114 
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1080  THE  EFFECT  OF  PROTEIN  PRODUCTS  ON 
GASTRIC  SECRETION  IN  DOGS.    (Rus.) 

Storozhuk,  P.  G.  (Kuban  Med.  Inst.,  Krasnodar,  USSR).    Vop 
man  27(5):50-55,  1968. 

Gastric  secretion  was  measured  in  6  dogs  with  Pavlov  pouches 
for  6  hr  after  feeding  various  foods  containing  equal  amounts 
of  protein.    The  largest  volumes  of  gastric  juice  were  produced 
by  feeding  egg  yolk,  followed  by  meat  and  fish,  egg  white,  and 
milk  protein.    Secretion  of  acid  and  pepsin  followed  similar 
patterns.    Egg  yolk  was  by  far  the  strongest  stimulant  of  any 
food  tested.    It  produced  a  2-6  fold  increase  in  the  volume  of 
gastric  juice  secreted,  a  3-11  fold  increase  in  acid  secretion,  and 
a  2.5-7.5  fold  increase  in  pepsin  secretion. 

1081  INHIBITION  OF  GASTRIC  SECRETION  IN  THE 
RAT  WITH  SODIUM  OLEATE.    (E.)    Rochman, 

N.  D.  (Long  Island  Jewish  Hosp.,  New  Hyde  Park,  N.  Y.), 
P.  E.  Lear,  L.  Picker  and  C.  MandeU.  /  Surg  Res  9(4): 21 3-215, 
1969. 

Solutions  of  oleic  acid  (0.1  and  0.2N),  linoleic  acid  (O.IN), 
stearic  acid  (O.IN),  and  propionic  acid  (O.IN),  adjusted  to  pH 
8  with  NaOH,  were  given  i.v.  and  i.p.  to  male  Wistar  rats  pre- 
viously fasted  for  48  hr,  and  the  effect  oh  gastric  secretion  was 
measured  4  hr  later  by  the  method  of  Shay.    Both  i.v.  and  i.p. 
sodium  oleate  showed  significant  suppression  (by  1/3)  of  the 
volume  of  gastric  acid  secretion  as  compared  to  saline-injected 
controls,  whereas  the  propionate,  linoleate,  and  stearate  solu- 
tions had  no  significant  effect.    It  is  concluded  that  sodium 
oleate  may  have  a  specific  pharmacological  effect  on  gastric 
secretion  in  the  rat. 

1082  A  GASTRIC  FISTULA  PREPARATION  TO  STUDY 
SECRETION  IN  THE  INNERVATED  STOMACH. 

(E.)    Sanders,  R.  J.  (U.  Colorado  Med.  Ctr.,  Denver).   Surgery 
65(3):447-453,  1969. 

An  innervated  gastric  fistula  preparation  was  made  in  dogs  by 
inserting  a  plastic  cannula  into  the  gastric  antrum  and  bringing 
it  out  to  the  abdominal  wall.    Maximal  histamine  studies  were 
then  performed  using  the  cannula  to  collect  samples.   The  re- 
producibility of  these  studies  was  comparable  to  similar  studies 
in  dogs  with  isolated  Heidenhain  pouches.   The  fistula  pre- 
paration did  not  lose  significant  fluid  and  electrolytes  because 
secretions  were  collected  for  only  1-2  hr/day.    It  is  felt  that 
this  preparation  provides  a  better  long-term  preparation  for 
the  study  of  the  effects  of  vagotomy  on  gastric  secretion  than 
is  presently  available. 

1083  SELECTIVE  AND  TOTAL  VAGOTOMY  WITH- 
OUT DRAINAGE:    A  COMPARATIVE  STUDY 

OF  GASTRIC  SECRETION  AND  MOTILITY  IN  DOGS.    (E.) 
Shiina,  E.  (U.  Washington  Sch.  Med.,  Seattle)  and  C.  A.  Griffith. 
Ann  Surg  169(3):326-333,  1969. 

Five  adult  mongrel  dogs  equipped  with  Heidenhain  pouches 
underwent  selective  vagotomy  at  a  1st  stage  and  total  vagotomy 
at  a  2nd  stage.    Before  and  after  each  stage,  gastric  emptying 
was  measured  by  barium  meals  and  gastric  secretion  was  mea- 
sured by  24-hr  pouch  collections.    The  completeness  of  the 
vagotomy  was  determined  by  insulin  tests  after  selective  vago- 
tomy and  after  total  vagotomy  by  the  electrical  vagal  stimulation 


method  in  the  presence  of  circulating  neutral  red.    Pouch  secre- 
tions increased  only  slightly  after  selective  vagotomy  whereas 
large  increases  were  seen  after  total  vagotomy.   This  difference, 
as  determined  by  studies  of  secretions  from  the  main  stomach 
and  gastrointestinal  motility,  could  not  be  explained  by  any 
differences  in  completeness  of  gastric  vagotomy  or  decrease  in 
secretion  from  the  main  stomach  or  gastrointestinal  stasis.    It 
was  postulated  that  these  differences  may  be  due  to  inhibition 
of  gastric  secretion  by  the  hepatic  and  celiac  vagi.   The  mech- 
anisms of  this  inhibition,  however,  are  unknown. 

1084  ACID  SECRETION  IN  GUINEA  PIGS  WITH 

CHRONIC  GASTRIC  FISTULAS.  (E.)  Ragins, 
H.  (Albert  Einstein  Coll.  Med.,  Bronx,  N.  Y.)  and  F.  Wincze. 
J  Surg  Res  9(4):217-221,  1969. 

Guinea  pigs  with  chronic  gastric  fistulas  were  developed  to  fill 
the  need  for  a  small-animal  preparation  in  which  acid  secretion 
could  be  stimulated  and  monitored  reliably  for  long  periods 
of  time.    A  titanium  cannula  for  the  gastrostomy  was  devised 
having  the  form  of  a  collar  button  with  a  double  flange  near 
the  base  and  a  fenestrated  end  flange  on  the  surface  of  the 
stomach  for  suturing  the  stomach  wall.    A  small  Teflon  screw 
was  used  to  plug  the  cannula  when  collections  were  not  being 
made.    The  cannula  was  located  near  the  center  of  the  greater 
curvature  of  the  stomach  and  brought  out  high  posteriorly  near 
the  vertebral  column.    All  animals  were  declawed  to  prevent 
removal  of  the  cannula.    Based  hourly  volumes  ranged  from 
0-5  ml  and  rarely  approached  10  ml;  the  free  acid  ranged 
up  to  90  mEq/liter.    Stimulated  hourly  volumes  (Histalog) 
ranged  up  to  16  ml  and  the  free  acid  concentration  ranged  up 
to  127  mEq/hter.    Dose-response  curves  for  Histalog  s.c.  showed 
a  leveUng  off  at  a  range  of  5.44-8.16  mg/kg/hr.    Continous 
maximal  stimulation  of  acid  secretion  in  the  unanesthetized 
unrestrained  guinea  pig  was  achieved  by  cementing  an  electro- 
lyte microflow  pump  to  the  shaved  back  of  the  animal.    Ani- 
mals were  shown  to  survive  and  function  well  for  up  to  9 
months  with  this  preparation. 

1085  GASTRIC  SECRETION  AND  INTRAVENOUS 

INJECTION  OF  POTASSIUM.    (E.)    Link,  E. 
(Med.  Clin.,  U.  Erlangen-Nuremberg,  Germany)  and  R.  Ottenjann. 
Digestion  l(5):277-288,  1968. 

The  influence  of  parenteral  potassium  on  both  basal  gastric  se- 
retion  and  gastric  secretion  submaximally  stimulated  by  hista- 
mine was  determined  in  a  total  of  35  normal  male  subjects 
(mean  age  42  yr).    Gastric  juice  samples  were  collected  by 
gastric  intubation.   In  the  basal  secretion  studies,  20  subjects 
received  15  mEq  potassium  as  a  1  M  KCl  solution  in  200  ml 
5%  fructose  i.v.  over  1  hr;  blood  samples  weire  obtained  before 
and  at  30  and  60  min  intervals  after  the  start  of  the  infusion 
in  order  to  determine  the  serum  K  level.    In  the  stimulated  se- 
cretion studies,  15  subjects  received  12  /Jg  histamine/kg  over  a 
2-hT  period,  and  15  mEq  K  as  1  M  KCl  solution  in  50  ml  5% 
fructose  over  a  1  hr  period  beginning  1  hr  after  the  start  of  the 
histamine  infusion.    It  was  noted  that  K  infusion  stimulated 
basal  secretion;  the  rate  of  secretion  of  H,  CI,  K,  and  Na  showed 
a  significant  increase.    Parenteral  K  had  no  effect  on  H,  CI, 
K,  or  Na  secretion  rates  during  histamine  stimulation;  however, 
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the  H  concentration  increased  significantly.  During  and  after 
the  K  infusion,  the  gastric  secretion  of  K  as  compared  to  the 
secretion  of  H  increased  significantly.  When  the  results  were 
used  to  calculate  the  nonparietal  component  of  gastric  secretion, 
a  value  of  6.5  ml/15  min  was  determined  as  the  nonparietal 
basal  secretion. 

1086  EFFECT  OF  CORTICOTROPIN  ON  GASTRIC 
ACID,  PEPSIN,  AND  MUCUS  SECRETION  IN 

DOGS  WITH  FISTULAS.    (E.)    Sun,  D.  C.  H.  (VA  Hosp., 
Phoenix,  Ariz.).  Amer  J  Dig  Dis  14{2):107-112,  1969. 

In  6  dogs  prepared  with  esophagostomies  and  gastric  fistulas, 
weekly  studies  of  gastric  secretion,  including  volume,  acid  and 
pepsin  output,  and  mucus  chemical  composition,  were  performed 
during  an  8-week  basal  period  and  during  an  8-week  test  period 
in  which  ACTH  (40  U  i.m.)  was  given  daily.    At  the  end  of  the 
1st  week  of  the  test  period,  gastric  secretion  increased  by  an 
average  of  260%  over  the  basal  period,  acid  output  increased 
from  0.45  mEq/hr  during  the  basal  period  to  2.98  mEq/hr, 
while  pepsin  secretion  was  unaffected.   The  average  protein, 
hexosamine,  and  sialic  acid  outputs  did  not  differ  significantly 
during  the  2  periods  of  observation.   However,  a  significant  de- 
crease in  the  fucose  output  (from  18.5  jLtM/3  hr  during  the 
basal  period  to  13.1  /LtM/B  hr  after  the  1st  week  of  the  test 
period)  was  noted;  significant  decreases  in  the  stoichiometric 
molar  ratios  of  fucose  to  hexosamine  and  to  sialic  acid  were 
likewise  noted.   The  alteration  in  the  neutral  and  acidic  muco- 
polysaccharides of  the  gastric  mucus  secreted  during  ACTH 
administration  may  indicate  an  impairment  of  the  gastric  mu- 
cosal barrier. 

1087  CANINE  GASTRIC  AND  PANCREATIC  SECRE- 
TION DURING  INTESTINAL  DISTENSION  AND 

INTESTINAL  PERFUSION  WITH  CHOLINE  DERIVATIVES. 

(E.)    Sum,  P.  T.  (Dept.  Exper.  Surg.,  McGill  U.,  Montreal,  P. 
Q.,  Canada),  H.  L.  Schipper  and  R.  M.  Preshaw.    Canad  J 
Physiol  Pharmacol  47(2):  115-1 18,  1969. 

In  order  to  determine  whether  the  2  functionally  and  structur- 
ally similar  hormones,  gastrin  and  cholecystokinin-pancreozymin, 
are  released  by  similar  stimuli  originating  in  the  intestinal  lumen, 
dilute  solutions  of  acetylcholine  or  bethanechol  in  0.15  M  NaCl 
were  infused  into  the  duodenum  of  3  mongrel  dogs  prepared 
with  chronic  gastric  and  pancreatic  fistulas.    Solutions  were  in- 
fused at  a  rate  of  60  ml/hr  (acetylcholine  17  /ig/ml  and  be- 
thanechol 0.4  jug/ml)  for  30  min;  the  dose  was  doubled  over 
the  next  30-min  period.    Controls  received  saline  alone.   Gastric 
and  pancreatic  secretions  were  collected  at  intervals  during  the 
infusions.   In  other  experiments,  the  intestine  was  distended 
for  90  min  by  a  balloon  filled  with  0,  30,  60,  and  90  ml  of 
water.    In  6  experiments,  infusion  of  acetylcholine  caused  a 
small  increase  in  gastric  acid  output,  but  had  no  effect  on  pan- 
creatic protein  output,  flow  rate,  or  bicarbonate  output.    Higher 
concentrations  of  acetylcholine  caused  restlessness  with  reddening 
of  the  intestinal  mucosa.    Infusion  of  saline  alone  for  a  similar 
period  of  time  also  caused  a  slight  increase  in  gastric  acid  out- 
put without  increasing  pancreatic  secretion.    Bethanechol  infus- 
ion increased  both  gastric  acid  output  and  pancreatic  protein 
output,  with  a  smaller  increase  in  flow  rate  and  bicarbonate 
output.    In  24  experiments,  balloon  distension  of  the  duodenum 
increased  gastric  acid  output  but  had  no  effect  on  pancreatic 


flow  rates  or  output  with  no  evidence  of  inhibition  of  pancrea- 
tic secretion  after  distension.   When  bethanechol  was  given  in 
the  same  dose  i.v.,  the  same  results,  but  to  a  greater  degree, 
were  observed.   It  is  concluded  that  the  introduction  of  acetyl- 
chohne  or  bethanechol  solutions  into  the  duodenum  or  balloon 
distension  of  the  duodenum  has  little  effect  on  pancreatic  secre- 
tion. 

1088  EFFECTS  OF  COMMERCIAL  PANCREOZYMIN 

PREPARATION  (CECEKIN)  AND  GASTRIN 
PENTAPEPTIDE  UPON  ACID  AND  PEPSIN  SECRETION  IN 
GASTRIC  FISTULA  DOGS.    (E.)    Venables,  C.  W.  (Mount  Si 
Sinai  Sch.  Med.,  New  York,  N.  Y.),  J.  Rudick,  A.  E.  Kark  and 
D.  A.  Dreiling.  J  Surg  Res  9(2):55-60,  1969. 
The  effects  of  a  commercial  preparation  of  pancreozymin-cho- 
lecystokinin  (Cecekin),  containing  a  small  amount  of  secretin, 
and  of  gastrin  pentapeptide  on  gastric  acid  and  pepsin  secretion 
were  studied  in  4  dogs  with  gastric  fistulas.   Continuous  i.v.  m- 
fusion  of  0.5-4  U/kg/hr  of  Cecekin  stimulated  acid  secretion, 
but  the  amount  of  stimulation  and  dose  at  which  peak  output 
occurred  varied  with  each  dog  (coefficient  of  variabiUty=105%). 
There  was  an  overall  3-fold  increase  in  acid  secretion  over  basal 
levels.    Variation  in  response  (coefficient  of  variability=39%) 
among  dogs  given  gastrin  pentapeptide  (0.75-6  /Jg/kg/hr  i.v.  was 
less  and  peak  output  occurred  at  a  dose  of  3  /Jg/kg/hr  in  3  of 
4  animals.   The  maximal  secretion  obtained  with  gastrin  penta- 
peptide was  6.68  compared  to  2.92  /iEq/20  min  for  Cecekin. 
With  methacholine  (125  jUg/kg/hr)  added  to  the  infusion  a  14% 
increase  in  maximal  acid  output  occurred  with  gastrin  pentapep- 
tide, while  the  increase  was  about  80%  with  Cecekin.    Pepsin 
secretion  was  equally  stimulated  by  both  drugs;  an  overall  3- 
fold  increase  in  pepsin  output  over  basal  levels  was  observed. 
Addition  of  a  constant  methachohne  background  enhanced 
pepsin  output  in  response  to  both  secretagogues  equally.    In 
general,  there  was  little  difference  in  the  peak  response  to  the 
2  drugs,  even  when  potentiated  by  methacholine.   With  Cecekin 
the  peak  chloride  output  was  45%  and  the  peak  potassium  out- 
put was  47%  of  that  noted  for  gastrin  pentapeptide.   The  addi- 
tion of  methacholine  increased  chloride  and  potassium  outputs 
and  reduced  the  difference  between  the  response  to  the  2  drugs.| 

1089  INCORPORATION  OF  RADIOSULFATE  IN  THE 

GASTRIC  MUCOSA  OF  THE  RAT  SUBJECTED 
TO  RESTRAINT.   (E.)    Lambert,  R.  (Edouard-Herriot  Hosp., 
Lyon,  France),  C.  Andre  and  F.  Martin.    Gastroenterology 
56(2):  200-205,  1969. 

Carrier-free  35s  as  sodium  sulfate  (100  txC)  was  injected  i.p. 
into  22  male  Wistar  rats  subsequently  subjected  to  24  hr  of 
restraint  in  a  metal  tube  and  into  22  control  animals.   Gastric 
ulcers  were  observed  at  the  end  of  24  hr  in  13  of  22  restrained 
rats  and  in  none  of  the  controls.    Homogenates  of  stomach 
mucosa  and  muscular  layer  were  prepared  and  digested  by  pepsii 
for  24  hr.    In  the  gastric  mucosa  the  total  nondialyzable  radio- 
sulfate  did  not  vary  significantly  between  controls  and  restraint 
animals  without  ulcers  (93.8%  of  controls),  but  significantly  de- 
creased radiosulfate  incorporation  (60.2%  of  controls)  was  ob- 
served in  rats  with  ulcers  following  restraint.    Results  were 
similar  for  the  nondialyzable  fractions  precipitable  and  not 
precipitable  by  cetyl-pyridinium  chloride.   In  the  muscular  layei 
the  nondialyzable  radiosulfate  did  not  vary  significantly  among 
the  3  groups  of  rats.    Further  studies  are  needed  to  determine 
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whether  the  observed  depression  of  sulfate  incorporation  is  a 
cause  or  a  result  of  the  gastric  ulcers. 

1090  EXPERIMENTAL  HYPERPARATHYROIDISM: 

EFFECTS  ON  GASTRIC  SECRETION.    (E.j 

Fischer,  J.  E.  (Massachusetts  Gen.  Hosp.,  Boston)  and  R.  F. 
Gittes.  y5wrg/?ex9(2):49-53,  1969. 

Gastric  acid  secretion  was  studied  in  inbred  male  Fischer- 344 
rats  made  hyperparathyroid  by  i.m.  transplantation  of  40  iso- 
logous  parathyroid  glands  and  in  normal  rats  given  bovine 
parathyroid  extract  (200  U/100  g  twice  at  12-hr  intervals  i.m.) 
or  partially  purified  porcine  thyrocalcitonin  (20  U  i.v.).   The 
gastric  secretory  response  to  a  hypertonic  sucrose  test  meal  was 
unchanged  on  the  1st  day  following  the  parathyroid  transplanta- 
tion, but  declined  on  the  2nd  postoperative  day  and  remained 
very  low  for  4  days.   This  inhibition  corresponded  to  the  period 
of  marked  hypercalcemia  (up  to  14  mg/100  ml)  which  occurred 
after  parathyroid  transplantation.    After  the  8th  day  gastric  se- 
cretion returned  to  normal  and  remained  so  for  at  least  4  weeks. 
The  observed  inhibition  of  gastric  secretion  was  not  a  nonspecific 
result  of  operative  trauma  or  anesthesia,  since  sham-operated 
animals  failed  to  demonstrate  such  an  altered  response  to  the 
test  meal.    In  contrast,  significant  gastric  acid  hypersecretion 
occurred  3  hr  after  the  2nd  injection  of  parathyroid  extract, 
suggesting  that  there  is  a  separate  action  of  the  bovine  extract 
which  is  unrelated  to  hypercalcemia.    One  hr  after  the  admin- 
istration of  thyrocalcitonin  the  gastric  secretory  response  to  a 
glucose  meal  was  slightly  diminished.   If  the  association  of 
hyperparathyroidism  and  peptic  ulcer  disease  is  one  of  cause 
and  effect,  gastric  secretion  may  not  be  the  most  important 
causative  factor. 

1091  EFFECTS  OF  SC  15396  ON  GASTRIC  SECRE- 

TION.   PART  II.    INHIBITORY  EFFECT  OF 
SC  15396  ON  STIMULATED  CANINE  GASTRIC  SECRE- 
TION AFTER  SURGICAL  PROCEDURES.   (E.)    Macleod, 
I.  B.  (U.  Edinburgh  Med.  Sch.,  Scotland)  and  R.  A.  Hill. 
Gut  9(6):644-649,  1968. 

The  effect  of  2-phenyl-2-(2-pyridyl)-thioacetamide  (SC  15396) 
on  gastrin-,  insulin-  or  histamine-stimulated  gastric  secretion 
was  studied  in  conscious  dogs  with  gastric  fistulas,  complete 
antrectomy  with  gastroduodenal  anastomosis,  and  Heidenhain 
or  Pavlov  pouches.    Injection  of  50  mg  SC  15396  i.v.  produced 
prompt,  highly  significant  inhibition  of  established  gastrin  II- 
stimulated  (0.5  jL^/kg/hr)  secretion  in  gastric-fistula  and  Heiden- 
hain and  Pavlov  pouch  dogs  and  delayed  and  depressed  new 
secretion  when  given  15  min  before  the  start  of  gastrin  infusion 
in  gastric  fistula  dogs.    Orally  administered  SC  15396  (100  mg), 
after  a  30-min  delay  (presumably  required  for  absorption), 
caused  marked  inhibition  of  gastrin-stimulated  secretion  for  2- 
3  hr  in  dogs  with  both  types  of  pouch;  the  inhibition  lasted 
at  least  3  hr  with  200  mg  SC  15396.    Injection  of  SC  15396 
(50  mg  i.v.)  in  gastric-fistula  dogs  15  min  before,  simultaneously 
with  or  10  min  after  insulin  (0.15  U/kg)  depressed  secretion 
45-90%.    In  dogs  with  antrectomy,  i.v.  SC  15396  (50  mg) 
markedly  inhibited  or  completely  blocked  the  scanty  secretion 
induced  by  insulin.    Histamine-stimulated  secretion  was  mudi 
more  resistant  to  the  effect  of  SC  15396;  50  mg  i.v.  had  no 
significant  effect  on  maximal  histamine-stimulated  secretion 
(90  jKg/kg/hr),  but  200  mg  p.o.  markedly  inhibited  histamine- 
stimulated  secretion  in  Heidenhain  pouch  dogs.    Oral  SC  15396 
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(200  mg)  produced  greater  inhibition  of  secretion  in  the  his- 
tamine-stimulated Pavlov  pouch  preparation.    The  duration  of 
inhibition  was  prolonged  with  the  large  oral  dose  of  SC  15396 
(up  to  6  hr).    In  gastric-fistula  dogs,  200  mg  SC  15396  p.o. 
or  intragastricaUy  60  min  before  infusion  of  histamine  (2.0 
mg/hr)  did  not  significantly  depress  gastric  secretion.    Adminis- 
tration of  200  mg  SC  15293  i.v.,  however,  promptly  and  sig- 
nificantly inhibited  secretion  and  no  toxic  effects  were  observed. 

1092  EFFECTS  OF  SC  15396  ON  GASTRIC  SECRE- 

TION.   PART  UI.    THE  ACTION  IN  THE  RAT. 

(E.)    Thomson,  C.  G.  (West.  Gen.  Hosp.,  Edinburgh,  Scotland) 
and  W.  Sircus.    Gut  9(6):649-654,  1968. 

In  a  modification  of  the  urethan-anesthetized,  male  Wistar  rat 
preparation  described  by  Lai  {Gut  5:327,  1964),  maintained  at 
34C,  i.v.  2-phenyl-2-(2-pyridyl)-thioacetamide  (SC  15396;  0.75- 
3.5  //g)  decreased  or  completely  abolished  the  normal  secretory 
response  to  gastrin  II  (0.3-1.2  /Llg)  when  administered  before  or 
immediately  after  the  test  dose  of  gastrin.    The  drug  was  more 
effective  in  depressing  the  induction  of  gastrin-stimulated  secre- 
tion than  in  inhibiting  akeady  estabUshed  secretion.    An  ade- 
quate molar  ratio  of  drug  to  secretagogue  was  necessary  to  pro- 
duce inhibition.   This  ratio  had  to  be  above  50  x  lO'*  to  block 
gastrin-stimulated  secretion  that  had  already  begun,  and  the 
drug  had  to  be  administered  immediately  after  the  test  dose  of 
hormone.   The  molar  ratio  required  to  prevent  gastrin-stimulated 
secretion  when  the  drug  was  given  prior  to  the  hormone  was 
less  than  50  x  10^.    Individual  variation  in  sensitivity  to  SC 
15396  was  observed.    Based  on  these  results  and  those  obtained 
in  dogs,  it  seems  unlikely  that  SC  1 5  396  is  a  specific  gastrin 
antagonist. 

1093  EFFECTS  OF  SC  15396  ON  GASTRIC  SECRE- 

TION.   PART  I.    INHIBITION  OF  CANINE 
GASTRIC  SECRETION  BY  COMPOUND  SC  15396  GIVEN 
ORALLY  AND  PARENTERALLY.    (E.)    ConneU,  A.  M. 
(Dept.  Surg.,  Queen's  U.  Belfast,  Northern  Ireland).    Gut 
9(6):641-644,  1968. 

The  effect  of  2-phenyl-2-(2-pyridyl)-thioacetamide  (SC  15396), 
a  new  compound  with  a  powerful  inhibitory  effect  on  gastric 
secretion,  was  investigated  in  dogs  with  total  gastric  fistulas 
following  stimulation  with  histamine,  insulin  or  pentagastrin. 
A  single  i.v.  injection  of  20  mg  (1  mg/kg)  of  SC  15396  dis- 
solved in  2  ml  of  dimethyl  sulfoxide  produced  a  prompt  and 
marked  decrease  in  the  acid  secretory  response  to  a  constant 
infusion  of  pentagastrin  (15  Alg/hr),  but  a  less  marked  and 
shorter-lasting  reduction  in  acid  secretion  stimulated  by  a  con- 
stant infusion  of  histamine  (1.0  mg/hr).    Intragastric  adminis- 
tration of  SC  15396  (20  mg/kg)  markedly  suppressed  the  acid 
response  to  s.c.  pentagastrin  (5  JUg/kg)  given  1  hr  previously, 
but  failed  to  prevent  the  acid  response  to  a  maximal  stimulus 
of  s.c.  histamine  administered  1  hr  previously.    SC  15396  also 
markedly  reduced  the  acid  response  previously  estabUshed  by 
a  constant  infusion  of  pentagastrin  (and  maintained  by  0.066 
jUg/kg/min  of  pentagastrin);  there  was  a  Unear  relation  between 
the  dose  of  SC  15396  and  the  reduction  m  acid  secretion  (89% 
at  20  mg/kg,  68%  at  10  mg/kg,  57%  at  5  mg/kg  body  weight). 
With  submaximal  pentagastrin  stimulation  (0.0075  jUg/kg/min), 
a  dose  of  10  mg/kg  SC  15396  achieved  85%  reduction  in  acid 
secretion  and  an  intragastric  dose  of  1  mg/kg  produced  a  33% 
reduction.    Intragastric  SC  15396  (2  mg/kg)  also  depressed  the 
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acid  secretory  response  to  0.2  U/kg  of  insulin  given  1  hi  pre- 
viously s.c. 


1094  ANTIGASTRIC  SECRETORY  ACTIVITY  OF 

4-CHL0R0-a,a-DIMETHYLPHENETHYLAMIN0- 
PROPAN-2-ONE  AND  RELATED  COMPOUNDS.    (E.) 

Lippman,  W.  (Ayerst  Labs.,  Montreal,  P.  Q.,  Canada). 
Experientia  24(11):  1153-1 155,  1968. 
Pylorus-ligated  Charles  River  female  albino  rats  (170-190  g) 
were  used  to  test  the  antisecretory  effects  of  4-chloro-a,a- 
dimethylphenethylaminopropan-2-one  (AY  14,948)  and  related 
compounds;  the  effects  of  a,a-dimethylphenethylaminopropan- 
2-one  (AY  18,672)  and  imipramine  on  reserpine-stimulated 
gastric  acid  secretion  were  also  investigated.    AY  14,948  (20 
mg/kg  i.p.)  inhibited  basal  gastric  secretion  56%,  while  the 
structurally-related  compounds  AY  18,672  and  AY  20,214 
(4-chloro-a,a-dimethylphenethylaminopropan-2-ol)  inhibited 
secretion  76  and  58%,  resp.;  AY  20,213  (the  dechlorinated 
analog  of  AY  20,214)  had  no  effect  on  gastric  acid  secretion. 
When  the  drug  dosage  was  decreased  by  50%,  AY  14,948  and 
AY  18,672  inhibited  gastric  acid  secretion  26  and  62%,  resp., 
whDe  AY  20,214  and  AY  20,213  proved  ineffective.   Thus, 
AY  18,672  exhibited  the  most  potent  antisecretory  activity. 
Reserpine  (5  mg/kg  s.c.)  increased  free  and  total  acid  output 
by  317  and  306%,  resp.    When  AY  18,672  (10  mg/kg  s.c.)  and 
imipramine  (10  mg/kg  s.c.)  were  given  15  min  before  reserpine, 
free  and  total  acid  outputs  were  similar  to  those  of  control 
animals;  AY  18,672  and  imipramine  thus  inhibit  reserpine-in- 
duced  gastric  acid  secretion. 


1095  CRYSTALLINE  STRUCTURES  IN  SECRETION 

FROM  GASTRIC  FUNDUS  GLANDS.    (E.) 

Helander,  H.  F.  (Dept.  Anat.,  U.  Umea,  Sweden).   Exp  Cell 
Res  54(2):150-156,  1969. 

In  Sprague-Dawley  rats  and  rat  fetuses  from  the  20th  day  of 
gestation  to  adulthood  (but  not  in  16-19  day-old  embryos), 
a  substance  of  moderate-to-high  density  was  observed  by  elec- 
tron microscopy  in  the  lumens  of  the  fundus  glands  and  in  the 
intracellular  canalicuh  of  the  parietal  cells.    This  material  was 
more  frequently  found  in  young  rats  from  birth  up  to  10  days 
of  age.    In  fasted  animals  of  this  age  range,  the  substance  ex- 
hibited 3  different  crystalline  patterns.    The  first  form  displayed 
regularly  spaced  particles,  approx.  50  A,  aligned  in  2  sets  of 
parallel  rows  at  about  right  angles  to  each  other.   The  distance 
between  rows  was  about  75  A  in  both  planes.    The  2nd  pattern 
exhibited  alternating  parallel  dense  and  less  dense  Unes  with  a 
center-to-center  distance  of  about  105  X.    In  the  3rd  form, 
dense  50  A  particles  were  regularly  spaced  in  3  planes  at  about  a 
60°  angle  to  each  other;  the  center-to-center  distance  between 
the  particles  in  this  hexagonal  lattice  was  about  75  A.    Transi- 
tional forms  between  these  3  main  patterns  and  irregular  varia- 
tions in  the  structure  within  a  crystal  also  were  frequently  ob- 
served.   In  unfasted  rats  no  crystalline  pattern  was  found  in  the 
luminal  material.    Selected  area  diffraction  on  thin  sections  of 
the  crystals  did  not  result  in  any  specific  pattern  and  polariza- 
tion microscopy  failed  to  reveal  any  birefringence.    These  ob- 
servations suggest  that  the  unit  cell  is  a  105  A  face-centered 
cube.   The  material  contained  within  the  crystals  is  probably 
secreted  by  the  parietal  cells,  and  may  include  mucus. 
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1096  MAGNESIUM  IN  THE  GASTRIC  JUICE  AS 

STUDIED  BY  MEANS  OF  ATOMIC  ABSORPTION 
SPECTROPHOTOMETRY.   (Pol.)    Hankiewicz,  J.  (1st  Clin.  Int. 
Dis.,  SUesian  Acad.  Med.,  Katowice,  Poland).  Pol  Arch  Med 
Wewn  41(5):619-626,  1968. 

Absorption  spectrophotometry  (absorption  at  295.2  nm)  was  used 
to  determine  the  Mg  content  of  the  gastric  juice  in  22  healthy      j 
subjects  and  78  patients  with  various  gastroduodenal  disorders. 
In  healthy  subjects,  the  average  Mg  concentration  was  0.81  ± 
0.59  mEq/liter  or  1.0  ±  0.72  mg%  (range  0.15-3.2  mg%),  which    ^ 
is  only  about  half  the  normal  serum  level  and  only  one  sixth        I 
the  concentration  of  Ca  in  the  gastric  juice.    Following  admin- 
istration of  histamine,  there  was  a  temporary  increase  in  the  Mg 
concentration  to  1.3  mg%,  foUowed  by  a  gradual  drop  to  0.55 
mg%;  the  Mg  secretion  following  histamine  generally  paralleled 
that  of  acid  and  calcium.   The  Mg  concentration  of  the  gastric 
juice  averaged  1.4-1.7  mg%  in  patients  with  gastric  or  duodenal 
ulcers,  2.0  mg%  in  cancer  of  the  stomach,  and  only  0.7  mg% 
foUowing  gastrectomy.   It  was  essentially  normal  in  patients  with 
alcoholic  gastritis,  hypochlorhydria  or  hyperchlorhydria. 

1097  THE  ROLE  OF  THE  INTESTINES  IN  THE  RE-      ^ 

GULATION  OF  GASTRIC  SECRETION.    (Pol.)      | 
Konturek,  S.  (1st  Clin.  Int.  Dis.,  Acad.  Med.  Krakow,  Poland). 
Pol  TygLek  24(8):267-270,  1969. 

In  15  patients  with  duodenal  ulcers  (27-45  yr  old),  gastric  acid 
secretion  was  maintained  at  a  half-maximal  level  by  a  continuous 
i.v.  infusion  of  Histalog  (0.2  mg/kg/hr),  and  variations  in  secre- 
tion were  measured  during  small-intestinal  dilatation  or  instilla- 
tion of  0.1  N  HCl  or  a  micellar  fat  suspension  (25  mM  mono- 
glyceryl  dioleate  in  dilute  human  bile)  into  the  duodenum, 
jejunum  or  Ueum.   Instillation  of  HCl  inhibited  gastric  secre- 
tion by  about  50%,  but  only  when  the  acid  was  introduced  into 
the  duodenum,  while  instillation  of  miceUar  fat  or  mechanical 
dilatation  inhibited  gastric  secretion  by  about  30-40%  at  all 
levels  of  the  small  intestine.   It  is  concluded  that  the  smaU  in- 
testine can  control  gastric  secretion  via  two  different  mechanism 
one  responding  to  acid  in  the  duodenum  and  the  other  respond- 
ing to  a  fatty  meal  or  mechanical  dilatation  at  any  level  of  the 
small  bowel. 


1098  EFFECT  OF  DIABETES  OF  VARYING  DE- 
GREES OF  SEVERITY  ON  THE  GASTRIC 

SECRETION  IN  RESPONSE  TO  HISTAMINE  IN  DOGS. 

(Rus.)   Genes,  S.  G.  (Khar'kov  Inst.  Endocrinol.,  USSR)  and 
N.  G.  Lesnoi.  Pat  Fiziol  Eksp  Ter  12(6):43-47,  1968. 

1099  GASTRIC  SECRETION  FOLLOWING  NEO- 
NATAL SURGERY.   (E.)    Hyde,  G.  A.  Jr.  (Child 

Hosp.,  San  Francisco,  CaBf.).   J Pediat  Surg  3(6):691-695,  196. 

1100  EFFERENT  SECRETORY  VAGAL  INNER VA-   | 
TION  OF  THE  ANTRUM.    (E.)    Legros,  G.  (U. 

Washington  Sch.  Med.,  Seattle),  E.  Shiina  and  C.  A.  Griffith. 
Surg  Forum  19:320-321,  1968. 

1101  EFFECTS  OF  AN  ANTIGASTRIN  COMPOUND 
ON  INDUCED  GASTRIC  HYPERSECRETION 

IN  DOGS.   (E.)    Tucker,  K.  R.  (Marquette  Sch.  Med.,  Milwaul', 
Wis.),  S.  D.  WUson,  W.  J.  Schulte  and  E.  H.  Ellison.   Surg 
Forum  19:275-276,  1968. 


^mamoBi^ 


SECRETION  AND  METABOLISM 


137 


Stomach 


102  SIMILARITY  OF  ACTION  OF  PENTAGASTRIN 

AND  PANCREOZYMIN-CHOLECYSTOKININ 
>N  THE  ISOLATED  STOMACH  AND  PANCREAS.    (E.) 

>avidson,  W.  D.  (Harbor  Gen.  Hosp.,  Torrance,  Calif.),  O. 
Jrushibara  and  J.  C.  Thompson.   Surg  Forum  19:277-278,  1968. 


1103  EFFECT  OF  NERVE  FUNCTION  INHIBITORS 
ON  PENTAGASTRIN  STIMULATED  ACID 

;ECRETI0N  by  isolated  bullfrog  GASTRIC  MUCOSA. 

E.)  Unishibara,  O.  (Harbor  Gen.  Hosp.,  Torrance,  Calif.), 
V.  D.  Davidson  and  J.  C.  Thompson.  Surg  Forum  19:279- 
180,  1968. 

1104  ANTIGASTRIN  SUPPRESSION  OF  GASTRIN, 
HISTAMINE,  AND  VAGAL  GASTRIC  SECRE- 

nON.   (E.j   Tiongco,  R.  (U.  Florida  Coll.  Med.,  Gainesville), 
.  Isaza,  K.  Sugawara  and  M.  M.  Eisenberg.   Surg  Forum  19: 
;80-282,  1968. 


1105  effect  of  ASPIRIN  ON  THE  INCORPORA- 
TION OF  GLUCOSAMINE  INTO  GASTRIC 

MUCUS.   (E.)    Reed,  N.  P.  (Albany  Med.  CoUL,  Union  U., 
Albany,  N.  Y.),  J.  A.  Balint  and  S.  R.  Powers  Jr.   Surg  Forum 
19:286-288,  1968. 

1106  INFLUENCE  OF  ASPIRIN  ON  THE  TURNOVER 
RATE  OF  GASTRIC  MUCOSAL  CELLS.    (E.) 

Max,  M.  H.  (U.  Chicago  Sch.  Med.,  111.)  and  R.  B.  Menguy. 
Surg  Forum  19:288-290,  1968. 

1 107  EFFECT  OF  HYPOKALEML\  ON  GASTRIC 
SECRETION.    (E.j    Nicoloff,  D.  M.  (VA  Hosp., 

Minneapolis,  Minn.).   Surg  Forum  19:292-294,  1968. 

1108  SPECIFICITY  OF  ANTIGASTRIN  IN  THE 
SUPPRESSION  OF  GASTRIC  SECRETION.   (E.) 

Newman,  P.  H.  (Harbor  Gen.  Hosp.,  Torrance,  Calif.),  J.  H. 
Miller  and  J.  C.  Thompson.   Surg  Forum  19:273-275,  1968. 


See  also:    1046,1201,1202,1267,1306,1316,1389,1390,1401,1403 
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1109  THE  ASSAY  OF  SECRETIN  IN  THE  RAT. 

(E.)    Heatley,  N.  G.  (Sir  William  Dunn  Sch.  Path., 
U.  Oxford,  England).   J  Endocr  42(4): 5 35-547,  1968. 

On  the  basis  of  several  thousand  secretin  assays  by  Love's 
method,  the  characteristics  of  the  rat  pancreas  which  are  per- 
tinent to  the  assay  of  secretin  are  discussed,  along  with  the 
stability  and  potency  of  certain  secretin  standards.    Assays 
were  performed  on  Wistar  rats,  but  Hooded,  Long-Evans  and 
Fisher  strains  gave  similar  results.    Quantitatively  similar  re- 
sponses were  obtained  under  urethan  or  ether  anesthesia.    The 
maximum  rate  of  pancreatic  flow  and  the  time  required  to 
reach  it  were  found  to  be  roughly  proportional  to  the  logarithm 
of  the  secretin  dose.    The  response  (i.e.,  the  extra  secretion  re- 
sulting from  the  administration  of  secretin)  over  a  small  range 
appeared  to  be  linearly  related  to  the  dose,  but  over  a  more 
extended  range  it  was  nearly  proportional  to  the  logarithm 
of  the  dose.    Response  was  unaffected  by  changes  in  basal  rate 
of  secretion.    Male  rats  tended  to  give  larger  responses  to  secre- 
tin than  females.   Fluctuations  in  response  to  the  same  dose 
of  secretin  sometimes  occurred  during  the  course  of  an  assay 
and  could  not  be  related  to  factors  such  as  diet,  age,  sex,  body 
weight,  plane  of  anethesia,  body  temperature,  or  noxious  agents 
in  the  solutions  assayed.    Erratic  flow  of  bile  into  the  duodenum 
had  no  effect  on  rate  of  flow  of  pancreatic  juice  or  bile  or  on 
the  response  to  secretin,  whereas  0.5  ml  0.1  N  HCl  caused  in- 
creased flow  of  pancreatic  juice.    Division  of  both  vagi  at  the 
level  of  the  esophagus  produced  no  effect  on  magnitude  or 
duration  of  response.    Responses  depended  in  part  on  mean 
blood  pressure.    The  amount  and  concentration  of  bicarbonate 
was  found  to  be  increased  after  administration  of  either  secretin 
or  pure  cholecystokinin-pancreozymin.    The  flow  rate  during 
a  response  period  depended  on  the  length  of  that  period.    The 
coefficient  of  variation  for  a  single  determination  of  secretin 
was  found  to  be  15.6%  when  standard  and  unknown  were  com- 
pared in  the  same  rat.    Secretin  showed  no  ecbolic  effect  in  the 
rat,  but  pure  cholecystokinin-pancreozymin  had  a  strong  hydre- 
laiic  action.    It  appears  that  secretin  cannot  be  assayed  ac- 
curately in  the  rat  (or  cat)  in  the  presence  of  unknown  amounts 
of  pancreozymin.    Little  change  in  activity  occurred  with  Love's 
Secretin  Standard  'LHP  18'  which  has  been  used  as  a  standard 
since  1955,  but  the  value  of  the  Hammarsten  Cat  Unit  and  of 
the  Swedish  Clinical  Unit  which  is  based  on  it  were  found  to 
be  substantially  different  in  1967  compared  to  1962. 

1110  THE  ASSAY  OF  PANCREOZYMIN,  AND  OF 

SECRETIN  AND  PANCREOZYMIN  SIMULTA- 
NEOUSLY, IN  THE  RAT.  (E.j  Heatley,  N.  G.  (Sir  William 
Dunn  Sch.  Path.,  U.  Oxford,  England).  J  Endocr  42(4):549- 
557,  1968. 

A  flushing  procedure  is  described  by  which  it  is  possible  to 
collect  rat  pancreatic  secretion  formed  during  a  given  period 
almost  quantitatively.    A  steady  infusion  of  30  lA  0.9%  NaCl 
solution  is  perfused  through  a  curved  cannula  at  the  hepatic 
end  of  the  common  duct  during  the  45-sec  flushing  operation; 
a  second  cannula,  inserted  as  close  as  possible  to  the  duodenal 
end  of  the  common  duct,  drains  the  secretion.    Secretion  con- 
tinues during  the  flushing  period.    Preliminary  studies  in  which 
flushing  was  performed  by  hand  gave  erratic  results  and  sug- 
gested the  need  for  a  completely  steady  delivery  of  fluid  to  the 


inlet  cannula  and  application  of  negative  pressure  to  eliminate 
the  rise  in  intraductal  pressure  which  occurs  during  flushing. 
Since  the  protein  in  pancreatic  juice  is  largely  enzymic,  the 
collected  secretion  is  analyzed  for  enzyme  content  indirectly 
in  terms  of  absorption  at  278  mju.   Anesthetizing  the  rats 
with  i.m.  urethan  3-4  hr  before  surgery  prevented  the  gradual 
fall  in  protein  output  which  normally  occurs  after  the  opera- 
tion.   Basal  protein  output  in  terms  of  body  weight  was  greate 
in  males  than  in  females.    Measurable  responses  in  protein  out- 
put occurred  with  0.1  Crick-Harper-Raper  Unit  of  pancreo- 
zymin, which  is  about  1/10  the  dosage  of  the  working  range. 
Sensitivity  to  pancreozymin  changed  during  the  experiment  inT 
at  least  2  of  16  rats  studied.    Secretin  (270,000  Hammarsten 
Cat  Units  (HCU)/mg)  at  a  dose  of  4.4  HCU  produced  a  mean 
increase  in  protein  output  of  only  0.172  ±  0.155  absorption 
units;  no  ecbolic  effect  was  observed.    Both  pure  and  50% 
pure  pancreozymin  gave  marked  increases  in  the  volume  of 
pancreatic  juice  and  in  amount  and  concentration  of  bicarbon- 
ate.   A  procedure  is  proposed  for  the  assay  of  pancreozymin, 
or  secretin  and  pancreozymin  simultaneously. 

1111  ENERGY  SOURCES  FOR  PROTEIN  SYNTHESl 

AND  ENZYMATIC  SECRETION  IN  RAT  PAN- 
CREAS IN  VITRO.  (E.)  Bauduin,  H.  (Sch.  Med.,  U.  Brussels 
Belgium),  M.  Colin  and  J.  E.  Dumont.  Biochim  Biophys  Acta 
174(2):722-733,  1969. 

The  relative  contribution  of  glycolysis  and  oxidative  phosphor 
lation  to  rat  pancreas  energy  metabolism  was  evaluated  in  vitn 
and  the  relations  between  energy  metabolism  and  pancreatic 
secretion  or  protein  synthesis  were  studied.    Incubation  of  rat 
panaeas  fragments  in  Krebs-Ringer  Tris-HCl-buffered  medium 
enriched  with  glucose  and  amino  acids  provided  a  metabolic 
steady  state,  as  shown  by  linearity  of  respiration,  amino  acid 
incorporation  into  proteins  and  enzyme  release,  for  more  thar 
2  hr.    Mitochondria  accounted  for  more  than  90%  of  the  en- 
ergy output  of  the  pancreas.   Aerobic  glycolysis  provided  less 
than  10%  of  the  energy  of  the  panaeas,  but  the  role  of  glyco 
lysis  increased  3-fold  in  anaerobiosis.    Carbamylcholine  (0.1 
mM)  and  pancreozymin  (0.6  U/ml)  increased  chymotrypsinogi 
and  amylase  secretion  and  oxygen  uptake  (the  effects  were 
correlated)  and  did  not  significantly  modify  lactic  acid  forma- 
tion, but  incorporation  of  L-(  3  H) leucine  into  proteins  was 
strongly  inhibited.    Various  inhibitors  of  respiration  and  glyco 
lysis  inhibited  leucine  incorporation  into  proteins  and  reduced 
the  nucleoside  triphosphate  level  in  the  gland:    amino  acid  in- 
corporation was  38,  36,  15,  7  and  4%  of  control  values  and  t 
nucleoside  triphosphate  level  was  60,  40,  36,  15  and  8%  of 
control  values  in  the  presence  of  oxamate,  oligomycin,  oligo- 
mycin  plus  oxamate,  or  antimycin,  and  during  anaerobiosis, 
resp.   These  data  support  the  view  that  the  action  of  these  in 
hibitors  on  amino  acid  incorporation  is  secondary  to  their  ef- 
fects on  the  energy  supply,  suggesting  that  protein  synthesis 
by  the  pancreatic  cell  depends  on  a  common  pool  of  ATP 
supplied  by  glycolysis  and  oxidative  phosphorylation.    Anaerc 
biosis  and  oligomycin  plus  oxamate  inhibited  carbamylcholinf 
induced  secretion,  but  oligomycin  alone  or  oxamate  alone  hai 
no  effect.   This  observation  suggests  that  stimulated  secretion 
requires  an  ATP  supply,  if  not  an  increase  of  ATP  generation 
The  spontaneous  release  of  chymotrypsinogen  was  reduced  bj; 


h 


139 


lECRETION  AND  METABOLISM 


Pancreas 


ntimycin,  oxamate  plus  anaerobiosis  or  oligomycin  combined 
nth  oxamate,  which  strongly  depress  ATP  output,  indicating 
hat  the  retention  of  enzymes  in  the  cell  is  also  dependent  on 
minimal  energy  supply. 

112  ETHANOL  INGESTION  AND  INCORPORA- 

TION OF  32p  INTO  PHOSPHOLIPIDS  OF 
'ANCREAS  IN  THE  RAT.    (E.)    Grrego-Matte,  H.  (J.  J. 
iguirre  Hosp.,  D.  Chile,  Santiago),  E.  Navia,  A.  Feres  and  L. 
bstamaillere.    Gastroenterology  56(2): 280-285,  1969. 

he  incorporation  of  32p  into  pancreatic  phospholipids  was 
tudied  in  the  following  groups  of  rats:    (a)  normal;  (b)  chronic 
thanol  ingestion  (4.8  g/kg/day  for  75  days);  (c)  acute  ethanol 
ngestion  (4.8  g/kg/day  twice);  (d)  chronic  glucose  administra- 
ion  via  intragastric  tube  in  amounts  isocaloric  to  the  ethanol 
a  group  b;  (e)  chronic  saline  administration  via  intragastric 
ube  (1.5  ml/day  for  75  days);  (f)  vagotomized;  and  (g)  sham 
iperated.   The  effect  of  stimulation  with  j3-methylcholine  (1.25 
ng  s.c.)  was  investigated  in  normal  control  rats,  in  rats  sub- 
jcted  to  chronic  ethanol  administration,  and  in  vagotomized 
ats.    Acute  or  chronic  ethanol  ingestion  produced  significantly 
Dwer  32p  incorporation  into  pancreatic  phospholipids.    The 
dministration  of  jS-methylcholine  abolished  this  difference 
/hen  given  to  rats  with  chronic  ethanol  ingestion;  however, 
^methylchoUne  had  no  effect  on  32p.incorporation  in  normal 
ats.   Ethanol  withdrawal  for  7  days  in  the  group  with  acute 
thanol  ingestion  allowed  a  return  to  normal  32p-ijicorporation 
I'hereas  a  withdrawal  period  of  27  days  was  needed  in  the 
hronic  ethanol  ingestion  group  before  an  increase  in  32p.incor- 
•oration  was  noted  (but  not  to  normal  levels).    Vagotomy  re- 
luced  the  32p.incorporation,  while  this  effect  was  not  noted  in 
he  sham  operated  controls.    After  j3-methylcholine  was  given 
0  the  vagotomized  rats,  an  increase  in  the  incorporation  levels 
ras  achieved,  but  normal  values  were  not  reached.    It  is  possible 
hat  ethanol  interferes  with  a  cholinergic  mechanism  necessary 
or  normal  32p.incorporation  into  pancreatic  phospholipids. 


J.  de  la  Tour,  C.  Vaille,  C.  Roze  and  M.  Souchard.   Lille  Med 
I3(10):1108-1116,  1968. 

The  output  of  pancreatic  juice  and  bile  was  measured  in  rats 
with  biliary  and  pancreatic  fistulas  before  and  after  administra- 
tion of  15  or  30  mg  prethcamide  i.v.,  5  ml  Grande-Grille  Vichy 
water  i.v.,  or  a  combination  of  prethcamide  and  Vichy  water. 
The  output  of  pancreatic  juice  was  increased  slightly  by  both 
doses  of  prethcamide,  Vichy  water  alone,  and  Vichy  water  com- 
bined with  prethcamide.    Neither  of  the  drugs  nor  their  com- 
bination increased  the  protein  concentration  of  pancreatic 
juice,  but  the  protein  output  was  increased  by  Vichy  water, 
30  mg  prethcamide,  and  prethcamide  with  Vichy  water.    Signi- 
ficant increases  in  amylase  output  and  amylase  concentrations 
occuned  with  Vichy  water  alone  and  Vichy  water  with  preth- 
camide.   Both  doses  of  prethcamide  had  a  very  strong  choleretic 
action  which  was  significantly  reduced  by  Vichy  water.    Al- 
though prethcamide  initially  produced  a  significant  reduction 
in  the  bUe  biUrubin  concentration,  after  3  hr  a  great  increase 
occurred  in  bilirubin  output  and  the  total  quantity  of  bilirubin 
secreted.    Administration  of  Vichy  water  in  combination  with 
prethcamide  reduced  bilirubin  output  after  an  initial  increase. 
Administration  of  Vichy  water  alone  produced  only  a  slight 
increase  which  was  significant  for  only  1  hr  after  injection. 
These  findings  are  compared  with  results  previously  obtained 
with  caffeine  and  heptaminol. 

1114  ISOENZYMES  OF  AMYLASE.    (Fr.) 
Wettendorff,  P.  (Ixelles  Hosp.,  Belgium),  A. 

Dumont  and  A.  Delcourt.   Acta  Gastroent  Belg  31(11):731- 
737,  1968. 

1115  THE  FUNCTION  OF  THE  EXOCRINE  PAN- 
CREAS.   (E.)   Taylor,  J.  H.  (London  Hosp., 

England).   Brit  J  Hosp  Med  1(2):156-158,  1968. 
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^113  RESPIRATION  AND  BILIARY  AND  EXOCRINE 

PANCREATIC  SECRETION:    EFFECTS  OF 
PRETHCAMIDE.    (Fr.)    Debray,  C.  (Bichat  Hosp.,  Paris,  France), 


1116  THE  ISOLATION  OF  PORCINE  RIBONUCLEASE, 

A  GLYCOPROTEIN,  FROM  PANCREATIC 
JUICE.    (E.)    Reinhold,  V.  N.  (Brookhaven  Natl.  Lab.,  Upton, 
N.  Y.),  F.  T.  Dunne,  J.  C.  Wriston,  M.  Schwarz,  L.  Sarda  and 
C.  H.  W.  Hirs.   J  Biol  Chem  243(24):6482-6494,  1968. 
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1117  THE  EFFECT  OF  GASTRIC  ANTRAL  STIMULA- 

TION UPON  THE  SECRETION  OF  HEPATIC 
BILE.    (E.)    Ross,  H.  (Harvard  Med.  Sch.,  Boston,  Mass.),  A. 
Saubermann  and  W.  SUen.   Proc  Soc  Exp  Biol  Med  130(1):278- 
283,  1969. 

Seven  cholecystectomized  dogs  were  prepared  with  completely 
separated,  vagally  denervated,  antral  pouches  and  gastrojejun- 
stomies.    A  duodenal  cannula  was  placed  opposite  the  opening 
01  me  common  bile  duct  in  each  animal.   In  3  of  these  dogs,  a 
Heidenhain  pouch  was  also  constructed  whereas  in  the  other  4 
animals  a  gastric  cannula  was  placed  in  the  ventral  wall  of  the 
stomach.   Biliary  volume  and  composition  were  studied  by 
catheterization  of  the  common  bile  duct  during  constant  i.v. 
infusion  of  2%  sodium  taurocholate  to  maintain  an  intact  entero- 
hepatic  circulation  of  bile  salts.   In  the  dogs  with  Heidenhain 
pouches  or  when  the  gastric  cannula  was  closed,  perfusion  of 
the  antral  pouch  with  buffered  4%  choline  chloride  solution  at 
pH  7.5  caused  highly  significant  increases  in  biliary  volume, 
HCO3  concentration  and  output,  Cl'  concentration  and  output, 
and  total  outputs  of  Na,  K,  bile  salts  and  bile  solids.   The  con- 
centration of  Na  and  K  was  unchanged  but  the  concentration 
of  total  bile  salts  and  solids  was  decreased.   When  the  gastric 
cannula  was  opened,  none  of  these  effects  were  observed  and 
there  were  no  significant  changes  from  the  control  values  in 
biliary  volume  or  composition.   These  studies  indicate  that  the 
effect  of  endogenous  gastrin  on  hepatic  bile  flow  during  artifi- 
cial maintenance  of  the  enterohepatic  circulation  of  bile  salts 
is  predominantly  an  indirect  one  resulting  from  the  entrance 
of  acid  into  the  small  intestine. 

1118  RIBONUCLEIC  ACID  SYNTHESIS  IN  RELATION 

TO  PRECURSOR  POOLS  IN  REGENERATING 
RAT  LIVER.    (E.)    Bucher,  N.  L.  R.  (Huntington  Mem.  Hosp., 
Harvard  U.,  Massachusetts  Gen.  Hosp.,  Boston)  and  M.  N. 
Swaffield.   Biochim  Biophys  Acta  174(2):491-502,  1969. 

(6-14c)-Orotic  acid  and  (2-14c)-cytidine  were  used  to  illustrate 
the  difficulties  encountered  when  RNA  biosynthesis  during  the 
early  stages  of  hepatic  regeneration  is  estimated  without  con- 
sideration of  2  factors  which  significantly  influence  the  rate  of 
RNA  synthesis:    1)  reduction  of  effective  liver  mass  by  the 
surgery  (gradually  reversed  by  regenerative  activity),  and  2)  en- 
largement of  the  endogenous  precursor  pools.    Modified  tech- 
niques are  discussed  which  allow  estimation  of  RNA  biosynthe- 
tic  rates  in  terms  of  m/Jmoles  of  nucleoside  triphosphate  incor- 
porated.   Evaluation  of  RNA  synthesis  under  conditions  which 
permit  adjustments  for  alterations  in  liver  mass  and  in  the  quan- 
tity of  endogenous  RNA  precursors  yield  more  consistent  re- 
sults under  various  experimental  conditions  and  may  more  nearly 
approximate  the  actual  rates  of  RNA  synthesis  in  vivo.    Applying 
the  modified  procedures,  expansion  of  the  uridine  triphosphate 
pool  was  found  to  be  an  early  event  in  regeneration;  increases 
of  50%  occurred  in  both  fed  and  1 2-hr-fasting  rats  within  3  hr 
after  partial  hepatectomy.   Cytidine  triphosphate  levels  were  one 
third  those  of  uridine  triphosphate  and  increased  more  gradually. 
RNA  synthesis  was  initially  depressed  immediately  after  partial 
hepatectomy  in  both  fed  and  fasting  animals,  rose  by  50-100% 
at  3-6  hr,  and  then  remained  level  for  6  more  hr.    The  increase 
in  biosynthetic  rate  lagged  behind  the  expansion  of  the  uridine 
triphosphate  pool  in  the  fasting  but  not  in  the  fed  rats.    RNA 
liver  content  followed  a  similar  course,  rising  sooner  in  the  fed 


than  in  fasting  animals.  Sham  hepatectomized  rats  showed  ml 
nor  transient  increases  in  pool  size,  biosynthetic  rate  and  RN/^ 
content. 

1 1 19  STUDIES  ON  TWO  TYPES  OF  ALKALINE 

PHOSPHATASE  IN  RAT  LIVER.    (E.)    Kaneko, 
A.  (Sapporo  Med.  Coll.,  Japan).  J  Biochem  (Tokyo)  64(6):785 
794, 1968. 

The  intracellular  distribution  of  2  types  of  hepatic  alkaline  pho 
phatase  (AP)  and  their  response  to  ligation  of  the  bile  duct  wer 
studied  in  adult  male  Wistar  rats.    While  the  Mg++-insensitive 
AP  activity  increased  in  the  lysosomal  and  especially  in  the 
nuclear  (10-fold)  and  microsomal  (8-fold)  fractions  on  the  1st 
day  after  ligation,  and  remained  at  these  levels  for  about  3 
weeks,  the  activity  of  the  Mg''"*'-sensitive  AP  in  the  supernatant 
fluid  did  not  vary  for  21  days  following  ligation.   EDTA 
1x1--3M),  KCN  (1x10-3M)  and  deoxycholate  (7x10-3M)  in- 
hibited Mg++-insensitive  AP  in  the  particulate  fraction  of  cells 
prepared  1  day  after  biliary  ligation,  but  NaF  (IxlO'^M)  had  n 
effect;  EDTA  inhibition  was  partially  alleviated  by  MgCl2. 
Similar  results  were  obtained  with  partially  purified  AP  extrac- 
ted from  the  nuclear  and  microsomal  fractions.   The  AP  activit 
in  the  supernatant  fluid  was  inhibited  only  by  NaF.    DEAE-cel 
lulose  column  chromatography  demonstrated  the  existence  of 
both  Mg"'"'''-sensitive  and  Mg+^-insensitive  AP.   The  Mg++-in- 
sensitive  type  was  extremely  labile  and  the  relative  activities  in 
the  2  peaks  varied  with  the  type  of  eluting  solution,  the  age  of 
the  enzyme  solution  and  the  temperature.   Both  enzyme  types 
had  similar  Km  values,  but  Mg+^-insensitive  AP  was  active  even 
at  acidic  pH  levels. 


1120  LIVER  CELL  FRACTIONS  WHICH  STIMULATE 

INCREASE  OF  AN  ACUTE  PHASE  PROTEIN  IN 
THE  RAT.    (E.)    Darcy,  D.  A.  (Royal  Cancer  Hosp.,  London, 
England).   Brit  J  Exp  Path  49(6):6 14-624,  1968. 
As  a  model  of  what  occurs  in  vivo  when  tissue  damage  results  i 
in  a  sudden  increase  in  synthesis  of  rat  serum  ai-glycoprotein 
(acute-phase  globulin),  various  fractions  of  homogenized  liver 
cells  from  hooded  rats  were  injected  s.c.  into  CB  rats  and  the 
increase  in  the  specific  serum  globulin  was  determined  after 
24  and  48  hr.    At  least  75%  of  the  total  activity  of  the  ceU  wa 
found  to  reside  in  the  cytoplasm.    Microsomes  showed  the  high 
est  activity,  followed  closely  by  the  supernatant;  the  mitochon- 
drial fraction  showed  less  activity  and  the  lysosome  fraction  ws 
least  effective  in  eliciting  an  ai -glycoprotein  response.    It  was 
not  clear  why  aU  ceU  fractions  demonstrated  activity.   Howevei 
since  even  sucrose  and  buffer  solutions  elicited  an  increase  in   !; 
serum  glycoprotein  levels,  the  occurrence  of  a  nonspecific  or 
secondary  effect  must  be  postulated.    Attempts  to  characterize 
the  stimulating  factor  liberated  from  disrupted  cells  revealed 
that  the  substance  was  nondialyzable  from  the  superpatant  and 
could  be  precipitated  from  the  supernatant  at  pH  5,  suggesting 
a  protein.    Within  the  microsome  fraction,  the  factor  was  more 
strongly  associated  with  the  membranous  portion  than  with  th' 
ribosomes,  but  experiments  with  sodium  deoxycholate  and  ED^ 
failed  to  differentiate  clearly  between  the  membranes  and  the 
ribosomal  portions  of  the  microsome  fraction.   The  protein-    | 
stimulating  activity  was  not  weakened  by  ribonuclease  treat-    ) 
ment. 
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121  FATTY  LIVERS,  ADENOSINE  TRIPHOSPHATE 

AND  ASPARAGINE.    (E.)    Chew,  B.  K.  (Yale  U. 
ch.  Med.,  New  Haven,  Conn.),  N.  M.  Alexander,  R.  Scheig  and 
1.  Klatskin.   Biochem  Pharmacol  17(12):2463-2469,  1968. 

■he  effect  of  L-asparagine  on  hepatic  triglyceride  and  ATP  lev- 
Is  was  investigated  in  fasting  Sprague-Dawley  rats  following  ad- 
linistration  of  ethionine,  carbon  tetrachloride  (CCI4)  or  ethanol. 
imultaneous  i.p.  injection  of  asparagine  (0.2  g/100  g  body 
reight)  and  ethionine  (O.I  g/100  g)  almost  completely  prevented 
lie  3.5-fold  increase  in  hepatic  triglyceride  and  70%  decrease  in 
epatic  ATP  produced  by  ethionine  alone.   This  same  concen- 
ration  of  asparagine  also  prevented  the  3-fold  increase  in  tri- 
lyceride  and  40%  reduction  in  ATP  produced  by  0.2  ml  CCI4/ 
00  g  body  weight  s.c.  and  the  50%  decrease  in  ATP  resulting 
rom  0.5  ml/ 100  g  CCI4  administered  by  stomach  tube,  but 
lad  no  effect  on  the  6-fold  increase  in  hepatic  triglyceride  in- 
luced  by  the  higher  dose  of  CCI4.   Oral  asparagine  (0.2  g/100 
;)  was  effective  in  preventing  the  36  and  77%  decline  in  hepatic 
VTP  produced  by  0.5  and  0.75  g/100  g  body  weight  ethanol 
»y  stomach  tube,  resp.  in  female  rats,  but  did  not  prevent  the 
iccumulation  of  hepatic  triglyceride  induced  by  either  dose 
6-fold  and  9-fold  increases,  resp.).    Larger  doses  of  asparagine 
0.4  g/100  g)  prevented  the  fall  in  ATP  in  male  rats  given 
).5  g/100  g  ethanol,  but  again  failed  to  protect  against  the  ac- 
jumulation  of  triglyceride.    At  0.2  g/100  g,  asparagine  only 
)artially  reversed  the  hepatic  ATP  depletion  and  the  fatty  liver 
jersisted.    Hepatic  ATP  depletion  and  inhibition  of  Upoprotein 
ynthesis  may  not  account  for  the  fatty  infiltration  produced 
}y  these  agents. 

1122  DIETARY  AND  HORMONAL  INFLUENCES  ON 

RAT  LIVER  POLYSOME  PROFILES:    FAT, 
GLUCOSE  AND  INSULIN.   (E.)   Wittman,  J.  S.  Ill  (Tulane  U. 
Sch.  Med.,  New  Orleans,  La.),  K.  L.  Lee  and  O.  N.  Miller. 
Biochim  Biophys  Acta  174(2):536-543,  1969. 

Analysis  of  polysome  profiles  (distribution  of  ribosomal  aggre- 
gates by  size)  from  the  livers  of  rats  fasted  for  60-65  hr  showed 
that  refeeding  glucose  restored  the  polysome  profile  within  10 
hr.   Refeeding  glucose  for  4  hr  or  less  was  without  effect.    Re- 
feeding  isocaloric  amounts  of  fat  to  fasted  animals  produced  es- 
sentially no  change  in  the  degree  of  polysome  aggregation. 
Alloxan-induced  diabetes  (40  mg/kg  i.v.)  caused  no  significant 
change  in  polysome  profile  1  week  after  alloxan  treatment,  but 
in  14-18  days  the  polysomes  were  disrupted  approximately  the 
same  amount  as  in  a  nondiabetic  rat  fasted  for  60  hr.    InsuUn 
treatment  (10  lU  i.p.)  restored  the  heavy  polysomes  of  the 
alloxan-diabetic  rats  within  1  hr.    However,  only  rats  that  had 
been  diabetic  for  18  days  or  less  showed  restoration  of  the 
profile  approximating  the  polysome  distribution  of  fed  controls. 
These  data  do  not  indicate  whether  the  effect  of  insulin  was 
due  to  an  absolute  increase  in  ribosomal  material  or  to  a  con- 
version of  mono-  and  disomes  to  polysomes.   Insulin  treatment 
of  fasted  or  fasted  and  fat-refed  animals  did  not  cause  a  restor- 
ation of  polysomes.    It  appears  that  the  effects  of  acute  fasting 
and  refeeding  on  polysomes  are  not  attributable  to  a  direct 
action  of  amino  acids. 

1123  DNA  REPLICATION  AND  DEGRADATION  IN 

MAMMALIAN  TISSUE.  I.  CHANGES  IN  DNA 
POLYMERASE  AND  NUCLEASE  DURING  RAT  LIVER  RE- 
GENERATION.  (E.)    Ove,  P.  (Duke  U.  Med.  Ctr.,  Durham, 


N.  C),  M.  D.  Jenkins  and  J.  Laszlo.   Biochim  Biophys  Acta 
174(2):629-635,  1969. 

The  in  vivo  incorporation  of  (3H)-thymidine  (20  juC  i.p.)  into 
rat  liver  DNA  was  compared  with  the  in  vitro  activities  of  DNA 
polymerase  and  deoxyribonuclease  in  regenerating  rat  Uver  at 
various  times  after  partial  hepatectomy.   Deoxyribonuclease 
activity  (using  denatured  DNA  as  substrate)  fluctuated  inversely 
with  DNA  synthesis,  whereas  DNA  polymerase  activity  (using 
native  DNA  as  primer)  started  to  increase  when  (3H)-thymidine 
incorporation  in  vivo  increased  and  remained  elevated  for  60  hr 
following  the  operation,  despite  cyclic  depression  of  (3H)-thy- 
midine  incorporation.   Nuclease  activity  fluctuated  with  the 
waves  of  DNA  synthesis.    Results  of  another  experiment  showed 
similar  patterns  of  enzyme  activity  but  the  times  of  maximum 
(3H)-thymidine  incorporation  were  different  from  the  previous 
experiment.   The  reason  for  the  difference  in  time  of  cell  cycles 
in  these  2  sets  of  experiments  is  not  known,  but  may  be  related 
to  uncontrolled  physiological  parameters.    Rat  liver  polymerase 
demonstrated  a  preference  for  native  DNA  primer,  while  de- 
oxyribonuclease in  the  same  preparation  acted  preferentially  on 
denatured  DNA.   The  preference  shown  by  polymerase  may  be 
due  to  the  associated  deoxyribonuclease  activity  in  the  pH  5.0 
protein  fraction  used.   It  is  suggested  that  deoxyribonuclease 
plays  an  important  role  in  the  control  of  DNA  synthesis. 


1124  THE  ROLE  OF  SULFHYDRYL  GROUPS  IN 

OXIDATIVE  PHOSPHORYLATION  AND  ION 
TRANSPORT  BY  RAT  LIVER  MITOCHONDRIA.    (E.) 

Haugaard,  N.  (U.  Pennsylvania  Sch.  Med.,  Philadelphia),  N.  H. 
Lee,  R.  Kostrzewa,  R.  S.  Horn  and  E.  S.  Haugaard.   Biochim 
Biophys  Acta  172(2):  198-204,  1969. 

The  suLfhydryl  reagent  DTNB  [5,5'-dithio-bis-(2-nitrobenzoic 
acid)]  (0.04  mM)  prevented  the  respiratory  response  of  rat 
liver  mitrochondria  to  ADP  and  inorganic  phosphate  when 
either  glutamate  or  succinate  was  added  as  substrate,  but  did 
not  greatly  influence  oxygen  uptake  in  the  absence  of  phos- 
phate acceptor  or  when  stimulated  by  2,4-dinitrophenol.   The 
stimulation  of  respiration  produced  by  addition  of  calcium 
ions  was  inhibited  by  this  concentration  of  DTNB,  while  the 
additional  increase  in  respiration  produced  by  both  CaCl2 
and  phosphate  was  completely  aboUshed.    In  the  presence  of 
glutamate,  the  formation  of  ATP  from  ADP  and  phosphate  pro- 
gressively decreased  as  the  concentration  of  DTNB  increased 
(maximal  effect  at  0.020  mM).   The  stimulatory  effect  of  in- 
organic phosphate  on  calcium  uptake  by  mitochondria  was 
completely  prevented  by  DTNB,  and  calcium  uptake  in  the 
presence  of  glutamate  and  ATP  was  partially  inhibited.    DTNB 
also  inhibited  completely  the  extrusion  of  calcium  by  calcium- 
loaded  mitochondria  incubated  in  the  presence  of  inorganic 
phosphate  and  a  low  concentration  of  magnesium.    Phosphate- 
induced  extrusion  of  calcium  by  mitochondria  allowed  to  take 
up  calcium  in  the  presence  of  ATP  and  glutamate  was  prevented 
by  DTNB  added  1  min  before  the  phosphate;  mitochondrial 
swelling  also  was  inhibited.   These  studies  indicate  that  a  re- 
active site  involving  a  sulfhydryl  group  is  involved  either  in  the 
entrance  of  inorganic  phosphate  into  the  mitochondrion  or  in 
the  formation  of  an  intermediate  essential  for  oxidative  phos- 
phorylation and  ion  transport. 
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1125  THE  EFFECTS  OF  BILE  SALTS  AND  THYROID 

HORMONE  ON  CHOLESTEROL  ESTERASE  AND 
ESTERIFYING  ENZYME  IN  RAT  LIVER.   (E.)    Sakamoto,  A. 
(Tottori  U.  Sch.  Med.,  Yonago,  Japan).    Yonago  Acta  Med  12(2): 
81-91,  1968. 

The  effects  of  bile  salts  and  thyroid  hormone  on  the  activity  of 
both  cholesterol  esterase  and  esterifying  enzyme  in  subcellular 
fractions  of  rat  Uver  homogenates  were  studied  using  radioactive 
substrates.   BUe  salts  stimulated  cholesterol  esterase  activity  at 
concentrations  below  5.8  x  lO'^M,  and  decreased  activity  at 
higher  concentrations.   Esterifying  enzyme  was  inhibited  by 
bile  salts  at  all  concentrations.    Hyperthyroidism  caused  a  marked 
inhibition  of  esterifying  enzyme  activity  in  microsomes  and  mito- 
chondria, whereas  hypothyroidism  caused  some  increase  in  this 
activity.    Hyper-  and  hypothyroidism  had  no  effect  on  the  es- 
terase activity  of  the  soluble  cell  fraction,  and  increased  this 
activity  somewhat  in  microsomes  and  mitochondria.   It  is  sug- 
gested that  hyperthyroidism  shifts  the  equilibrium  between 
cholesterol  and  cholesterol  esters  toward  the  free  form,  partic- 
ularly in  the  microsomes. 

1126  THE  DYNAMICS  OF  BILIARY  ELECTROLYTE 

EXCRETION  (SODIUM,  POTASSIUM,  AND 
CALCIUM)  AND  THE  CHARACTERISTICS  OF  THE  AFTER- 
EFFECTS FOLLOWING  SINGLE  AND  REPEATED  DOSES  OF 
UZHGOROD  MINERAL  WATER.    (Rus.)    Gmitrova,  A.  D. 
(Uzhgorod  U.,  USSR).    Vop  Kurort  Fizioter  33(6):516-521, 
1968. 

The  effects  of  Uzhgorod  mineral  water  (which  contains  1.9  g 
of  minerals,  44  mg  Fe  and  2.0  g  CO2  per  liter)  on  biliary  se- 
cretion and  the  electrolyte  composition  of  the  bile  were  studied 
in  15  dogs  with  gallbladder  fistulas.   The  mineral  water  was 
given  P.O.  in  200-ml  doses,  either  once  or  twice  a  day  for  5  days, 
2-3  times  a  day  for  7  days,  or  3  times  a  day  for  1  month,  and 
biliary  secretion  was  studied  for  up  to  1  month  after  the  last 
dose.    A  single  daily  dose  of  mineral  water  increased  the  vol- 
ume of  bihary  secretion  by  an  average  of  29.4%  and  increased 
the  total  output  of  sodium,  potassium  and  calcium  by  31.2%, 
40.4%  and  62%,  resp.,  even  though  the  electrolyte  concentration 
showed  little  change.    Comparable  figures  after  short-term  ad- 
ministration of  2  or  3  daily  doses  were  7.5,  13.9,  24.3  and  16% 
and  53.2,  55.2,  73.2  and  18.1%,  resp.,  accompanied  by  an  in- 
crease in  the  K/Ca  coefficient.    When  mineral  water  was  given  3 
times  a  day  for  1  month,  bile  secretion  rose  by  an  average  of 
36.1%,  the  output  of  sodium,  potassium  and  calcium  increased 
by  30.4%,  19.7%  and  100.1%,  resp.,  the  K/Ca  coefficient  de- 
creased (as  did  the  sodium  and  potassium  concentrations),  and 
the  calcium  concentration  in  the  bile  rose.  These  effects  persis- 
ted for  at  least  10  days  beyond  the  end  of  treatment.    After 
each  dose  of  mineral  water,  bile  secretion  initially  decreased  for 
1  hr  and  then  increased  above  normal  values  during  the  3rd-5th 
hr.  Sodium  excretion  showed  a  closer  correlation  than  potassium 
or  calcium  excretion  with  the  total  volume  of  biliary  secretion. 
These  effects  are  tentatively  ascribed  to  the  interaction  of  the 
serum  electrolytes  with  the  stimulatory  and  inhibitory  effects 
of  the  autonomic  nervous  system  on  biliary  secretion. 

1127  THE  EFFECT  OF  ORAL  PHENOBARBITONE 

ON  HEPATIC  MICROSOMAL  CYTOCHROME 

P-450  AND  DEMETHYLATION  ACTIVITY  IN  RATS  FED 


NORMAL  AND  LOW  PROTEIN  DIETS.    (E.)    MarshaU,  W.  J. 
(U.  Coll.  Hosp.  Med.  Sch.,  London,  England)  and  A.  E.  M. 
McLean.  Biochem  Pharmacol  18(1):153-157,  1969. 

Oral  administration  of  phenobarbitone  (1  mg/ml  solution  to 
drink  instead  of  water)  to  male  Carworth  rats  produced  marked 
increases  in  cytochrome  P-450,  hepatic  microsomal  protein  and 
liver  weight  comparable  to  those  resulting  from  i.p.  injection  of 
the  drug.   The  stimulation  achieved  by  this  oral  dose  (approxi- 
mately 100  mg/kg/day)  was  maximal.   The  oral  route  of  admin- 
istration offers  a  convenient  technique  for  long-term  studies  in- 
volving phenobarbitone  administration.   Increasing  the  concen- 
tration of  phenobarbitone  solutions  from  0.01  to  2  mg/ml  in- 
creased the  liver  weight,  microsomal  protein,  cytochrome 
P-450  and  pyramidon  demethylation  up  to  a  maximum  at  1 
mg/ml.    Stimulation  of  these  parameters  was  maximal  after  7 
days,  remaining  constant  for  the  remaining  7  days  of  observa- 
tion.  Withdrawal  of  the  drug  caused  an  abrupt  decrease  in  the 
elevated  levels  and  control  values  were  reached  within  7  days. 
Feeding  a  3%  casein  diet  for  14  days  reduced  cytochrome 
P-450  to  33%  of  control  values.   Administration  of  phenobar- 
bitone (1  mg/ml  solution  to  drink)  to  rats  on  this  low-protein 
diet  increased  P-450  to  only  25%  of  the  level  attained  in 
phenobarbitone-treated  animals  on  a  stock  diet. 

1128  THE  FUNCTIONAL  SIGNIFICANCE  OF  CHANGE5 

IN  ACTIVITY  OF  THE  ENZYMES,  TRYPTOPHAN 
PYRROLASE  AND  TYROSINE  TRANSAMINASE,  AFTER 
INDUCTION  IN  INTACT  RATS  AND  IN  THE  ISOLATED, 
PERFUSED  RAT  LIVER.    (E.)    Kim,  J.  H.  (Sch.  Med.  Dent., 
U.  Rochester,  N.  Y.)  and  L.  L.  Miller.  J  Biol  Chem  244(6): 
1410-1416,  1969. 

Using  the  rate  of  14c02  evolution  from  the  oxidation  of  tryp- 
tophan-3-14c  or  tyrosine- 1-1 4c  as  an  index  of  the  in  vivo 
functional  activity  of  tryptophan  pyrrolase  (TP)  or  tyrosine 
transaminase  (TT),  resp.,  the  quantitative  functional  changes 
associated  with  changes  in  the  activity  of  these  hepatic  enzymes 
as  measured  in  vitro  after  hormonal  or  substrate  induction  were 
studied  in  intact  normal  and  adrenalectomized  adult  male 
Sprague-Dawley  rats.    Also,  the  clearance  of  tryptophan  from 
and  the  appearance  of  kynurenine  in  the  circulating  perfusate 
was  measured  in  isolated  perfused  rat  liver  preparations.    Sig- 
nificant increases  in  enzyme  activity  induced  by  treatment 
with  hydrocortisone  or  substrate  load,  or  both,  in  intact  or 
adrenalectomized  animals  and  in  the  perfused  liver  were  not 
associated  with  parallel  increases  in  oxidation  of  the  labeled 
amino  acids  to  14c02;  however,  increasing  the  substrate  load 
per  se  was  associated  with  large  quantitative  increases  in  produc- 
tion of  14C02  under  conditions  in  which  the  activity  of  the        ^ 
enzymes  was  not  altered.    In  intact  rats,  pretreatment  with  hy-    1 
drocortisone  or  a  tryptophan  load  induced  3-4  fold  increases  in 
TP  activity,  while  the  conversion  of  l^C-tryptophan  to  14C02 
increased  by  at  most  20%.    Yet,  under  conditions  which  pro- 
duced no  significant  increase  in  TP  activity  (increasing  substrate 
load  from  17.5  to  35  mg),  there  was  a  significant  increase  in 
the  percentage  of  the  dose  oxidized  to  14c02.    In  adrenalecto- 
mized animals,  TP  activity  rose  6-fold  under  hormone  induction, 
but  the  oxidation  of  a  tracer  dose  of  labeled  tryptophan  to 
14c02  remained  unchanged.   The  proportion  of  administered 
tyrosine-l-14c  converted  to  14c02  increased  significantly  with 
a  10  or  30  mg  load  of  substrate,  yet  TT  activity  was  unaltered. 
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[n  contrast,  pretreatment  with  hydrocortisone  produced  a  7-14 
fold  increase  in  enzyme  activity  without  substantially  changing 
the  rate  of  conversion  to  14C02.  In  the  perfused  liver,  despite 
significant  increases  in  TP  activity  associated  with  the  action  of 
a  tryptophan  load  or  hydrocortisone,  the  relative  conversion  to 
14C02  was  not  affected.  Hormonal  induction  of  TP  did  not 
enhance  the  accumulation  of  kynurenine  in  or  alter  the  rate  of 
clearance  of  graded  loads  of  tryptophan  from  the  perfusate. 

1129  EFFECT  OF  SECRETIN  AND  ACETAZOLAMIDE 
ON  THE  VOLUME  AND  ELECTROLYTE  COM- 
POSITION OF  HEPATIC  BILE  IN  MAN.    (E.)    Waitman,  A.  M. 
(Mount  Sinai  Sch.  Med.,  New  York,  N.  Y.),  W.  P.  Dyck  and 

H.  D.  Janowitz.    Gastroenterology  56(2):286-294,  1969. 

The  rate  of  flow  and  electrolyte  concentrations  of  hepatic  bile 
were  determined  in  10  cholecystectomized  patients  with  T-tubes 
in  the  common  duct  both  in  the  basal  state  and  after  secretin 
(1  U/kg  i.v.)  stimulation.  Basal  electrolyte  composition  of  the 
bile  closely  resembled  plasma  concentrations,  and  the  rate  of 
flow  averaged  3.6  ±0.17  ml/ 10  min.    During  the  1st  30  min 
after  secretin  stimulation,  there'was  an  average  increase  of  119% 
in  the  flow  rate,  283%  in  bicarbonate  output,  115%  in  sodium 
output,  104%  in  potassium  output,  100%  in  chloride  output  and 
16%  in  taurocholate  output.   The  effects  of  secretin  had  com- 
pletely disappeared  in  30  min.    After  acetazolamide  alone 
(25  mg/kg),  an  average  reduction  of  17%  in  the  rate  of  flow, 
18%  in  potassium  output  and  20%  in  taurocholate  output  was 
noted;  bicarbonate,  chloride,  and  sodium  concentrations  did 
not  differ  significantly  from  basal  values.   When  acetazolamide 
was  given  10  min  after  secretin  injection,  all  of  the  volume  and 
output  responses  were  diminished:    volume  by  19%,  bicarbonate 
by  37%,  chloride  by  9%,  sodium  by  18%,  and  potassium  by  40%. 
It  is  concluded  that  secretin  augments  the  flow  of  common 
duct  bile  in  man  with  the  addition  of  bicarbonate-containing 
fluid  by  a  process  which  is  catalyzed  in  part  by  carbonic 
anhydrase. 

1130  HUMAN  HEPATIC  URIDINE  DIPHOSPHATE 
GALACTOSE  PYROPHOSPHORYLASE:    ITS 

CHARACTERIZATION  AND  ACTIVITY  DURING  DEVELOP- 
MENT.  (E.j    Abraham,  H.  D.  (Johns  Hopkins  U.  Sch.  Med., 
Baltimore,  Md.)  and  R.  R.  Howell.  J  Biol  Chem  244(3):545- 
550,  1969. 

rhe  uridine  diphosphate  (UDP)'galactose  pyrophosphorylase 
activity  of  human  liver  was  studied  at  various  ages,  using  a  new 
assay  method  which  utilizes  uniformly-labeled  l^c-galactose-l-P 
and  rapid  chromatographic  separation  of  the  14c-UDP-galactose 
formed  on  diethylaminoethyl  cellulose  paper.   Enzyme  activity 
was  enhanced  2-fold  by  the  sulfhydryl  reagent,  dithioerythritol. 
Magnesium  was  shown  to  be  an  absolute  requirement  for  enzyme 
activity;  however,  the  enzyme  was  inhibited  by  high  magnesium 
concentrations.    MichaeUs  constants  were  0.8  x  10-3  M  for 
uridine  triphosphate  (UTP)  and  1.8  x  10-3  M  for  galactose-1-P. 
Inhibition  of  enzyme  activity  was  observed  at  high  levels  of 
UTP;  this  inhibition  was  reversible  by  increasing  the  concentra- 
tion of  galactose- 1 -P.    In  contrast  to  earlier  findings  on  the  rat 
hepatic  enzyme,  the  enzyme  activity  in  human  liver  changes 
little  from  the  newborn  period  to  old  age.   The  ability  of  this 
enzyme  to  metabolize  galactose-1-P  in  human  liver  is  probably 
not  more  than  1.0%  of  the  activity  of  galactose-1-P  uridyl-trans- 
ferase. 


1131  CONTROL  OF  RAT  LIVER  AROMATIC  AMINO 
ACID  TRANSAMINASES  BY  GLUCAGON  AND 

INSULIN.    (E.)    Brown,  C.  B.  (VA  Hosp.,  Long  Beach,  Calif.) 
and  M.  Given.   Endocrinology  84(2):381-385,  1969. 

Experiments  were  performed  on  male  Sprague-Dawley  rats  to 
elucidate  the  role  of  insulin  and  glucagon  in  the  induction  and 
repression  of  tyrosine  oketoglutarate  transaminase  (TKT)  ac- 
tivity and  phenylalanine  pyruvate  transaminase  (PPT)  activity. 
Either  glucagon  or  insulin,  administered  at  pharmacological 
levels,  increased  TKT  activity,  but  only  glucagon  increased  PPT 
activity.   Anti-insulin  serum  (AIS),  which  produced  an  acute 
diabetic  condition  when  administered  in  large  doses,  elevated 
TKT  but  depressed  PPT  activity.   Glucagon  further  enhanced 
TKT  and  reversed  the  PPT  repression  when  given  to  AIS  treated 
rats.   These  results  suggest  that  glucagon  and  insulin,  under 
physiological  conditions,  may  have  mutually  opposing  actions 
in  the  regulation  of  these  2  liver  transaminases. 

1132  AMINE  SYNTHESIS  IN  REGENERATING  RAT 
LIVER:    EFFECT  OF  HYPOPHYSECTOMY  AND 

GROWTH  HORMONE  ON  ORNITHINE  DECARBOXYLASE, 

(E.)    Russell,  D.  H.  (Johns  Hopkins  U.  Sch.  Med.,  Baltimore, 
Md.)  and  S.  H.  Snyder.   Endocrinology  84(2):223-228,  1969. 

The  effect  of  hypophysectomy  and  subsequent  hormone  therapy 
on  ornithine  decarboxlyase  (ORD)  activity  was  examined  in 
regenerating  rat  Uver.    Enzyme  activity  was  determined  by 
measuring  the  liberation  of  l'*C02  from  carboxyl-labeled  orni- 
thine.   In  rats  with  intact  pituitaries,  ORD  activity  4  hr  after 
hepatectomy  was  10  times  that  of  sham-operated  controls. 
Hypophysectomized  rats  failed  to  show  an  increase  in  ORD  ac- 
tivity 4  hr  after  hepatectomy.    A  time-coui-se  study  showed 
that  hypophysectomy  resulted  in  a  delayed  increase  and  an 
early  decline  of  ORD  activity  after  parital  hepatectomy.    After 
the  removal  of  thyroids,  adrenals,  ovaries  or  testes,  the  increase 
in  ORD  activity  4  hr  after  hepatectomy  was  the  same  as  in  con- 
trol animals.   Treating  hypophysectomized  animals  with  tri- 
iodothyronine prior  to  hepatectomy  produced  a  small  but  sig- 
nificant increase  in  enzyme  activity.   Growth  hormone  treat- 
ment produced  a  greater  enhancement,  although  enzyme  levels 
were  still  lower  than  those  of  control  rats.   Combined  treatment 
of  hypophysectomized  rats  with  growth  hormone  and  triiodothy- 
ronine restored  ORD  activity  4  hr  after  hepatectomy  to  levels 
of  control  animals.   Growth  hormone  administration  to  normal 
rats  for  3  days  produced  a  3-fold  increase  in  liver  ORD  activity. 
These  findings  indicate  that  ORD  activity  is  closely  related  to 
rapid  tissue  growth. 

1 133  CHANGES  IN  THE  CONTENT  OF  SOME  AMINO 
ACIDS  IN  THE  LIVER  OF  WHITE  RATS  AFTER 

ADMINISTRATION  OF  NICOTINAMIDE.    (Uk.)    Shmat'ko, 
T.  M.  (Inst.  Biochem.,  Ukrainian  Acad.  Sci.,  Kiev,  USSR).    Ukr 
Biokhim  Zh  40(6):568-571,  1968. 

White  rats  were  given  500  mg/kg  nicotinamide  or  250  mg/kg  of 
glycocyamine  i.p.    Animals  were  decapitated  and  deproteinized 
liver  extracts  were  prepared  6  hr  after  injection  of  nicotinamide 
and  2  hr  after  injection  of  glycocyamine.    Determinations  of 
free  amino  acids  by  paper  chromatography  after  administration 
of  nicotinamide  showed  that  the  lysine  content  had  increased 
by  80%,  the  threonine  content  by  200%,  the  valine  content  by 
145%,  and  the  leucine  content  by  73%.    Administration  of  gly- 
cocyamine produced  increases  in  free  lysine,  threonine,  and 
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valine  but  not  in  leucine  or  isoleucine.   When  35s-labeled  me- 
thionine was  injected  after  glycocyamine,  the  radioactivity  of  the 
deproteinized  liver  extract  was  higher  than  in  controls  and  35s 
radioactivity  was  redistributed.    Since  nicotinamide  produced 
increases  in  the  activity  of  neutral,  but  not  acid,  proteases,  in- 
creases in  free  amino  acids  in  the  liver  are  probably  due  to  in- 
creased proteolysis  of  liver  proteins.   Cysteine,  the  content  of 
which  is  increased  by  glycocyamine,  is  an  activator  of  many 
proteolytic  enzymes  and  may  help  to  produce  increases  in  the 
content  of  other  free  amino  acids. 

1134  ACTIVATION  OF  HYDROCORTISONE-INDUCED 

TRYPTOPHAN  PYRROLASE  OF  RAT  LIVER 
BY  SKF  525-A:    THE  POSSIBLE  INVOLVEMENT  OF  ANTI- 
DIURETIC HORMONE.    (E.)    Magus,  R.  D.  (CoU.  Med.,  U. 
Iowa,  Iowa  City),  D.  E.  Rickert  and  J.  R.  Pouts.   Biochem 
Pharmacol  17(10):2071-2080,  1968. 

The  nature  and  mechanism  of  the  pituitary-dependent  potentia- 
tion by  SKF  525-A  of  hydrocortisone  induction  of  hepatic  tryp- 
tophan pyrrolase  was  studied  in  the  rat.    SKF  525-A  was 
found  to  produce  modest  increases  in  plasma  corticosterone 
(supporting  previous  evidence  that  the  drug  evokes  ACTH  re- 
lease).   ACTH  administration  to  hydrocortisone-treated  rats, 
however,  did  not  potentiate  the  action  of  hydrocortisone  on 
tryptophan  pyrrolase.   Growth  hormone  was  also  inactive  in 
this  respect.   Epinephrine,  glucagon,  and  both  exogenous  and 
endogenous  (released  by  nicotine)  antidiuretic  hormone  were 
capable  of  potentiating  hydrocortisone  induction  of  tryptophan 
pyrrolase.   Potentiation  of  hydrocortisone  action  by  SKF  525-A, 
epinephrine,  or  nicotine  was  not  detectable  if  enzyme  prepara- 
tions were  assayed  with  excess  hematin  added  in  vitro,  indicating 
that  potentiation  occurs  via  an  activation  process  as  opposed  to 
enzyme  induction.   The  mechanism  of  this  activation  process 
remains  to  be  elucidated. 

1135  INCORPORATION  OF  RADIOACTIVE  BICAR- 

BONATE INTO  LIVER  AND  MUSCLE  PRO- 
TEINS AND  LIPIDS  AND  INTO  PERINEPHRIC  ADIPOSE 
TISSUE  OF  YOUNG  AND  ADULT  RABBITS.    (Uk.)    Gulyi, 
M.  F.  (Inst.  Biochem.,  Ukrainian  Acad.  Sci.,  Kiev,  USSR),  G.  I. 
Zhurbin  and  G.  la.  Korniiaka.    Ukr  Biokhim  Zh  40(6):616-619, 
1968. 

The  incorporation  of  bicarbonate  into  liver  proteins  and  lipids 
was  studied  in  young  and  adult  rabbits  30-36  min  after  they 
were  given  0.135  /iC/g  of  NaHl4c03  i.v.    The  rate  of  bicarbon- 
ate incorporation  was  faster  and  the  specific  radioactivity  of 
proteins  and  lipids  was  greater  in  adult  animals.    After  90  min 
the  rate  of  protein  turnover  in  adults  was  38%  higher  and  the 
rate  of  lipid  turnover  72%  higher  than  in  young  animals.    In 
both  groups  protein  and  lipid  radioactivity  was  a  function  of 
time.   The  specific  radioactivity  of  these  substances  reached  a 
maximum  1.5  hr  after  injection  and  then  graduaUy  decreased. 
The  radioactivity  of  lipids  declined  much  more  slowly  than 
that  of  proteins. 


1136  THE  EFFECTS  OF  CERTAIN  GONADAL  HOR- 

MONES ON  THE  CONTENT  AND  COMPOSTION 
OF  LIPIDS  IN  THE  BLOOD  AND  LIVER  OF  IMMATURE 
MALE  CHICKS.    (E.)    Balnave,  D.  (Dept.  Agric.  Chem.,  Queen's 
U.,  Belfast,  Northern  Ireland).    Comp  Biochem  Physiol  28(2): 
709-716,  1969. 
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Changes  in  the  lipid  composition  of  the  blood  and  liver  in  re- 
sponse to  the  gonadal  hormones,  estrogen,  androgen,  and  pro- 
gesterone were  investigated  in  the  male  chick  (Gallus  domesticus). 
In  the  1st  of  2  experiments,  934  chicks,  maintained  on  a  stand- 
ard diet  for  6  weeks,  were  divided  into  4  treatment  groups: 

1)  0.5  ml  alcohol;  2)  10  mg  estradiol  dipropionate  in  0.5  ml 
alcohol;  3)  5  mg  testosterone  in  0.5  ml  alcohol;  and  4)  5  mg 
progesterone  in  0.5  ml  alcohol.  These  treatments  were  given 
as  a  series  of  5  i.m.  injections  over  a  10-day  period;  animals 
were  sacrificed  on  the  10th  day.  In  the  2nd  experiment,  606 
chicks  were  divided  into  4  treatment  groups,  with  treatments 
administered  as  in  the  1st  experiment:    1)  0.5  ml  alcohol; 

2)  10  mg  estradiol  dipropionate  in  0.5  ml  alcohol;  3)  5  mg 
testosterone  in  0.5  ml  alcohol;  and  4)  10  mg  estradiol  +  5  mg 
testosterone  in  0.5  ml  alcohol.    The  liver  weight  gains  of  the 
estrogen-treated  birds  in  the  1st  experiment  were  significantly 
reduced  compared  to  controls.    Neither  the  testesterone  nor 
the  progesterone  treatment  in  the  1st  experiment  nor  any  of 
the  hormone  treatments  in  the  2nd  experiment  had  any  sig- 
nificant effect  on  liver  weight  gain.    Estrogen  treatment  in  both 
experiments  significantly  increased  the  liver  dry  matter  content,      | 
while  estrogen  plus  androgen  enhanced  this  effect.    The  total 

liver  lipid  content  in  both  experiments  was  significantly  in- 
creased by  estrogen  treatment;  testosterone  and  progesterone 
had  no  effect  on  liver  lipid  content.    In  the  1st  experiment,  the 
total  blood  lipid  content  of  the  estrogen-treated  birds  was 
significantly  increased,  while  the  testosterone  and  progesterone 
treatments  significantly  decreased  blood  lipid  content.   These 
results  indicate  that,  although  progesterone  appears  to  have  no 
long-term  influence  on  the  lipemic  response  of  avian  liver,  both 
androgen  and  estrogen  can  exert  significant  effects  on  lipid 
metabolism  and  fatty  acid  composition. 

1137  RATES  OF  INCORPORATION  OF  TRITIUM 

LABELED  THYMIDINE  INTO  THE  MITOCHON- 
DRIAL AND  NUCLEAR  DNA  OF  NORMAL  RAT  LIVER, 
REGENERATING  LIVER,  AND  FOUR  HEPATOMAS  WITH 
DIFFERENT  GROWTH  RATES  AND  THEIR  HOST  LIVERS,      j 
(E.)    Chang,  L.  O.  (U.  Virginia  Sch.  Med.,  Charlottesville),  H. 
P.  Morris  and  W.  B.  Looney.   Brit  J  Cancer  22(4):  860-866,  1968. 
Tracer  studies  revealed  a  pronounced  difference  in  the  rate  of 
incorporation  into  mitochondrial  (mtDNA)  and  nuclear  (nDNA) 
fractions  of  host  liver  ceUs  between  rats  with  rapidly  growing 
hepatomas  (3924A,  H-35  tc2,  H-35)  and  those  with  hepatomas 
of  intermediate  growth  rate  (9121).   In  the  former,  the  rate  of 
incorporation  into  mtDNA  of  the  host  liver  was  about  1/3  the 
rate  of  incorporation  into  nDNA;  in  the  latter,  the  rate  of  in- 
corporation into  mtDNA  of  the  host  liver  was  29-77  times  as 
great  as  the  rate  of  incorporation  into  nDNA.    Moreover,  the 
rate  of  incorporation  into  mtDNA  of  host  Uvers  with  rapidly 
growing  tumors  was  1/10  the  rate  of  incorporation  into  mtDNA 
of  host  livers  with  tumor  9121.   The  mitochondrial  to  nuclear 
DNA  specific  activity  ratios  for  regenerating  liver  were  less  than 
1  and  similar  to  the  ratio  of  rapidly  growing  tumors;  the  ratio 
for  tumor  9121  varied  from  1.2  to  4.5.    Regenerating  liver 
showed  a  48-fold  increase  in  nDNA  synthesis,  but  only  a  2.5- 
fold  increase  in  mtDNA  synthesis.    The  tumor/host  mtDNA 
activity  of  undifferentiated  tumors  was  8-12  times  as  great  as 
the  ratio  for  well-differentiated  tumors,  but  there  was  no  cor- 
relation in  nDNA  activity.    Explanations  for  these  results  are 
offered  based  on  competition  between  tumor  and  host  cells  and 
between  sub-cellular  fractions. 
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IN  VIVO  AND  IN  VITRO  STUDIES  OF  THE 
REGULATION  OF  PALMlTYL-CoA  SYNTHETASE 
ACTIVITY  IN  RAT  LIVER.    (E.)    Farstad,  M.  (Inst.  Clin., 
Biochem.,  U.  Oslo,  Norway).  Acta  Physiol  Scand  74(4):568- 
576,  1968. 

A  procedure  is  described  for  evaluating  the  palmityl-CoA 
synthetase  activating  capacity  of  particle-free  supernatant  from 
various  sources.    Using  small  smounts  of  rat  liver  tissue  (less 
than  6  mg),  the  activation  of  particulate  palmityl-CoA  synthetase 
was  found  to  be  proportional  to  the  amount  of  supernatant 
present,  regardless  of  whether  microsomes  and  supernatant  from 
the  same  or  different  animals  were  used.   The  enzyme  activity 
of  whole  liver  homogenates  was  significantly  reduced  after  feed- 
ing sucrose  for  36  hr  and  increased  after  fasting  for  8  or  24  hr. 
The  activity  of  the  activating  factor  or  particle-free  supernatant 
also  increased  significantly  after  fasting.   When  incubated  in  the 
presence  of  5mM  MgCl2,  microsomal  palmityl-CoA  synthetase 
was  rapidly  inactivated;  2mM  EDTA  markedly  reduced  the  inac- 
tivation.    ATP  (5  mM)  prevented  inactivation  of  palmityl-CoA 
synthetase  in  vitro,  but  NaCl  and  NaF  reduced  the  enzyme  in- 
activation.   At  all  concentrations  tested  (2  x  lO^^  -  lO'lM)  NaF 
was  more  effective  than  NaCl.   CaCl2  (5  mM),  but  notKCl 
(50  mM)  also  reduced  the  inactivation  in  vitro.    Partially  inac- 
tivated palmityl-CoA  synthetase  was  partially  reactivated  by 
incubation  with  particle-free  supernatant  in  the  presence  of  ATP. 
Cychc  AMP  (10"4  M)  did  not  increase  the  supernatant  activation. 
These  findings  suggest  that  the  stimulating  effect  of  supernatant 
on  the  particle-bound  palmityl-CoA  is  due  to  an  enzymatic 
transformation  of  an  inactive  or  less  active  synthetase  into  a 
more  active  form,  and  that  the  inactivation  of  the  synthetase 
may  involve  a  phosphoprotein  phosphatase. 

1139  A  POSSIBLE  ROLE  FOR  RIBONUCLEASE  IN 

THE  REGULATION  OF  PROTEIN  SYNTHESIS 
IN  NORMAL  AND  HYPOPHYSECTOMIZED  RATS.    (E.) 

Brewer,  E.  N.  (St.  Jude  Children's  Res.  Hosp.,  Memphis,  Tenn.), 
L.  B.  Foster  and  B.  H.  Sells.   J  Biol  Chem  244(6):  1389-1392, 
1969. 

The  total  ("active"  +  "latent")  alkaline  ribonuclease  (RNase) 
content  of  postmitochondrial  supernatant  fractions  derived  from 
hypophysectomized  rat  liver  was  found  to  be  twice  that  in  cor- 
responding preparations  from  normal  rat  liver.    Intraperitoneal 
administration  of  bovine  growth  hormone  to  fasted  hypophy- 
sectomized animals  produced  a  significant  decrease  in  the  ele- 
vated RNase  levels  within  12  hr.    Most  polysome  preparations 
from  intact  normal,  hypophysectomized  and  growth  hormone- 
treated  hypophysectomized  animals  showed  a  similar  size  class 
distribution  and  in  vitro  amino-acid-incorporating  capacity. 
Occasionally,  however,  polysome  preparations  from  hypophy- 
sectomized rats  exhibited  a  decreased  capacity  for  cell-free  pro- 
tein synthesis  which  was  related  to  the  degree  of  shift  to  lower 
polysome  size  classes.    Preparations  with  as  little  as  20%  of  nor- 
mal activity  were  observed.    When  the  optical  density  profile 
revealed  polysome  breakdown,  significant  "active"  RNase  ac- 
tivity was  detected  in  the  corresponding  postmitochondrial 
supernatant  fraction.    These  data  suggest  that  the  ribosomes 
present  in  polysome  preparations  from  hypophysectomized  rat 
liver  are  functionally  equivalent  to  ribosomes  from  normal  ani- 
mals.   The  apparent  translational  defect  of  polysomes  from 
livers  of  hypophysectomized  rats,  as  reported  by  others,  may  be 
a  result  of  polysome  breakdown  during  isolation  and  incubation 
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due  to  the  elevated  RNase  activity  of  the  postmitochondrial 
supernatant  fractions  from  which  the  polysome  preparations 
are  derived. 

1140  STUDIES  ON  THE  METABOLIC  N-DEMETHYLA- 
TION.    VI.    EFFECT  OF  MORPHINE  AND 

NALORPHINE  ON  THE  OXIDATIVE  DEMETHYLATION  IN 
VITRO  IN  THE  LIVER  FROM  INTACT  AND  ADRENALEC- 
TOMIZED  RATS.    (E.)    Minegishi,  K.  (Tohoku  U.  Sch.  Med., 
Japan),  Y.  Kuroiwa  and  S.  Okui.    Chem  Pharm  Bull  16(9): 
1649-1654,  1968. 

In  experiments  on  intact  and  adrenalectomized  rats  of  both 
sexes,  nalorphine  was  found  to  inhibit  N-demethylation  of  mor- 
phine (as  well  as  meperidine)  in  liver  microsomal  preparations 
from  either  intact  or  adrenalectomized  rats,  but  the  inhibitory 
effect  of  morphine  was  antagonized  by  the  administration  of 
nalorphine.   The  degree  of  antagonism  was  related  to  both  the 
dose  and  the  order  of  administration;  20-100  mg/kg  significantly 
reversed  the  depression  of  enzymatic  activity  produced  by  100 
mg/kg  morphine  injected  at  the  same  time.    However,  even  a 
high  dose  (200  mg/kg)  of  nalorphine  did  not  reverse  the  inhibi- 
tion of  liver  enzyme  activity  in  rats  pretreated  with  morphine. 
It  is  concluded  that  the  effects  of  morphine  and  nalorphine  are 
not  mediated  by  adrenal  hormones,  and  since  the  antagonism 
cannot  be  demonstrated  once  morphinization  is  in  progress, 
nalorphine  must  be  a  pharmacological  rather  than  a  chemical 
antagonist. 

1141  EFFECTS  OF  THYROID  AND  ADRENAL 
HORMONES  ON  CELL  POTENTIALS  AND  IONIC 

CONCENTRATIONS  IN  THE  RAT  LIVER.    (Fr.)    Claret,  M. 
(Lab.  Comp.  Physiol.,  Fac.  Sci.,  Orsay,  France)  and  E.  Coraboeuf. 
C  R  Soc  Biol  (Paris)  162(5/6):  1100-1 104,  1968. 

In  experiments  performed  on  Wistar  rats,  thyroidectomy  pro- 
duced a  marked  increase  in  liver  cell  potentials  2-3  weeks  after 
surgery.   This  increase  is  due  mainly  to  a  decrease  in  extracel- 
lular (plasma)  Na"*"  and,  to  a  lesser  extent,  to  increased  per- 
meability of  liver  cells  for  K+  and  a  decrease  in  extracellular 
space.    Intracellular  (liver)  Na+  increased,  both  in  thyroidectomized 
rats  and  intact  rats  receiving  160  //g/kg/day  of  thyroxine,  but 
liver  cell  potentials  decreased  slightly  in  hyperthyroid  animals. 
Marked  depolarization  occurred  in  adrenalectomized  animals 
which  were  not  given  NaCl  in  their  drinking  water  for  2  days 
before  the  experiment,  while  cell  potentials  were  almost  normal 
in  adrenalectomized  animals  which  continued  to  receive  NaCl. 
These  findings  suggest  that  liver  cell  potentials  might  depend  on 
H+  or  CI"  ions  rather  than  K+  ions  or  on  other  factors  not  taken 
into  account  in  these  experiments. 

1 142  LIVER  REGENERATION  AFTER  PARTIAL 
HEPATECTOMY  IN  BIOTIN-DEFICIENT  RATS. 

II.    THE  PYRIDINE  NUCLEOTIDES  AND  SPECIFIC  NUCLE- 
OTIDASE ACTIVITY  IN  THE  LIVER  AND  ERYTHROCYTES. 

(Fr.)    Ababei,  L.  (Inst.  Med.  Res.,  Jassy,  Romania),  M.  Filip 
and  G.  Leporda.    Rev  Int  Hepat  18(8):1023-1031,  1968. 

Diphosphopyridine  nucleotide  (NAD),  NADP,  NADase  and 
NADPase  levels  were  determined  in  the  liver  and  whole  blood 
of  intact,  normal  hepatectomized,  biotin-deficient,  and  biotin- 
deficient  hepatectomized  young  male  white  rats.    Partial  hepa- 
tectomies  were  performed  by  the  procedure  of  Biggins  and 
Andersen,  and  biotin  deficiency  was  induced  by  the  method  of 
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Terroine  and  Rombauts.   Determinations  on  hepatectomized 
animals  were  made  during  liver  regeneration,  48  hr  after  sur- 
gery.   Significant  increases  occurred  in  the  content  of  NAD  in 
the  Uver  of  hepatectomized  rats  during  regeneration  and,  to  a 
lesser  extent,  in  the  liver  of  biotin-deficient  hepatectomized  ani- 
mals.   Liver  NADP  increased  in  hepatectomized  rats  and  de- 
creased in  biotin-deficient  hepatectomized  rats.    Increases  in 
blood  NAD  concentrations  occurred  in  both  hepatectomized 
and  biotin-deficient  hepatectomized  rats.    Blood  NADP  con- 
centrations increased  in  hepatectomized  rats  and  decreased  in 
biotin-deficient  hepatectomized  rats.    During  regeneration, 
liver  and  blood  NADase  and  NADPase  activities  decreased  in 
both  hepatectomized  and  biotin-deficient  hepatectomized  ani- 
mals.  In  normal  hepatectomized  animals  the  decrease  in 
NADase  and  NADPase  activity  accounted  only  partially  for  in- 
creases in  NAD  and  NADP.    In  biotin-deficient  animals  there 
was  almost  ideal  agreement  between  the  decrease  in  NADase 
activity  and  the  content  of  NAD  in  the  liver  and  blood. 

1143  THE  EFFECT  OF  A  DERIVATIVE  OF  DIPHEN- 
OXY ACETIC  ACID  ON  BILIARY  AND  PAN- 
CREATIC SECRETION  IN  THE  RAT.   (Fr.)    Debray,  C. 
(Bichat  Hosp.,  Paris,  France),  C.  Vaille,  J.  de  la  Tour,  C.  Roze, 
M.  Souchard  and  J.  Chariot.  Rev  Int  Hepat  18(6):785-798, 
1968. 

Male  Wistar  rats  under  ethylurethan  anesthesia  were  given  0.20 
mg/kg  of  (diphenoxy)acetylaminopropylmorpholine  i.m.    Re- 
sults were  compared  with  those  obtained  on  controls  by  analy- 
sis of  variance.    During  the  3  hr  observation  period  a  slight  in- 
crease occurred  in  the  flow  of  pancreatic  juice.    Decreases  were 
observed  in  the  total  protein  concentration  and  total  protein 
output  in  pancreatic  juice  and,  to  a  lesser  extent,  in  amylase 
concentration  and  output.    Bile  flow  was  increased  45%  during 
the  1st  hr  and  12%  in  the  2nd.   This  effect  was  slightly  greater 
and  more  prolonged  than  that  produced  by  the  same  dose  of 
sodium  dehydrocholate.    During  the  1st  hr  the  bilirubin  con- 
centration decreased  slightly  and  the  water  output  increased 
markedly,  resulting  in  an  increase  in  bilirubin  secretion.   The 
drug  had  no  effect  on  the  respiratory  parameters  studied. 

1 144  THE  REGULATION  OF  PROTEIN  SYNTHESIS 
IN  THE  LIVER  OF  RATS:    MECHANISMS  OF 

DIETARY  AMINO  ACID  CONTROL  IN  THE  IMMATURE 
ANIMAL.   (E.)   Wannemacher,  R.  W.  Jr.  (Bur.  BioL  Res., 
Rutgers  State  U.,  New  Brunswick,  N.  J.),  W.  K.  Cooper  and 
M.  B.  Yatvin.   Biochem  J  107(5):615-623,  1968. 

Weanling  {23-day-old)  rats  were  fed  either  an  amino  acid-de- 
ficient diet  (6%  casein)  or  a  diet  containing  an  adequate  amount 
of  protein  (18%  casein)  for  28  days  so  that  the  ribosomal  con- 
centration and  distribution  in  hepatocellular  populations  from 
rats  on  both  dietary  regimens  could  be  compared  with  their 
protein-biosynthetic  ability.    The  hepatic  cells  from  the  animals 
fed  on  the  low-protein  diet  were  characterized  by  a  low  amino 
acid  content,  almost  complete  inhibition  of  cell  proliferation 
and  a  marked  decrease  in  cell  volume,  protein  content  and  con- 
centration of  cytoplasmic  RNA  compared  with  cells  from  con- 
trol rats.    The  lower  concentration  of  cytoplasmic  RNA  was 
correlated  with  a  decreased  ribosomal-RNA  content,  of  which 
a  larger  proportion  was  in  the  form  of  free  ribosomes.    The 
protein-synthetic  competence  and  messenger-RNA  content  of 
isolated  ribosomes  from  Uver  cells  of  protein-deprived  animals 
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were  40-50%  of  those  noted  in  controls.    At  1  hr  after  an  in- 
jection of  radioactive  uridine,  the  specific  radioactivity  of  liver 
total  RNA  was  greater  in  the  group  fed  on  the  low  protein 
diet,  but  the  amount  of  label  that  was  associated  with  cyto- 
plasmic RNA  or  ribosomes  was  significantly  less  than  that  noted 
in  control  animals.    From  these  data  it  is  concluded  that  dietary 
amino  acids  regulate  hepatic  protein  synthesis  by  affecting  the 
ability  of  polyribosomes  to  synthesize  protein  and  by  influenc- 
ing the  concentration  of  cytoplasmic  ribosomes. 

1145  FACTORS  INFLUENCING  THE  DEVELOP- 

MENT OF  UREA-SYNTHESIZING  ENZYMES 
IN  RAT  LIVER.  (E.)  Raiha,  N.  C.  R.  (Dept.  Med.  Chem., 
U.  Helsinki,  Finland)  and  J.  Suihkonen.  Biochem  J  107(6): 
793-797,  1968. 

The  developmental  pattern  of  carbamoyl  phosphate  synthetase, 
ornithine  transcarbamoylase,  arginino succinate  synthetase,  argin- 
inosuccinase  and  arginase,  which  are  all  involved  in  urea  synthesi; 
was  studied  in  the  livers  of  Sprague-Dawley  rat  fetuses  of  various 
ages.    In  21 -day-old  fetal  liver,  only  ornithine  transcarbamoylase 
and  arginase  had  activities  exceeding  20%  of  adult  activity.   At 
birth,  arginine  synthetase  exhibited  the  lowest  relative  activity 
of  all  enzymes,  but  its  postnatal  increase  was  the  most  rapid 
and  the  activity  increased  5-fold  within  24  hr  after  birth.   Car- 
bamoyl phosphate  synthetase  activity  increased  3-fold  during       ^ 
the  first  day,  while  the  other  3  enzymes  showed  a  2-fold  or        j 
less  increase  in  activity.    Starvation  of  newborn  rats  for  24  hr 
had  very  little  effect  on  the  postnatal  increase  of  any  of  the 
enzymes  studied.   When  puromycin  was  given  to  newborn  rats 
there  was  a  marked  inhibitory  effect  on  the  postnatal  increase 
in  arginine  synthetase.    Puromycin  (0.25  mg  i.p.)  inhibited 
protein  synthesis  totally  in  the  liver  when  given  every  hr,  but 
when  given  every  3  hr  only  a  70-80%  inhibition  was  expected. 
Adrenalectomy  caused  an  almost  complete  inhibition  of  the 
postnatal  increase  in  liver  arginine  synthetase  at  24  hr  after 
birth.   The  inhibition  was  72%  when  adrenalectomy  was  per- 
formed 48  hr  after  buth.    Treatment  of  the  unoperated  ne\y- 
bom  with  triamcinolone  (0.5  mg/day)  resuhed  in  a  marked 
stimulation  of  the  postnatal  inaease  in  arginine  synthetase  ac- 
tivity. 

1 146  THE  INFLUENCE  OF  SOME  PHYSICO-CHEMI- 

CAL FACTORS  ON  THE  BILIARY  EXCRETION 
OF  A  SERIES  OF  STRUCTURALLY  RELATED  ARYL  SUL- 
PHATE ESTERS.    (E.)    Hearse,  D.  J.  (Dept.  Biochem.,  U.  i 
Coll.,  Cardiff,  Wales),  G.  M.  PoweU,  A.  H.  Olavesen  and  K.  S.-    \ 
Dodgson.   Biochem  Pharmacol  18(1):  181-195,  1969. 

The  metabolism  and  mode  of  excretion  of  biphenylyl  4-35s- 
sulfate  (BS),  cyclohexylphenyl-4-35s-sulfate  (C4S)  and  cyclo-'    ' 
hexylphenyl-2-35s-sulfate  (C2S)  were  studied  in  MRC  hooded     ' 
rats.    In  experiments  with  free-ranging  rats  given  i.p.  injections 
of  the  35s-labeled  esters  (100  mg/100  g),  76-98%  of  the  radio- 
activity was  recovered  in  the  urine,  but  the  proportion  of  radio- 
activity appearing  as  inorganic  35s-sulfate  varied  with  each  ester 
(BS,  36%  in  the  male  and  19%  in  the  female;  C4S,  33%  in  the 
male  and  19%  in  the  female;  C2S,  less  than  2%  in  either  sex). 
Following  i.v.  administration  of  100  mg/100  g  of  BS,  C2S  and 
C4S  to  rats  with  bile  duct  fistulas,  up  to  18%,  70%  and  81% 
of  the  radioactivity  appeared  in  the  bile,  resp.   In  all  studies 
there  was  rapid  urinary  and  biliary  elimination  of  the  3  esters. 
Thin-layer  chromatography,  autoradiographic  and  j3-glucuronidase 
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studies  revealed  that  for  each  ester  only  1  major  radioactive 
component  was  present  in  the  bile  and  this  was  identified  as 
a  glucuronic  acid  conjugate.   The  latter  may  undergo  degrada- 
tion in  the  gastrointestinal  tract,  resuhing  in  loss  of  the  glucu- 
ronic acid  residue,  reabsorption  and  subsequent  urinary  excre- 
tion of  the  aglycone.    In  liver  perfusion  studies  it  was  shown 
that  appreciable  desulfation  of  B4S  occurred  under  "closed 
system"  conditions,  but  there  was  no  significant  increase  in  the 
level  of  biliary  elimination  compared  with  the  results  from 
cannulated  rats.    The  degree  of  binding  to  plasma  proteins 
(BS,  90%;  C2S,  95%;  C4S,  70%)  was  not  related  to  the  amount 
of  biliary  excretion  of  the  ester.   These  results  are  discussed  in 
relation  to  the  physicochemical  characteristics  of  the  esters 
and  it  is  concluded  that  the  balance  of  lipophilic  and  hydro- 
philic  properties  is  not  the  prevailing  factor  in  determining  the 
route  of  elimination. 

1147  THE  EFFECT  OF  ESTROGEN  ON  BILE  FORMA- 

TION IN  THE  RAT.    (E.)    Porker,  E.  L.  (Dept. 
Physiol.  Biophys.,  U.  Iowa,  Iowa  City).   /  Clin  Invest  48(4): 
654-663,  1969. 

In  18-hT  fasted  virgin-female  Sprague-Dawley  rats,  daily  s.c. 
administration  of  2.5  mg  estrone  for  7  days  resulted  in  sig- 
nificantly diminished  bile  flow  (7.8  jUl/min  compared  with 
11.6  in  controls)  and  a  reduced  choleretic  response  to  0.6 
mg/min  dehydrocholate  (18.1  jUl/min  compared  to  26.6  in 
controls).    During  spontaneous  bUe  flow,  clearance  of  sucrose- 
14c  (4  MQ  2.5-3  hr  after  i.v.  injection  was  at  least  twice  as 
fast  in  rats  treated  with  estrone  as  in  controls.    Mannitol-3H 
clearance  (20  JUC  iv.)  during  spontaneous  bile  flow  was  ahnost 
identical  to  bile  flow  in  both  estrone-treated  and  control  rats, 
but  during  choleresis,  mannitol  clearance  was  about  20%  less 
than  bile  flow  in  the  control  group,  while  the  bile: plasma 
concentration  ratio  remained  close  to  1  in  animals  given  the 
hormone.   These  studies  indicate  that  estrone  increased  the 
permeability  of  the  biliary  tree  to  sucrose  and  maimitol.    Es- 
trone also  reduced  the  steady-state  clearance  of  BSP  given  by 
continuous  infusion  (0.1  mg/min)  from  5.1  ±  1.3  in  controls 
to  2.6  ±  0.6  ml/min.    This  decline  in  clearance  was  associated 
with  mean  decrements  of  20%  in  bile  flow  and  30%  in  the 
bile:plasma  concentration  ratio.    Studies  with  BSP  given  by 
single  i.v.  injection  (60  mg/kg)  to  saturate  excretory  transport 
also  demonstrated  reduced  BSP  clearance.    These  observations 
support  the  hypothesis  that  estrogen  cholestasis  may  invoWe 
enhanced  diffusion  of  materials  from  bile  to  blood  in  addition 
to  inhibition  of  active  transport  in  the  opposite  direction. 
Light  microscopic  examination  of  livers  from  rats  treated  with 
estrone  revealed  slightly  larger  liver  cell  nuclei  compared  with 
control  livers,  but  no  signs  of  necrosis,  inflammation,  fatty 
metamorphosis  or  cholestasis. 

1148  THE  EFFECT  OF  PHENOBARBITONE  TREAT- 

MENT OF  RATS  AND  OF  PROTEIN  DEPRIVA- 
TION ON  THE  CAPACITY  OF  LIVER  SLICES  TO  CONJUG- 
ATE BILIRUBIN.    (E.j    Adlard,  B.  P.  F.  (Dept.  Chem.  Path., 
U.  Leeds,  Yorkshire,  England),  R.  G.  Lester  and  G.  H.  Lathe. 
Biochem  Pharmacol  18(l):59-63,  1969. 

In  Wistar  rats,  oral  phenobarbitone  treatment  (1  mg/ml  in 
drinking  water  for  3  weeks)  resulted  in  a  45%  increase  in  the 


capacity  of  liver  slices  to  conjugate  and  secrete  bilirubin  (total 
bUirubin  conjugation  202  ±  22  compared  to  146  ±  16  /^/g/2 
hr  in  controls).   Feeding  a  protein-free  diet  for  4  days  had  no 
significant  effect  on  the  amount  of  bilirubin  conjugated  by 
liver  slices.    Neither  treatment  altered  the  amount  of  conjugated 
bilirubin  remaining  in  the  liver  slices  at  the  end  of  the  2-hr 
incubation.    Body  weights,  Uver  weights  and  liver  weightA)ody 
weight  ratios  of  animals  treated  with  phenobarbitone  were  sig- 
nificantly greater  than  those  of  control  rats.    Animals  fed  the 
protein-free  diet  had  liver  weights  and  Uver  weight/body  weight 
ratios  which  were  significantly  lower  than  those  of  the  controls. 
In  animals  fed  a  control  diet,  addition  of  pregnanolone  (2.5  x 
10-5  M)  and  EDTA  (5  x  lO'^  M)  to  the  incubation  medium 
increased  the  conjugated  pigment  in  the  slices  at  the  end  of  2 
hr  of  incubation.    Taurocholate  (1  x  10-3  M)  inaeased  con- 
jugation but  reduced  the  amount  of  pigment  in  the  slices.    In 
the  phenobarbitone  treated  animals,  EDTA  was  not  inhibitory 
and  taurocholate  did  not  increase  the  rate  of  bilirubin  conjuga- 
tion.   These  observations  indicate  that  the  changes  in  bilirubin 
conjugation  and  secretion  produced  by  phenobarbitone  are 
minor  compared  to  the  several  fold  increases  in  the  activity  of 
NADPH-dependent,  drug  metabolizing  and  steroid-hydroxylating 
enzymes  induced  under  similar  conditions. 


1149  GLYCOGENOLYTIC  EFFECT  OF  DIBUTYRYL 

CYCLIC  ADENOSINE  3',5'-MONOPHOSPHATE 
IN  PERFUSED  RAT  LIVER.    (E.)    Levine,  R.  A.  (Brooklyn- 
Cumberland  Med.  Ctr.,  N.Y.)  and  S.  E.  Lewis.   Biochem 
Pharmacol  18(1):  15-20,  1969. 

The  glycogenolytic  and  hyperglycemic  effects  of  the  n6-2  -O- 
dibutyryl  derivative  of  cyclic  adenosine  3  ,5  -monophosphate 
(DBC)  were  compared  with  those  of  cyclic  adenosine  3  ,5  - 
monophosphate  (3',5'-AMP)  and  the  2'-0-monobutyryl  deriva- 
tive of  3',5'-AMP  (MBC)  in  isolated  perfused  rat  liver.    The 
hyperglycemic  response  to  7.8  mM/hr  of  DBC  was  significantly 
greater  than  that  to  an  equimolar  dose  of  MBC  throughout  3 
hr  of  infusion;  there  was  no  significant  difference  between  the 
2  butyl  derivatives  at  the  4-hT  blood  glucose  level.    The  en- 
hanced potency  of  DBC  was  especially  evident  during  the  1st 
30  min  of  infusion  when  it  produced  a  70%  greater  glycemic 
response  compared  to  MBC.    The  hyperglycemic  response  of 
DBC  always  exceeded  that  of  3',5'-AMP  at  the  equimolar  dose. 
After  2  hr  of  infusion  only  DBC  and  MBC  produced  near-maxi- 
mal glycogeno lysis.    A  marked  decrease  in  liver  glycogen  oc- 
curred as  early  as  2  hr  after  administration  of  DBC  or  MBC. 
After  4  hr  of  infusion  the  mean  level  of  Uver  glycopn  for  DBC 
(0.6  ±  0.5  mg/g)  was  significantly  lower  than  the  3  ,5  -AMP 
value  (9.1  ±  6.9  mg/g),  but  not  significantly  different  from 
that  with  MBC  (0.8  ±  0.5  mg/g).    The  mean  difference  between 
pre-  and  post-treatment  liver  glycogen  values  also  was  similar 
for  DBC  (32.2  ±  7.5  mg/g)  and  MBC  (31.5  ±  7.7  mg/g),  but 
significantly  lower  for  3',5'-AMP  (22.2  ±  3.0  mg/g).    In  acute 
injection  studies,  the  glycemic  responses  to  all  3  nucleotides 
were  more  variable  than  in  the  constant  infusion  experiments; 
yet,  both  DBC  (0.2  mM)  and  MBC  (0.2  mM)  significantly  ex- 
ceeded the  glycemic  potency  of  an  equimolar  dose  of  3  ,5  -AMP. 
These  data  suggest  that  DBC  penetrates  the  liver  cell  more 
readily  or  is  less  susceptible  to  hydrolysis  by  phosphodiesterase 
than  either  the  monobutyrl  derivative  or  the  parent  compound. 
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1150  METABOLISM  OF  AMMONIA.    I.    BIOCHEMICAL 

ASPECT  OF  AMMONIA  INTOXICATION.    (E.) 
Roberge,  A.  (Fac.  Med.,  Laval  U.,  Sainte-Foy,  Canada.)  and 
R.  Charbonneau.    Rev  Canad  Biol  27(4):321-331,  1968. 

The  accumulation  of  ammonia  in  the  blood  and  body  fluids 
in  advanced  hepatic  diseases  requires  elucidation  of  the  biochem- 
ical mechanisms  of  the  production,  fixation,  and  excretion  of 
ammonia.    The  differential  toxicity  of  ammonium  salts,  the  re- 
lation of  ammonia  toxicity  to  blood  pH,  the  effects  of  various 
compounds  against  the  toxicity  of  these  salts,  the  blood-brain 
barrier,  and  the  role  of  arginine  in  ammonia  intoxication  have 
therefore  been  studied  in  male  Wistar  rats,  mice  and  chicks. 
When  13  different  ammonia  salts  were  injected  i.p.  into  rats 
at  a  dose  of  10.6  mmoles  NH4-N/kg,  the  time  of  onset  of  con- 
vulsions ranged  from  5  to  1 1  min  after  injection,  and  the  time 
of  death  ranged  from  6  to  1 3  min.    However,  the  animals  died 
without  any  sign  of  convulsions  after  injections  of  ammonium 
oxalate  and  citrate.    After  the  injection  of  ammonium  sulfate, 
bicarbonate  and  phosphate  (acid,  neutral  and  basic  pH  in  that 
order),  the  time  of  onset  of  the  comatose  state  was  indepen- 
dent of  blood  pH  variations  but  was  related  to  the  speed  with 
which  ammonia  crossed  the  blood-brain  barrier.    The  different 
dissociation  speeds  of  the  ammonium  ion  into  free  ammonia  at 
the  level  of  the  cell  membrane  had  a  significant  influence  on 
the  protective  action  of  L-arginine,  which  completely  protected 
rats  against  the  effects  of  ammonium  sulfate  and  phosphate. 
When  L-arginine  was  given  15  min  before  ammonium  bicarbon- 
ate, only  70%  protection  was  observed.   The  most  effective 
agents  for  the  prevention  of  ammonia  intoxication  were 
L-arginine,  L-citrulline,  L-ornithine  and  L-ascorbic  acid.    The 
fact  that  labeled  arginine  and  citrulline  were  not  accumulated 
in  the  brain  after  i.p.  injection,  combined  with  the  fact  that 
these  2  amino  acids  and  ornithine  were  ineffective  against  ex- 
perimental ammonia  intoxication  in  chicks,  indicates  that  the 
protective  effect  was  biochemical  in  nature. 

1 15 1  INCREASE  IN  THE  CELL-FREE  PROTEIN 

SYNTHESIS  OF  STARVED  RATS  AFTER 
TREATMENT  WITH  PHENOBARBITAL.    (Ger.)    Greim,  V.  H. 
(Inst.  Toxicol.,  U.  Tubingen,  Germany).   Hoppe  Seyler  Z  Physiol 
Chem  349(12):1774-1776,  1968. 


1152  ISOLATION  AND  CHARACTERIZATION  OF 
HUMAN  LIVER  ALDEHYDE  DEHYDROGENASE. 

(E.)    Kraemer,  R.  J.  (U.  Colorado  Sch.  Med.,  Denver)  and  R.  A. 
Deitrich.  J  Biol  Chem  243(24):6402-6408,  1968. 

1153  PHOSPHOPROTEINS  IN  PLASMA  MEMBRANES 
FROM  RAT  LIVER  CELLS:    32p  INCORPORA- 
TION INTO  PHOSPHOPROTEINS.    (E.j    Blat,  C.  (Inst.  Sci. 
Res.  Cancer,  Villejuif,  France)  and  L.  Harel.   Biochim  Biophys 
Acta  173(l):23-33,  1969. 

1154  EFFECTS  OF  PHOSPHOLIPIDS  ON  LIVER 
MITOCHONDRIA  OSMOTIC  PROPERTIES  AND 

BINDING  OF  CATIONS.    (E.)    Scarpa,  A.  (Inst.  Gen.  Path., 
U.  Padua,  Italy)  and  G.  F.  Azzone.   Biochim  Biophys  Acta 
173(l):78-85,  1969. 

1 155  THE  CHANGES  IN  THE  STATE  OF  RAT  LIVER 
CHROMATIN  UNDER  HYDROCORTISONE  IN- 
DUCTION.  (E.)    Salganik,  R.  I.  (Inst.  Cytol.  Genet.,  Acad. 


Sci.,  Novosibirsk,  USSR),  T.  M.  Morozova  and  M.  A.  Zakharc 
Biochim  Biophys  Acta  174(2):755-757,  1969. 

1 156  A  STUDY  OF  THE  CYTIDINE  KINASE  PATH- 
WAY OF  NUCLEOTIDE  BIOSYNTHESIS  IN 

REGENERATING  RAT  LIVER.    (E.)    Krawitt,  E.  L.  (McArd 
Lab.  Cancer  Res.,  U.  Wisconsin,  Madison),  I.  Betel  and  V.  R. 
Pottei.   Biochim  Biophys  Acta  n4(2):763-765,  1969. 

1 157  ON  THE  STIMULATION  OF  ORNITHINE  DE- 
CARBOXYLASE AND  RNA  POLYMERASE 

ACTIVITY  IN  RAT  LIVER  AFTER  TREATMENT  WITH 
GROWTH  HORMONE.   (E.)    Janne,  J.  (Dept.  Med.  Chem., 
U.  Helsinki,  Finland)  and  A.  Raina.   Biochim  Biophys  Acta 
174(2):769-772,  1969. 

1158  POLYPHENYLALANINE  SYNTHESIS  BY  RAT 
LIVER  RIBOSOMES  DERIVED  FROM  POLY- 
SOMES BY  ETHIONINE  TREATMENT  IN  VIVO  OR  BY 
PRE-INCUBATION  IN  VITRO.    (E.)    Staehelin,  M.  (Biol.  Labs 
Pharm.  Dept.,  CIBA  Ltd.,  Basel,  Switzerland).   Biochim  \ 
Biophys  Acta  713-721,  1969.  j 

1159  STUDIES  ON  RIBONUCLEIC  ACID  SYNTHESIJ 
IN  NUCLEI  ISOLATED  FROM  RAT  LIVER. 

(E.J    Meisler,  A.  1.  (Harvard  Med.  Sch.,  Boston,  Mass.)  and 
B.  E.  Tropp.   Biochim  Biophys  Acta  174(2):476-490,  1969. 

1160  INTERACTIONS  BETWEEN  UNCOUPLERS  AM 
SUBSTRATES  IN  RAT-LIVER  MITOCHONDRM 

fE.)  Kraayenhof,  R.  (Lab.  Biochem.,  B.  C.  P.  Jansen  Inst.,  U. 
Amsterdan,  Netherlands)  and  K.  Van  Dam.  Biochim  Biophys 
Acta  172(2):  189-197,  1969. 

1161  CYTOCHEMICAL  STUDIES  ON  THE  MECHAN- 

ISM OF  RAT  LIVER  REGENERATION:    THE 
EFFECT  OF  PORTAL  VEIN  LIGATION  ON  THE  LOCALIZA 
TION  OF  ACID  PHOSPHATASE  ACTIVITY.    (E.)    Vorbrodt, 
A.  (Inst.  Oncol.,  Gliwice,  Poland)  and  W.  Bartoszewicz.   Folia 
Histochem  Cytochem  6(2):203-211,  1968. 

1 162  LIVER  REGENERATION  AFTER  PARTIAL 
HEPATECTOMY  IN  RATS  EXPOSED  BEFORE 

THE  OPERATION  TO  THE  STRESS  STIMULUS.  (E.)  Simek, 
J.  (Dept.  Physiol.,  Charles  U.,  Hiadec  Kralove,  Czechoslovakia),'. 
Z.  Erbenova,  F.  Demi  and  1.  Dvorackova'.  Experientia  24(11)-  I 
1166-1167,  1968. 

1163  CARBOHYDRATE  FORMATION  FROM  VAR-     [ 
lOUS  PRECURSORS  IN  NEONATAL  RAT  ' 

LIVER.    (E.)    Vernon,  R.  G.  (Dept.  Biochem.,  U.  Birmingham, 
England),  S.  W.  Eaton  and  D.  G.  Walker.   Biochem  J  110(4): 
725-731,  1968. 


1 164  THE  NAD  AND  NADH2  CONTENT  OF  THE 

LIVER,  HEART,  AND  KIDNEYS  OF  ADRENAL- 
ECTOMIZED  AND  ALCOHOL-TREATED  RATS.    (Ger.j 
Fazekas,  1.  G.  (Inst.  Forensic  Med.,  U.  Szeged,  Hungary)  and 
B.  Rengei.    Enzymologia  36(l):59-64,  1969. 
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RAT  UVER  D-/3-HYDR0XYBUTYRATE  DE- 
HYDROGENASE.   III.    INHIBITION  BY  TOPICAL 

ANESTHETICS.    (E.)   Gotterer,  G.  S.  (Johns  Hopkins  U.  Sch. 

Med.,  Baltimore,  Md.).   Biochemistry  8(2):641-645,  1969. 


1166 


THE  ROLE  OF  AFFERENT  BLOOD  SUPPLY 
IN  REGENERATION  OF  LIVER  ISOGRAFTS 
IN  RATS.   (E.)    Lee,  S.  (U.  California  Sch.  Med.,  San  Diego), 
T.  S.  Edgington  and  M.  J.  Orloff.   Surg  Forum  19:360-362, 
1968. 


1167 


EFFECTS  OF  ACTINOMYCIN  D  AND  X-RAY 
ON  PARTLVLLY  HEPATECTOMIZED  RATS. 

(E.)    Filler,  R.  M.  (Child.  Hosp.  Med.  Ctr.,  Boston,  Mass.), 
C.  L.  Maddock,  M.  Tefft,  G.  F.  Vawter  and  B.  Brown.   Surg 
Forum  19:358-360,  1968. 


1168 


CORTICOSTEROIDS  AND  BILIRUBIN 
METABOLISM.    [EDITORLVL]    (E.)    Anonymous. 
Gastroenterology  56(2): 363-366,  1969. 


1169  INFLUENCE  OF  INSULIN  ON  THE  METABO- 
USM  OF  S35-METHIONINE  IN  CUSHING'S 

SYNDROME.   (E.)    Gozariu,  L.  (Inst.  Med.  Pharm.,  Cluj, 
Romania),  O.  Florescu,  R.  Dascalu,  T.  Holan  and  Z.  Uray. 
Rev  Roum  Endocrinol  5(4):  343-346,  1968. 

1170  STIMULATION  OF  PROTEIN  SYNTHESIS  IN 
MOUSE  LIVER  BY  ECDYSTEROP'p.    (E.j 


Hepatobiliary  Tract 

Otaka,  T.  (Tohoku  U.  Sch.  Med.,  Japan),  S.  Okui  and  M. 
Uchiyama.    Chem  Pharm  Bull  17(1):75-81,  1969. 

1171  ADENOSINE  TRIPHOSPHATE  IN  PREVENTION 
OF  AMMONIA  INTOXICATION  IN  DOGS.    (E.) 

Grossi,  C.  E.  (St.  Vincent's  Hosp.,  New  York,  N.  Y.),  B.  Prytz 
and  L.  M.  Rousselot.   Surg  Forum  19:363-364,  1968. 

1 172  THE  ROLE  OF  THE  LIVER  AND  SURGICAL 
STRESS  IN  ERYTHROPOIETIN  METABOLISM. 

(E.)  Kukral,  J.  C.  (Cook  County  Hosp.,  Chicago,  IlL),  A.  L. 
Carney,  E.  Ebroon,  J.  Pollitt,  R.  A.  Zeineh,  W.  Dobryszycka 
andW.  Fried.    Surg  Forum  19:348-349,  1968. 

1173  THE  EFFECT  OF  X-IRRADIATION  ON  THE 
ACTIVITY  OF  NICOTINAMIDE  DEAMIDASE 

IN  RAT  LIVER.    (E.)    Zicha,  B.  (Med.  Fac. ,  Charles  U., 
Prague,  Czechoslovakia),  L.  Buric  and  J.  Benes.   Strahlentherapie 
137(2):183-186,  1969. 

1 174  THE  ABILITY  OF  THE  LIVER  TO  TAKE  UP 
COLLOIDS  AS  STUDIED  WITH  THE  AID  OF 

198au,  with  EMPHASIS  ON  THE  RELATION  BETWEEN 
UPTAKE  AND  VASOMOTOR  FUNCTION.    (Jap.)    Katano,  T. 
(Nippon  U.  Med.  Sch.,  Tokyo,  Japan).   Nichidai  Ig  Z  27(9): 
1020-1034,  1968. 

1175  THE  EFFECT  OF  ESTRADIOL  AND  PRO- 
GESTERONE ON  PORPHYRIN  SYNTHESIS 

IN  LIVER  CELL  CULTURES.    (Ger.)    Doss,  M.  (Inst.  Hyg.,  U. 
Marburg/Lahn,  Germany).    Klin  Wschr  47(4):  228-229,  1969. 


See  also:    1013,1017,1019,1113,1266,1538,1541,1555,1587,1590,i591, 
1594,1609,1648,1719 


150 
Intestine 


1176  STUDIES  ON  PHENOLIC  STEROIDS  IN  HU- 
MAN SUBJECTS.    IX.    ROLE  OF  THE  INTES- 
TINE IN  THE  CONJUGATION  OF  ESTRIOL.    (E.)    Inoue,  N. 
(Roswell  Paik  Mem.  Inst.,  Buffalo,  N.  Y.),  A.  A.  Sandberg, 

J.  B.  Graham  and  W.  R.  Slaunwhite  Jr.    J  Qin  Invest  48(2): 
390-396,  1969. 

In  order  to  compare  the  enteric  circulation  of  estriol-160£-gluco- 
siduronate  (reported  previously)  with  that  of  estriol  (E3),  labeled 
estriol  was  administered  to  6  women  (28-55  yr  old;  3  normal, 
2  with  uterine  carcinoma,  and  1  with  a  biliary  fistula)  by  sev- 
eral routes:    both  injection  and  infusion  into  a  systemic  vein, 
injection  into  the  portal  vein,  ingestion,  and  instillation  into 
the  jejunum  and  Ueum.    Urine,  collected  at  varying  intervals 
for  up  to  24  hr,  was  analyzed  by  countercurrent  distribution 
for  its  content  of  radioactive  estriol  3-  and  1 6-glucosiduronate 
(E3-3GI,  E3-I6GI)  and  sulfoglucosiduronate  (E3-3S,16G1). 
After  peripheral  injection  of  E3,  E3-I6GI  was  excreted  rapidly 
and  E3-3S,16G1  was  excreted  at  a  slower  and  more  constant 
rate.    E3-3GI  was  barely  detectable  after  infusion.    After  in- 
jection of  E3  into  the  portal  vein,  the  excretion  of  E3-3S,16G1 
was  greater  and  quicker  than  after  peripheral  injection.    Inges- 
tion also  produced  the  same  results.    Only  after  instillation  into 
the  ileum  was  a  large  and  rapid  excretion  of  E3-3GI  obtained, 
whereas  the  excretion  of  E3-3S,16G1  and  E3-I6GI  were  de- 
pressed.  These  results  and  those  previously  reported  suggest 
that  E3  does  not  readily  appear  in  the  small  intestine  except 
via  a  hepatoenteric  circulation  that  produces  very  little  E3-3GI. 
When  present  in  the  distal  segment  of  the  small  intestine,  how- 
ever, absorption,  conjugation  and  elimination  proceed  readily. 

1177  ORIGIN  AND  RENEWAL  OF  GOBLET  CELLS 
IN  THE  EPITHELIUM  OF  THE  MOUSE  SMALL 

INTESTINE.    (E.)    Merzel,  J.  (Dept.  Anat.,  McGill  U.,  Montreal, 
P.Q.,  Canada)  and  C.  P.  Leblond.   Amer  J  Anat  124(3):281- 
306,  1969. 

Segments  of  duodenum,  jejunum  and  ileum  from  adult  female 
Swiss  albino  mice,  previously  injected  i.p.  with  1  juC  thymidine- 
3H/g  and  sacrificed  1  hr-14  days  later,  were  analyzed  for  pre- 
cursor cell  types  of  goblet  cells.    A  map  of  a  jejunal  crypt  was 
reconstructed  from  l-/i  thick  serial  sections  of  Epon-embedded 
tissue.    Typical  goblet,  columnar,  Paneth  and  argentaffin  cells 
were  observed  in  the  crypts,  in  addition  to  little-known  cell 
types  described  as  oligomucous,  granulomucous  and  pale  mu- 
cous cells.   The  oligomucous  cells  were  especially  numerous  in 
the  lower  half  of  the  crypts;  they  contained  1  or  more  mucous 
globules  and  cisternae  of  rough  endoplasmic  reticulum  arranged 
concentrically  as  in  goblet  cells,  but  with  fewer  mitochondria 
than  in  columnar  cells.    The  granulomucous  cells  were  found 
throughout  the  crypt  and  contained  granules  within  mucous 
globules  which  stained,  like  Paneth-cell  granules,  with  iron 
hematoxylin.    The  pale  mucous  cells  were  only  rarely  found 
and  showed  the  usual  goblet-cell  theca,  but  the  cytoplasm  and 
nucleus  were  pale  as  in  argentaffin  cells.    Radioautography 
demonstrated  that  goblet,  Paneth,  and  argentaffin  cells  were 
never  labeled  1  hr  after  ^H-thymidine  injection  and  did  not 
show  mitosis,  while  columnar  and  oligomucous  cells  often 
showed  mitotic  figures  and  early  labeling.    Since  label  appeared 
in  goblet  cells  12  hr  after  injection,  when  significant  amounts 


of  3H-thymidine  were  no  longer  present  in  the  circulation,  , , 

the  label  could  have  come  only  from  the  transformation  of        I 
oligomucous  or  columnar  cells.    The  presence  of  all  transitions    ' 
between  oligomucous  and  typical  goblet  cells  and  the  similarity 
under  the  electron  microscope  of  their  Golgi  networks  and 
endoplasmic  reticulum  further  indicated  that  oligomucous  cells 
are  the  immediate  precursors  of  goblet  cells.    Since  not  enough 
oligomucous  cells  were  labeled  to  account  for  the  turnover  of 
the  goblet  cell  population,  it  is  suggested  that  some  columnar 
cells  are  also  involved  as  precursors  of  oligomucous  cells. 

I 

1178  PANETH  AND  GOBLET  CELL  RENEWAL  IN      j' 

MOUSE  DUODENAL  CRYPTS.  (E.)  Troughton,! 
W.  D.  (U.  New  Mexico  Sch.  Med.,  Albuquerque)  and  J.  S.  Trier 
J  Cell  Biol  41(l):251-268,  1969. 

Proliferation  of  Paneth  and  goblet  cells  of  mouse  duodenal 
crypts  was  studied  by  high-resolution  light-microscope  radio- 
autography.    In  1  group  of  mice,  blood  levels  of  thymidine-^H 
were  sustained  for  up  to  12  hr  by  repeated  isotope  injections 
to  facilitate  identification  of  proliferating  cells.    In  these  ani- 
mals, many  goblet  cell  nuclei  incorporated  thymidine-^H  where- 
as only  1  of  6261  tabulated  Paneth  cells  was  labeled.    A  sig- 
nificant number  of  cells  intermediate  in  structure  between  un- 
differentiated and  goblet  or  Paneth  cells  incorporated  thymi- 
dine-3H  into  their  nuclei.    Another  group  of  mice  received  a 
single  injection  of  thymidine-^H  and  were  killed  4  hr  to  29 
days  afterwards.   Goblet  and  intermediate  cells  with  labeled 
nuclei  were  identified  4  hr  after  the  isotope  administration, 
but  could  not  be  seen  after  15  days.    In  contrast,  Paneth  cells 
with  labeled  nuclei  were  not  observed  until  24  hr  after  the 
isotope  injection,  but  were  still  present  after  29  days.    It  is 
concluded  that  differentiated  Paneth  cells  in  the  mouse  duo- 
denum do  not  normally  proliferate,  but  arise  from  undifferen- 
tiated or  intermediate  crypt  cells  by  differentiation.    Once 
formed,  they  persist  in  the  crypts  for  prolonged  periods.    The 
intermediate  cells  noted  are  thought  to  represent  transition 
forms  between  undifferentiated  cells  and  the  more  mature 
secretory  cells. 

1179  VITAMIN  A  AND  PROTEIN  SYNTHESIS  BY 
RAT  INTESTINAL  MUCOSA.    (E.)    De  Luca,  L. 

(Dept.  Nutrit.,  Massachusetts  Inst.  Technol.,  Cambridge),  E.  P. 
Little  and  G.  Wolf.    J  Biol  Chem  244(3):701-708,  1969. 

The  effect  of  vitamin  A  deficiency  on  the  elements  of  the 
protein-synthesizmg  mechanism  of  the  intestinal  mucosa  was 
studied  in  weanling  Holtzman  albino  rats  fed  a  vitamin  A-de-    , 
ficient  diet;  pair-fed  normal  controls  received  the  same  diet 
plus  2000  lU  of  vitamin  A  acetate/week.    The  common  bile 
duct  was  ligated  1 8  hr  prior  to  sacrifice  of  the  animals.    The 
small  intestine  was  studied  by  electron  microscopy  and  cell       ( 
fractions  from  the  intestine  were  prepared.    In  the  vitamin  A-  ' 
deficient  rats,  a  marked  decrease  in  the  number  of  goblet 
cells  was  noted,  but  no  other  morphological  changes  were  re-    ' 
vealed  by  electron  microscopy.    RNA  and  protein  concentra- 
tions were  unaffected,  and  no  differences  were  found  in  poly- 
ribosome stability  or  the  protein-synthesizing  activity  of  free 
polyribosomes  from  the  mucosa  of  vitamin  A-deficient  or  pair- 
fed  control  rats.    However,  rough  endoplasmic  reticulum  showe 
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I  decrease,  to  less  than  half  normal  values,  in  the  uptake  of 
■abeled  amino  acids  into  protein  in  the  vitamin  A-deficient  pre- 
parations.   The  mucosal  lesion  was  noted  to  occur  at  an  early 
stage  of  deficiency,  before  the  weight  plateau  stage;  however, 
it  was  not  demonstrated  in  the  Uver.    It  is  concluded  that  pro- 
tein synthesis  by  membrane-bound,  but  not  by  free,  polyribo- 
somes of  the  intestinal  mucosa  is  depressed  in  vitamin  A  de- 
ficiency and  that  the  vitamin  is  probably  involved  in  protein 
synthesis  at  the  translational  level. 


1180  GLUCOSE  METABOLISM  IN  THE  MUCOSA 

OF  THE  SMALL  INTESTINE:    THE  EFFECT 
OF  GLUCOSE  ON  HEXOKINASE  ACTIVITY.    (E.) 

Shakespeare,  P.  (Dept.  Med.  Biochem.,  U.  Birmingham,  England), 
L.  M.  Srivastava  and  G.  Hubscher.   Biochem  J  lll{l):63-67, 
1969. 

The  effect  of  3  dietary  components  on  hexokinase  activity  in 
the  mucosa  of  the  smaU  intestine  of  female  Wistar  rats  was 
studied  in  vivo.    Diet  I  consisted  of  10%  glucose  in  water; 
diet  II  consisted  of  a  5%  lipid  emulsion  containing  palmitate 
and  monopahnitin;  diet  III  consisted  of  10%  hydrolyzed  casein 
in  water;  and  diet  IV  consisted  of  a  mixture  of  glucose,  casein, 
and  Upid  emulsion.    Rats  were  fed  the  special  diets  by  intuba- 
tion over  a  2-hr  period  after  a  36-hT  fast.   Another  group  of 
starved  rats  were  also  given  45%  glucose  in  water  i.v.  over  a 
2-hi  period.    Animals  were  sacrificed  after  the  feeding  period 
and  intestinal  segments  were  removed  and  incubated  in  Krebs- 
Ringer  phosphate  solution,  after  which  hexokinase  activity  and 
glucose  were  determined.in  the  paiticle-free  supernatant  of  mu- 
cosal homogenates.    Of  the  3  dietary  components  tested,  only 
glucose  brought  about  a  return  of  hexokinase  activity  to  the 
value  seen  in  fed  control  animals;  however,  i.v.  glucose  had  no 
effect  on  the  hexokinase  activity.    Formation  of  lactate  from 
glucose  also  returned  to  normal  in  the  glucose-fed  rats.    The 
formation  of  lactate  from  glucose-6-phosphate  was  not  sig- 
nificantly deaeased  by  starvation,  which  may  indicate  that  the 
changes  in  glycolysis  seen  in  starvation  are  primarily  due  to 
changes  in  hexokinase  activity.   The  results  indicate  that  oral 
glucose  is  specifically  required  to  return  hexokinase  activity 
to  normal  in  the  intestinal  mucosa  of  starved  rats. 


1181  STUDIES  ON  THE  ENZYMIC  N-ACYLATION  OF 

AMINO  SUGARS  IN  THE  SHEEP  COLONIC 
MUCOSA.    (E.)    Allen,  A.  (Dept.  Biochem.,  U.  Oxford,  England) 
and  P.  W.  Kent.   Biochem  J  107(4):589-598,  1968. 
D-(2-14c)  Glucose,  (2-14c)  acetate,  hydroxy  (3-14c)  pyruvate, 
(3-14C)  pyruvate  and  (U-14c)-glycine  were  incorporated  into 
glycoprotein  by  surviving  scrapings  of  sheep  colonic  mucosal 
tissue.    Incorporation  of  (2-14c)  acetate,  hydroxy-(3-14c) 
pyruvate  and  (3-1^0  pyruvate  resulted  in  labeling  of  each  of 
the  monosaccharide  residues  of  the  glycoprotein,  i.e.,  N-glycollyl- 
neuraminic  acid,  N-acetylneuraminic  acid,  galactose,  fucose, 
glucosamine  and  galactosamine.    (U-l^C)  Glycine  was  incorpor- 
ated into  the  glycyl  and  seryl  residues  of  the  glycoprotein. 
Despite  the  fact  that  N-glycoUylneuraminic  acid  is  quantitatively 
the  predominant  siahc  acid,  the  ratio  of  the  radioactive  labeling 
from  D-(2-14C)  glucose  in  N-glycollylneuraminic  acid  to  that  in 


N-acetylneuraminic  acid  was  1.00:7.27  (expressed  as  percentages 
of  the  total  radioactivity  in  the  glycoprotein).    Neutral  sugar, 
hexosamine  and  N-acetylneuraminic  acid  residues  of  the  muco- 
protein  were  each  labeled  to  a  similar  extent.   The  ratio  of  the 
radioactivity  in  N-glycollylneuraminic  acid  to  that  in  N-acetyl- 
neuraminic acid  in  the  mucoprotein  from  tissue  incubated  with 
(2-14c)  acetate  was  1.0:4.0.   When  incubated  with  whole  tis- 
sue, both  (2-14C)  acetate  and  (2-14c)  glucose  led  to  labeling 
of  both  the  N-glycoUyl  substituent  and  the  main  nonose  skelton 
of  the  N-glycollylneuraminic  acid.    In  whole  tissue  incubations, 
(3.14c)  pyruvate  was  also  a  precursor  of  radioactive  N-glycollyl- 
neuraminic acid.    Hydroxy  (3-14c)  pyruvate  and  (U-14c)  glycine 
caused  labeling  of  the  carbohydrate  and  peptide  residues  of  the 
glycoprotein,  but  did  not  give  rise  to  labeling  in  the  N-glycollyl- 
neuraminic acid  residues.   With  a  wide  variety  of  possible  N- 
glycollyl  precursors  (frutose-6-phosphate,  hydroxypyruvate, 
glycollate  and  chemically  synthesized  glycoUyl-CoA),  biosynthe- 
sis of  N-glycollylglucosamine  was  not  observed  in  cell-free 
preparations. 


1182  INTESTINAL /3-GALACTOSIDASES.    I.    SEPARA- 

TION AND  CHARACTERIZATION  OF  THREE 
ENZYMES  IN  NORMAL  HUMAN  INTESTINE.    (E.)    Gray, 
G.  M.  (Stanford  U.  Sch.  Med.,  Calif.)  and  N.  A.  Santiago.   / 
Clin  Invest  48(4):7 16-728,  1969. 

Fresh  specimens  of  small  intestinal  mucosa  obtained  during  sur- 
gery or  autopsy  were  analyzed  by  gel  filtration  chromatography 
and  density  gradient  ultracentrifugation  to  characterize  the 
human  intestinal  P  -galactosidases.    Gel  filtration  on  Sephadex 
G-200  at  pH  6.0  or  on  Biogel  P-300  demonstrated  3  peaks  of 
j3-galactosidase  activity  in  both  supernatant  and  papain-digested 
particulate  material  from  small  intestine  centrlfuged  at  100,000 
X  G.    However,  incomplete  separation  of  the  enzymes  and  sig- 
nificant loss  of  activity  against  synthetic  substrates  indicated 
that  gel  filtration  was  unsuitable  for  biochemical  characteriza- 
tion.   Density  gradient  ultracentrifugation  on  5-20%  sodium 
chloride  or  mannitol  resulted  in  excellent  separation  of  3  in- 
testinal j3-galactosidases  from  supernatant  material;  particulate 
preparations  contained  2  enzymes  that  appeared  to  be  identical 
with  enzymes  1  and  II  of  the  intestinal  supernatant.    Enzyme  I 
showed  a  pH  optimum  of  6.0,  molecular  weight  of  280,000  and 
specificity  for  lactose  which  was  at  least  5  times  that  for  cello- 
biose  or  synthetic  substrates.    Enzyme  II  had  a  pH  optimum  of 
4.5,  demonstrated  slightly  greater  activity  against  lactose  than 
against  some  synthetic  substrates  and  was  incapable  of  splitting 
cellobiose.    It  occurred  in  2  molecular  species  with  molecular 
weights  of  156,000  and  660,000.   The  traUing  enzyme  III,  with 
a  molecular  weight  of  80,000  was  incapable  of  splitting  lactose 
but  hosed  activity  against  synthetic  (3-galactosides.    Its  pH-ac- 
tivity  curve  was  identical  with  that  of  enzyme  I.    Human  Uver 
and  kidney  appeared  to  contain  an  enzyme  identical  to  that  of 
intestinal  enzyme  II,  suggesting  that  this  is  a  ubiquitous  enzyme, 
perhaps  localized  to  lysosomes.    The  biochemical  features  of 
intestinal  enzyme  I  indicate  that  this  is  probably  the  enzyme 
responsible  for  digestion  of  dietary  lactose. 
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CHEMICAL ALTERATION  IN  HUMAN  LACTASE 
DEFICIENCY.   (E.)    Gray,  G.  M.  (Stanford  U.  Sch.  Med., 
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Calif.),  N.  A.  Santiago,  E.  H.  Colver  and  M.  Genel.  /  Clin  Invest 
48(4):  729-7  35,  1969. 

In  order  to  characterize  the  biochemical  defect  in  intestinal 
lactase  deficiency,  pH-activity  curves  were  obtained  in  whole 
intestinal  homogenates  obtained  by  biopsy  from  patients  with 
lactase  deficiency  (11  children  and  adults  with  sprue  or  idio- 
pathic lactase  deficiency  and  2  children  with  parasitoses).   The 
pH  optimum  for  intestinal  lactase  was  shifted  from  a  normal 
of  5.8  (observed  in  10  patients  with  normal  intestinal  lactase 
activity)  to  4.8  in  the  lactase-deficient  patients.    Five  of  the 
13  patients  had  an  additional  minor  peak  of  v  dvity  (less  than 
50%  of  the  pH  4.8  peak)  at  pH  6.5.    Density  gradient  ultra- 
centrifugation  of  intestinal  supernatant  preparations  from  5  pa- 
tients with  lactase  deficiency  demonstrated  complete  absence 
of  the  lactase  with  a  pH  optimum  of  6.0  and  molecular  weight 
of  280,000  (enzyme  I).   Three  of  the  5  patients  also  were  lacking 
enzyme  111,  the  j3-galactosidase  which  is  specific  only  for  artifi- 
cial substrates.   This  enzyme,  not  a  lactase,  had  a  pH  activity 


curve  identical  with  that  of  the  missing  enzyme,  and  like  enzym' 
I,  was  capable  of  hydrolyzing  ^ucosides  as  well  as  /3-galactosid( 
Its  activity  was  inhibited  both  competitively  and  noncompeti- 
tively  by  lactose,  but  not  glucose,  suggesting  that  lactose  binds 
with  the  enzyme.   Enzyme  II  may  represent  a  fragment  or  even 
a  precursor  of  enzyme  I.   All  lactase-deficient  patients  had  nor- 
mal levels  of  enzyme  II  (moleeular  weights  of  156,000  and 
660,000).   The  residual  lactase  activity  provided  by  this  lactase 
with  a  pH  optimum  of  4.5  accounted  for  20-70%  of  the  activity 
of  the  missing  enzyme;  yet  these  patients  were  unable  to  digest 
dietary  lactose. 


1184  EFFECT  OF  ULTRAVIOLET  AND  DAY-LIGHT 

ON  THE  STEROL  CONTENT  IN  THE  SKIN  AND 
INTESTINE  OF  RATS.    (Uk.)    Ishchuk,  O.  le.  (Inst.  Biochem., 
Acad.  Sci.  Ukr.  SSR,  Kiev,  USSR).    Ukr  Biokhim  Zh  40(6): 
631-634,  1968. 


See  also:    1017,1711 
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1185  EFFICIENCY  OF  DIGESTION  IN  GERM-FREE 

AND  CONVENTIONAL  RABBITS.    (E.)    Yoshida, 
T.  (Dept.  Microbiol.,  U.  Notre  Dame,  Indiana),  J.  R.  Pleasants, 
B.  S.  Reddy  and  B.  S.  Wostmann.  Brit  J  Nutr  22(4):723-737, 
1968. 

Germ-free  (GF)  and  conventional  (CV)  rabbits  wearing  collars 
to  prevent  coprophagy  were  fed  autoclaved  diets  with  added 
cellulose,  and  the  fecal  excretion  was  analyzed  to  determine 
nutrient  digestibility.    Clearly  distinguishable  hard  feces  were 
excreted  by  the  GF  rabbits  only  if  the  diet  contained  at  least 
15%  cellulose.    Unlike  CV  rabbits,  the  GF  rabbits  did  not  con- 
sume their  soft  feces  even  when  permitted  to  do  so.    Soft  feces 
made  up  a  larger  proportion  of  the  total  output  of  GF  than  of 
CV  rabbits.    Food  intake  and  total  dry-matter  excretion/kg 
body  weight  were  similar  in  both  groups.    Although  the  digesti- 
bility of  dry  matter  was  similar  in  the  2  groups,  a  higher  digesti- 
bility of  crude  fat  and  true  protein  and  a  lower  digestibility  of 
CTude  fiber  and  nitrogen-free  extract  was  noted  in  the  GF  rab- 
bits.  GF  rabbits  excreted  a  higher  percentage  of  ingested  calcium 
and  phosphorus  in  the  urine  than  did  CV  animals.    The  results 
suggest  that  intestinal  microbes,  even  without  the  enhancing 
effect  of  coprophagy,  aid  in  the  digestion  of  carbohydrate  in 
rabbits.   The  greater  fecal  excretion  of  crude  fat  and  true  pro- 
tein by  CV  rabbits  could  result  from  poorer  digestion  and  ab- 
sorption, but  could  also  represent  nutrients  synthesized  by  in- 
testinal microbes  from  simpler  materials. 

1186  COMPENSATORY  CHANGES  IN  RENAL  ELEC- 

TROLYTE EXCRETION  TO  REMOVAL  OF 
GASTRIC  HCI  IN  NORMAL  AND  UREMIC  MAN.    (E.)    Kill, 
F.  (Inst.  Exp.  Med.  Res.,  U.  Oslo,  Norway)  and  E.  Enger. 
Scand  J  Clin  Lab  Invest  22(4):277-287,  1968. 


1187  HORMONES  OF  THE  DIGESTIVE  TRACT.    (Pol.) 
Konturek,  S.  {1st  Clin.  Int.  Dis.,  Acad.  Med., 

Krakow,  Poland).  Pol  Tyg  Lek  24(l):26-28,  1969. 

1188  ACTIVATION,  INHIBITION,  AND  pH-DEPEN- 
DENCE  OF  THE  HYDROLYSIS  OF  a-N-BENZOYL- 

L-ARGININE  ETHYL  ESTER  CATALYZED  BY  KALLIKREIN 
FROM  PORCINE  PANCREAS.    (E.)    Fiedler,  F.  (Surg.  Clin., 
U.  Munich,  Germany)  and  E.  Werle.   Europ  J  Biochem  7(1):  27- 
44,  1968. 


1189  ACTION  OF  PEPSIN  ON  CATIONIC  SYNTHETIC 
SUBSTRATES.    (E.)    HoUands,  T.  R.  (Dept.  Biol. 

Biochem.,  Yale  U.,  New  Haven,  Conn.),  I.  M.  Voynick  and 
J.  S.  Fruton.   Biochemistry  8(2):575-585,  1969. 

1190  HUMORAL  EFFECTS  OF  THE  PANCREAS 
UPON  THE  GASTROINTESTINAL  TRACT. 

(E.)    Singleton,  J.  W.  (U.  Colorado  Med.  Ctr.,  Denver). 
Gastroenterology  56(2): 342-362,  1969. 

1191  EFFECTS  OF  VASOPRESSIN  ON  PORTAL  VEIN 
PRESSURE  IN  THE  UNANESTHETIZED  MAN. 

(E.)    Kessler,  R.  E.  (New  York  U.  Sch.  Med.,  N.  Y.).    Surg 
Forum  19:335-337,  1968. 

1192  FACTORS  AFFECTING  GASTRIC  BLOOD  FLOW 
IN  THE  UNANESTHETIZED  RAT.    (E.)    Wilken, 

B.  J.  (U.  Mississippi  Sch.  Med.,  Jackson),  M.  D.  Turner,  D.  G. 
Hunt  and  J.  D.  Hardy.   Surg  Forum  19:284-286,  1968. 
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1193  PYLORIC  VISUALIZATION  WITH  THE 
OLYMPUS  GASTROCAMERA  GT-5A  AND 

GASTROCAMERA  FIBERSCOPE  GT-FA.    (E.)    Paragas,  P.  D. 
Jr.  (U.  Wisconsin  Med.  Sch.,  Madison),  W.  B.  Thorsen  Jr.,  Y. 
Tanaka  and  J.  F.  Monissey.    Gastroint  Endosc  15(3):  145-148, 
1969. 

Gastrocamera  examination  of  235  subjects  with  normal  gastro- 
intestinal function  permitted  complete  visualization  of  the 
pylorus.    It  appeared  as  a  flat,  round  or  oval  opening  5-15  mm 
in  diameter,  devoid  of  folds  radiating  through  it  and  often  par- 
tially obscured  by  smaller  lesser-curvature  folds.    In  63%  of 
examinations  with  the  GT-5A  gastrocamera  (57  of  90  cases), 
the  pylorus  was  not  visualized  at  all,  whereas  failures  occurred 
in  only  15%  (8  of  55  cases)  of  examinations  with  the  GT-FA 
gastrocamera  fiberscope;  all  patients  received  0.6  mg  of  atropine 
sulfate  i.m.  20-30  min  before  the  procedure.    Intravenous  in- 
jection of  6.0  mg  of  propantheline  bromide  5  min  prior  to  en- 
doscopy reduced  the  failure  rate  to  41%  (37  of  90  cases)  for 
visualization  with  the  GT-5A  gastrocamera.    This  difference 
is  thought  to  be  due  to  the  mode  of  administration,  since  both 
drugs  caused  similar  antral  aperistalsis. 

1194  INTEROBSERVER  VARIATION  IN  G ASTROS- 
COPY.    (E.)    Goldstein,  H.  (VA  Ctr.,  Los 

Angeles,  Calif.).    Gastroint  Endosc  15(3):  156-159,  1969. 

In  an  effort  to  assess  both  interobserver  variation  in  endoscopic 
examination  of  the  stomach  and  the  diagnostic  accuracy  of  the 
procedure,  3  trained  observers  were  asked  to  evaluate  film  strips 
from  49  patients  examined  with  the  GT  V  (30  cases)  and  GTF 
(19  cases)  Olympus  Gastrocamera.    All  3  observers  agreed  as 
to  diagnosis  in  27  of  49  cases  (55.1%)  and  completely  disagreed 
in  only  2  cases  (4.1%).    There  was  dissenting  opinion  in  20  in- 
stances (40.8%).    Each  of  the  3  observers  agreed  with  at  least 
1  other  observer  in  81.6%,  85.7%,  and  79.6%  of  the  instances. 
When  the  Gastrocamera  strips  were  divided  into  normal  (21 
cases)  and  diseased  (gastric  ulcer,  gastric  cancer,  benign  tumor, 
hypertrophic  or  atrophic  gastritis)  films,  there  were  13  (15.7%) 
false  negatives  and  11  (17.6%)  false  positives.    Each  of  the  ob- 
servers made  the  correct  diagnosis  in  81.6%,  75%  and  75%  of 
the  cases,  resp.   When  at  least  2  of  the  3  observers  agreed,  the 
diagnostic  accuracy  of  the  procedure  was  over  80%.    Further 
clinical  information  in  each  case  and  additional  observer  ex- 
perience probably  would  increase  the  sensitivity,  specificity  and 
diagnostic  accuracy  of  the  Gastrocamera  examination. 

1195  XHE  VALUE  OF  LIVER  SCANNING  FOR 
DETECTION  OF  METASTATIC  CANCER.    (E.) 

Ferrier,  F.  L.  (Emory  U.  Sch.  Med.,  Atlanta,  Georgia),  C.  R. 
Hatcher,  J.  L.  Achord  and  O.  A.  Abbott.  Amer  Surg  35(2): 
112-120,  1969. 

During  the  period  1963-68,  399  hepatic  scans  were  performed 
with  colloidal  198au  on  386  cancer  patients  (41.7%  with  can- 
cer of  the  lung  or  esophagus).    Results  were  compared  with  liver 
function  studies  and  correlated  with  histopathological  informa- 
tion from  needle  liver  biopsy,  laparotomy  with  biopsy,  or  au- 
topsy.   There  were  152  positive  and  211  negative  scans.    Among 
155  cases  with  histologic  confirmation  of  hepatic  metastasis, 
50  of  59  (85%)  positive  scans  and  81  of  96  (84%)  negative 
scans  were  correctly  interpreted,  yielding  an  overall  diagnostic 


accuracy  of  84%.    Simultaneous  liver  function  studies  in  most 
patients  gave  correct  positive  diagnoses  in  64%  of  alkaline  phos- 
phatase, 77%  of  BSP,  53%  of  SGOT  and  30%  of  serum  bilirubin 
determinations.    Only  33%,  58%,  33%  and  32%  accuracy  for 
these  tests,  resp.,  was  achieved  in  patients  with  histologically 
proven  negative  scans.    There  were  9  (15%)  false-positive  Uver 
scans;  only  4  cases  however,  were  shown  to  involve  normal  Uver 
tissue,  biopsy  reveaUng  cirrhosis  in  1  patient,  hepatitis  in  2  and 
fatty  degeneration  in  2.   Of  15  (16%)  false  negatives,  evidence 
of  metastatic  disease  to  the  liver  was  confirmed  at  autopsy  in  9, 
at  laparotomy  in  6,  and  with  needle  biopsy  in  6.    It  is  suggested 
that  liver  scanning  be  used  in  conjunction  with  the  results  of 
hepatic  function  tests.    It  should  also  be  performed  prior  to 
needle  biopsy  to  reduce  the  number  of  false  negative  biopsies. 

1196  PERITONEOSCOPY:    A  CRITICAL  REVIEW. 

(E.)  Babb,  R.  R.  (Mercy  Hosp.,  Baltimore,  Md.), 
J.  Notarangelo  and  V.  M.  Smith.  Gastroint  Endosc  15(3):  162- 
169,  1969. 

The  diagnostic  value  of  peritoneoscopy  is  evaluated  on  the 
basis  of  experience  with  105  patients  seen  at  Mercy  Hospital 
during  the  period  1965-66  and  reports  in  the  literature.    In- 
dications for  the  procedure  varied  widely.    Findings  at  perito- 
neoscopic  examination  confirmed  the  clinical  impression  in  49 
cases,  while  in  40  cases  they  changed  the  clinical  impression 
and  altered  treatment  plans.    The  examination  was  not  com- 
pleted in  5  and  was  normal  in  11  cases.    No  significant  com- 
pUcations  or  mortality  occuned.    Peritoneoscopy  was  especially 
valuable  in  determining  the  etiology  of  hepatomegaly  and  ascites, 
in  diagnosing  metastatic  cancer  of  the  liver  and  peritoneum,  in 
determining  operability  and  curabiUty  in  certain  cancer  patients, 
and  in  guiding  needles  for  biopsy  of  selected  tissues  within  the 
abdomen.    Twelve  patients  were  spared  unnecessary  surgery 
because  of  peritoneoscopic  findings;  including  abdominal  car- 
cinomatosis, cirrhosis  and  tuberculous  peritonitis.    The  procedure 
was  of  little  help  in  diagnosing  the  cause  of  unexplained  weight 
loss  or  fever,  or  obscure  abdominal  pain,  or  in  differentiating 
between  intra-  and  extrahepatic  jaundice.    A  normal  or  negative 
peritoneoscopic  examination  does  not  exclude  the  presence  of 
significant  intraabdominal  disease.    The  value  of  this  safe  pro- 
cedure lies  in  its  positive  diagnostic  potential. 


1197  WHIPPLE'S  DISEASE:    ROENTGEN  FEATURES 

AND  DIFFERENTIAL  DIAGNOSIS.  (E.)  Clemett, 
A.  R.  (Yale  U.  Sch.  Med.,  New  Haven,  Conn.)  and  R.  H.  Marshak. 
Radiol  Clin  N  Amer  7(1):105-111,  1969. 

Roentgenographic  studies  on  the  small  intestine  in  16  cases  of 
Whipple's  disease  revealed  that  the  most  prominent  finding  was 
the  altered  appearance  of  the  mucosal  fold  pattern;  the  valvulae 
conniventes  were  thickened  and  sUghtly  nodular,  due  to  exten- 
sive infiltration  of  the  lamina  propria  of  the  mucosa  and  sub- 
mucosa  by  macrophages  containing  periodic  acid-Schiff-positive 
material.    The  intestinal  villi  lost  their  finger-like  configuration 
and  became  swollen  and  bulbous.    The  duodenum  and  jejunum 
were  most  severely,  and  the  ileum  only  occasionally,  affected. 
Other  roentgen  abnormaUties  in  the  small  intestine  (dilatation, 
increased  secretions)  were  inconstant  and  lacked  diagnostic  sig- 
nificance.   Stomach  and  colon  examinations  were  normal.    In 
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)nly  1  case  were  extra-alimentary  X-ray  abnormalities  of  sig- 
lificance  observed  (chronic  pericardial  and  pleural  effusions). 
Mo  evidence  of  lymphadenopathy  was  found.    Other  conditions 
;hat  may  produce  diffuse  thickening  of  thevalvulae  conniventes 
nclude  amyloidosis,  intestinal  lymphangiectasia,  histoplasmosis, 
»me  hypoproteinemic  states,  unusual  cases  of  intestinal  infil- 
trations associated  with  dysproteinemias,  and  rare  cases  of  leu- 
kemia, lymphoma,  systemic  mastocytosis  and  giardiasis.    Clinical 
findings  and  laboratory  studies  resoWe  the  differential  diagnosis 
in  most  cases.    However,  peroral  intestinal  biopsy  is  suggested 
in  all  cases  to  confirm  the  diagnosis. 

1198  CINEFLUOROGRAPHY  OF  THE  GASTROIN- 

TESTINAL TRACT.  (E.)  Jorgens,  J.  (Wadsworth 
Hosp.,  VA  Ctr.,  Los  Angeles,  Calif.).  Radiol  Clin  N  Amer  7(1): 
163-173,  1969. 

Based  on  9000  cinefluorographic  examinations  of  the  gastro- 
intestinal tract  performed  at  the  Minneapolis  VA  Hospital 
during  the  period  1958-69,  cinefluorography  is  evaluated  as  a 
teaching  and  diagnostic  tool.    Since  the  cinefluorographic  ex- 
amination depends  on  the  experience  of  the  cinefiuorographer, 
the  permanent  picture  film  record  of  the  fluoroscopic  examma- 
tion  provides  an  exceUent  visual  aid  for  teaching  correct  fluoro- 
scopic techniques.    It  is  especiaUy  valuable  at  a  teaching  hospital 
where  residents  can  view  and  discuss  many  daily  cinefluorogra- 
phic fUms  with  their  supervisors.    The  information  provided  by 
cinefluorography  is  weU  worth  the  extra  time  needed  to  film 
each  patient,  the  additional  cost  of  expensive  equipment  and 
the  relatively  heavy  dose  of  radiation  to  the  patient.    Slow- 
motion  studies  (30-60  frames/sec)  afford  the  most  effective 
examination  of  the  swallowing  process  and  aid  in  detecting 
defects.    At  the  usual  speed  of  15  frames/ sec  this  technique 
proves  highly  effective  in  the  detection  of  varices  of  the  lower 
esophageal  waU,  but  offers  no  particular  advantage  for  viewing 
the  mid  esophagus.    Peristaltic  movements  of  the  antral  portion 
of  the  stomach  are  most  adequately  studied  by  cinefluorography. 
The  observation  of  thickened  folds  in  the  antrum  indicates  an 
acute,  heaUng  or  recently  healed  ulcer  and  makes  exploratory 
surgery  for  suspected  carcinoma  unnecessary.    Serial  pictures 
(with  the  gastrofiberscope)  and  biopsies  of  the  antrum  also  help 
to  confirm  the  radiographic  interpretations  of  antritis  and  can- 
cer.  Cinefluorographic  study  of  peristaltic  action  through  the 
duodenal  loop  often  demonstrates  a  lesion  at  its  earliest  radio- 
graphicaUy  detectable  stage;  polyps  and  intramural  tumors  are 
readily  detected  by  this  technique. 

1199  ELUSIVE  SMALL  BOWEL  BLEEDING:    DE- 

SCRIPTION OF  A  NEW  TECHNIQUE  FOR  THE 
DIAGNOSIS  OF  SMALL  BOWEL  TUMORS.    (E.)    Lipshutz, 
S.  N.  (Encino,  Calif.).   Amer  Surg  35(3):223-226,  1969. 
A  technique  is  described  for  localizing  the  source  of  elusive 
gastrointestinal  bleeding.    In  the  absence  of  positive  upper-gas- 
trointestinal, small-bowel  or  barium-enema  findings,  a  small- 
caliber  plastic  tube  is  inserted  through  the  nose  into  the  gastro- 
intestinal tract  and  aUowed  to  be  carried  down  by  peristalsis 
and  liquids.    Random  samples  of  aspirate  are  taken  untU  blood 
is  observed.   The  position  of  the  tube  can  then  be  determined 
by  radiographic  markers  and  contrast  medium  introduced  through 
the  tube.   The  lesion  can  usually  be  visuaUzed  at  this  point; 
after  establishing  the  diagnosis,  appropriate  surgical  intervention 
should  follow.    Four  case  reports  (2  men  and  2  women,  50-76 


yr  old)  illustrate  the  application  of  this  technique  to  the  detec- 
tion of  bleeding  leimyomas  with  ulceration.    This  technique 
makes  possible  early  and  accurate  detection  of  small  intestine 
tumors  associated  with  elusive  bleeding. 

1200  ASSESSMENT  OF  LIVER  SIZE.    (E.)    Walk,  L. 

(Cent.  Hosp.,  Eskilstuna,  Sweden).   Digestion 
l(5):289-295,  1968. 

In  a  total  of  700  cases,  liver  size  was  determined  by  a  previously 
described  roentgenological  method  (expressed  as  liver  volume/m2 
body  surface  area)  and  compared  to  the  assessment  of  liver  size 
by  physical  examination.    An  upper  limit  of  normal  for  liver 
volume  was  found  to  be  850  ml/m2;  900  ml/m2  or  more  was 
definitely  pathological.    Among  patients  with  normal  palpatory 
findings,  only  76%  had  a  radiologically  normal  Uver  volume  and 
24%  had  increased  volumes.   When  the  liver  was  palpated  1-2 
fingerbreadths  below  the  costal  margin,  45%  had  a  normal  and 
55%  had  an  enlarged  liver;  when  palpated  at  3  fingerbreadths, 
20%  had  a  normal  and  80%  had  an  enlarged  liver;  at  4  finger- 
breadths or  more,  14%  had  a  normal  and  86%  had  an  enlarged 
liver.    Marked  hepatomegaly  was  most  frequently  associated 
with  severe  steatosis,  hepatitis,  cirrhosis,  and  chronic  myeloid 
leukemia.    The  roentgenological  method  for  the  determination 
of  liver  size  is  more  reliable  than  physical  examination  of  the 
patient,  and  slight  deviations  in  liver  size  are  identified  with 
greater  accuracy  than  by  previously  available  methods. 

1201  GASTRIC  EMPTYING  IN  RATS  WITH  CHRONIC 

GASTRIC  FISTULAS.    (E.)    Setler,  P.  E.  (Dept. 
Physiol.,  U.  Pennsylvania,  Philadelphia)  and  G.  P.  Smith.   Amer 
JDigDis  14(2):  137-142,  1969. 

A  sensitive  and  convenient  method  for  studying  gastric  empty- 
ing in  male  albino  rats  (Charles  River  Farms)  equipped  with 
chronic  gastric  cannulas  is  described  which  uses  0.01%  phenol 
red  dissolved  in  a  30%  sucrose  solution  as  a  test  meal.    The 
stomach  is  gently  lavaged  and  drained  after  a  20-hr  fast,  followed 
by  3  ml  of  the  test  meal  injected  at  a  rate  of  2  ml/min  through 
a  gastric  catheter  inserted  through  a  cork  in  the  gastric  cannula. 
After  5,  10  or  20  min,  the  gastric  contents  are  withdrawn  by 
gentle  suction  and  the  stomach  is  rinsed  with  3  ml  of  water. 
The  volume  of  the  test  meal  emptied  from  the  stomach  is  then 
calculated  from  the  volume  and  phenol  red  concentration  of 
the  collected  specimens.    The  sensitivity  of  this  technique  to 
anticholinergic  effects  was  tested  with  dose-response  studies 
using  atropine  s.c.  30  min  before  the  test  meal.    The  effects  of 
atropine  on  balloon-recorded  gastric  motility  were  also  studied 
by  the  recording  of  gastric  motility  waves.    The  half-time  of  the 
test  meal  was  found  to  be  10  min.    An  average  of  93%  of  the 
injected  meal  was  recovered  10  min  after  atropine  (1.0  mg/kg). 
No  significant  day-to-day  variations  in  gastric  emptying  were 
noted  within  any  1  group  of  rats;  however,  there  was  significant 
variation  among  different  groups.    The  degree  of  inhibition  of 
gastric  emptying  varied  directly  with  the  atropine  dose  (50% 
decrease  produced  by  12.8  pig/kg).    Atropine  (10  ^/kg)  elim- 
inated the  high-amplitude  waves  interspersed  with  regular  low- 
amplitude  waves  recorded  by  the  intragastric  balloon.    The 
technique  described  is  a  more  sensitive  detector  of  anticholinergic 
inhibition  of  gastric  motor  activity  than  either  intragastric  bal- 
loon recordings  or  gastric  emptying  methods  using  pellets  rather 
than  a  liquid  meal. 
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1202  INSULIN  POTENTIATION  OF  THE  AUGMENTED 
HISTAMINE  RESPONSE.    (E.)    Checketts,  R.  G. 

(Royal  Infirm.,  Glasgow,  Scotland),  I.  E.  Gillespie  and  A.  W. 
Kay.    Gut  9(6):683-687,  1968. 

In  67  preoperative,  male,  duodenal  ulcer  patients,  administration 
of  insulin  (10  U  i.v.)  15  min  before  an  augmented  histamine 
test  involving  a  single  combined  injection  of  mepyramine  male- 
ate  (50  mg)  and  histamine  acid  phosphate  (0.04  mg/kg)  in- 
creased the  gastric  secretory  response  in  32  patients,  inhibited 
the  response  in  7,  and  had  no  effect  in  28.    The  timing  for  in- 
sulin administration  was  chosen  to  minimize  the  inhibitory  ef- 
fect of  insulin  on  gastric  secretion  (about  30  min).    Repetition 
of  the  augmented  histamine  test  about  10  days  after  vagotomy 
in  44  patients  showed  a  negative  correlation  between  the  effect 
of  insulin  on  the  test  results  and  the  difference  between  pre- 
and  postoperative  responses:    the  greater  the  increase  produced 
by  addition  of  insulin,  the  smaller  the  reduction  in  histamine 
response  after  vagal  section.    The  wide  variation  in  insulin 
effects  suggests  that  these  effects  are  related  to  spontaneous 
vagal  activity  and  to  insulin-induced  release  of  acetylcholine 
at  vagal  nerve  endings  in  each  individual. 

1203  EVALUATION  OF  THE  JIRGL  REACTION 
FOR  THE  DIAGNOSIS  OF  JAUNDICE  WITH 

INCREASED  CONJUGATED  BILIRUBIN.    (Sp.)    Civeira,  F. 
(Fac.  Med.,  Zaiagoza,  Spain)  and  J.  Diez-Antonanzas.   Arch 
Fac  Med  Zaragoza  16(3):269-275,  1968. 

When  Jirgl's  test  was  run  on  50  patients  with  various  types 
of  jaundice,  positive  tests  were  obtained  in  22  of  25  patients 
with  obstructive  jaundice  and  increased  conjugated  serum  bili- 
rubin.   One  of  the  3  patients  with  a  negative  Jirgl  test  had  a 
mixed  hepatocellular  and  obstructive  jaundice  and  cirrhosis, 
but  in  the  other  2  cases  there  was  no  obvious  reason  for  the 
negative  tests.    Negative  Jirgl  tests  were  obtained  in  1 5  of  22 
patients  with  hepatocellular  jaundice  and  increased  conjugated 
serum  bilirubin.    It  is  suggested  that  the  positive  tests  obtained 
in  7  cases  might  have  been  due  to  intracanalicular  obstruction. 
Negative  results  were  also  obtained  in  3  patients  with  increased 
nonconjugated  bilirubin  (2  with  hemolytic  and  1  with  hepato- 
cellular jaundice)  and  in  2  patients  convalescing  from  obstructive 
jaundice. 

1204  MORBIDITY  AND  MORTAUTY  IN  STANDARD 
AND  FLEXIBLE  GASTROINTESTINAL  ENDOS- 
COPY.  (E.)    Katz,  D.  (New  York  Med.  CoU.,  N.  Y.).    Gastroint 
Endosc  15(3):134-141,  177,  1969. 

A  survey  of  endoscopic  morbidity  and  mortality  was  conducted 
by  a  questionnaire  circulated  among  members  of  the  American 
Society  for  Gastrointestinal  Endoscopy  in  1967.    Fibergastros- 
copy  was  found  to  be  a  relatively  safe  procedure,  although  the 
risk  of  perforation  was  seen  to  be  slightly  higher  than  that  of 
standard  gastroscopy  (0.074%  and  0.050%,  resp.)  and  the  mor- 
tality rate  was  greater  (0.019%  and  0.0033%,  resp.).    The  risk 
of  standard  gastroscopy  has  remained  unchanged  from  the  re- 
sults of  a  1940  study.   Although  fiberesophagoscopy  was  rarely 
used  at  the  time  of  this  study,  flexi-rigid  esophagoscopy  was 
found  to  have  an  increased  risk  (0.11%  perforations)  as  com- 
pared to  standard  gastroscopy  with  a  mortality  figure  equal  to 
that  of  fibergastroscopy.    More  than  50%  of  the  respondents  to 
the  questionnaire  felt  that  the  fibergastroscope  visualized  the 


proximal  stomach  poorly  over  50%  of  the  time  and  70%  felt 
that  the  fibergastroscope  never  entered  the  duodenum.    It  was 
also  noted  that  the  fibergastroscope  appeared  to  have  supplanted 
the  standard  gastroscope  as  the  most  popular  instrument  for 
the  investigation  of  gastric  disorders. 

1205  ^  STUDY  OF  THE  ELECTROPHORETIC  j 
FRACTIONS  OF  LEUCINE  AMINOPEPTIDASE 

IN  THE  DIAGNOSIS  OF  HEPATOBILIARY  DISEASES.    (E.) 
Apostolescu,  I.  ("N.  Gh.  Lupu"  Inst.  Intern.  Med.,  Bucharest, 
Romania),  A.  Pappo,  D.  Motomancea,  C.  Vkdescu  and  M. 
Zamfirescu-Gheorghiu.   Rev  Roum  Med  Intern  5(5):  363-373, 
1968. 

In  10  healthy  subjects,  12  with  extrahepatic  diseases,  and  16 
with  hepatobiliary  diseases  without  common  bile  duct  obstruc- 
tion, the  maximum  leucine  aminopeptidase  (LAP)  activity  was 
localized  in  the  Oij  zone  of  the  serum  electrophoretogram.   In 
22  patients  with  choledochal  obstruction  (with  or  without 
jaundice),  the  peak  LAP  activity  was  found  in  the  aj  or  |3 
zones.   This  same  localization  was  also  noted  in  bile  LAP-zymo- 
grams.   In  patients  in  whom  surgical  relief  of  the  biliary  ob- 
struction was  attained,  the  profile  of  the  LAP-zymogram  re- 
turned to  the  normal  pattern.    Maximum  LAP  activity  in  the 
0L2  or  j3  fractions  of  the  serum  electrophoretogram  thus  sug- 
gests an  obstruction  of  the  common  bile  duct  even  when  the 
total  LAP  activity  is  not  increased,  and  a  persistent  abnormality 
in  the  serum  LAP-zymogram  after  surgical  relief  of  biliary  ob- 
struction suggests  an  ineffective  surgical  procedure. 

1206  TRANSAMINASE  ACTIVITY  IN  CHRONIC 
HEPATITIS  AND  HEPATIC  CIRRHOSIS.    (Ger.) 

Vido,  I.  (Munic.  Hosp.,  Kassel,  Germany)  and  E.  Wildhirt. 
MunchenMed  Wschr  111(6):277-281,  1969. 

Histological  findings  and  SGOT  and  SGPT  activities  were  com- 
pared for  875  patients  with  chronic  hepatitis  and  464  with 
cirrhosis.    Transaminase  activities  were  abnormal  in  25%  of 
patients  with  moderate  inflammation  and  in  75%  of  those  diur- 
ing  active  stages  of  the  disease.    Patients  with  subchronic  hepa- 
titis had  the  largest  percentage  of  abnormal  transaminase  ac- 
tivities and  those  with  cirrhosis  and  portal  hypertension  had 
the  smallest  percentage  of  abnormal  values.   These  findings 
demonstrate  that  histological  examination  of  biopsied  material 
gives  a  more  reliable  indication  of  inflammation  than  serum 
transaminase  values. 

1207  ANALYSIS  OF  A  CLINICAL  TRIAL  OF  INTRA- 
VENOUS BILE  CONTRAST  MEDIUM,  lOGLY- 

CAMIDE.    (Ger.)    Barke,  R.  (Radiol.  Clin.,  Karl  Marx  U., 
Leipzig,  Germany),  K.  Neumeister,  W.  Taubert,  B.  Kunz  and 
H.  Reinhold.   Radiol  Diagn  (BerUn)  9(5):51 3-582,  1968. 

Intravenous  cholangiograms  were  made  on  376  patients,  52  of 
whom  had  undergone  cholecystectomy.    Exposures  were  made 
20-120  min  after  injection  on  nonoperated  patients  and  10-90 
min  after  injection  on  operated  patients.    loglycamide  decreased 
blood  pressure  10%  or  more  in  73  of  360  patients  and  increased 
blood  pressxu'e  in  19.   The  decrease  in  blood  pressure  was  es- 
pecially pronounced  in  patients  with  hypertension.    loglycamide 
appeared  to  have  less  effect  on  blood  pressme  than  adipiodone. 
Side  effects  occurred  more  frequently  and  were  more  severe  in 
younger  patients.    Urticaria  occurred  with  uncommon  frequency. 


^^sH^. 


DIAGNOSTIC  PROCEDURES 


157 


developing  in  26  cases.    Biliary  colic  was  present  in  1  case  and 
4  patients  developed  abdominal  pain  which  was  probably  a  form 
of  abdominal  angina.    All  but  12  (8%)  of  the  exposures  made 
60  min  after  injection  of  contrast  medium  were  of  diagnostic 
value.   Exposures  were  made  longer  after  injection  of  ioglyca- 
mide  than  after  adipiodone  because  of  the  higher  renal  excre- 
tion of  the  former.   These  findings  indicate  that  there  is  little 
difference  between  the  incidence  of  side  effects  and  the  quality 
of  exposures  obtained  with  ioglycamide  and  adipiodone. 

1208  THE  HISTOLOGICAL  DIFFERENTIAL  DUG- 
NOSIS  OF  CHOLESTASIS  BY  PUNCH  LIVER 

BIOPSIES.   (Ger.)    Bianchi,  L.  (Inst.  Path.  Anat.,  U.  Basel, 
Switzerland)  and  J.  Moppert.    T Gastroent  ll(5):485-495,  1968. 

No  clear-cut  distinctions  were  observed  between  the  histological 
picture  of  jaundice  in  liver  tissue  biopsied  from  81  patients  with 
biliary  tract  obstructions  and  76  with  different  forms  of  intra- 
hepatic cholestasis.    However,  hepatocellular  necrosis  associated 
with  bile  pigment  developed  sooner  in  patients  with  obstructive 
jaundice  and  was  accompanied  by  neutrophU  infiltration  and 
bile  infarcts.    Other  changes  characteristic  of  obstructive  jaundice 
were  parenchymal  and  mesenchymal  changes  secondary  to  chole- 
stasis, edema  and  rounding  off  of  Glisson's  capsule,  and  dilata- 
tion and  twisting  of  larger  periportal  biliary  ducts  with  bile  cy- 
linders in  their  lumens  and  flattening  of  their  epithelium.    Leu- 
kocyte infiltration  was  also  found  in  periportal  bile  ducts.    Histo- 
logical findings  on  65  patients  with  intrahepatic  cholestasis 
showed  that  32  had  only  intrahepatic  cholestasis,  11  had  hepa- 
titis with  a  suggestion  of  cholestasis,  3  had  fatty  liver  with 
cholestasis,  5  had  alcoholic  liver  disease  with  cholestasis,  8  had 
active  chronic  hepatitis,  1  had  chronic,  nonsuppurating,  de- 
structive cholangitis,  and  5  had  histologically  unclassifiable 
lesions.   Conect  diagnoses  of  extrahepatic  obstructions  were 
established  histologically  in  76%  of  81  cases;  the  diagnosis  was 
doubtful  in  19  cases.   These  findings  indicate  that  the  differen- 
tial diagnosis  of  intra-  and  extrahepatic  cholestasis  cannot  be 
based  on  histological  findings  alone. 

1209  COMPARATIVE  STUDY  OF  SOME  SERUM 
ENZYMES  IN  JAUNDICE  CAUSED  BY  VIRAL 

HEPATITIS,  CIRRHOSIS  AND  OBSTRUCTION  OF  THE 
COMMON  BILE  DUCT.   (Fr.j    Gach,  J.  (Inst.  Med.,  U.  Liege, 
Belgium),  J.  Pirotte  and  L.  Ruyters.  Acta  Gastroent  Belg 
31(ll):738-746,  1968. 

Serum  GOT,  GPT,  alkaline  phosphatase,  and  lactic  dehydro- 
genase were  determined  in  45  patients  with  viral  hepatitis,  23 
with  obstructions  of  the  common  bile  duct  (11  with  choledo- 
cholithiasis,  4  with  pancreatitis,  and  3  with  cancer  of  the  head 
of  the  pancreas),  and  15  with  cirrhosis  (11  with  postnecrotic 
and  3  with  alcoholic  cirrhosis).    Only  patients  with  jaundice 
were  studied.   During  the  first  week  after  the  onset  of  jaundice 
a  diagnosis  of  viral  hepatitis  can  definitely  be  established  if 
the  SGOT,  SGPT  and  lactic  dehydrogenase  are  above  462,  238 
and  620  Widal  U,  resp.   The  only  parameter  favoring  a  diagnosis 
of  cirrhosis  is  an  SGOT/SGPT  ratio  above  1.0  with  low  trans- 
aminase levels.   A  biHary  obstruction  is  definitely  present  if  the 
alkaline  phosphatase  is  over  14.2  Bodansky  U  while  the  SGOT 
and  SGPT  are  below  170  and  240  Widal  U,  resp.    During  the 
2nd  week  after  the  onset  of  jaundice  viral  hepatitis  is  definitely 
present  if  the  SGOT  and  SGPT  are  below  170  and  240  Widal 
U,  resp.  while  the  lactic  dehydrogenase  is  above  948  Widal  U. 


All  3  diagnoses  are  possible  if  transaminase  values  are  lower 
than  those  mentioned  above  and  the  lactic  dehydrogenase  is 
below  756  Widal  U.    Biliary  obstruction  is  definitely  present 
if  the  alkaline  phosphatase  is  above  18.6  Bodansky  U,  while 
values  between  18.6  and  14.3  Bodansky  U  are  compatible 
with  a  diagnosis  of  cirrhosis  or  biliary  tract  obstruction,  and 
with  an  alkaline  phosphatase  level  below  14.3  Bodansky  U  all 
3  diagnoses  are  possible.    A  differential  diagnosis  cannot  be 
made  after  the  2nd  week  of  jaundice  except  in  the  case  of  ob- 
structions due  to  cancer  of  the  head  of  the  pancreas  in  which 
the  alkaline  phosphatase  activity  increases  continually. 

1210  RADIOLOGICAL  STUDY  OF  THE  EFFECT  OF 

ISOSUPRIN  ON  THE  HUMAN  STOMACH, 
DUODENUM,  AND  SMALL  INTESTINE.    (It.)    Mattu,  M. 
(Inst.  Radiol.,  U.  Bologna,  Italy),  B.  Teofoli  and  L.  Cammoranesi. 
Arch  Ital  Mai  Appar  Dig  35(2):  152-160,  1968. 
Radiological  examinations  were  made  before  and  after  adminis- 
tration of  10  mg  of  isosuprin  i.v.  in  30  adult  subjects  who  had 
no  radiologically  evident  lesions  of  the  gastrointestinal  tract. 
Barium  sulfate  was  given  p.o.    Isosuprin  was  not  given  to  sub- 
jects with  low  blood  pressure  because  of  its  hypotensive  action. 
The  drug  consistently  increased  gastric  tonus,  peristalsis,  and 
emptying.    Barium  sulfate  passed  through  the  small  intestine 
quickly,  reaching  the  cecum  between  60  and  1 20  min  after  in- 
gestion.   The  loops  of  the  small  intestine  were  dissociated  from 
one  another  and  their  mucosa  was  visualized  well.    Isosuprin 
produced  transitory  headaches,  faintness,  sweating,  and  tachy- 
cardia in  some  cases.    However,  these  symptoms  were  almost 
always  relieved  by  administration  of  a  few  drops  of  an  analeptic. 

1211  PHARMACODYNAMIC  EFFECTS  OF  METO- 
CLOPRAMIDE  ON  THE  LARGE  INTESTINE 

IN  MAN:    STUDY  WITH  BARIUM  ENEMAS.    (It.)    Mattu, 
M.  (Inst.  Radiol.,  U.  Bologna,  Italy),  B.  Teofoli  and  L. 
Cammoranesi.  Arch  Ital  Mai  Appar  Dig  35(2):141-151,  1968. 

After  the  colon  was  filled  with  a  barium  enema  and  abdominal 
surveys  were  made  in  a  prone  and  supine  position,  20  mg  of 
metoclopramide  was  given  i.v.  to  50  patients.    Exposures  were 
made  under  the  same  conditions  as  above  5-7  min  after  in- 
jection of  the  drug.    Metoclopramide  increased  the  tonus  of 
the  cecum  and  ascending  and  transverse  colon,  producing  small 
pendular  movements  there  and  large  pendular  movements  at 
the  base  of  the  transverse  colon  and  sigmoid.    In  some  cases 
this  was  followed  by  elevation  of  the  cecum  with  the  appear- 
ance of  contractile  waves  which  rapidly  spread  to  the  ascending 
and  transverse  colon.    Contrast  medium  accumulated  in  the 
descending  colon  and  rectosigmoid.    The  use  of  metoclopramide 
is  recommended  in  patients  suspected  of  having  parietal  rigidity 
of  the  colon  since  it  produces  distension  of  the  walls,  relaxes 
spasms  which  might  occur,  and  produces  dissociation  of  twisted 
sigmoid  loops.    Spontaneous  evacuation  of  the  barium  is  usually 
complete,  and  the  mucosal  pattern  can  be  seen  better  than  with- 
out metoclopramide.    None  of  the  patients  developed  any  signs 
of  intolerance. 

1212  THE  FATE  OF  THE  NONVISUALIZED  GALL- 
BLADDER.  (E.)    Achkar,  E.  (Lahey  Qinic, 

Boston,  Mass.),  R.  A.  Norton  and  F.  J.  Siber.  Amer  J  Dig  Dis 
14(2):80-83,  1969. 
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A  study  of  501  consecutive  oral  cholecystograms  was  under- 
taken to  determine  the  reasons  for  nonvisualization  by  this 
procedure.   These  cholecystograms  were  performed  on  490  pa- 
tients (263  males  and  227  females).   Of  the  490  patients,  423 
had  a  normal  gallbladder  by  the  usual  criteria,  44  had  a  visual- 
ized gallbladder  containing  stones,  23  had  a  nonvisualized  gall- 
bladder, and  21  had  various  degrees  of  impaired  visualization. 
The  23  cases  of  nonvisuahzation  included  7  in  which  this  was 
ascribed  to  "technical  factors",  a  previous  cholecystectomy, 
or  an  interruption  in  the  normal  flow  of  contrast  medium,  5 
cases  of  cholelithiasis,  and  4  of  cystic  duct  obstruction.    In  16 
patients  the  study  was  repeated  with  a  double  dose  of  contrast 
material,  an  i.v.  cholangiogram,  or  both.   The  i.v.  cholangiogram 
was  found  to  be  of  great  value  in  further  studies  of  gallbladder 
disease.    Nonvisualization  of  the  gallbladder  by  oral  cholecysto- 
graphy does  not  necessarily  mean  gallbladder  disease,  but  organic 
disease  was  present  in  approximately  half  of  the  patients  in 
whom  this  occurred. 

1213  PERCUTANEOUS  TRANSHEPATIC  CHOLANGI- 
OGRAPHY:   EXPERIENCE  WITH  54  CASES. 

(E.j    Ritchie,  G.  W.  (St.  Boniface  Gen.  Hosp.,  Manitoba, 
Canada),  D.  C.  Jackson  and  H.  Eaglesham.   Camd  Med  Ass  J 
100(3):110-116,  1969. 

The  value  of  percutaneous  transhepatic  cholangiography  in  the 
differential  diagnosis  of  jaundice  was  assessed  in  54  patients 
(20  males  and  34  females).    In  14  patients  there  was  a  failure 
to  enter  the  bile  duct  and  no  direct  information  could  be  ob- 
tained about  the  biliary  tree;  7  of  these  14  were  eventually 
found  to  have  extrahepatic  obstruction.    In  39  of  the  40  pa- 
tients in  whom  the  intrahepatic  and  extrahepatic  bile  ducts 
were  observed,  the  conclusions  were  either  essentially  correct 
or  of  clinical  value.   The  examination  was  successful  in  36  of 
the  43  patients  with  obstructive  jaundice  and  in  5  of  the  11 
patients  with  hepatocellular  disease.    Complications  occurred 
in  6  patients  (4  patients  with  bile  peritonitis  and  2  patients 
with  hemorrhage)  but  there  were  no  fatalities.   These  comph- 
cations  could  have  been  avoided  if  the  percutaneous  transhepa- 
tic cholangiography  had  been  done  just  prior  to  laparotomy. 

1214  RADIO-CINEMATOGRAPHIC  EXAMINATION 
OF  THE  RECTUM  AND  THE  ANAL  CANAL 

IN  CASES  OF  RECTAL  CONSTIPATION:    A  RADIO-CINE- 
MATOGRAPHIC AND  PHYSICAL  EXPLANATION  OF 
DYSCHEZIA.   (E.)    Kerremans,  R.  (St.  Rafael  Acad.  Hosp., 
Louvain,  Belgium).  Acta  Gastroent  Belg  31(8/9):561-570, 
1968. 

Radiocinematography  of  the  anorectal  region  was  carried  out 
in  a  normal  subject  and  3  patients  with  chronic  constipation 
due  either  to  hypertonia  of  the  puborectal  bundle  of  the  muscle 
levator  ani  or  to  rectocele.   The  most  outstanding  radiologic 
feature  of  the  normal  study  was  the  angle  between  the  direc- 
tion of  the  rectum  and  the  anal  canal  produced  by  contraction 
of  the  puborectal  bundle  of  the  levator  ani;  during  evacuation, 
the  angle  became  obtuse.    In  the  young  male  with  chronic 
constipation  due  to  failure  of  relaxation  of  the  puborectal 
bundle  of  the  levator  ani,  the  angle  between  the  rectum  and 
the  anal  canal  was  more  pronounced  than  normal  both  at  rest 
and  during  active  contraction.    Hence,  at  the  moment  of  evacu- 
ation, defecation  was  difficult  because  this  angle  was  maintained. 
In  a  woman  with  dyschezia  due  to  rectocele,  the  blind  pouch 


persisted  during  all  stages  of  the  investigation.   At  the  moment 
of  effort  to  evacuate,  the  rectocele  filled  further.    In  the  2nd 
patient  with  rectocele  at  an  inferior  level  the  pouch  was  not 
visible  at  rest,  but  it  could  be  seen  to  fill  when  the  effort  to 
evacuate  was  made.    Based  on  electromanometric  measurements 
of  pressures  in  the  anal  canal  and  in  the  rectum  during  various 
states  of  continence  and  defecation,  a  mathematical  model  to 
explain  the  competence  of  the  anorectal  system  was  proposed. 

1215  DISTRIBUTION  OF  D-XYLOSE  IN  SEQUE- 
STERED FLUID  RESULTING  IN  FALSE-POSI- 
TIVE TESTS  FOR  MALABSORPTION.    (E.)    Marin,  G.  A. 
(Philadelphia  Gen.  Hosp.,  Pa.),  M.  L.  Clark  and  J.  R.  Senior. 
Ann  Intern  Med  69(6):1155-1162,  1968. 

Blood  levels  and  urinary  excretion  of  D-xylose  after  a  25-g  oral  \ 
load  were  determined  in  24  patients.    Blood  xylose  levels  were 
above  normal  in  all  cases.    Normal  urinary  excretion  of  xylose 
was  observed  in  15  cirrhotic  patients  without  ascites  and  ui  2 
patients  with  pleural  effusion.    In  all  7  patients  with  ascites, 
however  (5  cirrhotic  patients  and  2  patients  with  tuberculous 
peritonitis),  urinary  xylose  excretion  was  below  4.5  g  in  5  hr. 
All  7  patients  with  ascites  also  showed  xylose  in  the  ascites  ' 

fluid  for  up  to  23  hr.  Low  5-hr  urinary  xylose  excretion  thus 
occurs  in  patients  with  ascites  and  may  lead  to  a  false-positive 
test  for  malabsorption. 

1216  XHE  GASTRIC  JUICE  REDUCTION  TEST  IN 
THE  DIAGNOSIS  OF  GASTRIC  DISEASES. 

(Pol.)    Hruczkowska,  E.  (1st  Clin.  Int.  Dis.,  Acad.  Med.  LubUn, 
Poland).   Pol  Tyg  Lek  23(45):  1726-1728,  1968. 

A  new  test  is  proposed  for  the  diagnosis  of  gastric  diseases  ac-     | 
companied  by  hypo-  or  achlorhydria,  resulting  in  the  intragas- 
trie  proliferation  of  bacteria  and  the  consequent  presence  in 
the  gastric  juice  of  blood  and  tissue  breakdown  products.   The 
test  invokes  the  dropwise  addition  of  a  2%  solution  of  methyl- 
ene blue  to  a  5-ml  sample  of  fasting  gastric  juice,  a  positive  test 
being  indicated  by  decolorization  of  the  dye  in  30-60  min  at 
37C.    When  the  test  was  given  to  150  patients  (15-79  yr  old) 
under  treatment  for  a  variety  of  digestive  tract  diseases,  positive 
results  were  obtained  in  all  1 1  patients  with  gastric  cancer  and 
both  patients  with  Addison-Biermer's  disease,  but  in  only  6  of 
22  patients  with  gastric  ulcers  and  only  7  of  115  with  duodenal 
ulcers,  hepatobiUary  disease  or  other  gastrointestinal  diseases. 
These  results  tended  to  parallel  the  results  of  gastric  analysis 
and  tests  for  fecal  blood.    Thus,  of  the  26  patients  with  a  posi- 
tive reduction  test,  21  had  achlorhydria,  5  had  hypochlorhydria, 
and  19  had  blood  in  the  feces. 

1217  INVESTIGATION  OF  LIVER  FUNCTION  IN  j 
THE  PRESENCE  OF  CHRONIC  LIVER  DISEASE    ' 

BY  STUDYING  THE  GLUCURONIDATION  OF  ISlf-LABELED 
o-IODOBENZOIC  ACID  AND  BY  MEANS  OF  THE  TESTS  i 

WITH  BSP  AND  131l.R0SE  BENGAL.    (Cz.)    Martinek,  K.  ! 

(3rd  CUn.  Int.  Med.,  J.  E.  Purkyne  U.,  Brno,  Czechoslovakia), 
J.  Dohnalek,  M.  Eysselt  and  A.  Huvar.    Vnitrni  Lek  14(9):  878- 
884,  1968. 

The  extent  of  glucuronidation  of  131i-j[abeled  o-iodobenzoic         j 
acid  (determined  by  measuring  the  urinary  excretion  of  labeled     ' 
metabolites  after  oral  administration  of  2  mg/kg  of  the  acid) 
was  compared  with  the  results  of  the  BSP  and  131i-Rose  Bengal 
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excretion  tests  in  82  healthy  controls  (38  men  and  44  women, 
19-71  yr  old)  and  220  patients  (122  men  and  98  women,  20- 
76  yr  old)  with  various  hepatobiliary  diseases.    In  the  healthy 
controls,  67  ±  10.7%  of  the  urinary  label  was  accounted  for  by 
o-iodobenzoylgiucuronide,  while  22  ±10.3%  was  o-iodobenzoic 
add  and  7  ±  3.5%  was  o-iodohippuric  acid.   The  average  per- 
centage accounted  for  by  o-iodobenzoylglucuronide  was  in- 
aeased  in  all  groups  of  patients,  being  70.1-70.7%  in  15  pa- 
tients convalescing  from  viral  hepatitis  and  45  patients  with 
chronic  cholecystitis,  79.0-83.5%  in  patients  with  portal  cir- 
rhosis and  ascites,  compensated  portal  or  biliary  cirrhosis, 
porphyria,  chronic  hepatitis  or  a  previous  cholecystectomy, 
and  87.2%  in  patients  with  liver  metastasis.    However,  there 
was  no  direct  correlation  between  glucuronide  excretion  and 
either  the  results  of  the  BSP  and  Rose  Bengal  tests  or  the  ex- 
tent of  Uver  damage  as  assessed  clinically.   While  increased  glu- 
curonide excretion  was  seen  in  all  19  patients  with  biliary  cir- 
rhosis or  liver  metastasis,  and  in  62.1-81.8%  of  patients  with 
prior  cholecystectomy,  porphyria,  portal  cirrhosis  and  chronic 
hepatitis,  an  abnormal  BSP  test  (greater  than  7%  retention  af- 
ter 45  min)  was  obtained  in  all  12  patients  with  portal  cir- 
rhosis and  ascites  but  in  only  47.5-87.5%  of  patients  with 
chronic  hepatitis,  porphyria,  biliary  or  compensated  portal 
cirrhosis,  or  liver  metastasis,  and  in  none  of  the  32  patients 
with  a  previous  cholecystectomy.   The  results  of  the  Rose 
Bengal  test  paralleled  those  of  the  BSP  test. 

1218  SIGNIFICANCE  OF  THE  DETERMINATION 

OF  SERUM  a-HYDROXYBUTYRATE  DEHYDRO- 
GENASE ACTIVITY  IN  INTERNAL  DISEASES.    (Cz.)    Ninger, 
E.  (3rd  Clin.  Int.  Med.,  J.  E.  Purkyne  U.,  Brno,  Czechoslovakia), 
J.  Tovarek  and  J.  Vojtkova.    Vnitrni  Lek  14(9):885-893,  1968. 
Serial  serum  a-hydroxybutyrate  dehydrogenase  (HBDH)  and 
lactate  dehydrogenase  (LDH)  levels  were  determined  in  68  pa- 
tients with  a  recent  myocardial  infarction  and  in  62  patients 
with  various  diseases  of  the  liver.    Although  of  considerable 
value  in  the  diagnosis  of  myocardial  infarction,  especially  in 
conjunction  with  LDH  determinations,  the  serum  HBDH  was 
increased  in  only  4  of  25  patients  with  viral  hepatitis,  3  of  4 
with  toxic  hepatitis,  2  of  10  with  decompensated  cirrhosis, 
2  of  13  with  cholelithiasis  and  obstructive  jaundice,  and  5  of 
10  with  hepatoma.   The  average  HBDH  was  above  normal  limits 
only  in  the  groups  with  toxic  hepatitis  and  hepatoma,  while 
the  average  LDH  was  above  normal  in  all  groups  and  elevated 
LDH  levels  were  noted  in  15  of  25,  4  of  4,  5  of  10,  6  of  13, 
and  8  of  10  patients,  resp.    The  increases  in  LDH  were  also 
quantitatively  more  significant  than  those  in  HBDH. 

1219  IMMUNODIAGNOSIS  OF  SCHISTOSOMIASIS. 

UI.    FURTHER  PURIFICATION  OF  ANTIGEN 
SSCI  BY  DEAE  SEPHADEX  A50  COLUMN  CHROMATOG- 
RAPHY.   (E.j    Sawada,  T.  (Sch.  Med.,  Gunma  U.,  Maebashi, 
Japan),  S.  Sato,  K.  Takei,  J.  W.  Moose  and  J.  E.  Williams. 
Exp  Parasit  23(2):238-243,  1968. 

DEAE  Sephadex  A-50  column  chromatography  of  antigen 
SSCI  yielded  antigens  SSCDI,  SSCD2,  SST  (SSCD3),  SSCD4 
and  SSCD5.   Antigen  SST  contained  660  7  of  protein  and  20  7 
of  carbohydrate  per  ml.    Following  an  injection  of  0.1  7  of 
protein  antigen  SST  into  71  schistosomiasis  patients  intraderm- 
ally,  noticeable  wheals  over  7.0  mm  in  mean  diameter  appeared 
in  64  patients.    Following  an  injection  of  antigen  SST  into  62 


healthy  individuals,  wheals  less  than  7.0  mm  in  mean  diameter 
appeared  in  60  individuals.    The  borderline  between  positive 
and  negative  skin  reactions  is  considered  to  be  7.0  mm.    Ac- 
cordingly, 90.1%  positive  reactions  were  obtained  in  the  skin 
tests  on  71  schistosomiasis  patients  in  an  endemic  area  and  3.2% 
false-positive  reactions  were  obtained  in  the  control  tests  on  62 
healthy  individuals  in  a  nonendemic  area.    In  the  tests  with 
antigen  SST  on  30  clonorchiasis  patients  3.3%  false-positive  re- 
actions were  obtained. 


1220  THE  VALUE  OF  LABORATORY  ANALYSES 
IN  THE  DIAGNOSIS  OF  PANCREATIC 

DISEASES.    (Ser.)    Dimkovic,  D.  (CUn.  Hosp.,  Novi  Sad, 
Yugoslavia),  N.  Obradovic,  M.  Majdevac  and  M.  Hadnadev. 
Med  Pregl  21(5/6):  197-199,  1968. 

1221  DLVGNOSTIC  AND  EPIDEMIOLOGICAL 
VALUE  OF  SERUM  TRANSAMINASES  IN  THE 

EARLY  DETECTION  OF  ACUTE  INFECTIOUS  HEPATITIS. 

(Ser.)    Jelic,  O.  (Med.  Qr.,  Slavonski  Brod,  Yugoslavia)  and  A. 
Jelic.   Lijecn  Vjesn  90(9):831-836,  1968. 

1222  REMARKS  ON  ENZYMO LOGICAL  DIAGNOSIS 
IN  GASTROENTEROLOGY.    (Fr.)    Wieme,  R.  J. 

(Med.  Qin.,  U.  Ghent,  Belgium).   Acta  Gastroent  Belg  31(11): 
711-714,  1968. 

1223  CARDIAC  ARREST  DURING  CHOLEDOCHOS- 
COPY.   (It.)    Grapulin,  G.  (Gen.  Surg.  Clin.,  U. 

Padua,  Italy)  and  O.  Fontanin.    Chir  Gastroent  2(4):478-481, 
1968. 

1224  ANGIOGRAPHIC  DIAGNOSIS  OF  LIVER 
METASTASES.    (Pol.)    Wojtowicz,  J.  (Acad.  Med., 

Poznan,  Poland),  A.  Krokowicz,  B.  Grzybkowska  and  H.  Szulc. 
PolPri£gl  Chir  50(1):57-61,  1969. 

1225  THE  VALUE  AND  LIMITATIONS  OF  COMPLEX 
FUNCTIONAL  INVESTIGATIONS  OF  THE 

LIVER  IN  CHRONIC  POSTVIRAL  HEPATITIS.    (Rum.) 
Lungu,  I.  (Inst.  Med.  Pharm.,  lasi,  Romania),  C.  Strat,  G.  Russu, 
M.  Dragan,  E.  Lungu,  M.  Solomon,  I.  Cobet  and  C.  Stanciu. 
Rev  Medicochir  lasi  72(3):621-624,  1968. 

1226  A  RADIOISOTOPE  TECHNIQUE  FOR  EVALUAT- 
ING THE  FUNCTIONAL  STATE  OF  THE 

LIVER  IN  ANIMALS  WITH  TRICHODESMOTOXICOSIS. 

(Rus.)  Muratkhodzhaiev,  N.  K.  (Uzbek  Inst.  Regioa  Med., 
Acad.  Med.  Sci.  USSR),  N.  M.  Zenovich  and  S.  B.  Matveiev. 
Med  Zh  Uzbek  (10):84,  1968. 

1227  PERCUTANEOUS  TRANSHEPATIC  CHOLANGI- 
OGRAPHY:   ITS  SIGNIFICANCE  FOR  THE 

DIAGNOSIS  OF  OBSTRUCTIVE  JAUNDICE.    (Ger.)    Junghanns, 
K.  (Surg.  Clin.,  U.  Heidelberg,  Germany),  W.  Wenz,  G.  Kolig 
and  D.  Beduhn.   Deutsch  Med  Wschr  94(l):24-26,  1969. 

1228  THE  EARLY  DIAGNOSIS  OF  GASTRIC  CAR- 
CINOMA (STATISTICAL  AND  CLINICAL  FIND- 
INGS, METHOD  OF  STUDY,  AND  PRACTICAL  CONSIDERA- 
TIONS).   (It.)    Marzi,  M.  (Santo  Spirito  Char  it.  Inst.,  Rome, 
Italy)  and  B.  Sbuelz.    Chir  Gastroent  2(3):  372-386,  1968. 
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1229  TESTS  OF  PANCREATIC  FUNCTION.    (E.) 
Mallinson,  C.  N.  (Guy's  Hosp.,  Ix)ndon,  England). 

Brit  J  Hosp  Med  1(2):161-167,  1968. 

1230  DIAGNOSIS  OF  AMEBIC  LIVER  DISEASE. 

(E.)    Ahuja,  I.  S.  (Med.  CoU.  Hosp.,  Rohtak,  India) 
Punjab  Med  J  18(4):137-144,  1968. 

1231  THE  EFFECT  OF  ROSE  BENGAL  PURITY  ON 
THE  LIVER  FUNCTION  TEST.    1.    DETERMINA- 
TION OF  RADIOCHEMICAL  PURITY  AND  COMPARISON 
OF  VARIOUS  COMMERCIAL  PREPARATIONS.    (E.)    Raban, 
P.  (Inst.  Biophys.,  Charles  U.,  Prague,  Czechoslovakia). 
Nuclearmedizin  7(3): 257-265,  1968. 

1232  A  NEW  PHYSICAL  SIGN  IN  BILIARY-TRACT 

DISEASE.    (E.)    Leake,  R.  A.  (Bradford,  England). 
Practitioner  20 1(11):  804-809,  1968. 

1233  SOME  HAZARDS  OF  THE  SWEAT  TEST.    (E.) 
Schwarz,  V.  (Dept.  Med.  Biochem.,  U.  Manchester, 

England),  C.  J.  Sutcliffe  and  P.  P.  Style.    Arch  Dis  Child 
43(232):695-701,  1968. 

1234  RECTOSCOPY  AND  ITS  COMPLICATIONS. 

(Pol.)    Madejski,  T.  (2nd  Surg.  Clin.,  Silesian 
Acad.  Med.,  Katowice,  Poland)  and  S.  Tobik.   Pol  Tyg  Lek 
24(2):53-54,  1969. 


1241  TECHNIQUE  AND  CLINICAL  SIGNIFICANCE 
OF  A  NEW  PANCREATIC  LIPASE  TEST  WITH 

FLUORESCEIN  DILAURATE.    (Ger.)    Kaffarnik,  H.  (Med. 
Polyclin.,  U.  Marburg,  Germany)  and  J.  G.  Meyer-Bertenrath. 
Klin  Wschr  47(4):  221-223,  1969. 

1242  THE  VALUE  AND  LIMITATIONS  OF  BLIND 
LIVER  BIOPSIES.    (Ger.j    Lindner,  H.  (German 

Red  Cross  Hosp.,  Hamburg).   Med  Welt  20(8): 422-423,  1969. 

1243  THE  DIAGNOSTIC  VALUE  OF  INTRAVENOUS 
CHOLECYSTOGRAPHY  AND  CHOLANGIOG- 
RAPHY IN  DECOMPENSATED  CARDIAC  INSUFFICIENCY. 

(Ger.j    Gunther,  H.  (2nd  Med.  Clin.,  Humboldt  U.,  BerUn, 
Germany),  R.  Bohm  and  B.  Kunz.  Deutsch  Gesundh  24(1):      1 
21-23,  1969.  I 

1244  EVALUATING  THE  WOFAVERDIN  CLEARANC 

(Ger.)    Schmidt,  D.  (Hosp.,  Ko'nigs  Wusterhausen, 
Germany)  and  G.  Gudowski.   Deutsch  Gesundh  24{iy. 31-34, 

1969.  I 

I 

1245  CONTRAST  PERITONEOGRAPHY  IN  THE 
DIAGNOSIS  AND  TREATMENT  OF  PERITONIT 

(EXPERIMENTAL  STUDIES).    (Ger.)    Galperin,  lu.  M.  (Lab. 
Pathophysiol.,  Moscow  Regional  Res.  Inst.,  Moscow,  USSR), 
B.  M.  MaUcin  and  V.  1.  Petrov.   Radiol  Diagn  (Berlin)  9(5): 
543-550,  1968.  | 


1235  USE  OF  THE  WATER-LOADING  TEST  IN 
ESTIMATING  THE  DEGREE  OF  LIVER  EF- 
FICIENCY IN  DISEASES  ASSOCIATED  WITH  LIVER 
INJURIES.    (Pol.)    Jasienski,  S.  (3rd  Surg.  Clin.,  Acad.  Med. 
Krakow,  Poland)  and  A.  Gurak.   Przegl  Lek  24(8):  645-649, 
1968. 

1236  RECENT  ADVANCES  IN  THE  RADIOLOGY  OF 
THE  GASTROINTESTINAL  TRACT.    (Por.) 

Kreel,  L.  (Royal  Free  Hosp.,  London,  England).   Bol  Sanat  S 
Lucas  30(3):79-85,  1968. 

1237  ACUTE  RENAL  INSUFFICIENCY  OCCURRING 
AFTER  OPACIFICATION  OF  THE  BILIARY 

TRACT  (REPORT  OF  4  CASES).  (Fr.)  Laican,  A.  (Cent. 
Hosp.,  Nancy,  France),  C.  Huriet,  M.  Calamai,  M.  C.  Heully 
and  J.  Fays.    Ann  Med  Nancy  7:937-945,  1968. 

1238  PHYSICAL  SYMPTOMS  REFLECTING  THE 
FUNCTIONAL  AND  MORPHOLOGICAL  FEA- 
TURES OF  THE  STOMACH.    (Rus.)    Sobakin,  M.  A.  (Inst. 
Nutrit.,  Acad.  Med.  Sci.  USSR,  Moscow).    Vestn  Akad  Nauk 
SSSR  23(12):45-52,  1968. 

1239  ANESTHESIOLOGICAL  PROBLEMS  DURING 
BILIARY  TRACT  OPERATIONS  IN  WHICH 

RADIOMANOMETRY  IS  EMPLOYED.    (Ger.)    Uray,  E.  (1st 
Surg.  Clin.,  U.  Debrecen,  Hungary),  C.  Kosa  and  T.  Nagy. 
Chirurg  40(2):90-92,  1969. 

1240  THE  RADIOLOGICAL  DIAGNOSIS  OF  ILEUS. 

(Ger.)    Schnepper,  E.  (Surg.  Clin.,  U.  Munster, 
Germany).    Chirurg  40(2):53-57,  1969. 


1246  DIAGNOSIS  OF  CLOSED  ABDOMINAL  TRAUM, 

(It.)    Campioni,  N.  (Queen  Elena  Inst.  Study        , 
Treatment  Tumors,  Rome,  Italy).   Policlinico  [Prat]  76(5): 
133-144,  1969. 

1247  INTRAVENOUS  CHOLANGIOGRAPHY:    A 
STUDY  OF  103  CASES.    (Fr.)    van  Lerberghe,  R 

(Cesar  De  Paepe  Clin.,  Brussels,  Belgium)  and  Y.  Laurent.  I 

J  Belg  Radiol  52(1): 3-7,  1969.  ' 

1248  MODERN  TECHNIQUES  FOR  THE  EXPLORA- 
TION OF  HYDATID  CYSTS  OF  THE  LIVER. 

(Fr.)    Cachin,  M.   Hopital  (Paris)  56(792,bis):571-573,  1968. 


1249  GASTRIC  SECRETION  AND  THE  DLVGNOSIS 
OF  DUODENAL  ULCERS.    (Sp.)    Chulia  Orti,  F. 

(Prov.  Hosp.,  Valencia,  Spain)  and  R.  Trullenque  Peris.  i 

Medicamenta  26(458): 352-356,  1968.  | 

1250  VALUE  OF  COMBINED  TECHNIQUES  IN  THE 
RADIOLOGICAL  DIAGNOSIS  OF  GASTRIC 

DISEASE.    (Pol.)    Bryc,  S.  (Inst.  Radiol.,  Acad.  Med.  Lublin, 
Poland),  Z.  Bieganowska,  P.  Misiuna  and  A.  Zochowskl   Pol 
Tyg  Lek  23(45):  1733-1734,  1968. 

1251  METHOD  OF  EXAMINATION  OF  GASTRO- 
ENTEROSTOMY STOMAS:    PRELIMINARY 

NOTE.    (E.)    Shields,  J.  B.  (John  Cochran  Veterans,  Hosp.,       \ 
St.  Louis,  Mo.)  and  S.  Holtz.    Invest  Radiol  4(2):  104-105,  1961 

1252  STUDIES  ON  THE  DIAGNOSTIC  VALUE  OF     • 
LOCAL  LEUKOCYTOSIS  IN  APPENDICITIS. 

(Ger.)    Schmauss,  A.  K.  (Friedrichshain  Munic.  Hosp.,  Berlin,   ' 
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Germany)  and  R.  D.  PauUck.    Wien  Med  Wschr  118(47):1018- 
1019,  1968. 


1253  TRANSUMBILICAL  CHOLANGIOGRAPHY  AND 
SELECTIVE  VENOUS  PORTOGRAPHY  IN  PA- 
TIENTS WITH  OBSTRUCTIVE  JAUNDICE.    (E.)    Nahmad, 

M.  H.  (Albert  Einstein  CoU.  Med.,  Bronx,  N.  Y.),  C.  A.  Lankau, 
L.  R.  Del  Guercio  and  C.  H.  Meng.   Surg  Forum  19:338-339, 
1968. 

1254  A  METHOD  OF  MEASURING  THE  ALKALINE 
AREA  OF  THE  STOMACH  DURING  OPERATION. 

(E.J    Stoller,  J.  L.  (U.  Brit.  Columbia  Fac.  Med.,  Vancouver, 
Canada),  T.  J.  McDonald,  P.  J.  Nunn  and  R.  C.  Harrison.   Surg 
Forum  19:316-318,  1968. 

1255  AN  INTRAOPERATIVE  TEST  FOR  COMPLETE 
VAGAL  SECTION.    (E.)    Franks,  C.  D.  (U. 

Kentucky  Coll.  Med.,  Lexington)  and  W.  O.  Griffin.   Surg  Forum 
19:318-320,  1968. 

1256  ON  THE  GASTRIC  VARICES:    ITS  ROENTGEN- 
OGRAPHIC  FEATURES  AND  DIAGNOSTIC 

METHOD.  (E.)  Nishioka,  K.  (Gifu  U.  Sch.  Med.,  Japan),  M. 
Shibayama,  Y.  Kanetake  and  E.  Matsui.  Nippon  Acta  Radiol 
28(8):1180-1188,  1968. 

1257  A  STUDY  ON  THE  PANCREATIC  SCANNING 
USING  75se-SELENOMETHIONINE.    (Jap.) 

Tsuchiya,  S.  (Chiba  U.  Sch.  Med.,  Japan).  Nippon  Acta  Radiol 
28(8):1143-1159,  1968. 

1258  REFLUX  EXAMINATION  OF  THE  SMALL 
BOWEL.    (E.)    Miller,  R.  E.  (Indiana  U.  Med. 

Ctr.,  IndianapoUs).   Radiol  Clin  N  Amer  7(1):  175-184,  1969. 

1259  HOW  TO  GET  A  CLEAN  COLON-WITH  LESS 
EFFORT.    (E.j    Barnes,  M.  R.  (U.  Pennsylvania 

Hosp.,  Philadelphia).   Radiology  9\{S):9A^-9A9 ,  1968. 

1260  SELECTIVE  ARTERIOGRAPHY  IN  THE  DIA- 
GNOSIS OF  HEMORRHAGE  IN  THE  GASTRO- 
INTESTINAL TRACT.    (E.)    Baum,  S.  (U.  Pennsylvania  Sch. 
Med.,  Philadephia),  G.  N.  Stein,  M.  Nusbaum  and  A.  Chait. 
Radiol  Clin  N  Amer  7(1):131-145,  1969. 

1261  ROENTGENOGRAPHIC  DIAGNOSIS  OF  PRI- 
MARY DISORDERS  OF  ESOPHAGEAL  MOTIL- 
ITY.  (E.j    Zboralske,  F.  F.  (Stanford  U.  Sch.  Med.,  Palo 
Alto,  Cahf.)  and  W.  J.  Dodds.  Radiol  Clin  N  Amer  7(1):  147- 
162,  1969. 

1262  THE  DISCOVERY  OF  GASTRIC  ULCERS  AND 
THE  DIFFERENTIAL  DIAGNOSIS  BETWEEN 


BENIGNANCY  AND  MALIGNANCY.    (E.)    Nelson,  S.  W. 
(Ohio  State  U.  Hosp.,  Columbus).  Radiol  Clin  N  Amer  7(1): 
5-25,  1969. 


1263  THE  CURRENT  STATE  OF  RADIOLOGIC  TECH- 
NIQUE IN  THE  EXAMINATION  OF  THE  COLON: 

A  SURVEY.    (E.j    Margulis,  A.  R.  (U.  California  Sch.  Med., 
San  Francisco)  and  H.  I.  Goldberg.   Radiol  Clin  N  Amer  7(1): 
27-42,  1969. 

1264  RADIOLOGIC  DIAGNOSIS  OF  TROPICAL  DIS- 
EASES OF  THE  GASTROINTESTINAL  TRACT. 

(E.j  Reedier,  M.  M.  (Armed  Forces  Inst.  Path.,  Washington, 
D.  C.)  and  L.  C.  Hamilton.  Radiol  Clin  N  Amer  7(1):57-81, 
1969. 

1265  ENDOSCOPY  AND  BIOPSY  OF  THE  COLON. 

(E.j    Ottenjann,  R.  (Med.  Clin.,  U.  Erlangen- 
Nuremberg,  Germany).    German  Med  Monthly  13(12):61 1-612, 
1968. 

1266  INFLUENCE  OF  ANGIOGRAPHY  CONTRAST 
MEDIA  ON  THE  LIVER:    AN  EXPERIMENTAL 

AND  CLINICAL  STUDY  OF  TRIIODIZED  CONTRAST  MEDIA 
WITH  SPECIAL  EMPHASIS  ON  PROBLEMS  CONNECTED 
WITH  SURGERY.    (E.j    Engevik,  L.,  S.  Bengmark,  C.  M. 
Rudenstam,  T.  Schersten  and  B.  F.  Zackrisson.   Acta  Chir  Scand 
(Suppl.392):5-85,  1968. 

1267  ZINC  CONTENTS  IN  GASTRIC  JUICE  IN  NOR- 
MAL SUBJECTS  AND  PATIENTS  WITH  DIS- 
EASES OF  THE  STOMACH.   (E.j    Matsumoto,  H.  (Hokkaido 
U.  Sch.  Med.,  Japan),  T.  Shiraishi  and  K.  Tsunematsu.   Med 
Biol  (Tokyoj  78(l):39-40,  1969. 

1268  CONCOMITANT  AORTOGRAPHY  AND  INFE- 
RIOR VENA  CAVOGRAPHY  IN  PATIENTS 

WITH  ABDOMINAL  MASSES.    (E.j    O'HaUoran,  J.  F.  Jr. 
(New  England  Med.  Ctr.  Hosp.,  Boston,  Mass.)  and  P.  C.  Kahn. 
Arch  Surg  98(3): 341-343,  1969. 

1269  HOW  IMPORTANT  IS  ENDOSCOPIC  PREMEDI- 
CATION?   [GUEST  EDITORIAL.]     (E.j    Berry, 

L.  H.  (U.  Illinois  Med.  Sch.,  Chicago,  111.).    Gastroint  Endosc 
15(3):170-171,  1969. 

1270  ENDOSCOPIC  EXAMINATION  OF  THE  GASTRO- 
ESOPHAGEAL AREA.    (E.j    Dagradi,  A.  E. 

Gastroint  Endosc  15(3):175-177,  1969. 

1271  PITFALLS  IN  DIAGNOSIS  OF  ABDOMINAL 
STAB  WOUNDS  BY  CONTRAST  MEDIA  INJEC- 
TION.   (E.)    Carter,  J.  W.  (Vanderbilt  U.  Med.  Ctr.,  NashviUe, 
Tenn.)  and  J.  L.  Sawyers.   Amer  Surg  35(2):107-111,  1969. 


See  also:    1054,1075,1096,1174,1308,1442,1452,1494,1534,1550,1567 
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1272  EXPERIENCE  WITH  THE  THAL  AND  NISSEN 
OPERATIONS  IN  THE  TREATMENT  OF  RE- 
FLUX ESOPHAGITIS  WITH  STRICTURE:    A  PRELIMINARY 
REPORT.   (E.)   Claike,  J.  M.  (U.  Florida  Coll.  Med.,  Gainesville), 
J.  E.  Rayl  and  E.  R.  Woodward.   Amer  Surg  35(2): 89-94,  1969. 

The  fundic  patch  esophagocaidioplasty  of  Thai  was  performed 
in  9  patients  (7  men  and  2  women,  36-63  yr  old)  with  benign 
distal  esophageal  strictures;  Nissen's  fundoplication  was  also 
performed  in  5  of  the  9  patients.   A  vagotomy,  pyloroplasty 
and  temporary  gastrostomy  was  performed  in  3  of  4  patients 
with  the  fundic  patch  operation  only;  the  4th  patient  had  pre- 
viously undergone  gastric  resection.    All  4  of  the  latter  patients 
had  poor  results,  with  prompt  recurrence  of  esophz^itis  and 
strictures  in  2  and  severe  bilious  regurgitation  in  the  other  2. 
Gastroesophageal  reflux  was  demonstrated  postoperatively  in 
all  cases.    Subsequent  fundoplication  operations  were  performed 
on  2  patients  and  early  follow-up  revealed  marked  improvement 
in  symptoms.   Of  the  5  patients  who  had  fundic  patch  opera- 
tions plus  fundophcations,  4  showed  good  clinical  results,  and 
no  postoperative  reflux  occurred.    It  appears  that  fundoplication 
forms  a  circumferential  valve  which  is  more  effective  in  prevent- 
ing reflux  than  the  anterior  valve  spur  described  by  ThaL    Ex- 
perimental studies  on  cadaver  stomachs  demonstrated  the  ef- 
fectiveness of  the  flutter  valve  principle  of  the  Nissen  fundo- 
plication in  preventing  reflux  even  with  maximal  pressure  (85 
cm  water)  in  the  stomach. 

1273  FUNCTIONAL  DISORDERS  OF  THE  PHARYNGO- 
ESOPHAGEAL  JUNCTION:    ACHALASLV  AND 

CHALASIA.   (E.)    Seaman,  W.  B.  (CoU.  Phys.  Surg.,  Columbia 
U.,  New  York,  N.  Y.).   Radiol  Qin  N  Amer  7(1):  11 3-1 19,  1969. 

The  roentgenologic  aspects  of  the  normal  and  abnormal  behav- 
ior of  the  cricopharyngeal  sphincter  are  presented  on  the  basis 
of  reports  in  the  literature  and  personal  experience.    Achalasia, 
characterized  by  the  failure  of  inhibition  of  the  normal  high 
resting  pressure  of  the  cricopharyngeus  during  deglutition,  so 
that  the  muscle  is  incompletely  relaxed,  manifests  itself  radio- 
logically  by  a  protrusion  into  the  barium  column  from  the  pos- 
terior pharyngo-esophageal  wall.    In  severe  cases  there  is  dys- 
phagia and  reflux  of  pharyngeal  contents  into  the  larynx  and 
trachea  and  adequate  roentgenography  may  be  impossible.   Any 
lesion  that  breaks  or  interferes  with  the  coordinated  neuro- 
muscular chain  of  events  involved  in  the  normal  relaxation  of 
the  cricopharyngeus  (primary  muscle  disease,  vagal  paralysis, 
extensive  head  and  neck  surgery,  central  cranial  nerve  palsy, 
cerebrovascular  disease  affecting  the  brain  stem)  can  cause  crico- 
pharyngeal achalasia.    In  2  women  (54  and  61  yr  old)  with 
polymyositis,  poor  pharyngeal  contractions  and  failure  of  the 
cricopharyngeus  to  relax  resulted  in  residual  barium  in  the  hypo- 
pharynx  after  completion  of  a  swallow,  the  incompletely  re- 
laxed cricopharyngeus  could  be  seen  as  a  transverse  radiolucent 
band  at  the  pharyngo-esophageal  junction.    Cricopharyngeal 
achalasia  may  be  an  important  factor  in  the  pathogenesis  of 
posterior  pharyngeal  diverticula  of  the  Zenker  type.    Chalasia, 
in  which  the  normal  high  resting  pressure  of  the  cricopharyngeus 
is  reduced  or  absent,  occurs  only  in  myotonic  dystrophy;  hence 
it  may  be  a  specific  diagnostic  sign.    In  a  44-yr-old  man  with 
myotonic  dystrophy,  radiologic  examination  demonstrated  a 


dilated  esophagus  and  a  continuous  barium  column  between  th' 
pharynx  and  cervical  esophagus,  even  when  the  patient  was  nol 
swallowing.    Cine-roentgenographic  studies  of  swallowing  func- 
tions in  7  patients  with  myotonic  dystrophy  (to  be  reported 
fully  in  a  later  publication)  revealed  this  continuous  column 
extending  between  the  pharynx  and  esophagus  during  the  rest- 
ing phase  between  swallows  (3  cases)  and  slow  or  delayed  clo- 
sure of  the  sphincter  (4  cases). 

1274  FUNDOPLICATION  FOR  COMPUCATED  ' 
HIATAL  HERNIA:    RATIONALE  AND  RESULl 

(E.)    Polk,  H.  C.  Jr.  (U.  Miami  Sch.  Med.,  Fla.)  and  R.  Zeppa. 
Ann  Thorac  Surg  7(3):202-211,  1969. 

Nissen's  fundoplication  technique  was  used  in  56  consecutive 
patients  with  radiographic  (including  cineradiography)  or  endo- 
scopic evidence  of  esophagitis,  stenosis,  or  free  reflux  of  gastrii 
contents  into  the  esophagus.    An  extensive  evaluation  was  mad 
to  determine  the  presence  or  absence  of  coexisting  disorders 
pertinent  to  decisions  for  or  against  operation  as  well  as  the 
selection  of  the  operative  approach.   The  primary  indications 
for  operation  were:    esophagitis  (34),  esophagitis  and  other 
lesions  (12),  lower  esophageal  ring  (3),  longitudinal  stricture  (3 
suspected  esophageal  cancer  (1),  and  other  lesions  only  (3). 
The  transabdominal  approach  was  used  in  34  patients  (deter- 
mining factors  included  biliary  tract  disease,  ulcer  disease,  ab- 
dominal hernia  and  others )  and  the  transthoracic  approach  wa 
used  in  24  patients  (determining  factors  included  esophageal 
shortening,  obesity,  pulmonary  lesions,  and  othars).   Coexisten 
lesions  were  treated  routinely  during  the  fundoplication  pro- 
cedure.   Repair  of  the  hiatal  hernia  with  restoration  of  the  eso 
phagogastric  junction  to  an  intraabdominal  position  was  accoir 
pUshed  in  all  patients,  with  no  operative  mortalities.   The  tram 
abdominal  approach  was  associated  with  more  frequent  and  m^: 
serious  complications  (dehiscense  in  3,  wound  infection  in  1, 
esophageal  fistula  in  1,  dumping  symptoms  in  1,  and  others  in 
2)  than  the  transthoracic  approach  (atelectasis  in  1,  recurrent 
hernia  in  1,  and  intercostal  neuralgia  in  2).   None  of  the  56 
patients  examined  6-46  months  after  surgery  had  symptoms, 
roentgenological  findings  or  endoscopic  evidence  of  esophagitis 
or  reflux.    FundopUcation  will  be  a  useful  and  effective  mode 
of  therapy  of  complicated  hiatal  hernia  if  further  follow-up 
studies  maintain  these  early  results. 

1275  ROLE  OF  AQD  AND  PEPSIN  IN  ACUTE  EX- 
PERIMENTAL ESOPHAGrTIS.    (E.)    Goldbrag, 

H.  I.  (San  Francisco  Med.  Ctr.,  U.  California),  W.  J.  Dodds, 
S.  Gee,  C.  Montgomery  and  F.  F.  Zboralske.    Gastroenterolog] 
56(2):223-230,  1969. 

In  an  effort  to  produce  a  standard  experimental  model  of  acul 
esophagitis,  solutions  containing  various  concentrations  of  hyd 
chloric  acid  and  porcine  pepsin  were  infused  into  the  esophagi 
of  71  unanesthetized  cats.    A  1-hr  infusion  of  50  mEq/liter 
hydrochloric  acid  (pH  1.3)  resulted  in  moderately  severe  eso- 
phagitis characterized  by  nearly  complete  epithelial  erosion,  w  i 
penetration  of  the  basal  layer  in  many  areas.    At  100  mEq/litf 
(pH  1.0),  HQ  produced  severe  esophagitis  with  proteinaceous 
edema  and  extensive  proteolytic  changes.   Except  for  1  anima 
infusion  of  10  or  25  mEq  HCl  (pH  2.0  and  1.6,  resp.)  produci 
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no  injury  to  the  esophagus,  but  the  addition  of  pepsin  (25  (Jg/cc 
HCl)  was  effective  in  causing  mild  to  moderate  esophagitis.    In- 
aeasing  the  pepsin  concentration  above  25  /Jg  (50,  100  or  200 
^jg/cc  HQ)  at  pH  1.6  did  not  significantly  increase  the  severity 
of  the  lesions.    At  pH  2.3  (5  mEq/liter  HCl)  the  addition  of 
pepsin  (50  jug/cc  HQ)  did  not  result  in  esophagitis.    Comparison 
of  in  vivo  (esophageal  proteins  as  substrate)  and  in  vitro  (hemo- 
globin as  substrate)  pH-pepsin  activity  curves  suggested  that 
pepsin  digests  protein  by  the  same  mechanism  in  both  in  vivo 
and  in  vitro  systems.   The  addition  of  20  mg  of  the  synthetic 
pepsin  inhibitor  Depepsin  to  each  cc  of  a  solution  containing 
25  mEq/Uter  of  HQ  and  50  jUg/cc  HCl  of  pepsin  prevented  the 
production  of  esophagitis  in  3  animals  perfused  for  1  hr.    An 
acid-pepsin  solution  composed  of  25  mEq/liter  of  HCl  (pH  1.6) 
and  25  jug/cc  HQ  of  porcine  pepsin  is  suggested  as  a  standard 
solution  for  the  controlled  production  of  esophagitis  in  the  cat. 
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DIAGNOSIS  OF  PEPTIC  ULCERS  OF  THE 
ESOPHAGUS  AS  COMPLICATIONS  OF  HIATUS 
HERNIAS.    (Sp.j    de  Arzua  Zulaica,  E.   Rev  Esp  Enferm  Apar 
P/^  28(1):  15-24,  1969. 

Peptic  ulcers  of  the  esophagus  were  diagnosed  in  7  patients 
(6  males  and  1  female,  aged  11-63  yr).   They  included  2  with 
superficial  ulcers,  4  with  marginal  ulcers  of  Wolf's  type,  and  1 
with  Barret's  type.    AU  patients  had  dysphagia  and  radiological 
evidence  of  passive  esophageal  reflux.    In  addition,  2  patients 
had  epigastric  pain,  2  had  vomiting,  and  1  had  profuse  hem- 
atemesis  and  melena.    After  surgery  aU  patients  were  foUowed 
by  histological  and  endoscopic  examinations. 


1277  EVOLVING  CONCEPTS  REGARDING  HIATAL 

HERNIA  AND  GASTROESOPHAGEAL  REFLUX. 

(E.)    Davis,  M.  V.  (3434  Swiss  Ave.,  Dallas,  Tex.).   Ann  Thorac 
Sur^  7(2):  120-1 33,  1969. 

Among  601  patients  admitted  for  hiatus  hernia  or  gastroesoph- 
ageal reflux  during  a  16-yr  period,  294  came  to  surgery,  includ- 
ing 40  treated  by  some  modification  of  the  Allison  technique 
(aU  of  whom  had  hernias)  and  254  (92  males  and  162  females, 
3  months-83  yr  old,  including  56  without  actual  hernias)  treated 
by  the  Belsey  procedure.    Based  on  experience  with  these  pa- 
tients, it  is  pointed  out  that  symptoms  and  complaints  due  to 
gastroesophageal  reflux  may  be  either  respiratory  (cough,  phar- 
yngitis, layrngitis,  bronchitis,  pneumonitis,  hemoptysis,  asth- 
matic attacks)  or  esophagogastric  (subxiphoid  and  substernal 
pain,  flatulence,  regurgitation  of  food  or  liquid  dysphagia).    In 
symptomatic  patients  the  severity  and  frequency  of  reflux  is 
the  indication  of  pathology,  whether  a  hiatal  hernia  is  present 
or  not,  but  almost  all  patients  with  hernia  also  have  frequent 
gastroeophageal  reflux.   Cine  studies  or  careful  fluoroscopic 
examinations  are  essential  in  evaluating  these  cases.    In  the 
Allison  repair  group  no  morbidity  or  mortality  was  observed; 
only  8  patients  suffered  compUcations  requiring  treatment  fol- 
lowing Belsey  repair,  although  all  254  showed  gastric  dilatation 
and  22  developed  dysphagia.    Among  260  patients  followed  for 
from  less  than  6  weeks  to  over  4  yr,  there  were  10  proven  and 
6  suspected  recurrences.    In  the  Belsey-repair  group,  196  patients 
reported  good  to  excellent,  36  fair  to  good  and  22,  poor  results. 
It  is  suggested  that  the  Belsey  technique,  modified  as  necessary, 
should  be  applied  to  those  patients  with  significant,  severe  or 
threatening  problems  resulting  from  gastroesophageal  reflux, 
whether  or  not  a  demonstrable  hiatal  hernia  is  present.   This 
operation  is  not  recommended  for  persons  with  allergic  asthma. 


1278  THE  ETIOLOGY,  DIAGNOSIS,  AND  RESULTS 

OF  TREATING  ACQUIRED  TRACHEOESOPH- 
AGEAL FISTULAS.    (Ger.)    Ringler,  W.  (Surg.  Clin.,  U. 
Dusseldorf,  Germany).    Thoraxchirurgie  16(6):500-512,  1968. 
Of  23  acquired  tracheoesophageal  fistulas,  9  were  produced 
by  malignant  neoplasms,  2  by  foreign  bodies,  3  by  trauma,  3 
by  tuberculosis,  2  by  bronchiectasis,  and  1  each  by  an  esoph- 
ageal diverticulum,  esophageal  stenosis,  electrical  burn  of  the 
esophagus,  and  a  tracheostomy.    In  2  cases  it  was  difficult  to 
determine  from  the  history  and  histological  findings  whether 
the  fistula  was  congenital  or  acquired.    These  patients  included 
a  46-yr-old  man  who  developed  symptoms  many  years  after  a 
grenade  fragment  had  lodged  in  his  neck  and  a  62-yr-old  man 
with  a  ruptured  esophageal  diverticulum.   The  diagnosis  was 
made  only  at  autopsy  in  3  cases.    Operations  were  performed 
on  10  patients,  including  3  of  those  mentioned  above.    Of  the 
7  patients  with  no  puhnonary  compUcations  the  only  fatality 
was  a  patient  who  committed  suicide.    One  of  3  patients  with 
a  fistula  involving  the  esophagus,  trachea,  and  thoracic  wall  died 
2  days  after  surgery  with  puhnonary  edema. 

1279  THE  SURGICAL  TREATMENT  OF  THE  CONSE- 

QUENCES OF  REFLUX  ESOPHAGITIS.    (Ger.) 
Rossetti,  M.   Langenbeck  Arch  Klin  Chir  322(Kongressber.): 
379-387,  1968. 

Of  817  patients  with  hiatus  hernia  and/or  esophageal  reflux, 
88%  had  symptoms  of  reflux  and  cardial  incontinence  and  71 
(9%)  of  these  had  advanced  esophageal  anomalies;  these  mcluded 
66  with  secondary  brachyesophagus  and  5  with  endobrachy- 
esophagus.    Stenosis  was  present  in  28,  a  cardial  ulcer  in  11, 
massive  bleeding  in  5,  a  perforation  in  2,  and  carcmomas  m  11. 
Abdominal  fundoplication  was  used  to  treat  the  reflux  syndrome 
with  cardial  incontinence.    This  procedure  was  combmed  with 
vagotomy  and  abdominal  pyloroplasty  in  patients  with  reflux 
syndrome  and  hyperacidity,  peptic  ulcer,  endobrachyesophagus, 
and  mild  brachyesophagus.    For  severe  brachyesophagus  and  re- 
current hernias,  thoracic  vagotomy  was  combined  with  abdom- 
inal pyloroplasty.    No  fundoplications  were  performed  on  pa- 
tients with  cardial  scarring.   There  were  only  6  operative  deaths 
among  727  patients  with  uncomphcated  cardial  incontmence 
and  7  among  63  patients  with  compUcated  forms. 


1280  ESOPHAGEAL  COMPLICATIONS  OF  VAGOT- 

OMY. (E.)  Postlethwait,  R.  W.  (VA  Hosp., 
Durham,  N.  C),  S.  K.  Kim  and  M.  L.  DUlon.  Surg  Gynec 
Obstet  128(3):481-488,  1969. 

The  incidence  of  esophageal  perforation,  devascularization, 
hemorrhage,  dysphagia,  hematoma,  edema,  fibrosis,  esophagitis 
and  hiatal  hernia  in  296  patients  subjected  to  vagotomy  are 
discussed  and  compared  to  the  results  of  4414  vagotomies  re- 
ported in  the  Uterature.    In  the  original  series,  in  addition  to 
1  perforation,  3  cases  of  dysphagia,  1  of  periesophageal  fibrosis 
and  9  of  esophagitis  revealed  by  a  review  of  the  case  records, 
a  foUow-up  examination  of  135  patients  6  months  to  5  yr  after 
vagotomy  revealed  15  hiatal  hernias;  aU,  however,  were  asympto- 
matic.   In  the  4414  reported  cases,  the  incidence  of  perforation 
was  0.54%  and  that  of  dysphagia  was  about  3.6%,  with  wide 
fluctuations.    The  cause,  prevention  and  treatment  of  these 
compUcations  are  discussed.    Excessive  dissection  is  to  be  dis- 
couraged, and  restoration  of  anatomic  structures  to  anchor 
the  cardia  in  its  normal  position  is  probably  indicated. 
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1281  TRAUMATIC  DIAPHRAGMATIC  HERNIA: 
CLINICAL  CONSIDERATIONS  AND 

TECHNIQUES  OF  SURGICAL  REPAIR.    (Sp.J    Garriz,  R.  A. 
(Rawson  Hosp.,  Buenos  Aires,  Argentina),  H.  Santangelo  and 
J.  A.  Rodriguez  Martin.   Prensa  Med  Argent  55(30):  1474-1478, 
1968. 

1282  SIMULTANEOUS  ADENOCARCONOMA  OF  THE 
ESOPHAGUS  AND  STOMACH.    [CASE  REPORT] 

(E.)    Peison,  B.  (Mercy  Hosp.,  Chicago,  III.).   Illinois  Med  J 
134(6):742-747,  1968. 

1283  NEUROLOGICAL  SPASMS  IN  DISORDERS 

OF  THE  ESOPHAGUS.  (Rus.)  Bogolepov,  N.  K. 
(Pirogov  2nd  Moscow  Med.  Inst.,  USSR)  and  N.  I.  Vorontsova. 
Zh  Nevropat  Psikhiat  Korsakov  58(12):  1753-1760,  1968. 

1284  TRAUMATIC  PERFORATIONS  OF  THE  ESOPH- 
AGUS.   (Sp.)    Nahmias,  M.  (San  Martin  Polyclin., 

Villa  Ballester,  Argentina),  J.  Gimbatti  and  A.  Grandi.   Prema 
Med  Argent  55(19):880-882,  1968. 

1285  ESOPHAGEAL  DIVERTICULA  AND  CANCER. 

(Fr.)    Piaget,  F.,  R.  Charachon,  J.  C.  Gros,  C. 
Junien  La  Villauroy  and  M.  Dezani.   /  Franc  Otorhinolaryng 
17(9):751-754,  1968. 

1286  BRACHYESOPHAGUS.    (It.)    Montagnini,  R. 
(Fatebenefratelli  Hosp.,  Rome,  Italy)  and  A. 

Mancia.  Policlinico  fChirJ  75(5):290-318,  1968. 

1287  HIATUS  HERNIA  -  THE  CASE  FOR  REPAIR 
BY  THE  ABDOMINAL  APPROACH.    (E.) 

MacGowan,  W.  A.  L.  (Royal  Coll.  Surg.  Ireland,  Dublin).  Irish 
J  MedSci  1(10):475-481,  1968. 

1288  HEMORRHAGE  IN  ESOPHAGEAL  HIATUS 
HERNIA.    (Rus.)    Dibizheva,  G.  V.  (Cent.  Inst. 

Postgrad.  Med.,  Moscow,  USSR).    Ter  Arkh  40(10):52-55,  1968. 

1289  TREATMENT  OF  BLEEDING  ESOPHAGEAL 
VARICES  WITH  A  DERIVATIVE  OF  VASOPRES- 
SIN.  (Ger.)    Schroder,  P.  (St.  Elisabeth  Hosp.,  Cologne- 
Hohenlind,  Germany).   Med  Welt  20(8):436-437,  1969. 

1290  THE  DIAGNOSIS  AND  TREATMENT  OF  HIA- 
TUS IN  INFANTS  AND  YOUNG  CHILDREN. 

(Ger.J  Hartmann,  G.  (Surg.  Clin.,  Schiller  U.,  Jena,  Germany), 
G.  Goring  and  E.  Baudisch.  Deutsch  Gesundh  24(7):  3 11-3 16, 
1969. 


1291  THE  TREATMENT  AND  OUTCOME  OF  ACUTE 

BLEEDING  FROM  ESOPHAGEAL  VARICES. 

(Ger.)    Koncz,  J.  (Surg.  Clin.,  U.  Gottingen,  Germany),  L. 
Brunner,  B.  Heisig  and  R.  Stunkat.   Chirurg  40(3):  11 1-1 17, 
1969. 


1293  MECHANISM  OF  CLOSURE  OF  THE  TERM! 
ESOPHAGUS.    (E.)    Steizner,  F.  (Dept.  Surg. 

Hamburg-Eppendorf,  Germany).  German  Med  Monthly  13(: 
563-568,  1968. 

1294  PYLOROPLASTY  VERSUS  ANTRECTOMY: 
EVALUATION  BY  MEANS  OF  AN  EXPERI- 
MENTAL REFLUX  ESOPHAGITIS  MODEL.    (E.)    Rowley 
M.  M.  (Creighton  U.  Sch.  Med.,  Omaha,  Neb.),  R.  L.  Belmo! 
P.  S.  McGreevy,  D.  N.  Houchin  and  F.  A.  Miller.    Surg  Foru 
19:321-323,  1968. 

1295  HOWARD'S  METHOD  FOR  THE  TREATMEP 
OF  ESOPHAGEAL  ATRESIA  WHEN  IMMEDi; 

ANASTOMOSIS  IS  IMPOSSIBLE.  (Fr.)  Jaubert  de  Beaujei 
M.  (Debrousse  Hosp.,  Lyon,  France),  P.  Mollard,  A.  Campo- 
Paysaa  and  A.  Bochu.   Ann  Chir  Infant  9(4):289-296,  1968 

1296  THE  TREATMENT  OF  RARE  TYPES  OF  ESC 
AGEAL  ATRESIA  BY  A  MULTISTAGE  PRO 

CEDURE.  (Fr.)  Prevot,  J.  (U.  Hosp.  Ctr.,  Nancy,  France)  :( 
J.  M.  Babut.  Ann  Chir  Infant  9(4):297-302,  1968. 

1297  PLANT-CELL  EMBOLISM  IN  THE  LIVER  01" 
PATIENT  WITH  AN  ESOPHAGEAL  ULCER. 

(Ger.)  Hort,  W.  (Inst.  Path.,  U.  Gottingen,  Germany)  and  T 
Shozawa.   Zbl  Allg Path  lll(5):525-528,  1968. 

1298  ELECTRON  MICROSCOPIC  OBSERVATIONS 
OF  THE  KERATINIZATION  OF  THE  MUCOi 

EPITHELIUM  OF  THE  ESOPHAGUS.  (E.)  Muto,  H.  (Nag 
City  U.  Med.  Sch.,  Japan).  Med  Biol  (Tokyo)  78(1):15-18, 
1969. 


1299  PHYSIOLOGY  AND  PATHOPHYSIOLOGY  0 
THE  CARDIA  AND  LOWER  ESOPHAGUS. 

(Ger.)    Borst,  H.  G.  (Hannover,  Germany)  and  R.  Earlam. 
Langenbeck  Arch  Klin  Chir  322(Kongressber): 340-349,  1961 

1300  DYSPHAGIA  CAUSED  BY  TORTUOSITY  OF 
THE  THORACIC  AORTA.    (E.)    Hanna,  E.  A 

(U.  Texas  Med.  Br.,  Galveston)  and  J.  R.  Derrick.   /  Thorac 
Cardiovasc  Surg  57(1):134-137,  1969.  I 
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1292  FAILURE  OF  THE  ESOPHAGEAL  VOICE  AS 

AN  EARLY  SYMPTOM  OF  ESOPHAGEAL 

CANCER.    (Ger.)    Breuninger,  H.  (Otorhinolaryng.  Clin.,  U. 
Tubingen,  Germany).   Z  Laryng  Rhinol  Otol  47(12):940-942, 
1968. 


AORTIC  BYPASS  IN  THE  MANAGEMENT  0 

AORTOESOPHAGEAL  FISTULA.    [CASE  Rt 

PORT]    (E.)    Yonago,  R.  H.  (Stanford  U.  Sch.  Med.,  Palo  A 

Calif.),  A.  B.  Iben  and  J.  B.  Mark.   Ann  Thorac  Surg  7(3):2: 

237,  1969. 

1302  LIGATION  OF  SALIVARY  GLAND  DUCTS 

ESOPHAGEAL  CARCINOMA.    [CASE  REPO I 

(E.)    Johner,  C.  H.  (Dept.  Otolarying,  Maxillofacial  Surg., 
Northwestern  U.,  Chicago,  lU.)  and  H.  R.  Konrad.     Ann  Th 
Surg  7(3):246-248,  1969. 


1303 


ESOPHAGEAL  RECONSTRUCTION  AND  RI 
PLACEMENTS.    (E.)    May,  1.  A.  (Highland  G<. 
Hosp.,  Oakland,  Calif.)  and  P.  C.  Samson.  Ann  Thorac  Sur, 
7(3):249-277,  1969. 
See  also:    1069,1204,1261,1270  fa 
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BLOOD  GROUP  ACTIVITIES  IN  WATER- 
SOLUBLE  GLYCOPROTEINS  AND  IN  MICRO- 
9MAL  FRACTIONS  OF  GASTRIC  MUCOSA  IN  PEPTIC 
LCER  AND  GASTRIC  CANCER  PATIENTS.    (E.j 

akkinen,  I.  P.  T.  (Dept.  Microbiol,  U.  Turku,  Finland), 
.  Raunio,  S.  Virtanen  and  J.  Kohonen.    Clin  Exp  Immunol 
(1):149-157,  1969. 

BH  blood  group  activity  in  the  water-soluble  glycoproteins 
f  human  gastric  mucosa  was  investigated  in  26  tissue  speci- 
lens  from  10  cases  of  peptic  ulcer  and  in  90  specimens  from 
cases  of  gastric  cancer.    Subcellular  fractions  were  also  ana- 
^zed  for  blood  group  activity.    Using  the  microplate  technique 
f  hemagglutination  inhibition,  the  secretion  of  A-H  or  B-H 
ctive  substances  was  found  to  be  relatively  homogeneous  in  the 
3tal  gastric  mucosal  area.    There  were  no  unusual  variations 
1  the  titers  obtained.    Samples  showing  no  blood  group  activity 
?ere  occasionally  found  in  cancerous  gastric  mucosa;  usually 
he  deficiency  was  in  H-activity,  but  4  samples  from  1  cancer 
atient  demonstrated  no  B-activity  as  well.   Two  cases  of  peptic 
ilcer  and  4  of  cancer  revealed  additional  noncompatible  A-ac- 
ivity  in  the  gastric  mucosa,  each  in  1  sample.    This  may  have 
leen  due  to  the  alteration  of  genetic  material  or  a  change  in  in- 
libition  of  the  enzymatic  system  already  present.    H-activity 
/as  present  in  addition  to  A-  or  B-activity  in  the  supernatant 
raction  of  gastric  mucosal  cells  from  A  or  B  persons,  resp., 
lut  H-activity  was  totally  lacking  in  the  microsomal  fractions 
vhich  also  contained  considerable  A-  or  B-activities.    H-activity 
vas  often  observed  in  all  fractions  derived  from  O  individuals. 
Additional  noncompatible  A-activity  was  found  in  the  micro- 
ortial  fraction  from  2  cancerous  stomachs  and  1  with  peptic 
deer.   The  lack  of  H-activity  in  the  microsomal  fraction  of  A 
)r  B  persons  supports  the  hypothesis  that  the  biosynthesis  of 
aich  glycoproteins  involves  the  incorporation  of  completed 
jligosaccharides  into  the  growing  polypeptide  molecule.    Enzy- 
natic  modification  of  the  glycoproteins  in  a  later  step  could 
explain  the  simultaneous  occurrence  of  H-activity  in  the  seae- 
tion  products. 

1305  INTRAGASTRIC  PHOTOGRAPHIC  OBSERVA- 

TION OF  THE  EFFECTS  OF  SMOKING  ON 
GASTRIC  MUCOSA.    (E.)    Hoon,  J.  R.  (Sheboygan  Qin.,  Wis.). 
Gastroint  Endosc  15(3):172-174,  1969. 

The  appearance  of  the  gastric  mucosa  was  evaluated  with  the 
GTF  gastrocamera  with  fiberscope  before  and  immediately  after 
5  subjects  smoked  their  1st  cigarette  of  the  day,  and  before  and 
after  1  additional  subject  smoked  first  a  cigar  and  then  a  ciga- 
rette.  The  gastrocamera  was  inserted  after  pharyngeal  medica- 
tion with  Udocaine;  the  patient  was  then  allowed  to  smoke  for 
a  period  which  usually  lasted  4  min,  and  the  camera  was  prompt- 
ly reinserted  (after  only  silicone  repolishing  of  the  lens)  in  ap- 
proximately the  same  location  in  the  stomach.    No  change  in  the 
the  color  intensity  of  the  gastric  mucosa  was  observed  in  1 
habitual  smoker  after  smoking  a  cigarette  or  in  another  smoker 
after  smoking  a  cigar  and  later  a  cigarette.  However,  in  2  non- 
smokers  and  in  2  regular  ("pack-a-day")  smokers,  pallor  of  the 
mucosa  followed  smoking  of  a  cigarette  for  about  4  min.    These 
observations  indicate  that  there  is  vasoconstriction  in  the  gastric 
mucosa  following  cigarette  smoking. 


1306  EVALUATION  OF  GASTRIC  ACID  AS  A 

FACTOR  IN  DRUG-INDUCED  GASTRIC 
HEMORRHAGE  IN  THE  RAT.    (E.)    Brodie,  D.  A.  (Merck 
Inst.  Ther.  Res.,  West  Point,  Pa.)  and  B.  J.  Chase. 
Gastroenterology  56(2):206-213.  1969. 

The  mechanism  of  drug-induced  gastric  hemorrhage  was  studied 
in  male  Holtzman  rats  given  maximal  ulcerogenic  doses  of  aspirin 
(128  mg/kg  P.O.),  phenylbutazone  (128  mg/kg  p.o.),  serotonin 
(8  mg/kg  S.C.),  2-deoxyglucose  (256  mg/kg  s.c),  reserpine  (32 
mg/kg  i.p.)  and  histamine  (256  mg/kg  s.c).    Vagotomy  produced 
a  significant  decrease  in  gastric  hemorrhage  (measured  at  6  hi 
for  reserpine  and  at  4  hr  for  all  other  drugs)  following  the  ad- 
ministration of  aspirin,  phenylbutazone,  2-deoxyglucose  and 
reserpine,  but  did  not  reduce  gastric  bleeding  in  rats  treated  with 
serotonin  and  histamine.   The  incidence  of  gastric  hemorrhage 
in  vagotomized  rats  was  returned  to  control  levels  when  2  ml 
of  0.075  M  hydrochloric  acid  was  instilled  into  the  stomachs 
of  rats  treated  with  aspirin  and  reserpine,  but  not  in  the  case 
of  phenylbutazone  and  2-deoxyglucose  (although  it  was  in- 
creased above  that  seen  in  animals  given  the  acid  alone).    In 
4-hr  vagotomized  acute  fistula  rats,  only  histamine  increased 
the  gastric  acid  concentration  to  sham-vagotomized  control 
levels;  none  of  the  drugs  produced  an  increase  in  titratable  acid 
output  that  approached  the  control  level  in  sham-vagotomized 
animals.    Studies  on  gastric  secretion  in  the  acute  fistula  rat 
demonstrated  that  only  2-deoxyglucose  increased  any  parameter 
of  gastric  secretion  above  control  values  (significantly  increased 
gastric  acid  concentration),  while  serotonin,  histamine  and 
reserpine  did  not  change  the  titratable  acid  concentration,  and 
aspirin  and  phenylbutazone  significantly  decreased  the  acid 
concentration.    None  of  the  drugs  increased  titratable  acid  out- 
put and  only  2-deoxyglucose  did  not  produce  a  marked  depres- 
sion of  acid  output.    In  pyloric-ligated  rats  infused  with  3.0  ml 
glycine  (to  trap  spontaneously  secreted  HCl),  a  significant  re- 
duction of  hydrogen  ion  output  occurred  with  aspirin,  serotonin, 
histamine  and  phenylbutazone.   This  decrease  in  gastric  secretion 
was  not  attributable  to  loss  of  secreted  HCl  through  the  damaged 
gastric  mucosa.   There  appears  to  be  no  common  mechanism 
among  these  6  drugs  for  the  production  of  gastric  bleeding. 

1307  THE  EFFECT  OF  FOOD  ON  ASPIRIN  INDUCED 

GASTROINTESTINAL  BLOOD  LOSS.    (E.) 

Stephens,  F.  O.  (Sydney  Hosp.,  Australia),  E.  J.  Milverton, 
C.  K.  Hambly  and  E.  K.  van  der  Ven.   Digestion  1(5):  267-276, 
1968. 
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The  gastrointestinal  blood  loss  following  aspirin  ingestion  between 
and  with  meals  was  compared.    Each  of  16  male  volunteers  with- 
out gastrointestinal  disorders  received  20  cc  of  51cr-labeled 
blood  (their  own),  and  stool  specimens  were  collected  for  the 
determination  of  fecal  blood  volumes  using  a  well-counter  ap- 
paratus over  a  4-day  basal  period.    Berirming  on  the  5th  day, 
900  mg  of  aspirin  was  given  3  times  daily  to  8  subjects  2  hr 
before  meals  (group  I)  and  to  8  subjects  during  meals  (group 
II),  for  7  consecutive  days;  fecal  blood  loss  was  determined 
daily  and  for  5  days  after  the  last  aspirin  dose.    During  the  pre- 
aspirin  control  period,  there  was  an  average  daily  blood  loss  of 
1.3  ml  in  group  1  and  1.2  ml  in  group  II.    During  the  period 
of  aspirin  ingestion  a  significant  increase  in  average  daily  blood 
loss  was  noted,  to  3.8  ml  in  group  I  and  5.0  ml  in  group  II; 
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the  difference  between  the  2  groups,  however,  was  not  signi- 
ficant.   During, the  post-aspirin  period,  an  average  daily  loss  of 
2.9  ml  in  group  I  and  2.6  ml  in  group  II  was  noted.    It  is  con- 
cluded that  fecal  blood  loss  is  not  reduced  when  aspirin  tablets 
are  given  during  meals  as  compared  to  between  meals. 

1308  VAGOTOMY  AND  PYLOROPLASTY:    A 
CINERADIOGRAPHIC  STUDY.    (E.)    Gleeson,  J. 

(Westminster  Hosp.,  London,  England)  and  H.  EUis.  Amer  J 
Dig  Dis  14(2):84-95,  1969. 

Cine  barium-meal  studies  were  performed  on  29  patients  (21 
males  and  8  females,  17-71  yr  old)  1  month  to  5  yr  after  a 
Heineke-Mikulicz  pyloroplasty  and  on  13  patients  (11  males 
and  2  females,  30-63  yr  old)  4  days  to  15  months  after  a 
Finney  pyloroplasty.    All  patients  had  a  vagotomy  and  were 
asymptomatic.   In  both  groups,  a  consistent  gastroduodenal 
deformity  was  observed:    in  those  with  a  Heineke-Mikulicz 
procedure,  large  pseudodiverticula  were  observed  in  the  pyloric 
canal  and  muscular  impressions  indented  the  canal;  in  those 
with  a  Finney  procedure,  a  translucent  line  indented  the  barium- 
filled  stomach,  attributed  to  a  ridge  of  tissue  at  the  suture  line. 
It  is  concluded  that  pseudodiverticula  occur  in  the  normal  post- 
operative state,  and  must  be  differentiated  from  peptic  ulcers. 

1309  HYPERPLASIA  OF  THE  GASTRIC  MUCOSA 
PRODUCED  BY  DUODENAL  OBSTRUCTION. 

(E.)    Crean,  G.  P.  (Clin.  Endocrin.  Res.  Unit,  U.  Edinburgh, 
Scotland),  D.  F.  Hogg  and  R.  D.  E.  Rumsey.    Gastroenterology 
56(2):  193-199,  1969. 

The  effect  of  varying  degrees  of  gastric  outflow  obstruction 
produced  by  ligatures  around  the  duodenum  1  cm  from  the 
pylorus,  on  the  weight,  surface  area,  mucosal  volume,  and  total 
parietal  and  peptic  cell  populations  of  the  stomach  was  examined 
in  male  Wistar  rats.    Animals  were  sacrificed  1 1  weeks  after  ob- 
struction, and  the  final  degree  of  obstruction  was  assessed  at 
autopsy  and  classified:    moderate  obstruction  (10  rats);  severe 
obstruction  (3  rats);  and  ineffective  obstruction  (5  rats).    In  the 
group  with  moderate  obstruction,  the  mean  growth  curve  was 
identical  to  the  control  group.    The  mean  values  for  the  weight, 
surface  area,  mucosal  volume  of  the  fundus  and  antrum,  and 
the  total  parietal  and  peptic  cell  populations  were  all  greater  in 
the  obstructed  rats  than  in  the  controls.    No  significant  differ- 
ences in  the  height  of  the  fundic  or  antral  mucosa  were  noted 
between  the  2  groups.    In  the  group  with  severe  obstruction,  the 
3  postoperative  survivors  had  to  be  sacrificed  at  3-5  weeks  due 
to  severe  wasting.    All  3  had  multiple  gastric  ulcers  and  marked 
hyperplasia  of  the  gastric  mucosa.    Increases  in  the  weight  of 
the  whole  stomach  and  the  parietal  and  peptic  cell  populations 
were  due  to  inflammatory  edema  and,  as  in  the  group  with 
moderate  obstruction,  to  an  Increase  in  the  surface  area.    In 
the  group  with  ineffective  obstruction,  no  differences  were  found 
as  compared  to  controls.    These  results  indicate  that  obstruction 
to  gastric  outflow  causes  a  marked  hyperplasia  of  the  gastric 
mucosa  in  the  rat,  with  an  increase  in  the  surface  area  of  the 
stomach  producing  an  increase  in  the  mucosal  volume;  the  in- 
crease in  the  total  populations  of  the  parietal  and  peptic  cells 
is  caused  by  an  increase  in  the  actual  number  of  the  gastric 
glands. 

1310  PYLORIC  STENOSIS  IN  HAWAU:    A  25-YEAR 
SURVEY  OF  276  CASES.    I.    CLINICAL 


ASPECTS.   (E.)    Shim,  W.  K.  T.  (Kauikeolani  Children's 
Hosp.,  Honolulu,  Hawaii),  A.  Campbell  and  S.  Wright.   Hawaii   y 
Med  J  28(3): 201-204,  1969. 

The  clinical  data,  including  sex,  tumor  palpability,  gastric  waves, 
roentgen  signs,  age  at  operation,  complications  and  mortality, 
on  276  patients  operated  on  for  pyloric  stenosis  over  a  25-yi 
period  (1942-1966)  in  Hawaii  were  studied  in  order  to  evaluate  il 
the  management  of  this  disease.    A  male:female  ratio  of  5:1 
was  noted  (similar  to  other  series).   A  palpable  tumor  was 
present  in  170  cases  (65%),  and  a  questionable  mass  was  preseni 
in  15  cases.    X-ray  studies  were  diagnostic  in  133  of  191  cases 
studied  (70%),  and  were  considered  not  diagnostic  in  58  (30%). 
Barium  studies  were  performed  in  74%  of  the  cases  without  pal- 
pable masses  and  in  71%  of  cases  with  palpable  masses,  indicat- 
ing that  roentgen  studies  were  often  obtained  unnecessarily. 
The  modal  age  at  surgery  was  5  weeks  for  259  full-term  infants 
and  7  weeks  for  7  premature  infants.   The  average  birth  weight 
was  7.34  pounds  as  compared  to  7.03  pounds  in  normal  infants. 
Fredet-Ramstedt  pyloromyotomies  were  performed  on  275  pa- 
tients and  1  patient  had  an  exploratory  duodenotomy;  4  pa- 
tients had  multiple  procedures.    There  were  4  postoperative 
deaths  (1.45%).    Complications  included  mucosal  perforations 
in  66  cases  (29%),  infections  in  18  cases  (6.5%),  and  postopera- 
tive vomiting  in  61  of  212  cases  (29%).   The  frequency  of  op- 
erative mucosal  perforations  and  infections  in  this  study  was 
higher  than  for  other  published  studies,  but  the  operative  mor- 
tality was  the  same. 

1311  IMMUNOLOGICAL  STUDIES  OF  CANCER  OF     ' 

THE  STOMACH  IN  JAPANESE.    I.    IMMUNO- 
CHEMICAL CHARACTERIZATION  OF  NUCLEOPROTEINS 
OF  STOMACH  CANCER.    (E.)    Yamamoto,  T.  (U.  Hawaii 
Sch.  Med.,  Honolulu),  M.  Yokoyama,  A.  E.  Gal,  N.  V.  Bhagavan 
and  T.  Kasugai.   Hawaii  Med  J  2S{3):2l3-2n ,  1969. 

The  antigenic  differences  in  the  nuclear  material  (deoxyribo- 
nucleoprotein)  isolated  from  gastric  tissues  with  (10  cases)  and 
without  (6  cases)  neoplasm  were  investigated  by  immunochemi- 
cal analysis  using  the  specific  antibody  produced  by  the  immuni- 
zation of  rabbits  with  this  material.    When  tested  with  anti- 
cancer nucleoprotein  serum,  nucleoproteins  from  cancer  tissue 
demonstrated  additional  antigenic  properties  not  found  in  nor- 
mal tissues.    Conversely,  cancer  nucleoproteins  lacked  an  anti- 
genic component  present  in  normal  gastric  tissues  as  demon- 
strated with  anti-noncancer  nucleoprotein  serum.   Treatment 
of  the  nucleoproteins  by  heating  at  56C  for  30  min  or  incubat- 
ing with  protease  and  DNAase  at  27C  for  48  hr  abolished  these 
differences.    Further  experiments  demonstrated  that  the  sera  of 
11  of  21  patients  with  gastric  cancer  contained  an  antibody  to 
nucleoprotein  isolated  only  from  cancerous  gastric  tissues.   Two 
additional  patients'  sera  gave  positive  precipitin  reactions  with 
normal  as  well  as  with  cancer  nucleoproteins.    The  results  indi- 
cate the  possible  existence  of  a  specific  nucleoprotein  in  sera 
from  cancer  patients. 

1312  THE  RISK  OF  CARCINOMA  IN  THE  RESECTED 

STOMACH.    (Ger.J    Hilbe,  G.  (Surg.  Chn.,  U. 
Innsbruck,  Austria),  G.  M.  Salzer,  H.  Hussl  and  H.  Kutschera. 
Langenbeck  Arch  Klin  Chir  323(2):  142-153,  1968. 

Between  1945  and  1964,  5.4%  of  9,857  autopsied  patients  had 
confirmed  gastric  carcinomas  and  33  (8.2%)  of  404  with  stomach 
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resections  dating  back  5  yr  or  more  had  confirmed  gastric  car- 
cinomas.  Suspected  gastric  carcinoma  was  found  in  8  more  pa- 
tients who  had  undergone  gastrectomy.   Thus,  the  incidence  of 
gastric  carcinomas  is  significantly  higher  among  subjects  with 
previous  gastrectomies.   The  average  time  between  gastric  re- 
section and  autopsy  was  22.8  yr  in  subjects  with  gastric  carcino- 
mas and  19.1  yr  in  those  without  carcinomas.   There  was  not 
enough  data  to  show  the  effect  of  the  resection  procedure  on 
the  incidence  of  gastric  carcinomas. 

1313  CHANGES  IN  CALCIUM  METABOLISM  AFTER 

GASTRIC  RESECTIONS  FOR  PEPTIC  ULCER. 

(It.)    Giampaglia,  F.  (Inst.  Gen.  Surg.  Clin.,  U.  Naples,  Italy), 
F.  Leone,  G.  Cinque  and  R.  Sorrentino.   Rass  Int  Qin  Ter 
48(21):1330-1337,  1968. 

Blood  and  urinary  Ca  and  P  levels  and  alkaline  phosphatase  ac- 
tivities were  determined  on  30  male  patients,  aged  23-62  yr, 
who  had  undergone  Billroth  II  gastrectomies  for  peptic  ulcers 
2-10  yr  before.   Patients  with  liver  and  kidney  diseases  were 
excluded.    Disturbances  in  Ca  metaboUsm  were  seen  in  14  pa- 
tients: 8  had  hypercalcemia  and  6  had  hypocalcemia.    Blood 
phosphorus  levels  were  reduced  in  12  cases  and  increased  in  1. 
Urinary  Ca  and  P  levels  were  reduced  in  most  patients,  and 
alkaline  phosphatase  activities  were  within  normal  limits  but 
tended  to  be  low.   Vague  lumbar  pains  were  present  in  7  of 
the  15  patients  who  had  undergone  gastrectomies  5-10  yr  before, 
4  had  an  increased  tendency  to  develop  caries,  and  5  had  radio- 
logical signs  of  osteroporosis  in  the  pelvis  and  lumbar  spine. 
Bone  changes  did  not  develop  in  patients  who  foUowed  their 
diets  closely  and  drank  150-200  ml  of  mQk/day. 

1314  A  STUDY  OF  THE  PATHOGENESIS  OF  THE 

DUMPING  SYNDROME.   (Rus.)    Sveshnikov, 
A.  I.  (Cent.  Inst.  Postgrad.  Med.,  Moscow,  USSR).   Khimrgiia 
(Moskva)  44(12):39-44,  1968. 

Studies  of  the  autonomic  and  central  nervous  systems,  gastro- 
intestinal transit,  cUnical  symptomatology  and  the  cardiovascular 
response  to  a  test  meal  were  carried  out  in  132  patients  (98 
men  and  34  women)  subjected  to  gastroduodenal  surgery  for 
peptic  ulcers  (93  cases),  gastric  cancer  (20  cases),  gastric  polyps 
(18  cases)  or  duodenal  diverticulum  (1  case);  82  of  these  patients 
had  dumping  (37  mUd,  31  moderate  and  14  severe).   In  patients 
with  moderate  or  severe  dumping,  autonomic  vascular  disturbance 
such  as  periodic  precordial  pain,  tachycardia,  shortness  of  breath, 
facial  flushing  and  a  feeUng  of  fever  and  increased  perspiration 
were  common,  and  many  complained  of  headaches,  dizziness 
and  marked  weakness.   Patients  with  severe  dumping  showed  a 
high  incidence  of  emotional  and  psychological  abnormalities 
(neurotic  reactions,  moodiness,  apathy  and  depression).   When 
the  gastrointestinal  transit  was  compared  radiologically  in  43 
postgastrectomy  patients  (21  with  dumping  and  22  without), 
it  was  essentially  normal  in  18  of  the  2nd  group  but  was  very 
rapid  (both  into  and  out  of  the  small  intestine)  in  most  of 
those   with  dumping.   The  cardiovascular  response  (cardiac 
output,  circulating  blood  volume,  electrocardiogram  and  serum 
electrolyte  levels)  to  150  ml  of  50%  glucose  was  compared  in 
postgastrectomy  patients  with  and  without  dumping,  as  well 
as  in  normal  controls,  using  radioactive  krypton  and  chromium- 
labeled  erythrocytes.   The  onset  of  dumping  was  accompanied 
by  a  drop  in  circulating  blood  volume  and  erythrocytes  (by  an 
average  of  1064  ml  and  322  ml,  resp.),  a  drop  in  cardiac  output. 


electrocardiographic  changes  (tachycardia,  depression  of  the  T 
wave,  shortening  of  the  S-T  interval  and  appearance  of  a 
U  wave),  a  moderate  decrease  in  serum  potassium,  an  increase 
in  serum  sodium,  and  a  marked  decrease  in  coronary  blood 
flow  (from  418  to  203  ml/min  in  severe  dumping).   It  is  con- 
cluded that  the  coronary  spasm  and  other  hemodynamid  dis- 
turbances accompanying  the  dumping  syndrome  are  due  largely 
to  autonomic  dystonia  and  hypermotility  of  the  small  intestine 
and  gastric  stump. 


1315  ULTRASTRUCTURE  OF  THE  HUMAN  GASTRIC 

MUCOSA  IN  NORMAL  SUBJECTS  AND  PATIENTS 
WITH  CHRONIC  GASTRITIS.    (Sp.)    Laguens,  R.  (Fac.  Med., 
U.  La  Plata,  Argentina)  and  J.  C.  Meeroff.  Rev  Esp  Enferm 
AparDig  27(8):1133-1146,  1968. 

Serial  gastric  biopsies  (Debray  punch  technique)  were  taken  from 
50  patients  who  were  also  subjected  to  careful  clinical,  radio- 
logical and  endoscopic  examination  and  studies  of  gastric  secre- 
tion.  All  biopsies  were  taken  under  fluoroscopic  control  from 
the  same  site  in  the  gastric  mucosa.   In  30  cases  (including  10 
normal  subjects),  biopsies  were  taken  both  under  basal  condi- 
tions and  after  maximal  Histalog  or  Peptavlon  stimulation;  the 
20  remaining  patients  all  had  chronic  gastritis.    A  detailed  des- 
cription is  given  of  the  normal  oxyntic  cells,  pavement  cells, 
parietal  cells,  chief  cells,  mucous  cells,  argentaffin  cells,  stroma 
and  basal  membrane.    Following  stimulation  with  Histalog  or 
Peptavlon,  marked  changes  were  seen  in  the  oxyntic  cells 
(decreases  in  mitochondrial  density  and  in  the  smooth  endoplas- 
mic reticulum,  with  an  increased  number  of  plasma-membrane 
invaginations)  and  slight  changes  developed  in  the  chief  cells. 
In  patients  with  chronic  gastritis,  the  most  important  changes 
were  seen  in  the  stroma  and  the  elements  making  up  the  inflam- 
matory exudate  (plasmoblasts),  followed  by  moderate  changes 
in  the  oxyntic  and  chief  cells.    In  general,  the  results  of  electron 
microscopy  paralleled  those  previously  obtained  with  the  light 
microscope.    However,  the  finding  that  the  inflammatory  exu- 
date consists  of  plasmoblasts  implies  that  immunological  mechan- 
isms probably  play  a  role  in  the  pathogenesis  of  gastritis. 

1316  GASTRIC  SECRETION  AND  EMPTYING  BE- 

FORE AND  AFTER  VAGOTOMY  AND  PYLORO- 
PLASTY, WITH  AND  WITHOUT  CONTINUOUS  INFUSION 
OF  PEPTAVLON  PENTAGASTRIN.    (E.)    Aylett,  P.  (West- 
minster Hosp.,  London,  England),  C.  WasteU  and  1.  Wise.  Amer 
J  DigDis  14(4):245-252,  1969. 

The  effects  of  pentagastrin  in  the  form  of  Peptavlon  on  gastric 
acid  secretion  and  gastric  emptying  were  studied  in  14  male 
patients  submitted  to  2  Hunt  quantitative  test  meals  before, 
and  2  after,  selective  vagotomy  and  Finney  pyloroplasty.    The 
test  meals  were  paired,  one  being  a  control  meal  and  the  other 
being  given  during  a  continuous  infusion  of  pentagastrin  (6 
jug/kg/hr  i.v.).    Pentagastrin  markedly  increased  acid  output 
over  the  control  level  both  before  and  after  vagotomy,  and  the 
response  before  operation  was  greater  than  that  reported  by 
some  other  workers.    There  was  a  significant,  but  not  major, 
reduction  in  response  to  pentagastrin  following  vagotomy,  and 
control  secretion  was  reduced  36%  by  vagotomy.    Pentagastrin 
did  not  appear  to  affect  the  rate  of  gastric  emptying.    However, 
vagotomy  and  pyloroplasty  resulted  in  increased  gastric  empty- 
ing after  both  the  control  and  pentagastrin  meals. 
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1317  COMPLICATIONS  OCCURRING  DURING  AND 
AFTER  STOMACH  SURGERY.    (Ger.)    Peiper, 

H.  J.  (Surg.  Clin.,  U.  Cologne,  Germany).    Langenbeck  Arch 
Klin  Chir  322(Kongressber.):  157-17 1,  1968. 

An  analysis  was  made  of  complications  occurring  during  and 
after  4295  gastrectomies  for  peptic  ulcers.    The  Billroth  II  gas- 
trectomy, with  either  retrocolonic  or  antecolonic  gastroenter- 
ostomies and  usually  without  Braun's  anastomosis,  was  the  pro- 
cedure most  frequently  employed.    The  total  operative  mortahty 
was  5%  and  that  for  emergency  surgery  was  23%  because  of 
bleeding  and  perforations  occurring  in  older  patients.    For  this 
reason  it  is  recommended  that  resections  be  combined  with 
vagotomy  and  pyloroplasty  in  older  patients.    The  most  common 
causes  of  death  were  generalized  complications  such  as  pneumonia 
cardiac  insufficiency,  pulmonary  embohsms,  etc.    Fatal  local- 
ized complications  included  insufficiency  of  the  duodenal  stump 
and  anastomoses,  severe  atonia,  biliary  tract  trauma,  pancreatic 
necrosis,  and  bleeding.    CompHcations  occurred  during  surgery 
in  2.35%  of  these  operations,  and  28.7%  of  these  complications 
were  fatal.    They  consisted  mainly  of  trauma  to  the  pancreatic 
parenchyma,  cystic  and  hepatic  ducts,  the  splenic  and  middle 
colic  arteries,  and  the  gastric  and  colonic  walls. 

1318  THE  SURGICAL  TREATMENT  OF  POSTPRAN- 
DIAL AND  NUTRITIONAL  SYNDROMES  DE- 
VELOPING AFTER  GASTRECTOMIES.    (It.)    Grassi,  G.  (San 
Giovanni  Hosp.,  Rome,  Italy),    pp.  523-578  in:    Reinterventi 
in  Chirurgia  Gastro-Intestinale  (Reoperations  in  gastrointestinal 
surgery),  Rome,  E.  M.  E.  S.,  1968. 

Reconstructive  surgery  was  performed  on  14  patients  (12  men 
and  2  women,  aged  30-67  yr)  who  had  undergone  gastrectomies 
All  of  these  patients  had  dumping  syndrome,  8  had  vomiting 
and  regurgitation  of  bile,  9  had  pain,  and  2  had  diarrhea.    Nu- 
tritional disorders  included  weight  loss  in  14,  iron  deficiency  in 
2,  anemia  in  7,  low  blood  calcium  levels  in  2,  low  serum  pro- 
tein levels  in  4,  and  low  serum  albumin  levels  in  1.    Associated 
disorders  included  bleeding  in  10,  gastrojejunitis  in  6,  polypoid 
hypertrophy  of  the  duodenal  stump  in  3,  recurrent  ulcers  in  2, 
cholecystitis  in  2,  and  1  case  each  of  gastritis,  recurrent  pan- 
creatitis, cholelithiasis,  and  choledochoUthiasis.    All  of  these  pa- 
tients had  gastrojejunostomies  which  were  reconstructed  by  vari- 
ants of  the  method  of  Henley,  Soupault,  and  Bucaille  in  which 
an  isoperistaltic  jejunal  loop  is  placed  between  the  gastric  stump 
and  the  duodenum.    In  12  cases  this  was  done  by  transposing  the 
efferent  loop  and  in  2  cases  by  interposing  a  free  loop.    There 
were  no  operative  deaths.    Only  1  patient  developed  an  acute 
pancreatic  disorder  after  surgery,  and  this  rapidly  responded  to 
conservative  treatment.    Results  were  excellent  in  9  cases  and 
good  in  5. 

1319  COOLING  TREATMENT  OF  GASTRIC  BLEED- 
ING.   (Ger.)    BUxenkrone-MoUer,  N.  (Community 

Hosp.,  U.  Aarhus,  Denmark).   Z  Ges  Inn  Med  23(23):764-765, 
1968. 

In  experiments  performed  on  dogs,  cooling  of  the  stomach  to 
-15  to  -20C  with  alcohol  did  not  reduce  secretion  of  acid  by 
the  stomach.    About  50%  of  these  dogs  developed  ulcers  in  the 
lesser  curvature  of  the  stomach.   Edema,  hyperemia,  and  a  few 
small  erosions,  but  no  deep  ulcerations,  were  observed  after 
cooling  to  +6  to  +8C.    After  4  days  all  these  changes  had  dis- 
appeared.   This  latter  method  was  then  modified  to  control 


hematemesis  or  melena  in  human  patients  with  peptic  ulcers  or 
erosive  gastritis.    Two  compUcations  developed:    a  rupture  of 
the  stomach  in  one  case  and  recurrent  bleeding  and  a  newly 
formed  ulcer  in  the  other.    ECG  changes  consisting  of  flatten- 
ing or  inversion  of  T-waves  in  the  1  st  and  2nd  standard  leads 
appeared  in  about  1/3  of  the  patients.   These  changes  disappeared 
2-3  days  after  coohng  treatment  was  discontinued.    It  is  recom- 
mended that  the  capacity  of  the  balloon  containing  alcohol  so- 
lutions should  not  exceed  600  ml  to  prevent  stomach  rupture 
in  older  patients  with  gastric  atrophy,  that  cooling  treatment 
should  be  discontinued  after  24  hr  to  prevent  development  of 
new  ulcers,  and  that  coohng  treatment  should  be  avoided  in 
patients  with  signs  of  myocardial  damage. 

'  1320  STUDY  OF  333  CASES  OF  STOMACH  CANCER, 

(Fr.)    Tschanta,  P.  (Surg.  Clin.,  U.  Geneva, 
Switzerland)  and  M.  Weber.   Schweiz  Med  Wschr  99(1):  10-17, 
1969. 

A  study  was  made  of  333  patients  with  stomach  cancer  (204 
men  and  129  women  with  a  mean  age  of  63  yr)  who  were  hos- 
pitalized during  a  10-yr  period.    Acute  bleeding,  loss  of  appetite, 
and  phlebitis  were  rarer  than  among  most  groups  of  such  pa- 
tients.   Palpable  tumors  were  found  in  52  cases,  and  only  18  of 
these  were  operable.    Perforations  occurred  in  8  cases.    Associa- 
ted diseases  included  2  cases  of  pernicious  anemia,  39  of  peptic 
ulcers,  and  3  degenerated  adenomas.    The  location  of  the  tu- 
mor, determined  in  305  cases,  was  most  frequently  the  pylorus 
(43.3%)  followed  by  the  vertical  part  of  the  lesser  curvature 
(17.4%)  and  the  sides  of  the  greater  curvature  (6.7%).    The  en- 
tire stomach  was  involved  in  12.2%.   Altogether,  83  patients 
with  a  mean  age  of  71.3  yr  were  inoperable.    Among  the  pallia- 
tive procedures  performed  on  these  83  patients,  only  esophago- 
gastric or  esophagojejunal  anastomoses  for  dysphagia  or  pyloric 
stenosis  prolonged  survival.    Hofmeister-Finsterer  gastrectomies 
were  performed  on  67  patients  and  Pean  gastrectomies  on  32. 
Three  patients  died  after  the  former  procedure  and  3  after  the 
latter.   Two  of  the  3  fatalities  occurring  after  Pean  gastrectomies 
were  due  to  rupture  of  the  anastomosis.    The  3rd  patient  died 
of  cerebromalacia,  but  autopsy  showed  a  fistula  which  formed 
after  partial  rupture  of  the  anastomosis.    Partial  proximal  gas- 
trectomies, performed  in  30  cases,  resulted  in  6  deaths.    These 
included  3  caused  by  rupture  of  the  anastomosis  and  3  due  to 
other  causes.    Total  gastrectomies  were  performed  in  36  cases. 
Of  the  8  who  died,  2  had  afferent-loop  volvulus,  2  had  ruptured 
anastomoses,  and  1  had  intestinal  infarction,  pulmonary  em- 
bolisms, and  a  myocardial  infarct.    Long-term  follow-up  of  65 
patients  who  underwent  curative  surgery  showed  that  10  sur- 
vived for  5  yr  or  more. 

1321  A  STUDY  OF  THE  RELATION  BETWEEN  MUL- 

TIPLE GASTRIC  ULCERS  AND  ULCER-CANCER.^ 

(Jap.)    Sano,  R.  (Natl.  Cancer  Ctr.  Inst.,  Tokyo,  Japan).  Iryo 
22(11):1219-1224,  1968. 

The  relation  between  multiple  gastric  ulcers  and  ulcer-cancer 
was  investigated  by  a  study  of  260  and  140  surgical  patients, 
resp.,  with  benign  and  malignant  ulcers.    Multiple  lesions  were 
found  in  30%  and  22%  of  the  2  groups;  this  difference  was  not 
statistically  significant.    However,  patients  with  more  than  3 
ulcers  (benign  or  malignant)  tended  to  be  younger  than  those 
with  1  or  2.    In  both  benign  and  malignant  multiple  ulcers, 
the  most  common  sites  were  the  lesser  curvature,  pylorus,  body 
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and  "kissing  ulcers"  in  descending  order.   The  depth  of  the 
gastric  wall  defect  determined  whether  the  ulcer  was  considered 
deep  (penetrating)  or  shallow  (limited  to  the  muscularis  mu- 
cosae).   In  both  benign  and  maligant  cases,  although  deep 
single  ulcers  were  more  frequent  than  shallow  ones,  shallow 
multiple  ulcers  were  more  common  than  deep  ones. 


1322 


VOMITING  DUE  TO  ORGANIC  ANOMALIES 
OF  THE  STOMACH  AND  DUODENUM  IN  IN- 
FANTS (WITH  THE  EXCEPTION  OF  ANOMALIES  OF  THE 
CARDIA  AND  DUODENAL  BULB).    (Fr.)    Grenet,  P.  (Herold 
Hosp.,  Paris,  France),  J.  Valayer  and  J.  Badoual.   Rev  Prat 
19(l):27-44,  1969. 


1323 


Italy). 


LYMPHOSARCOMA  OF  THE  STOMACH.    (It.) 
Rigattieri,  P.  (Eretenia  Nursing  Home,  Vicenza, 
Chir  Gastroent  2(4):449-458,  1968. 


1324  CARCINOMA  OF  THE  GASTRIC  STUMP  AFTER 
PARTIAL  GASTRECTOMY  FOR  PEPTIC  ULCERS. 

(Pol.)    Reslinski,  B.  (Med.  Acad.,  Poznan,  Poland)  and  W. 
Wiktorowicz.  Pol  Przegl  Chir  SQ{\y.2^-^^,  1969. 

1325  DIAGNOSTIC  DIFFICULTIES  IN  MENETRIER'S 
DISEASE.   (Pol.)    Dzoga,  M.  (Acad.  Med.,  Gdansk, 

Poland),  K.  Lewicki  and  J.  Kossak.  Pol  Przegl  Chir  50(1):65- 
67,  1969. 

1326  WATER  AND  ELECTROLYTE  DISTURBANCES 
IN  PYLORIC  STENOSIS  AND  THEIR  TREAT 

MENT.   (Rum.)    Dolinescu,  C.  (Inst.  Med.  Pharm.,  lasi, 
Romania),  C.  Lazar,  M.  Chifan  and  M.  Diaconescu.   Rev 
Medicochir  lasi  72(3):661-669,  1968. 

1327  THE  STOMACH  IN  IRON-DEFICIENCY  ANEMIA. 

(E.)    Shearman,  D.  J.  C.  (Royal  Infirm.,  Edinburgh, 
Scotland)  and  N.  D.  C.  Finlayson.    Gut  9(6):722-723,  1968. 

1328  THE  ANATOMY  OF  THE  "DUMPING  SYN- 
DROME".  (E.)    Fitzgerald,  P.  (Dept.  Anat.,  U. 

Coll.,  Cork,  Ireland).  Irish  J  Med  Sci  1(10):471473,  1968. 

1329  RERESECTION  FOR  GASTRIC  CARCINOMA. 

(E.)  Scheinin,  T.  M.  (Dept.  Surg.,  U.  Turku, 
Finland),  M.  V.  Inberg  and  M.  I.  Linna.  Acta  Chir  Scand 
134(8):660-666,  1968. 

1330  THE  CHEMOTHERAPY  OF  ADVANCED  GAS- 
TRIC CANCER  USING  5-FLUOROURACIL. 

(It.)    Boffi,  L.  (Santa  Maria  Nuova  Hosp.,  Florence,  Italy), 
P.  Favi  and  F.  Sbaragli.   Osped  Ital  Chir  19(2):  119-122,  1968. 


1331  TRANSFORMATION  OF  GASTROJEJUNAL 

ANASTOMOSES  INTO  GASTRODUODENAL 
ANASTOMOSES  BY  MEANS  OF  ANTECOLONIC  AND  TRANS-    1342 
MESOCOLONIC  END  TO-SIDE  GASTROJEJUNOSTOMY  IN 
DOGS  WITH  STOMACH  RESECTIONS.    (It.)    Guerra,  L. 
(Inst.  Gen.  Surg.  CUn.,  U.  Genoa,  Italy),  P.  Salvade  and  C.  Mel 
RassArch  Chir  6(4):276-293,  1968. 


1332  RUPTURED  LEIOMYOSARCOMA  OF  THE 
STOMACH  WITH  INTRAPERITONEAL  HEMOR- 
RHAGE.   (E.)    Haeussner,  C.  F.  (Harrisburg,  Pa.).    Polyclin 
Hosp  J  [Winter  Issue]  :21-26,  1968-69. 

1333  RETROGRADE  GASTROESOPHAGEAL  MUCOSAL 
PROLAPSE:    SOLE  MANIFESTATION  OF  STOM- 

ACH  CARCINOMA.    [CASE  REPORT]    (E.)    Dietz,  M.  W. 
(Burge-Protestant  Hosp.,  Springfield,  Mo.).   Missouri  Med 
66(3):200-203,  1969. 

1334  GASTRIC  INFECTIONS  CAUSED  BY  THE 
YEAST-LIKE  FUNGI.    (Sw.)    Schonebeck,  J. 

(Norrkoping  Hosp.,  Sweden).   Nord Med  80(50):  1691-1694, 
1968. 

1335  PALLIATIVE  SURGERY  FOR  INOPERABLE 
STOMACH  CANCER.    (Par.)    Branco  Ribeiro,  E. 

(Sao  Lucas  Sanat.,  Sao  Paulo,  Brazil).   Bol  Sanat  S  Lucas 
30(3):77-78,  1968. 

1336  TYPES  OF  GASTRIC  SECRETION  IN  PATIENTS 
WITH  PEPTIC  ULCERS,  CHRONIC  GASTRITIS, 

GASTRIC  POLYPS  AND  STOMACH  CANCER.    (Rus.) 
Mamonova,  N.  V.  (Moscow  Sci.-Res.  Inst.  Roentgenol.  Radiol., 
Min.  Hlth.  RSFSR).   Sovet  Med  31(12);124-126,  1968. 

1337  METOCLOPRAMIDE  IN  THE  IMMEDIATE  AND 
DELAYED  DISTURBANCES  FOLLOWING 

VAGOTOMY  AND  GASTRIC  RESECTION.    (It.)    Grassi,  G., 
C.  Orecchia  and  I.  Cantarelli.   Chir  Gastroent  2(4). 498-505, 
1968. 

1338  COPPER  AND  COBALT  CONTENT  OF  BIOLOG- 

ICAL FLUIDS  IN  PATIENTS  WITH  DUMPING 
SYNDROME.   (Rus.)    Bekturdiiev,  Kh.  B.  (Tashkent  Med. 
Inst.,  USSR)  and  K.  lu.  luldashev.    Vop  Pitan  27(5):44-46, 
1968. 

1339  RECONSTRUCTIVE  GASTRECTOMIES.    (Rus.) 
Chuikov,  A.  I.  (Nikolaev  Munic.  Hosp.  No.  3, 

USSR).    Vestn  Khir  Grekov  100(10):8-11,  1968. 

1340  DIRECT  GASTRODUODENAL  ANASTOMOSIS 
IN  THE  TREATMENT  OF  CERTAIN  CONDI- 
TIONS OF  THE  OPERATED  STOMACH.    (E.)    Bidulescu,  A. 
(Hosp.  No.  1,  Ploiesti,  Romania),  I.  Tiganus,  C.  Popovici  and 
I.  Bidulescu.   Romanian  Med  Rev  12(3):55-61,  1968. 

1341  GASTRODUODENAL  (PYLORIC)  BAND: 
ENDOSCOPIC  FINDINGS  AND  FIRST  RE- 
PORTED CASE.   (E.)    Smith,  V.  M.  (Mercy  Hosp.,  Baltimore, 
Md.)  and  K.  W.  Tuttle.    Gastroenterology  56(2): 33 1-336,  1969. 


NET  ION  FLUX  AND  HISTOPATHOLOGIC 
CHANGES  INDUCED  BY  ACUTE  GASTRIC 
DILATATION:    STUDIES  ON  AN  IN  VIVO  MODEL.    (E.) 
Bulkley,  G.  (Harvard  Med.  Sch.,  Boston,  Mass.),  H.  Goldman, 
J   Noe  and  W.  Silen.   Surg  Forum  19:290-292,  1968. 
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GASTRIC  TUBERCULOSIS.    (E.)    Kossick,  P. 
(Cape  Town,  S.  Africa).   S  Afr  Med  J  43(1):  18- 


1346  GASTRIC  LEIOMYOMA.    (Fr.)    Dony,  A.,  M. 

Deschieyer  and  P.  Coupatez.  /  Belg  Radiol  52(1): 
42-43,  1969. 


1344  EFFECT  OF  WHOLE-BODY  X-IRRADIATION 
ON  THE  MICROSCOPIC  AND  SUBMICROSCOP 

IC  STRUCTURE  OF  THE  STOMACH.    (Uk.)    Tkachenko,  Z. 
la.  (A.  A.  Bogomolets  Inst.  Physiol.,  Acad.  Sci.  Ukr.  SSR,  Kiev, 
USSR).   FiziolZh  (Kiev)  14(6):810-811,  1968. 

1345  THE  PROBLEM  OF  THE  TYPE  OF  GASTRO- 
ENTEROSTOMY FOLLOWING  BILLROTH  II 

GASTRECTOMY.    (Ger.)    Staffen,  A.  (Solothurn  Cantonal 
Hosp.,  Olten,  Switzerland).    Wien  Med  Wschr  118(47):  1019- 
1021,  1968. 


1347  DUODENAL  STUMP  BLOW-OUT  IN  THE  BILL- 

ROTH II  GASTRIC  RESECTION.    (E.j    Zivic,  E.  J. 
(Pittsburgh,  Pa.).   J  Nat  Med  Ass  e\i\y.n-\9,  1969. 


1348  GASTRIC  MUCOSAL  LACERATIONS  AFTER 

CARDIAC  RESUSCITATION.    (E.j    Anthony, 
P.  P.  (Cent.  Middlesex  Hosp.,  London,  England)  and  A.  E. 
Tattersfield.   Brit  Heart  J  3 1(1)  J  2-1 5,  1969. 


See  also-    1096,1193,1194,1204,1216,1228,1238,1250,1256,1262,1267, 
1270,1282,1294,1387,1397,1422,1424,1686,1705 
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1349  SOME  ASPECTS  OF  THE  INFLAMMATION  OF 

THE  ILEOCAECAL  REGION  WITH  SPECIAL 
REFERENCE  TO  YERSINIA  ENTEROCOLITICA.    (E) 
Sjostrom,  B.  (Inst.  Clin.  Bacteriol.,  U.  Lund,  Malmo,  Sweden) 
and  B.  NUe'hn.   Bull  Soc  Int  Chir  27(5):  386-392,  1968. 
The  incidence  of  Yersinia  enterocolitica  was  investigated  in 
patients  with  acute  abdominal  pain  suggestive  of  acute  appendi- 
citis.  Positive  cultures  were  obtained  from  the  contents  of  the 
appendix  in  22  of  581  appendectomized  subjects  (3.8%)  and 
in  the  feces  of  16  of  284  patients  (5.6%)  admitted  to  the  clinic 
because  of  right  lower  quadrant  pain,  but  not  operated  on.   The 
bacterium  was  also  isolated  from  1  of  974  controls  (283  gyne- 
cologic surgery  cases,  104  chUdren  hospitaUzed  for  head  trauma, 
457  healthy  children  and  133  healthy  adults).    Positive  cultures 
were  found  in  8  of  10  patients  with  terminal  ileitis.    Four  pa- 
tients who  had  foUow-up  serologic  studies  showed  rising  agglu- 
tinin titers  within  1-2  mo.   These  results  indicate  that  Y.  entero- 
colitica may  be  a  cause  of  acute  abdominal  disease,  especially 
of  acute  terminal  ileitis  and  sometimes  of  conditions  with  ap- 
pendicitis-like symptoms.    However,  the  microorganism  seems 
to  play  no  significant  role  in  the  etiology  of  acute  appendicitis. 


1350  LOCALIZED  NONSPEQFIC  ULCERATION  OF 

THE  SMALL  INTESTINE.    (E.)    Carlson,  H.  C. 
(Mayo  Clin.,  Rochester,  Minn.).  Radiol  Qin  N  Amer  7(1):97- 
103,  1969. 

The  clinico-pathologic  and  roentgenographic  features  of  non- 
specific ulceration  of  the  small  intestine  are  described  in  32  pa- 
tients.  These  ulcers  are  somewhat  more  common  in  males  than 
in  females,  and  are  widely  distributed  throughout  the  adult 
age  range.    Signs  of  intestinal  obstruction  were  present  in  2/3 
and  severe  hemorrhage  occurred  in  about  1/3  of  the  cases.   The 
lesions,  usually  solitary,  were  most  common  in  the  Qeum  (2/3 
of  the  cases),  with  about  1/3  in  the  jejunum.   They  varied  in 
size  (from  a  few  mm  to  a  few  cm  in  diameter)  and  shape  (round, 
oval,  linear)  and  usually  involved  the  mucosa  and  submucosa; 
1/6  of  the  lesions  affected  all  layers  of  the  small  intestine,  with 
resultant  perforation  and  peritonitis.    In  almost  aU  cases  narrow- 
ing of  the  lumen  due  to  fibrosis  was  associated  with  the  lesions, 
and  as  a  result  of  this,  the  bowel  lumen  just  proximal  to  the 
ulcer  was  dilated,  often  with  muscular  hypertrophy.   Vascular 
thrombi  occurred  in  the  mesenteric  vessels  adjacent  to  the  lesion 
in  about  1/6  of  the  patients.   In  4  of  the  32  cases,  plain  abdom- 
inal fdms  without  contrast  medium  revealed  convincing  evi- 
dence of  high-grade  mechanical  obstruction  of  the  small  intestine 
Barium  enema  examinations  wctc  negative  in  9  and  abnormal 
in  17  of  26  patients.   The  ulceration  was  visualized  in  7  of 
these  17,  being  diagnosed  roentgenologically  as  stricture  (3 
cases),  annular  carcinoma  (2),  or  ulcer  crater  probably  associated 
with  malignant  lymphoma  (1);  the  actual  ulcer  crater,  diagnosed 
as  a  Meckel's  diverticulum,  was  visualized  in  only  1  case.    In  the 
remaining  10  patients  the  small  intestine  revealed  dilated  loops 
indicative  of  mechanical  obstruction  (7  cases)  and  grossly  ab- 
normal mucosal  patterns  suggestive  of  diffuse  disease  of  the 
small  intestine  (3).    Eighteen  patients  in  this  series  had  clinical 
evidence  of  occlusive  disease  in  the  heart,  brain,  or  Umbs,  were 
receiving  antihypertensive  medication  (usually  thiazide  diuretics 
or  enteric-coated  potassium  salts),  or  had  vascular  disease  recog- 
nized in  the  resected  specimen.    Ishcemia  caused  by  vascular 


occlusion  could  cause  focal  necrotic  lesions  such  as  these  non- 
specific ulcers.   The  pathogenetic  mechanism  was  obscure  in 
the  other  14  patients. 

1 35 1  PATHOLOGY  AND  PATHOPHYSIOLOGY  OF 

THE  SMALL  INTESTINE  IN  MURINE 
SCHISTOSOMIASIS  MANSONI,  INCLUDING  A  REVIEW  OF 
THE  LITERATURE.    (E.)    Domingo,  E.  O.  (Case  Western  Res. 
U.  Sch.  Med.,  Cleveland,  Ohio)  and  K.  S.  Warren. 
Gastroenterology  56(2): 231-240,  1969. 
Pathophysiologic  studies  were  conducted  on  Swiss  albino  fe- 
male mice  20  weeks  after  s.c.  injection  of  22  cercariae  of  a 
Puerto  Rican  strain  of  Schistosoma  mansoni.    At  this  chronic 
stable  phase  of  schistosomiasis,  the  infection  was  relatively  mild 
and  except  for  moderate  hepatosplenom^aly  and  portal  hyper- 
ten^on,  the  animals  appeared  healthy.    However,  marked  patho- 
logic changes  were  found  in  the  entire  smaU  intestine;  the  m- 
testinal  waU  was  thickened  and  friable  and  weighed  about  20-30% 
more  than  normal.    Eggs  with  and  without  fibrotic  and  granulo- 
matous lesions  around  them  were  scattered  throughout  aU  tissue 
layers  from  the  pylorus  to  the  Ueocecal  junction.    The  mucosa 
and  epithelium  of  the  villi  appeared  relatively  unaffected  by  the 
disease  process.    Hypertrophy  and  hyperplasia  of  some  lymph 
nodules  was  observed.   In  vivo  perfusion  of  the  whole  smaU  in- 
testine with  D-glucose-14c  (0.1-2.0  g/100  ml),  L-methionine- 
methyl-14c  (0.2-2.0  g/100  ml)  and  sodium  propionate-l-14c 
(0.025-0.175  g/100  ml)  demonstrated  little  significant  difference 
between  infected  and  uninfected  mice  in  the  rates  of  absorption. 
Apparent  absorption  rates  increased  as  the  substrate  concentra- 
tion in  the  perfusion  solutions  increased  until  a  maximum  was 
reached.    The  few  observations  of  significantly  lower  absorption 
in  infected  animals  occurred  at  maximal  absorption  rates. 


1352  REPAIR  OF  DUODENAL  WALL  DEFECTS: 

AN  EXPERIMENTAL  STUDY  IN  DOGS.    (E.) 

Evans,  W.  E.  (Marquette  Sch.  Med.,  MUwaukee,  Wis.).   /  Trauma 
9(2):  172-174,  1969. 

In  24  adult  mongrel  dogs,  full-thickness  pedicle  grafts  of  distal 
Oeum  were  used  to  repair  surgically  created  defects  (3  cm  x  5 
cm)  in  the  anterolateral  waU  of  the  duodenum.    Animals  were 
divided  into  2  groups:    in  group  I  the  segment  was  placed  in 
a  peristaltic  position  and  in  group  II  the  segment  was  placed  m 
an  antiperistaltic  position.    Feeding  was  begun  the  day  followmg 
surgery.   Two  animals  from  each  group  had  upper  gastrointes- 
tinal series  performed  at  2,  3,  and  4  weeks  after  surgery,  and 
animals  were  sacrificed  1-12  weeks  after  surgery.    X-ray  studies 
were  normal  in  aU  animak  studied,  and  in  23  of  the  24  animals 
there  was  no  evidence  of  obstruction,  disruption,  ulcer  forma- 
tion, or  decrease  in  the  size  of  the  duodenal  lumen  from  patch 
shri^ge.   In  only  1  dog,  sacrificed  at  2  weeks,  was  there  evi- 
dence of  duodenal  obstruction  and  ulcer  formation  within  the 
patch,  and  the  obstruction  in  this  case  was  attributed  to  the 
reaction  around  a  sponge  inadvertently  left  behind  at  surgery. 
No  differences  were  noted  between  the  2  groups  with  oppositely 
oriented  pedicles.    Pedicle  grafts  of  the  distal  Ueum  function 
well  in  bridging  defects  of  the  duodenal  wall. 

1353  ABSORPTIVE  FUNCTION  IN  CANINE  JEJUNAL 

AUTOGRAFTS  AND  ALLOGRAFTS.    (E.) 
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Cohen,  W.  B.  (Albert  Einstein  Coll.  Med.,  Bronx,  N.  Y.),  M.  A. 
Hardy,  J.  Quint  and  D.  State.   Surgery  65 (3): 440-446,  1969. 

Segmental  jejunal  autografts  were  created  in  5  (group  I)  and 
segmental  jejunal  allografts  were  created  in  9  (group  II)  of  14 
adult  mongrel  dogs,  using  a  6-inch  segment  of  proximal  jejunum 
resected  and  closed  at  1  end  and  relocated  in  a  subcutaneous 
tunnel  in  the  neck,  bringing  the  open  end  through  the  skin  as 
a  mucous  fistula.   Circulation  to  the  graft  was  reestablished  by 
anastomosis  of  the  intact  vascular  pedicle  artery  and  vein  to  the 
carotid  artery  and  jugular  vein,  resp.    Absorption  studies  were 
performed  by  instillation  of  10  mC  of  l^C-D-glucose  and  l^C- 
D-arabinose  (autografts  only)  into  the  stoma  followed  by  sampl- 
ing of  peripheral  blood  for  up  to  90  min.   Graft  stomas  are 
closely  observed  and  serial  punch  biopsies  were  obtained.   In 
group  1,  the  graft  stomas  remained  healthy  for  the  2-month 
study  period;  biopsy  revealed  normal  mucosal  histology.    Ab- 
sorption studies  revealed  active  transport  of  D-glucose  and  pas- 
sive absorption  of  D-arabinose.    In  group  II,  the  mean  survival 
time  of  the  allograft  by  gross  appearance  of  the  stoma  was  8      t 
days.    The  earliest  microscopic  signs  of  rejection  occurred  at 
a  mean  of  5.6  days.   Cessation  of  active  transport  of  D-glucose 
occurred  at  a  mean  of  6.5  days,  concomitantly  with  late  histo- 
logical rejection.    Therefore,  loss  of  active  transport  of  l^C-D-  il 
glucose  by  intestinal  allografts  is  a  useful  index  of  impending 
rejection  of  the  allograft  which  may  be  of  clinical  value. 

1354  PRODUCTION  OF  ARTIFICIAL  SPHINCTERS 

OF  THE  GASTROINTESTINAL  TRACT  BY 
ABLATION  OF  THE  LONGITUDINAL  MUSCLE  LAYER  OF 
THE  INTESTINE.   (E.)    Schiller,  W.  R.,  L.  J.  A.  DiDio,  T.  Q. 
Winter,  J.  C.  Mall  and  M.  C.  Anderson.   Bull  Soc  Int  Chir  27(5): 
449-455,  1968. 

Circumferential  removal  of  1-cm  segments  of  longitudinal 
muscle  produced  a  short  segment  of  small  intestine  with  sphinc- 
ter-like action  that  appeared  to  be  effective  in  slowing  intestinal 
transit.    In  dogs  with  90%  resection  of  the  distal  small  intestine 
and  2  of  tl-.e  artificial  "sphincters"  (2-4  inches  proximal  to  the 
jejuno-ileal  anastomosis),  weight  loss  averaged  29%  in  the  mean 
survival  time  of  73  days.   Two  of  6  dogs  survived  more  than 
180  days  in  contrast,  control  animals  with  90%  resection  ex- 
perienced 38%  weight  loss  in  the  average  siurvival  time  of  38 
days  with  0  of  6  dogs  surviving  more  than  112  days.    Isoperi- 
staltic segments  (3-4  inches)  constructed  in  the  remaining  distal 
jejunum  gave  results  similar  to  those  in  controls,  whereas  inter- 
polation of  antiperistaltic  jejunal  segments  reduced  the  average 
weight  loss  to  25%  and  tended  to  increase  survival  in  some 
animals:    1  animal  lived  more  than  150  days  and  the  average 
survival  time  was  39  days,  but  there  was  a  high  incidence  of 
complications,  including  obstruction  and  anastomotic  disruption. 
Dogs  survived  indefinitely  after  75%  distal  bowel  resection  with 
moderate  weight  loss  (average  17%).   This  was  not  affected  by 
construction  of  iso-  or  antiperistaltic  segments.    Three  dogs 
with  artificial  sphincters  survived  with  an  average  weight  loss  of 
only  9%.    Microscopic  studies  confirmed  that  the  longitudinal 
muscle  and  the  myenteric  plexus  were  removed  by  this  procedure, 
resulting  in  partial  denervation.    Minimal  cicatricial  reaction  was 
observed  at  the  site  of  muscle  ablation.    Preliminary  experiments 
suggest  that  animals  with  a  single  4-cm  wide  sphincter  tolerate 
resection  better  than  those  with  4  1-cm  sphincters  4-5  cm  apart. 

1355  CAUSES  OF  SMALL  INTESTINAL  OBSTRUC- 

TION:   A  STUDY  COVERING  THE  STOCKHOLM 


AREA.   (E.)    Raf,  L.  E.  (Serafim  Hosp.,  Karolinska  Inst., 
Stockholm,  Sweden).  Acta  Chir  Scand  135(l):67-72,  1969. 

The  causes  of  nonneoplastic  obstruction  of  the  small  intestine     i 
were  reviewed  on  the  basis  of  2295  cases  treated  surgically  in 
the  Stockholm  area  during  the  period  1954-1965.    Peritoneal 
adhesions  accounted  for  the  obstruction  in  1477  cases;  64% 
were  women  (average  age  49  yr).   The  incidence  of  this  type 
of  ileus  increased  somewhat  during  the  12-yr  period;  84%  had 
prior  laparotomy.    In  98  cases  (average  72  yr  old;  mostly  fe- 
males) gallstones  caused  obstruction.    Food  obturation  occurred 
in  64  patients  (average  54  yr  old,  predominantly  males)  follow- 
ing partial  gastric  resection  and  in  33  patients  (15  men  and 
18  women,  average  57  yr  old)  without  prior  gastric  resection. 
In  95  cases  the  obstruction  was  caused  by  inflammatory  steno- 
sis due  chiefly  to  the  use  of  enteric-coated  potassium  chloride 
(59  cases)  or  radiation  therapy  (14  cases).   Other  causes  of 
small  intestinal  obstruction  were  strangulation  furrows  (23  cases) 
idiopathic  invagination  (13  cases),  volvulus  (12  cases),  paralytic 
intestinal  obstruction  (46  cases),  postoperative  intestinal  ob- 
struction (216  cases;  70%  male),  occlusion  of  the  mesenteric 
vessels  (156  cases),  inflammation  (46  cases),  and  congenital  or 
acquired  anomalies  (16  cases). 


1356  A  SHUNT  OPERATION  FOR  OBESITY.    (E.) 

Barron,  J.  (Henry  Ford  Hosp.,  Detroit,  Mich.), 
B.  Frame  and  J.  R.  Bozalis.  Dis  Colon  Rectum  12(2):115-119, 
1969. 

The  30  patients  (29  women  and  1  man,  17-50  yr  old)  receiving 
small  intestinal  bypass  operations  for  treatment  of  intractable 
obesity  since  1963  have  now  been  followed  up  for  1-5.5  yr. 
Preoperative  weights  ranged  from  225-360  pounds,  with  an 
average  of  262  pounds.   The  duration  of  obesity  ranged  from 
5-20  yr,  and  in  most  cases  it  began  in  childhood.    A  psychiatric 
consultation  and  examination  was  obtained  for  every  patient, 
and  all  had  tried  conventional  methods  for  weight  control.        | 
Three  types  of  procedures  were  performed:   jejunocolostomy, 
21  patients;  jejunocecostomy,  2  patients;  and  jejunoileostomy, 
7  patients.    In  4  jejunocolostomy  patients,  internal  hernias  de- 
veloped; in  2  there  was  an  intussusception  of  the  proximal  end 
of  the  closed  distal  portion  of  the  jejunum  into  the  jejunum. 
There  was  no  evidence  of  internal  herniation  or  intussusception 
until  the  patient  had  lost  a  great  deal  of  weight,  and  the  com- 
plications are  ascribed  to  increased  mobility  of  the  small  intes- 
tine resulting  from  loss  of  fat.    Significant  weight  loss  occurred 
in  all  patients.    In  the  jejunocolostomy  group,  there  was  an 
average  weight  loss  of  100  pounds  during  the  1st  yr.    In  the 
jejunoileostomy  group,  there  was  an  average  weight  loss  of  86 
pounds  during  the  1st  yr.    There  was  a  gradual  leveling  off  of 
weight  loss  during  the  12-18  month  period.   The  least  amount 
of  weight  loss  was  50  pounds  in  1  patient  who  underwent  je- 
junoileostomy.   Significant  elevation  of  BSP  retention  was 
noted  in  most  patients  at  4-8  months,  but  returned  to  normal 
in  most  after  16  months.   Two  patients  died  6  and  10  months 
after  surgery  from  liver  failure;  in  each,  the  liver  had  been 
severely  damaged  prior  to  surgery.    Seriously  impaired  food  in- 
take is  an  ominous  sign,  and  calls  for  immediate  correction 
with  tube  feeding.    All  patients  said  they  would  undergo  the 
procedure  again  under  similar  circumstances.    The  shunt  pro- 
cedure can  be  performed  with  reasonable  safety,  if  adequate 
nutrition  is  provided  for  hepatic  protection,  in  properly  selectei 
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weU-motivated  and  relatively  young  patients;  it  produces  remark- 
able improvements  in  appearance,  emotional  outlook,  and 
family  relations. 


1357  LIGATION  OF  THE  INTESTINAL  LYMPHATICS 

AND  ARTERIOSCLEROSIS  (26  MONTHS'  EX- 
PERIENCE). (Fr.)  ServeUe,  M.  (St.  Michel  Hosp.,  Paris,  ^ 
France),  F.  RouffUange,  J.  Andrieux,  H.  Perrot  and  J.  SouUe. 
Sem  Hop  Paris  45(9):571-575,  1969. 

Based  on  experimental  findings  following  Ugation  of  the  intes- 
tinal lymphatics  in  dogs  and  chance  observations  in  4  patients 
with  significant  loss  of  intestinal  lymph  (chyloduodenal  fistula, 
sclerosis  of  the  intestinal  lymphatics,  recurrent  chyloperitoneum, 
and  exudative  enteropathy),  all  of  which  indicated  that  the  serum 
cholesterol  and  total  Upid  levels  faU  sharply  after  interruption  of 
lymph  flow,  ligation  of  the  intestinal  lymphatics  was  performed 
in  106  patients  with  arteriosclerosis  (20-60  yr  old,  but  mostly 
between  40  and  50),  10  with  coronary  heart  disease  but  no 
history  of  infarction,  and  8  with  hyperlipidemia.    In  the  first 
30  operations  the  superior  mesenteric  vessels  were  Ugated,  but 
intestinal  lymphography  demonstrated  that  this  produced  insuf- 
ficient lymph  stasis;  subsequently,  ligation  was  therefore  per- 
formed in  front  of  the  left  renal  vein  after  administering  a  fatty 
meal  and  dissecting  out  the  duodenojejunal  flexure.    This  was 
combined  with  a  uni-  or  bilateral  lumbar  sympathectomy  and 
(in  10%)  a  unilateral  adrenalectomy.   There  were  no  postopera- 
tive complications,  and  initial  results  were  promising.    Fat  toler- 
ance tests  in  aU  patients  (hourly  determinations  of  the  serum 
lipids  for  5  hr  after  ingestion  of  60  g  of  butter)  indicated  a  sig- 
nificant decrease  in  lipid  absorption.    Serum  lipid  and  cholesterol 
levies  were  decreased,  and  in  patients  with  coronary  heart  disease 
the  frequency  of  anginal  attacks  was  greatly  reduced.    It  is  con- 
cluded that  ligation  of  the  intestinal  lymphatics  should  be  per- 
formed at  an  early  stage  in  the  development  of  arteriosclerosis, 
before  the  appearance  of  extensive  thrombosis. 

1358  CONGENITAL  ATRESIA  AND  STENOSIS  OF 
THE  DUODENUM.    [Rev.]    (E.)    Fonkalsrud, 

E  W  (UCLA  Sch.  Med.,  Los  Angeles,  Calif.),  A.  A.  deLorimier 
and  D.  M.  Hays.  Pediatrics  43(l):79-83,  1969. 

1359  DUODENAL  HEMATOMA.    (E.)    Neuhauser, 

E.  B.  D.  (ChUd.  Hosp.  Med.  Ctr.,  Boston,  Mass.). 
Postgrad  Med  ASiiy.Sl-S'),  1969. 

1360  LEIOMYOSARCOMA  IN  MECKEL'S  DIVERTIC- 
ULUM.   (It.)    Brunetti,  E.  (Inst.  Gen.  Surg. 

Chn.,  U.  Rome,  Italy)  and  A.  Nemeth.   Chir  Gastroent  2(4): 
459-471,  1968. 

1361  MEDICOLEGAL  INDEMNIFICATION  FOR  EX- 
TENSIVE RESECTIONS  OF  THE  SMALL  IN- 
TESTINE FOLLOWING  ABDOMINAL  TRAUMA:    PROPOS- 
ALS FOR  A  METHOD  OF  RAPID  CALCULATION.    (Fr.) 

Dijon,  H.   Sem  Med  Prof  Medicosoc  45(2):37-38,  1969. 

1362  A  CONGENITAL  SAC  CONTAINING  ILEUM. 
[CASE  REPORT]    (E.)    Lewis,  P.  E.  (Dept. 

Surg.,  U.  Queensland,  Australia).   Aust  New  Zeal  J  Surg  38(2): 
139-140,  1968. 


1363  DUODENAL  STENOSIS  DUE  TO  MALROTA- 
TION.    (Fr.)    Chapuis,  Y.,  J.  Kekeh,  J.  J.  Serres, 

G.  Boury  and  F.  de  Paillerets.  Med  Afr  Noire  15(ll):441-444, 
1968. 

1364  DIAGNOSTIC  AND  THERAPEUTIC  PROBLEMS 
IN  DUODENAL  CANCER:    REPORT  ON  SIX 

CASES.    (Fr.)    Mercadier,  M.  (La  Pitie  Hosp.,  Paris,  France), 
D.  Meniere  and  J.  P.  Clot.  Ann  Chir  22(21/22):1231-1238, 
1968. 

1365  A  CASE  OF  DUODENAL  DUPLICATION.    (Fr.) 
d'Huart,  P.,  S.  Bove,  P.  Kayser,  J.  Mersch  and 

F.  Schwachtsen.  Mem  Acad  Chir  (Paris)  94(21/22):621-627, 
1968. 

1366  ILEUS  IN  ADULTS.    (Ger.)    HUlenbrand,  H.  J. 
(St.  Elisabeth  Hosp.,  Cologne-Hohenlind,  Germany). 

C/zi>«/-^40(2):57-61,  1969. 

1367  INFUSION  THERAPY  IN  ILEUS.    (Ger.)    Schega, 
W.  (Munic.  Hosp.,  Krefeld,  Germany).    Chirurg 

40(2):49-53,  1969. 


1368  ILEUS  IN  INFANTS  AND  CHILDREN.    (Ger.) 
Rosenthal,  A.  (St.  Josef  Hosp.,  Bochum,  Germany). 

Chirurg  40(2):62-67,  1969. 

1369  MASSIVE  HEMORRHAGES  FROM  THE  SMALL 
INTESTINE.    (Ger.)    Larena-Avellaneda,  A. 

(Surg.  Clin.,  U.  Cologne,  Germany)  and  H.  von  Brehm.    Chirurg 
40(3):117-120,  1969. 


1370  EFFECTS  OF  ANTILYMPHOCYTE  SERUM  ON 

ABSORPTIVE  FUNCTION  AND  SURVIVAL  OF 
DOG  INTESTINAL  ALLOGRAFTS.    (E.)    Quint,  J.  (Albert 
Einstein  Coll.  Med.,  Bronx,  N.  Y.),  M.  A.  Hardy  and  D.  State. 
Surg  Forum  19:184-186,  1968. 

1371  COMPARISON  OF  THE  PROTECTIVE  EFFECTS 
OF  ILEAL  RESECTION  AND  BYPASS  IN  EX- 
PERIMENTAL ATHEROSCLEROSIS.    (E.)    Welborn,  M.  P. 
(Vanderbilt  U.  Sch.  Med.,  Nashville,  Tenn.),  J.  E.  Wimbevly, 

R.  K.  Younger,  S.  E.  Stephenson  Jr.  and  H.  W.  Scott  Jr.    Surg 
Forum  19:299-301,  1968. 

1372  EFFECTS  OF  BYPASS  OF  THE  DISTAL  THIRD 
OF  THE  SMALL  INTESTINE  ON  EXPERIMEN- 
TAL HYPERCHOLESTEROLEMIA  AND  ATHEROSCLERO- 
SIS IN  RHESUS  MONKEYS.    (E.)    Shepard,  G.  H.  (VanderbUt 
U.  Sch.  Med.,  Nashville,  Tenn.),  J.  E.  Wimberly,  R.  K.  Younger, 
S.  E.  Stephenson  Jr.  and  H.  W.  Scott  Jr.    Surg  Forum  19:302- 
303, 1968. 


1373  CHOLESTEROL  ABSORPTION  AFTER  REVER- 

SAL OF  THE  UPPER  AND  LOWER  HALVES 
OF  THE  SMALL  INTESTINE.    (E.)    Gebhard,  R.  L.  (U. 
Minnesota  Med.  Sch.,  Minneapolis)  and  H.  Buchwald.    Surg 
Forum  19:304-305,  1968. 
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1374  CHOLESTEROL  EXCRETION  IN  THE  CHRONI- 
CALLY BYPASSED  ILEUM.    (E.)    Schwartz, 

M.  Z.  (U.  Minnesota  Med.  Sch.,  Minneapolis),  R.  B.  Moore  and 
H.  Buchwald.   Surg  Forum  19:306-307,  1968. 

1375  EFFECT  OF  HYPERTONIC  SOLUTIONS  ON 
INTESTINAL  MUCOSAL  INTEGRITY.    (E.) 

Fitzgerald,  J.  F.  (New  York  State  U.  Downstate  Med.  Ctr., 
Brooklyn),  P.  K.  Kottmeier,  R.  J.  Adamson,  K.  M.  Butt,  R.  A. 
Hochman  and  C.  Dennis.   Surg  Forum  19:297-299,  1968. 


1376 


(Fr.) 


1377 


TRAUMATIC  RUPTURE  OF  THE  SECOND 
SEGMENT  OF  THE  DUODENUM  IN  A  CHILD. 

Nini,  N.   Ann  Chir  Infant  9(4):335-337,  1968. 


DUODENAL  MESENTERY  ARTERY  COMPRES- 
SION IN  THE  ADULT  AND  SYNDROMES  WHICH 
IMITATE  IT.   (Hun.)    Szabo,  L.  E.  (U.  Med.  Sci.,  Budapest, 
Hungary),  S.  Karacsonyi  and  E.  Zadory.   Orv  Hetil  109(52): 
2875-2879,  1968. 

1378  RADIOLOGICAL  AND  CLINICAL  DIAGNOSIS 
OF  DUODENAL  STASIS.    (Hun.)    Nagy,  S. 

(Ujpest  4th  Distr.  Counc.  Hosp.,  Hungary)  and  I.  Gal.    Orv 
Hetil  109(52):2880-2884,  1968. 

1379  ULTRASTRUCTURAL  STUDY  OF  CENTRAL 
NERVOUS  SYSTEM  LESIONS  IN    WHIPPLE'S 

DISEASE.   (Fr.)    de  Groodt-Lasseel,  M.  (Lab.  Histol.,  State  U. 
Ctr.,  Antwerp,  Belgium)  and  J.  J.  Martin.  Path  Biol  (Paris) 
17(3/4):121-131,  1969. 

1380  SARCOMA  OF  THE  SECOND  PART  OF  THE 
DUODENUM.    (Fr.)    Deschreyer,  M.,  A.  Dony 

and  P.  Coupatez.  J  Belg  Radiol  52(1):40-41,  1969. 


1381  INVERSION  OF  A  SEGMENT  OF  THE  SMALL 
INTESTINE  IN  THE  TREATMENT  OF  SOME 

KINDS  OF  CHRONIC  DIARRHEA:    A  CRITICAL  STUDY  OF 
TWO  PERSONAL  CASES.    (Fr.)    Grenier,  J.  F.  (Surg.  Clin.  B,      [ 
I.  N.  S.  E.  R.  M.,  Paris,  France),  G.  Sava,  M.  Gillet,  R.  Crevoisier' 
and  J.  Kachelhoffer.  Mem  Acad  Chir  (Paris)  94(25/26):717- 
725,  1968.  1 

1382  ENDOMETRIOSIS,  MUCOCELE,  AND  REGIONAL 
ENTERITIS  OF  MECKEL'S  DIVERTICULUM  AN 

UNUSUAL  CASE  REPORT  AND  EXPERIENCES  IN  1 1 1  CASES 

(E.)    Won,  K.  H.  (Inst.  Path.  Res.,  Harrisburg  Hosp.,  Pa.).   Arch   . 
5Mr^98(2):209-212,  1969. 

1383  TRAUMATIC  INJURIES  TO  THE  SMALL  IN- 
TESTINE.  (E.)    Hall,  A.  (Fairfax  Hosp.,  FaUs 

Church,  Va.)  and  A.  Angles.  Amer  Surg  35(2):  130-134,  1969. 

1384  RHABDOMYOSARCOMA  OF  DUODENUM.  ! 
[CASE  REPORT]    (E.)    Moses,  I.  (Kern  County      I 

Hosp.,  Bakerfield,  Calif.)  and  E.  L.  Coodley.  Amer  J  Gastroent 
51(l):48-54,  1969. 

1385  MASSIVE  BLEEDING  FROM  A  DIFFUSE  VAS- 
CULAR MALFORMATION  OF  THE  SMALL 

INTESTINE.    [CASE  REPORT]    (E.)    Pierce,  W.  S.  (U. 
Pennsylvania  Hosp.,  Philadelphia)  and  A.  V.  Davis.  Arch  Surg 
98(3):336-340,  1969. 

1386  A  CASE  OF  JEJUNAL  INTUSSUSCEPTION  INTO 
BRAUN'S  ANASTOMOSIS.   (E.)   Takami,  T. 

(Takamatsu  Red  Cross  Hosp.,  Japan)  and  T.  Fukata.  Arch  Jap 
Chir  38(l):220-223,  1969.  I 


See  also:    1199,1240,1251,1258,1309,1322,1328,1454,1468,1707,1710 
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1387  GASTRIC  ULCER,  DUODENAL  ULCER  AND 

GASTRIC  CARCINOMA:    A  CASE-CONTROL 
STUDY  OF  CERTAIN  SOCLVL  AND  ENVIRONMENTAL 
FACTORS.   (E.)    Gillies,  M.  (Royal  Prince  Alfred  Hosp., 
Sydney,  AustraUa)  and  A.  Skyring.   Med  J  Aust  2(25):  1132- 
1136,  1968. 

In  an  effort  to  define  some  genetic,  social  or  environmental 
factors  of  etiological  significance,  100  patients  with  gastric  ulcer 
(52  males,  48  females),  50  with  duodenal  ulcer  (38  males,  12 
females)  and  25  with  gastric  carcinoma  (17  males,  8  females) 
and  175  sex-  and  age-matched  controls  were  interviewed  and 
the  responses  relating  to  more  than  40  factors  were  analyzed. 
When  each  disease  group  was  compared  with  its  own  controls 
and  with  the  entire  study  population,  no  differences  were  de- 
tected for  nationality,  religion,  site  of  habitation,  social  rank 
of  suburb,  type  and  hours  of  work,  family  size  and  occupation. 
Gastric  ulcer  patients  had  significantly  lower  educational  attain- 
ment and  significantly  more  marital  stress  and  divorce  than  their 
controls.    In  addition,  a  history  of  peptic  ulcer  in  parents  or 
sibUngs,  smoking,  and  regular  aspirin  ingestion  were  more  fre- 
quent among  the  gastric  ulcer  patients  (in  21,  82  and  57  of 
100  cases,  resp.)  than  among  their  controls  (in  5,  56,  and  22 
of  100  cases,  resp.).    Aspirin  was  taken  by  23  of  52  men  and 
34  of  48  women  with  gastric  ulcer,  usually  as  APC  powders 
out  of  habit  or  to  "settle  the  nerves".    The  consumption  of 
non-aspirin-containing  drugs,  including  steroids,  phenylbutazone, 
indomethacin,  antibiotics  and  tranquilizers,  was  comparable 
when  each  disease  group  was  compared  with  its  controls  and 
with  the  entire  population.   There  was  no  association  between 
any  of  the  disease  groups  and  the  frequency  or  pattern  of  alco- 
holic drinking.    Duodenal  ulcer  and  gastric  carcinoma  patients, 
in  fact,  did  not  differ  from  each  other  or  from  their  controls 
in  any  of  the  variables  tested. 

1388  PSYCHOLOGICAL  FACTORS,  OPERATIVE 

PROCEDURES,  AND  RESULTS  OF  SURGERY 
FOR  DUODENAL  ULCER.   (E.)   Glen,  A.  I.  M.  (Peptic  Ulcer 
Clin.,  Western  Infirm.,  Glasgow,  Scotland)  and  A.  G.  Cox. 
Gut  9(6):667-671,  1968. 

Aspects  of  personality  and  mood  were  measured  by  means  of 
the  Eysenck  Personality  Inventory  (forms  A  and  B)  and  the 
Minnesota  Multiphasic  Personality  Inventory,  and  results  were 
correlated  with  the  success  of  surgery  for  chronic  duodenal 
ulcer  in  39  males  treated  by  Polya  partial  gastrectomy  and  37 
treated  by  total  vagotomy  with  gastrojejunostomy.    Based  on 
tests  given  before  and  a  minimum  of  8  yr  after  surgery,  poor 
results,  as  measured  by  severity  of  alimentary  symptoms,  were 
associated  with  significant  personality  and  mood  disorders.    No 
relation  was  found  between  clinical  success  and  the  type  of 
operation  performed,  nor  between  chronicity  of  the  disease  and 
personality.    Comparison  of  the  postoperative  patients  with  63 
preoperative  male  duodenal  ulcer  patients  did  not  reveal  any 
significant  difference  in  the  aspects  of  personality  measured, 
but  comparison  of  78  preoperative  male  and  female  patients 
with  standard  test  norms  showed  that  ulcer  patients  are  signi- 
ficantly more  neurotic,  less  extroverted  and  more  depressed 
than  the  normal  population.    Insulin  tests  of  gastric  acid  secre- 
tion performed  within  14  days  after  vagotomy  in  66  pretested 
patients  showed  that  those  with  a  late  response  had  a  higher 


score  for  neuroticism  than  those  who  did  not  respond.    Such 
physiologic  changes  associated  with  neuroticism  are  probably 
related  to  the  poor  postoperative  results  noted  in  patients  with 
abnormal  personality. 


1389  REDUCTION  OF  GASTRIC  ULCERATION  AND 

ACID  SECRETION  BY  LOW  MOLECULAR 
WEIGHT  DEXTRAN.    (E.)    Rudick,  J.  (Mount  Sinai  Sch.  Med., 
New  York,  N.  Y.),  J.  Finkelstein,  D.  A.  Dreiling  and  A.  E.  Kark. 
Surgery  65(3): 470-476,  1969. 

The  effects  of  low-molecular-weight  dextran  (LMWD)  on  gastric 
ulceration  and  gastric  secretion  were  studied  in  adult  male 
Sprague-Dawley  rats  and  adult  mongrel  dogs.    A  marked  pro- 
tective effect  of  i.v.  LMWD  on  rumen  ulceration  in  pylorus- 
ligated  rats  and  a  marked  reduction  in  acid  and  pepsin  output 
were  noted.    By  varying  the  dose  of  LMWD  given,  it  was  found 
that  the  dose  producing  50%  inhibition  of  acid  output  was 
8.5  mg/100  g  body  weight,  a  dose  which  is  1/20-1/25  that  usu- 
ally recommended  for  improving  tissue  blood  flow.    In  dogs, 
LMWD  inhibited  Heidenhain  pouch-acid  output  in  response  to 
endogenous  and  exogenous  histamine.    Acid  secretion  in  re- 
sponse to  gastrin  (endogenous  or  exogenous)  and  Histalog  were 
unaffected  by  LMWD.    It  is  suggested  that  the  antiulcer  effect 
of  LMWD  is  related  to  decreased  acid  output,  and  that  LMWD 
exerts  its  effect  by  interfering  with  the  release  and/or  action 
of  histamine  by  forming  a  complex  with  it. 

1390  MICROCIRCULATORY  AND  MAST  CELL 

CHANGES  IN  RESTRAINT  STRESS:    ROLE 
OF  GASTRIC  ACID.   (E.)    Guth,  P.  H.  (California  CoU.  Med., 
Orange)  and  X.  Kozbur.  Amer  J  Dig  Dis  14(2):113-117,  1969. 
To  determine  whether  the  previously  observed  engorgement  of 
microvessels  below  the  surface  epithelium  and  the  decrease  in 
the  number  of  mast  cells  in  the  gastric  mucosa  prior  to  ulcera- 
tion of  the  mucosa  in  restrained  rats  are  due  to  the  effects  of 
gastric  acid  irritation,  restraint  studies  were  repeated  in  Wistar 
rats  foUowing  the  intragastric  instillation  of  sodium  bicarbonate 
(3  ml  of  a  15%  solution).   FoUowing  30  min  of  restraint,  there 
was  a  statistically  significant  accumulation  of  blood  and  de- 
crease in  mast  ceUs  in  spite  of  persistently  high  intraluminal 
gastric  pH  (>7.7).    Although  no  ulcers  occurred  in  rats  restrained 
for  30  min,  ulcers  were  noted  in  3  of  16  rats  (18.7%)  restrained 
for  4  hr;  the  gastric  pH  in  these  3  animals  was  3.4,  3.5,  and  7.1. 
While  failing  to  prevent  mucosal  microcirculatory  and  mast  cell 
alterations,  neutraUzation  of  gastric  acid  did  offer  partial  pro- 
tection against  stress  ulceration.    It  is  concluded  that  these  mu- 
cosal changes  are  not  due  to  a  local  acid  irritation,  but,  as  pre- 
viously reported,  to  vagal  stimulation  and  adrenal  corticosteroid 
secretion. 

1391  RECURRENT  ULCERS  AFTER  GASTRECTOMY 

AND  VAGOTOMY.    (Sp.)    de  Miguel,  J.    Rev 
Esp  Enferm  Apar  Dig  27(10):  1443-1454,  1968. 
Follow-up  studies  were  made  on  232  patients  with  peptic  ulcers 
who  were  treated  by  partial  gastrectomy  and  on  262  who  re- 
ceived gastroenterostomies  or  pyloroplasties  and  vagotomies. 
Of  patients  who  had  been  operated  on  5  yr  or  more  before, 
about  10%  developed  a  recurrent  ulcer.   This  percentage  was 
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especially  high  (20.8%)  among  those  with  Billroth  I  gastrecto- 
mies.   No  recurrences  were  observed  among  those  with  simple 
stomach  ulcers,  but  3.5%  of  those  with  both  stomach  and  duo- 
denal ulcers  did  have  recurrences.    Recurrences  were  seen  in 
about  5%  of  those  subjected  to  vagotomies  without  drainage. 
There  was  no  evidence  that  recurrences  were  more  frequent 
after  pyloroplasty  than  after  gastroenterostomy.    No  recurrences 
developed  in  any  of  the  41  patients  with  stomach  ulcers  who 
had  been  treated  by  pyloroplasty  and  vagotomy  with  drainage. 
Many  patients  with  recurrent  ulcers  responded  well  to  conserva- 
tive treatment  so  that  surgery  was  not  necessary.    So  far,  gas- 
trectomies with  simple  vagotomies  have  been  successful  in  all 
patients  requiring  surgical  treatment.    When  recurrent  ulcers 
developed  after  vagotomies  without  drainage,  the  vagotomy  was 
shown  to  be  incomplete. 

1392  INDUCTION  OF  AN  EXPERIMENTAL  GASTRIC 
ULCER  IN  THE  RABBIT  AFTER  SLOWLY 

DEVELOPING  STENOSIS  OF  THE  COMMON  BILE  DUCT. 

(It.)    MattioU,  F.  (Inst.  Gen.  Surg.  CUn.,  U.  Genoa,  Italy)  and 
G.  C.  Torre.    Gaz  Int  Med  Chir  74(1):  39-46,  1969. 

Stenosis  of  the  common  bile  duct  was  produced  in  5  male 
rabbits  by  wrapping  the  end  of  the  duct  with  a  sterile  strip  of 
cellophane  soaked  in  sodium  dicetylphosphate  suspended  in  50% 
alcohol.   Gallstones  were  found  at  autopsies  performed  60  days 
after  surgery.    Round  ulcers,  surrounded  by  a  hyperemic  zone, 
were  found  in  the  glandular  part  of  the  stomach  in  2  rabbits. 
In  addition  to  the  ulcers,  2  other  animals  also  had  diffuse  gas- 
tritis with  superficial  erosions  and  fibrinous  deposits.    The  fifth 
rabbit  had  gastritis,  primarily  in  the  antrum  and  the  prepyloric 
region,  with  hemorrhagic  suffusion  in  areas  of  the  submucosa. 
Histological  studies  showed  that  the  gastric  ulcers  were  typical 
peptic  ulcers. 

1393  PERSONAL  CONTRIBUTION  TO  THE  TREAT- 
MENT OF  PEPTIC  ULCER  WITH  A  COMBINA- 
TION OF  ANTIBIOTICS  AND  PREDNISONE.    (Sp.j 
Penarroja  Rabaza,  J.  (Fac.  Med.,  Valencia,  Spain).    Rev  Esp 
Enferm  Apar  Dig  28(1): 35-56,  1969. 

A  total  of  380  patients  with  peptic  ulcers  were  given  100,000 
or  200,000  lU  of  phenoxymethylpenicillin  p.o.,  t.i.d.  for  2 
months;  600,000  lU  of  Benzitacil  once  a  week  or  1,200,000  lU 
every  15  days;  and  500  mg  of  terramycin  q.i.d.  for  6  days  fol- 
lowed by  250  mg  q.i.d.  for  6  days.    Five  days  after  institution 
of  the  antibiotic  therapy  patients  received  15-20  mg/day  of 
prednisone  p.o.  for  1  month  and  then  10  mg/day  for  another 
month.    In  addition  some  patients  were  given  antacids,  anti- 
cholinergic agents,  calcium,  vitamins,  and  anaboUc  agents.   No 
compUcations  developed  in  any  of  these  patients.    Medication 
was  discontinued  in  5  cases  because  of  the  patients'  intolerance 
to  these  drugs.   Complete  remission  of  symptoms  occurred  with- 
in 20  days  in  99.3%  of  these  patients;  2  patients  showed  definite 
improvement  after  15  days  of  treatment;  and  1  had  no  improve- 
ment in  symptoms.    Radiological  studies  showed  complete  dis- 
appearance of  the  ulcer  in  1-2.5  months  except  in  1  patient 
with  a  perforated  ulcer.    These  findings  strongly  suggest  that 
corticosteroid  therapy  produces  no  undesirable  side  effects  in 
patients  with  peptic  ulcers  if  it  is  combined  with  antibiotic 
therapy. 

1394  ASSOCIATIONS  OF  GASTRIC  AND  DUODENAL 
ULCERS.    (Sp.)    Aste,  H.  (Med.  Sch.,  U.  Chile, 


Valparaiso),  A.  Lucchini,  L.  A.  Medina  and  S.  Avendano.  Rev 
Esp  Enferm  Apar  Dig  27(10):  1455-1466,  1968. 

Radiological  signs  of  a  duodenal  ulcer  were  present  in  33  of 
372  patients  with  radio  logically  and/or  endoscopicaUy  con- 
firmed gastric  ulcers.    Of  these  33  patients  (28  men  and  5  wo- 
men, aged  30-85  yr),  17  had  gastric  and  duodenal  ulcers  simul- 
taneously and  16  had  them  successively.    Five  of  the  patients    " 
with  simultaneous  gastric  and  duodenal  ulcers  had  histories  of 
duodenal  ulcers  and  4  had  histories  of  gastric  ulcers.    All  16 
patients  with  successive  gastric  and  duodenal  ulcers  had  histories 
of  duodenal  ulcers,  but  none  had  ever  had  a  gastric  ulcer.   In 
19  of  these  33  patients  the  gastric  ulcer  was  located  in  the 
middle  third  of  the  stomach;  the  duodenal  ulcer  was  found  in 
the  bulb  in  all  cases.    Mean  gastric  acid  secretion  was  lower  in 
all  categories  of  patients  with  both  gastric  and  duodenal  ulcers 
than  in  those  with  duodenal  ulcers  alone.    Histological  studies 
of  gastric  mucosa  from  20  patients  with  combined  ulcers  show© 
that  only  2  had  severe  gastritis.   Complications  included  bleed- 
ing in  21  cases,  pancreatic  penetration  in  3,  pyloric  stenosis  in 
2,  and  1  case  each  of  pancreatic  adhesions,  stomach  cancer,  and 
perforation.    Nine  patients  had  no  complications.    Stomach  ul- 
cers responded  to  conservative  treatment  in  1 6  cases,  surgery 
was  performed  in  15,  and  2  patients  refused  to  undergo  surgery 

1395  X-RAY  THERAPY  FOR  DUODENAL  ULCERS. 

(It.)    Bronzini,  C.  (Inst.  Med.  SymptomatoL,  U. 
Naples,  Italy).    Rass  Int  Clin  Ter  48(24):1512-1516,  1968. 

Case  reports  are  presented  for  2  men,  aged  38  and  54  yr,  with 
duodenal  ulcers  which  did  not  respond  to  conservative  treat- 
ment.   Both  patients  were  then  given  X-ray  therapy  (125  r 
every  4  days  for  a  total  dose  of  1500  r).    Radiological  studies 
showed  that  the  ulcers  completely  disappeared  in  both  cases. 
X-ray  therapy  is  recommended  for  duodenal  ulcers  when  the 
ulcer  does  not  respond  to  drug  therapy  or  when  immediate 
surgery  is  indicated. 

1396  VAGOTOMY  AND  PYLOROPLASTY  IN  THE      ! 
TREATMENT  OF  PEPTIC  ULCERS.    (Nor.) 

Johnson,  J.  A.  (Cent.  Hosp.,  Tromso,  Norway).    T  Norsk 
Laegeforen  89(4): 24 1-243,  1969. 

Bilateral  selective  vagotomy  and  pyloroplasty  (Finney  or  Heinec- 
MikuUcz  techniques)  were  used  in  the  treatment  of  43  of  62 
patients  with  gastric  (30  cases)  or  duodenal  (26  cases)  ulcers  or 
dyspepsia  (6  cases);  these  62  cases  included  18  with  complica- 
tions:   5  penetrating  ulcers,  8  perforated  ulcers,  4  cases  of  mas- 
sive bleeding  and  1  of  stenosis.   In  17  of  the  43  cases  treated  b; 
vagotomy  and  pyloroplasty,  this  was  combined  with  excision 
of  the  ulcer  (16  gastric  ulcers  and  1  duodenal).   The  results  of 
this  relatively  new  procedure,  which  is  coming  into  increasing 
use  in  Norway  as  in  other  countries,  were  compared  with  those 
of  Billroth  11  gastrectomy  (11  cases),  suture  of  the  perforated 
ulcer  (6  cases),  suture  plus  gastrostomy  (1  case),  excision  of  the 
perforated  ulcer  (1  case),  and  pyloroplasty  plus  ulcer  excision 
(1  patient  with  achlorhydria).    There  were  4  operative  deaths,    1 
only  one  of  which  (in  a  patient  with  a  penetrating  duodenal      ' 
ulcer)  followed  vagotomy  and  pyloroplasty.   Gastric  retention   | 
following  vagotomy  was  observed  in  5  cases  (3  of  5  were  transi- 
tory), and  diarrhea  was  noted  in  9.    It  is  felt  that  vagotomy  and 
pyloroplasty  are  the  procedure  of  choice  for  uncomplicated 
duodenal  ulcer,  although  more  experience  is  required  in  its 
application. 
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1397  GASTRIC  SECRETION  AND  PEPTIC  ULCER: 

AN  EXPERIMENTAL  STUDY.    I.    CORTICO- 
STEROIDS AND  PEPTIC  ULCERS.    (Por.)    Goncalves,  E.  L. 
(Fac.  Med.,  U.  Sao  Paulo,  Brazil),  R.  G.  Bevilacqua,  M.  C.  C. 
Machado,  J.  B.  Piovesan,  N.  Margarido,  A.  D.  de  Almeida, 
C.  C.  Musati,  Y.  Goncalvez,  E.  da  Silva  Bastes  and  A.  Correa 
Netto.  Rev  Ass  Med  Brasil  14(4/6):81-86,  1968. 

Histological  examinations  were  made  of  stomachs  from  34  fast- 
ing Wistai  rats  given  1-5  doses  of  prednisolone  acetate  (20  mg/100 
g/day)  and  16  fasting  controls.   Ulcers  developed  in  the  strati- 
fied nonsecretory  epithelium  of  the  forestomach  in  14  of  the 
controls,  but  not  in  rats  given  1-3  doses  of  prednisolone  acetate. 
Rats  receiving  3  doses  developed  punctate  hemorrhagic  lesions 
in  the  glandular  mucosa  of  the  distal  part  of  the  stomach  but 
the  mucosa  of  the  forestomach  was  normal.   Ulcers  were  found 
in  the  glandular  mucosa  in  3  of  6  rats  given  4  doses  of  predniso- 
lone acetate  and  in  5  of  10  given  5  doses.    Since  prednisolone 
blood  levels  remain  elevated  for  a  long  time,  the  effects  of  the 
hormone  are  probably  not  dependent  on  the  lesions  it  produces 
in  the  gastric  mucosa. 

1398  REOPERATIONS  FOR  INEFFECTIVE  VAGOT- 
OMIES PERFORMED  FOR  PEPTIC  ULCERS. 

(It.)  Grassi,  G.  (San  Giovanni  Hosp.,  Rome,  Italy),  C.  Orecchia 
and  B.  Sbuelz.  pp.  485-518  in:  Reinterventi  in  Chirurgia  Gas- 
tro-Intestinale  (Reoperations  in  gastrointestinal  surgery),  Rome, 
E.M.E.S.,  1968. 

Follow-ups  of  691  patients  subjected  to  gastric  surgery  and 
vagotomy  for  peptic  ulcer  showed  that  2  patients  (0.2%)  had 
gastrointestinal  atonia,  9  (1.3%)  had  dysphagia,  and  2  had  chole- 
lithiasis.   Postvagotomy  malabsorption  and  diarrhea  occurred 
in  0.9%  after  selective  total  vagotomy,  but  in  10.4%  after  truncal 
vagotomy  and  in  4.9%  after  selective  anterior  and  posterior 
truncal  vagotomy.    Recurrent  ulcers  were  found  in  21  of  531 
vagotomized  patients  (3.9%).    Corrective  surgery  was  performed 
in  19  cases.    Recurrent  ulcers  were  due  to  incomplete  vagotomy 
in  12  patients,  to  insufficient  gastric  drainage  in  3,  to  improper 
indications  in  2,  and  to  the  use  of  nonabsorbable  suture  mate- 
rial in  2.    Recurrent  ulcers  occurred  most  frequently  in  patients 
who  had  undergone  vagotomy  and  gastroenterostomy  (9  of  98 
cases  or  9.1%).    The  incidence  was  3.6%  after  vagotomy  and 
pyloroplasty  (9  cases  out  of  245)  and  0.5%  after  vagotomy  and 
antrectomy  (1  of  188  cases).    No  recurrences  developed  in  126 
patients  after  vagotomy  and  Finney  pyloroplasty  or  in  107  pa- 
tients after  vagotomy  and  antrectomy  with  Billroth  I  gastrecto- 
mies. 

1399  EVALUATION  OF  SURGICAL  TREATMENT 
FOR  DUODENAL  ULCERS.    (Sp.j    Villazon 

Sahagun,  A.,  A.  Matute,  R.  Garcia  Ldpez  and  J.  Hidalgo.    Or 
Or  36(6):620-644,  1968. 

In  a  10-yr  period,  290  patients  (225  men  and  65  women,  aged 
17-82  yr)  underwent  a  variety  of  surgical  procedures  for  duo- 
denal ulcers.    Billroth  11  gastrectomies  were  performed  on  187 
and  vagotomies,  alone  or  in  combination  with  other  procedures, 
on  103.    A  significantly  larger  percentage  of  operations  were 
performed  between  October  and  March  than  between  April  and 
September.    This  difference  was  even  greater  for  emergency 
operations.    Indications  for  surgery  included  penetration  in 
49.3%,  lack  of  response  to  conservative  therapy  in  22.4%,  steno- 
sis in  10.7%,  bleeding  in  10.7%,  and  perforation  in  4.1%.    Ten 


patients  also  had  peptic  ulcers  of  the  esophagus.    CompUcations 
directly  related  to  surgery  developed  in  33  cases  (11.4%)  and 
indirectly  related  complications  or  complications  due  to  asso- 
ciated diseases  in  26  (8.9%).    Eight  operative  deaths  occurred 
due  to  heart  failure  and  bronchopneumonia,  puhnonary  embo- 
lism, recurrent  bleeding  and  hepatic  cirrhosis,  stroke,  shock, 
hepatic  coma,  acute  pancreatitis  and  acute  renal  insufficiency, 
and  acute  adrenal  insufficiency.    Of  these  patients,  7  had  sub- 
total gastrectomies  and  only  1  a  vagotomy  and  antrectomy. 
Long-term  compUcations  included  cholelithiasis  undiagnosed  at 
surgery  in  16  cases  and  intestinal  obstructions  in  4.    Three 
patients  developed  recurrent  ulcers  and  4  others  had  clinical 
or  radiological  symptoms  of  recurrent  ulcers.    Mild  to  severe 
dumping  syndrome  was  observed  in  27.6%  and  occurred  sig- 
nificantly more  often  in  patients  who  had  undergone  vagotomies. 
Results  of  surgery  were  excellent  in  103  cases  (60.6%),  good  in 
49  (28.8%),  satisfactory  in  14  (8.2%),  and  poor  in  4  (2.3%). 

1400  ROUND-TABLE  DISCUSSION  OF  GASTRIC 
ULCERS.    (Rum.)    Sparchez,  T.^T.  Hunt,  A. 

Jones,  O.  Fodor,  I.  Turaj,  C.  Debray,  S.  M.  Rfss,  M.  Demole, 
C.  Strat,  E.  Craciun,  D.  Gerota  and  M.  Augustin.   Med  Intern 
/'B«cur/20(9):  1033-1060,  1968. 

1401  GASTRIC  ACID  SECRETION  AFTER  HISTA- 
MINE STIMULATION  AND  24-HOUR  URINARY 

5-HYDROXYINDOLEACETIC  AQD  EXCRETION  IN  PA- 
TIENTS WITH  GASTRIC  AND  DUODENAL  ULCERS  TREAT- 
ED WITH  SPASMOPHEN.    (Pol.j    Pokora,  J.  (2nd  Int.  Dis. 
CUn.,  Acad.  Med.,  Lublin,  Poland)  and  J.  Czarnecki.   Pol  Tyg 
Lek  23(50):1925-1927,  1968. 


1402  INDICATIONS  AND  RESULTS  OF  TOTAL 
GASTRECTOMY  IN  THE  TREATMENT  OF 

PEPTIC  ULCER  DISEASE:    REPORT  OF  10  CASES.    (Fr.) 

Guillemin,  G.,  A.  Vachon,  J.  Cuilleret,  J.  Dubois,  A.  Michel, 
R.  Lombard-Platet,  P.  Mikaeloff,  A.  Chapuis  and  F.  Rolin. 
J  Med  Lyon  49(1154):1843-1855,  1968. 

1403  LONG-TERM  STUDIES  ON  GASTRIC  SECRE- 
TION AND  RADIOLOGICAL  EVALUATION  OF 

PATIENTS  HAVING  UNDERGONE  PYLOROPLASTY  AND 
RADICAL  SUBDIAPHRAGMATIC  VAGOTOMY.    (Pol.) 
Popiela,  T.  (Acad.  Med.,  Krakow,  Poland),  D.  Karcz,  A.  Binda 
and  E.  Dolzycki.   Pol  Przegl  Chir  50(1):10-18,  1969. 

1404  VAGOTOMY  AND  ANTERIOR  PYLORECTOMY 
FOR  UNCOMPLICATED  DUODENAL  ULCERA- 
TION:   RESULTS  OF  38  CASES.    (E.)    Scott,  P.  R.  (Royal 
Melbourne  Hosp.,  Australia).  Aust  New  Zeal  J  Surg  38(2): 
141-143,  1968. 

1405  THE  PREVENTIVE  ACTION  OF  ACETAZOLA- 
MIDE  ON  RESTRAINT  ULCERS  IN  THE  WHITE 

RAT.    (Fr.)    Djahanguiri,  B.  (Fac.  Med.,  U.  Tehran,  Iran)  and 
D.  Sadeghi.   Acta  Gastroent  Belg  31(10):689-692,  1968. 

1406  THE  PHYSIOPATHOLOGY  AND  THERAPY  OF 
GASTRODUODENAL  ULCER.    (Fr.)    Cornet,  A. 

(Laennec  Hosp.,  Paris,  France)  and  P.  Carayon.   Sem  Ther 
44(10):656-659,  1968. 
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1407  CLINICAL  CHARACTERISTICS  OF  ACUTE 
BLEEDING  ULCERS  OF  THE  STOMACH  IN 

PATIENTS  WITH  MYOCARDIAL  INFARCTION.    (Rus.) 
Gorb,  G.  D.  (Med.  Station,  V.  I.  Lenin  Machine-Building 
Plant,  Novo-Kramatorsk,  USSR),  V.  P.  Simonova  and  B.  G. 
Goriachkovskii.   Sovet  Med  31(12):110-112,  1968. 

1408  REPEATED  OPERATIONS  ON  THE  STOMACH 
FOLLOWING  SUTURE  FOR  GASTRODUODE- 

NAL  ULCERS.    (Rus.)    Malov,  G.  I.  (Republ.  Hosp.,  Min.  Hltli. 
Chuvash  ASSR,  Cheboksary,  USSR).   Sovet  Med  31(12):26- 
30,  1968. 


(Fac.  Med.,  U.  Alexandria,  Egypt)  and  H.  Zidan.   Alexandria 
Med  J  14(3/4):  202-216,  1968. 

1415  PEPTIC  ULCER  DISEASE  DURING  ADOLES- 
CENCE.  (E.)    Marcus,  J.  (Jerusalem,  Israel). 

Israel  Ann  Psychiat  6(2):149-161,  1968. 

1416  PATHOGENESIS  OF  GASTRIC  ULCER:    AN  ] 
EXPERIMENTAL  MODEL.    (E.)    Ritchie,  W.  P.  Jr. 

(U.  Minnesota  Med.  Sch.,  Minneapolis)  and  J.  P.  Delaney.   Surg 
Forum  19:312-313,  1968. 


1409  MEDICAL  TREATMENT  OF  UNCOMPLICATED 
PEPTIC  ULCER.   (Ger.)    Bircher,  J.  (Med.  Clin., 

U.  Zurich,  Switzerland)  and  U.  P.  Haemmerli.   Munchen  Med 
Wschr  lll(6):273-277,  1969. 

1410  BLOOD  GROUPS  AND  GASTRIC  SECRETION 
IN  ULCER  DISEASE.    (It.)    Misiti,  G.  (Santo 

Spiiito  Charitable  Inst.,  Rome,  Italy),  B.  Sbuelz  and  P. 
Malatesta.    Chir  Gastroent  2(4):410-423,  1968. 

1411  ETIOLOGICAL  RELATIONS  BETWEEN  PEPTIC 
ULCERS  AND  HYPERPARATHYROIDISM. 

(Ger.)    Hartel,  W.  (North-West  Hosp.,  Frankfurt/Main-Praunheim, 
Germany),  G.  Schuster  and  J.  Lenz.   Fortschr  Med  87(1):27- 
29,  1969. 

1412  THE  CLINICAL  PICTURE  AND  TREATMENT 
OF  PEPTIC  ULCERS  ACCORDING  TO  THE 

DATA  OF  THE  OUT-PATIENT  DEPARTMENT  OF  THE  2ND 
CLINICAL  HOSPITAL  IN  YEREVAN.  (Rus.)  BadaUan,  G.  O. 
(Yerevan  Med.  Inst.,  USSR),  A.  A.  lesaian  and  E.  G.  Grigorian. 
Ter  Arkh  40(10):95-97,  1968. 

1413  BLOOD  COAGULATION  DEFECTS  IN  CON- 
NECTION WITH  BLEEDING  PEPTIC  ULCER. 

(E.)  Heikinheimo,  R.  (Pori  Gen.  Hosp.,  Finland).  Punjab  Med 
J  18(3):119-123,  1968. 

1414  ACUTE  GASTRODUODENAL  PERFORATIONS: 
A  REPORT  OF  153  CASES.    (E.)    Hassab,  M.  A. 


1417  EFFECTS  OF  SELECTIVE  VAGOTOMY.    (E.) 
Crow,  R.  W.  (Marquette  U.  Sch.  Med.,  Milwaukee, 

Wis.),  W.  J.  Schulte,  D.  H.  Winship  and  E.  H.  EUison.   Surg 
Forum  19:314-315,  1968. 

1418  SLEEP  THERAPY  IN  THE  TREATMENT  OF 
DUODENAL  ULCER:    REPORT  OF  A  CASE. 

(Por.j    Gomes,  P.  S.  (Sicord  CUn.,  Marinha,  Brazil).   Hospital 
(Rio)  74(4):  1231-1234,  1968. 

1419  THE  SURGICAL  TREATMENT  OF  GASTRIC 
ULCERS.    (Nor.)    Liavag,  I.    T  Norsk  Laegeforen 

88(23):2194-2195,  1968. 

1420  SIMULTANEOUS  GASTRIC  AND  DUODENAL 
ULCERS.    (Fr.)    Edehnann,  G.  (Pitie  Hosp.,  Paris, 

France).  Hopital  (Paris)  56(792,bis):575-580,  1968. 

1421  THE  DIFFICULTIES  OF  A  PATIENT  WITH  A 
BILATERAL  TRUNCAL  VAGOTOMY  PER- 
FORMED FOR  DUODENAL  ULCER.    (Fr.)    lonescu  (Hosp. 
No.  1,  Qaiova,  Romania),  P.  Tonitza,  M.  Vasilescu,  V.  Beldiman 
and  M.  Russu.   Mem  Acad  Chir  (Paris)  94(27/28):759-760, 
1968. 

1422  GASTRIC  AND  INTESTINAL  CHANGES  AFTER 
VAGOTOMY:    RADIOLOGICAL  OBSERVA- 
TIONS.   (E.)    Natale,  C.  (United  Hosp.,  Foggia,  Italy)  and 

B.  D'Ariano.  Acta  Gastroent  Belg  31(12):906-910,  1968. 


See  also:    1069,1089,1202,1249,1254,1255,1262,1276,1280,1304,1308, 
1313,1316,1317,1319,1321,1324,1336,1339,1340 
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1423  NECROTIZING  ENTERITIS  IN  CROHN'S  DIS- 

EASE OF  THE  SMALL  BOWEL.    (E.)    Mogadam, 
M  (Henry  Ford  Hosp.,  Detroit,  Mich.)  and  R.  J.  Priest. 
Gastroenterology  56(2):337-341,  1969. 

Among  6  patients  with  acute  free  perforation  of  the  bowel  and 
known  regional  enteritis  of  1-17  yr  duration,  3  (all  males,  13- 
24  yr  old)  showed  previously  unreported  multiple  perforations 
with  fulminating  clinical  courses  (necrotizing  enteritis)  and 
fatal  outcomes.    The  patholouicJ  picture  in  all  3  was  similar: 
necrosis  of  the  entire  wall  in  numerous  areas  and  multiple  ul- 
cerations in  the  jejunum  as  well  as  in  the  Ueum.    In  many  areas, 
ulcerations  had  reached  the  serosa  with  little  or  no  inflammatory 
reaction;  however,  in  some  areas,  diffuse  infiltrations  of  lym- 
phocytes and  plasma  cells  and  abscess  formation  were  noted. 
No  evidence  of  vascular  changes  or  hemorrhage  into  the  mucosa 
could  be  found,  and  no  granulomata  were  seen  in  areas  involved 
v^th  the  acute  process.   The  administration  of  corticosteroids 


preceded  the  onset  of  free  perforation  in  1  patient  and  foUowed 
the  1st  of  a  series  of  perforations  in  another.    It  is  possible  that 
steroids  could  have  produced  the  fulminating  processes  seen  in 
these  2  cases  as  a  side  effect  of  the  drug. 

1424  CHRONIC  NONSPECIFIC  GRANULOMATOUS 

GASTRODUODENITIS  (CROHN'S  DISEASE) 
ASSOCIATED  WITH  PYLORIC  STENOSIS.    [CASE  REPORT] 

(Gerj    Toader,  C.  (3rd  Surg.  Clin.,  Cluj,  Romania),  G.  Herman 
and  A.  Ban.   Zbl  Chir  94(5):  17 1-174,  1969. 

1425  OPERATIVE  MANAGEMENT  OF  AN  UNUSUAL 

CASE  OF  REGIONAL  ENTERITIS  WITH  DUO- 
DENAL INVOLVEMENT.    [CASE  REPORT]    (E.)    Abourjaily, 
G.  S.  (Carney  Hosp.,  Boston,  Mass.),  M.  Carroll  and  E.  Maher. 
Amer  J  Gastroent  51(l):55-60,  1969. 
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1426  FAT  AND  NITROGEN  BALANCE  WITH 

MEDIUM-CHAIN  TRIGLYCERIDES  AFTER 
MASSIVE  INTESTINAL  RESECTION.    (E.)    Pinter,  K.  G. 
(Tulane  U.  Sch.  Med.,  New  Orleans,  La.),  H.  Hyman  III  and 
O.  Bolanos.   Amer  J  Qin  Nutr  22(l):I4-20,  1969. 

Fat  and  nitrogen  balance  studies  were  conducted  over  a  period 
of  220  days  on  3  patients  (2  males  and  1  female,  32-57  yr  old) 
with  significant  steatorrhea  and  azotorrhea  resulting  from  ex- 
tensive intestinal  resection  in  order  to  determine  the  therapeutic 
effects  of  isocaloric  substitution  of  medium-chain  triglycerides 
(MCT)  for  long-chain  triglycerides  (LCT).    Substitution  of  the 
MCT  diet  for  the  LCT  diet  significantly  reduced  fecal  fat  ex- 
cretion in  all  3  patients  (from  60  to  35,  31  or  40  to  21,  and 
60  to  24  g  of  fat/day,  resp.).    Abnormally  low  serum  lipid 
levels  also  improved  on  the  MCT-supplemented  diet.    One  pa- 
tient with  diarrhea  showed  a  decrease  in  the  number  of  bowel 
movements.   During  the  periods  of  reduced  steatorrhea  on  the 
MCT  diet,  the  patients  had  a  favorable  nitrogen  balance  (re- 
tained 1.2-3.8  g  N/day)  and  gained  1-2  lb  of  weight.    Return 
to  the  LCT  diet  resulted  in  inaeased  steatorrhea  and  increased 
loss  of  nitrogen.    It  is  suggested  that  the  observed  protein  re- 
tention could  be  due  to  decreased  intestinal  motility,  improved 
intestinal  proteolysis  or  the  beneficial  effects  of  protein  sparing 
due  to  the  increased  availability  of  calories. 

1427  METABOLISM  OF  ALBUMIN  AND  FIBRINOGEN 

IN  PATIENTS  WITH  TROPICAL  SPRUE.  (E.) 
Jeejeebhoy,  K.  N.  (Tata  Mem.  Hosp.,  Bombay,  India),  A.  M. 
Samuel,  B.  Singh,  G.  D.  Nadkarni,  H.  G.  Desai,  A.  V.  Borkar 
and  L.  S.  Mani.    Gastroenterology  56(2):  252-267,  1969. 

The  metabolism  of  albumin  and  fibrinogen  was  studied  in  de- 
tail in  6  normal  subjects,  14  patients  without  gastrointestinal 
disease  or  hypoproteinemia,  and  40  patients  with  tropical  sprue. 
Using  the  arginine-G-14c  method,  albumin  synthesis  was  found 
to  be  reduced  in  20  and  normal  or  increased  in  17  sprue  patients. 
Serum  albumin  and  total  circulating  albumin  (TCA)  were  re- 
duced in  14  and  11  of  20  patients  with  low  synthesis,  resp., 
and  in  10  and  4  of  17  with  normal  or  increased  albumin  syn- 
thesis, resp.   While  the  mean  serum  albumin  levels  were  similar 
in  these  2  groups  (2.72  ±  0.87  and  2.87  ±  0.48  g/100  ml  resp.) 
the  mean  TCA  was  higher  in  patients  with  normal  or  high  syn- 
thesis (1.50  ±  0.35  g/kg)  than  in  those  with  low  albumin  syn- 
thesis (1.33  ±  0.42  g/kg).    Increased  gastrointestinal  protein 
loss  (measured  by  the  use  of  51cr-albumin  or  95Nb-albumin) 
was  present  in  about  half  of  the  patients.    However,  there  was 
no  correlation  between  serum  albumin  levels  and  the  degree 
of  gastrointestinal  loss,  indicating  that  other  factors  contributed 
to  the  production  of  hypoalbuminemia.    Low  or  normal  cata- 
bolic  rates  in  patients  without  gastrointestinal  protein  loss  dem- 
onstrated that  hypercatabolism  was  not  a  significant  factor. 
Dilution  of  a  normal  total  circulating  albumin  with  a  large 
plasma  volume  (10  cases)  and  a  predominantly  extravascular 
distribution  of  albumin  contributed  to  hypoalbuminemia  in 
some  patients  (24  cases).    Malabsorption,  dietary  protein  defi- 
ciency fecal  nitrogen  loss  and  reduced  "labile  nitrogen  pool" 
also  contributed  to  the  reduction  in  albumin  synthesis.    Plasma 
fibrinogen  and  total  circulating  fibrinogen  were  significantly 
reduced  (<143  mg%  and  <  107.2  mg/kg,  resp.)  in  4  and  10 
patients.    In  most  cases,  fibrinogen  synthesis  was  normal  and 


exceeded  catabolism,  suggesting  that  the  reduced  fibrinogen 
levels  resulted  from  previously  reduced  synthesis.    There  was 
no  relation  between  albumin  and  fibrinogen  synthesis. 

1428  LYMPHATIC  OBSTRUCTION  IN  THE  PATHO- 
GENESIS OF  INTESTINAL  MUCOSAL  ATROPHY. 

(E.)    Fish,  J.  C.  (U.  Texas  Med.  Branch,  Galveston),  L.  McNeel 
and  W.  J.  Holaday.  Ann  Surg  169(3):316-325,  1969. 
In  8  female  dogs,  noninflammatory  lymphatic  obstruction  was 
produced  by  the  injection  of  Silastic  into  the  pedal  lymphatics 
and  ligation  of  the  thoracic  duct.    The  Silastic  was  noted  to  gel 
within  16  hr  producing  an  obturator  type  obstruction.    Leg  and 
mesenteric  lymphangiograms  demonstrated  changes  in  lymph 
stasis  and  lymphangiectasis  in  the  retroperitoneal  and  mesenteric 
lymphatics.    Major  aherations  produced  included  hypoalbumine- 
mia, small  intestinal  mucosal  atrophy,  lymphocyte  depletion  in 
lymph  nodes,  and  an  increase  in  the  lymphoid  accumulations 
in  the  mucosa  and  submucosa  of  the  bowel.    Functional  defects 
in  intestinal  absorption  were  not  demonstrated.    However,  these 
experimentally  produced  structural  alterations  of  the  intestinal 
mucosa  resembled,  in  various  degrees,  the  intestinal  changes 
found  in  many  idiopathic  malabsorption  syndromes  in  man. 
Lymphatic  obstruction  is  suggested  as  a  component  in  the  patho- 
genesis of  intestinal  atrophy. 

1429  MACROGLOBULINEMIA  AND  STEATORRHEA: 
ROENTGEN  AND  PATHOLOGIC  FINDINGS  IN 

THE  INTESTINAL  TRACT.   (E.)    Khihiani,  M.  T.  (Mount  Sinai 
Hosp.,  New  York,  N.  Y.),  R.  J.  KeUer  and  J.  Cuttner.   Radiol 
Clin  N  Amer  7(l):43-55,  1969. 

The  roentgenologic  and  pathologic  features  of  a  new  symptom 
complex  which  includes  primary  or  essential  macroglobulinemia 
and  steatonhea  are  presented.    Two  women  (55  and  60  yr  old) 
and  possibly  a  third  (46  yr  old)  with  some  clinical  features  of 
Waldenstrom's  syndrome,  but  with  the  dominant  complaint  of 
diarrhea  occurring  early  in  the  course  of  the  disease,  demon- 
strated primary  macroglobulinemia  consisting  of  a  relatively 
homogeneous  band  of  IgM.    Immunoelectrophoresis  revealed 
both  19S  and  7S  components  in  the  1st  patient  and  predomi- 
nantly 19S  elements  in  the  second  case.    The  other  immuno- 
globulin components  were  considerably  decreased.    Steatorrhea 
and  other  signs  of  malabsorption  as  well  as  splenom^aly  and 
lymph  node  enlargement  were  also  present.    X-ray  studies  re- 
vealed dilatation  of  the  small  intestine  and  thickening  of  the 
mucosal  folds.   The  folds  were  not  nodular  or  ulcerated.    In 
addition,  a  fine  "sandlike"  granular  appearance  of  the  mucosal 
surface  was  superimposed  on  the  fold  pattern.    Biopsy  revealed 
that  distended  clubbed  villi,  the  lymph  spaces  of  which  con- 
tained eosinophilic,  proteinaceous  material,  were  responsible 
for  the  "sandlike"  background.    Two  patients  showed  no  signs 
of  neoplasm;  however,  the  46-yr-old  woman  had  discrete  neo- 
plastic stenosis  in  2  areas  of  the  small  intestine  and  lympho- 
sarcoma in  peripheral  lymph  nodes  and  the  lungs.    The  latter 
case  may  represent  the  same  symptom  complex  as  the  other 
2  cases,  with  1  cell,  the  lymphocyte,  as  the  dominant  celL 


1430  INTESTINAL  ANTIBODIES  TO  WHEAT  FRAC- 

TIONS IN  CELIAC  DISEASE.    (E.)    Katz,  J. 
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(Yale  U.  Sch.  Med.,  New  Haven,  Conn.),  F.  S.  Kantor  and  T. 
Herskovic.  Ann  Intern  Med  69(6):  1149-1153,  1968. 
Serum  specimens  and  stool  or  smaU  intestinal  fluid  from  22  pa- 
tients with  confirmed  ceUac  disease  and  51  controls  with  and 
without  other  diarrheal  diseases  were  studied  by  microdouble 
immunodiffusion  in  agar  gel  plates.   Precipitins  to  the  peptic- 
tryptic  digest  of  gluten,  fraction  III,  were  found  in  the  intestinal 
secretions  of  12  of  the  22  patients  with  ceUac  disease  but  in 
none  of  the  control  specimens.   Of  10  patients  with  ceUac  dis- 
ease who  were  ingesting  gluten,  7  had  demonstrable  precipitins 
in  their  intestinal  secretions.   Three  celiac  chUdren  on  a  regular 
diet  had  precipitating  substances  in  the  stool  extract.    Precipitins 
were  demonstrated  more  than  6  months  after  the  elimination 
of  dietary  gluten  in  3  patients  who  were  then  in  clinical  and 
laboratory  remission.    Precipitins  were  more  often  detected  in 
the  smaU  bowel  fluid  than  in  the  stool.   The  precipitating  sub- 
stance may  therefore  originate  in  the  upper  intestine  where  the 
gluten  effect  is  maximal.   Serum  IgA  concentrations  were  in- 
creased, and  significant  red  ceU  agglutination  titers  were  present 
in  all  celiac  disease  patients  except  2  who  had  hypogamma- 
globuUnemia  and  hypoalbuminemia.   IgA  concentrations  and 
hemagglutination  titers  decUned  after  dietary  gluten  withdrawal. 
None  of  the  controls  had  precipitins  to  fraction  III  or  hemag- 
glutination titers  greater  than  1:32. 


1431  TWO  PATIENTS  WITH  EXTENSIVE  RESECTION 
OF  THE  SMALL  INTESTINE  AND  ONE  PA- 
TIENT WITH  INTESTINAL  LYMPHANGIECTASES  TREATED 
WITH  MEDIUM  CHAIN  TRIGLYCERIDES.    (Dut.)    van  Enter, 
C  H  J   (JuUana  Hosp.,  Veenendaal,  Netherlands),  A.  H.  Lely 
and  N.  Rodenburg.  Nederl  T  Geneesk  113(1):17-21,  1969. 

1432  INTESTINAL  LYMPHANGIECTASIA  WITH 
IMMUNOGLOBULIN  A  DEFICIENCY.    (E.) 

Eisner  J  W.  (Temple  U.  Health  Sci.  Ctr.,  PhUadelphia,  Pa.) 
and  S.'P.  Bralow.  Amer  J  Dig  Dis  13(12):1055-1064,  1968. 

1433  GLUCOSE-GALACTOSE  MALABSORPTION 
COMPLICATED  BY  MONILIAL  ARTHRITIS. 

fCASE  REPORT]  (E.)  Pruitt,  A.  W.  (Emory  U.  Sch.  Med., 
Atlanta,  Ga.),  J.  L.  Achord,  F.  W.  Fales  and  J.  H.  Patterson. 
Pediatrics  43(1):106-110,  1969. 

1434  PHYSIOPATHOLOGY  OF  THE  MALABSORP- 
TION SYNDROMES.    (Rum.)    Hpssu,  T. 

(Hematol.  Ctr.,  Bucharest,  Romania)  and  A.  Vilcu.  Med  Intern 
(Bucur)  20(9):  1069-1079,  1968. 

1435  SECONDARY  (NON-GLUTEN-INDUCED) 
CELIAC  DISEASE  WITH  INTESTINAL  PRO 

TEIN  LOSS  IN  THE  COURSE  OF  IRON-DEFICIENCY  ANE- 
MIA IN  A  12-MONTH-OLD  INFANT.    (Pol.)    Zieleznik,  E. 
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(Pediat   Dis.  Clin.,  SUesian  Acad.  Med.,  Zabrze,  Poland)  and 
J.  Zareba.  Pol  Tyg  Lek  23(50):1935-1936,  1968. 


1436  LACTOSE  INTOLERANCE  IN  SOUTH 
AMERICAN  INDIANS.    (E.)    Alzate,  H.  (Fac. 

Med    U  Caldas,  Manizales,  Colombia),  H.  Gonzalez  and  J. 
Guzm£n.  Amer  J  Clin  Nutr  22(2):  122-123,  1969. 

1437  RECENT  CONTRIBUTIONS  IN  INTESTINAL 
ABSORPTION  AND  MALABSORPTION:    A 

REVIEW    (E)    Floch,  M.  H.  (Yale  U.  Sch.  Med.,  New  Haven, 
Conn.).  Amer  J  Clin  Nutr  22(3):327-351,  1969. 

1438  PROTEIN  MALNUTRITION  AND  THE  SMALL 

INTESTINE.  (E.)  Herskovic,  T.  (Yale  U.  Sch. 
Med.,  New  Haven,  Conn.).  Amer  J  Clin  Nutr  22(3):300-304, 
1969. 

1439  INFLUENCE  OF  INTESTINAL  BACTERIA  ON 
BILE  ACID  METABOLISM  AND  FAT  ABSORP- 
TION:   CONTRIBUTIONS  FROM  STUDIES  OF  BLIND-LOOP 
SYNDROME.   (E.)    Rosenberg,  I.  H.  (Boston  City  Hosp., 
Mass.).  Amer  J  Clin  Nutr  22(3):284-291,  1969. 

1440  INADEQUATE  INTESTINAL  DIGESTION  OF 
LACTOSE.    (E.)    Bayless,  T.  M.  (Johns  Hopkins 

U.  Sch.  Med.,  Baltimore,  Md.)  and  S.  S.  Huang.  Amer  J  Clin 
Nutr  22(3):250-256,  1969. 


1441  GLUTEN,  INFANT  FEEDING  AND  CELIAC 
DISEASE.    (E.)    Anonymous.  Ann  Nestle  (Paris) 

19:102-105,  1968. 

1442  STUDY  OF  IRON  DISTRIBUTION  IN  A  SMALL 
INTESTINAL  BIOPSY  SPECIMEN  OBTAINED 

FROM  A  PATIENT  WITH  WHIPPLE'S  DISEASE,  USING  A 
CASTAING  MICROCATHETER.    (Fr.)    Duprez,  A.  and  G. 
Rauber.  Ann  Anat  Path  (Paris)  13(3):373-378,  1968. 

1443  TWO  CASES  OF  GLUTEN  ENTEROPATHY 

WITH  PRURITUS.    (Heb.)    Mandel,  D.  (Chnic, 
Kibbutz  Mizra,  Israel).   Dapim  Refuiim  naiS):291-303,  1968. 


1444  LACTOSE  INTOLERANCE  IN  THAILAND.    (E.) 

Flatz,  G.  (Human  Gen.  Lab.,  Chiang  Mai  U., 
ThaUand),  C.  Saengudom  and  T.  Sanguanbhokhai.  Nature 
221(5182):758-759,  1969. 


See  also:    1037,1183,1197,1215,1508 
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1445  CARCINOMAS  OF  THE  LARGE  INTESTINE 

TREATED  AT  THE  LONDON  HOSPITAL  BE- 
TWEEN THE  YEARS  1937  AND  1966,  INCLUSIVE.    (E.) 

Butler,  E.  C.  B.  (London  Hosp.,  England).   Bull  Soc  Int  Chir 
27(5):420-427,  1968. 

The  operative  treatment  of  carcinoma  of  various  parts  of  the 
large  intestine  (178  cases)  and  rectum  (642  cases)  is  described 
on  the  basis  of  820  patients  seen  during  the  period  1937-1966. 
The  frequency  of  colonic  cancer  was  greater  in  females;  rectal 
cancer  was  more  common  in  males.    Two-stage  operations  were 
performed  in  carcinomas  of  the  right  (4  of  46  cases),  transverse 
(6  of  24  cases),  left  (12  of  17)  and  pelvic  (14  of  52  cases)  colon 
presenting  with  obstruction.    Carcinomas  of  the  rectum  were 
treated  by  abdomino-perineal  excision  (374  cases),  anterior  re- 
section (148  cases),  Hartmann's  operation  (44  cases),  pull-through 
(6  cases),  and  colostomy  alone  (70  cases).    Mortality  was  5.7% 
for  colonic  carcinoma,  5,  7.5,  13.5  and  18%  for  rectal  cancer 
treated  by  abdomino-perineal  excision,  anterior  resection, 
Hartmann's  procedure  or  colostomy  only,  resp.    Patients  with 
a  temporary  colostomy  showed  a  better  chance  of  survival  since 
the  risk  of  sepsis  was  reduced.   The  5-yr  survival  rate  in  Duke's 
grade  A  cases  was  67%  for  colonic  and  73%  for  rectal  cancer, 
when  acute  intestinal  obstruction  was  present,  survival  was  only 
29%.    For  grade  B  and  C  cases,  the  5-yr  survival  was  40  and 
28%,  resp.  for  cancer  of  the  colon,  and  39  and  19%,  resp.  for 
cancer  of  the  rectum.   These  results  emphasize  the  importance 
of  early  diagnosis  in  large  intestine  cancer. 

1446  MICROANGIOGRAPHIC  INVESTIGATIONS  ON 

ACUTE  APPENDICITIS.    (E.)    Lindgren,  1.  (Dept. 
Path.  Anat.,  U.  Turku,  Finland)  and  A.  J.  Aho.  Acta  Chir 
Scand  135(l):77-82,  1969. 

Microangiographic  and  histologic  studies  were  made  of  22 
freshly  excised  appendices  injected  through  the  main  appendicu- 
lar artery  with  10%  barium  sulfate.   In  5  patients  (2-78  yr  old) 
with  appendices  classified  histologically  as  normal,  a  rich  vascu- 
lar network  with  2  plexi  in  the  subserosa  and  in  the  submucosa, 
was  observed.    Anastomoses  between  these  plexi  were  less  fre- 
quent in  older  subjects.   In  3  patients  (14-20  yr  old)  with  histo- 
logically normal  appendices  and  mesenteric  lymph  node  hyper- 
plasia, the  microangiographic  picture  appeared  normal.    In  4 
cases  (10-23  yr  old)  classified  histologically  as  limited  appendi- 
citis, the  normal  vascular  anatomy  was  also  observed.    Ten  pa- 
tients (8-44  yr  old)  with  a  histologic  diagnosis  of  completely  in- 
flamed appendicitis  showed  occlusion  of  the  arteries  due  to 
arterial  or  arteriolar  thrombosis  or  acute  arterial  inflammation. 
In  3  cases  with  a  fecal  stone  in  the  lumen  of  the  appendix,  there 
was  diminished  filling  of  the  arterioles  next  to  the  stone,  prob- 
ably caused  by  compression  of  the  vessels.   These  findings 
support  previous  observations  that  the  arteries  of  the  distal  part 
of  the  appendix  can  be  considered  end  arteries.    This  fact  favors 
the  development  of  vascular  disturbances,  leading  to  wall  necro- 
sis of  the  appendix. 

1447  ROENTGENOLOGICAL  TRANSIT  TIMES 

THROUGH  THE  COLON  FOLLOWING  APPEN- 
DECTOMY.   (E.)    Noer,  T.  (UUeval  Hosp.,  Oslo,  Norway). 
Acta  Chir  Scand  135(l):91-93,  1969. 


Colonic  motility  was  investigated  in  the  immediate  postoperative 
period  by  roentgenologically  following  the  progress  of  various 
contrast  media  deposited  in  the  cecum  during  30  appendecto- 
mies.   Barium  sulfate  suspension  (30  ml)  remained  in  the  ascend- 
ing colon  for  the  1st  2  postoperative  days  then  it  moved  on  into 
the  distal  colon  or  rectum  within  24  hr.    Commercial  Gastro- 
grafin  (20  or  30  ml)  progressed  rapidly  during  the  1st  few  hr 
after  surgery,  indicating  that  no  complete  paresis  of  intestinal 
movement  existed  at  this  time.    A  period  of  slow  forward  move- 
ment or  complete  standstill  of  the  contrast  medium  followed, 
but  the  pattern  was  less  uniform  than  with  barium.   In  many 
cases  the  contrast  reached  the  rectum  earUer  than  in  the  barium 
series.   It  is  suggested  that  the  Gastrografin  medium  is  rapidly 
diluted  in  the  bowel  because  of  its  hypertonicity,  with  subse- 
quent increase  in  volume  and  mechanical  stimulation  of  the  in- 
testine.   As  it  progresses,  tonus  and  peristalsis  probably  occur. 
Isotonic  Gastrografin  (30  ml)  showed  a  passage  pattern  resemblin) 
that  of  the  barium  contrast,  indicating  that  Gastrografin  exerts 
no  specific  peristalsis-provoking  action  on  the  intestine.    Flatus 
was  observed  to  advance  in  the  intestine  independently  of  the 
contrast  media.    There  may  thus  be  separate  transport  mecha- 
nisms for  gas  and  fluids. 

1448  CLINICAL  AND  SURGICAL  FEATURES  OF 

RECTAL  CARCINOMA  ON  THE  BASIS  OF  505 
CASES.   (Ger.)    Benz,  G.  (Surg.  Clin.,  U.  Basel,  Switzerland). 
Landarzt  44(34):1668-1680,  1968. 

The  average  age  of  505  patients  treated  for  rectal  cancer  (be- 
tween 1952  and  1966)  was  64.4  yr;  1/3  of  the  patients  were 
over  70  yr  old  at  the  time  of  diagnosis.   The  average  history 
dated  back  8  months,  and  22%  of  the  patients  had  been  treated 
as  outpatients  for  9.5  months.    About  70%  of  these  patients  pre- 
sented with  bleeding  and  disorders  in  defecation;  3.2%  were 
admitted  as  emergency  cases  with  ileus.    Adenocarcinomas  were 
found  in  90%,  and  6.7%  also  had  carcinomatous  polyps.   About 
70%  of  the  tumors  were  palpable  on  rectal  examination.    Metas- 
tases into  the  lymph  nodes  were  present  in  35%  and  distant  me- 
tastases in  16%.    The  surgical  procedures  most  commonly  em- 
ployed were  combined  rectal  amputation  or  a  sphincter-retain- 
ing anterior  resection.    The  Hartmann  or  Lockhart-Mummery 
procedures  were  used  for  patients  in  the  high  surgical  risk  group. 
X-ray  therapy  was  used  alone  or  in  combination  with  surgery  for 
superficial  anal  carcinomas.    Tumors  were  removed  in  81.4%  of 
the  patients,  a  palUative  colostomy  was  performed  in  13.7%, 
and  4.9%  were  inoperable.    The  most  common  local  postopera- 
tive complications  were  infections  in  the  operated  region  and  in 
the  descending  urinary  passages.    Other  complications  included 
insufficiency  of  the  anastomosis  after  anterior  resection,  post-        i 
operative  ileus,  and  hemorrhages  produced  by  anticoagulants. 
Pneumonia  was  the  most  common  complication  not  directly  re- 
lated to  surgery.    The  operative  mortality  was  12%  for  all  pa- 
tients.   Peritonitis  and  pneumonia  were  the  most  common  causes 
of  death.    The  5-yr  survival  rate  for  all  patients  operated  on  be- 
tween 1952  and  1961  was  36.2%;  the  10-yr  survival  rate  was 
34.1%.    After  5  yr  15.2%  of  the  patients  with  lymph  node  me- 
tastases and  50%  of  those  without  lymph  node  metastases  were 
still  alive.    The  5-yr  survival  rate  was  60%  for  patients  with  a 
carcinoma  more  than  10  cm  from  the  anus  and  40.1%  for  those 
with  tumors  located  lower  in  the  rectum.    The  5-yr  survival  rate 
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vas  57  4%  after  anterior  resections  and  37.9%  after  combined 
■ectal  amputation.  Five  yr  after  the  Hartmann  and  Lockhart- 
Vlummery  procedures  33.3%  of  the  patients  were  stiU  abve. 


1449 


OBSERVATIONS  ON  THE  BEHAVIOR  OF  THE 
pH  OF  THE  RECTAL  MUCOSA  UNDER  NORMAL 
AND  PATHOLOGICAL  CONDITIONS.    (It.)    Jori,  G.  P.  (Inst. 
Spec  Med  Path.,  U.  Naples,  Italy),  G.  Mazzacca  and  R.  Perrone 
Donnoiso.   Rass  Int  Clin  Ter  48(21):1307-1311,  1968. 
The  pH  of  the  rectal  mucosa  was  measured  at  several  different 
levels  in  41  subjects  (25  controls,  9  patients  with  ulcerative  co- 
Utis  and  7  with  rectosigmoid  carcinoma).   The  pH  of  the  rectal 
mucosa  did  not  vary  appreciably  with  age  and  sex  among  normal 
oibiects  averaging  7.9  ±  0.120,  but  was  significantly  lower  m  pa- 
Ss  wrulcerative  colitis  (6.9  ±  0.070)  and  those  with  recto- 
sigmoid adenocarcinomas  (6.9  ±  0.70).   In  cancer  patients,  vari- 
able reductions  in  pH  were  also  detected  at  distances  up  to  5-6 
cm  from  the  actual  neoplasm. 

1450  "SOLITARY"  NONSPECIFIC  ULCERS  OF  THE 

COLON  (E.)  Butsch,  J.  L.  (Mayo  CUn.,  Rochester, 
Minn.),  M.  B.  Dockerty,  D.  B.  McGill  and  E.  S.  Judd.  Arch  Surg 
98(2):171-174,  1969. 

Data  from  22  patients  (15  males  and  7  females,  27-71  yr  old) 
treated  for  nonspecific  ulcers  of  the  colon  between  1911  and 
1963  were  analyzed  with  regard  to  clinical  features,  pathologic 
features,  treatment  and  foUow-up.   Clinical  features  mdistin- 
guishable  from  those  of  acute  perforative  appendicitis  were 
evident  in  2  patients.   In  15  patients,  there  was  upper  or  lower 
abdominal  pain,  unrelated  to  the  intake  of  food  and  sometmies 
reUeved  by  dejection.    Four  patients  had  diarrhea,  in  6  cases 
there  was  passage  of  blood  from  the  rectum,  and  6  patients  were 
constipated.    Roentgenologic  studies  in  15  patients  demonstrated 
a  constricting  lesion  in  5,  an  annular  mass  in  2,  an  mtramural 
lesion  in  2,  and  a  polypoid  growth  in  1.   Treatment  was  surgical 
for  aU  22  patients,  with  21  undergoing  resection.   There  were 
no  operative  deaths  and  no  patient  experienced  recurrences  of 
the  original  lesion.   In  aU  but  2  patients,  the  ulcers  were  sobtary, 
whUe  37%  of  the  lesions  affected  the  sigmoid  flexure  and  9% 
affected  the  cecum.   The  remaining  ulcers  were  randomly  dis- 
tributed over  the  ascending,  transverse  and  descending  segments 
of  the  colon.   The  location  was  predominantly  antimesentenc. 
Perforation  was  evident  in  2  of  the  3  cecal  lesions,  but  the  ul- 
cers in  the  remaining  cases  were  grossly  confined  to  the  mucosa 
and  submucosa.   It  is  pointed  out  that  diagnosis  is  rarely  made 
preoperatively  and  that  this  condition  is  usually  first  discovered 
when  the  excised  specimen  is  examined. 

1451  CARCINOMA  OF  THE  COLON  IN  YOUNG 

PEOPLE.  (Pol.)  Kulicz,  A.  (3rd  Surg.  Clin., 
SUesian  Acad.  Med.,  Bytom,  Poland)  and  J.  Skrzypek.  Pol 
Przegl  Chir  40(11):1331-1333,  1968. 

Based  on  the  case  reports  of  3  young  patients  with  carcinoma 
of  the  colon  (2  males  and  1  female,  23-29  yr  old)  encountered 
among  93  patients  treated  for  this  disease  during  a  13-yr  period, 
it  is  pointed  out  that  the  symptoms  are  essentially  the  same  as 
those  found  in  elderly  persons.   The  surgical  technique  is  also 
the  same,  but  the  prognosis  is  much  poorer  in  young  patients. 
HistologicaUy,  these  tumors  in  the  young  are  usually  adeno- 
carcinoma muciparum  or  gelatinosum  (one  of  each  among  the 


3  cases  described).   Two  of  the  3  patients,  who  were  operated 
on  after  having  had  symptoms  for  5-7  months,  remain  alive 
(one  after  8  yr);  the  3rd  patient  had  had  symptoms  for  2  yr  at 
the  time  of  surgery  and  died  3  weeks  later. 


1452  CONTACT  pH  OF  RECTAL  MUCOSA  IN 

HUMANS  AND  DOGS.   (E.)    Bitterman,  W.  (Mayo 
Clin    Rochester,  Minn.),  R.  J.  Spencer,  K.  A.  Huizenga  and 
R.  G.  Shorter.   Dis  Colon  Rectum  12(2):96-98,  1969. 
A  technique  to  measure  the  pH  on  the  surface  of  rectal  mucosa 
of  humans  and  dogs  is  described.   The  mean  value  for  121 
normal  subjects  (7.9  ±  0.067)  was  compared  with  values  for 
17  patients  with  active  ulcerative  colitis,  4  patients  with  mac- 
tive  ulcerative  colitis,  15  patients  with  functional  diarrhea,  29 
patients  with  adenomatous  polyps,  14  patients  who  had  under- 
gone polypectomy,  10  with  rectal  carcinoma,  13  who  had  under- 
gone intestinal  resections,  and  21  dogs.    Statistically  significant 
abnormal  values  were  noted  in  patients  with  active  chronic  ul- 
cerative colitis  (6.9  ±  0.175),  adenomatous  polyps  (8.2  ±  0.07), 
or  rectal  carcinoma  (7.6  ±  0.26)  and  in  those  patients  who  had 
colonic  resection  for  rectal  carcinoma  (8.2  ±  0.010).    The  lowered 
values  for  the  group  with  active  coUtis  and  the  group  with  rectal 
carcinoma  were  considered  to  be  due  to  tissue  damage.   The  ele- 
vated values  for  the  group  with  polyps  and  the  previously  re- 
sected rectal  carcinomas  were  unexplained.   The  values  in  pa- 
tients who  had  functional  diarrhea  or  inactive  coUtis  or  who 
previously  had  had  polypectomies  were  not  statisticaUy  differ- 
ent fiom  the  values  seen  in  controls.    The  pH  of  the  rectal  mu- 
cosa in  dogs  was  found  to  be  7.5  ±  0.06. 

1453  CROHN'S  DISEASE  OF  THE  COLON  (NOTES 

ON  10  CASES).   (Fr.)    Laumonier,  R.  (Hosp. 
Ctr.,  U.  Rouen,  France),  F.  Potet  and  A.  Fondimare.   Ann  Anat 
Path  (Paris)  13(4):433-448,  1968. 

The  most  characteristic  lesions  found  on  gross  examination  of 
the  left  colon  in  10  patients  with  granulomatous  colitis  were 
longitudinal  ulcerations  and  transverse  crevasses  forming  rows 
of  "cobblestones"  in  the  mucosa.    Microscopic  examination  re- 
vealed submucosal  edema,  inflammation  at  the  bottom  of  the 
ulcerations,  a  tendency  toward  fistula  formation,  epitheloid 
granulomas  in  the  submucosa  and  subserosa,  and  an  intact  mu- 
cosa between  the  ulcerations.    From  the  histological  findings  it 
is  postulated  that  granulomatous  coUtis  is  a  disease  of  the 
lymphatic  system  of  the  colon.    Lesions  first  occur  in  enclosed 
foUicles  and/or  lymph  ducts,  the  epitheUum  of  which  becomes 
desquamated  and  destroyed.   Then  lymphedema  appears  and, 
in  75%  of  the  cases,  granulomatous  foUicles  are  observed.    Mu- 
cosal ulceration  produces  submucosal  inflammation  and  granu- 
lation tissue  with  leukocyte  infUtration.   This  reaction  spreads 
along  adjacent  edematous  channels  and  can  result  in  suppuration 
and  fistula  formation.   The  topography  and  morphology  of 
these  lesions  suggest  that  an  immune  mechanism  is  involved  in 
their  genesis. 


1454 


U 


THE  CLINICAL  PICTURE  IN  ACUTE  NECROTIC 
ENTEROCOLITIS.    (Ger.)    Dabels,  J.  (Med.  CUn., 
Rostock,  Germany).   Z  Ges  Inn  Med  23(23):779-782,  1968. 
Acute  necrotic  enterocolitis  was  found  in  40  of  1552  patients 
autopsied  between  1962  and  1967.   Patients  included  25  women 
and  15  men,  aged  26-86  yr,  with  an  average  age  of  61  yr,  20 
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of  whom  died  in  1967.   The  diagnosis  was  made  before  death 
in  7  patients  with  profuse  diarrhea  and  bloody  and  foamy 
stools.    Shock  was  an  etiological  factor  in  13  cases.    Eight  pa- 
tients had  undergone  1  or  more  surgical  procedures.    Anti- 
biotics were  implicated  in  30  patients:    tetracycUnes  in  20 
cases,  penicillin  in  18,  streptomycin  in  9,  chloramphenicol  in 
8,  methicillin  in  4,  antimycotics  in  4,  ampicillin  in  1,  and  novo- 
biocin in  1.    Long-term  prednisone  and  cytostatic  therapy  had 
been  given  to  1 1  patients  with  hematological  diseases.    Bacteria 
isolated  from  stool  specimens  and  autopsy  material  consisted 
primarily  of  hemolytic  Staphylococcus  aureus  and,  to  a  lesser 
extent,  Pseudomonas  aeruginosa,  Proteus  vulgaris,  Escherichia 
coli,  enterococci,  Klebsiella,  Aerobacter,  and  Clostridium.    Necro- 
tic changes  were  found  in  both  the  small  and  large  intestine  in 
15  cases,  in  the  large  intestine  in  12,  and  in  the  small  intestine 
in  12.    One  patient  had  necrotic  rectosigmoiditis. 

1455  COLITIS  AND  URINARY  TRACT  DISEASES  - 
AN  ASSOCIATION.    (E.)    Kasliwal,  R.  M. 

(S.  M.  S.  Hosp.,  Jaipur,  India,  S.  Agarwal,  J.  P.  Sethi  and  U.  S. 
Mathur.  Amer  J  Proctol  19(6):41 1-416,  1968. 

1456  CYTOMEGALY  IN  A  CHILD  WITH  CONGENI- 
TAL MEGACOLON.   (Ger.)    Hagmann,  R.  (Pediat. 

Clin.,  U.  Bern,  Switzerland),  F.  Kuffer,  R.  Moser  and  M.  Bettex. 
Schweiz  Med  Wschr  99(1):  17-20,  1969. 

1457  A  CLINICAL  AND  HISTOLOGICAL  STUDY  OF 
POLYPOSIS  OF  THE  COLON.    (Fr.)    Turcot,  J. 

(Dept.  Surg.,  U.  Laval,  Quebec,  Canada).   Bull  Soc  Int  Chir 
27(5):415-419,  1968. 

1458  APPENDICITIS  IN  PREGNANCY.    (Out.) 
Wymenga,  J.  H.  (Gen.  Prov.,  Munic.  and  Acad. 

Hosp.,  Groningen,  Netherlands)  and  J.  Bennin.   Nederl  T 
Geneesk  113(1):6-10,  1969. 

1459  EMERGENCY  HEMICOLECTOMY  FOR  ACUTE 
TOTAL  VOLVULUS  OF  THE  RIGHT  COLON. 

(It.)    Dal  Zotto,  E.    Chir  Gastroent  2(4):472-477,  1968. 

1460  RADICAL  SURGERY  FOR  PERIANAL  ABSCES- 
SES.   (Sp.)    Garriz,  R.  A.  (Rawson  Hosp.,  Buenos 

Aires,  Argentina),  J.  A.  Rodriguez  Martin  and  E.  S.  Luchetti. 
Prensa  Med  Argent  55(30):1463-1468,  1968. 

1461  MULTIPLE  SYNCHRONOUS  PRIMARY  CAR- 
CINOMA OF  THE  COLON.    [CASE  REPORT] 

(E.)    Chowdhury,  S.  R.  (Hawera  Hosp.,  New  Zealand).  Aust 
New  ZealJ  Surg  38(2):122-125,  1968. 

1462  jHE  UNUSUAL  ANAL  FISTULA.    (E.)    Wilson, 
E.  (Sydney  Hosp.,  Australia).   Dis  Colon  Rectum 

ll(5):348-355,  1968. 

1463  NEURILEMMOMA  OF  THE  RECTUM  AND 
PERIRECTAL  AREA:    REPORT  OF  A  CASE. 

(E.)    Sabchareon,  V.  (Philadelphia,  Pa.),  H.  E.  Bacon  and  A.  R. 
Gennaro.   Dis  Colon  Rectum  ll(5):356-358,  1968. 
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ISOLATED  ANORECTAL  LOCALIZATION  OF 
INTESTINAL  GRANULOMATOSIS  OR 


CROHN'S  DISEASE.   (Fr.)    Rudell,  M.,  F.  Gontier  and  A. 
Smadja.   Mem  Acad  Chir  (Paris)  94(23/24):683-687,  1968. 

1465  RECTOSIGMOID  ANGIOMATOSIS.    (Fr.)    Loygue 
J.  and  P.  Lagneau.  Mem  Acad  Chir  (Paris) 

94(23/24):669-672,  1968. 

1466  ACUTE  APPENDICITIS  IN  1968.    (Sp.) 
Ivanissevich,  O.  and  C.  I.  Rivas.   Rev  Esp  Enferm 

/4pfl/-Z)/^  27(9):  1331-1338,  1968. 

1467  ISCHEMIC  COLOPATHIES.    (Fr.)    Olivier,  C. 
(Tenon  Hosp.,  Paris,  France),  P.  Robert,  G.  Di 

Maria,  M.  Favre  and  O.  Baur.  Mem  Acad  Chir  (Paris)  94(21/22):j 
628-632,  1968. 

1468  ACUTE  INTESTINAL  OCCLUSION  DUE  TO 
PSEUDOMUCOUS  CYST  OF  THE  APPENDIX. 

(Pol.)    T.  Jastrzebski  (2nd  Surg.  Clin.,  Acad.  Med.,  LubUn, 
Poland)  and  W.  Woz'niacki.  Pol  Przegl  Chir  50(l):77-78,  1969. 

1469  ACTIVITY  OF  TRYPSIN,  ITS  INHIBITORS  AND 
ANTIINHIBITOR  IN  THE  BLOOD  SERUM  OF 

PATIENTS  WITH  CHRONIC  COLITIS  AND  ENTEROCOLI- 
TIS.   (Rus.)    Shaternikov,  V.  A.  (Inst.  Nutrit.,  Acad.  Med.  Sci. 
USSR,  Moscow),  N.  I.  lekisenina  and  T.  Tsagikian.   Ter  Arkh 
40(10):105-110,  1968. 

1470  CONGENITAL  ANORECTAL  MALFORMATIONS 

(E.)    Akkary,  S.  (Fac.  Med.,  U.  Alexandria, 
Egypt),  M.  Shaker  and  E.  Sahwi.   Alexandria  Med  J  14(3/4):       i 
217-229,  1968.  | 

1471  SURGICAL  TREATMENT  OF  DIVERTICULITIS 
OF  THE  COLON.    (E.)    Reeves,  C.  D.  (Dept. 

Surg.,  Riverside  Community  Hosp.,  Calif.),  L.  Raterman  and 
H.  H.  Belding.  Amer  Surg  35(3):203-209,  1969. 

1472  REGIONAL  COLITIS  OR  CROHN'S  DISEASE 
OF  THE  LARGE  INTESTINE.    (Cz.)    Maratka, 

Z.  (Na  Bulovce  Hosp.,  Prague,  Czechoslovakia),  D.  Kubernatova, 
J.  Kudrmann  and  V.  Capek.  Cas  Lek  Cesk  107(49):  1473-1482, 
1968. 

1473  TH£  EXCESSIVE  DIAGNOSIS  OF  ACUTE  AP- 
PENDICITIS.  (Rus.)    Baranov,  A.  N.  (Kirsanovsk 

Cent.  Distr.  Hosp.,  Tambov  obi.,  USSR).   Sovet  Med  31(11): 
114-117,  1968. 

1474  PREVENTION  AND  TREATMENT  OF  DOUGLAS- 
SPACE  ABSCESSES  FOLLOWING  APPENDEC- 
TOMY.   (Rus.)    Kozlov,  M.  A.  (Med.  Clin.,  Cherepovets 
Metallurgical  Works,  USSR).   Sovet  Med  31(ll):87-90,  1968. 

1475  A  CASE  OF  DUPLICATION  OF  THE  RECTUM 
WITH  HYPOSPADIA,  SIMULATING  MALE 

HERMAPHRODITISM.    (Jap.)    Mori,  Y.  (Osaka  U.  Med.  Sch., 
Japan)  and  F.  Ikoma.   Acta  Urol  Jap  15(l):52-57,  1969. 

1476  THE  DIFFERENTIAL  DIAGNOSIS  BETWEEN 
ULCERATIVE  COLITIS  AND  CROHN'S  DIS- 
EASE OF  THE  COLON.    (Dan.)    Riis,  P.  (Copenhagen  Munic. 
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Hosp.,  Gentofte,  Denmark)  and  P.  Anthonisen.    Ugeskr  Laeg 
131(l'):6-9,  1969. 
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SYMPOSIUM  ON  ANAL  FISSURE:    ITS  CAUSES, 
DIAGNOSIS  AND  TREATMENT.    (Jap.) 
Tsuchiya,  S.  (1st  Dept.  Surg.,  U.  Tokyo,  Japan),  T.  Yamamoto, 
K  Masuda,  H.  Masuda,  M.  Arakawa,  M.  Nakatsuka,  S.  Tanaka, 
Y  Muraoka,  S.  Maeda,  A.  Fujii,  T.  Shishido,  T.  Matsui,  S. 
Tokunaga,  S.  Noda,  K.  Satomura  and  R.  Muraoka.   /  Jap  Soc 
Coloproctol  21(4):76-86,  1968. 


1478 


INTERNAL  COLONIC  FISTULAS.    (It.)    Zanini, 
P.,  N.  Ludovico  and  A.  Angeli.   Osped  Ital  Chir 
19{SuppL  11):  1-96,  1968. 

1479  FIVE  HUNDRED  OPERATIONS  FOR  APPEN- 
DICITIS.   (E.)    Swink,  R.  L.  (Dept.  Surg.,  U. 

Miami,  Fla.).  Amer  Surg  35(2);149-151,  1969. 

1480  SURVIVAL  AFTER  OBSTRUCTION  OF  THE 
COLON  BY  CARCINOMA.    (E.)    Watters,  N.  A. 

(Dept.  Surg.,  U.  Toronto,  Canada).   Canad  J  Surg  12(1):  124- 
128,  1969. 


1481 


PROLAPSE  OF  THE  RECTUM.    TREATMENT 
BY  THE  MOSCHCOWITZ-GRAHAM  OPERA 

TION.   (E.)    Palmer,  J.  A.  (Dept.  Surg.,  U.  Toronto,  Canada). 

Canad  J  Surg  ni.\y.n(>-n3,  1969. 


1482  THE  EFFECT  OF  A  NEW  MUSCULOTROPIC 
SUBSTANCE  (MEBEVERINE)  ON  IRRITABLE 

COLON     (E)    De  Groote,  J.  (St.  RaphaeL  Hosp.,  U.  Louvam, 
Belgium)  and  L.  Standaert.    T  Gastroent  ll(5):524-528,  1968. 

1483  PULL-THROUGH  PROCEDURE  -  WHAT,  WHEN, 
HOW,  WHY.    [PANEL  DISCUSSION]    (E.) 

Bacon,  H.  E.,  B.  M.  Black,  J.  W.  McElwain,  B.  A.  Portin  and 
J.  E.  Ray.   Dis  Colon  Rectum  12(2):77-95,  1969. 


1484  CARCINOMA  OF  THE  COLON.    (E.)    Muir,  E.  G. 
(King's  CoU.  Hosp.,  London,  England).  J  Roy  Coll 

SurgEdinb  14(2):83-88,  1969. 

1485  SPONTANEOUS  HAEMORRHAGE  FROM  THE 
MIDDLE  COLIC  ARTERY:    A  REPORT  OF  TWO 

CASES  AND  A  REVIEW  OF  THE  LITERATURE  ON  SPLANCH- 
NIC HEMORRHAGE.    (E.)    Taylor,  R.  S.  (London  Hosp., 
England).   J  Roy  Coll  Surg  Edinb  14(2):98-106,  1969. 

1486  INFLAMMATORY  COLON  STENOSES.    (E.) 
Dietz,  M.  W.  (Burke-Protestant  Hosp.,  Springfield, 

Mo.).  Missown  Med  66(l):38-40,  1969. 

1487  COLIC  ANGINA  AND  GANGRENE  OF  THE 
TRANSVERSE  COLON  IN  POLYCYTHEMIA 

VERA:    CASE  REPORT  AND  REVIEW  OF  LITERATURE. 

(E.j    de  Prophetis,  N.  (Crozer-Chester  Med.  Ctr.,  Chester,  Pa.) 
and  I.  T.  Khubchandani.   Dis  Colon  Rectum  12(2):  142-146, 
1969. 

1488  CONDYLOMA  ACUMINATUM  TREATED  WITH 
LIQUID  NITROGEN:    REPORT  OF  FIVE  CASES. 

(E.)    Nahr,  K.  S.  (Lahey  Clin.  Found.,  Boston,  Mass.),  S.  L. 
Moschella  and  N.  W.  Swinton  Sr.   Dis  Colon  Rectum  12(2):  125- 
128, 1969. 

1489  REPAIR  OF  ANORECTAL  VAGINAL  FISTULA 
UTILIZING  SEGMENTAL  ADVANCEMENT  OF 

THE  INTERNAL  SPHINCTER  MUSCLE.    (E.)    Belt,  R.  L.  Jr. 
(Glendale,  Calif.)  and  R.  L.  Belt.  Dis  Colon  Rectum  12(2): 
99-104,  1969. 

1490  CANCER  OF  THE  COLON  AND  RECTUM  - 
GENERAL  ASPECTS,  DIAGNOSIS,  TREAT- 
MENT, AND  PROGNOSIS:    A  REVIEW.   (E.)    Scudamore, 
H.  H.  (Mayo  Clin.,  Rochester,  Minn.).   Dis  Colon  Rectum 
12(2):105-114,  1969. 


see  also:    1070,1214,1234,1240,1252,1259,1263,1265,1349,1366,1367,1368 
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1491  IMMUNOLOGICAL  STUDIES  IN  ULCERATIVE 
COLITIS.    IV.   ORIGIN  OF  AUTOANTIBODIES. 

(E.)    Lagercrantz,  R.  (Wenner-Gren  Inst.  Exp.  BioL,  U. 
Stockholm,  Sweden),  S.  Hammaistrom,  P.  Perlmann  and  B.  E. 
Gustafsson.   J  Exp  Med  128(6):1339-1352,  1968. 

Passive  hemagglutination  tests  with  a  heat-stable  colon  extract 
from  germ-free  Swedish  inbred  rats  demonstrated  that  the  height 
and  incidence  of  elevated  anticolonic  antibody  titers  were  sig- 
nificantly increased  in  ulcerative  colitis  patients  as  compared 
to  healthy  age-  and  sex-matched  controls  or  to  patients  with 
amebic  hver  abscess  or  dysentery.    Sera  from  ulcerative  colitis 
patients  also  had  elevated  titers  and  increased  incidence  of 
antibodies  to  a  heat-stable  antigen  of  £■.  coli  014.    No  relation 
could  be  demonstrated  between  antibody  titers  to  E.  coli  014 
and  duration  and  severity  of  the  disease,  extent  of  colon  in- 
volvement, or  presence  of  extracolonic  manifestations.    The 
antibody  pattern  to  E.  coli  014  in  patients  with  amebic  dysen- 
tery, whose  colonic  lesions  were  comparable  in  severity  to  those 
of  ulcerative  colitis,  was  indistinguishable  from  that  of  the 
healthy  controls.    No  deviations  from  the  normal  antibody  pat- 
tern were  found  in  regard  to  Staphylococcus  aureus  S209, 
Clostridium  difficile,  sheep  red  cells  (Forsman  antigen),  or  other 
common  E.  coli  strains  (07,  075,  06).    Absorption  with  E.  coli 
014  antigen  inhibited  the  hemagglutination  reaction  between 
colon  sensitized  sheep  cells  and  sera  from  ulcerative  colitis  pa- 
tients in  1 3  of  44  cases,  but  no  inhibition  was  observed  with 
E.  coli  07  or  075.    Significant  inhibition  of  the  anti-^".  coli  014 
reaction  was  obtained  in  2  of  16  ulcerative  coUtis  sera.    Hemag- 
glutination inhibition  studies  demonstrated  that  the  antigen 
common  to  E.  coli  014  and  colon  is  related  to  the  heterogen- 
etic  common  antigen  of  the  Enterobacteriaceae.    These  findings 
support  the  possibiUty  of  autoimmunization  in  ulcerative  colitis 
arising  from  breakage  of  tolerance  by  cross-reacting  bacterial 
antigen.    However,  since  this  antigen  is  present  even  in  healthy 
persons,  additional  factors  must  account  for  the  occurrence  of 
elevated  autoantibodies  to  colon  in  ulcerative  colitis. 

1492  THE  GRANULOCYTIC  RESPONSE  IN  NON- 
SPECIFIC ULCERATIVE  COLITIS.   (E.j    Levine, 

M.  L.  (Bellevue  Hosp.,  New  York,  N.  Y.)  and  R.  L.  Engle  Jr. 
Amer  J  Dig  Dis  14(2):69-79,  1969. 

White  blood  counts  were  determined  in  134  of  165  patients 
(82  men  and  83  women,  75%  between  20  and  50  yr  old)  with 
active  ulcerative  colitis.    Five  patients  had  neutropenia;  1  of 
these  5  had  agranulocytosis.    The  majority  (72  of  134)  had  a 
moderate  leukocytosis  of  10,000-20,000  with  immature  ele- 
ments.   In  2  patients,  a  leukemoid  reaction  was  seen.    In  the 
patients  with  depressed  leukocyte  counts,  normal  marrow  pro- 
duction and  massive  rectal  loss  of  white  cells  were  noted.   The 
degree  of  polymorphonuclear  leukocytosis  was  positively  cor- 
related with  the  severity  of  anemia  and  the  extent  of  colonic 
involvement;  it  was  umelated  to  the  severity  of  the  fever  or 
diarrhea,  or  to  the  duration  of  the  illness.    Leukocytosis  and/or 
shift-to-the-left  was  often  associated  with  normal  or  increased 
eosinophil  and  lymphocyte  counts.   The  peripheral  leukocyte 
count  in  ulcerative  colitis  is  only  a  single  point  in  the  dynamic 
continuum  of  production  and  loss  of  leukocytes  into  the  colonic 
wall  and  lumen. 


1493  FURTHER  STUDIES  OF  IN  VITRO  CYTO- 
TOXICITY OF  LYMPHOCYTES  FROM  PA- 
TIENTS WITH  ULCERATIVE  AND  GRANULOMATOUS 
COLITIS  FOR  ALLOGENEIC  COLONIC  EPITHELIAL  CELLS 
INCLUDING  THE  EFFECTS  OF  COLECTOMY.    (E.J 
Shorter,  R.  G.  (Mayo  CUn.,  Rochester,  Minn.),  M.  Cardoza, 
R.  J.  Spencer  and  K.  A.  Huizenga.    Gastroenterology  56(2): 
304-309,  1969. 

Lymphocytes  from  the  peripheral  blood  of  patients  with  chron 
ulcerative  or  granulomatous  colitis  (15  males  and  12  females, 
16-17  yr  old,  including  2  with  regional  enteritis)  showed  c5^o- 
toxic  activity  for  allogeneic  colonic  epithelial  cells  after  4  hr 
incubation  at  37C  in  the  presence  of  complement.   The  mean 
survival  of  colonic  epithelial  cells  was  71.6  and  72.4%  of  the 
100,000  viable  cells  incubated  with  lymphocytes  from  ulcera- 
tive and  granulomatous  patients,  resp.   No  cytotoxic  activity 
was  demonstrated  (92.8%  survival)  for  lymphocytes  from  nor- 
mal subjects  (10  males  and  10  females,  23-47  yr  old)  or  pa- 
tients with  diseases  other  than  colitis  (8  males  and  18  females, 
20-79  yr  old,  with  diverticulitis,  appendicitis,  peptic  ulcer,  can- 
cer of  the  colon  or  stomach,  nonspecific  diarrhea,  scleroderma, ; 
Addisonian  anemia,  rheumatoid  arthritis,  systemic  lupus  ery- 
thematosus, idiopathic  steatorrhea,  hepatitis  or  biliary  cirrhosis) 
The  observed  cytotoxic  property  was  found  to  be  improved  2 
days  and  eliminated  10  days  after  colectomy  (4  cases),  or  hemi- 
colectomy (1  case).    No  cytotoxicity  for  gastric  or  ileal  epi- 
thelial cells  in  vitro  was  observed  with  lymphocytes  from  2 
patients  with  demonstrated  cj^oxicity  for  colonic  cells.  I 

1494  SERUM  ai-ACID  GLYCOPROTEIN  IN  CHRONIC 
ULCERATIVE  COLITIS.    (E.)    Bearing,  W.  H. 

(Mayo  Clin.,  Rochester,  Minn.),  W.  F.  McGuckin  and  L.  R. 
Elveback.    Gastroenterology  56(2): 295-303,  1969. 
Serum  a^-acid  glycoprotein  levels  were  studied  in  31  control 
subjects  and  in  130  patients  with  quiescent  (25  cases)  or  mildly 
(38  cases),  moderately  (34  cases)  and  severely  (33  cases)  active 
chronic  ulcerative  colitis  (without  associated  liver  disease).   Al- 
though the  mean  value  for  the  controls  (80.71  mg%)  differed 
significantly  from  those  for  patients  with  quiescent  (95.25  mg% 
and  mildly  active  (120.66  mg%)  ulcerative  colitis,  the  overlap 
in  the  distributions  was  large  (range  of  values  51-111,  60-124    | 
and  72-165  mg%,  resp.).    In  contrast,  there  was  excellent  dis^ 
crimination  of  the  moderately  (mean  value  =  203.76  mg%)  and 
severely  (387.00  mg%)  active  cases  from  the  control  or  quiescer 
groups  (with  no  overlap  in  values)  and  good  discrimination  be- 
tween the  moderately  and  severely  active  groups.    The  sedimen- 
tation rate  proved  to  be  a  poor  guide  to  the  degree  of  activity 
of  the  ulcerative  process  in  that  considerable  spread  and  exten- 
sive overlap  in  values  was  observed  among  the  groups.    One  yr 
after  colectomy,  proctectomy  or  ileostomy  for  chronic  ulcera- 
tive colitis,  serum  glycoprotein  values  declined  to  the  normal 
range  in  25  cases.    In  an  additional  17  patients  with  chronic 
ulcerative  coUtis  associated  with  liver  disease  (cholestasis  and 
chronic  hepatitis,  with  and  without  cirrhosis),  serum  values  also 
reflected  the  degree  of  activity  of  the  disease  in  the  colon  and 
rectum.    The  serum  a^-acid  glycoprotein  could  serve  as  an  in- 
dex of  activity  of  the  inflammatory  component  of  ulcerative 
colitis  and  might  be  useful  as  a  guide  to  the  efficacy  of  thera- 
peutic procedures  for  this  disease. 
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ULCERATIVE  COLITIS:    PSYCHIATRIC  AND 
PSYCHOLOGICAL  STUDY  OF  22  PATIENTS. 

(E.)   Wijsenbeek,  W.  (Tel  Aviv  U.  Med.  Sch.  ,  Israel),  B.  Maoz, 
I.  Nitzan  and  R.  Gill.   Psychiat  Neurol  N euro chir  7 1(5):  409- 
420,  1968. 

To  determine  whether  patients  with  ulcerative  colitis  have 
special  personality  structures  and  clearly  defined  mental  char- 
acteristics, 22  patients  with  this  disease  were  studied.    Atten- 
tion was  also  given  to  the  phenomenon  of  syndrome  shift 
(especially  the  alternation  from  bloody  stools  to  headaches). 
There  were  12  women  and  10  men,  15-57  yr  old;  aU  were  Jews: 
16  were  of  Western  origin,  6  of  Oriental  origin;  18  were  mar- 
ried, 3  were  childless,  and  4  were  bachelors  under  the  age  of 
25.    Most  of  the  patients  had  suffered  from  their  disease  for 
1-5  yr;  7  had  the  disease  less  than  1  yr  and  4  for  more  than 
5  yr.    No  specific  personality  structure  or  profile  could  be 
found;  however,  certain  character  traits  were  evident  in  more 
than  half  the  subjects:    verbal  aggression  under  the  facade  of 
quiet  and  inhibited  behavior  (19);  easily  hurt  (18);  rigidity  (14); 
tendency  to  depression  (17),  over-ambitious  (15);  impulsive 
outbursts  (13);  and  a  desire  to  appear  healthy  (16).    Their 
general  personality  tended  toward  coarctation  or  introversion. 
Various  forms  of  stress  or  conflict  were  found  to  be  precipita- 
ting factors  in  many  of  the  cases  (conflict  with  a  key-person). 
Types  of  syndrome  shifts  were  found  in  1 1  patients,  but  the 
reappearance  of  headaches  during  the  remission  phase  was 
found  in  only  1  case.   It  is  possible  that  these  findings  are  not 
specific  for  ulcerative  colitis  since  the  examination  of  patients 
long  after  the  onset  of  the  illness  yields  insufficient  and  un- 
provable information  as  to  the  original  mental  structure. 


1496  THE  ROLE  OF  PSYCHOSOMATIC  FACTORS 

IN  ULCERATIVE  COLITIS.    (Pol.)    Starzecka, 
B.  (Infect.  Dis.  Qin.,  Acad.  Med.  Krakow,  Poland)  and  B. 
Winid.   Folia  Med  Cracov  10(3):417-429,  1968. 

Observations  on  the  behavior  of  54  patients  (24  males  and  30 
females,  15-72  yr  old)  under  treatment  for  ulcerative  colitis 
revealed  a  consistent  tendency  toward  passive  obedience,  ego- 
centrism  and  infantile  dependence.    The  course  of  the  disease 
was  significantly  mOder  in  older  patients  (those  over  30)  and 
was  aggravated  by  stress  or  excessive  responsibility  (executive 
positions  in  large  industries).    Among  30  of  these  patients  (14 
men  and  16  women,  all  under  60)  subjected  to  a  thorough 
psychiatric  examination,  only  3  could  be  classed  as  normal; 
diagnoses  in  the  other  27  included  infantile  personality  (12 
cases),  hysteria  (8  cases),  phobia  (5  cases)  and  habitual  alco- 
holism (2  cases).    The  onset  and  relapses  of  the  disease  were 
often  associated  with  mental  and  physical  stress.    It  is  con- 
cluded that  a  psychiatric  examination  is  often  advisable  in  pa- 
tients with  ulcerative  colitis,  and  that  mental  factors  should 
be  taken  into  consideration  in  their  therapeutic  management. 


Ulcerative  Colitis 

1497  THE  SURGICAL  TREATMENT  OF  ULCERA- 

TIVE COLITIS.  (Fr.j  Loygue,  U.  (Rothschild 
Hosp.,  Paris,  France),  M.  Malafosse  and  H.  Ingea.  Actualites 
Hepatogastroent  Hotel  Dieu  4(5):A262-A274,  1968. 

Operations  were  performed  on  102  patients  (59  women  and 
43  men,  aged  13-70  yr)  with  ulcerative  colitis.    Only  8  had 
histories  dating  back  10  yr  or  more.    Four  of  37  patients  v«th 
prolonged  or  chronic  subacute  forms  had  cancer  of  the  colon. 
In  16  cases  the  radiological  findings  indicated  partial  colonic 
involvement,  but  the  entire  colon  was  found  to  be  affected  at 
surgery.    Initial  operations  consisted  of  9  total  colo proctecto- 
mies, 72  total  or  subtotal  coloproctectomies  combined 
with  other  procedures  (ileostomy  or  ileorectal  anastomosis), 

9  partial  coloproctectomies,  4  sigmoidorectal  amputations, 
and  8  ileostomies  or  colostomies.    Reoperations  had  to  be 
performed  in  57  cases.    There  were  14  operative  deaths  (12 
after  the  1st  operation  and  2  after  the  2nd).    Only  3  patients 
died  of  abdominal  complications  (2  of  peritonitis  and  1  of  a 
hemorrhage)  and  1  died  of  septicemia.    The  mortality  was  high- 
est among  patients  who  were  50-60  yr  old  (40%).    Six  of  the 
14  patients  who  died  had  been  given  corticosteroid  therapy 

for  6-24  months  before  surgery.  Nonfatal  complications  oc- 
curred frequently  and  included  21  parietal  complications,  15 
intraabdominal  complications,  11  rectocolonic  hemorrhages, 

10  thromboembolisms,  6  respiratory  complications,  and  7  mis- 
cellaneous complications.   Two  long-term  deaths  occuned  in 
patients  with  rectocolonic  cancer. 

1498  SPA  TREATMENT  OF  PATIENTS  WITH  NON- 
SPECIFIC ULCERATIVE  COLITIS.    (Rus.) 

Saakian,  A.  G.  (Piatigorsk  Inst.  Hlth.  Resorts  &  Physiother., 
USSR).    TerArkh  40(10):  102-105,  1968. 

1499  THE  LYMPHOCYTE  AND  ULCERATIVE 
COUTIS.    (E.)    Watson,  D.  W.  (U.  Michigan  Med. 

Ctr.,  Ann  Arbor).    Gastroenterology  56(2):  385-386,  1969. 

1500  A  SYNDROME  RESEMBLING  RELAPSING 
POLYCHONDRITIS  IN  A  PATIENT  WITH 

ULCERATIVE  COLITIS.    (E.)    Rosen,  S.  W.  (Natl.  Inst.  Arthr. 
Metab.  Dis.,  NIH,  Bethesda,  Md.),  M.  R.  MacKenzie,  P.  J. 
Cohen,  S.  Friedlander,  W.  Medart  and  J.  B.  Reardan. 
Gastroenterology  56(2): 323-330,  1969. 

1501  NONSPECIFIC  ULCERATIVE  COLITIS  IN 
COSTA  RICA.    (E.)    Miranda,  M.  (San  Juan  de 

Dios  Hosp.,  San  Jose,  Costa  Rica),  J.  Salas,  R.  A.  Umana,  G. 
Jimenez  and  A.  Acosta.    Gastroenterology  56(2):  310-316,  1969. 

1502  HEMORRHAGIC  RECTOCOLITIS  AND  EXO- 
GENOUS ALLERGIC  FACTORS.    (Fr.j    Gauthier, 

A.  (La  Timone  Hosp.,  Marseille,  France)  and  J.  Sahel.  Rev 
Med  Toulouse  5(1):  35-41,  1969. 
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1503  CANCER  OF  THE  PANCREAS.    (E.j    Richard, 

L.  Jr.,  (Louisiana  State  U.  Sch.  Med.,  New  Orleans) 
and  I.  Cohn  Jr.  Amer  Surg  35(2):95-103,  1969. 

In  a  series  of  289  patients  (1-94  yr  old  with  a  male  to  female 
ratio  of  1.8:1)  histologically  proven  malignant  tumors  of  the 
pancreas  seen  during  the  period  1943-1964,  with  symptoms, 
physical  findings  and  laboratory  data  were  analyzed  in  relation 
to  the  location  of  the  tumor  and  the  course  of  the  iUness.   The 
most  common  initial  and  admitting  symptoms  for  tumors  in 
each  of  the  4  anatomic  sites  of  the  pancreas  (head,  tail,  body, 
diffuse)  were  pain  (174  cases)  and  weight  loss  (229  cases),  resp. 
Jaundice  occurred  earlier  in  carcinoma  of  the  head  than  in  other 
locations;  anorexia  was  relatively  less  common  in  carcinoma  of 
the  head  than  in  the  other  3  sites.    The  most  commonly  ob- 
served abnormal  physical  findings  were  hepatomegaly  (158  cases) 
and  abdominal  tenderness  (114).    Jaundice  was  more  frequent 
in  the  head  (113  cases)  than  in  the  body  (16  cases),  tail  (7  cases) 
or  diffuse  (5  cases).   The  gallbladder  generally  became  palpable 
in  the  course  of  the  disease.    Roentgenographic  and  laboratory 
examinations  were  helpful  in  the  over-all  evaluation  of  patients, 
but  did  not  aid  in  diagnosis  of  pancreatic  cancer.    Thirty  to 
fifty  percent  of  patients  with  pancreatic  carcinoma  in  any  loca- 
tion showed  some  X-ray  abnormality  of  the  stomach  and/or 
duodenum.   Glycosuria  was  present  in  8%  of  patients,  and  ele- 
vated blood  glucose  levels  occurred  in  14%.    Serum  bilirubin  was 
elevated  in  92  and  48-58%  of  those  tested  with  cancer  of  the 
head  and  cancer  of  other  locations,  resp.    A  correct  diagnosis 
was  made  before  surgery  or  atuopsy  in  72%  of  cases  involving 
the  head,  40%  of  carcinomas  of  the  tail  and  35%  of  patients 
with  diffuse  carcinoma  or  carcinoma  of  the  body.    For  all  4 
anatomic  sites,  the  regional  nodes  and  liver  were  the  most  com- 
mon sites  of  metastasis.   Adrenals  and  spleen  were  involved  more 
frequently  than  is  usually  considered  (59  cases).    Forty-five 
radical  pancreaticoduodenectomies  were  performed  among  207 
operations;  5  survived  more  than  3  yr  and  2  more  than  10  yr. 
Other  diseases  were  associated  with  pancreatic  carcinoma  in 
23%  of  the  cases:    cholelithiasis  in  25,  choledocholithiasis  in  4, 
chronic  pancreatitis  in  5  and  thrombophlebitis  in  9  patients. 
This  study  did  not  reveal  any  distinctive  criteria  which  could  be 
used  to  distinguish  among  the  4  anatomic  types  of  pancreatic 
carcinoma. 

1504  EXPERIMENTAL  ALLOTRANSPLANTATION 
OF  THE  PRESERVED  PANCREAS  AND  DUO- 
DENUM.  (E.)    Idezuki,  Y.  (U.  Minnesota  Med.  Sch.,  Minneapolis), 
F.  C.  Goetz  and  R.  C.  Lillehei.   Surgery  65(3):485-493,  1969. 

Intraabdominal  heterotopic  pancreaticoduodenal  (P-D  allotrans- 
plantation was  performed  in  29  pancreatectomized  dogs  using 
P-D  grafts  preserved  in  vitro  at  2-4C  and  4  atmospheres  abso- 
lute of  pure  oxygen  (ATA)  for  periods  up  to  48  hr.    Immuno- 
suppressive measures,  including  azaihiopurine,  steroids,  and  anti- 
lymphocytic  serum,  were  used  to  prevent  rejection.    Sixteen  of 
the  18  pafts  preserved  for  up  to  22  hr  functioned  after  allotrans- 
plantation in  the  recipient;  11  of  these  grafts  sustained  the  re- 
cipient's life  for  more  than  10  days,  the  longest  survival  being 
169  days.    Five  of  the  9  23-24  hr  grafts  also  functioned  after 
transfer  to  the  recipient,  with  2  of  the  recipients  surviving  for 
17  and  24  days,  resp.    All  attempts  to  transplant  48-hr  pre- 
served grafts  were  failures.    The  endocrine  function  of  the  P-D 


grafts,  assessed  by  fasting  blood  glucose,  circulating  plasma  in- 
sulin, and  glucose  tolerance  tests,  showed  that  varying  degrees 
of  ischemic  damage  occurred  during  the  preservation  period  bui 
was  reversible  with  preservation  periods  of  24  hr  or  less.    It 
is  concluded  that  canine  P-D  grafts  can  be  preserved  in  viable 
form  for  up  to  24  hr  by  the  use  of  hypothermia  and  hyperbari,^ 
and  can  sustain  the  life  of  the  pancreatectomized  dog. 


1505  ACCESSORY  PANCREAS:   REPORT  OF 

FOUR  CASES.    (Pol.)    Pichurski,  R.  (Distr. 
Hosp.,  Opole,  Poland),  K.  Kirylowicz  and  J.  Hause.   Pol  Przegl" 
Chir  41(l):74-76,  1969. 

Brief  case  reports  are  presented  for  4  patients  (males,  31-60  yr 
old)  who  were  subjected  to  surgery  for  gastro duodenal  ulcers 
and  found  at  laparotomy  to  have  an  accessory  pancreas.    The 
pancreatic  tissue  was  in  the  form  of  a  small  nodule  in  the  wall 
of  the  duodenum,  jejunum  or  pylorus.   Its  removal  was  followf 
by  complete  alleviation  of  symptoms  in  all  4  cases.    Based  on 
this  experience,  it  is  pointed  out  that  an  accessory  pancreas 
may  be  the  site  of  a  neoplasm,  bleeding,  necrosis  or  an  inflam- 
matory lesion,  or  the  cause  of  gastrointestinal  obstruction,  intu 
susception,  obstructive  jaundice,  or  sudden  pain  due  to  reflex 
spasm  of  the  gastric  mucosa  or  intestinal  wall. 


1506  PANCREATIC  PSEUDOCYSTS:    ANALYSIS 

OF  41  CASES  AND  THERAPEUTIC  DEDUC- 
TIONS.  (Fr.j   Adloff,  M.  (U.  Hosp.  Or.,  Strasbourg,  France), 
J.  J.  Kohler  and  P.  Wong.   Ann  Chir  22(23/24):  1357-1367,       L 
1968.  I 

Among  41  patients  (34  males  and  7  females,  8-71  yr  old  but    H 
most  between  30  and  50)  treated  for  pancreatic  pseudocysts 
during  a  10-yr  period,  18  had  acute  pancreatitis,  17  had  chroni' 
pancreatitis,  and  3  children  developed  pseudocysts  after  ab- 
dominal trauma;  in  the  other  3  cases  the  etiology  was  unknowr 
The  volume  of  the  pseudocysts  varied  from  0.5  to  3.5  liters, 
and  29  were  located  in  the  body  of  the  pancreas.    Symptoms 
included  pain  in  36  cases,  anorexia  in  20,  and  a  palpable  mass  i 
in  28.    Treatment  was  by  internal  drainage  (cystogastrostomy,  ' 
cystoduodenostomy  or  cystojejunostomy)  in  29  cases,  external 
drainage  in  7,  and  excision  in  3,  while  in  2  cases  there  was 
spontaneous  evacuation.    All  but  4  patients  who  developed 
complications  responded  favorably  to  surgical  treatment.    It 
is  concluded  that  internal  drainage,  which  should  be  generous 
and  must  be  downward,  is  the  procedure  of  choice  in  these 
cases.    External  drainage  should  be  undertaken  only  when  the 
walls  of  the  pseudocyst  do  not  permit  a  safe  anastomosis  and  ' 
when  the  general  condition  of  the  patient  demands  immediate 
surgery.    Excision  should  be  avoided  whenever  possible  and 
is  useful  only  in  the  case  of  pseudocysts  in  the  tail  of  the  pan- 
creas. 


1507  ENDOCRINE  FUNCTION  OF  PANCREATIC 

HOMOTRANSPLANTS  IN  DOGS:    THE  EFFECl 
OF  IMMUNOSUPPRESSIVE  THERAPY.    (E.)    Huguet,  C. 
(St.  Antoine  Hosp.,  U.  Paris,  France),  P.  Daloze,  L.  Orcel 
and  K.  E.  Sussman.   Arch  Surg  98(3):  375-380,  1969. 
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increatic  homotransplants  were  performed  in  pancreatecto- 
ized  dogs  divided  into  3  groups:    1)  heterotopic  partial  pan- 
eatic  homotransplants  in  8  dogs  without  immunosuppressive 
lerapy,  2)  partial  homotransplants  in  12  dogs  receiving  im- 
uno suppressive  therapy  and  3)  orthotopic  total  duodeno- 
mcreatic  homotransplants  in  9  dogs  receiving  immunosuppres- 
re  therapy.    Functional  evaluation  was  based  on  blood  glu- 
)se  and  plasma  insulin  levels  (fasting  values  and  stimulatory 
sts).   The  transplants  were  able  to  achieve  normal  blood  glu- 
)se  levels  for  periods  up  to  42  days.    The  early  endocrine 
inction,  before  the  onset  of  rejection,  was  normal  in  both 
irtial  and  total  transplants.    The  progressive  deterioration  of 
idocrine  function  as  detected  by  tolbutamide  stimulation  was 
>und  to  be  an  earlier  sign  of  rejection  than  the  change  in  fast- 
ig  blood  glucose  or  plasma  insulin  levels.    Immunosuppressive 
lerapy  consisting  of  antilymphocyte  globuUn,  azathioprine, 
id  steroids  produced  only  limited  survivals,  averaging  19.2 
ays  in  the  partial  homotransplants.    Because  of  the  frequency 
f  ulcerative  duodenitis,  duodenopancreatic  transplantation 
oes  not  appear  to  be  the  optimal  procedure  for  studying  pan- 
reatic  rejection. 

508  IMPAIRMENT  OF  GROWTH  AND  PANCREATIC 

HYPERTROPHY  IN  RATS  FED  TRYPSIN 
VHIBITOR  FROM  RAW  PEANUTS.    (E.j    Kwaan,  H.  C.  (VA 
Les.  Hosp.,  Chicago,  111.),  P.  Kok  and  T.  Astrup.   Experientia 
4(11):1125-1126,  1968. 
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STENOSIS  OF  THE  HEPATIC  ARTERY  WITH 
A  LATE-DEVELOPING  ABDOMINAL  MURMUR 

IS  SYMPTOMS  OF  PANCREATIC  CANCER.    (Fr.)    Linquette, 

A.  (Med.  Clin.  East,  Lille,  France),  G.  Lagache,  G.  Luez,  C. 

;Hermine,  M.  Vankemmel  and  J.  C.  Fourlinnie.    Lille  Med 

3(8):880-883,  1968. 


1510  SUCCESSFUL  TWENTY-FOUR  HOUR  PRESER- 

VATION OF  PANCREATICODUODENAL  ALLO- 
GRAFT WITH  HYPOTHERMIA  AND  HYPERBARIC  OXY- 
GEN.   (E.)    Idezuki,  Y.  (U.  Minnesota  Med.  Sch.,  MinneapoUs), 
R.  H.  Dietzman,  J.  A.  Feemster,  R.  A.  Ersek  and  R.  C. 
Lillehei.   Surg  Forum  19:221-222,  1968. 


1511  AN  ADDITIONAL  CASE  OF  ANNULAR 
PANCREAS  WITH  A  REVIEW  OF  THE  31 

CASES  REPORTED  IN  JAPAN.    (E.j    Komi,  N.  (Tokyo  Med. 
Dent.  U.,  Japan),  I.  Yamaoka,  Y.  Sato  and  K.  Toyama.    Bull 
Tokyo  Med  Dent  Univ  15(2):91-98,  1968. 

1512  CLINICAL  PICTURE  OF  THE  ABERRANT 
PANCREAS.    [CASE  REPORT  ]    (E.j    Krohl,  R. 

(1st  Dept.  Med.,  U.  Frankfurt,  Germany)  and  H.  Kasperat. 
German  Med  Monthly  13(12):585-586,  1968. 

1513  ISOLATED  TRAUMATIC  RUPTURE  OF  THE 
PANCREAS.    (Pol.j    Pardela,  M.  (1st  Surg.  Clin., 

SUesian  Acad.  Med.,  Zabrze,  Poland),  J.  Zys  and  I.  Wojakowski. 
Pol  Tyg  Lek  23(45):  1734-1735,  1968. 

1514  CUSHING'S  SYNDROME  ASSOCIATED  WITH 
CARCINOMA  OF  PANCREAS.    [CASE  REPORT] 

(E.j    Khan,  A.  (Ruchill  Hosp.,  Glasgow,  Scotland).   Postgrad 
Medy44(518):925-926,  1968. 

1515  CYSTADENOMA  OF  THE  UNCINATE  PROCESS 
OF  THE  PANCREAS.    [CASE  REPORT]    (E.j 

Rustomjee,  P.  F.  (Gen.  Hosp.,  Galle,  Ceylon).    Ceylon  Med  J 
13(2):95-97,  1968. 


See  also:    1220,1229,1233,1241,1257,1469 
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1516  ON  ETIOLOGY  AND  PATHOPHYSIOLOGY 

OF  ACUTE  PANCREATITIS,  WITH  SPECIAL 
REFERENCE  TO  PARTICIPATION  OF  PHOSPHOLIPASE  A. 

(E.j    Hatao,  M.  (Med.  Sch.,  Kyoto  U.,  Japan).  Arch  Jap  Chir 
38(1):76-106,  1969. 

The  activity  and  characteristics  of  phospholipase  A,  an  enzyme 
found  in  high  concentrations  in  the  pancreas,  was  studied  in 
dogs  with  experimental  acute  pancreatitis.    The  phosphoUpase 
A  activity  of  the  pancreas  was  high  even  in  the  normal  dog, 
and  increased  during  acute  pancreatitis  in  the  pancreas,  liver, 
portal  blood,  peripheral  blood  and  peritoneal  fluid.    A  correla- 
tion was  observed  between  early  death  of  the  animals  and  early 
rises  in  phosphohpase  A  activity  in  the  liver  and  portal  blood. 
Infusions  of  phosphoUpase  A  into  the  portal  or  femoral  vein 
caused  transient  systemic  hypotension  with  death  occurring 
after  20  hr  in  the  former  and  survival  in  the  latter  group. 
Marked  changes  in  the  liver  were  noted  in  the  autopsied  dogs. 
Infusion  into  the  retroperitoneal  space  resuUed  in  the  death 
of  2  of  3  dogs  within  20  hr;  only  mild  histological  changes  were 
noted  in  the  pancreas  and  liver.    It  is  concluded  that  phospho- 
lipase A  is  at  least  as  important  as  trypsin  in  the  pathophysiology 
of  acute  pancreatitis,  with  a  high  rate  of  mortality  once  the 
enzyme  emigrates  from  the  pancreas  into  the  portal  circulation, 
or  once  infiltration  into  the  retroperitoneal  space  occurs. 

I5I7  HYPERPARATHYROIDISM  ASSOCIATED 

WITH  CHRONIC  PANCREATITIS  IN  A  FAMILY. 

(E.)    Carey,  M.  C.  (Dept.  Med.  Ther.,  U.  Coll.,  Dublin,  Ireland) 
and  O.  Fitzgerald.    Gut  9(6):700-703,  1968. 

A  5-generation  family  with  hereditary  hyperparathyroidism  and 
relapsing  chronic  pancreatitis  is  reported.    Four  female  siblings 
(46-54  yr  old)  were  found  to  have  serum  calcium  levels  of 
11.0  mg%  or  more;  chronic  pancreatitis  was  definitely  present 
in  3  of  these  sisters  and  suspected  in  the  other.    Pancreatitis 
was  also  suspected  in  an  alcohoUc  brother  who  had  normal 
serum  calcium,  in  the  mother  and  maternal  grandmother  (neither 
of  whom  were  examined),  and  in  3  of  the  6  children  of  2  of 
the  sisters  with  definite  pancreatitis.    There  was  no  pancreatitis 
in  the  children  or  grandchildren  of  the  sister  with  suspected 
panaeatitis,  and  another  brother  and  2  sisters  were  either  nor- 
mal or  died  without  having  been  examined.    Significant  lysine- 
cystine  aminoaciduria  was  observed  in  all  4  sisters;  this  may 
have  been  related  to  hypercalcemic  renal  damage  as  indicated 
by  impaired  glomerular  filtration  rate  (2  cases),  or  could  repre- 
sent the  independent  coexistence  of  an  incompletely  recessive 
form  of  lysine-cystinuria.    Neck  exploration  revealed  a  para- 
thyroid adenoma  in  1  patient  and  normal  parathyroids  in  an- 
other; parathyroidectomy  and  subtotal  resection,  resp.  caused 
a  dramatic  fall  in  serum  calcium  levels.    The  remaining  2  sisters 
refused  further  study  or  surgery.   Goiter  was  found  in  1  of  these 
patients;  among  other  family  members  goiter  developed  in  2 
and  hyperthyroidism  in  1,  suggesting  the  possibility  of  heredi- 
tary endocrine  adenomatosis  in  this  family  as  well.    No  evidence 
of  severe  pancreatic  endocrine  or  exocrine  insufficiency  or 
pancreatic  calcification  was  found  in  this  series  of  patients. 

1518  REASONS  FOR  THE  FORMATION  OF  A 

PERITONEAL  EXUDATE  DURING  PAN- 
CREATITIS.   (Rus.)    Kochnev,  O.  S.   (Kazan  Med.  Inst.,  USSR). 
Pat  Fiziol  Eksp  Ter  12(6):65-66,  1968. 


1519  NONDIGESTIVE  SYMPTOMS  OF  PANCREATI- 
TIS.   (Fr.)    Leymarios,  J.    Concours  Med  90(47): 

7921-7934,  1968. 

1520  PANCREATIC  DENERVATION  BY  THE 
METHOD  OF  YOSHIOKA  AND  WAKABAYASHI 

IN  THE  THERAPY  OF  CHRONIC  AND  RECURRENT  PAN- 
CREATITIS.   (It.)    Serra,  P.    Chir  Gastroent  2(4):482-491, 
1968. 

1521  ACUTE  PANCREATITIS  COMPLICATING 
ABDOMINAL  SURGERY.    (Pol.)    Panecka,  A. 

(Acad.  Med.,  Lublin,  Poland),  M.  Litwin  and  A.  Pozarowski. 
PolPrzegl  Chir  50(1):  39-44,  1969. 

1522  THE  TRANSUMBILICAL  INJECTION  OF 
TRASYLOL  IN  THE  COMPLEX  TREATMENT 

OF  ACUTE  DESTRUCTIVE  PANCREATITIS.    (Rus.) 
Volobuiev,  N.  N.  (Crimean  Med.  Inst.,  Simferopol,  USSR), 
N.  G.  Nazarevskii  and  V.  D.  Sidorenko.   Sovet  Med  31(12): 
30-33,  1968. 


1523  TREATMENT  OF  ACUTE  PANCREATITIS. 

(Ger.)    Kasper,  H.  (Med.  Clin.,  Justus  Liebig  U., 
Giessen,  Germany)  and  K.  Schultis.   Med  Welt  20(8): 425-427, 
1969. 

1524  THE  USE  OF  THE  MONOAMINOXIDASE 
INHIBITOR  VETRAZINE  IN  THE  TREATMENI 

OF  ACUTE  PANCREATITIS.    (Rus.)    Akzhigitov,  G.  N.  (1st 
Moscow  Med.  Inst.,  USSR).    Ter  Arkh  40(10):  82-84,  1968. 

1525  THE  STUDY  OF  ANTIPANCREATIC  ANTI- 
BODIES BY  THE  METHOD  OF  ANTIGLOBUUf 

FIXATION  IN  ACUTE  AND  CHRONIC  PANCREATITIS. 

(Rus.)    Bugrimov,  V.  G.  (S.  M.  Kirov  Acad.  Milit.  Med., 
Leningrad,  USSR).    Ter  Arkh  40(10): 85-87,  1968. 

1526  THE  TITER  OF  FREE  AND  BOUND  BLOOD 
INSULIN  IN  VARIOUS  FORMS  OF  CHRONIC 

PANCREATITIS.    (Rus.)    Rafal'skii,  la.  D.  (Leningrad  Inst. 
Sanit.  Hyg.  Med.,  USSR).    Ter  Arkh  40(10):87-90,  1968. 

1527  PANCREATITIS-A  COMPLICATED  CASE 
WITH  FATAL  OUTCOME.   (E.)    Williamson, 

R.  C.  N.  (St.  Bartholomew's  Hosp.,  London,  England).    St 
Bartholomew  Hosp  J  73(2):61-66,  1969. 

1528  ALCOHOL,  PANCREATIC  SECRETION,  AND 
PANCREATITIS.    (E.)    Kalant,  H.  (Dept. 

Pharmacol.  U.  Toronto,  Canada).    Gastroenterology  56(2):  380 
384,  1969. 

1529  BIOPHYSICAL  CHARACTERISTICS  OF  LUNG 
IN  ACUTE  PANCREATITIS.    (E.)    Bolooki,  H. 

(U.  Miami  Sch.  Med.,  Fla.),  K.  Mobin-Uddin,  C.  R.  Lombardo 
J.  R.  Jude  and  M.  E.  Smith.   Surg  Forum  19:371-373,  1968. 


"sms: 


'ANCREAS 


1530 


191 


EFFECT  OF  SYMPATHECTOMY  ON  HEMOR- 
RHAGIC PANCREATITIS  AND  ITS  HEMO- 
DYNAMIC CHANGES.    (E.)    WilUams,  L.  F.  Jr.  (Boston  City 
Hosp.,  Mass.),  C.  J.  Ashworth,  E.  H.  Healey  and  J.  J.  Byrne. 
Surg  Forum  19:366-368,  1968. 


1531 


ACUTE  EDEMATOUS  PANCREATITIS: 
METABOLIC  AND  HEMODYNAMIC  STUDIES. 


Pancreatitis 

(E.)    Hermreck,  A.  S.  (U.  Kansas  Sch.  Med.,  Kansas  City), 
E.  I.  Smith  and  A.  P.  Thai.   Surg  Forum  19:368-370,  1968. 


1532  PANCREATIC  NECROSIS.    (Fr.)    MaUlet,  P. 

and  P.  Berard.   Mem  Acad  Chir  (Paris)  94(27/28): 
823-828,  1968. 


See  also:    1112 
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1533  EXPERIMENTAL  CHOLANGITIS  AND  CHOLE- 

LITHIASIS.   (E.)    Chou,  S.  T.  (Dept.  Path.,  U. 
Hong  Kong)  and  J.  B.  Gibson.  Brit  J  Exp  Path  49(6): 565-573, 
1968. 

Cholangitis  was  produced  in  Wistar  rats  and  rabbits  by  ligation 
of  the  common  bile  duct,  without  severance,  and  inoculation 
of  E.  coli  (1.5  X  106  organisms  in  0.1  ml  suspension/0.1-1.0  kg 
body  weight)  into  the  portal  circulation.    Suppuration  of  portal 
tracts  and  cholangitis  were  demonstrated  as  early  as  24  hr  after 
surgery  in  the  rabbits,  and  all  animals  died  early  (within  3  days). 
In  rats,  exudative  cholangitis  occurred  within  4  days;  portal 
tract  suppuration  was  not  observed,  but  intrasinusoidal  infil- 
tration of  polymorphs  and  proliferation  of  Kupffer  cells  pre- 
ceded the  appearance  of  cholangitis.    Two  months  later,  all 
rats  showed  recanalization  of  the  common  bile  duct.    The 
lesions  which  developed  in  both  rats  and  rabbits  resembled 
human  recurrent  pyogenic  cholangitis,  but  the  course  of  the 
condition  was  relatively  static  in  rats:    portal  tracts  were  less 
deranged  than  in  human  cholangitis  and  recurrent  abscesses 
or  fibrous  collars  around  the  bile  ducts  did  not  occur  in  rats 
during  6  months  of  observation.    These  findings  support  the 
view  that  recurrent  pyogenic  cholangitis  in  man  results  from 
portal  bacteremia  and  is  not  an  ascending  infection.    Earthy 
stones  resembling  the  intrahepatic  stones  in  human  cholangitis 
were  found  consistently  in  the  commone  bOe  ducts  of  rats  in 
the  later  stages  of  the  experiments  (after  3  months).    Stones 
did  not  form  in  control  animals  subjected  to  either  biliary  ob- 
struction or  injection  of  E.  coli  into  the  portal  circulation  alone, 
indicating  that  both  obstruction  and  infection  are  required  for 
stone  formation.    It  is  postulated  that  in  the  presence  of  ob- 
struction, the  failure  to  eliminate  bacteria  through  the  bile 
duct  damages  the  epithelium  sufficiently  to  cause  stone  forma- 
tion. 

1534  CLINICAL  AND  MORPHOLOGICAL  COM- 

PARISONS OF  DRUG-INDUCED  TOXICO- 
ALLERGIC AND  EPIDEMIC  HEPATITIS.    (Rus.)    Semendiaieva, 
M.  le.  (64th  Munic.  Qin.  Hosp.,  Moscow,  USSR),  L.  B. 
Rozanova,  G.  B.  Lapkina  and  B.  K.  Bezprozvannyi.   Sovet  Med 
31(12):9-16,  1968. 

Among  a  large  number  of  patients  under  treatment  for  "viral 
hepatitis,"  123  were  selected  for  special  study  because  of  a 
history  of  receiving  possibly  hepatotoxic  drugs;  these  included 
56  who  had  been  given  p-aminosalicylic  acid  or  other  anti- 
tubercular  drugs,  31  treated  with  chlorpromazine  or  other 
phenothiazines,  14  who  had  received  various  antibiotics,  7  who 
had  been  given  anabolic  steroids,  and  8  who  had  received  py- 
razolone derivatives.    A  comparison  of  the  clinical  and  labora- 
tory findings  in  these  patients  with  those  in  viral  hepatitis  re- 
vealed that  the  duration  of  both  the  preicteric  and  icteric  periods 
as  well  as  the  degree  of  hyperbilirubinemia  and  the  elevation 
of  SGOT  and  aldolase  levels  were  significantly  greater  in  viral 
hepatitis,  while  the  severity  of  allergic  symptoms  and  the  in- 
crease in  alkaline  phosphatase  were  significantly  greater  in  drug- 
induced  hepatitis.    Polarographic  determinations  of  urinary 
fructose  excretion  were  also  found  to  be  of  value  for  differen- 
tial diagnosis,  since  urinary  fructose  is  increased  in  viral  hepa- 
titis.   Liver  biopsy  studies  revealed  3  stages  in  the  development 
of  toxic  hepatitis:    from  disturbances  of  a  general  nature  affect- 
ing first  only  the  liver  cell  nuclei  and  later  the  entire  cell,  through 


hepatitis-like  immune  reactions,  with  or  without  parenchymal 
involvement  and  with  the  eventual  development  of  centrilobular 
cholestasis,  to  the  final  stage  of  cholangiolitic  hepatitis.    The 
differential  diagnosis  of  viral  and  drug-induced  hepatitis  is  par- 
ticularly difficult  in  the  2nd  stage,  especially  since  the  different 
drugs  may  have  different  metabolic  effects.    In  general,  however, 
parenchymal  infiltration  is  less  marked  and  less  widespread  and 
the  dystrophic  changes  are  more  uniform  in  the  drug-induced 
type;  furthermore,  toxic  hepatitis  is  characterized  by  dilatation 
of  elements  of  the  Golgi  apparatus  and  accumulation  of  bile 
with  the  formation  of  myelin-hke  structure.    These  differences 
are  ascribed  to  the  fact  that  the  hepatic  dystrophy  in  viral  hepa- 
titis and  toxic  hepatitis  depends  on  disruption  of  protein  syn- 
thesis and  energy  metabolism,  resp.    Another  valuable  diagnostic 
technique  was  found  to  be  immunofluorescence  of  liver  smears, 
since  intense  fluorescence  of  the  hepatocellular  and  mesenchy- 
mal cytoplasm  was  noted  only  in  the  presence  of  immunologi- 
cally-active  drug-induced  hepatitis.    However,  since  some  speci- 
mens also  showed  fluorescence  with  7-globulin,  which  is  con- 
sidered to  be  specific  for  viral  hepatitis,  it  is  clear  that  mixed 
forms  also  exist.   The  possibility  remains  that  the  principal  ef- 
fect of  any  hepatotoxic  drug  may  be  to  activate  a  latent  form 
of  viral  hepatitis. 

1535  THE  SIGNIFICANCE  OF  AUTOIMMUNITY 

FOR  THE  DEVELOPMENT  OF  CHRONIC 
HEPATOBILIARY  LESIONS.    (E.)    Horejsi,  J.  (Inst.  Hematol., 
Prague,  Czechoslovakia),  Z.  Jezkova,  M.  liznicka,  Z.  Vahala 
and  V.  ^vorcova.    T  Gastroent  11(5):501-511,  1968. 

Using  the  complement  consumption  test,  antibodies  against 
liver  tissue  were  detected  in  8%  of  control  subjects  without 
signs  of  hepatic  disease,  in  1%  of  healthy  blood  donors,  and  in 
60%  of  patients  with  acute  infectious  hepatitis.    Positive  re- 
sults were  found  more  often  in  jaundiced  (58%)  than  in  non- 
jaundiced  (13%)  cases.   The  incidence  of  positive  reactions  de- 
creased rapidly  during  the  course  of  recovery  (24%  within  2-6 
yr  and  15%  after  more  than  6  yr).   When  the  presence  of  auto- 
antibodies was  assayed  in  another  series  of  recovered  patients 
using  a  complex  of  several  antigens  (aqueous  extracts  from  liver, 
bile  ducts,  gallbladder  and  components  of  bile),  positive  results 
occurred  in  66%  of  patients  with  positive  laboratory  findings 
and  negative  clinical  history,  and  in  30%  of  cases  with  normal 
clinical  and  biochemical  findings.    In  cholelithiasis  associated 
with  chronic  cholecystitis,  but  with  no  history  of  previous  viral 
hepatitis  and  with  negative  liver  function  tests,  positive  results 
were  obtained  with  the  panel  of  antigens  in  59%.    Immuno- 
fluorescent  reactions  in  the  liver  parenchyma  were  positive  in 
88%  of  cases  with  IgG  antisera,  44%  with  IgA  antisera,  and 
55%  with  IgM  antisera.    Immunoelectrophoresis  detected  eleva- 
tion of  serum  IgG,  IgA  and  IgM  in  35,  47  and  12%  of  cases, 
resp.   These  observations  suggest  the  formation  of  antigen  (rep- 
resented by  degiadation  products  of  infection  in  the  gallbladder 
and  bile  ducts)  and  interaction  with  antibody  in  liver  tissue. 

1536  INTRAHEPATIC  ABSCESS.    (E.)    RambC,  W.  M. 

(Med.  Coll.  South  Carolina,  Charleston)  and  H.  C. 
Black.  Amer  Surg  35(2):  144-148,  1969. 

Twenty-two  patients  (15  males  and  7  females,  3-72  yr  old) 
treated  for  intrahepatic  abscesses  during  the  period  1956-67 
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are  reviewed.    The  most  frequent  symptoms  were  anorexia 
(19  patients),  malaise  (17),  right  upper  quadrant  pain  (17), 
nausea  and  vomiting  (11),  weight  loss  (10),  generalized  ab- 
dominal pain  (10),  and  chills  and  fever  (9).    The  most  frequent 
physical  signs  included  fever  (19  cases),  right  upper  quadrant 
tenderness  (15),  jaundice  (12),  and  hepatomegaly  (11).    Leuko- 
cytosis, elevated  serum  bilirubin  and  low  serum  albumin  levels 
were  usually  observed.    Abdominal  X-ray  in  16  of  22  patients 
revealed  an  inflammatory  process  in  the  right  upper  quadrant. 
Liver  scanning  with  198au  permitted  correct  preoperative 
diagnosis  in  3  of  5  patients,  whereas  a  conect  preoperative  or 
premortem  diagnosis  was  obtained  in  only  1  of  15  patients 
who  did  not  have  liver  scarming.    One  amebic  abscess  and  only 
1  pyogenic  abscess  attributable  to  appendicitis  were  found. 
Biliary  tract  disease,  either  cholecystitis  (4  cases)  or  cholangitis 
secondary  to  obstruction  of  the  common  bile  duct  (3  cases), 
was  the  most  common  predisposing  factor  in  21  cases  of  pyo- 
genic abscess.    Positive  bacterial  cultures  were  obtained  in  13 
of  these  21  patients,  10  showing  enteric  organisms  and  3  show- 
ing Staphylococcus  aureus  or  epidermidis,  or  diphtheroids.    Sbc 
of  19  patients  treated  surgically  (drainage,  excision,  marsupiali- 
zation, choledochostomy)  died.   The  most  effective  preventive 
measures  against  intrahepatic  abscess  are  early  and  adequate 
surgical  and  antibiotic  therapy  of  intraabdominal  sepsis.    Amebic 
liver  abscess  may  respond  to  chloroquine  and  emetine  with 
needle  aspiration  of  the  abscess  cavity. 

1537  DEFICIENCY  OF  ERYTHROCYTE  G-6-PD  AS 

A  CAUSE  OF  NEONATAL  JAUNDICE  IN  INDLV. 

(E.)    Deshmukh,  V.  V.  (Med.  Coll.,  Aurangabad,  India)  and 
K.  D.  Sharma.   Indian  Pediat  5(9):401-405,  1968. 

Among  random  cord  blood  samples  taken  from  100  children 
(55  males,  45  females)  bom  at  the  Medical  College  Hospital, 
Aurangabad  over  a  period  of  1  yr,  6%  (5  males,  1  female)  were 
found  to  be  deficient  in  glucose-6-phosphate  dehydrogenase 
(G-6-PD)  on  the  basis  of  the  methemoglobin  reduction  test. 
Two  intermediate  males  and  4  intermediate  females  were  de- 
tected; these  findings  are  strongly  suggestive  of  genetic  hetero- 
geneity for  G-6-PD  deficiency  in  the  Indian  population.    Neo- 
natal jaundice  occurred  in  3  of  the  100  children,  but  in  only 
one  case  was  it  asaibable  to  G-6-PD  deficiency.    The  mother's 
blood  in  this  case  showed  only  a  trace  of  G-6-PD  activity.    The 
occurrence  of  jaundice  in  1  of  6  children  with  G-6-PD  deficiency 
(16.6%)  compares  favorably  with  the  incidence  reported  for  a 
series  of  Nigerian  children,  and  confirms  the  findings  from  many 
other  countries  that  G-6-PD  ranks  next  to  erythroblastosis 
fetalis  as  a  cause  of  neonatal  jaundice. 

1538  THE  ACTION  OF  ASPARTIC  ACID  ON  PRO- 

TEIN SYNTHESIS  IN  CHRONIC  HEPATITIS. 

(E.)    Fodor,  O.  (3rd  Med.  Clin.,  Cluj,  Romania),  I.  Szantay 
and  S.  Cotul.   Rev  Roum  Med  Intern  5(6):  387-393,  1968. 

The  method  of  determining  the  half-life  of  75se-selenomethionine 
and  the  rate  of  its  incorporation  into  plasma  proteins  was  used 
to  study  the  effect  of  aspartic  acid  on  protein  synthesis  in  22 
patients  with  chronic  active  hepatitis  and  15  normal  controls. 
Prior  to  aspartic  acid  administration,  75se-selenomethionine  had 
a  longer  half-life  in  the  blood  and  plasma  of  hepatitis  patients 
than  in  controls.   Following  aspartic  acid  administration,  a 
statistically  significant  improvement  in  the  half-life  was  noted. 


This  indicates  a  favorable  action  of  aspartic  acid  in  proteinogene- 
sis  and  justifies  its  administration,  along  with  other  hepatotropic 
substances,  to  patients  with  chronic  hepatitis. 

1539  LIVER  BLOOD  FLOW  STUDIES  DURING 

AND  AFTER  VARIOUS  PERIODS  OF  TOTAL 
BILIARY  OBSTRUCTION  IN  THE  DOG.    (E.)    Aronsen, 
K.  F.  (Malmd  Gen.  Hosp.,  Sweden),  G.  Nylander  and  E.  G. 
Ohlsson.   Acta  Chir  Scand  135(l):55-59,  1969. 

The  effective  liver  blood  flow  during  biliary  stasis  of  varying 
duration  and  following  operative  release  of  the  biliary  obstruc- 
tion was  estimated  in  28  dogs  using  radioactive  colloidal  gold. 
During  the  first  week  of  biliary  stasis  the  plasma  clearance  of 
198au  (Kau)  increased.    On  the  14th  and  21st  days  of  total 
biliary  obstruction  the  K^u  values  were  decreased,  falling  sig- 
nificantly below  the  preoperative  level  by  the  end  of  the  3rd 
week.    Release  of  biliary  stasis  of  3,  7  and  14  days  duration 
resulted  in  recovery  of  the  liver  blood  flow  to  its  preoperative 
level  within  7-14  days.    However,  in  dogs  subjected  to  biliary 
stasis  for  21  days,  K^u  was  decreased  throughout  the  observa- 
tion period  of  6  months  (up  to  21  months  in  1  dog)  after  re- 
lease of  the  obstruction,  suggesting  an  irreversible  reduction  of 
effective  liver  blood  flow.    SGPT  activities  reached  a  maximum 
on  the  7th  day  of  stasis,  decreasing  thereafter,  and  also  follow- 
ing release  of  the  obstruction.    Plasma  ESP  clearance  was  low 
during  biliary  stasis  but  returned  to  preoperative  levels  within 
7-14  days  after  reoperation  in  dogs  with  biliary  stasis  for  3, 
7  or  14  days.    It  was  retarded  for  6  months  in  animals  sub- 
jected to  21  days  of  stasis.    Extraction  of  ESP  from  the  liver 
was  decreased  immediately  after  release  of  the  biliary  obstruc- 
tion in  the  14-  and  21 -day  groups,  but  was  normal  or  increased 
during  the  remainder  of  the  observation  period  in  the  21-day 
animals. 

1540  CROSS  QRCULATION  OF  PATIENTS  IN 

HEPATIC  COMA  WITH  BABOON  PARTNERS 
HAVING  HUMAN  BLOOD.    (E.)    Hume,  D.  M.  (Med.  CoU. 
Virginia  Div.,  Va.  Commonwealth  U.,  Richmond),  W.  E.  Gayle  Jr. 
and  G.  M.  Williams.    Surg  Gynec  Obstet  128(3):495-517,  1969. 

The  clinical  and  immunological  consequences  of  cross  circula- 
tion of  4  patients  in  hepatic  coma  with  baboon  partners 
(Papio  anubis)  which  had  previously  undergone  total  exchange 
transfusion  with  human  blood  are  presented.    The  only  adverse 
patient  reactions  during  the  11.5-hr  procedure  were  hypotension 
in  1  patient,  depressed  renal  function  in  1  patient,  and  thrombo- 
cytopenia in  2  patients.   Two  of  the  4  patients  awoke  from  coma 
(1  was  discharged  from  the  hospital),  while  a  3rd  became  slightly 
more  responsive.    The  bilirubin  value  fell  in  3  of  the  4  patients, 
and  the  creatinine  level  fell  in  2  of  3  in  whom  it  was  elevated. 
The  baboon  partner  excreted  over  2000  cc  urine  during  cross 
circulation  in  3  of  4  cases,  and  in  2  of  3  patients,  improvement 
in  the  degree  of  ascites  was  noted.    Hypotension  was  conected 
in  1  of  2,  and  1  of  3  patients  showed  a  striking,  although  tem- 
porary, improvement  in  renal  function.    The  principal  difficulty 
of  the  technique  was  the  sudden  death  of  baboons  during  cross 
circulation,  apparently  a  form  of  hyperacute  rejection  related 
to  AEO  blood  group  incompatibilities;  this  did  not  occur  when 
the  ABO  type  of  the  baboon  and  that  of  the  patient  were 
compatible.    Both  heterologous  anti-baboon  and  isologous  ABO 
antibodies  were  detected  in  the  patients  and  were  demonstrated 
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to  react  with  baboon  cellular  antigens.    Significant  hemolysis 
was  noted  during  heterologous  cross  perfusion;  this  did  not 
coincide  with  the  destruction  by  the  baboon  of  its  human  red 
cells,  which  usually  took  place  6  days  after  exchange  transfusion, 
but  may  be  related  to  heterologous  antibodies.    This  phenomenon 
did  not  seem  detrimental  to  the  patients.    The  4  patients 
lived  1,  3,  10,  and  22  days  after  cross  circulation. 


1541  SURVIVAL  AND  METABOLISM  IN  EXPERI- 

MENTAL ENDOGENOUS  HEPATIC  COMA. 

(E.)    Mattson,  W.  J.  Jr.  (U.  Michigan  Med.  Ctr.,  Ann  Arbor) 
and  J.  G.  Turcotte.   Surg  Gynec  Obstet  128(3):557-564,  1969. 

Hepatic  coma  was  induced  in  dogs  by  a  2-stage  method  of 
hepatic  ischemia:    the  creation  of  a  portacaval  shunt  followed 
in  24  (35  dogs),  48  (6  dogs),  or  96  hr  (8  dogs)  by  ligation  of 
the  common  hepatic  artery.   The  time  of  onset  of  coma,  dura- 
tion of  survival,  and  the  clinical  signs  of  coma  were  noted. 
Histological  sections  of  the  liver  were  studied  in  all  cases  shortly 
after  death.    In  4  of  6  long-term  survivors  in  the  96-hr  group, 
the  Eck  fistula  was  excised  and  portal  circulation  was  reestab- 
lished by  anastomosis  of  the  severed  portal  vein  6-8  weeks  after 
hepatic  artery  ligation.    Sbc  dogs  died  shortly  after  the  porta- 
caval shunt  was  established  and  5  died  within  10  hr  after  hepa- 
tic artery  ligation.   Of  the  dogs  remaining,  nearly  all  dogs  in 
the  24-hr  group  died  in  coma  with  an  average  survival  of  24  hr. 
When  the  time  interval  between  shunt  and  ligation  was  increased 
to  48  and  96  hr,  the  percentage  of  dogs  becoming  comatose 
and  dying  deaeased.    Dogs  became  ataxic,  weak  and  obtunded 
with  widely  dilated  pupils  as  coma  progressed,  and  bizarre  pos- 
turing and  vomiting  occurred  as  coma  deepened.    The  time  of 
onset  of  coma  depended  on  the  interval  between  shunt  and 
ligation.    With  a  24-hr  interval,  coma  appeared  4-18  hr  after 
ligation;  with  a  48-hr  interval,  coma  began  in  16-28  hr  and 
with  a  96-hr  interval,  only  25%  of  dogs  went  into  coma.   The 
major  pathological  changes  were  limited  to  the  liver  which  ap- 
peared blanched  with  darkly  mottled  patches.    Histologically, 
the  liver  showed  varying  degrees  of  centrolobular  necrosis  with 
sparing  of  the  cellular  architecture  in  the  periportal  areas;  dogs 
surviving  the  longest  showed  the  greatest  degree  of  necrosis. 
Livers  from  dogs  which  did  not  become  comatose  showed  the 
typical  changes  seen  in  Eck- fistula  preparations.    In  dogs  that 
progressed  to  coma,  progressive  elevations  in  the  arterial  blood 
ammonia,  pH,  blood  urea  nitrogen,  lactate  and  pyruvate  were 
noted.    Serum  transaminase  and  alkaline  phosphatase  levels  in- 
creased and  reached  a  peak  12  hr  after  hepatic  artery  ligation. 
The  acid-base  derangement  was  noted  to  be  a  partially  com- 
pensated respiratory  alkalosis.    In  dogs  that  had  reestablishment 
of  the  portal  circulation,  a  gradual  return  to  pre-shunt  weight 
was  noted,  and  a  complete  resolution  of  the  cellular  atrophy 
and  fatty  infiltration  of  the  liver  was  seen;  no  cirrhotic  changes 
were  noted.    This  model  is  potentially  useful  to  study  the  ef- 
fectiveness of  various  methods  of  treatment  for  hepatic  coma 
and  the  metaboUc  changes  which  occur  in  blood,  brain,  and 
other  tissues  during  hepatic  coma. 


1542  TREATMENT  OF  CHRONIC  NONALCOHOLIC 

LIVER  DISEASES  WITH  A  COMBINATION  OF 
AZATHIOPRINE  AND  PREDNISONE:  PRELIMINARY  RE- 
PORT.  (Fr.)    de  Groote,  J.  (St.  Raphael  Acad.  Hosp.,  Louvain, 


Belgium),  J.  Vandenbroucke  and  H.  Maes.   Acta  Gastroent  Belg 
31(ll):786-790,  1968. 

Treatment  of  19  patients  with  chronic  aggressive  hepatitis,  ^ 

nonalcohoUc  cirrhosis,  or  biliary  cirrhosis  was  begun  with  15-       | 
20  mg/day  of  prednisone  and  50  mg/day  of  azathioprine.   These 
dosages  were  used  for  2  months  until  serum  transaminase  levels 
decreased.    If  patients  did  not  respond  to  therapy  the  dose  of 
azathioprine  was  increased  by  25  mg  every  2  months  until  a 
dose  of  100  mg/day  was  reached.    In  almost  all  cases  serum 
transaminase  levels  decreased  rapidly.    In  some  cases  this  was 
followed  by  decreases  in  7-globulin  levels  and  normalization 
of  flocculation  tests.    Reductions  in  immunoglobulin  G  levels 
were  also  noted.    In  patients  on  whom  liver  biopsies  were  done 
before  and  after  therapy,  parenchymal  lesions  had  stabilized 
or  disappeared.   Two  patients,  treated  with  prednisone  alone, 
did  not  respond  as  well.   One  patient  with  cirrhosis  developed 
leukopenia  so  that  azathioprine  therapy  was  discontinued.   Two 
others  developed  septicemia  (cultures  consisted  primarily  of        i 
Streptococcus  viridans)  and  a  prostate  abscess,  resp.    The  for-     f 
mer  responded  to  antibiotic  therapy  while  the  latter  died  of 
liver  failure  during  surgery  for  the  abscess.    Although  short-term 
results  of  prednisone  and  azathioprine  therapy  are  encouraging, 
long-term  results  are  not  yet  available. 

1543  CHANGES  IN  ENZYMATIC  ACTIVITY  PRO- 
DUCED BY  TREATMENT  WITH  LYOPHILIZFD 

UVER.    (Fr.)    Cachin,  M.  (Cochin  Hosp.,  Paris,  France),  F. 
Pergola,  A.  Charbonnier,  Y.  Thuillier  and  R.  Wegmann.   Sem 
Ther  44(10):627-632,  1968. 

Histochemical  studies  were  made  on  Uver  tissue  obtained  by 
punch  biopsy  from  6  patients  (1  with  cholestatic  hepatitis,  2 
with  steatosis  associated  with  sclerosis,  2  with  cirrhosis,  and  1 
with  cholestasis  and  sclerosis  secondary  to  pancreatic  cancer), 
all  of  whom  were  treated  with  250  g/day  of  Rolland's  lyophil- 
ized  liver  for  12-30  days.    Before  treatment,  transaminase  and 
alkaline  phosphatase  activities  were  high  in  cholestasis  associated 
with  hepatitis  and  pancreatic  cancer.    In  steatosis  a  correlation 
was  observed  between  the  extent  of  inhibition  of  protein  syn- 
thesis and  alanyl  peptidase,  leucyl  peptidase,  and  choline  oxi- 
dase activities  and  the  excess  of  triglyceride.   Increased  cho- 
linesterase  activities  in  cirrhosis  suggested  the  possibility  of 
parenchymal  regeneration.   Treatment  with  lyophilized  liver 
tended  to  improve  results  of  biological  tests  and  Uver  enzyme 
activities.   Treatment  had  a  favorable  effect  on  protein  and  nu- 
cleic acid  metabolism  and  stimulated  nucleotidase  production.     ^ 
A  reduction  in  lipid  synthesis  and  an  increase  in  lipid  degrada-    \ 
tion  was  seen  in  steatosis.  ! 

1544  ATTEMPTS  AT  THE  SURGICAL  TREATMENT 
OF  INTRAHEPATIC  BILIARY  ATRESIA  IN 

THE  PRESENCE  OF  A  PERMEABLE  EXTRAHEPATIC 
BILIARY  TRACT:    STUDY  OF  14  OBSERVATIONS  ON 
CHILDREN.    (Fr.)    Alagille,  D.  (Parrot  Hosp.,  Bicetre,  France), 
J.  Borde,  E.  C.  Habib  and  N.  Thomassin.   Arch  Franc  Pediat 
26(1):51-71,  1969.  ; 

Of  26  children  with  partial  or  total  atresia  of  the  intrahepatic     ' 
bihary  tract,  18  had  permeable  extrahepatic  biliary  tracts.    Of 
these,  14  had  bile  drained  externally  at  least  once.    Good  long- 
term  results  were  obtained  in  only  1  case.    The  most  common 
compUcation  of  external  bile  drainage  was  biliary  tract  infection 
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which  developed  in  9  of  19  drainages.    Four  of  these  patients 
died  of  cholangitis  or  septicemia,  1  of  them  5  weeks  after  surg- 
ery in  endotoxin  shock.    MacLagan's  flocculation  test,  which 
was  positive  in  only  2  cases  before  surgery,  became  positive 
in  8  durmg  or  somewhat  after  drainage.    Other  complications 
included  episodes  of  jaundice,  cholestasis,  decoloration  of  the 
stools,  ascites,  meteorism,  and  paralytic  ileus  and  melena.    Ana- 
stomoses were  made  between  the  common  bile  duct  and  jejunum 
in  5  cases  and  between  the  common  bile  duct  and  duodenum  in 
1.   The  size  of  the  liver  decreased  in  3  cases,  stools  took  on  a 
normal  color  in  2,  pruritus  improved  in  5  and  completely  dis- 
appeared in  4  with  cholestyramine  therapy,  xanthoma  disap- 
peared in  2  cases,  and  the  rate  of  growth  increased  in  2  children 
with  signs  of  dwarfism.    Blood  Upid  and  cholesterol  levels  de- 
creased greatly  in  4  cases  and  to  a  lesser  extent  in  1  other.    One 
patient  with  a  cholecystoduodenostomy  developed  biUary  septi- 
cemia and  died  1  yr  later  of  Uver  failure  and  portal  cirrhosis. 
It  is  concluded  that  cholecystojejunostomy  is  the  best  surgical 
method  for  draining  the  bile  in  children. 


1545  BILIARY  SURGERY  FOR  PROLONGED 

CHOLESTASIS  IN  INFANTS:    SURGICAL  FIND- 
INGS IN  128  CASES.    (Fr.)    Alagille,  D.  (Parrot  Hosp.,  Bicetre, 
France),  J.  Horde,  E.  C.  Habib  and  J.  P.  Dommergues.   Arch 
Franc  Pediat  26(l):37-49,  1969. 

Exploratory  surgery  performed  on  128  infants  (less  than  3 
months  old)  with  prolonged  cholestatic  jaundice  showed  that 
107  had  anomalies  of  the  extrahepatic  biliary  tract  (96  with 
atresia  and  11  with  pseudocysts  of  the  common  bile  duct)  and 
21  had  permeable  extrahepatic  bihaiy  tracts  (12  with  neonatal 
hepatitis,  8  with  isolated  atresia  of  the  intrahepatic  biliary  tract, 
and  1  undiagnosed  case).    The  Uver  was  abnormally  lobulated 
in  19  infants  with  extrahepatic  obstructions,  in  2  with  intra- 
hepatic biliary  atresia,  and  in  none  of  the  patients  with  neonatal 
hepatitis.    Lymph  nodes  were  present  in  the  hepatic  pedicle  of 
10  of  the  107  patients  with  extrahepatic  biliary  obstructions 
and  in  1  with  intrahepatic  biliary  atresia.    Vascular  anomalies 
of  the  hepatic  pedicle  were  found  in  19  patients  with  extra- 
hepatic obstructions  but  in  none  of  those  with  intrahepatic  ob- 
structions or  hepatitis.    These  anomalies  involved  the  hepatic 
artery  (8  cases),  cystic  artery  (2  cases),  or  portal  vein  (3  cases). 
Of  the  96  patients  with  extrahepatic  biliary  obstructions  48  had 
more  or  less  complete  absence  of  some  or  all  of  the  extrahepa- 
tic biliary  tract.    Three  other  types  of  anomalies  occurred  in 
14-16%:    1)  atresia  of  the  hepatic  ducts  with  permeable  cystic 
and  common  bile  ducts;  2)  atresia  of  the  hepatic,  cystic,  and 
common  bile  ducts;  and  3)  alternating  atretic  and  permeable 
bile  ducts.   Only  6%  had  atresia  of  the  common  bile  duct, 
cystic  duct,  and  terminal  part  of  the  hepatic  duct  with  dilatation 
of  the  proximal  hilum  of  at  least  one  of  the  hepatic  ducts 
which  communicated  with  the  intrahepatic  biliary  tract. 


1546  EXPERIMENTAL  TOTAL  HEPATECTOMY. 

(Sp.)  Ferre,  J.  (Med.  Coll.  Virginia,  Richmond) 
and  H.  J.  O.  White.  An  Hosp  S  Cruz  S  Pablo  28(5):  355-362, 
1968. 

Modifications  of  the  hepatectomy  techniques  of  Firor  and 
Stinson  and  of  Starzl  were  developed  on  dogs  in  which  the 


liver  and  intrahepatic  vena  cava  were  removed  after  a  side-to- 
side  portacaval  anastomosis;  the  continuity  of  the  vena  cava 
was  reestablished  with  a  vascular  prosthesis  of  Dacron.    In  ani- 
mals with  a  broad  thorax  it  was  possible  to  mobilize  the  blood 
vessels  sufficiently  to  make  an  end-to-end  cavocaval  anastomosis. 
Anesthesia  was  induced  by  giving  6  ml  of  a  2.5%  thiamylal  solu- 
tion i.v.    Pentrane,  O2,  and  N2O  anesthesia  was  used  with  endo- 
tracheal intubation  and  artificial  respiration.    Administration  of 
25  mg/kg  of  oxytetracycUne  i.v.  during  surgery  reduced  the 
number  of  positive  blood  cultures.   After  surgery,  animals  re- 
ceived repeated  infusions  of  glucose,  transfusions,  and  bicarbon- 
ate or  trometamol  in  an  attempt  to  correct  acidosis.    Animals 
finally  went  into  comas  with  acidotic  respiration  and,  occa- 
sionally, with  convulsions  followed  by  death.   Three  of  22  dogs 
died  during  surgery  due  to  an  overdose  of  barbiturates,  an  air 
emboUsm  secondary  to  a  lesion  in  the  subphrenic  veins,  and  a 
lesion  of  the  portal  vein  which  made  it  impossible  to  establish 
a  portacaval  anastomosis.   The  survival  time  after  surgery  varied 
from  4-31  hr  (average  10.5  hr).    Many  animals  developed  changes 
in  blood-clotting  factors  including  a  rapid  decrease  in  blood 
fibrinogen  levels.   In  all  cases,  autopsy  findings  included  the 
presence  of  unclotted  blood  in  the  peritoneum  and,  in  some 
cases,  diffuse  petechial  hemorrhages. 

1547  STUDY  OF  72  HEPATIC  COMAS:    COMPARI- 

SON OF  CLINICAL,  BIOLOGICAL,  AND 
ANATOMICAL  FINDINGS  IN  105  CASES.    (Fr.)    Dubrisay, 
J.  (Beaujon  Hosp.,  CUchy,  France),  J.  F.  Foncin,  P.  Pouillart 
and  D.  Mahoudeau.  Arch  Franc  Mai  Appar  Dig  57(11): 869- 
892,  1968. 

A  comparison  was  made  of  the  clinical  symptoms;  EEG  tracings; 
blood  ammonia,  urea,  and  electrolyte  levels;  and  histological 
changes  in  the  livers  and  brains  of  72  patients  who  died  in  hepa- 
tic coma  and  33  patients  with  liver  disease  who  died  of  other 
causes.    The  most  common  symptoms  among  patients  in  hepa- 
tic coma  were  jaundice  (56  cases),  edema  and  ascites  (53  cases), 
and  gastrointestinal  bleeding  (28  cases).    Neurological  examina- 
tions of  64  of  these  patients  showed  that  34  had  disturbances 
in  tonus,  30  had  pyramidal  signs,  23  had  asterixus,  and  3  had 
generalized  convulsions.    Except  for  the  coma,  no  objective 
neurological  symptoms  were  present  in  1 2  cases.    Comas  devel- 
oped more  than  4  days  before  death  in  about  2/3  of  these  pa- 
tients.  Of  the  51  comatose  patients  on  whom  EEG  tracings 
were  made,  38  had  changes  specific  for  hepatic  encephalopathy 
and  13  had  nonspecific  changes;  only  nonspecific  changes  were 
found  in  the  12  controls  examined.    Venous  ammonia  levels 
were  very  high  in  47  of  64  patients  with  hepatic  coma,  but  in 
only  2  of  10  controls.    However,  ammonia  levels  were  normal 
in  8  comatose  patients  and  slightly  elevated  in  9.    There  were 
no  apparent  correlations  between  ammonia  levels  and  clinical 
symptoms,  EEG  findings,  or  neurological  signs.   The  results  of 
urea  determinations  made  2  days  before  death  were  normal  in 
15  of  50  cases  and  were  elevated  in  35.    Plasma  electrolytes 
determined  at  the  same  time  on  54  patients  showed  that  the 
electrolyte  balance  was  normal  in  20  cases.    Low  Na  levels 
were  found  most  frequently  followed  by  high  K  levels.    Low 
K  levels  were  always  associated  with  low  Na  levels.   True  renal 
insufficiency  was  present  in  15  of  42  patients.    Some  of  these 
patients  had  not  received  diuretics  and  did  not  have  edema  or 
ascites. 
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1548  HEREDITARY  RECURRENT  INTRAHEPATIC 

CHOLESTASIS  FROM  BIRTH.    (E.)    Aagenaes, 
O.  (State  Hosp.,  Oslo,  Norway),  C.  B.  van  der  Hagen  and  S. 
Refsum.  Arch  Dis  Child  43(232):646-657,  1968. 

A  comprehensive  study  of  16  patients  (5  males  and  11  females) 
with  neonatal  cholestasis  born  during  a  33-yr  period  in  a  small 
district  in  Southwest  Norway  revealed  that  all  belonged  to  7 
sibships  in  the  same  13-generation  family;  at  least  one  parent 
of  each  sibship  (and  both  in  3  cases)  was  descended  from  one 
16th  century  Norwegian  couple,  and  6  of  the  7  parental  pairs 
were  consanguineous.    Among  the  28  children  of  the  6  sets  of 
normal  parents  (there  was  one  affected  mother-daughter  pair), 
15  were  affected.    Of  5  patients  born  before  1939,  when  vita- 
min K  was  introduced,  4  died  of  hemorrhage  in  the  first  weeks 
of  life;  of  4  receiving  at  least  1  dose  of  vitamin  K  after  birth, 
3  died  between  5  and  9  months  of  age,  2  possibly  of  hemor- 
rhage.   Consistent  vitamin  K  therapy  has  been  administered  to 
the  remaining  7  patients.   Diagnosis  in  the  7  dead  infants  was 
based  on  a  history  of  jaundice,  dark  urine,  and  pale  stools  in 
the  early  days  of  life.   All  children  except  1  were  born  after 
uncomplicated  pregnancies;  1  patient  was  born  to  an  affected 
mother  who  experienced  a  cholestatic  episode  during  pregnancy. 
AU  patients  had  jaundice  at  birth  or  before  1  week  of  age;  the 
stools  were  pale  and  the  urine  dark,  but  the  children  were 
otherwise  in  good  condition.    Cholestasis  persisted  in  varying 
degrees  for  1-6  yr.    Laboratory  analyses  revealed  hyperbilirubi- 
nemia (conjugated  bilirubin),  increased  transaminases  and  alka- 
line phosphatases,  hyperlipemia,  slightly  decreased  serum  albu- 
min, elevated  a2-globulins  and  elevated  serum  copper;  there 
was  also  biochemical  and  X-  ray  evidence  of  rickets.    Other 
complications  included  malabsorption,  growth  retardation,  in- 
creased fecal  fat,  tooth  enamel  defects  with  discoloration,  and 
symptomless  neuropathy  with  decreased  nerve  conduction  velo- 
city; chDdren  regained  normal  stature  after  the  end  of  the 
cholestatic  period.    Prepubertal  subjects  experienced  leg  edema 
in  both  cholestatic  and  noncholestatic  periods;  the  causes  were 
unknown.    All  adult  patients  experienced  1-5  cholestatic  epi- 
sodes after  childhood,  provoked  by  surgery  and  pregnancy. 
Histological  studies  showed  giant-cell  transformation  of  the 
liver  with  intracytoplasmic  pigment  retention  in  infants  and 
intracanalicular  cholestasis  with  only  a  few  multinucleated  or 
giant  cells  in  adults.    All  but  one  of  the  parents  of  the  7  sib- 
ships were  normal  except  for  an  elevated  serum  bilirubin,  which 
could  be  due  to  heterozygosity.    It  is  suggested  that  this  inborn 
metabolic  error  be  named  "hereditary  recurrent  intrahepatic 
cholestasis  from  birth". 

1549  LIVER  TRANSPLANTATION:    PHYSIOPATHO- 

LOGICAL  STUDY  OF  THE  AHEPATIC  PHASE. 

(It.)    Arullani,  A.  (2nd  Surg.  Qin.,  U.  Rome,  Italy),  A. 
Gargiulo,  B.  Baroni,  G.  Sanpietro,  C.  Casciani  and  R.  Cortesini. 
PoUclinico  fChirJ  75(6):319-331,  1968. 

After  a  preliminary  study  of  the  effect  of  blood  vessel  ligation 
on  the  pH  and  blood  pressure,  a  technique  was  developed  for 
transplanting  the  liver  in  dogs.    A  side-to-side  mesenterocaval 
shunt  was  made  in  5  dogs  under  general  anesthesia  and  artifi- 
cial respiration.    The  Uver  was  then  isolated  and  removed  after 
an  external  bypass  anstomosis  had  been  established  between 
the  femoral  and  jugular  veins  with  a  prosthesis.    During  surgery 
the  animals  received  only  3  mg/kg  heparin  and  slow  infusions 
of  saline.    After  clamping  of  the  vena  cava  and  portal  vein,  a 


sudden  decrease  occurred  in  the  arterial  pressure  which  then  re- 
turned rapidly  to  normal  values  but  decreased  again  to  undesir- 
ably low  levels  after  30-40  min.    At  about  this  time  tachycardi 
was  observed,  probably  because  of  hypotension.    Pressure  in  th 
vena  cava  and  portal  vein  were  directly  and  reciprocally  related 
and  depended  upon  the  permeability  of  the  portacaval  shunt 
and  the  effectiveness  of  the  external  bypass.    Mechanical  hypei 
ventilation  was  used  to  compensate  for  the  marked  acidosis 
which  developed  in  all  cases.    Blood  sugar  levels  decreased  be- 
low 0.35  mg%  20-30  min  after  removal  of  the  liver.    After  1  k 
the  hematoait  was  50%  of  its  initial  value.    SCOT  and  SGPT 
activities  showed  no  consistent  behavior.    No  appreciable  chanf 
occurred  in  blood  amylase  or  serum  Na  and  K  levels.    Studies 
in  nonheparinized  dogs  showed  severe  disorders  in  blood  coagu 
lation.   The  clotting  time  was  lengthened  indefinitely,  probabl) 
due  to  low  blood  levels  of  prothrombin  and  fibrinogen,  low 
platelet  counts,  and  spontaneous  lysis  of  the  clot.    Hemor- 
rhages only  appeared  after  90-120  min. 

1550  QUANTITATIVE  DETERMINATION  OF  BLOOI 
AMMONIA  IN  THE  HEPATIC  DYSFUNCTION 

CAUSED  BY  DISEASES  OF  THE  LIVER  AND  BILIARY 
TRACT.    (Jap.)    Futawatari,  H.  (Shibushi  Natl.  Sanatorium, 
Kagoshima,  Japan).   Iryo  22(11):  1308-1314,  1968. 

Blood  ammonia  levels  were  measured  in  54  patients  with 
hepatic  dysfunction  caused  by  Uver  and  biliary  tract  diseases, 
and  compared  to  the  results  of  liver  function  tests,  serum 
enzyme  determinations,  and  subjective  and  objective  clinical 
evaluations.    It  was  noted  that  when  the  blood  ammonia  de- 
creased the  clinical  picture  improved;  on  the  other  hand,  the 
blood  ammonia  always  increased  gradually  when  there  was  no 
clinical  improvement.   This  experiment  shows  that  the  blood 
ammonia  level  can  be  utilized  as  an  index  of  hepatic  function 
in  liver  and  biliary  tract  diseases. 

1551  THE  HISTOGENESIS  AND  CLINICAL  SIG- 
NIFICANCE OF  ACIDOPHILIC  BODIES  IN 

VARIOUS  LIVER  DISEASES.    (E.)   Cavalli,  G.  (Inst.  Clin. 
Gen.  Med.,  U.  Bologna,  Italy),  F.  B.  Bianchi  and  A.  M.  Casali. 
Digestion  1(6):  353-369,  1968. 

In  order  to  determine  the  etiology,  fate  and  clinical  significant 
of  acidophilic  bodies  in  liver  disease,  420  liver  biopsies  were 
examined  with  the  following  distribution:    50  cases  of  acute 
hepatitis,  105  cases  of  chronic  hepatitis,  94  cases  of  cirrhosis, 
12  primary  hepatic  neoplasms  and  159  miscellaneous  cases  in 
which  the  liver  was  only  secondarily  involved  in  the  disease. 
The  acidophUic  bodies,  although  not  specific,  had  a  maximum 
incidence  (about  50%)  in  acute  hepatitis  and  their  presence  su 
ported  other  morphological  criteria  in  the  diagnosis.    In  chron 
hepatitis  and  cirrhosis  the  incidence  of  these  bodies  was  only 
about  10%  and  their  presence  could  not  be  related  to  a  histor 
of  acute  hepatitis.    Acidophilic  bodies  were  found  in  only  5 
of  the  159  miscellaneous  cases.    Acidophilic  degeneration  is 
concluded  to  be  a  specific  and  complex  regressive  phenomeno 
which  terminates  in  the  death  and  phagocytosis  of  the  liver 
cell.    The  cell  manifests  general  signs  of  impairment  charac- 
terized by  cytoplasmic  vacuoles  and  fatty  infiltration,  foUowe 
by  a  rearrangement  of  the  subcellular  organelles.    The  hyalo- 
plasm frequently  shows  uneven  electron  density,  while  the 
nucleus  has  a  grossly  irregular  appearance  and  its  membrane 
is  interrupted  in  many  points.    After  progressive  fragmentatio 
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)f  these  cells,  the  process  terminates  with  their  phagocytosis 
jy  the  histiocytes. 

1552  IMMUNOLOGICAL  PROCESSES  IN  LIVER 
DISEASES  WITH  SPECIAL  CONSIDERATION 

3F  LE-  AND  PSEUDO-LE-PHENOMENA.    (Ger.)    Keitel,  W. 
[Med.  Acad.,  Magdeburg,  Germany)  and  U.  J.  Jiirgensen.   Z 
GesInnMed  22{21):669-673,  1968. 

rhe  latex  test  for  lupus  erythematosus  (LE)  cells  was  run  on 
50  patients  with  viral  hepatitis  and  31  with  chronic  hepatitis 
ind/or  cirrhosis.    No  LE  cells  were  found  in  patients  with  viral 
tiepatitis,  but  12  had  pseudo-LE  cells.    These  12  patients  tended 
to  have  higher  transaminase  and  serum  iron  levels  than  the  re- 
maining 48,  but  the  differences  were  not  statistically  significant. 
Of  the  cirrhotic  patients,  2  had  LE  cells  and  5  had  pseudo-LE 
cells.    The  2  patients  with  LE  cells  were  women  with  a  history 
of  rheumatic  disease,  jaundice,  signs  of  severe  parenchymal 
iamage,  elevated  erythrocyte  sedimentation  rates  and  high  y- 
jlobulin  levels.    Clinical  findings  were  about  the  same  in  pa- 
tients with  chronic  liver  disease  and  pseudo-LE  cells  and  those 
with  negative  tests  for  LE  cells. 

1553  FAMILIAL  CHOLESTATIC  JAUNDICE  IN 
CHILDREN:    STUDY  OF  EIGHT  CASES  IN 

FHREE  SIBSmPS.  (Fr.)  AlagiUe,  D.  (Parrot  Hosp.,  Bicetre, 
France),  J.  Borde,  E.  Habib,  Z.  Joannides,  N.  Thomassin  and 
L.  Kremp.   Rev  Int  Hepat  18(6):701-783,  1968. 

Case  reports  are  presented  for  8  children  (5  males  and  3  fe- 
males) in  3  families  who  had  jaundice  at  birth  or  developed  it 
shortly  thereafter.    All  of  these  children  had  high  blood  lipid 
and  cholesterol  levels,  and  the  older  children  had  pruritus  and 
bone  changes.    No  other  family  members  had  a 'history  of 
jaundice,  and  none  of  the  parents  were  blood  relatives.    In  the 
1st  family  all  4  boys  were  affected  and  3  died  at  70  days,  3 
months,  and  22  months,  resp.    The  mother  had  had  severe 
vomiting  during  her  2nd  pregnancy,  pyelonephritis  during  the 
3rd,  and  metrorrhagia  during  the  4th.    The  father  died  of  chronic 
kidney  disease.    Two  of  their  children  had  atresia  of  the  intra- 
hepatic biliary  tract,  1  had  atresia  of  the  extrahepatic  biliary 
tract,  and  1  had  hepatitis.    The  sole  survivor,  who  had  complete 
atresia  of  the  interlobular  bile  ducts  and  a  normal  parenchyma, 
improved  clinically  after  a  cholecystojejunal  anastomosis  was 
made.    Lipid  retention  also  improved  after  surgery.    The  mother 
of  the  2nd  family  had  2  abortions  and  4  living  children  (3  boys 
and  1  girl).   Two  of  the  boys  were  jaundiced  for  about  12  days 
after  birth  but  developed  normally.    The  3rd  boy,  who  was 
bom  in  the  8th  month  of  pregnancy,  had  atresia  of  the  intra- 
hepatic bile  ducts.    Other  anomalies  included  craniofacial  dys- 
morphism,  hypertelorism,  and  low-set  ears.    At  surgery  the 
common  bile  duct  proved  to  be  too  narrow  to  make  a  bilio- 
digestive  anastomosis.    The  sister  of  this  patient  died  at  1  yr 
3  months  with  biliary  cirrhosis  and  atresia  of  the  extrahepatic 
biliary  tract.   The  2  girls  in  the  3rd  family  had  atresia  of  the 
intra-  and  extrahepatic  biliary  tract  and  giant-cell  hepatitis. 
One  died  at  5  yr  of  decompensated  biliary  cirrhosis.    These  ob- 
servations are  compared  to  98  similar  cases  in  40  different  fam- 
ilies reported  in  the  literature. 

•554  AMEBIC  ABSCESS  OF  THE  LIVER:    EXPERI- 

ENCE WITH  15  CASES  IN  ZVi  YEARS  IN 
CAUFORNIA.    (E.)    Knauer,  C.  M.  (Santa  Clara  VaUey  Med. 
Qr.,  San  Jose,  Calif.).   Amer  J  Dig  Dis  14(4):253-261,  1969. 


In  15  patients  with  amebic  liver  abscess  seen  at  2  California 
county  hospitals  over  a  3.5-yr  period,  9  diagnoses  were  proven 
(Entamoeba  histolytica  was  demonstrated  in  7,  while  2  had 
positive  indirect  hemagglutination  tests  with  very  high  titers) 
and  6  diagnoses  were  presumptive  (no  organism  was  detected, 
but  they  had  clinical  courses  and  abscess  material  characteristic 
of  the  disease).    Fourteen  of  the  patients  had  made  a  recent 
trip  or  had  ready  access  to  Mexico.   The  clinical  finding  of 
particular  note  was  the  high  incidence  of  right  lower  lung  field 
abnormalities  (8  of  12  chest  X-rays  were  abnormal).    Useful 
laboratory  findings  included  the  combination  of  an  elevated 
BSP,  alkaline  phosphatase  and  direct  bilirubin.    Liver  scanning 
was  consistently  helpful  in  confirming  the  presence  of  a  sus- 
pected abscess,  determining  its  localization  and  evaluating  the 
resuhs  of  therapy.    Secondary  infection  of  the  abscesses  oc- 
curred in  8  of  10  patients.    All  patients  received  drug  therapy 
(tetracycline,  chloroquine  and  usually  emetine)  and  in  addition 
8  patients  had  surgical  drainage,  3  received  needle  aspiration 
and  1  patient  received  a  combination  of  surgical  drainage  and 
needle  aspiration.    The  uncomplicated  postoperative  courses 
of  these  patients  is  of  particular  importance  since  this  approach 
has  been  considered  in  the  past  to  be  most  hazardous. 

1555  CHANGES  IN  THE  NUCLEIC  AQD  CONTENT 

AND  OXYGEN  CONSUMPTION  OF  THE  LIVER 
IN  ACUTE  EXPERIMENTAL  PERITONITIS.    (Rus.)    Neiko, 
le.  M.  (Ivano-Frankovsk  Med.  Inst.,  USSR).   Pat  Fiziol  Eksp 
Ter  12(6):64-65,  1968. 


1556  THE  BACTERIOLOGICAL  EXAMINATION 
OF  LIVER  BIOPSY  SPECIMENS.    (Ger.) 

Platzer,  S.  (Med.  Qin.,  U.  Innsbruck,  Austria),  E.  Semenitz 
and  H.  J.  Fodisch.   Z  Gastroent  6(5): 352-355,  1968. 

1557  PATHOLOGICAL  RUPTURE  OF  THE  UVER 
WITH  INTRAABDOMINAL  HEMORRHAGE 

IN  A  PATIENT  WITH  HEPATIC  CARCINOMA.  (Ger.)  Hodel, 
C.  (Inst.  Path.  Anat.,  U.  Basel,  Switzerland).  Acta  Hepatosplen 
15(4):252-256,  1968. 

1558  LIVER  FUNCTION  TESTS  IN  LEPROSY.    (E.) 
Dhople,  A.  M.  (Indian  Counc.  Med.  Res.,  New 

Delhi)  and  S.  Balakrishnan.   Indian  J  Med  Res  56(10):  1552- 
1558,  1968. 

1559  STUDY  OF  CHANGES  IN  THE  METABOLISM 
OF  GLUCOCORTICOID  HORMONES  IN  SOME 

LIVER  DISEASES.    (Rum.)    Busila,  V.  T.  (Med.  Inst., 
Timisoara,  Romania),  M.  Dragomirescu,  V.  Martincu,  L. 
Dragomirescu  and  A.  Placinta.   Med  Intern  (Bucur)  20(9):  1099- 
1105,  1968. 


1560  DISEASES  OF  THE  INTRAHEPATIC  BILE 
DUCTS.    (Fr.)    Caroli,  J.  (St.  Antoine  Hosp., 

Paris,  France).   Rev  Medicochir  Mai  Foie  43(6):211-230,  1968. 

1561  SOME  CLINICAL  ASPECTS  OF  INTRAHEPATIC 
LITHIASIS.    (Fr.)    Mansouri,  H.  (Surg.  Svc, 

Mustapha  Hosp.,  Algiers,  Algeria),  A.  S.  Bendali,  G.  Illoul,  M. 
Seddik,  A.  Allouache  and  V.  Mirzezcu.   Rev  Medicochir  Mai 
Foie  43(6):  189-210,  1968. 
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1562  CHRONIC  CIRRHOTOGENIC  HEPATITIS 
WITH  ANTINUCLEAR  ANTIBODIES.    (Fr.) 

Vachon,  A.  (Hotel  Dieu,  Lyon,  France).and  R.  Tete.  Acta 
Gastroent  Belg  31(ll):758-763,  1968. 

1563  ACTIVE  CHRONIC  HEPATITIS  WITH  SYS- 
TEMIC MANIFESTATIONS  AND  AUTOIM- 
MUNE SERUM  REACTIONS.   (Fr.)    Pirotte,  J.  (Inst.  Med., 
U.  Liege,  Belgium),  L.  Ruyters,  J.  Salmon  and  J.  Gach.  Acta 
Gastroent  Belg  31(ll):764-779,  1968. 

1564  CLINICAL,  PSYCHOLOGICAL  AND  ELECTRO- 
ENCEPHALOGRAPHIC  STUDY  OF  A  GROUP 

OF  CHILDREN  WHO  HAD  NEONATAL  JAUNDICE.    (Fr.) 

Masson,  A.  (Hosp.  Ctr.,  U.  Strasbourg,  France),  C.  Isch,  M. 
Papachristou,  P.  Yarmoulatos,  L.  Tordo  and  E.  Schneegans. 
Ann  Pediat  (Paris)  44(54):2416-2424,  1968. 

1565  ORTHOTOnC  HOMOTRANSPLANTATION 
OF  THE  LIVER  WITHOUT  INTERRUPTION 

OF  THE  HEPATIC  CIRCULATION  (PROPOSAL  FOR  A 
NEW  TECHNIQUE).   (It.)    Mazzoni,  G.  (Victor  Emanuele  III 
Munic.  Hosp.,  Valmontone,  Rome,  Italy).    Chir  Gastroent  2(4): 
492-497,  1968. 

1566  THE  TREATMENT  OF  UVER  METASTASES 
WITH  INTRA-ARTERLVL  CHEMOTHERAPY. 

(Fr.)    Mattheiem,  W.  and  Y.  Kenis.   Bull  Cancer  5 5(2y.26\- 
268,  1968. 

1567  PATHOGENETIC  RELATIONS  BETWEEN  THE 
JAUNDICE  SYNDROME  AND  SERUM  TRANS- 
AMINASE.  (Rum.)    Busil^,  V.  T.  (Med.  Inst.,  Timisoara, 
Romania)  and  M.  Dragomirescu.   Rev  Medicochir  last  72(3): 
587-593,  1968. 


1568 


Sci.,  Kansas  State  U.,  Manhattan),  B.  I.  Osburn,  R.  R.  Gronwali 
and  G.  H.  Cardinet.   Amer  J  Dig  Dis  13(12):  1072-1076,  1968. 

1573  THE  SURGICAL  TREATMENT  OF  CALCIFIED 
HYDATID  CYSTS  OF  THE  LIVER.    (Fr.) 

Lagrot,  F.  (Surg.  Qin.,  Toulouse,  France),  P.  Coriat,  M. 
Costagliola,  P.  Micheau  and  C.  Mansat.    Chir  Gastroent  2(4): 
435-448,  1968. 

1574  ULTRASTRUCrURAL  STUDY  OF  THE  LIVER 
IN  MORQUIO'S  DISEASE.   (Fr.)    Tondeur,  M. 

(Path.  Anat.  Lab.,  U.  Brussels,  Belgium)  and  H.  Loeb.   Pediat 
Res  3(1):  19-26,  1969. 

1575  EXPERIMENTAL  TECHNIQUE  FOR  EXTRA- 
CORPOREAL PERFUSION  OF  A  PIG  LIVER. 

(Ger.)    Haring,  R.  (Surg.  Qin.,  Free  U.  Berlin,  Germany), 
H.  Brehme,  S.  Dressier,  H.  Kindler,  H.  Kotlorz,  H.  G.  Kiihn, 
H.  J.  Linkenbach,  R.  de  Pena  Perez,  L.  C.  Tung,  J.  Waldschmitt 
and  D.  Xanthakos.   Med  Welt  20(2):82-85,  1969. 

1576  PULMONARY  FAT  EMBOLISMS  IN  FATTY 
LIVER.    (Ger.)    Stelzig,  H.  H.  (Inst.  Path., 

Gutenberg  U.,  Mainz,  Germany)  and  F.  K.  Kossling.   Med  Welt 
20(8):401-406,  1969. 

1577  CLINICAL  TRIAL  OF  MENDLAXON  FOR  IN- 
CREASING BILE  FLOW.    (Ger.)    Marth,  W.  (St. 

Markus  Hosp.,  Frankfurt/Main,  Germany).   Med  Welt  20(8): 
430-435,  1969. 


1578  IMMUNOSUPPRESSION  WITH  6-MERCAPTO- 

PURINE  IN  CHRONIC  HEPATITIS:    A  CASE 
REPORT.    (Ger.)    Bauer-Hack,  K.  (Gotenstr.  8,  Liidenscheid, 
Germany).  Med  Welt  20(8):443-446,  1969. 


HEPATIC  H  'MANGIOMAS.    (Fr.)    Mercadier, 
M.  (La  Pitie'  Hosp.,  Paris,  France),  J.  P.  Clot, 

M.  Celerier  and  D.  Melliere.  Ann  Chir  22(21/22):  1261-1267, 

1968. 

1569  HISTOGENESIS  OF  CHOLANGIOFIBROSIS 
AND  WELL-DIFFERENTIATED  CHOLANGIO- 

CARCINOMA  IN  SYRIAN  HAMSTERS  GIVEN  2-ACETAMIDO- 
FLUORENE  OR  2-DLACETAMIDOFLUORENE.    (E.)    Reuber, 
M.  D.  (Natl.  Cancer  Inst.,  NIH,  Bethesda,  Md.).    Gann  59(3): 
239-246,  1968. 

1570  COMMON  BILE  DUCT  OBSTRUCTION  BY 
ASCARIS  WITH  HEPATIC  ABSCESS.    [CASE 

REPORT]    (E.)    Park,  C.  H.  (DePaul  Hosp.,  Norfolk,  Va.), 
R.  J.  Nold,  H.  W.  Kuehn  and  J.  Foster.    Virginia  Med  Monthly 
95(12):725-728,  1968. 

1571  INCIDENCE  OF  IDIOPATHIC  JAUNDICE 

AND  PRURITUS  OF  PREGNANCY  IN  CHILEAN 
WOMEN.   (Sp.)    Reyes,  H.  (Salvador  Hosp.,  Santiago,  Chile), 
M.  E.  Radrigan,  G.  Schramm  and  R.  Katz.   Rev  Med  Chile 
96(6):  409-4 14,  1968. 

1572  DUBIN-JOHNSON  SYNDROME  IN  IMMATURE 
SHEEP.   (E.)    CorneUus,  C.  E.  (Dept.  Physiol. 


1579  LUPOID  HEPATITIS.   (Pol.)    Juszczyk,  J.  (J.         | 
Strus  Munic.  Hosp.,  Poznan,  Poland),  K.  Zawilska 

and  J.  Zeromski.   Pol  Arch  Med  Wewnet  41(5):659-663,  1968. 

1580  PRIMARY  HEPATOCELLULAR  CARCINOMA 
WITH  A  FULMINATING  COURSE  [CASE  RE- 
PORT].   (Ger.)    Debrunner,  F.  (Med.  Clin.,  U.  Basel, 
Switzerland),  S.  Scheidegger  and  H.  Tholen.    Schweiz  Med  Wsch 
99(2):57-60,  1969. 

1581  ACTIVITY  OF  THE  PANCREATIC  ENZYMES 
IN  CHRONIC  HEPATITIS  AND  CIRRHOSIS  AND 

THEIR  CLINICAL  SIGNIFICANCE.   (Rus.)    Valenkevich,  L.  N. 
(Leningrad  Inst.  Sanit.  Hyg.  Med.,  USSR).    Ter  Arkh  40(10): 
77-79,  1968. 

1582  EXCHANGE  TRANSFUSION  AND  HEMO- 
DIALYSIS:   MANAGEMENT  OF  HEPATO- 
RENAL FAILURE.    [CASE  REPORT].    (E.)    PoweU,  E.  D.  U. 
(Royal  Jubilee  Hosp.,  Victoria,  B.C.,  Canada).    Canad  Med  Ass 
/  100(3):  129-1 30,  1969. 

1583  HEPATOBLASTOMA  AND  HEPATOMA  IN 
INFANCY  AND  CHILDHOOD:    UGHT  AND 

ELECTRON  MICROSCOPIC  STUDIES.    (E.)    Ito,  J.  (St.  Jude 
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Child.  Res.  Hosp.,  Memphis,  Tenn.)  and  W.  W.  Johnson.   Arch 
Path  87(3):259-266,  1969. 

1584  EVALUATION  OF  HORSE  ANTI-DOG  ANTI- 
LYMPHOCYTE  GLOBULIN  IN  THE  TREAT- 
MENT OF  HEPATIC  ALLOGRAFTS.    (E.)    Birtch,  A.  G. 
(Harvard  Med.  Sch.,  Boston,  Mass.),  W.  M.  Orr  and  J.  Duquella. 
Surg  Forum  19:186-188,  1968. 

1585  EVALUATION  OF  HETEROTOPIC  LIVER 
TRANSPLANTATION  IN  DOGS.   (E.)    Beaudoin, 

J.  G.  (Royal  Victoria  Hosp.,  Montreal,  P.Q.,  Canada),  M. 
Slapak,  A.  K.  Chandrasekaran,  A.  Tobey  and  L.  D.  MacLean. 
Surg  Forum  19:219-220,  1968. 

1586  PROGRESS  IN  LIVER  TRANSPLANTATION. 

(E.)    Mikaeloff,  P.  (Fac.  Med.,  Lyon,  France) 
and  R.  Y.  Calne.   Progr  Surg  7:253-289,  1969. 

1587  EFFECTS  OF  SIDE-TO-SIDE  PORTACAVAL 
SHUNT  ON  HEPATIC  HEMODYNAMICS  AND 

METABOLISM.    (E.)    Tamaki,  A.  (U.  California  Sch.  Med., 
San  Diego),  M.  Golby  and  M.  J.  Orloff.   Surg  Forum  19:324- 
326,  1968. 

1588  EFFECTS  OF  PORTACAVAL  SHUNTS  AND 
EXPERIMENTAL  LIVER  DISEASE  ON 

INTESTINAL  ABSORPTION  OF  AMMONIA.    (E.)    Windsor, 
C.  W.  O.  (U.  California  Sch.  Med.,  San  Diego),  B.  Goodhead 
and  M.  J.  Orloff.   Surg  Forum  19:333-335,  1968. 

1589  BRAIN  AMINO  ACIDS  IN  ACUTE  HEPATIC 
COMA.   (E.)    Mattson,  W.  J.  (U.  Michigan  Med. 

Sch.,  Ann  Arbor),  V.  lob,  M.  Sloan,  W.  W.  Coon,  J.  G. 
Turcotte  and  C.  G.  Child  III.   Surg  Forum  19:331-332,  1968. 

1590  COMPARISON  OF  THE  EFFECTS  OF  END-TO- 
SIDE  AND  SIDE-TO-SIDE  PORTACAVAL 

SHUNTS  ON  LIVER  FUNCTION,  LIVER  BLOOD  FLOW, 
AND  AMMONIA  METABOLISM  IN  DOGS  AND  MAN. 

(E.)    Bernstein,  U.  (California  Sch.  Med.,  San  Diego),  R.  O. 
Nutting  and  M.  J.  Orloff.   Surg  Forum  19:328-330,  1968. 

1591  EFFECT  OF  INCREASED  HEPATIC  RESIS- 
TANCE ON  THE  METABOLIC  EFFICIENCY 

OF  THE  LIVER  FOLLOWING  A  SIDE-TO-SIDE  PORTA- 
CAVAL SHUNT.   (E.)    Reilly,  J.  W.  (Columbia  U.  Coll.  Phys. 
Surg.,  New  York,  N.  Y.),  J.  B.  Price  Jr.,  M.  Sawada,  D.  B. 
Davidson  and  A.  B.  Voorhees  Jr.    Surg  Forum  19:326-328, 
1968. 

1592  A  COUNTERCURRENT  MEMBRANE  OXY- 
GENATOR FOR  PROLONGED  PRESERVA- 
TION OF  EX  VIVO  ORGANS.    (E.)    Atkins,  R.  (U.  Colorado 
Sch.  Med.,  Denver),  C.  Trimble  and  B.  Eiseman.   Surg  Forum 
19:356-358,  1968. 

^593  4N  EVALUATION  OF  PERFUSION  CON- 

STITUENTS IN  LIVER  PRESERVATION.    (E.) 
Brettschneider,  L.  (U.  Colorado  Sch.  Med.,  Denver),  J.  Kolff, 
G.  V.  Smith,  A.  J.  Martin,  P.  Taylor  and  T.  E.  Starzl.   Surg 
Forum  19:354-356,  1968. 


1594  EFFECT  OF  HYPERBARIC  OXYGENATION 

ON  WEIGHT  GAIN  OF  THE  LIVER  DURING 
PERFUSION  PRESERVATION.   (E.)    Huntley,  R.  (U.  Colorado 
Sch.  Med.,  Denver),  B.  A.  Bartholomew,  E.  Bielanski,  J. 
Homatas  and  B.  Eiseman.    Surg  Forum  19:352-354,  1968. 


1595  LIVER  SCANS  AFTER  ORTHOTOPIC  HEPATIC 

HOMOTRANSPLANTATION,  BILL\RY  OB- 
STRUCTION, AND  DE VASCULARIZATION  PROCEDURES. 

(E.)   Groth,  C.  G.  (U.  Colorado  Sch.  Med.,  Denver),  D.  W. 
Brown,  J.  D.  Cleaveland,  D.  J.  Cordes,  L.  Brettschneider  and 
T.  E.  Starzl.    Surg  Forum  19:350-351,  1968. 


1596  HEPATIC  BLOOD  FLOW  ALTERATIONS  FOL- 

LOWING COMMON  BILE  DUCT  LIGATION. 

(E.)  Latzina,  A.  (Harvard  Med.  Sch.,  Boston,  Mass.),  M.  E. 
Brown  and  W.  V.  McDermott  Jr.  Surg  Forum  19:340-341, 
1968. 


1597  THE  PATHOPHYSIOLOGY  AND  TREATMENT 
OF  NEONATAL  JAUNDICE.    (Kor.)    Moon, 

Y.  E.  (Cheil  Hosp.,  Seoul,  Korea).   J  Kor  Med  Ass  11(9):722- 
725,    1968. 

1598  NEONATAL  JAUNDICE.   (Kor.)    Han,  D.  S. 
(Med.  Sch.,  Kyungpook  Natl.  U.,  Korea).   /  Kor 

Med  Ass  11(9):717-721,  1968. 


1599  HEPATIC  FIBROCHOLANGIOMATOSIS: 

REPORT  OF  A  CASE  AND  DISCUSSION  OF 
ITS  DIFFERENTIAL  DIAGNOSIS  FROM  EXTRAHEPATIC 
BILIARY  TRACT  OBSERVATION.    (For.)    B5hm,  G.  M. 
(Ribeirao  Preto  Fac.  Med.,  U.  Sao  Paulo,  Brazil)  and  S. 
Zucoloto.   Hospital  (Rio)  74(4):  1333-1 342,  1968. 


1600  EFFECT  OF  NONCOMPLICATED  DISEASES 

OF  THE  BILIARY  TRACT  ON  LIVER  FUNC- 
TION.   (Cz.)    Chlumsky,  J.  (Fac.  Med.  Hyg.,  Charles  U., 
Prague,  Czechoslovakia)  and  A.  Chlumska.   Cas  Lek  Cesk 
107(49):  1483-1488,  1968. 


1601  EFFECTS  OF  AMEBIASIS  ON  THE  LIVER. 

(Nor.)    Osnes,  S.  (State  Hosp.,  Oslo,  Norway). 
T Norsk  Laegeforen  88(23):2189-2193,  1968. 

1602  WALDENSTROM'S  DISEASE  AND  AMYLOIDO- 
SIS:   CLINICAL  AND  AUTOPSY  FINDINGS 

IN  ONE  CASE.    (Fr.j    Alaoui,  A.  (St.  Antoine  Hosp.,  Paris, 
France),  F.  Potet,  P.  Burtin,  S.  Jundt,  R.  Pieron,  R.  Kourilsky 
and  L.  OrceL   Sem  Hop  Paris  45(12):768-776,  1969. 

1603  TREATMENT  OF  HEPATIC  COMA.    (E.) 
Sherlock,  S.  (Royal  Free  Hosp.  Sch.  Med.,  London, 

England).   Mod  Treatm  6(1):  131-141,  1969. 
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1604  THE  SIGNIFICANCE  OF  MITOCHONDRIAL 

ANTIBODIES  IN  LIVER  DISEASE.    (E.) 

Doniach,  D.  (Middlesex  Hosp.  Med.  Sch.,  London,  England), 
G.  Walker  and  Y.  M.  Roitt.  Rev  Medicochir  Mai  Foie  43(6): 
231-238,  1968. 


1605  EXTENSIVE  INTRAVASCULAR  SPREAD  OF 

MALIGNANT  HEPATOMA.    [CASE  REPORT] 

(E.j    Dean,  A.  C.  B.  (Dept.  Surg.  Sci.,  U.  Edinburgh,  Scotland) 
and  M.  D.  Middleton.   J  Roy  Coll  Surg  Edinb  14(2):  117-120, 
1969. 


See  also:    1195,1200,1203,1205,1206,1208,1209,1213,1217,1218,1224,1226, 
1227,1230,1231,1235,1242,1244,1247,1248,1253,1297,1768 
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1606  HEPATIC  VEINS  OF  MONKEYS  WITH  VENO- 

OCCLUSIVE  DISEASE:    SEQUENTIAL  ULTRA- 
STRUCTURAL  CHANGES.   (E.)    AUen,  J.  R.  (Dept.  Path., 
U.  Wisconsin,  Madison),  L.  A.  Carstens  and  G.  J.  Katagiri. 
Arch  Path  87(3):279-289,  1969. 

Ultrastructural  changes  occurring  in  the  hepatic  vessels  of 
adult  female  Macaca  speciosa  monkeys  poisoned  with  monocro- 
taline  were  followed  at  various  intervals  up  to  32  days  after 
i.p.  administration  of  0.125  g/kg  body  weight  of  the  hepato- 
toxin.    Only  8  of  18  treated  animals  survived  more  than  32 
days.   The  serum  total  protein  declined  within  one  week  after 
administration  of  the  toxin,  reaching  4.8  g%  by  the  32nd  day 
(normal  level  7.2  g%).   The  albumin/globulin  ratio  and  the 
distribution  of  various  globuUn  fractions  also  shifted  during 
this  period,  and  the  plasma  prothrombin  time  increased.    Serum 
bilirubin  averaged  2.8  mg%  on  the  14th  day  of  the  experiment, 
but  was  less  than  1.0  mg%  in  aU  monkeys  which  survived  at 
least  28  days.    SGOT  activity  increased  within  24  hr  following 
the  administration  of  monocrotaline  and  remained  elevated 
through  the  observation  period.    Light  and  electron  microscopy 
revealed  that  the  toxic  effects  of  monocrotaline  on  the  hepatic 
vessels  initially  involved  the  endothelial  cells  of  small-  and 
medium-sized  vessels.    Within  24  hr,  separation  of  the  binding 
sites  of  contiguous  endothelial  cells  and  shrinkage  or  swelling 
of  endothelial  cells  with  subsequent  rupture  were  observed. 
There  was  progressive  loss  of  the  endothelial  lining  during  the 
next  2  weeks  until  only  isolated  endothelial  cells  were  detect- 
able; in  areas  of  complete  denudation  of  the  endothelium  and 
basal  lamina,  the  smooth  muscle  cells  were  indirect  contact 
with  the  circulating  blood.    Fluid  and  blood  constituents  ad- 
hered to  the  denuded  surfaces  and  penetrated  the  vessel  wall, 
causing  wide  separation  of  the  collagen  fibers  and  fibroblasts. 
By  the  end  of  the  2nd  week,  the  edematous  vessel  wall  caused 
distortion  or  obliteration  of  the  vascular  lumen.    During  the 
3rd  and  4th  weeks  there  was  a  decrease  in  the  fluid  content 
of  the  vessels  and  proliferation  of  fibrous  connective  tissue; 
many  lumens  were  filled  with  collagen  fibers.    Necrotic  cells, 
free  cytoplasmic  organelles,  large  membrane-bound  cytosegre- 
somes  and  electron-dense  cellular  fragments  were  scattered 
throughout  the  vessel  wall.    Many  vessels  were  recanalized  by 
capillaries  enclosed  by  a  single  layer  of  continuous  endothelium; 
the  only  remnants  of  the  original  vessel  wall  were  a  few  ran- 
domly located  smooth  muscle  cells. 

1607  BACTERIAL  ABSCESSES  OF  THE  LIVER:    16 

RECENT  CASES.   (Fr.)    Dandurand,  B.  (Hotel 
Dieu,  Montreal,  Quebec,  Canada),  M.  Saint-Martin  and  L. 
Beaudoin.    Un  Med  Canada  98(l):55-62,  1969. 

Non-parasitic  abscesses  of  the  liver  were  found  in  16  patients 
(8  men  and  8  women,  aged  37-76  yr)  out  of  35,200  (0.04%). 
Escherichia  coli  was  isolated  in  6  cases.  Streptococcus  fecalis 
in  2,  Proteus  mirabilis  in  2,  Staphylococcus  aureus  in  1, 
Klebsiella  pneumoniae  in  1,  and  Fusobacterium  in  1.   Cultures 
were  negative  in  5  cases.   Abscesses  reached  the  liver  via  the 
portal  vein  in  5  cases,  the  biliary  tract  in  8,  and  spread  from 
adjacent  organs  in  3.    Single  abscesses  were  present  in  3  cases 
and  miltiple  abscesses  in  12  (unspecified  in  1  case).    In  3  cases 
the  abscess  was  produced  by  advanced  peritonitis,  in  2  by  lo- 
calized intraabdominal  infections,  in  6  by  angiocho  litis,  and  in 


3  by  infections  in  adjacent  organs.   Hydatid  cysts  of  the  liver 
were  present  in  3  of  these  16  patients.   Despite  antibiotic  ther- 
apy, 12  of  these  patients  died. 


1608  LIVER  LESIONS  IN  SATURNISM  (HISTOLOGI- 
CAL, HISTOCHEMICAL  AND  ELECTRON  MI- 
CROSCOPIC STUDY).   (Rum.)    Banciu,  T.,  (Inst.  Med., 
Timisoara,  Romania),  L.  Georgescu,  A.  Petrovici  and  C. 
Ungureanu.  Med  Intern  (Bucur)  20(9):  1139-1 146,  1968. 

1609  THE  EFFECT  OF  N'-NITRO-N-NITROSO-METH- 
YLGUANIDINE  ON  THE  LIVER  AFTER  AD- 
MINISTRATION TO  THE  RAT.   (E.j    Craddock,  V.  M.  (Med. 
Res.  Counc.  Labs.,  Carshalton,  England).   Experientia  24(11): 
1148-1149,  1968. 

1610  THE  USE  OF  PROGESTOGENS  IN  WOMEN 
WITH  A  PREVIOUS  HISTORY  OF  INTRAHEPA- 
TIC CHOLESTASIS  CAUSED  BY  GESTAGENS  AND/OR 
PREGNANCY  (PRELIMINARY  COMMUNICATIONS).    (Sp.) 
Dominguez  L.,  J.  P.,  (J.  J.  Aguirre  Hosp.,  Santiago,  Chile), 

J.  M.  Orellana  A.,  J.  Zanartu  and  E.  Maldonado.   Rev  Med  Chile 
96(6):407^09,  1968. 

1611  STUDIES  ON  IMMUNOLOGICAL  DAMAGE  TO 
THE  LIVER  CELL.    I.    FIXATION  OF  ANTI- 
LIVER  ANTIBODIES  ON  THE  RAT  LIVER  CELL  MEM- 
BRANE.  (Jap.)    Miyazaki,  T.  (Okayama  U.  Sch.  Med.,  Japan). 
Allergy  (Japan)  17(12):958-963,  1968. 


1612  STUDIES  ON  IMMUNOLOGICAL  DAMAGE  TO 
THE  LIVER  CELL.    II.    CYTOTOXIC  EFFECTS 

OF  ANTI-LIVER  ANTIBODIES  ON  LIVER  CELLS.    (Jap.) 
Miyazaki,  T.  (Okayama  U.  Sch.  Med.,  Japan).  Allergy  (Japan) 
17(12):964-972,  1968. 

1613  CARBON  TETRACHLORIDE  INTOXICATION 
WITH  HEPATIC  NECROSIS  AND  ACUTE  TUB- 
ULAR RENAL  INSUFFICIENCY.    (Ger.)    Asshauer,  E. 
(Bernhard  Nocht  Inst.  Marine  Trop.  Dis.,  Hamburg,  Germany) 
and  H.  Goethe.  Med  Welt  20(2):  102-104,  1969. 

1614  HEPATIC  TOLERANCE  FOR  A  MODERN  ES- 
TROGEN PREPARATION.    (Ger.)    Seifert,  E. 

(Hanusch  Hosp.,  Vienna,  Austria).  Med  Welt  20(8):427-430, 
1969. 

1615  CHANGES  IN  THE  RESULTS  OF  SOME  LIVER 
FUNCTION  TESTS  IN  WORKERS  IN  THE  SYN- 
THETIC RUBBER  INDUSTRY.    (Rus.)    Bashirov,  A.  A.  (M.  M. 
Efendi-Zade  Azerbaijan  Sci.  Res.  Inst.  Labor  Hyg.,  USSR).    Ter 
Arkh  40(10):79-81,  1968. 

1616  TOXIC  LIVER  DAMAGE  DUE  TO  ETHIONA- 
MIDE.   (E.)    Kuntz,  E.  (Med.  CUn.,  Justus-Liebig 

U.,  Giessen,  Germany),  J.  Lier  and  W.  Pfingst.    German  Med 
Monthly  13(12):599-602,  1968. 
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1617  INTRAHEPATIC  AIR  -  A  SIGN  OF  TRAUMA. 

(E.)    Wolfel,  D.  A.  (U.  New  Mexico  Sch.  Med., 
Albuquerque)  and  B.  G.  Brogdon.   Radiology  91(5):952-953, 
1968. 

1618  FATTY  LIVER,  HYPERLIPEMIA,  AND  ERYTHRO 
CYTE  ALTERATIONS  PRODUCED  BY  ETHANOL 

FEEDING  IN  THE  RAT.  (E.j  Baraona,  E.  (Bronx  Veterans 
Hosp.,  N.  Y.)  and  C.  S.  Lieber.  Amer  J  Clin  Nutr  22(3):356- 
357,  1969. 

1619  CHANGES  IN  THE  PROTEIN  COMPOSITION 
AND  TRANSAMINASE  ACTIVITY  OF  THE 

BLOOD  SERUM  AND  LIVER  OF  RATS  UNDER  THE  IN- 
FLUENCE OF  LARGE  DOSES  OF  ANTIHEPATOCYTOTOXIC 
SERUM  AND  ANTIRETICULAR  CYTOTOXIC  SERUM  (BOGO- 
MOLETS  SERUM).   (Uk.)    Alekseieva,  I.  N.  (A.  A.  Bogomolets 
Inst.  Physiol.,  Acad.  Sci.  Ukr.  SSR.,  Kiev,  USSR).   Fiziol  Zh 
(Kiev)  780-789,  1968. 

1620  RIGHT  LOBECTOMY  FOR  LIVER  TRAUMA. 

(Fr.j    Sirot,  L.  and  J.  Miguet.  Mem  Acad  Chir 
(Paris)  94(25/26):701-703,  1968. 


1621  MAJOR  HEPATECTOMIES  FOR  LIVER  TRAUMA: 
THEIR  BIOLOGICAL  CONSEQUENCES.    (Fr.) 

Delavierre,  P.  (de  Vaugirard  Hosp.,  Paris,  France),  R.  Rettori, 
P.  Morpin-AUeron,  P.  Vayre  and  J.  C.  Levasseur.   Sem  Hop  Paris 
45(3):191-198,  1969. 

1622  TREATMENT  OF  PARASITIC  DISEASES  OF  THE 
LIVER.    (E.)    Spingarn,  C.  L.  (Mount  Sinai  Sch. 

Med.,  City  U.  New  York,  N.  Y.).  Mod  Treatm  6(1):  153-164, 
1969. 


1623  RECOGNITION,  PREVENTION,  AND  TREAT- 
MENT OF  DRUG-INDUCED  HEPATITIS.    (E.) 

Popper,  H.  (Mount  Sinai  Sch.  Med.,  City  U.  New  York,  N.  Y.). 
Mod  Treatm  6(1):  142-152,  1969. 

1624  ACUTE  AND  CHRONIC  EFFECTS  OF  AFLA- 
TOXIN  ON  THE  LIVER  OF  DOMESTIC  AND 

LABORATORY  ANIMALS:  A  REVIEW.  (E.)  Newberne, 
P.  M.  (Dept.  Nutr.  Food  Sci.,  Massachusetts  Inst.  Technoi., 
Cambridge).   Cancer  Res  29{\y.23e-2S0,  1969. 


See  also:    1121,1173,1266 
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1625  CHEMOTHERAPEUTIC  STUDIES  ON  MOUSE 

HEPATITIS  VIRUS:    I.    EFFECT  OF  ANTIVIRAL 
AGENTS  ON  THE  SWELLING  OF  MOUSE  LIVER  MITOCHON- 
DRIA IN  VITRO.    II.    EFFECT  OF  METHANOL  ON  MOUSE 
HEPATITIS  VIRUS  IN  VITRO.    III.    ANTIVIRAL  EFFECT  OF 
SOME  PHARMACODYNAMIC  DRUGS.    (E.)    Kanoh,  S.  (Natl. 
Inst.  Hyg.  Sci.,  Osaka,  Japan).   Chemotherapy  16(6):783-791, 
1968. 

When  mitochondria  were  prepared  from  the  livers  of  normal 
and  infected  mice  (EHF-120  strain  of  mouse  hepatitis  virus 
[MHV]  i.p.)  according  to  the  method  of  Hogeboom,  mitochon- 
dria from  infected  mice  did  not  show  swelling  in  vitro.    Xenal- 
dial  (1.2  X  10-3  to  1.2  x  10-5  M)  and  Benadryl  (1.1  x  10-4  to 
1.1  X  10-5  M)  did  not  prevent  swelling  of  mitochondria  prepared 
from  normal  mouse  liver  when  added  to  the  mitochondrial  sus- 
pension in  vitro,  even  though  these  agents  are  effective  against 
viral  hepatitis.    Studies  on  the  effect  of  methanol  revealed  that 
incubation  of  infected  mouse  liver  homogenates  with  up  to  30% 
methanol  for  3  hr  at  OC  did  not  completely  inactivate  MHV, 
although  inactivation  was  complete  at  40%.    Fractionation 
studies  revealed  that  virus  activity  was  concentrated  mainly  in 
the  cytoplasmic  supernatant.   Addition  of  methanol  (30-40%) 
reduced  the  nonprotein  nitrogen  content  of  the  supernatant,  but 
there  was  no  increase  in  the  specific  viral  activity  so  that  purifi- 
cation of  MHV  remains  a  problem.   When  the  antiviral  effects 
of  Xenaldial,  Benadryl,  p-carboxy-N-methylacetyl-nicotinic  acid, 
and  Formycin  on  MHV  were  compared  in  vitro  and  in  vivo,  Xen 
Xenaldial  showed  a  potent  antiviral  effect  in  vitro,  but  no  thera- 
peutic effect  in  vivo.    Benadryl,  p-carboxy-N-methylacetyl-nico- 
tinic  acid,  and  Formycin  showed  a  slight  therapeutic  effect  in 
vivo. 

1626  FURTHER  EXPERIMENTS  WITH  ALCOHOL- 

TREATED  HEPATITOGENIC  SERUM.    (E.) 

Csap(5,  J.  (Laszlo  Cent.  Hosp.  Infect.  Dis.,  Budapest,  Hungary), 
J.  Budai,  G.  Nyerges,  P.  Richter  and  I.  Toth.  Acta  Paediat  Acad 
Sci  Hung  9(3/4):213-217,  1968. 

Serum  pools  obtained  from  children  with  infectious  hepatitis 
were  subjected  to  a  form  of  alcohol  treatment  that  had  been 
shown  to  preserve  some  of  the  hepatitis  viral  activity  in  adult 
serum  pools,  in  order  to  determine  whether  any  part  of  the 
virus  present  in  children's  sera  would  resist  oich  a  procedure; 
subsequently,  alcohol-treated  serum  was  administered  by  the 
oral  route  to  children  to  test  whether  illness  would  follow  the 
administration  of  such  a  slightly  hepatitogenic  preparation. 
No  children  receiving  i.m.  injections  of  either  0.01  g  serum  pro- 
tein treated  with  40%  alcohol  for  14  days  at  -5C  or  0.03-0.04  g 
lyophihzed  serum  protein  treated  with  40%  alcohol  for  12  days 
developed  hepatitis.   Two  of  15  children  inoculated  with  0.04  g 
serum  protein  treated  for  70  hr  with  21%  alcohol  developed 
mild  hepatitis  on  the  82nd  and  83rd  day,  resp.    An  oral  dose  of 
0.1  g  of  the  lyophilized  powder  treated  with  21%  alcohol  for 
70  hr  (proven  to  contain  virus)  was  given  to  24  children;  none 
of  the  children  became  ill  and  no  signs  suggestive  of  hepatic  in- 
jury could  be  detected  for  up  to  100  days.    Five  to  13  months 
after  oral  vaccination,  the  children  were  challenged  with  0.04  g 
serum  protein  i.m.,  prepared  by  the  method  used  for  the  oral 
vaccine.    As  controls,  24  other  children  were  also  challenged. 
No  signs  of  hepatitis  could  be  detected  in  either  group,  suggesting 


that  the  serum  had  become  noninfective  during  the  18-month 
interval. 

1627  GLUCOCORTICOID  THERAPY  IN  ACUTE  VIRAL 
HEPATITIS  AND  ITS  SEQUELAE.    (Ger.) 

Kommerell,  B.  (Med.  Clin.,  U.  Heidelberg,  Germany)  and  G. 
Schettler.   Munchen  Med  Wschr  111(4):180-185,  1969. 

The  results  of  liver  function  tests  were  compared  in  25 1  patients 
treated  with  glucocorticoids  and  166  untreated  controls.   Treated 
patients  included  147  with  acute  viral  hepatitis  who  received 
total  doses  of  50-2500  mg  of  prednisone  or  prednisolone  over 
a  period  of  5-110  days;  52  with  chronic  hepatitis  who  received 
up  to  4000  mg  of  steroids  over  a  period  of  up  to  170  days;  and 
52  with  posthepatitic  cirrhosis  who  received  up  to  2300  mg  pred- 
nisone over  a  period  of  5-90  days.    Patients  selected  for  steroid 
therapy  generally  had  more  severe  forms  of  liver  disease  than  the 
controls.    No  differences  were  seen  in  the  time  required  for  se- 
rum bilirubin  levels,  transaminase,  alkahne  phosphatase,  and 
protein  fractions  to  return  to  normal  in  treated  and  untreated 
patients  with  acute  viral  hepatitis.    Similar  results  were  obtained 
for  patients  with  chronic  hepatitis  and  posthepatitic  cirrhosis. 
Steroid  therapy  did  not  appear  to  prevent  acute  hepatitis  from 
becoming  chronic.   Comphcations  of  steroid  therapy  included 
steroid  diabetes  in  3%  of  these  patients  and  reactivation  of 
tuberculosis  in  1  case.    Bleeding  peptic  ulcers  developed  in  4  of 
the  steroid-treated  patients  and  in  3  of  the  controls.    None  of 
these  patients  had  a  history  of  peptic  ulcers. 

1628  MOTOL  VIRUS  AND  ANTIBODIES  IN  THE 
SERUM  DURING  AND  AFTER  INFECTIOUS 

HEPATITIS.  (Cz.)  Koza,  J.  (Inst.  Epidem.  Microbiol.,  Prague, 
Czechoslovakia),  J.  Rampas  and  K.  ia6ek.  Cesk  Epidem  17(6): 
347-352,  1968. 

Serological  and  immunological  studies  on  268  serum  samples  ob- 
tained at  various  stages  of  infectious  hepatitis  or  during  the  con- 
valescent period  (up  to  12  months  after  discharge)  failed  to 
reveal  any  neutralizing  or  hemagglutinin-inhibiting  antibodies  to 
either  the  cytopathogenic  or  the  hemagglutinating  antigens  of 
the  Motol  virus  family  (strains  BUina,  Strelna,  Brezanky,  Dubi, 
Kostany,  Duchcov,  Osek,  Liptice,  Hrob,  Vernerice,  Kolin  and 
Teplice).   Blood  samples  were  taken  from  children  (4-14  yr  old) 
with  viral  hepatitis  and  from  control  children  (1-6  yr  old)  with 
no  history  of  hepatitis.   Neutralization  titers  (50%)  of  1:2-1:64 
were  obtained  with  various  strains  of  Motol  virus  in  both  patients 
(from  before  hospitalization  to  4  months  thereafter)  and  controls; 
sera  from  both  groups  of  children  also  showed  hemagglutinin 
titers  of  from  1:4  to  1:1024.   There  was  no  correlation  between 
the  presence  of  Motol  virus  antibodies  and  a  history  of  viral 
hepatitis. 

1629  EPIDEMIOLOGICAL  CONSIDERATIONS  ON 

HEPATITIS  OF  OCCUPATIONAL  ORIGIN  AND 
ITS  PREVENTION.  (Ger.)  Weiss,  G.  (Prov.  Inst.  Occup.  Med., 
Berlin,  Germany)  and  M.  Miinzer.  Zbl  Arbeitsmed  18(l2):361- 
366,  1968. 

In  order  to  derive  some  information  about  the  relative  incidence 
and  possible  prevention  of  infectious  hepatitis  among  medical 
personnel,  questionnaires  were  sent  to  334  patients  who  developed 
viral  hepatitis  of  occupational  origin  between  1950  and  1965  in 
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Berlin.   The  216  who  replied  included  44  physicians,  93  nurses, 
32  laboratory  workers  or  medical  technicans,  and  24  kinder- 
garten teachers;  1 1  of  these  had  had  a  previous  attack  of  infec- 
tious hepatitis  (not  job-related)  and  39  (including  the  32  labora- 
tory workers)  reported  no  actual  contact  with  hepatitis  patients. 
The  44  physicians  included  27  internists  and  7  surgeons,  yielding 
an  estimated  risk  of  infection  of  9.7%  and  3.25%,  resp.  for  the 
2  groups.   The  92  nurses  included  50  from  internal  medical 
wards,  15  from  pediatric  wards  and  10  from  surgical  wards,  yield- 
ing an  estimated  risk  of  2.1%,  2.1%  and  1.5%,  resp.   The  time 
lost  from  work  as  a  result  of  hepatitis  varied  from  17  days  to 
5.5  yr,  and  189  of  the  216  patients  had  to  be  hospitalized  (26 
more  than  once).    Furthermore,  35  of  the  216  patients  changed 
occupations  as  a  result  of  the  experience.   Considering  that  the 
risk  of  infectious  hepatitis  is  about  4  times  as  high  among  hos- 
pital personnel  as  among  the  general  population,  7-globulin  pro- 
phylaxis is  strongly  recommended  for  exposed  medical  person- 
nel.   Such  prophylaxis  was  only  given  to  9  of  the  216  cases, 
and  in  6  of  these  only  after  the  appearance  of  symptoms. 

1630  INFLUENCE  OF  PREDNISONE  ON  THE  COURSE 

OF  EPIDEMIC  HEPATITIS.   (E.)    Dulifek,  K.  (Depl 
Infect.  Dis.,  Charles  U.,  Hradec  Kralove,  Czechoslovakia).   Sbom 
Ved  Prac  Lek  Fak  Karlov  Univ  ll(3):371-385,  1968. 
A  double-blind  study  of  the  effect  of  prednisone  on  the  course 
of  epidemic  hepatitis  was  performed  in  50  patients  with  either 
a  serum  bilirubin  above  10  mg%  (44  patients)  or  a  value  of  not 
less  than  5  mg%  for  at  least  3  weeks  (6  patients).    Half  of  each 
group  (10  men  and  15  women;  average  41.7  yr  old)  received 
5-mg  tablets  of  placebo  beginning  an  average  of  16.5  days  after 
disease  onset;  the  other  half  (11  men  and  14  women;  average 
44.6  yr  old)  received  5-mg  tablets  of  prednisone  beginning  an 
average  of  13.6  days  after  disease  onset.    Dosage  was  0.43 
mg/kg/day  for  10  days  and  then  0.28  mg/kg/day.   The  longest 
treatment  period  was  30  days,  with  the  average  prednisone  treat- 
ment period  being  26.8  days  and  the  average  placebo  treatment 
period  being  26.6  days.    Liver  biopsies  and  periodic  liver  func- 
tion tests  were  performed.   Although  there  was  no  significant 
difference  in  bilirubin  levels  between  the  prednisone  and  placebo 
groups  either  before  treatment  or  in  the  first  few  weeks  of 
treatment,  the  decrease  in  hyperbilirubinemia  after  3  weeks  was 
significant  in  both  groups.    Liver  histology  and  function,  as  well 
as  the  period  of  convalescence,  were  similar  in  both  groups. 
These  results  indicate  that  prednisone  has  no  appreciable  effect 
on  the  course  of  epidemic  hepatitis. 

1631  AN  OUTBREAK  OF  INFECTIVE  HEPATITIS 
WITHIN  THE  CAMPUS  OF  CALCUTTA  HOSPI- 
TAL.  (E.)    Bhattacharji,  L.  M.  (All-India  Inst.  Hyg.  Publ. 
Hlth.,  Calcutta),  D.  N.  Sengupta,  G.  C.  Pain,  S.  Mukherjee  and 
N.  Mazumder.  Indian  J  Med  Res  56(10):1443-1455,  1968. 

1632  INDICATIONS  FOR  CORTICOSTEROID  THER- 
APY IN  PATIENTS  WITH  INFECTIOUS  HEP- 
ATITIS AND  DIABETES  MELLITUS.    (Rum.)    Gavrila,  I. 
(Inst.  Med.  Pharm.,  Cluj,  Romania),  M.  Gidaly,  R.  Josan  and 
C.  Piirvu.  Med  Intern  (Bucur)  20(9):  1091-1098,  1968. 

1633  CAN  CHRONIC  GALLBLADDER  DISEASE 
FOLLOW  EPIDEMIC  HEPATITIS?    (Rum.) 


Zalaru,  M.  C.  (Student  Polyclin.,  Bucharest,  Romania).  Med 
Intern  (Bucur)  20(10):1219-1229,  1968. 

1634  EXCHANGE  TRANSFUSION  AND/OR  PERITO- 
NEAL DIALYSIS  IN  THE  TREATMENT  OF 

HEPATIC  COMA  DUE  TO  ACUTE  HEPATITIS.    (Sp.)    Velasco, 
M.  (Salvador  Hosp.,  Santiago,  Chile),  E.  Roessler  and  R.  Katz. 
Rev  Med  Chile  96(6):393-398,  1968. 

1635  DISTRIBUTION  OF  CERTAIN  ENZYMES  IN 
THE  SUBCELLULAR  STRUCTURES  OF  THE 

LIVER  IN  EPIDEMIC  HEPATITIS.   (Rus.)    Semendiaieva, 

M.  le.  (Inst.  Biol.  Med.  Chem.,  Acad.  Med.  Sci.  USSR,  Moscow), 

T.  M.  Guseva  and  A.  V.  Shul'ga.    Ter  Arkh  40(10):59-62,  1968. 


1636  CHANGES  IN  THE  GAS  COMPOSITION  OF 

THE  BLOOD  IN  VIRAL  HEPATITIS  (BOTKIN'S 
DISEASE).   (Rus.)    Bezuglyi,  V.  P.  (All-Union  Sci.-Res.  Inst. 
Hyg.  Toxicol.  Pesticides,  Kiev,  USSR).    Ter  Arkh  40(10):66-71, 
1968. 


1637  DETOXIFYING  ACTION  OF  NEOCOMPENSAN 
IN  PATIENTS  WITH  INFECTIOUS  HEPATITIS. 

(Rus.)    Krylova,  O.  M.  (Leningrad  Inst.  Sanit.  Hyg.  Med., 
USSR),  S.  A.  Smirnova  and  I.  M.  Khlebnikova.    Ter  Arkh  40(10): 
71-74,  1968. 

1638  CHANGES  IN  THE  DEGREE  OF  OXYGEN  i 
SATURATION  IN  THE  BLOOD  OF  PATIENTS       j 

WITH  INFECTIOUS  HEPATITIS.   (Rus.)    Strelov,  P.  I. 
(Leningrad  Inst.  Postgrad.  Med.,  USSR)  and  lu.  M.  Argov.    Ter 
Arkh  40(10):74-76,  1968. 

1639  ACETYLATING  CAPACITY  OF  THE  BODY  DUR- 
ING INFECTIOUS  HEPATITIS  IN  CHILDREN. 

(Rus.)    Sankina,  N.  V.  (Inst.  Pediat.,  Acad.  Med.  Sci.  USSR, 
Moscow),  A.  G.  Bokovoi  and  M.  Kh.  Ismailova.  Pediatriia 
47(11):12-17,  1968. 


1640  EFFECTIVENESS  OF  THE  CLIMATIC-BALNEO- 

LOGICAL TREATMENT  OF  CHRONIC  HEP  ATI-  i 
TIS  AND  PRECIRRHOSIS  OF  THE  LIVER  IN  CHILDREN.       j 

(Rus.)    Makarov,  A.  P.  (ChUdren  Dis.  Society,  Essentuki,  USSR). 
Pediatriia  47(11):  17-19,  1968. 


1641  PATHOGENESIS  OF  EPIDEMIC  HEPATITIS  IN 

INFANTS.   (Rus.)    Kuz'micheva,  A.  T.  (Leningrad 
Pediat.  Med.  Inst.,  USSR),  L.  A.  Mikhailova  and  O.  M. 
Kuryleva.  Pediatriia  47(ll):36-39,  1968. 


1642  TREATMENT  OF  ACUTE  HEPATITIS.   (E.) 

Grady,  G.  F.  (Tufts  U.  Sch.  Med.,  Boston,  Mass.) 
and  T.  C.  Chalmers.  Mod  Treatm  6(1):123-130,  1969. 
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1643  OBSERVATIONS  ON  THE  BEHAVIOR  OF  THE 
SERUM  TRANSAMINASES  DURING  VIRAL 

HEPATITIS.    (It.)    Barghini,  G.  (Inst.  Hyg.,  U.  Pisa,  Italy), 

R.  Catassi  and  P.  L.  Ferrara.  Ann  Sclavo  10(2):  145-159,  1968. 

1644  THE  PROGNOSTIC  VALUE  OF  CERTAIN  IM- 
MUNOELECTROPHORETIC  CHANGES  IN  THE 


SERUM  PROTEINS  DURING  VIRAL  HEPATITIS.    (Fr.) 

GavrUa,  I.  (Infect.  Dis.  Clin.,  Cluj,  Romania)  and  C.  Pirvu.   Sem 
Hop  Paris  44(54):3375-3382,  1968. 

1645  THE  TREATMENT  OF  VIRAL  HEPATITIS.    (E.) 

SpeUberg,  M.  A.  (Michael  Reese  Hosp.,  Chicago, 
m.).  Amer  J  Gastroent  51(1):  15-34,  1969. 


See  also:    1221,1225 
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1646  ALLEVIATION  OF  DIETARY  CIRRHOSIS  WITH 

BETAINE  AND  OTHER  LIPOTROPIC  AGENTS. 

(E.)    Best,  C.  H.  (Banting  &  Best  Dept.  Med.  Res.,  U.  Toronto, 
Ontario,  Canada),  J.  H.  Ridout  and  C.  C.  Lucas.    Canad  J  Physiol 
Pharmacol  47(l):73-79,  1969. 

Male  rats  fed  a  low-protein  hypolipotropic  regimen  (9%  protein 
provided  as  6%  extracted  peanut  meal,  6%  soy  protein)  devel- 
oped moderately  severe  cirrhotic  lesions  in  4-6  months.    Various 
groups  then  received  1 1  different  treatment  diets  for  about  7 
months.    In  a  preventive  study,  rats  fed  the  basal  diet  supple- 
mented with  choline  (0.50%)  survived  more  than  1  yr,  gained 
weight  and  had  normal  livers.    Supplementary  betaine  (0.63%) 
with  a  diet  containing  9%  protein  (96  mg%  methionine)  pro- 
duced marked  regression  of  the  cirrhotic  condition  in  4  and 
slight  improvement  in  4  out  of  10  rats,  but  appeared  to  be  more 
effective  when  the  dietary  protein  was  more  adequate  (20% 
protein,  260  mg%  methionine),  causing  marked  improvement 
in  8  and  slight  improvement  in  3  of  12  animals.    Under  the 
latter  conditions  betaine  was  as  beneficial  as  supplementary 
choline  (0.65%),  which  resulted  in  marked  improvement  in  10 
of  12  animals.   Supplementary  choline  (0.65%)  with  a  9%  pro- 
tein diet  containing  96  mg%  methionine  slightly  improved  1 
and  markedly  improved  5  of  6  rats.    Even  20%  protein  in  the 
diet,  when  this  was  of  poor  quality  (with  260  mg%  methionine), 
allowed  the  cirrhotic  condition  to  worsen  in  all  11  rats.    A 
"good"  20%  protein  regimen  containing  520  mg%  methionine 
was  no  more  beneficial  (5  of  8  worsened).   Supplementation  of 
the  methionine-poor  20%  protein  diet  with  choline  (0.65%)  re- 
sulted in  marked  improvement  in  the  cirrhosis  in  8  of  15  ani- 
mals.   Lesions  worsened  in  3  of  5  rats  fed  a  ration  with  9%  pro- 
tein (96  mg%  methionine)  and  in  10  of  10  rats  given  the  diet 
with  20%  protein  (260  mg%  methionine),  but  a  diet  rich  in  pro- 
tein of  high  quality  (40%,  950  mg%  methionine)  effected  marked 
regression  of  the  cirrhosis  in  5  of  7  rats.   This  was  as  effective 
as  the  same  mixture  with  added  choline  (0.65%;  7  of  9  markedly 
improved).   Supplementary  methionine  (0.69%)  had  a  marked 
therapeutic  effect  when  added  to  the  methionine-rich  basal  diet 
low  in  protein  (9%;  7  of  10  rats  markedly  improved)  or  to  the 
one  with  20%  protein  and  950  mg%  methionine.    It  is  suggested 
that  a  well-balanced  diet  would  have  greater  clinical  efficacy  in 
the  treatment  of  cirrhosis  of  dietary  origin  than  a  pill  containing 
lipotropic  agents. 

1647  PLASMA  AND  URINARY  AMINO  ACIDS  IN 

LAENNEC'S  CIRRHOSIS.    (E.)    Zinneman,  H.  H. 
(VA  Hosp.,  Minneapohs,  Minn),  U.  S.  Seal  and  R.  P.  Doe.   Amer 
J  DigDis  14(2):  118-1 26,  1969. 

Plasma  amino  acid  concentrations  and  urinary  excretion  of  free 
amino  acids  were  measured  by  ion-exchange  chromatography 
in  7  patients  with  Laennec's  cirrhosis  from  the  stage  of  precoma 
to  maximal  improvement  in  liver  function.    Only  3  of  22  amino 
acids  measured  showed  statistically  significant  changes  during 
the  observation  period:    taurine  (2.8  to  5.1  jUmoles/100  ml), 
citrulline  (2.6  to  3.2  /Jmoles/lOO  ml),  and  a-amino-n-butyric 
acid  (2.4  to  1.7  jUmoles/lOO  ml).    However,  these  changes  wtre 
within  the  normal  range  of  plasma  amino  acid  concentrations, 
based  on  the  levels  in  24  normal  males.    The  plasma  concentra- 
tions of  amino  acids  in  these  patients  failed  to  show  the  diurnal 
variation  described  for  tyrosine,  phenylalanine,  and  tryptophan 


in  normal  individuals.    Decreased  plasma  concentrations  of  valine, 
leucine,  and  isoleucine  pointed  to  a  component  of  steatonecro- 
sis,  confirmed  by  liver  biopsy  and  measures  of  liver  function. 
The  urinary  excretion  of  threonine,  serine,  asparagine/glutamine, 
alanine,  ethanolamine,  and  histidine  was  increased  significantly 
during  hepatic  decompensation  when  compared  to  the  excretion 
values  at  maximal  compensation;  however,  the  changes  were 
within  the  normal  range.    General  aminoaciduria  observed  in  3 
cirrhotics  after  portacaval  shunting  was  thought  to  be  a  conse- 
quence of  the  surgical  procedure.    The  failure  of  this  study  to 
detect  significant  general  aminoaciduria  in  severe  Laennec's  cir- 
rhosis is  in  contradiction  to  some  earlier  publications. 

1648  ALBUMIN  SYNTHESIS  IN  CIRRHOTIC  SUB 
JECTS  WITH  ASCITES  STUDIED  WITH  CARBON 

ATE-14C.    (E.)    Rothschild,  M.  A.  (VA  Hosp.,  New  York,  N.  ¥.; 
M.  Oratz,  D.  Zimmon,  S.  S.  Schreiber,  1.  Weiner  and  A.  V. 
Caneghem.   /  C/m  Mvexr  48(2):  344-350,  1969. 

In  19  acutely  ill  alcoholics  (35-71  yr  old)  with  large  amounts  of 
ascites  and  chemical  evidence  of  gross  hepatic  dysfunction,  the 
rate  of  albumin  synthesis  was  studied  by  the  use  of  l^c-labeled 
arginine  (guanido  carbon),  as  previously  described.    The  con-       i 
firmed  diagnosis  (liver  biopsy  or  autopsy)  was  cirrhosis  in  18 
cases  and  acute  alcoholic  hepatitis  with  fatty  degeneration  in 
1  patient.   The  absolute  rate  of  synthesis  was  less  than  105  mg/ 
kg/day  in  7  patients  and  203-378  mg/kg/day  in  7  patients; 
liver  function  studies  were  compared  in  these  2  groups.    Serum 
albumin  levels  (1.7  and  2.1  g%)  and  globuUn  levels  (4.4  and 
4.6  g%)  were  not  statistically  different  in  the  low  and  high 
synthesis  groups.   The  bilirubin  level  in  the  low  albumin  pro- 
ducers was  twice  that  in  the  high  albumin  producers,  but  the      , 
mean  values  (12.5  and  5.2  mg%,  resp.)  did  not  differ  signifi- 
cantly, due  to  a  wide  range  of  values.    No  significant  difference 
was  noted  in  the  levels  of  alkaline  phosphatase  (20  and  26  King- 
Armstrong  U  resp.).    On  prothrombin  time  prolongation  betweer 
the  2  groups.    In  the  low  albumin  group,  cholesterol  esters  aver- 
aged 69  mg%  (43%  of  the  total  cholesterol)  while  in  the  high 
albumin  group,  they  averaged  114  mg%  (64%  of  the  total  cho-    ^ 
lesterol);  a  similar  difference  was  found  in  the  SGOT  levels: 
147  ±  28  and  65  ±  18  Sigma  U  in  the  low  and  high  albumin 
groups,  resp.   It  is  concluded  that  the  serum  albumin  level, 
which  represents  the  net  results  of  degradation,  synthesis,  and 
distribution,  is  a  good  index  of  neither  the  hepatic  albumin 
synthesizing  capacity  nor  the  over-all  functional  capacity  of  the 
liver  in  cirrhosis. 

1649  INVESTIGATIONS  ON  THE  FIBRINOLYTIC 
SYSTEM  IN  LIVER  CIRRHOSIS.    (E.)   Tytgat,  G. 

(Dept.  Med.,  U.  Louvain,  Belgium),  D.  CoUen,  R.  De  Vreker  and 
M.  Verstraete.   Acta  Haemal  40(5):265-274,  1968.  » 

The  fibrinolytic  activity  (blood  plasminogen  activator  activity)    i 
in  the  plasma  and  euglobin  fraction,  as  weU  as  antiplasmin  levels, 
were  determined  on  venous  blood  samples  taken  before  and  15, 
30,  and  60  min  after  the  rapid  i.v.  injection  of  nicotinic  acid  in 
25  cirrhotics  (in  various  stages  of  the  disease)  and  25  matched 
normal  controls,  in  order  to  evaluate  the  activation  of  the  fibrin 
olytic  system  by  nicotinic  acid.   The  calculated  mean  in  vivo 
50%  disappearance  time  of  activator  was  13.8  min  for  the  con-  , 
trols  and  24.5  min  for  the  cirrhotics,  indicating  an  abnormal       ) 
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delay  in  hepatic  clearing  of  plasminogen  activator  in  the  cirrhotics. 
A  highly  significant  difference  between  the  mean  antiplasmin 
content  in  the  normal  controls  (311  U/ml)  as  compared  to  the 
ckrhotics  (192  U/ml)  was  noted.    Decreased  antiplasmin  levels 
in  cirrhotics  may  potentiate  the  tendency  of  these  patients  to 
develop  plasma  fibrinolytic  activity. 

1650  CLINICAL  AND  STATISTICAL  OBSERVATIONS 
ON  THE  USE  OF  TRIAMTERENE  IN  CIRRHOSIS 

WITH  ASCITES.   (It.)    CaireUa,  M.  (Inst.  Systematic  Med.  Ther., 
U.  Rome,  Italy),  M.  De  Martus  and  G.  Nasta.    Clin  Ter  46(3): 
199-202,  1968. 

Of  178  patients  with  cirrhosis  and  ascites  who  were  treated  dur- 
ing a  10-yr  period,  105  received  various  diuretics,  including  17 
who  were  given  triamterene  alone,  16  who  were  given  triamterene 
and  thiazides,  and  17  who  were  given  triamterene  and  other 
diuretics.   The  average  number  of  days  between  paracenteses  was 
93-100  for  these  50  patients,  compared  to  16-58  days  for  the 
other  55.   The  x^-test  showed  that  triamterene  significantly  re- 
duced the  number  of  patients  in  whom  ascites  was  clinically 
evident  on  discharge  (only  14  of  50  compared  to  28  of  55 
patients  on  other  diuretics). 

1651  IMMUNOSUPPRESSANTS  IN  THE  TREATMENT 
OF  HEPATIC  CIRRHOSIS:    PERSONAL  EXPER- 
IENCE.  (Fr.)    Laurent,  J.  (Hosp.  Ctr.,  U.  Nancy,  France),  C. 
Mauuary,  M.  Bas,  D.  Vautrin,  P.  Drouin,  P.  Gaucher  and  F. 
HeuUy.  Acta  Gastroent  Belg  31(ll):780-785,  1968. 

Of  13  patients  (4  men  and  9  women,  aged  33-62  yr)  with 
chronic  liver  disease,  6  had  posthepatitic  cirrhosis,  6  had  alcoho- 
lic or  meta-icteric  cirrhosis,  and  1  had  primary  biliary  cirrhosis. 
Five  of  these  patients  were  given  4-6  mg/day  of  chlorambucil 
and  8  received  100-200  mg/day  of  azathioprine.   Treatment 
continued  for  22-120  days.    Liver  biopsies  revealed  that  fibrosis 
had  completely  disappeared  in  2  of  the  6  patients  with  post- 
hepatitic cirrhosis  and  improvement  in  liver  function  tests  was 
noted  in  3  others.    One  woman  with  decompensated  dysglobu- 
linemic  cirrhosis  of  unknown  etiology  responded  well  to  therapy, 
but  only  slight  improvements  occurred  in  2  of  the  7  remaining 
patients.   Three  patients,  all  of  whom  were  given  azathioprine, 
developed  a  photoallergy,  reversible  thrombopenia  and  agranulo- 
cytosis, and  reversible  leukopenia,  resp.    Best  results  were  obtained 
with  patients  in  the  early  stages  of  cirrhosis. 

1652  LYMPH  CIRCULATION  IN  HEPATIC  CIRRHOSIS: 

EFFECT  OF  PORTACAVAL  SHUNT.  (E.)  Witte, 
M.  H.  (Washington  U.  Sch.  Med.,  St.  Louis,  Mo.),  A.  E.  Dumont, 
W.  R.  Cole,  C.  L.  Witte  and  K.  Kintner.  Ann  Intern  Med  70(2): 
303-310,  1969. 

Thoracic  duct  lymph  was  examined  in  84  patients  with  nutritional 
or  postnecrotic  cirrhosis  (41  with  previous  esophageal  variceal 
hemorrhage  and  4  with  portal  vein  occlusion)  and  in  7  patients 
after  portacaval  shunt  and  compared  with  thoracic  and  regional 
(liver  and  small  intestine)  lymph  obtained  from  43  normal  pa- 
tients without  liver  disease  and  8  patients  with  cirrhosis  and 
portal  hypertension.    In  patients  with  cirrhosis  and  portacaval 
shunts,  thoracic  duct  lymph  flow  and  end  pressure  were  markedly 
higher  (6.8  ml/min  and  28.0  cm  H2O,  resp.)  than  control  values 
(0.82  ml/min  and  11.6  cm  H2O,  resp.).    Lymph  protein  levels, 
expressed  as  a  %  of  the  plasma  level,  were  34%  in  patients  who 


had,  and  57%  in  those  who  had  not,  bled  from  esophageal  vari- 
ces compared  with  a  control  value  of  72%.   The  45-min  BSP 
levels  in  thoracic  duct  lymph  (%  of  plasma  level)  were  higher 
in  patients  who  had  never  bled  from  varices  (70%)  than  in  those 
who  had  prior  bleeding  (29%)  or  those  with  superimposed  por- 
tal vein  occlusion  (21%).   In  control  patients  with  cirrhosis  and 
portal  hypertension,  total  protein  concentration  in  small  intes- 
tine lymph  was  markedly  reduced,  while  liver  lymph  remained 
high.    Protein  content  in  thoracic  duct  lymph  was  intermediate 
between  that  of  Uver  and  small  intestine  lymph.    Total  BSP 
concentration  in  liver  lymph  was  higher  than  in  thoracic  duct 
lymph,  which  was,  in  turn,  higher  than  in  small  intestine  lymph. 
One  to  31  days  after  portacaval  shunt,  thoracic  duct  lymph  flow 
was  lower  (2.0  ml/min)  than  in  unshunted  patients  with  (7.7 
ml/min)  or  without  (6.2  ml/min)  a  history  of  variceal  bleeding. 
Shunt  patients  also  showed  higher  lymph  portein  (4%)  and 
45-min  BSP  levels  (47%)  than  unshunted  patients  who  had  bled 
from  varices  (3%  and  29%,  resp.)  and  patients  with  occluded 
shunts  (24%  and  17%,  resp.).   Portal  pressure  fell  (36  to  22 
cm  H2O)  following  portacaval  shunt,  and  thoracic  duct  lymph 
flow  fell  to  29%  of  the  preshunt  level  (6.3  to  1.8  ml/min); 
lymph  protein  and  45-min  BSP  increased  86%  and  97%,  resp. 
These  findings  suggest  that  when  postsinusoidal  obstruction 
predominates  in  cirrhosis,  the  major  source  of  excess  thoracic 
duct  lymph  is  the  liver  sinusoids.   When  presinusoidal  obstruc- 
tion prevails,  the  extrahepatic  portal  bed  is  the  major  source  of 
excess  throacic  duct  lymph  and  ascitic  fluid.    A  portacaval 
shunt  minimizes  the  formation  of  excess  lymph  in  the  extra- 
hepatic  portal  bed  and  may  also  reduce  the  formation  of  liver 
lymph. 

1653  A  FAMILY  WITH  CONGENITAL  HEPATIC  CIR- 
RHOSIS.  (Ger.)    Korth,  K.  (Norderdithmarsche 

Dist.  Hosp.,  Heide,  Germany),  C.  A.  Sager,  H.  J.  Brunck  and 
W.  Lehmann.  Med  Welt  19(49):2704-2709,  1968. 

A  family  is  reported  in  which  6  of  7  siblings,  including  a  half 
sister,  developed  jaundice  during  the  first  few  weeks  after  birth. 
Four  died  and  2  recovered.    One  child  died  reportedly  of  a 
congenital  heart  defect  and  another  of  an  infection  of  the  navel 
and  paralytic  ileus.    In  the  latter  case,  however,  the  presence  of 
jaundice  and  hepatomegaly  suggested  severe  hepatocellular  dam- 
age.   Both  parents  and  the  maternal  grandparents  were  clinically 
normal  and  the  parents  had  no  history  of  jaundice.    The  maternal 
grandmother,  however,  developed  jaundice  after  the  birth  of  her 
last  child,  and  all  3  maternal  uncles  as  well  as  1  maternal  aunt 
died  1-3  months  after  birth  of  undetermined  causes.    Possible 
etiological  factors  which  were  ruled  out  in  this  family  included 
toxoplasmosis,  listeriosis,  cytamegalic  inclusion  disease,  cystic 
fibrosis,  congenital  bihary  atresia,  erythroblastosis  fetalis,  Wilson's 
disease,  disturbances  in  lipid  metabolism,  galactosemia,  glyco- 
genosis, Crigler-  Najjar  syndrome,  milk  intolerance,  chromosome 
aberrations,  and  congenital  liver  anomalies.    It  is  suggested  that 
cirrhosis  was  produced  by  anomalies  in  the  metabohsm  of  the 
hepatic  parenchyma. 

1654  THE  SIGNIFICANCE  OF  HYPERAMMONEMIA 
OF  RENAL  ORIGIN  IN  THE  PATHOGENESIS 

OF  HEPATIC  COMAS  PRODUCED  IN  CIRRHOTICS  BY 
DIURETICS  WHICH  CAUSE  HYPOKALEMIA.    (Fr.)    Imler, 
M.  (Hosp.  Ctr.,  U.  Strasbourg,  France),  R.  Bockel,  B.  Peter, 
R.  Kieny  and  J.  Stahl.  Path  Biol  (Paris)  17(l/2):5-19,  1969. 
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Of  28  patients  with  alcoholic  cirrhosis,  21  were  given  100-200 
mg/day  of  chlortalidone  p.o.,  2  were  given  ethacrynic  acid,  1 
furosemide,  and  4  acetazolamide.    In  almost  all  cases  an  in- 
crease in  arterial  ammonia  levels  was  associated  with  hypokale- 
mia.   Extracellular  alkalosis  also  occurred  frequently  but  was 
not  observed  in  any  of  the  patients  receiving  acetazolamide 
since  this  drug  produced  a  simultaneous  decrease  in  blood  pH 
and  plasma  bicarbonates.   Neurological  symptoms  similar  to 
those  seen  before  the  onset  of  hepatic  coma  developed  in  9 
patients  with  arterial  ammonia  levels  above  120  jJg%.    Eight  of 
these  were  receiving  chlortalidone.    However,  these  patients  did 
not  have  more  pronounced  electrolyte  or  acid-base  disturbances 
than  cirrhotics  who  did  not  develop  neurological  symptoms. 
Elevations  in  arterial  ammonia  levels  were  caused  by  an  increase 
in  the  amount  of  ammonia  which  the  kidneys  emptied  into  the 
renal  veins.    Liver  and  muscle  tissue  were  not  implicated  in  hy- 
perammonemia.   Increases  in  ammonia  levels  in  the  renal  vein, 
caused  by  hypokalemia,  were  not  accompanied  by  clear-cut 
changes  in  urinary  ammonia  excretion.   When  cirrhotics  are 
treated  with  diuretics,  hypokalemia  and  the  alkalosis  which  often 
accompanies  it  can  be  rapidly  reversed  by  administering  potas- 
sium salts  and  antibiotics. 

1655  CHANGES  IN  LYSOSOMAL  AND  MICROSOMAL 

ENZYME  ACTIVITIES  IN  HUMANS  WITH  HE- 
PATIC CIRRHOSIS.   (It.)    Guala,  L.  (Inst.  Med.  Symptomatol., 
U.  Naples,  Italy).   Fegato  14(4):593-604,  1968. 
Liver  biopsies  were  made  on  4  controls  and  9  subjects  (4  men 
and  5  women,  aged  23-58  yr)  with  cirrhosis.   These  included 
5  with  portal  cirrhosis,  2  with  Banti's  disease,  1  with  hepatic 
sclerosis,  and  1  with  Cruveilhier-Baumgarten's  disease.    Assays 
of  enzyme  activities  in  liver  homogenates  showed  that  absolute 
decreases  had  occurred  in  total,  free,  and  bound  acid  phos- 
phatase; DNAse  and  RNAse;  and  glucose-6-phosphatase,  an  in- 
dicator of  microsome  activity.    However,  considerable  increases 
were  noted  in  the  cell  population  density  so  that  a  relative  in- 
crease occurred  in  RNAse  activity.    DNAse  activity  remained 
unchanged.   It  is  concluded  that  lysosomal  membranes  are 
damaged  in  cirrhosis. 

1656  EFFECTS  OF  AMILORIDE  (MK  870)  ON  WATER 
AND  ELECTROLYTE  METABOLISM  IN  CIRRHO- 
TIC PATIENTS  WITH  ASCITES.   (Fr.)    Vesin,  P.  (Argenteuil 
Hosp.,  France),  A.  Roberti  and  R.  Viguie.   Schweiz  Med  Wschr 
99(l):21-26,  1969. 

1657  TRIAL  OF  CHLORAMBUCIL  IN  THE  TREAT- 
MENT OF  PRIMARY  BILIARY  CIRRHOSIS. 

(Fr.)    Pergola,  F.  (96  Ave.  Victor  Hugo,  Paris,  France),  M. 
Cachin  and  P.  Galian.  Acta  Gastroent  Belg  31(ll):791-794, 
1969. 

1658  IMMUNOLOGIC  ASPECTS  OF  PORTACAVAL 
SHUNT  IN  HEPATIC  CIRRHOSIS.    (Fr.) 

Mazzoni,  G.  (Munic.  Hosp.,  Valmontone,  Rome,  Italy),  A. 
Valli  and  A.  Demofonti.  Acta  Gastroent  Belg  31(ll):795-797, 
1968. 

1659  SPLEEN  AND  OMENTUM  AS  AN  ACCESSORY 
SOURCE  OF  BLOOD  SUPPLY  TO  THE  CIR- 
RHOTIC LIVER.    (Pol.)    Mastynska,  M.  (Acad.  Med.,  Poznan, 
Poland)  and  P.  Stajgis.  Pol  Przegl  Chir  50(1):  19-22,  1969. 


1660  CLINICAL  AND  BIOCHEMICAL  STUDIES  OF 
THE  USE  OF  MK  870  (AMILORIDE  HYDRO- 
CHLORIDE), A  NEW  NATRICHLORURETIC  AGENT  WITH 
ANTIKALIURETIC  ACTIVITY,  IN  THE  TREATMENT  OF 
CIRRHOTOGENIC  ASCITES.    (Sp.)    Schmukler,  B.  (Durand 
Hosp.,  Ciudadela,  Buenos  Aires,  Argentina),  S.  Bisio,  E.  lovine 
and  B.  A.  Cervini.  Prensa  Med  Argent  55(30):  1442-1446,  1968. 

1661  SPONTANEOUS  GROUP  B  STREPTOCOCCAL 
BACTEREMIA  COMPLICATING  HEPATIC  CIR- 
RHOSIS:   REPORT  OF  TWO  CASES.   (E.)    Ginsberg,  M.  D. 
(Boston  City  Hosp.,  Mass.).  Amer  J  Dig  Dis  13(12):1065-1071, 
1968. 

1662  URINARY  MAGNESIUM  EXCRETION  AFTER 
ORAL  DIURETIC  THERAPY  IN  PATIENTS 

WITH  CIRRHOSIS  OF  THE  LIVER:    ITS  MODIFICATION 
BY  VASOPRESSIN.    (Sp.)    Bardi,  A.  (J.  J.  Aguirre  Hosp., 
Santiago,  Chile),  I.  Merino,  Y.  Rendic,  G.  Generini  and  M. 
Plaza  de  los  Reyes.   Rev  Med  Chile  96(6):415-419,  1968. 

1663  REMARKS  ON  THE  TREATMENT  OF  EDE- 
MATOUS AND  ASCITIC  SYNDROMES  OF 

HEPATIC  ORIGIN:    THE  USE  OF  AN  ANTIALDOSTERONE, 

(Fr.)    Levrat,  R.  (Red  Cross  Hosp.,  Lyon,  France),  B.  Savoye 
and  D.  Imbert.   J  Med  Lyon  49(1154):1887-1898,  1968. 

1664  MACROGLOBULINEMIA  IN  HEPATIC  CIRRHO- 
SIS.   (Ger.)    Schneiderbaur  (Lainz  Hosp.,  Vienna, 

Austria)  and  F.  Rettenbacher.    Wien  Med  Wschr  119(8):  157- 
161, 1969. 

1665  PATHOLOGICAL  STUDY  OF  THE  HEART  IN 
CIRRHOSIS  OF  THE  LIVER:    THE  RESULTS 

OF  MACROSCOPIC  AND  LIGHT  AND  ELECTRON  MICRO- 
SCOPIC STUDIES  IN  120  CASES.   (Fr.)    Auzepy,  P.  (Bicetre 
Hosp.,  Paris,  France),  J.  Paillas,  Y.  Grosgogeat,  G.  Manigand 
and  M.  Deparis.  Ann  Med  Intern  120(l):49-59,  1969. 

1666  PLASMA  LIPIDS  DURING  TREATMENT  OF 
LIVER  CIRRHOSIS.    (Pol.)    MUewski,  B.  (2nd 

Clin.  Intern.  Dis.,  Inst.  Postgrad.  Med.,  Warsaw,  Poland)  and 
S.  Wojnar.  Pol  Arch  Med  Wewnet  41(5):627-631,  1968. 

1667  REINFUSION  OF  BLOOD  FROM  THE  SPLEEN, 
REMOVED  FOR  CIRRHOSIS  OF  THE  LIVER 

AND  PORTAL  HYPERTENSION.    (Rus.)    Lytkin,  M.  I. 
(S.  M.  Kirov  Acad.  Milit.  Med.,  Leningrad,  USSR)  and  V.  I. 
Sidorenko.   Probl  Gemot  14(l):28-30,  1969.  I 

1668  CALCIFIED  COLLATERAL  VEINS  AND  GROSS 
DILATATION  OF  THE  AZYGOS  VEIN  IN 

CIRRHOSIS.    [CASE  REPORT]    (E.)    Blendis,  L.  M.  (King's 
Coll.  Hosp.,  London,  England),  J.  W.  Laws,  R.  Williams  and 
W.  B.  Thompson.   Brit  J  Radiol  41(492):909-912,  1968. 

1669  PARADOXICAL  INCREASE  IN  POTASSIUM 
EXCRETION  DURING  SPIRONOLACTONE 

TREATMENT  OF  TWO  PATIENTS  WITH  CIRRHOSIS  OF 
THE  LIVER.    (Hun.)    Radd,  J.  (Janos  Hosp.,  Budapest, 
Hungary)  and  L.  Szende.   Magy  Belorv  Arch  21(6):305-308, 
1968. 
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1670  CHRONIC  ENCEPHALOMYELOPATHY  DUE  TO 

HEPATIC  CIRRHOSIS:    REPORT  OF  2  CASES. 

(Turk)  DUsen,  N.  (Med.  Fac,  U.  Istanbul,  Turkey),  I.  Ulagay, 
M.  Yenerman,  Y.  Pekcelen,  E.  Aktin  and  G.  Dilsen.  Turk  Tip 
CemMec  34(10):607-618,  1968. 


1671  CYANOSIS,  CLUBBED  FINGERS,  AND  A  HEART 

MURMUR:    A  CONGENITAL  CYANOTIC  HEART 
DEFECT  OR  HEPATIC  CIRRHOSIS?    (It.)    Jacono,  A.  (Inst. 
Spec  Med.  Path.,  U.  Naples,  Italy),  C.  Buonanno,  B.  Carelli  and 
C  Zappacosta.   Policlinico  [Prat]  75(48):  1569-1578,  1968. 


1672  TREATMENT  OF  PRIMARY  BILIARY  CIRRHO- 
SIS.   (E.)    Schaffner,  F.  (Mount  Sinai  Sch.  Med., 

City  U.  New  York,  N.  Y.).   Mod  Treatm  6(1):205-214,  1969. 

1673  MANAGEMENT  OF  COMPLICATIONS  OF  POR- 
TAL HYPERTENSION.    (E.)    Britton,  R.  C. 

(Dept.  Surg.,  Brooklyn-Cumberland  Med.  Ctr.,  N.  Y.).   Mod 
Treatm  6(1):  175-190,  1969. 


1674 


Orange). 


TREATMENT  OF  ALCOHOLIC  CIRRHOSIS. 

(E.)    Leevy,  C.  M.  (New  Jersey  Coll.  Med.,  East 
Mod  Treatm  6(1):  165-174,  1969. 


See  also:    1215,1289,1291,1640 
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1675  BENIGN  STENOSIS  OF  THE  HEPATIC  DUCT: 
REPORT  OF  17  CASES.    (Fr.)    loader,  C.   Bull 

Soc  Int  Chir  27(4):299-304,  1968. 

In  1037  operations  on  the  biliary  tract,  89  hepatobiliary  ste- 
noses were  found,  most  of  which  were  noncancerous  and  24 
of  which  involved  the  hepatic  duct.   These  24  cases  included 
17  primary  stenoses  and  7  secondary  ones  (3  posttraumatic  and 
4  posthydatid).   Of  the  17  patients  with  primary  stenoses  (9 
men  and  8  women),  8  had  symptoms  of  viral  hepatitis  followed 
by  those  of  obstructive  jaundice.    At  surgery  the  hepatic  duct 
was  usually  sclerotic,  but  was  pseudocancerous  in  3  cases.    Pro- 
gressive dilatation  of  the  stenosis  produced  a  flow  of  bile  or  bile 
mixed  with  pus  (2  cases).   Sclerotic  tissue  was  removed,  a  hep- 
atoplasty  was  performed,  and  a  Kehr  drain  was  inserted.    Biliary 
cirrhosis  was  present  in  8  cases.    Hydatid  cysts  were  found  at  a 
considerable  distance  from  the  hilum  in  3  cases.   These  cysts 
might  favor  lesions  in  the  hepatic  duct,  but  biliary  stasis  and 
cholangitis  resulting  from  stenosis  favor  the  infection  of  hydatid 
cysts.   Cholelithiasis  was  present  in  4  cases  and  choledochoUthia- 
sis  in  1.   In  3  cases  stenosis  of  the  hepatic  duct  was  associated 
with  sclerotic  odditis;  sphincteroplasties  and  hepaticoplasties  were 
performed.    In  1  patient  who  died  of  liver  failure  5  days  after 
surgery,  stenosis  of  the  hepatic  duct  was  associated  with  stenosis 
of  the  common  bile  duct  above  the  duodenum.    All  other  pa- 
tients recovered. 

1676  CHOLEDOCHODUODENOSTOMY.    (E.)    Kazmers, 
N.  (Lakeview  Med.  Clin.,  Mich).  J  Abdom  Surg 

ll(l):15-20,  1969. 

Based  on  experience  with  500  biliary  tract  operations,  including 
28  bihodigestive  anastomoses,  as  well  as  259  cases  subjected  to 
routine  operative  cholangiography  and  93  common  bile  duct  ex- 
plorations, 14  patients  (5  men  and  9  women,  42-88  yr  old) 
treated  by  latero-lateral  choledochoduodenostomy  are  reported 
in  detail  and  the  indications  for  this  procedure  are  evaluated. 
Cholecystectomy  was  performed  in  8  of  these  cases.   The  causes 
of  obstruction  were  choledocholithiasis  with  complete  (4  cases) 
or  incomplete  (4)  obstruction,  fibrous  stenosis  of  the  papilla  of 
Vater  (4),  including  1  with  intermittent  and  3  with  incomplete 
obstruction,  suspected  carcinoma  of  the  head  of  the  pancreas 
with  complete  ductal  obstruction  (1),  and  carcinoma  of  the 
head  of  the  pancreas  with  metastases  to  the  liver  and  complete 
obstruction  of  the  common  hepatic  duct  and  the  lower  portion 
of  the  common  bile  duct  (1).   The  immediate  postoperative 
course  was  uneventful  in  all  but  1  case.    DuodenobiUary  reflux 
was  demonstrated  radiographicaUy  in  all  patients.    A  review  of 
the  literature  revealed  that  the  most  frequent  complication  of 
choledochoduodenostomy  is  stricture  of  the  stoma;  fistula  for- 
mation, blind  sac  syndrome  and  intolerance  of  duodenobiliary 
reflux  are  very  rare.  Properly  performed  choledochoduodenos- 
tomy is  an  excellent  procedure  for  curative  or  palliative  decom- 
pression of  the  biliary  tree.   This  procedure  is  the  treatment  of 
choice  for  recurrent  intra-  and/or  extrahepatic  duct  stones, 
fibrotic  stenosis  of  the  papilla  of  Vater,  or  stenosis  of  the  distal 
portion  of  the  common  bile  duct.    As  a  palliative  procedure  in 
jaundice  due  to  carcinoma  of  the  distal  part  of  the  common 
duct  and  the  head  of  the  pancreas,  it  is  preferable  to  cholecysto- 
duodenostomy  or  cholecystojejunostomy  because  of  relatively 
frequent  obstruction  of  the  cystic  duct  from  inflammatory 
stricture  or  simple  kink. 


1677  GALLBLADDER  DISEASE  AND  CHOLECYS- 

TECTOMY:   EXPERIENCE  WITH  1500  PA- 
TIENTS MANAGED  IN  A  COMMUNITY  HOSPITAL.    (E.) 

Briele,  H.  A.  (Peninsula  Gen.  Hosp.,  SaUsbury,  Md.),  W.  B. 
Long  and  L.  C.  Parks.  Amer  Surg  35{3):218-222,  1969. 

The  diagnostic  and  pathologic  findings  and  pre-  and  postopera- 
tive management  of  1500  patients  (17-94  yr  old;  62.8%  wo- 
men) operated  on  for  biliary  tract  disease  during  the  period 
April  1946-August  1963  are  reviewed.   A  preoperative  diagno- 
sis of  cholelithiasis  or  acute  or  chronic  cholecystitis  was  made 
on  the  basis  of  the  patients  history  and  cholecystography. 
Antibiotic  therapy  was  used  routinely  in  patients  with  acute 
cholecystitis  (penicillin,  streptomycin,  tetracycline,  chlorampheni 
col).    The  findings  at  laparotomy  included:    normal  gallbladder 
(32  cases),  chronic  cholecystitis  (1079),  acute  cholecystitis 
(321),  pancreatitis  (28),  gallbladder  cancer  (23),  hepatoma  (4), 
pancreatic  cancer  (7),  common  duct  cancer  (1),  and  liver  me- 
tastasis from  occult  carcinomas  (5).   Silent  stones  were  present 
in  4.5%  of  those  operated  on.   Cholecystectomy  was  performed 
in  70.9%,  cholecystectomy  and,  choledochostomy  in  12.1%, 
cholecystostomy  in  10.1%,  sphincterotomy  in  2.6%  and  explo- 
ration in  4.3%  of  the  cases.   There  were  27  operative  deaths 
(within  30  days  of  the  surgery)  and  115  instances  of  post- 
operative complications.   Cardiovascular  and  pulmonary  com- 
plications were  more  frequent  in  older  patients;  younger  pa- 
tients suffered  infections  whose  incidence  was  correlated  with 
the  severity  of  the  cholecystitis.    All  deaths  occurred  in  patients 
over  50  yr  old  and  61%  in  those  over  age  60.   Patients  with 
diabetes  are  especially  vulnerable  to  the  compUcations  of  cho- 
leUthiasis.    Early  surgical  intervention  is  indicated  as  a  means 
of  reducing  the  morbidity  and  mortality  of  cholecystitis  in  the 
elderly  and  in  those  with  progressive  medical  diseases  (arterio- 
sclerosis, pulmonary  insufficiency,  diabetes,  compensated  renal 
failure). 


1678  CARCINOMA  OF  THE  GALLBLADDER:    RE-      j 

PORT  OF  24  CASES.    (Gr.)    Drosos,  N.  P.  (Suig. 
Teach.  Clin.,  U.  Athens,  Greece)  and  K.  N.  Khourdakis.   Acta 
Chir  Hellen  95(4):455-475,  1968. 

Among  1246  patients  operated  on  for  biliary  tract  diseases 
during  the  period  1950-66,  36  were  found  to  have  primary 
malignancies  of  the  extrahepatic  biliary  tract  and  24  of  these 
(4  men  and  20  women,  average  age  67  and  61  yr,  resp.)  had 
carcinoma  of  the  gallbladder;  there  were  23  adenocarcinomas 
and  one  case  of  malpighian-cell  carcinoma.    There  was  a  history 
of  choleUthiasis  in  21  cases.    The  results  of  simple  cholecystec- 
tomy were  considered  to  be  poor,  although  the  5  patients  treate 
in  this  way  survived  for  1.5-3  yr.    Survival  was  19  months  and 
3  yr  in  2  patients  treated  by  cholecystectomy  plus  right  hepatic 
lobectomy,  while  6  patients  subjected  to  laparotomy  only  died 
in  7-40  days  and  3  treated  in  the  procedure  of  Longmire  or 
Longmire-Hepp  died  in  2-7  days  in  hepatic  coma.    It  is  conclude 
that  the  excision  should  always  include  a  portion  of  the  con- 
tiguous liver  and  lymph  nodes,  and  that  right  hepatic  lobectomy 
is  the  method  of  choice,  even  in  the  presence  of  hepatic  metas- 
tasis,  provided  only  that  the  left  lobe  is  macroscopically  nor- 
mal.  The  literature  on  the  etiology,  pathology,  diagnosis  and 
surgical  treatment  of  gallbladder  carcinoma  is  reviewed  in  detail 
(61  refs.). 
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1679  SURGICAL  TREATMENT  OF  ACUTE  CHOLE- 

CYSTITIS WITH  ASSOCIATED  DUCTAL  CHOLE- 
LITHIASIS.   (Pol.)    Sierko,  S.  (J.  Sniadecki  Distr.  Hosp., 
Bialystok,  Poland),  A.  Dowgird  and  E.  Bernacki.   Pol  Przegl 
Chir  40(11):  1342-1 347,  1968. 

Ductal  cholelithiasis  was  diagnosed  preoperatively  in  95  pa- 
tients (13  men  and  82  women,  average  age  53.5  yr)  among  446 
(75  men  and  371  women,  average  age  52  yr)  subjected  to  sur- 
gery for  acute  cholecystitis;  the  patients  with  ductal  lithiasis 
included  44  of  the  83  with  jaundice.   The  most  valuable  diag- 
nostic procedure  was  operative  cholangiography,  although  false- 
negative  cholangiograms  were  obtained  in  3  patients  with  stones 
in  the  common  duct.    Treatment  was  by  cholecystostomy  in  6 
cases  (one  of  which  also  received  choledocholithotomy  and 
drainage)  and  by  cholecystectomy  in  89  (plus  choledocholitho- 
tomy and  drainage  in  46,  choledochoduodenostomy  in  22, 
sphincterotomy  and  drainage  in  11,  sphincterotomy  and  suture 
in  7,  and  choledochoduodenostomy  plus  sphincterotomy  in  3). 
There  were  7  deaths  among  the  95  positive  cases  (7.3%)  com- 
pared to  9  deaths  among  the  351  others  (2.6%),  but  this  is  not 
ascribed  to  the  more  extensive  surgery  since  all  those  who  died 
were  over  60  yr  of  age  and  5  were  over  70.    All  the  deaths 
were  among  those  treated  by  choledocholithotomy  or  choledo- 
choduodenostomy.   Complications  developed  in  28  of  the  95 
cases  and  the  average  hospital  stay  was  prolonged  from  20.4 
days  to  29.3  days. 

1680  RELATIONS  BETWEEN  CHOLESTEATOSIS 

AND  CHOLECYSTITIS.    (Ger.)    Zschoch,  H. 
(Inst.  Path.,  Distr.  Hosp.,  Brandenburg,  Germany).   Zbl  Chir 
93(51):  1761-1766,  1968. 

A  histological  study  was  made  of  43  gaUbladders  with  chole- 
steatosis  obtained  at  autopsy  and  363  gallbladders  obtained 
during  surgery  (181  with  and  182  without  cholesteatosis).    In- 
flammation was  found  in  90-97.8%  of  the  resected  gaUbladders, 
with  or  without  cholesteatosis,  but  in  only  4.6%  of  the  gall- 
bladders obtained  at  autopsy.   The  chronic  form  of  inflamma- 
tion was  found  in  57-58%  of  resected  gaUbladders  with  or 
without  cholesteatosis,  and  the  persistent  type  in  32-39.5%. 
MUd  degrees  of  both  forms  of  inflammation  were  more  com- 
monly found  in  gaUbladders  with  cholesteatosis.    CholeUthiasis 
was  found  in  87%  of  the  resected  gaUbladders  with  and  without 
cholesteatosis  and  in  only  20%  of  the  autopsied  gaUbladders. 
Inflammation  was  found  in  6.3%  more  often  in  gaUbladders 
without  cholesteatosis  and  with  gaUstones  than  in  those  with 
both  cholesteatosis  and  gaUstones;  this  difference  was  significant. 
It  is  therefore  more  Ukely  that  inflammation  is  produced  by 
cholelithiasis  rather  than  by  cholesteatosis.    No  evidence  was 
found  to  indicate  whether  inflammation  favored  the  develop- 
ment of  cholesteatosis  or  whether  cholesteatosis  is  a  pathologi- 
cal condition,  particularly  in  the  absence  of  choleUthiasis  and 
inflammation. 

1681  PERSONAL  EXPERIENCE  WITH  ODDI 

SPHINCTEROTOMY  IN  BILIARY  TRACT 
DISEASE:    REPORT  OF  A  HOMOGENEOUS  SERIES  OF 
240  CASES.    (Fr.)    Stoppa,  R.  (U.  Hosp.  Ctr.,  Amiens,  France), 
J.  Seror,  J.  Rives  and  JrJ.  Prevost.   Am  Chir  22(23/24):  1347- 
1356,  1968. 

The  240  patients  subjected  to  transduodenal  sphincterotomy 
for  choledochoUthiasis  (95  cases),  lithiasis  of  the  ampuUa  (37 
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cases),  sclerotic  inflammation  of  the  sphincter  of  Oddi  (61  cases), 
or  acute  cholangitis  (9  cases),  represented  13.6%  of  the  1764 
bUiary  tract  operations  carried  out  during  this  period.    In  addi- 
tion to  sphincterotomy  by  a  special  technique  referred  to  as 
"sphincterotomy  via  a  rubber  catheter  using  an  electric  cautery", 
almost  aU  the  patient  also  received  cholecystectomy  and  37  re- 
ceived external  drainage.    There  were  1 1  deaths  (4  due  to  acute 
pancreatitis  and  7  to  unrelated  factors)  and  4  patients  developed 
mUd  compUcations  (digestive  hemorrhage  in  2  and  unrelated 
compUcations  in  2).    The  12  cases  with  postprandial  pain  who 
were  studied  showed  no  pancreatic  involvement,  but  59  of  78 
Uver  biopsies  showed  pathological  findings.   Among  77  patients 
foUowed  for  at  least  18  months,  61  had  good-very  good  results, 
15  had  fair  resuWs,  and  1  had  a  poor  result.   The  duodeno- 
biliary  reflux  which  was  sometimes  noted  was  found  to  be 
harmless.    Sphincterotomy  is  concluded  to  be  a  widely  applic- 
able procedure  in  biUary  tract  disease. 

1682  THE  ROLE  OF  BIOLOGICALLY  ACTIVE  SUB- 

STANCES IN  THE  MECHANISM  OF  THE  AL- 
LERGIC RESPONSE  OF  THE  GALLBLADDER.    (Rus.) 
Tolpegina,  T.  B.  (S.  V.  Kurashov  Med.  Inst.,  Kazan,  USSR). 
Pat  Fiziol  Eksp  Ter  12(6):27-30,  1968. 


1683  CALCULOUS  BILIARY  TRACT  DISEASE.    (E.) 
Glenn,  E.  (CorneU  Med.  Ctr.,  New  York,  N.  Y.). 

Oklahoma  Med  J  62(iy.3-l ,  1969. 

1684  THE  ASSOCIATION  BETWEEN  JOINT  CHANGES 
IN  THE  VERTEBRAE  AND  DISEASES  OF  THE 

BILIARY  TRACT  AND  GALLBLADDER.    (Rum.)    Jocu,  J. 
(Dr.  1.  Cantacuzino  Hosp.,  Bucharest,  Romania)  and  E.  Ilie. 
Med  Intern  (Bucur)  20(9):  1125-1130,  1968. 

1685  ANICTERIC  CHOLELITHIASIS  OF  THE  COM- 
MON BILE  DUCT.    (Pol.)    Czyzewski,  K.  (1st 

Surg.  CUn.,  Acad.  Med.,  Wroclaw,  Pojand),  E.  Dawiskiba,  A. 
Giermaiiski,  L.  Oleszkiewicz  and  K.  Switalska.  Pol  Tyg  Lek 
24(1):10-12,  1969. 

1686  HETEROTOPIC  INCLUSION  OF  MUCOSA 
FROM  THE  GASTRIC  FUNDUS  IN  THE  GALL- 
BLADDER WALL.    (It.)    Bartocci,  U.  (Inst.  Gen.  Surg.  CUn., 
U.  Rome,  Italy)  and  A.  Bertolotti.  PolicUnico  {Chir}  75(5): 
279-288,  1968. 

1687  RESIDUAL  GALLSTONES  IN  THE  COMMON 
BILE  DUCT.   (Fr.)    Lortat-Jacob,  J.  L.  (Beaujon 

Hosp.,  CUchy,  France),  C.  A.  Richard  and  R.  Giuli.   Ann  Chir 
22(25/26):  1497-1500,  1968. 

1688  USE  OF  PRIBRAM'S  METHOD  FOR  RESIDUAL 
COMMON  DUCT  STONES.    (Fr.)    Rettori,  R. 

(Tenon  Hosp.,  Paris,  France).  Ann  Chir  22(25/26):  1503-1505, 
1968. 

1689  RESIDUAL  AND  RECURRENT  GALLSTONES 
IN  THE  COMMON  BILE  DUCT.    (Fr.)    Edehnann, 

G.  (La  Pitie  Hosp.,  Paris,  France),  P.  Boutelier  and  D.  Dumas. 
Ann  Chir  22(25/26):  1493-1495,  1968. 

1690  DISCUSSION  OF  40  CASES  OF  RESIDUAL 
STONES  OF  THE  COMMON  BILE  DUCT.    (Fr.J 
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Roux,  M.  (Vaugirard  Hosp.,  Paris,  France),  P.  Vayre,  J.  Hureau, 
J.  C.  Levasseur  and  A.  Farah.  Ann  Chir  22(25/26):1515-1518, 
1968. 

1691  RESIDUAL  STONES  IN  THE  COMMON  BILE 
DUCTr    THERAPEUTIC  INDICATIONS  AND 

RESULTS.    (Fr.j    Houdard,  C.  (Tenon  Hosp.,  Paris,  France), 
M.  Deligny  and  F.  Hirschmann.  Ann  Chir  22(25/26):  1469- 
1474,  1968. 

1692  RESIDUAL  STONES  IN  THE  COMMON  BILE 
DUCT  (STATISTICS  AND  ETIOLOGY).    (Fr.) 

Garbay,  M.  (Broussais  Hosp.,  Paris,  France)  and  P.  Bouchard. 
Ann  Chir  22(25/26):1443-1451,  1968. 

1693  RESIDUAL  STONES  IN  THE  COMMON  BILE 
DUCT  (STATISTICS  AND  ETIOLOGY).    (Fr.) 

Combemale,  B.  (Munic.  Hosp.,  Lille,  France)  and  G.  Salazar 
Tamayo.  Ann  Chir  22(25/26):  1453-1455,  1968. 

1694  RECURRENT  LITHIASIS  OF  THE  COMMON 
BILE  DUCT.    (Fr.)    Paris,  J.  (Hosp.  Ctr.,  U. 

Lille,  France)  and  Y.  Salembier.  Ann  Chir  22(25/26):  1461- 
1467,  1968. 

1695  RECURRENT  STONES  OF  THE  COMMON  BILE 
DUCT  (STATISTICS  AND  ETIOLOGY).    (Fr.) 

Larrieu,  H.  (Broussais  Hosp.,  Paris,  France)  and  F.  Adle.  Ann 
Chir  22(25/26):  1457-1460,  1968. 

1696  SURGICAL  TACTICS  IN  THE  TREATMENT  OF 
EXTERNAL  BILIARY  FISTULAS.    (Rum.) 

Ciobanu,  S.  (Inst.  Med.,  Timisoara,  Romania)  and  A.  Barbu. 
Rev  Medicochir  lad  72(3):651-656,  1968. 

1697  XHE  TECHNIQUE  OF  PAPILLECTOMY.    (Sp.) 
Garriz,  R.  A.  (Rawson  Hosp.,  Buenos  Aires, 

Argentina),  H.  D.  Santangelo  and  J.  M.  Almanza.   Prensa  Med 
Argent  55(30):  1469-1473,  1968. 

1698  RESIDUAL  LITHIASIS  AND  RECURRENT 
LITHIASIS  OF  THE  COMMON  BILE  DUCT. 

(Fr.)    Mouchet,  A.  (Dept.  Gen.  Dig.  Surg.,  C.  M.  C.  Foch, 
Suresnes,  France),  J.  Marquand  and  M.  GuivarcTi.  Mem  Acad 
Chir  (Paris)  94(23/24):693-699,  1968. 

1699  RETROPANCREATIC  CANCERS  OF  THE  COM- 
MON BILE  DUCT  (WITH  THE  EXCEPTION  OF 

THE  AMPULLA  OF  VATER):    REPORT  ON  8  CASES 
TREATED  BY  PANCREATICODUODENAL  RESECTION. 

(Fr.)    Mercadier,  M.  (La  Pitie  Hosp.,  Paris,  France),  J.  P.  Clot 
and  G.  Grillot.  Ann  Chir  22(21/22):  1255-1259,  1968. 

1700  THE  ETIOLOGY  OF  CHOLELITHIASIS.    (E.) 
Harding  Rains,  A.  J.  (Charing  Cross  Hosp.,  London, 

England).   J  Roy  Nav  Med  Serv  54(3):178-182,  1968. 

1701  FURTHER  STUDIES  ON  THE  EFFECT  OF 
DIETARY  ANION  EXCHANGERS  ON  GALL- 
STONE FORMATION  IN  HAMSTERS.    (E.)    Bergman,  F. 
(Dept.  Path.,  U.  Umea,  Sweden)  and  W.  van  der  Linden.   Acta 
Chir  Scand  134(8):65 1-654,  1968. 


1702  THE  ETIOLOGY,  DIAGNOSIS  AND  MANAGE- 
MENT OF  POST-OPERATIVE  BILE  DUCT 

STRICTURES  WITH  A  REPORT  ON  FOUR  CASES.    (E.) 

Collins,  P.  G.  (Charitable  Infirm.,  Dublin,  Ireland).   /  Irish  Med 
Ass  61(378):429-435,  1968. 

1703  COMPLICATIONS  OF  CHOLELITHIASIS.    (E.) 

Newman,  H.  F.  (Union  Health  Ctr.,  New  York, 
N.  Y.),  J.  D.  Northup,  M.  Rosenblum  and  H.  Abrams.  Amer 
J  Gastroent  50(6):476-496,  1968. 

1704  SURGICAL  TECHNIQUES  FOR  ACUTE  CHO- 
LECYSTITIS IN  GERIATRIC  PATIENTS.    (Rus.) 

Tregubov,  G.  S.  (S.  M.  Kirov  Med.  Inst.,  Gorlcii,  USSR),  lu.  A. 
Kiselev  and  Che  Van  Gyn.   Sovet  Med  31(12):33-37,  1968. 

1705  EVACUATION  OF  THE  GALLBLADDER  AFTER 

GASTRECTOMY.   (Rus.)    Rusanov,  A.  A. 
(Leningrad  Pediat.  Med.  Inst.,  USSR),  V.  P.  Zinevich  and  B.  T. 
Kats.    Vestn  Khir  Grekov  100(10):3-7,  1968. 


1706 
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DISEASES  WHEN  SURGERY  IS  POSTPONED. 

(Ger.)    Grozinger,  K.  H.  (Surg.  Qin.,  U.  Heidelberg,  Germany). 
Med  Welt  20(8): 39 1-394,  1969. 

1707  BILIARY  ILEUS  ASSOCIATED  WITH  VOMIT- 
ING OF  GALLSTONES.   (Ger.)    Merguet,  H. 

(Surg.  CUn.,  Ruhr  U.,  Essen,  Germany).  Med  Welt  20(8):440- 
441,  1969. 

1708  SPONTANEOUS  CHOLECYSTOCOLONIC  FIS- 
TULA.  (Ger.)    Kotter,  A.  (Surg.  CUn.,  U.  Saar, 

Homburg,  Germany)  and  K.  Ewe.  Med  Welt  20(8):438-439, 
1969. 

1709  BLOOD  THROMBI  IN  THE  BILIARY  TRACT: 
A  CONTRIBUTION  TO  THE  CAUSE  OF  HEMO- 

BILIA.   (Ger.)    Guttsches,  O.  (Maria  Hilf  Hosp.,  Bad  Neuenahr, 
Germany).   Med  Welt  20(8):441-442,  1969. 

1710  GALLSTONE  ILEUS  AT  A  COMMUNITY  HOSPI- 
TAL.  (E.)    KeUy,  T.  R.  (Akron  City  Hosp.,  Ohio) 

and  P.  A.  Cietty.    Ohio  State  Med  J  65(2):  143-146,  1969. 

1711  THE  ABNORMAL  ECONOMY  OF  CHOLESTEROL 
IN  THE  BILE-FISTULA  DOG.    (E.)    PertsemUdis, 

D.  (Rockefeller  U.,  New  York,  N.  Y.)  and  E.  H.  Ahrens  Jr.   Surg 
Forum  19:310-312,  1968. 

1712  REGRESSION  AND  PREVENTION  OF  EXPERI- 
MENTAL ATHEROSCLEROSIS:    EFFECTS  OF 

DIET  AND  BILE  DIVERSION  IN  THE  DOG.    (E.)    DePalma, 
R.  G.  (Case  Western  Reserve  U.  Sch.  Med.,  Cleveland,  Ohio), 
C.  A.  Hubay,  C.  J.  Vogt  Jr.,  W.  InsuU  Jr.,  P.  H.  Hartman  and 
A.  V.  Robinson.   Surg  Forum  19:308-310,  1968. 

1713  CHRONIC  BILIARY  OBSTRUCTION:    HEMO- 
DYNAMIC EFFECTS  OF  DECOMPRESSION. 

(E.)    Steer,  M.  L.  (VA  Hosp.,  San  Francisco,  Calif.),  A.  N. 
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Thomas,  C.  T.  Rosson,  S.  A.  Ketchum  III  and  A.  D.  HaU.   Surg 
Forum  19:342-344,  1968. 

1714  ENCHANCEMENT  OF  THE  CHOLESTEROL- 
HOLDING  CAPACITY  OF  HUMAN  HEPATIC 

BILE    (E)    Tompkins,  R.  K.  (Ohio  State  U.  CoU.  Med., 
Columbus),  L.  Burke,  D.  G.  CornweU  and  R.  M.  ZoUinger.   Surg 
Forum  19:344-345,  1968. 

1715  CHOLECYSTITIS  AND  CHOLELITHIASIS  IN 
CHILDHOOD.   (E.)    Graivier,  L.  (ChUd.  Med.  Ctr., 

DaUas,  Tex.),  T.  Votteler  and  G.  W.  Dorman.   Dallas  Med  J 
55(3):'l22-125,  1969. 

1716  BETTER  INSTRUMENTS  AND  TECHNIQUES 
FOR  BILIARY  TRACT  SURGERY.    (Sp.) 

Preciado  Zepeda,  J.    Cir  Or  36(6): 610-619,  1968. 


1717 


Gallbladder  and  Biliary  Tract  Diseases 

CANINE  COMMON  BILE  DUCT:    CHRONO- 
LOGIC CHANGES  IN  CALIBER  AFTER  CHO- 
LECYSTECTOMY.  (E.)    Mahour,  G.  H.  (Mayo  Grad.  Sch.  Med. 
U  Minnesota,  Rochester),  K.  G.  Wakim,  D.  O.  Ferris  and  E.  H. 
Soule.  Arch  Surg  98(2):239-240,  1969. 


1718  TRANSDUODENAL  SPHINCTEROTOMY.    (Ger.) 

Walz,  U.  M.  (Marien  Hosp.,  Stuttgart,  Germany). 
Langenbeck  Arch  Klin  Chir  323(1):  1-17,  1968. 


1719  LIPIDS  IN  BLOOD  AND  BILE  FROM  THE  NOR- 

MAL AND  THE  PERSON  WITH  CHOLELITHIA- 
SIS   (E)    Thorbjarnarson,  B.  (New  York  Hosp. -CorneU  Med. 
Ctr.,  N.  Y.).  Arch  Surg  98(3):372-374,  1969. 


See  also:    1071,1207,1212,1223,1232,1237,1239,1243,1392,1596 
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1720  STUDY  OF  50  PATIE^fTS  WITH  A  DIAGNOSIS 
OF  ACUTE  GASTROENTERITIS  ON  WHOM 

ORAL  TROPAMYCIN  WAS  USED.    (Sp.j    Rossi,  J.  C.  (Hosp. 
Mexican  Petroleum  Workers,  Poza  Rica,  Veracruz,  Mexico). 
Medicina  (Mex)  48(1050):662-663,  1968. 

Oral  Tropamycin  (containing  0.77  g  neomycin  sulfate,  0.008  g 
oxybutynin  hydrochloride,  20  g  kaolin,  and  1  g  pectin/100  ml) 
was  given  p.o.  to  50  children,  aged  15  days  to  12  yr,  with 
symptoms  of  acute  gastroenteritis.    Depending  upon  the  severity 
of  the  symptoms,  30-50  mg/kg/day  was  administered  in  4  or  6 
daily  doses.    In  addition,  2  patients  were  given  an  antiemetic 
and  1,  another  antibiotic.    In  48  cases  the  symptoms  disappeared 
within  24-48  hr.    No  unpleasant  side  effects  were  seen  although 
therapy  was  continued  for  5-10  days.   One  patient  died  of 
aspiration  pneumonia  several  hours  after  institution  of  therapy. 
Another  was  finally  diagnosed  as  having  acute  pyelonephritis 
and  responded  to  a  combination  of  chloramphenicol  and  Trop- 
amycin. 

1721  EFFECTS  OF  A  COMBINATION  OF  PREDNI- 
SOLONE AND  VASOPROTECTORS  IN  GASTRO- 
INTESTINAL DISEASE.    (Fr.j    Alary,  R.  (Red  Cross  Hosp., 
Lyon,  France),  R.  Levrat  and  B.  Savoye.   J  Med  Lyon  49(1154): 
1913-1926,  1968. 

Flavipred,  a  product  consisting  of  prednisolone,  hesperidin 
methyl  chalcone  and  coumarin,  was  given  to  17  patients  (14 
men  and  3  women,  aged  46-73  yr)  with  decompensated  alco- 
holic cirrhosis  in  doses  of  15-30  mg/day  for  10-35  days.    In  ad- 
dition, all  patients  were  put  on  a  salt-free  diet  and  2  with  ascites 
received  diuretics.    Results,  based  on  increases  in  diuresis,  were 
good  in  5  cases,  satisfactory  in  2,  and  nil  in  10.    One  patient 
developed  glucosuria  and  hyperglycemia  which  disappeared  when 
therapy  was  discontinued.    Flavipred  was  also  given  to  12  pa- 
tients (2  males  and  10  females,  aged  23-80  yr)  with  viral  hepa- 
titis.   Doses  of  30-40  mg/day  were  given  for  15-65  days.    Re- 
sults, based  on  disappearance  or  regression  of  jaundice,  diuresis, 
and  liver  function  tests,  were  good  in  1 1  cases  and  satisfactory 
in  1.   One  patient  developed  streptococcal  septicemia  and,  later, 
a  cushingoid  syndrome  which  disappeared  1  month  after  therapy 
was  discontinued.   Good  or  satisfactory  results  were  also  ob- 
tained in  3  of  5  patients  with  nonalcoholic  cirrhosis,  3  of  3 
patients  with  hemorrhagic  rectocolitis,  and  0  of  4  patients  with 
gastrointestinal  neoplasms.    Only  1  patient  in  this  group  de- 
veloped a  cushingoid  syndrome.    Flavipred  is  recommended  as 
a  substitute  for  corticosteroid  therapy  alone  because  of  its  ef- 
fectiveness and  the  low  percentage  of  side  effects  which  occur 
with  its  use. 

1722  TISSUE  ADHESIVE  IN  INTESTINAL 
SURGERY.   (E.)    Matsumoto,  T.  (Walter  Reed 

Army  Inst.  Res.,  Washington,  D.  C),  K.  C.  Pani,  J.  J.  Kovaric 
and  H.  F.  Hamit.  Amer  Surg  35(3):210-217,  1969. 

A  16-month  follow-up  study  is  reported  on  83  dogs  in  which 
small  intestinal  anastomosis  or  serosal  patch  closure  of  small 
intestinal  perforation  (surgical  techniques  described  elsewhere) 
was  performed  with  the  aid  of  n-alkyl-alpha-cyanoacrylate 
monomers.   The  use  of  a  tissue  adhesive  aerosol  spray  in  suture 
line  reinforcement  during  intestinal  surgery  in  dogs  was  also 


evaluated.    Mortality  (2-28  days  after  surgery)  and  rate  of 
stenosis  of  the  anastomosed  area  were  highest  (4  of  7  and  1 
of  7  dogs,  resp.)  when  tissue  adhesive  was  used  for  inverting 
anastomoses.   When  invagination  anastomosis  was  performed 
with  tissue  adhesive,  4  of  30  dogs  died  (within  3-4  months  of 
surgery)  and  3  of  30  showed  stenosis.    The  major  causes  of 
death  were  leakage  of  the  anastomosis  with  peritonitis  and  in- 
testinal obstruction  due  to  stenosis  or  adhesions.    No  mortality 
or  stenosis  occurred  when  conventional  end-to-end  suture  an- 
astomosis was  done  with  (7  dogs)  or  without  (7  dogs)  adhesive 
reinforcement  of  the  sutures.    Localized  abscesses  developed 
at  14  months  in  2  of  10  animals  with  serosal  patch  adhesive 
closure  and  stenosis  was  observed  in  1  of  7  dogs  in  which  in- 
verting suture  closure  was  used.   There  were  no  complications 
when  serosal  patch  with  conventional  suture  closure  was  used, 
with  (10  dogs)  or  without  (7  dogs)  adhesive  reinforcement.   No 
deaths  occurred  among  any  of  the  closure  groups,  regardless  of 
surgical  technique.    Segments  in  which  the  suture  line  was  re- 
inforced with  adhesive  after  anastomosis  or  patch  closure  were 
able  to  hold  about  1.5  times  as  much  isotonic  saline  injected 
into  the  segment  as  nonreinforced  segments.    Reinforcement  of 
the  suture  line  with  aerosol  tissue  adhesive  did  not  increase 
mortality  or  surgical  complications.   The  primary  use  of  tissue 
adhesive  in  intestinal  surgery  is  not  recommended  as  a  sub- 
stitute for  conventional  suture  techniques. 

1723  FECAL  BLOOD  LOSS  FOLLOWING  ASPIRIN 

AND  COATED  ASPIRIN  MICROSPHERULE 
ADMINISTRATION.   (E.j    Frenkel,  E.  P.  (VA  Hosp.,  Dallas, 
Tex.),  M.  S.  McCaU,  C.  C.  Douglass  and  S.  Eisenberg.   /  Clin 
Pharmacol  8(6):347-351,  1968. 

The  fecal  excretion  of  51cr-labeled  erythrocytes  was  assayed 
in  12  healthy  male  subjects  (26-71  yr  old)  given  20  grains  of 
plain  aspirin  t.i.d.  for  5  consecutive  days  and  the  same  dosage 
of  GRF  723,  an  enteric-coated  microspherule  preparation,  for 
another  5  consecutive  days  (order  of  presentation  randomly 
alternated),  with  an  additional  5-day  control  interval  between 
the  testing  periods.    Due  to  individual  variations  in  transit  time, 
there  were  lags  between  bleeding  and  detection  of  blood  in 
the  feces.    In  all  subjects,  bleeding  first  appeared  1-4  days  after 
beginning  the  salicylate  therapy,  and  cessation  of  increased 
bleeding  occurred  3-6  days  following  the  final  drug  dose;  in 
every  case  the  fecal  blood  loss  returned  to  control  levels  before 
the  effects  of  the  2nd  course  of  aspirin  appeared.    The  enteric-  i 
coated  aspirin  resulted  in  significantly  lower  total  blood  loss       j 
<^7.77  ±  4.93  ml)  than  occurred  with  regular  aspirin  (18.54  ±       | 
8.38  ml).    Although  considerable  daily  variation  occurred,  the 
mean  blood  loss  per  treatment  day  was  3.71  ml  with  plain 
aspirin  and  1.55  ml  with  GRF  723.    This  57.6%  reduction  in      j 
bleeding  appears  to  support  the  view  that  the  local  corrosive       * 
effect  of  aspirin  on  the  gastrointestinal  mucosa  may  be  mini- 
mized by  use  of  a  microspherule  enteric-coated  preparation.        , 


1724  MORPHOLOGIC  EFFECTS  OF  GRADED  j 

CELIAC  ARTERY  ISCHEMIA.    (E.)    Anderson,      : 
M.  C.  (Northwestern  U.  Med.  Sch.,  Chicago,  lU.),  W.  R.  Schiller, ' 
M.  Suwa  and  R.  E.  Geurkink.   Bull  Soc  Int  Chir  27(5):  468- 
477,  1968. 
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Partial  or  total  occlusion  of  the  root  of  the  ceUac  artery  was 
achieved  by  ligation  with  a  silk  ligature  or  by  application  of 
a  Goldblatt  clamp  in  69  dogs  with  the  celiac  circulation  com- 
pletely isolated  from  aU  collaterals.    Control  animals  tolerated 
the  isolation  procedure  with  no  apparent  pathologic  changes  in 
any  of  the  end  organs.    Complete  occlusion  of  the  isolated 
ceUac  artery  resulted  in  massive  hemonhagic  infarction  of  the 
stomach,  duodenum,  Uver  and  pancreas,  and  death  occurred  in 
less  than  24  hr  (5  of  5  animals).    When  a  pressure  gradient  of 
25%  was  created  across  the  root  of  the  celiac  artery,  9  of  12 
dogs  survived  for  at  least  2  days,  and  5  dogs  developed  ulcera- 
tion in  the  stomach,  usuaUy  invoWing  the  greater  curvature. 
With  50%  occlusion  6  of  33  animals  died  early  in  the  postop- 
erative period;  mild  pericentral  congestion  in  the  liver  and  mild 
interlobular  edema  in  the  pancreas  were  found  in  many  animals. 
Gastric  ulcers  were  less  frequent,  although  early  superficial  ulcers 
may  have  healed  through  revascularization  via  adhesions.    With 
75%  occlusion  early  mortality  was  high,  hepatic  sinusoidal  and 
pericentral  congestion  were  more  pronounced  and  17  of  39  dogs 
showed  signs  of  gastric  ulceration  or  chronic  gastritis.    The  duo- 
denum and  pancreas  appeared  to  be  quite  resistant  to  partial 
celiac  occlusion.   With  high  gradients,  complete  occlusion  of  the 
artery  often  occurred,  probably  due  both  to  the  trauma  of 
clamp  application  and  to  the  degree  of  stenosis.    The  frequency 
of  gastric  pathology  supports  the  concept  that  gastric  ulcer 
may  be  related  to  celiac  artery  ischemia,  while  the  alterations 
in  intrahepatic  circulation  could  have  resulted  either  from  hepa- 
tic arterial  insufficiency  or  from  some  substance  elaborated  in 
other  organs  supplied  by  the  celiac  artery  and  delivered  to  the 
liver  by  the  portal  venous  circulation. 


1725  THE  ASSOCIATION  OF  HYPERGLYCAEMIA 

AND  TUMOURS  OF  THE  ALIMENTARY  TRACT. 

(E.)    Morton,  H.  S.,  H.  A.  L.  Michalek  and  A.  Sledge.    Bull 
Socint  Chir  27(5):442-448,  1968. 

Blood  sugar  levels  were  determined  in  837  cases  of  gastroin- 
testinal malignancy  and  compared  with  those  in  over  600  con- 
trols.   Patients  with  sarcomatous  growths  of  muscular  origin 
in  the  proximal  gastrointestinal  tract  showed  a  very  small  pro- 
portion of  normal  values  (70-100  mg%  by  autoanalyzer  or  80- 
120  mg%  by  Hagedorn-Jensen  and  Folin-Wu);  24  of  71  lesions 
affecting  the  stomach  were  associated  with  "impaired"  blood 
sugar  values  (100-130  mg%  or  120-150  mg%  by  the  2  methods, 
resp.)  and  21  had  values  in  the  diabetic  range  (above  130  mg% 
or  above  150  mg%  by  the  2  methods,  resp.);  the  values  associ- 
ated with  4  of  5  colonic  growths  and  2  of  2  rectal  growths 
were  alm.ost  normal.    In  contrast,  neurogenic  sarcomatous 
growths  of  the  stomach  were  associated  with  "impaired"  or 
diabetic  levels  in  8  and  3  of  13  cases,  resp.;  in  growths  of  the 
small  and  large  intestine,  levels  were  diabetic  in  6  of  9  and  2  of 
2  patients,  resp.    Lymphomata  of  the  stomach,  small  intestine, 
colon  or  rectum  were  associated  with  "impaired"  values  in 
15%  and  diabetic  values  in  11%  of  the  cases;  the  three  varieties 
(reticulum  cell  sarcoma,  lymphosarcoma  and  Hodgkin's  disease) 
showed  consistent  results,  blood  sugar  levels  being  normal  in  85, 
63  and  71%,  resp.    The  proportion  of  cases  with  abnormal  blood 
sugar  levels  was  even  more  marked  in  cancer  of  the  pancreas 
(49  "impaired",  28  diabetic  among  93  cases)  and  of  the  liver 
(12  "impaired",  6  diabetic  among  27  cases).    This  incidence 
was  independent  of  the  presence  of  jaundice.    The  glucose 


tolerance  curve  after  surgery  of  the  stomach,  colon  or  rectum 
rose  higher  and  descended  more  precipitously  than  the  normal 
or  preoperative  tolerance  curves.    InsuUn  treatment  m  late  cases 
of  carcinoma  improved  appetite,  reduced  the  amount  of  seda- 
tion required,  caused  a  sense  of  well-being  and  seemed  to 
stimulate  intestinal  movement.   The  detection  of  diabetes  m 
association  with  vague  abdominal  symptoms  should  signal  the 
possibility  of  a  smaU  intestinal  growth,  particularly  before  it 
reaches  an  inoperable  size. 

1726  GASTROINTESTINAL  FUNCTION  AFTER 

ABDOMINAL  COBALT  IRRADIATION.    (E.) 
Ratzkowski,  E.  (Hadassah  U.  Hosp.,  Jerusalem,  Israel)  and 
A.  Hochman.  Acta  Radiol  [TherJ  (Stockholm)  7(6):417-432, 
1968. 

After  therapeutic  telecobalt  irradiation  was  given  to  a  part  or 
whole  of  the  abdomen  (2000-4000  rad)  of  75  patients  with 
generalized  abdominal  malignancy,  the  functional  condition  of 
the  gastrointestinal  mucosa  was  studied  by  Bn  absorption, 
triolein  absorption,  131l-polyvinylpyrrolidone  loss,  and  gastric 
acid  secretion  tests.   The  Bn  absorption  was  impaired  m  1/3 
of  the  patients  and  was  inversely  proportional  to  the  dose. 
The  number  of  patients  affected  b^an  to  diminish  1  month 
after  cessation  of  treatment.    The  fecal  triolein  excretion  was 
high  in  25%  of  patients,  the  peak  excretion  being  in  the  dose 
range  600-1000  rad.   The  greatest  percentage  of  abnormal  tests 
and  highest  mean  abnormal  fecal  excretion  were  noted  after 
irradiation  of  the  whole  abdominal  cavity.    It  was  noted  that 
blood  radioactivity  was  not  a  sensitive  indicator  of  fat  malab- 
sorption.  The  polyvinylpyrrolidone  test  revealed  ahnost  no 
macromolecule  loss  through  the  gastrointestinal  mucosa  in  the 
therapeutic  dose-ranges.   Gastric  acid  secretion  was  diminished 
in  2/3  of  the  patients  after  more  than  800  rad,  but  restoration 
to  normal  acid  levels  occurred  in  most  of  them. 


1727  NECROTIZING  ENTEROCOLITIS  IN  PRE- 

MATURE INFANTS.    (E.)    Denes,  J.J[Apathy 
ChUd.  Hosp.,  Budapest,  Hungary),  K.  Gergely,  J.  Leb  and  A. 
Mohacsi.   Acta  Paediat  Acad  Sci  Hung  9 (3 1 4):  231 -244,  1968. 
Six  cases  (4  females  and  2  males)  of  necrotizing  enterocoUtis 
were  observed  in  small  premature  infants  within  the  1st  6  weeks 
of  life.    In  3  cases  early  rupture  of  the  amniotic  membrane, 
and  in  3  other  cases,  an  exchange  transfusion  (enteritis  pre- 
ceded by  omphaUtis  in  2  of  the  3)  were  the  probable  source 
of  infection.    AU  patients  had  frequent  bloody  stools  and  ab- 
dominal tenderness;  involuntary  muscular  rigidity  was  noted  in 
2  cases.    Suture  of  the  intestinal  perforation  and  abdominal 
drainage  was  performed  in  4  cases,  exploration  and  drainage 
of  a  pericecal  abscess  was  performed  in  1  case,  and  cecostomy 
was  performed  in  1  case.    Organisms  isolated  from  feces,  peri- 
toneal fluid,  or  cerebrospinal  fluid  included  E.  coli,  Klebsiella, 
Ps.  aeruginosa.  Proteus  vulgaris  and  Enterococcus.    Postoperative 
complications  included  pneumonia  in  almost  every  case,  menin- 
gitis in  2,  and  a  fecal  fistula  in  2  cases.    The  surgical  interven- 
tion with  massive  local  and  parenteral  antibiotics  was  foUowed 
by  regression  of  symptoms  and  restoration  of  peristalsis  in  3 
cases;  however,  intervening  meningitis  or  some  other  cause  led 
to  a  fatal  outcome  in  5  of  the  6  cases.    Early  diagnosis  of  this 
condition  is  stressed  with  the  earliest  possible  surgical  interven- 
tion. 


GENERAL 


216 


1728  INVASION  OF  THE  INTESTINAL  WALL  AND 
HYPERSENSITIVITY  TO  ENTAMOEBA 

HISTOLYTICA.    (Sp.)    Beltran  H.,  F.  (Med.  Fac,  Natl. 
Independent  U.  Mexico,  Ciudad  Universitaria),  S.  Monterrosa  M., 
H.  Barquero  and  F.  Biagi  F.   Prensa  Med  Mex  33(11/12):416- 
420,  1968. 

In  5  groups  of  15  guinea  pigs  each,  the  lesions  produced  in  the 
large  intestine  and  Uver  by  1  or  2  intracecal  injections  of  200,000 
trophocytes  of  Entamoeba  histolytica  (strain  HGM2)  were  com- 
pared with  those  produced  by  the  same  dose  into  the  cubital 
vein  followed,  12  days  later,  by  an  intracecal  injection.    The 
presence  of  antibodies  to  Ent.  histolytica  was  demonstrated  by 
the  serum  immobilization  test  in  the  last  group  of  animals. 
Ulcers,  hemorrhagic  lesions,  and  mucosal  erosion  were  found 
in  the  large  intestines  of  33%  of  the  animals  receiving  1  intra- 
cecal injection  and  in  43%  of  the  sensitized  animals.    Ulcers 
were  found  in  8%  of  the  guinea  pigs  receiving  1  intracecal  in- 
jection, in  33%  of  those  receiving  2  intracecal  injections,  and 
in  45%  of  those  given  both  i.v.  and  intracecal  injections.    In 
sensitized  animals  these  lesions  were  more  severe,  producing 
intestinal  perforations  and  occasional  liver  abscesses.    Hepatic 
lesions  were  present  in  55%  of  the  sensitized  animals,  in  36% 
of  those  receiving  2  intracecal  injections,  and  in  0%  of  those 
receiving  1  intracecal  injection.    These  results  show  that  under 
the  experimental  conditions  employed  prior  contact  with  Ent. 
histolytica  does  not  confer  immunity  but  favors  the  production 
of  lesions  in  a  subsequent  infection. 

1729  ACUTE  FATAL  ENTEROCOLITIS:    CLINICAL 
AND  AUTOPSY  STUDIES.    (Ger.)    Kapp,  F. 

(Inst.  Path.,  U.  Basel,  Switzerland).  Praxis  58(1):7-16,  1969. 

Acute  enterocolitis  was  found  to  be  a  direct  or  contributing 
cause  of  death  in  57  of  11,923  patients  autopsied  in  Basel 
during  a  5-yr  period.    No  changes  in  its  incidence  were  observed 
between  1959  and  1964.    Most  cases  of  enterocolitis  occurred 
in  patients  between  5 1  and  80  yr,  and  more  males  than  females 
were  affected  (37  males  and  20  females).    In  25  cases  entero- 
colitis developed  after  surgery.   These  operations  included  15 
abdominal  procedures,  10  of  which  were  performed  directly 
on  the  gastrointestinal  tract,  and  4  thoracic  procedures.    Shock 
was  present  in  24  cases,  but  it  could  not  be  determined  whether 
enterocolitis  preceded  or  followed  the  onset  of  shock.    Large 
doses  of  antibiotics  were  implicated  in  15  cases.    Enterocolitis 
also  developed  in  2  patients  after  cytostatic  therapy  with  SPI 
and  SPG  and  in  2  patients  receiving  endoxan  with  antibiotics. 
Other  clinical  findings  included  5  cases  of  coprostasis,  3  intes- 
tinal infections,  20  patients  with  staphylococci  in  the  intestinal 
flora,  and  4  cases  of  uremia.    There  was  a  great  variety  of  poss 
anatomical  and  histological  changes.    They  included  pseudo- 
membranes,  necrosis,  inflammatory  infiltrates,  vascular  dilatation, 
edema,  thromboses,  and  hemorrhages.    Histological  studies  of 
pseudomembranes  showed  that  they  consist  mainly  of  mucus 
but  also  contain  threads  of  fibrin,  necrotic  epithelial  cells, 
granulocytes  and  leukocytes.    In  many  cases  only  the  upper 
parts  of  the  mucosal  folds  were  inflamed.    There  was  no  cor- 
relation between  autopsy  findings  and  the  cause  of  enterocolitis. 
Disturbances  in  the  intestinal  flora,  circulatory  disorders,  and 
cell  damage  are  considered  to  be  important  etiological  factors. 

1730  LESIONS  ASSOCIATED  WITH  GASTRODUO- 
DENAL  HAEMORRHAGE,  IN  RELATION  TO 


ASPIRIN  INTAKE.  (E.)  Valman,  H.  B.  (West  Middlesex  Hosp. 
Isleworth,  England),  D.  J.  Parry  and  N.  F.  Coghill.  Brit  Med  J 
4(5632):661-663,  1968. 

The  incidence  of  aspirin  ingestion  during  the  week  preceding     I 
overt  gastroduodenal  bleeding  was  recorded  in  582  patients,      i^ 
including  280  with  chronic  peptic  ulcers,  25  with  an  acute  gas- 
tric ulcer  or  erosion,  115  with  other  diagnoses  and  162  in  whor 
no  lesion  could  be  found.    A  positive  aspirin  history  was  found 
in  80%  of  patients  with  acute  gastric  lesions,  63%  of  those  in 
whom  no  lesion  was  found,  52%  of  those  with  a  chronic  duo- 
denal ulcer,  and  49%  of  patients  with  a  chronic  gastric  ulcer. 
In  a  control  series  of  542  consecutive  patients  without  overt 
bleeding  admitted  to  the  same  wards  during  part  of  the  time 
of  this  investigation,  the  aspirin  incidence  was  32%.    The  dif- 
ference in  aspirin  habits  between  these  2  series  conflrms  that 
aspirin  is  a  factor  in  precipitating  overt  hemorrhage  in  acute 
and  chronic  peptic  ulcers,  and  that  it  is  an  important  cause  of 
bleeding  from  the  stomach  or  duodenum,  or  both,  in  the  ab- 
sence of  a  chronic  peptic  ulcer. 

1731  RESULTS  OF  A  STUDY  OF  ENTEROBACTERI- 

ACEAE  IN  THE  INTESTINAL  FLORA  DURING 
AMEBIASIS.    (Fr.)    Albert,  J.  P.  (Muraz  Ctr.,  Bobo  Dioulasso, 
Upper  Volta),  J.  H.  Ricosse  and  J.  J.  Picq.  Med  Trop  (Marseille 
28(6):786-794,  1968. 

Stool  cultures  from  32  noninfected  controls  revealed  that  80- 
100%  of  the  intestinal  flora  were  Escherichia  coli.    In  contrast, 
10%  of  more  of  the  colonies  isolated  from  the  stools  of  106 
of  150  patients  with  amebiasis  consisted  of  Klebsiella  pneumoni 
or  other  Enterobacteriaceae  which  gave  a  positive  Voges-Prosk- 
auer  test.   In  44  cases  these  bacteria  constituted  less  than  10% 
of  the  intestinal  flora,  but  these  patients  had  a  higher  percent- 
age of  Proteus  than  the  controls.   Enterobacteriaceae  giving  a 
positive  Voges-Proskauer  test  decreased  or  disappeared  after 
metronidazole  therapy.   It  is  suggested  that  the  presence  of 
Entamoeba  histolytica  might  favor  the  growth  of  Voges-Proskau 
positive  Enterobacteriaceae  which,  in  turn,  favor  aggression  of 
the  parasite  or  sensitization  of  the  mucosa.   This  would  account 
for  the  effectiveness  of  amebicides  and  antibiotics  which  pre- 
vent the  symbiotic  activity  between  Entamoeba  histolytica 
and  these  Enterobacteriaceae. 


1732  ATTEMPT  TO  TRANSMIT  AMYLOIDOSIS  IN 

HOMOZYGOUS  MICE  BY  PARABIOSIS.    (Ger.) 
Linke,  R.  P.  (Inst.  Path.,  U.  Tubingen,  Germany)  and  H.  Kuni. 
Virchow  Arch  Abt  A  Path  Anat  346(1):89-102,  1969. 
Homozygous  mice  of  the  same  sex  and  weight  were  joined  by 
the  method  of  Bunster  and  Meyer  in  which  blood  vessels  under 
the  panniculus  carnosus  are  retained  intact.   The  right  partner 
in  each  of  the  73  pairs  evaluated  was  given  6  doses  of  0.3  ml 
5%  casein  s.c,  5  injections  of  casein  and  1  of  casein  and  Freunc 
adjuvant,  or  osteomyeUtis  by  fracture  of  the  right  femur  and     ; 
coating  the  exposed  bone  marrow  with  fecal  material.   The 
treated  partner  developed  amyloidosis  in  62  of  these  67  pairs 
(93%);  only  9  (13%)  of  the  untreated  partners  did  so.   This 
difference  is  highly  significant.   Casein  treatment  was  signifi- 
cantly less  effective  in  inducing  amyloidosis  than  casein  and 
Freund's  adjuvant  or  experimental  osteomyelitis.   Osteomyelitis 
affected  the  liver  more  frequently  than  casein  and  Freund's 
adjuvant,  but  this  difference  was  not  significant.   There  was  no 
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relation  between  the  incidence  of  amyloidosis  in  the  untreated 
partner  and  the  intensity  of  treatment.   Amyloidosis  occuned 
significantly  more  often  in  the  untreated  partner  of  pairs  which 
developed  abscesses  in  the  parabiotic  junction.   Amyloidosis  was 
always  less  severe  in  the  untreated  partner.   The  incidence  of 
amyloidosis  was  highest  and  the  extent  of  amyloid  deposits 
was  greatest  in  the  spleen  foUowed  by  the  Uver  and  kidneys. 
Uver  amyloid  deposits  were  seen  only  if  the  spleen  was  also 
affected  and  renal  amyloid  deposits,  which  were  observed  in 
only  1  case,  were  accompanied  by  spleen  and  liver  deposits. 
The  extent  of  amyloid  deposits  was  related  to  mesenchymal  ac- 
tivation which,  in  the  liver,  consisted  of  endotheUal  proUfera- 
tions  and  proliferations  of  the  vascular  adventitia  in  interlobular 
veins.   Mesenchymal  activation  was  also  observed  in  untreated 
partners  which  did  not  develop  amyloidosis.   The  agent  causing 
amyloidosis  was  calculated  to  have  a  half-Ufe  of  less  than  22.8 
min.   This  rules  out  aU  substances  with  longer  half-Uves,  particu- 
larly serum  proteins. 


1733 


TREATMENT  OF  MASSIVE  GASTROINTESTI- 
NAL BLEEDING.   (Ger.)    Herzog,  K.  H.  (Surg. 
Clin.,  U.  Rostock,  Germany).   Z  Ges  Inn  Med  23(23):755- 
759,  1968. 

Of  294  patients  treated  for  upper  gastrointestinal  bleeding  in  a 
6-yr  period,  186  had  peptic  ulcers,  46  had  esophageal  varices, 
22  had  stomach  carcinomas,  13  had  erosive  gastritis,  8  had 
misceUaneous  conditions  (hiatus  hernia,  diverticula,  gastric 
polyps),  and  20  were  undiagnosed.   A  total  of  62  (21%)  died. 
Conservative  treatment  was  employed  in  117  cases  with  26 
fataUties,  and  surgical  treatment  was  employed  in  178  cases 
with  36  fatalities.   Severe  bleeding  and  shock  were  present  in 
73  of  these  295  patients.    Surgery  was  performed  on  all  patients 
in  shock  and  on  those  who  did  not  respond  to  conservative 
treatment  in  48  hr.   When  the  source  of  bleeding  could  not  be 
ascertained,  2/3  of  the  stomach  was  removed  empirically  but 
bleeding  persisted  in  90%.   Stepwise  resections  were  performed 
for  ulcers  located  high  in  the  stomach.    Recurrences  of  bleeding 
were  treated  either  by  removal  of  an  overlooked  source  of  bleed- 
ing or  by  selective  gastric  vagotomy  if  the  cause  of  bleeding 
could  not  be  diagnosed. 


1734  SALMONELLA  AND  SHIGELLA  INFECTIONS 

IN  CHILDREN:    A  REPORT  OF  73  CASES.    (Fr.j 

Lelong,  M.  (Hosp.  Ctr.,  Lens,  France),  J.  Polaert  and  P. 
Deroubaix.   Lille  Med  14(l):28-32,  1969. 
The  73  children  Ueated  for  shigellosis  and  salmonellosis  during 
the  period  1961-68  included  15  (8  under  1  yr  old)  with  shigel- 
losis (14  sporadic  cases  of  Sh.  sonnet  infection  and  1  of  Sh. 
flexneri),  37  infected  with  Salmonella  typhi  murium  (29  under 
1  yr  old),  including  28  cases  during  an  epidemic  of  food  poison- 
ing in  1964-65.  8  infected  with  S.  para  B,  3  with  typhoid  fever, 
and  10  (8  under  1  yr  old)  with  less  common  types  of  salmonel- 
losis (5.  Panama,  S.  Newport,  S.  enteritidis,  S.  meleagridis,  S. 
Lindenburg,  S.  Brandenburg).    Hemorrhagic  gastroenteritis  was 
noted  in  8  of  these  73  chUdren  (2  with  shigellosis,  6  with  sal- 
monellosis) and  positive  blood  cultures  were  obtained  in  6  (2 
each  with  S.  typhi  murium,  S.  para  B  and  typhoid  fever). 
Treatment  involved  antibiotics  (chloramphenicol  in  the  sahnonel- 
loses;  colimycin,  polymyxin,  neomycin  and/or  a  furan  deriva- 
tive in  the  shigelloses),  often  accompanied  by  glucose  or  saline 


infusions.    Symptoms  such  as  fever,  dehydration  and  gastro- 
enteritis cleared  up  within  7-10  days  in  most  cases,  although 
some  cases  of  S.  typhi  murium  infection  had  a  prolonged 
course  (none  died)  and  2  patients  (1  with  typhoid  fever  and  1 
with  5.  para  B)  required  2  courses.    In  view  of  the  frequent 
cross-immunity  between  the  various  types  of  Salmonella,  the 
importance  of  blood-  and  stool-cultures  in  the  proper  diagnosis 
of  the  salmonelloses  is  emphasized. 

1735  CARCINOID  TUMORS  OF  THE  GASTROINTES- 

TINAL TRACT.  (E.)  Ayulo,  J.  A.  (California 
Coll.  Med.,  Los  Angeles).  Amer  J  Gastroent  51(2):138-144, 
1969. 

Only  53  cases  of  gastrointestinal  carcinoid  tumors  were  detected 
in  a  group  of  4  CaUfornia  hospitals  during  the  period  1953-67. 
Rectal  carcinoids  were  the  most  frequent,  comprising  24  of  the 
53  (45.2%);  these  were  more  common  in  females  than  in  males 
(2:1),  and  were  found  in  patients  between  30  and  60  yr  old. 
The  racial  division  was  19  Caucasian  and  5  Negro,  and  23 
of  the  24  were  within  range  of  the  sigmoidoscope.   The  sites 
of  the  other  carcinoid  tumors  in  this  series  were:    appendix, 
20  (37.7%);  Ueum,  5  (9.4%);  cecum,  2  (3.7%);  duodenum  1 
(1.8%);  and  Meckel's  diverticulum,  1  (1.8%).   The  appendiceal 
carcinoids  were  incidental  findings  at  surgery,  usuaUy  associated 
with  a  ruptured  appendix,  uterine  fibroma,  or  carcinoma.    Some 
of  the  ileal  and  cecal  carcinoids  presented  the  carcinoid  syn- 
drome associated  with  a  hypertensive  condition,  corrected  after 
removal  of  the  tumor  at  surgery.   The  duodenal  and  Meckel's 
diverticulum  carcinoids  were  asymptomatic  and  incidental 
findings  at  surgery.   The  carcinoid  syndrome  became  manifest 
only  when  the  size  of  the  tumor  was  large  enough,  metastases 
were  present,  and  the  liver  was  involved. 

1 7  36  CARCINOID  TUMORS  OF  THE  GASTROIN- 

TESTINAL TRACT.   (E.)    Baeza,  M.  G.  (Baylor 
U.  Med.  Ctr.,  Dallas,  Texas).  Dis  Colon  Rectum  12(2):  147- 
152,  1969. 

Among  54  patients  with  carcinoid  tumors  of  the  gastrointestinal 
ti-act,  there  were  15  males  and  39  females,  7-77  yr  of  age  with 
the  greatest  incidence  in  the  5th  decade.   The  locations  of  the 
tumors  were:    appendix,  32;  small  intestine,  9;  ileocecal  area, 
3;  colon,  4;  rectum,  4;  stomach,  1;  and  duodenum,  1;  in  1  pa- 
tient with  a  malignant  carcinoid  the  site  of  orgin  was  not  es- 
tablished.   In  only  3  cases  was  the  correct  diagnosis  made  be- 
fore operation.   Carcinoids  were  the  cause  of  symptoms  in  15 
(30%)  patients;  the  remaining  39  (70%)  were  asymptomatic, 
with  the  carcinoid  tumor  being  an  incidental  finding  at  surgery. 
The  carcinoid  syndrome  occurred  only  in  the  presence  of  wide- 
spread metastasis,  involvement  of  the  liver  and  circulating  sero- 
tonin.  Only  1 1  of  the  54  cases  showed  a  malignant  course,  but 
this  included  all  3  ileocecal  tumors,  3  of  5  ileal  tumors,  and  2 
of  4  colonic  tumors.    All  but  one  of  the  appendiceal  tumors 
were  benign.    It  is  felt  that  an  aggressive  attempt  to  remove 
the  tumor  and  all  metastases  should  be  undertaken.   Carcinoid 
should  be  suspected  when  a  middle-aged  or  elderly  patient  com- 
plains of  abdominal  pain  and  diarrhea  and  a  mass  is  discovered 
in  the  right  lower  portion  of  the  abdomen;  determination  of 
urinary  5-hydroxyindoleacetic  acid  may  help  to  estabhsh  a 
correct  diagnosis. 
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1737  CLINICAL  AND  EXPERIMENTAL  METABOLIC 
STUDIES  WITH  "CHOLDIGEST".    (Ger.) 

Hammed,  H.  (Wilhelminen  Hosp.,  Vienna,  Austria),  C.  Kranzl, 
O.  Pichler  and  M.  Studlar.   Z  Gastroent  6(5):348-351,  1968. 

1738  THE  PATHOGENESIS  OF  HEMATOGENOUS 
CANDIDA  ENTERITIS.    (Ger.)    Ruprecht,  K.  W. 

(Inst.  Path.,  U.  Hamburg,  Germany).  Mykosen  11(12):843- 
846,  1968. 

1739  SALMONELLA  INFECTION  IN  TOURISTS.    I. 
AN  EPIDEMIOLOGICAL  STUDY.    (E.)    Ringertz, 

O.  (Natl.  Bact.  Lab.,  Stockholm,  Sweden)  and  L.  Mentzing. 
Acta  Path  Microbiol  Scand  74(3):397-404,  1968. 

1740  ASPIRIN  AND  PLATELETS-  A  BRIEF  REVIEW. 

(E.)    Zetterman,  R.  K.  (U.  Nebraska  Coll.  Med., 
Omaha).    Clin  Toxic  l(4):445-449,  1968. 

1741  THE  METABOLIC  BASIS  OF  THE  MAJOR 
SYMPTOMS  IN  ACUTE  SALICYLATE  INTOXI- 
CATION.  (E.)    Smith,  M.  J.  H.  (King's  Coll.  Hosp.  Med.  Sch., 
London,  England).   Clin  Toxic  l(4):387-407,  1968. 

1742  REFLECTIONS  ON  THE  ZOLLINGER-ELLISON 
SYNDROME.   (Rum.)    Lungeanu,  M.  (Dr.  I. 

Cantacuzine  Hosp.,  Bucharest,  Romania),  E.  Hie  and  E.  Lungeanu 
Med  Intern  (Bucur)  20(9):1081-1085,  1968. 

1743  THE  PLACE  OF  "R  1 132"  IN  THE  TREAT- 
MENT OF  INFANTILE  GASTROENTERITIS. 

(Fr.)  Manciaux,  M.,  R.  Thomas  and  P.  Toussaint.  Ann  Med 
Nancy  7:1015-1022,  1968. 

1744  TRIAL  OF  NITROFUROXAZIDE  IN  INFANTILE 
GASTROENTERITIS.   (Fr.)    Olive,  J.  H.  (Pediat. 

Clin.  B.,  Nancy,  France).  Ann  Med  Nancy  7:996-1004,  1968. 

1745  DISACCHARIDASES  IN  THE  INTESTINAL 
PATHOLOGY  OF  THE  ADULT.    (Fr.)    Tytgat, 

G.  (Med.  Clin.,  St.  Rafael  Acad.  Hosp.,  U.  Louvain,  Belgium), 
L.  Rutgeerts,  G.  Vantrappen  and  J.  Vandenbroucke.  Acta 
Gastroent  Belg  31(ll):715-730,  1968. 

1746  UNCOMPLICATED  STRANGULATED  HERNIAS. 

(Rum.)    Floares,  G.  (Inst.  Med.  Pharm.,  lasi, 
Romania)  and  S.  Mihalache.  *  Rev  Medicochir  lasi  72(3):773- 
775,  1968. 

1747  NEW  MODEL  OF  AN  ABDOMINAL  SEPARATOR. 
(Sp.)    Bonilla  Naar,  A.  (Cent.  Milit.  Hosp.,  Bogota, 

Colombia).  Dia  Med  (B  Air)  40(90):2735,  1968. 

1748  INQUIRY  INTO  INFESTATIONS  WITH  INTES- 
TINAL PARASITES  IN  TWO  YEARS  ON  A 

PEDIATRIC  WARD.  (Fr.)  Fourrier,  A.  (Hosp.  Ctr.,  U.  Lille, 
France),  P.  Camier  and  B.  Deconninck.  Lille  Med  13(9):995- 
999,  1968. 

1749  AN  EPISODE  OF  FOOD  POISONING  CAUSED 
BY  SALMONELLA  TYPHIMURIUM.    (It.) 


Giannuzzo,  E.  (Inst.  Hyg.,  U.  Turin,  Italy),  R.  Berzero,  M.  L. 
Tognacca  and  C.  Campana.  G  Batt  Virol  Immun  60(11/12): 
557-573,  1968. 


1750  ESCHERICHIA  COLI  SEROTYPES  ISOLATED    ' 

FROM  PREMATURE  INFANTS  WITH  GASTRO 
ENTERITIS.    (It.)    Moro,  S.  (Inst.  Hyg.,  U.  Turin,  Italy),  G. 
Satta  and  P.  R.  Zanetti.    G  Batt  Virol  Immun  60(11/12):532- 
556,  1968. 


175 1  THE  PROCEDURE  OF  CHILDS  AND  PHILLIPS 

FOR  MESENTERY  PLICATION  AND  FIXATIOI 
REPORT  ON  30  CASES.    (Fr.)    Moreaux,  J.  (Bichat  Hosp., 
Paris,  France),  J.  Testart,  H.  Bismuth  and  J.  Hepp.   Ann  Chir 
22(21/22):1239-1246,  1968. 


1752  THE  ZOLLINGER-ELLISON  SYNDROME.    (E.) 

Howe,  C.  T.  (King's  Coll.  Med.  Sch.,  London, 
England).   Brit  J  Hosp  Med  1(2):190-194,  1968. 


1753  MECONIUM  PERITONITIS.    (E.)    Boix-Ochoa,  J. 
(Child.  Hosp.,  Soc.  Sec.  Svc,  Barcelona,  Spain). 

J  Pediat  Surg  3(6):715-722,  1968. 

1754  NONMECHANICAL  INTESTINAL  OBSTRUCTK 
SIMULATING  SURGICAL  EMERGENCY  IN  TH 

NEWBORN  INFANT.   (E.)    Ueda,  T.  (Osaka  U.  Med.  Sch., 
Japan),  E.  Okamoto  and  Y.  Seki.  J  Pediat  Surg  3(6):676-681, 
1968. 

1755  ANCYLOSTOMA  DUODENALE  INFECTION 
RESISTANT  TO  BEPHENIUM  HYDROXY- 

NAPHTHOATE  (ALCOPAR).  (E.)  Chatterjee,  S.  C.  (Cent. 
Res.  Inst.,  Kasauli,  India).  Punjab  Med  J  18(4):145-146,  1968. 

1756  ASCARIASIS.    [CASE  REPORT]    (E.)    Carlson, 
D.  (Minneapolis  Vet.  Hosp.,  Minn.)  and  H.  H. 

Zinneman.   Minnesota  Med  5\{l2y.nU-n\l ,  1968. 

1757  AN  OUTBREAK  OF  DIARRHOEA  IN  AN  IN- 
FANT'S HOME  DUE  TO  A  SHIGELLA-LIKE 

ORGANISM.  (E.)  Riley,  W.  B.  (Inst.  Clin.  Path.  Med.  Res., 
Lidcombe,  Australia).  Med  J  Aust  2{26):ni 5-111  (,,  196%.      j 

1758  PRIMARY  MALIGNANT  LYMPHOMA  OF  THE 
SMALL  AND  LARGE  INTESTINES.    (E.) 

Talvalkar,  G.  V.  (Tata  Mem.  Hosp.,  Bombay,  India).   Indian  J 
Cancer  5(3):238-245,  1968. 

1759  SALMONELLA  INFECTION  IN  TOURISTS.    2.  , 
PROPHYLAXIS  AGAINST  SALMONELLOSIS.    '■ 

(E.)  Mentzing,  L.  O.  (Natl.  Bact.  Lab.,  Stockholm,  Sweden) 
and  O.  Ringertz.  Acta  Path  Microbiol  Scand  74(3):405-413, 
1968. 
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Obstet  128(2):301-304,  1969. 
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1775  DEMONSTRATION  OF  GASTRO-SECRETA- 
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Ghosh,  S.  (Safdarjung  Hosp.,  New  Delhi,  India). 
Ann  Nestle  (18):  11-14,  1968. 

1779  MEDICAL  ACUTE  ABDOMEN  IN  CHILDREN. 
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PHENICOL AGAINST  PHAGOCYTIZED  SHIGELLA 
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Hospital  (Rio)  74(4):1215-1220,  1968. 

1788  NEONATAL  PERITONITIS:    REPORT  OF  15 
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CULTURE  CELLS.    (E.)    Puza,  V.  (Inst.  Biol.,  Charles  U., 
Hradec  Kralove,  Czechoslovakia),  M.  Hroch,  J.  Ondra&k  and 

E.  Srutkova.   Shorn  Ved  Prac  Lek  Fak  Karlov  Univ  11(3):307- 
309,  1968. 
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IN  CELLS  OF  TISSUE  CULTURES.    II.    DOES 
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CYTIZED IN  THE  CELLS?    (E.)    Puza,  V.  (Inst.  Biol.,  Charles 
U.,  Hradec  Kralove,  Czechoslovakia),  M.  Hroch,  J.  Ondra&k 
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AMPHENICOL  ON  SHIGELLAE  PHAGOCYTIZED  IN  HeLa 

CELLS.    (E.)    Ondracek,  J.  (Dept.  Infect.  Dis.,  Charles  U., 
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CASES.   (Fr.)    Daudet,  M.  (Ed.  Herriot  Hosp.,  Lyon,  France), 
J.  P.  Chappuis,  J.  J.  Carron  and  Y.  Chavrier.  Ann  Chir  Infant 
9(4):303-316,  1968. 

1799  INTESTINAL  CIRCULATORY  INSUFFICIENCY 
DUE  TO  ATHEROMATOUS  STENOSIS  OF  THE 

MESENTERIC  ARTERIAL  SYSTEM.    (Fr.)    Cloarec,  M.  and 

F.  Bourrinet.    Vie  Med  (Spec)  49:1569-1586,  1968. 

1800  MONOAMINEOXIDASE  INHIBITORS  IN  THE 
PALLIATIVE  TREATMENT  OF  INOPERABLE 

DIGESTIVE  TRACT  CANCER.    (Sp.)    Nasio,  J.  (Arch.  Int. 
Gastroent.,  Buenos  Aires,  Argentina).  Medicina  (MexJ  49(1051 
17-21,  1969. 

1801  A  NEW  APPROACH  TO  INTESTINAL  DISIN- 
FECTION.  (Fr.)    Cocheton,  J.  J.  Hopital  (Paris) 

56(792,bis):581-582,  1968. 
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THE  INFLAMMATORY  DISEASES  OF  THE 
LARGE  AND  SMALL  BOWEL.    (E.)    Van 
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p.  1-44,  March  1969. 
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181 1  ACUTE  ABDOMEN  IN  INFANCY  AND  CHILD- 
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DESCRIPTION  OF  INDEXES 

Starting  with  Volume  3,  Number  1,  the  SUBJECT  and  AUTHOR  INDEXES  have  been  generated  directly  from 
computer-stored  files.  The  Indexes  to  prior  volumes  were  manually  prepared. 

The  Subject  Index  uses  a  system  of  permuted  major  class  terms  combined  with  SEE  and  SEE  ALSO  references.  A 
major  class  term  is  one  embracing  a  broad  concept  which  can  be  broken  down  into  minor  class  terms. 

The  major  class  terms  have  been  permuted  so  that  the  accession  numbers  of  the  indexed  abstracts  and  citations 
will  be  found  by  the  User  under  each  of  the  principal  component  words  of  the  major  class  term,  no  matter  which 
component  word  he  looks  up  first  in  the  alphabetical  index.  For  example,  the  accession  numbers  of  abstracts  and 
citations  concerning 

BENIGN  GASTROINTESTINAL  NEOPLASMS 

will  also  be  found  under 
GASTROINTESTINAL  NEOPLASMS,  BENIGN 

and  under 
NEOPLASMS,  BENIGN  GASTROINTESTINAL. 

In  several  cases,  more  than  one  term  is  used  in  the  literature  to  express  a  single  concept.  To  ensure  consistency  of 
indexing  and  facilitate  complete  retrieval,  it  was  necessary  to  select  one  of  these  synonyms  for  indexing  purposes. 
The  SEE  references  have  been  inserted  to  guide  the  User  to  the  preferred  term. 

The  SEE  ALSO  references  are  designed  to  call  the  User's  attention  to  related  terms. 
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BACON.  HE 

01561 

01753 

AKKARY.  S 

01463   01483 

BENES,  J 

BOKOVOl,  AG 

01470 

dAOALIAN.  GO 

01173 

01639 

AKT1N>  E 

01412 

BENGHARK,  S 

BOLANOS,  0 

01670 

BAUUUAL,  J 

01266 

01426* 

AKZHIGITQV.  GN 

01322 

BENNIN,  J 

BOLOOKl,  H 

01  524 

BAEZA,  MG 

01458 

01529 

AL-SALEEM,  T 

01736* 

BENZ,  G 

BONILLA  NAAR,  A 

018U7 

BAKER.  H 

01448* 

01747 

ALAGILLEt  D 

01044* 

BERARC.  P 

BORDE,  J 

01544*  01545*  01553* 

BALAKRISHNAN.  S 

01532 

01544*  01545*  01553* 

ALAOUIt  A 

01558 

BERGMAN.  F 

BORKAR,  AV 

01602 

6AL0t>A.  VS 

01701 

0142  7* 

ALARY.  R 

01770 

BERNACKI.  E 

BORST.  HG 

01721* 

BALINT.  JA 

01679* 

01299 

ALBERT.  JP 

01105 

BERNSTEIN.  U 

BOUCHARD,  P 

01731* 

BALNAVE,  D 

01590 

01692 

ALEKSEIEVA.  IN 

01136* 

BERRY.  LH 

BOUCKAERT,  A 

01619 

BAN.  A 

01269 

01077 

ALEXANDER,  NM 

01424 

BERTOLOTTI,  A 

BOURRINET,  F 

01121* 

8ANCIU.  T 

01686 

01799 

ALLEN,  A 

01608 

BERZERO,  R 

BOURY,  G 

0118  1* 

BARANOV.  AN 

01749 

01363 

ALLEN.  JR 

01473 

BEST,  CH 

BOUTtLIER,  P 

01606* 

BARAONA.  E 

01646* 

01074*  01689 

ALLOUACHt,  A 

oitia 

BETEL,  I 

BOUYALA,  JM 

01561 

BARBU.  A 

01156 

01789 

ALHANZA.  HJ 

01696 

BETTEX,  M 

BOVE.  S 

01697 

BAROl,  A 

01456 

01365 

ALZATE,  t- 

01662 

8EVILACQUA,  RG 

BOZALIS.  JR 

01436 

BARGHIM.  G 

01397* 

01356* 

ANDERSON.  HC 

01643 

BEZPROZVANNYI  ,  BK 

BRALOM.  SP 

01354*  01724* 

BARKE.  R 

01534* 

01432 

ANDRE.  C 

01207* 

BEZUGLYl,  VP 

BRANCQ  RIBEIRO,  E 

01089* 

BARNES.  MR 

01636 

01335 

ANDRIEUX.  J 

01259 

BHAGAVAN.  NV 

BRAUSE,  B 

01357* 

BARON.  ON 

01311* 

01046* 

ANGELI.  A 

01026* 

BHATTACHARJI.  LM 

BREHME,  H 

0147H 

bARUNI.  B 

01631 

01575 

ANGLES.  A 

01549* 

BIAGl  F.  F 

BREMER,  HJ 

01383 

BARQUERO,  H 

01728* 

01803 

ANNISON.  EF 

01728* 

BIANCHI,  FB 

BREMNER,  CG 

01041* 
ANTHUNISEN.  P 

BARRON.  J 

01551* 

01072* 

01356* 

BIANCHI.  L 

BRETTSCHNEIDER,  L 

01476 

BARTHOLOMEW.  BA 

01208* 

01593   01595 

ANTHUNY,  PP 

01594 

8IDULESCU,  A 

BREUNINGER,  H 

01  34R 

BARTQCCl.  U 

01340 

01292 

C1686 

BIDULESCU,  1 

BREWER,  EN 

BARTOSZEWICZ.  ki 

01340 

01139* 

APOSrOLESCUi  1 

01161 

BIEGANOMSKA,  I 

BRIELE,  HA 

01205* 

BAS.  M 

01250 

01677* 

ARAKAHA.  H 

C1651* 

BIELANSKI,  E 

BRITTON,  RC 

01477 

BASHIROVf  AA 

01594 

01673 

ARGOV.  lUM 

01615 

BIGOTTI,  A 

BROOIE.  DA 

01638 

BASTECKA.  V 

01766 

01306* 

ARIAS.   IH 

01783   01784   U1793 

BINDA,  A 

BROGDON,  BG 

01023* 

BAUOISCH.  E 

01403 

01617 

ARUNSeN.  KF 

01290 

BIRCHER,  J 

BRONZINI,  C 

01539* 

BAUOUIN,  H 

01409 

01395* 

ARULLANI.  A 

Ollll* 

8IRTCH,  AG 

BROWN,  B 

01549* 

01584 

01167 

BROWN.  C3 

01131* 
BROMN,  OM 

01595 
BROWN,  Me 

Ul59b 
BROWN,  MO 

0176'. 
BRUNCK,  HJ 

J1653* 
BRUNETTl,     E 

0136'J 
BRUNNER,    L 

01291 
BRUSH,  HK 

OICS* 
BRYC.  S 

012!)0 
8UCHEK,  NLR 

01118* 
BUCHWALD,  H 

01373   01374 
BUOAI,  J 

0162b* 
6U0ISAVLJEVIC,  R 

0102  5* 
BUGRIHOV.  Vb 

01525 
BULKLEY,  G 

01342 
BOLTER,  eCB 

01445* 
BUCNANNO,  C 

01671 
BURIC,  L 

01173 
SURKE,  L 

01714 
BURNSTOCK,  G 

OIOIB* 
BURTIN,  P 

01602 
BUSILA,  VT 

01559   01567 
BUTSCH,  JL 

01450* 
BOTTf  KM 

01375 
BYRNE,  JJ 
01530 

CACHIN,     M 

01248       01543*    01657 
CAIRELLA,    M 

01650* 
CALAMAI,     M 

01237 
CAMIER,    P 

01748 
CAMMORANESIi    L 

01210*  01211* 
CAHPANA,  C 

01749 
CAMPBELL,  A 

01310* 
CAMPBELL,  JS 

01019* 
CAMPIONIt  N 

01246 
CAMPO-PAYSAA,    A 

01295 
CANEGHEM,  AV 

01643* 
CANTARELLIf     I 

01337 
CANTOR,     MO 

01811 
CAPEK,    V 

01472 
CARAYON,  P 

01406 
CARDINET,  GH 

01572 
CAROOZA,  M 

01493* 
CAREY,  HC 

01517* 
CARLSON,  0 

01756 
CARLSON,  HC 

01350* 
CARNEY.  AL 

01172 


CAROLI.  J 

01560 
CARRELLI,  8 

01671 
CARROLL.  M 

01425 
CARRON,  JJ 

01798 
CARSTENS.  LA 

01606* 
CARTER,  JW 

01271 
CASALI,  AM 

01551* 
CASCIANI,  C 

01549* 
CATASSI,  R 

01643 
CAVALLl.  G 

01551* 
CtLERIER,  M 

01568 
CERE.  M 

01775 
CERVINI.  BA 

01660 
CHAIT,  A 

01260 
CHALMERS.  TC 

01642 
CHANDRASEKARAN,  AK 

01585 
CHANG,  LO 

01137* 
CHAPPUIS,  JP 

01798 
CHAPUIS.  A 

01402 
CHAPUIS.  Y 

01363 
CHARACHON,  R 

01285 
CHARBONNEAU.  R 

01150* 
CHARBONNIER.  A 

01543* 
CHARIOT.  J 

01143* 
CHASE,  8J 

01306* 
CHATTERJEE.  SC 

C1755 
CHAVRIER,  Y 

01798 
CHE  VAN  GYN 

01704 
CHECKEITS.  RG 

01202* 
CHEW.  BK 

01121* 
CHiFAN.  M 

01326 
CHILD.  CG  III. 

01589 
CHLUMSKA.  A 

01600 
CHLUMSKY.  J 

01600 
CHOU.  ST 

01533* 
CHOWDHURY.  SR 

01461 
CHRISTENSEN,  J 

01C67* 
CHUIKOV.  AI 

01339 
CHULIA  ORTI.  F 

01249 
CINQUE,  G 

01313* 
CIOBANU.  S 

01696 
CIVEIRA.  F 

01203* 
GIVEN,  M 

01131* 
CLARET.  M 

01141* 
CLARK.  ML 

01215* 
CLARK.  SB 

01046*  01056 
CLARKE.  JM 
01272* 


CLEAVELANC.  JO 

01595 
CLEMENTl.  F 

01012* 
CLEHETT,  AR 

01197* 
CLOARfcC.  M 

01799 
CLOT,  JP 

01364   01568   01699 
CCBET,  I 

01225 
COCHETON.  JJ 

01801 
COGHILL.  NF 

01730* 
COHEN,  MI 

01023* 
COHEN,  PJ 

01500 
COHEN.  HB 

01353* 
COHN,  I  JR. 

01503* 
COLE.  WR 

01652* 
COLLEN,  0 

01649* 
COLLINS,  PG 

01702 
CCLVER,  EH 

01183* 
COMBEMALE.  B 

01693 
CONNELL.  AH 

01093* 
CCOOLEY.  EL 

01384 
COOKE,  AR 

01786 
COON.  WW 

01589 
CCOPER.  WK 

01144* 
CCRABOEOF,  E 

01141* 
COROES.  DJ 

01595 
CORIAT,  P 

01573 
CORNELIUS.  CE 

01572 
CORNET,  A 

01406 
CCRNWELL,  CG 

01714 
CORREA  NETTO,  A 

01397* 
CORTESINI,  R 

01549* 
COSTA,  CA 

01787 
COSTAGLIOLA,  M 

01573 
COSTAHAILLEREt  L 

01112* 
COTUL.  S 

01538* 
COUPATEZ.  P 

01346   01380 
COUTEL,  Y 

01788 
COUIURIER-TURPIN,  MH 

01073* 
COUTURIER,  0 

01073* 
COX.  AG 

01388*  01388* 
CRACIUN,  E 

01400 
CRADOOCK,  VM 

01609 
CRANE,  RK 

01057 
CREAN,  6P 

01309* 
CREVOISIER,  R 

01381 
CROW.  RW 

01417 
CSAPO.  J 

01626* 
CUILLERET.  J 
01402 


CUTRIGHT.  DE 

01805 
CUTTNER.  J 

01429* 
CZARNECKI.  J 

01401 
CZYZEWSKI.  K 

01685 

O'ARIANO.  B 

01422 
D'HUART.  P 

01365 
DA  SILVA  BASTOS.  E 

01397* 
OABELS.  J 

01454* 
DACRUZ.  GMG 

01065 
DAGRADl.  AE 

01270 
DAL  ZOTTO,  E 

01459 
DALOZE.  P 

0150  7* 
DANOURANO.  B 

01607* 
DARCYt  DA 

01120* 
DASCALU.  R 

01169 
DAUDET,  H 

01798 
OAVID.  0 

01010* 
DAVIDSON.  DB 

01591 
DAVIDSON.  WO 

01102   01103 
DAVIS.  AV 

01385 
DAVIS.  HV 

01277* 
DAWISKIBA.  E 

01685 
OE  ALMEIDA.  AD 

01397* 
DE  ARZUA  ZULAICA.  E 

01276* 
OE  GROODT-LASSEEL.  M 

01379 
DE  GROOTE,  J 

01482   01542* 
DE  LA  TOUR,  J 

01113*  01143* 
DE  MARTIIS.  M 

01650* 
DE  MIGUEL.  J 

01391* 
DE  PAILLERETS.  F 

01363 
DE  PENA  PEREZ,  R 

01575 
DE  PROPHETIS,  N 

01487 
DE  VREKER,  R 

01649* 
DEAN,  AC 

01605 
DEARING,  WH 

01494* 
DEBRAY.  C 
01073*  01113*  01143*  01400 
01775 
0E8RUNNER,  F 

01580 
DECONNINCK,  B 

01748 
DEITRICH,  RA 

01152 
DEL  GUERCIO,  LR 

01253 
OELANEY,  JP 

01416 
OELAVIERRE.  P 

01621 
OELCOURT.  A 

01114 
DELIGNY.  H 

01691 
OELORIMIER.  AA 

01358 
DELUCA,  L 
01179* 


■ 

ObMLt  F 

DOSS,  M 

EVANS.  ME 

FONTANA,  G 

01162 

01175 

01352* 

01071* 

OEMOFONTIt  A 

DOUGLASS,  CC 

EME.  K 

FONTANIN,  0 

01658 

01723* 

01708 

01223 

OEMOLEt  M 

DOMGIRD,  A 

EYSSELT,  M 

FORKER,  EL 

OlAUO 

01679* 

01217* 

01147* 

OENESt  J 

ORAGAN,  H 

FORTH,  M 

01727* 

01225 

FAGGIOLI,  F 

01048* 

OENNISi  C 

ORAGCMIRESCU,  L 

01011*  01024* 

FORTINI,  V 

01375 

01559 

FALES.  FW 

01011* 

OtPALM*,  HG 

DRAGQMIRESCU,  M 

01433 

FOSTER.  J 

01712 

01559   01567 

FARAH,  A 

01570 

OEPARISt  M 

DREIUNG,  DA 

01690 

FOURLINNIE.  JC 

U1665 

01088*  01389* 

FARSTAO,  M 

01509 

OERLUN.  S 

DRESSLER,  S 

01138* 

FOURRIER.  A 

01789 

01575 

FAVI,  P 

01748 

OEROUtiAIX,  P 

OREYFUSS,  JR 

01330 

FOUTS,  JR 

0173** 

0178C 

FAVRE,  M 

01134* 

DERRICK.  JR 

DROSOS,  NP 

01467 

FRAME,  B 

0130C 

01678* 

FAYS,  J 

01356* 

OESAI.  HG 

DROUIN,  P 

01237 

FRANK,  0 

01'V2  7* 

01651* 

FAZEKAS,  IG 

01044* 

OESCHREYtR,  M 

DUBOIS,  J 

01164 

FRANKS,  CD 

0l3'i6   C1380 

01402 

FEEMSTER,  JA 

01255 

OESHMUKH.  VV 

DUBRISAY,  J 

01510 

FREEMAN,  CP 

01537* 

01547* 

FEINGGLD.  S 

01041* 

OEZANI.  M 

OULICEK,  K 

01044* 

FRENKEL,  EP 

01285 

01630* 

FELDMAN,  EA 

01723* 

DHOPLE.  AM 

DUMAS,  D 

01763 

FRENNING,  B 

01558 

01689 

FERES,  A 

01045* 

01  MARIA,  G 

DUMONT,  A 

01112* 

FRIED,  W 

0146  7 

01114 

FERRARA,  PL 

01172 

DIACUNESCU,  H 

DUMONT,  AE 

01643 

FRIEDLANOER,  S 

01326 

01652* 

FERRE,  J 

01500 

DIALER,  L 

DUMONT,  JE 

01546* 

FROMH,  0 

01781 

Ollll* 

FERRIER,  FL 

01060 

OIBIZhEVA.  GV 

DUNNE,  FT 

01195* 

FRUTON,  JS 

01288 

01116 

FERRIS,  DO 

01189 

UlOIOt  LJA 

UUPREZ,  A 

01717 

FUJI  I,  A 

0135'!* 

01442 

FICHTELIUS,  K.E 

01477 

DIETSCHY,  JH 

DUQUELLA,  J 

01021* 

FUKATA,  T 

01055 

01584 

FIEDLER.  F 

01386 

OIETZ.  MM 

DVORACKOVA,  I 

01188 

FUTAMATARI,  H 

01333   01486 

01162 

FILIP,  M 

01550* 

OIETZMAN.  RH 

DYCK,  MP 

01142* 

FUMA,  T 

01510 

01129* 

FILLER,  RM 

01039* 

OlEZ-ANTONANZAS,  J 

OZOGA,  M 

01167 

01203* 

01325 

FINKELSTEIN,  J 

GACH,  J 

OIJON,  H 

01389* 

01209*  01563 

01361 

EAGLtSHAM,  H 

FINLAYSON,  NDC 

GAL,  AE 

DILLON,  ML 

01213* 

01327 

01311* 

01280* 

EARLAM,  R 

FINNEY,  RD 

GAL,  I 

DILSEN,  G 

01299 

01054 

01378 

01670 

EATON,  SM 

FINSTAD,  J 

GALIAN,  P 

DILSEN,  N 

01163 

01021* 

01657 

01670 

EBROON,  E 

FISCHER,  I 

GALPERIN,  lUM 

DIMKOVIC,  0 

01172 

01810 

01245 

01220 

EDDY,  CR 

FISCHER,  JE 

GARBAY.  M 

DJAHANGUIRI,  B 

01050* 

01090* 

01692 

0140  5 

EDELMANN,  G 

FISH,  JC 

GARCIA  LOPEZ,  R 

DOBBINS,  MO  III. 

01420   01689 

01428* 

01399* 

01034   01058 

EDGINGTON,  TS 

FISHMAN,  MA 

GARGIULO.  A 

OCflRYSZYCKA,  M 

01166 

01809 

01549* 

ni  IT> 

EGER,  H 

FITZGERALD.  JF 

GARRIZ.  RA 

DQCKERTY.  MB 

01777 

01375 

01281   01460   01697 

01450* 

EISEMAN.  B 

FITZGERALD,  0 

GARTNER.  LM 

GOODS,  MJ 

01592   01594 

01517* 

01023* 

01261   01275* 

EISENBERG,  MM 

FITZGERALD.  P 

GAUCHER.  P 

DODGE,  PR 

01104 

01328 

01651* 

01809 

EISENBERG,  S 

FLATZ,  G 

GAUTHIER,  A 

DODGSON,  KS 

01723* 

01444 

01502 

01146* 

EISNER,  JW 

FLEMSTROM.  G 

GAVRILA,  I 

DOE,  RP 

01432 

01045* 

01632   01644 

0164  7* 

EISNER,  M 

FLOARES,  G 

GAYLE,  HE  JR. 

DOHNALEK,  J 

01075* 

01746 

01540* 

01217* 

ELLIS,  H 

FLOCH.  MH 

GEBHARD.  RL 

DOLINESCU,  C 

01308* 

01437 

01373 

01326 

ELLISON.  EH 

FLODH.  H 

GEE.  S 

DOLZYCKI,  E 

01101   01417 

01066 

01275*                 . 

01403 

ELVEBACK,  LR 

FLORESCU,  0 

GELB.  A 

DOMINGC.  £0 

01494* 

01169 

01063 

01351* 

ENGER,  E 

FOCK.  G 

GENEL.  M 

OOMINGUEZ  L,  JP 

01186 

01005* 

01183* 

01610 

ENGEVIK,  L 

FODISCH.  HJ 

GENERINI.  G 

OOMMERGUES,  JP 

01266 

01556 

01662 

015<.5* 

ENGLE,  RL  JR. 

FODOR,  0 

GENES,  SG 

OONIACH,  0 

01492* 

01400   01538* 

01098 

01604 

ERBENOVA,  Z 

FONCIN,  JF 

GENNARO,  AR 

OGNSKAIA,  LV 

01162 

01547* 

01463 

01033 

ERSEK,  RA 

FQNOIMARE,  A 

GEORGESCU,  L 

OONY,  A 

01510 

01453* 

01608 

01346   01380 

ESHCHAR,  J 

FONKALSRUO,  EW 

GERGELY,  K 

DORM AN,  GM 

01802 

01358 

01727* 

01715 

SERHAIN,  H 

01788 
&tKSaN.  CC 

01063 
SETTYt  PA 

01710 
(iEURKlNKt  RE 

01724* 
GHOSHt  NK 

01017* 
GHOSH,  S 

01778 
GIAHPAGLIA,  F 

01313* 
GIANNCNI,  S 

017o9 
GIANNUZZU,  E 

0lTi9 
GIBSUN,  JB 

01533* 
GIOALY,  M 

01632 
GIERMANSKl,  A 

01685 
GILL.  R 
01495* 
GILLESPIE,  IE 

01202* 
GILLET,  M 

01381 
GILLIES,  M 

01387* 
GIMBATTI.  J 

01284 
GINSBERG,  MO 

01661 
GITTES,  RF 

01090* 
GIULI.  R 

01687 
GLEESON,  J 

01308* 
GLEN,  AIH 

01388*  01388* 
GLENN,  E 

01683 
GMITROVA,  AC 

01126* 
GOETHE,  H 

01613 
GOETZ,  FC 

01504* 
GOLBV,  M 

01587 
GOLDBERG,  HI 

01263   01275* 
G0LCEN6ERG,  MM 

01068* 
GCLOMAN,  H 

01342 
GOLDMAN,  LI 

01807 
GOLDSTEIN,  H 

01194* 
GOMES,  PS 

01418 
GONCALVES,  EL 

0139?* 
GONCALVEZ,  Y 

01397* 
GONTIER,  F 

01464 
GONZALEZ,  H 

01436. 
GOOD,  RA 

01021* 
GOOOHEAC,  B 

01538 
GORB,  GO 

01407 
GORIACHKOVSKII,  BG 

01407 
GORING,  G 

01290 
GOTTERER,  GS 

01165 
GOUIN,  B 

01775 
GOULSTON,  K 

01786 
GOZARIU,  L 

01169 
GRADY.  GF 
01642 


GRAHAM,  Jb 

01176* 
GRAIVIER,  L 

01715 
GRANOI,  A 

01284 
GRAPULIN.  G 

01223 
GRASSI,  G 

01318*  01337   01398* 
GRAY,  GM 

01182*  01183* 
GREIM,  VH 

01151 
GRENET,  P 

01322 
GRENIEK,  JF 

01381 
GREOTA,  D 

01400 
GREY,  RD 

01008* 
GRIFFIN,  WO 

01255 
GRIFFITH,  CA 

01083*  01100 
GRIGGRIAN,  EG 

01412 
GRILLOT,  G 

01699 
GRONMALL,  RR 

01572 
GROS,  JC 

01285 
GROSGOGEAT,  Y 

01665 
GROSSI,  CE 

01171 
GROTH,  CG 

01595 
GROZINGER,  KH 

01706 
GRZYBKOMSKA,  B 

01224 
GRZYCKI,  S 

01006* 
GUALA,  L 

01655* 
GUOOMSKl,  G 

01244 
GUERKA,  L 

01331 
GUILLEMIN,  G 

01402 
GUIVARC'H,  M 

01698 
GULATI,  SM 

01806 
GULLO,  L 

01024* 
GULYI  ,  MF 

01135* 
GUNTHER,  H 

01243 
GURAK,  A 

01235 
GUSEVA,  TM 

01635 
GUSTAFSSON,  BE 

01491* 
GUTH,  PH 

01390* 
GUTTSCHES,  0 

01709 
GUZMAN,  J 
01436 

HABIB,  EC 

01544*  01545*  01553* 
HAONAOEV,  M 

C1220 
HAEMMERLl ,  UP 

01409 
HAEUSSNER,  CF 

01332 
HAGMANN,  R 

01456 
HAJJAR,  JJ 

01043* 
HAKKINEN,  IPT 

01304* 
HALL,  A 

01383 


HALL,  AD 

01713 
HALLMAYER,  A 

01036* 
HAMBLY,  CK 

01307* 
HAMILTON,  LC 

01264 
HAHIT,  HF 

01722*  01805 
HAMMARSTRCM,  S 

01491* 
HAHMERL,  H 

01737 
HAN,  DS 

01598 
HANANO,  M 

01039* 
HANKIEMICZ,  J 

01096* 
HANNA,  EA 

01300 
HARCCASTLE,  JO 

01069* 
HARDING    RAINS,     AJ 

01700 
HAROCUIN,  JP 

01775 
HARDY,  JD 

01192 
HARDY,  MA 

01353*  01370 
HARING,  R 

01575 
HARRISON,  RC 

01254 
HARTEL,  W 

01411 
HARTMAN,  PH 

01712 
HARTMANN,  G 

01290 
HASEGAMA,  J 

01039* 
HASSAB.  MA 

01414 
HATAC,  M 

01516* 
HATCHER,  CR 

01195* 
HAUGAARD,  ES 

01124* 
HAUGAARD,  N 

01124* 
HAUSE,  J 

01505* 
HAYS,  DM 

01358 
HEALEY,  EH 

01530 
HEARSE,  DJ 

01146* 
HEATLEY,  NC 

01109*  OHIO* 
HEIKINHEIMG,  R 

01413 
HEISIG,  B 

01291 
HEITZ,  F 

01074* 
HELANDER,  HF 

01095* 
HEMMATl,  A 

01053 
HEPP.  J 

01751 
HERBST,  JJ 

01022* 
HERINGOVA,  A 

01016* 
HERMAN,  G 

01424 
HtRMRECK,  AS 

01531 
HERSKOVIC,  T 

01064   01430*  01438 
HERZOG,  KH 

01733* 

HESSE,  P 

01777 

F 


HEULLY, 
01651* 

HEULLY, 
01237 


MC 


HIDALGO,  J 

01399* 
HILBE,  G 

01312* 
HILL,  KJ 

01041* 
HILL,  RA 

01091* 
HILLENBRAND,  HJ 

01366 
HIRS,  CHW 

01116 
HIRSCHMANN,  F 

01691 
HOCHMAN,  A 

01726* 
HOCHMAN,  RA 

01375 
HOOEL,  C 

01557 
HOGG,  DF 

01309* 
HOLAOAY,  WJ 

01428* 
HOLAN,  T 

01169 
HOLLANDS,  TR 

01189 
HOLHAN,  J 

01028 
HOLT,  PR 

01046*  01056 
HOLTZ,  S 

01251 
HOMATAS,  J 

01594 
HOON,  JR 

01305* 
HOPPNER,  K 

01019* 
HOREJSI,  J 

01535* 
HORN,  RS 

01124* 
HORT,  M 

01297 
HOSSU,  T 

01434 
HOUCHIN,  ON 

01294 
HOUOARO,  C 

01691 
HOWE,  CT 

01752 
HOWELL,  RR 

01130* 
HROCH,  M 

01795      01796       01797 
HRUCZKOWSKA,    E 

01216* 
HUANG,  SS 

01440 
HUBAY,  CA 

01712 
HUBNER,  M 

01036* 
HUBNER,  R 

01036* 
HUBSCHER,  G 

01180* 
HUGUET,  C 

01507* 
HUIZENGA,  KA 

01452*  01493* 
HUME,  DM 

01540* 
HUNT,  DG 

01192 
HUNT,  T 

01400 
HUNTLEY,  R 

01594 
HUREAU,  J 

01690 
HURIET,  C 

01237 
HUSSL,  H 

01312* 
HUVAR,  A 

01217* 
HYDE,  GA  JR. 

01099 
HYMAN,  H  III. 
01426* 


aJ*' 


IBtN.    AB 

01301 
IDEZUKI.    y 

oiso'i*  ui&io 

lEKISENINA.  NI 

01469 
lESAIAN.  AA 

01412 
ILIEt  E 

01684   01742 
ILLCUL.  G 

01561 
IHBERT,  D 

01663 
IMLER.  N 

01654* 
INBEXG.  MV 

0132<3 
INGEA,    H 

01497* 
INDUE.    N 

0117t* 
INSULL.  M  JR. 

01712 
lOB.  V 

01589 
lONESCU 

01421 
lOVlNE.  E 

01660 
ISAZA,  J 

01104 
ISCH.  C 

01564 
ISHCHUK,  0 

01184 
ISHAILCVA,  MKH 

01639 
ITO.  J 

01583 
lULOASHEV.  KIU 

01338 
IVANISSEVICH,  0 

01466 

JACKSCN,  CC 

01213* 
JACONO.  A 

01671 
JALAYER.  T 

01808 
JANNE.  J 

01157 
JANOMER.  PL 

0178C 
JANCWITZ.  HO 

01129* 
JASIENSKl.  S 

01235 
JASTRZEBSKI.  T 

01468 
JAUBERT  CE  8EAUJEU.  M 

01295 
JEEJEE8HGY,  KN 

0142  7* 
JELIC.  A 

01221 
JELIC.  0 

01221 
JENKINS.  MO 

01123* 
JEZEQUEL.  C 

U1788 
JEZKOVA.  I 

01535* 
JIMENEZ.  G 

01501 
JIRSCVA,  V 

01016* 
JOANNICES.  I 

01553* 
JOCU.  J 

01684 
JOHNER.  CH 

01302 
JCHNSCN.  JA 

01396* 
JOHNSON.  HW 

01583 
JONES.  A 

0140U 
JURGENS.  J 

01198* 


JOKl,  GP 

01449* 
JOSAN.  R 

01632 
JUOO,  ES 

0145(;* 
JUOE,  JR 

01529 
JUNOT.  S 

01602 
JUNGHANNS.  K 

01227 
JUNIEN  LA  VILLAUROY, 

01285 
JURGENSEN.  UJ 

01552* 
JUSZCZYK.  J 

01579 

KABE»<BA,  J 

C1C64 
KACHELHCF^ER,    J 

01381 
KAEFARNIK,  H 

01241 
KAHN.  PC 

01268 
KALANT.  H 

01528 
KALAYASIRI.  C 

C1782 
KANEKO.  A 

01119* 
KANtTAKE,  Y 

01256 
KANUH.  S 

C1625* 
KANTOR.  FS 

01430* 
KAPLAN.  EL 

01065 
KAPP.  F 

01729* 
KAPPAS.    A 

01014* 
KAPUR.    BML 

01806 
KARACSONYI.     S 

01377 
KARCZ.    0 

01403 
KARK.    AE 

01088*    01389* 
KASLIWAL.    KM 

01455      C1770 
KASPfcR,    H 

01523 
KASPtRAT,    H 

01512 
KASUGAI.    T 

01311* 
KATAblR).    GJ 

01606* 
KATANO.  T 

01174 
KATSt    BT 

01705 
KATZ.  0 

01204* 
KATZ.  J 

01430* 
KATZ.  R 

01571   01634 
KAY,  AW 

01202* 
KAYSER.  P 

01365 
KAZMkRS.  N 

01676* 
KEITEL.  M 

01552* 
KEJZLAKOVA.  E 

01794 
KEKEH,  J 

01363 
KELLER.  RJ 

01429* 
KELLY.  TR 

01710 
KENIS.  Y 

01566 

KENT.  PM 

01181* 


R 


RE 


KERREMANS. 

01214* 
KESSLEK. 

01191 
KETCHUM.  SA  III 

01713 
KHAN.  A 

01514 
KHILNANI.  MT 

01429* 
KHLEBNIKOVA.  IM 

01637 
KHCUROAKIS.  KN 

01678* 
KHUeCFANOAM.  IT 

01487 
KHURl.  RN 

01043* 
KIENY.  R 

01654* 
KIIL.  F 

01186 

KIM,  JH 

01128* 

KIM.  SK 

01280* 
KINOLER.  H 

01575 
KINTNER.  K 

01652* 
KIRYLOWICZ.  K 

01505* 
KISELEV,  lUA 

01704 
KJAERHEIM.  A 

01037* 
KLATSKIK.  G 

01121* 
KLEINER.  AI 

01772 
KNAUER.  CM 

01554* 
KOCHNEV.  OS 

01518 
KOHLER.  JJ 

01506* 
KCHNE.  E 

01803 
KOHCNEN.  J 

01304* 
KCK,  P 

01508 
KOLDQVSKY,  0 

01016* 
KOLFF,  J 

01593 
KQLIG.  G 

01227 
KOMI,  N 

01511 
KOMMERELL,  B 

01627* 
KONCZ.  J 

01291 
KONRAO.  HR 

01302 
KONTUREK.  S 

01097*  01187 
KORNIIAKA.  lA 

01135* 
KORTH.  K 

01653* 
KQSA.  C 

01239 
KOSSAK.  J 

01325 
KOSSICK,  P 

01343 
KOSSLING,  FK 

01576 
KOSTRZEWA,  R 

01124* 
KCTLORZ,  H 

01575 
KOTOWITZ.  L 

01017* 
KCTTER.  A 

01708 
KGTTMfclER. 

01375 
KOURILSKY, 

01602 
KOVACEVIC. 

01025* 


PK 


KOVARIC.  JJ 

01722* 
KOZA,  J 
01628* 
KQZBUR.  X 

01390* 
KOZLOV.  HA 

01474 
KRAEMER.  RJ 

01152 
KRAEYENHOF.  R 

01160 
KRANZL.  C 

01737 
KRAWITT.  EL 

01156 
KREEL.  L 

01236 
KREMP.  L 

01553* 
KROHL.  R 

01512 
KROKOWICZ.  A 

01224 
KROLIKOHSKA,  1 

01006* 
KRYLOVA,  CjM 

01637 
KUBERNATUVA.  0 

01472 
KUDKMANN.  J 

01472 
KUEHN.  HW 

01570 
KUFFER.  F 

01456 
KUHN.  HG 

01575 
KUKRAL.  JC 

01172 
KULICZ.  A 

01451* 

KUNI.  H 

01732* 

KUNTZ.  E 

01616 
KUNZ.  B 

01207*  01243 
KURKJIAN.  H 

01043* 
KUROIWA.  Y 

01140* 
KURYLEVA,  OM 

01641 
KUISCHERA.  H 

01312* 
KUZMICHEVA.  AT 

01641 
KWAAN.  HC 
01508 

L'HERMINE,  C 

01509 
LAGACHE.  G 

01509 
LAGERCRANTZ.  R 

01491* 
LAGNEAU.  P 

01465 
LAGROT.  F 

01573 
LAGUENS.  R 

01315* 
LAMBERT.  J 

01771 
LAMBERT,  R 

01089* 
LANKAU,  CA 

01253 
LAPKINA,  GB 

01534* 
LARCAN,    A 

01237 
LARENA-AVELLANEOA,    A 

01369 
LARIVIERE,  M 

01791 
LARRIEU,  H 

01695 
LASZLO.  J 

01123* 
LATHE.  GH 

01148* 


ATZINA,     A 
01596 

AUMONIERt     K 
01'«53« 
AURENT,     J 
01651* 
AURENT,    V 
012*7 
AWS,    JW 
01668 
AZAR.    C 
01326 

AZNICKA,     f. 
01535* 
EAKE,    RA 
01232 
EAR,    Pfc 
01081* 
EB.    J 
01727* 
.EI3L0ND,    CP 
01177* 
.EE.    KL 
01122* 
.EE.    NH 
0112',* 
EE.    S 
01166 
.EEVY,    CM 
0167'. 
.E6AT,    C 
01790 
.EGROS.    G 
01100 
.EHMANN,     I 

01036* 
.EHMANN,    W 

01653* 
LELCNG,  M 

01734* 
LELY,  AH 

01431 
LEMPINEN,  M 

01005* 
LENZ.  J 

01411 
LECNE,  F 

01313* 
LEUPOLO,  G 

01048* 
LEPURCA,     G 

01142* 
LERNER,  J 

01050* 
LESHER,  S 

01031 
LESNOI,  NG 

01098 
LESTER,  KG 

U1148* 
LEVASSEUR,  JC 
01621   01690 
LEVIN,  SR 

01763 
LEVINE,  ML 

01492* 
LEVINE,  RA 

01149* 
LEVItAN,  R 

01061 
LEVRAT,  R 

01663      01721* 
LEMICKI,    K 

01325 
LEMIS.    PE 

01362 
LEHIS,  SE 

01149* 
LEYMARIGS,  J 

01519 
LIAVAG,  1 

01419 
LIEBER,  CS 

01616 
LIER,  J 

01616 
ULLEHEI,    RC 

01504*    01510 
LINGER,    H 

01242 
LINOGREN,    I 

01446* 

LINK,    E 

01085* 


LINKE,     KP 

01732* 
LINKENBACH,     HJ 

01575 
LINNA,    MI 

01329 
LINOLETTE,    M 

C1509 
LIPKIN,     M 

01007* 
LIPPKANN,     W 

01C94* 
LIPSHUTZ,     SN 

01199* 
LISIIZYNA,    OB 

01768 
LISKCVA,    M 

01783 
LITTLE,    EP 

01179* 
LITtaIN,    M 

01521 
LOEB,    H 

01574 
LOMBARU-PLATET ,  R 

C14C2 
LUNG,  MB 

01677* 
LONSKA,  V 

01783   01784   01794 
LOONEY,  KB 

01137* 
LORTAT-JACOB,  JL 

01687 
LCKE,  S 

01807 
LOYGUE,  J 

01465 
LOYGUE,  U 

01497* 
LUCAS,  CC 

01 646* 
LUCCHINI,  A 

01394* 
LUCHETTI,  ES 

01460 
LUOOVICO.  N 

01478 
LUOVilG,  J 

01047* 
LUEZ,  G 

01509 
LUNO,  GF 

01067* 
LUNGEANU,  E 

C1742 
LUNGEANU,  M 

01742 
LUNGU,  E 

01225 
LUNGU,  I 

01225 
LYTKIN,  MI 
01667 

MACGOMAN,  WAL 

01287 
MACHADO,  MCC 

G1397* 
MACKENZIE,  MR 

01500 
MACLEAN,  LO 

01585 
MACLEOD,  IB 

01091* 
MAOOCCK,  CL 

01167 
MADEJSKI,  T 

01234 
MAEDA,  S 

01477 
MAES,  H 
01542* 
MAGUS,  RO 

01134* 
MAHER,  E 

01425 
MAHOUOEAU,  0 

01547* 
MAHOUR,  GH 

01717 
MAIAT,  VS 
01767 


CN 


NV 


KK 


MAILLEI,  P 

01532 
MAJOEVAC,  M 

01220 
MAKARCV,  AP 

01640 
MALAFOSSE,  ^' 

01497* 
MALATESTA,  f 

01410 
riALDCNAOO,  E 

01610 
MALKIN,  BM 

01245 
MALL,  JC 

01354* 
MALLINSUN, 

01229 
MALQV,  GI 

01408 
HAMUNOVA, 

01336 
MANCIA,  A 

01286 
MANCIAUX, 

01743 
MANOANNA, 

01761 
MANGEL,  0 

01443 
MANOELL,  C 

01081* 
MANI,  LS 

01427* 
MANIGANG,  G 

01665 
MANN,  CV 

01069* 
MANSAT,  C 

01573 
MANSOURI,  H 

01561 
MAOZ,  8 
01495* 
MARATKA,  Z 

01472 
MARCUS,  J 

01415 
MARGARIOO,  N 

01397* 
MARGULIS,  AR 

01263 
MARIN,  GA 

01215* 
MARK,  JB 

01301 
MARguANO,  J 

01698 
MARSHAK,  RH 

01197* 
MARSHALL,  HJ 

01127* 
MARTH,  M 

01577 
MARTIN,  AJ 

01593 
MARTIN,  E 

01T75 
MARTIN,  F 

01089* 
MARTIN,  JJ 

01379 
MARTIN,  V 

01050* 
MARTINCU,  V 

01559 
MARTINEK,  K 

01217* 
MARZI,  M 

01228 
MASSON,  A 

01564 
MASTYNSKA,  M 

01659 
MASUOA,  H 

01477 
MASUOA,  K 

01477 
MATHUR.  US 

01455 
MATSUI,  E 

01256 
MATSUI,  T 
01477 


MATSUMOTO.  H 

01267 
MATSUMOTO,  T 

01722*  01805 
MATTHEIEM,  M 

U1566 
MATTII,  M 

01210*  01211* 
MATTIOLI,  F 

01392* 
MATTSON,  WJ 

01589 
MATTSUN,  HJ  JR. 

01541* 
MATUTE,  A 

01399* 
HATVEIEV.  SB 

01226 
MAUUARY,  C 

01651* 
MAX,  MH 

01106 
HAY,  lA 

01303 
MAZUMDER,  N 

01631 
MAZZACCA,  G 

01449* 
MAZZONI,  G 

01565   01658 
MCCALL,  MS 

01723* 
MCDERMOTT,  MV  JR. 

01596 
MCDONALD,  TJ 

01254 
MCELWAIN,  JH 

01483 
MCGILL,  08 

01450* 
MCGREEVY,  PS 

01294 
MCGUCKIN,  HF 

01494* 
MCKIBBIN,  JM 

01020* 
MCLEAN,  AEH 

01127* 
MCNEEL,  L 

0142  8* 
MEOART,  W 

01500 
MEDINA,  LA 

01394* 
MEEROFF,  JC 

01315* 
MEISLER,  Al 

01159 
MEL.  C 
01331 
MELCHIONOA,  N 

01024* 
MELLIERE,  D 

01364   01568 
MELLO,  FF 

01787 
MENEGHELLO.  J 

01779 
HENG.  CH 

01253 
MENGUY.  RB 

01106   01760 
MENTZING.  LO 

01739   01759 
MERCAOIER.  M 

01364   01568   01699 
HERGUET,  H 

01707 
MERINO.  I 

01662 
MERSCH,    J 

01365 
HERZEL.    J 

01177* 
HESSHERt    K 

01776 
MEVER-BERTENRATHf    JG 

01241 
MICHALEK,  HAL 

01725* 
MICHEAU,  P 

01573 
MICHEL,  A 
01402 


■ 

^^^^m 

MIOOLFTONf  MO 

MUKHERJEE,  S 

NOTARANGELC.  J 

PARK,  CH 

01605 

01631 

01196* 

01570 

MIGLIC,  F 

MULHAUPT,  E 

NUNN,  PJ 

PARKS,  LC 

01024* 

01G40* 

01254 

01677* 

HIGNQN,  M 

MUNCH,  H 

NUSBAUM.  M 

PARRY,  DJ 

01775 

01036* 

01260 

01730* 

MIGUer,  J 

MUNZER,  M 

NUTO,  H 

PATNAIK,  BK 

01620 

01629* 

01298 

01029 

MIHALACHE,  S 

MURAOKA,  R 

NUTTING,  RC 

PATTERSON,  JH 

01746 

01477 

01590 

01433 

MIKAELQFF,  P 

MURAOKA,  Y 

NYERGES,  G 

PAULICK.  RO 

014U2   01586 

01477 

01626* 

01252 

MIKHAILOVA,  LA 

MURATKHOUZHAIEV,  NK 

NYGAARO.  K 

PAYNE,  RM 

01641 

01226 

01037* 

01054 

MILEWSKI,  B 

MURRAY,  TK 

PEIPER,  HJ 

01666 

01019* 

O'CONNELL,  TCJ 

01317* 

MILLERt  FA 

MUSATI,  CC 

01762 

PEISON,  B 

01294 

01397* 

G'GRAOY,  JF 

01282 

MILLER,  JH 

01762 

PEKCELEN,  Y 

01108 

NAOKARNI,  GO 

O'HALLCRAN,  JF  JR. 

01670 

MILLER,  LL 

01427* 

01268 

PENARROJA  RABAZA.  J 

01128* 

NAGORNA-STASIAK,  B 

OBRAOOVIC,  N 

01393* 

MILLER,  ON 

01027   01076 

01220 

PENTTILA,  A 

01122* 

NAGY,  S 

OHLSSON,  EG 

01005* 

MILLER,  RE 

01378 

01539* 

PENZES,  L 

01258 

NAGY,  T 

CKAMOTO.  E 

01038* 

HILVERTON,  EJ 

01239 

01754 

PERGOLA,  F 

01307* 

NAHMAO,  MH 

OKUI,  S 

01543*  01657 

MINEGISHl,  K 

01253 

01140*  01170 

PERLHANN.  P 

01140* 

NAHMIAS,  M 

OLATUNBOSUN,  0 

01491* 

MIRANDA,  M 

01284 

01047* 

PERRONE  OONNQRSO.  R 

01501 

NAHRA,  KS 

OLAVESEN,  AH 

01449* 

MIRZEZCU,  V 

01488 

01146* 

PERROT,  H 

015ol 

NAKATSUKA,  H 

OLESZKIEWICZ,  L 

01357* 

MlSin.  G 

01477 

01685 

PERTSEMLIDIS,  D 

U141U 

NASIO,  J 

OLIVE,  JH 

01711 

MISIUNA,  P 

018C0 

01744 

PESKIN.  GH 

01250 

NASSAR,  R 

OLIVIER,  C 

01065 

MISTRY,  CJ 

C1043* 

01467 

PETER,  8 

01761 

NASTA,  G 

ONORACEK,  J 

01654* 

MIVAZAKI,  T 

01650* 

01783   01784   01785   01793    PETROV,  VI 

01611   01612 

NATALE,  C 

01794   01795   01796   01797     01245 

MUGAOAM,  M 

01422 

OPPERCANN,  H 

PETROVICI,  A 

01423* 

NAVIA,  E 

01036* 

01608 

MOHACSI,  A 

01112* 

ORATZ,  M 

PFINGST,  W 

01727* 

NAZAREVSKIl,  NG 

01648* 

01616 

MUHANTY,  MK 

01522 

ORCEL,  L 

PHILLIPS,  WEJ 

01029 

NEIKQ,  lEM 

01507*  01602 

01019* 

MOLLARO,  P 

01555 

ORECCHIA.  C 

PIAG6T,  F 

01295 

NELSON,  SM 

01337   01398* 

01285 

MONIAGNINI,  R 

01262 

ORELLANA  A.  JM 

PICHLER,  0 

01286 

NEMETH,  A 

01610 

01737 

MONTERROSA  M,  S 

01360 

ORLOFF,  MJ 

PICHURSKI,  R 

01728* 

NEUHAUSER,  EBO 

01166   01587   01588   01590     01505* 

MONTGOMERY,  C 

01359 

QRR,  MM 

PICKER.  L 

01275* 

NEUMEiSTER,  K 

01584 

01081* 

MOOG,  F 

01207* 

CRREGO-MATTE,  H 

PICQ.  JJ 

01008* 

NEWBERNE,  PH 

01112* 

01731* 

MOON,  YE 

01624 

OSBURN,  81 

PIERCE.  WS 

01597 

NEWMAN,  HF 

01572 

01385 

MOORE,  RB 

01703 

OSNES,  S 

PIERON.  R 

01374 

NEWMAN,  PH 

01601 

01602 

MOOSE,  JW 

01108 

OTAKA,  T 

PINTER.  KG 

01219* 

NICQLOFF,  DM 

01170 

01426* 

MOPPERT,  J 

01107 

OTTENJANN,  R 

PIOVESAN.  JB 

01208* 

NIKOLIC,  V 

01085*  01265 

01397* 

MOREAUX,  J 

01025* 

OVE,  P 

PIROTTE.  J 

01751 

NILEHN,  B 

01123* 

01209*  01563 

MORI,  Y 

01349* 

PIRVU.  C 

01475 

NINGER,  E 

PACE,  G 

01632   01644 

HQRO,  S 

01218* 

01766 

PLACCA,  E 

01750 

NINI,  N 

PAILLAS,  J 

01791 

MQROZOVA,  TM 

01376 

01665 

PLACINTA,  A 

01155 

NISHIOKA,  K 

PAIN,  GC 

01559 

MORPIN-ALLERON,  P 

01256 

01631 

PLATZER,  S 

01621 

NITZAN,  I 

PALAOE,  GE 

01556 

MORRIS.  HP 

01495* 

01012* 

PLAZA  OE  LOS  REYES. 

M 

01137* 

NOAKES,  OE 

PALMER,  JA 

01662 

MORRISSEY,  JF 

01041* 

01481 

PLEASANTS.  JR 

01193* 

NOOA,  S 

PANECKA.  A 

01185* 

MORTON,  HS 

01477 

01521 

PLENGVANIT,  U 

0172  5* 

NOE,  J 

PAN I,  KC 

01782 

HOSCHELLA,  SL 

01342 

01722* 

POKORA,  J 

01488 

NOER,  T 

PAPACHRISTCXJ.  M 

01401 

HOSER,  R 

01447* 

01564 

POLAERT,  J 

01456 

NOGAMI,  H 

PAPPQ,  A 

01734* 

HOSES,  I 

01C39* 

01205* 

POLK,  HC  JR. 

01384 

NOLO,  RJ 

PARAGAS.  PD  JR. 

01274* 

MOTOMANCEA,  0 

01570 

01193* 

POLL  ITT,  J 

01205* 

NORTHUP,  JO 

PAROELA,  M 

01172 

MOUCHET,  A 

017C3 

01513 

PONTES.  JF 

01698 

NORTON.  RA 

PARIS,  J 

01773 

MUIR.  EG 

01212* 

01694 

POPIELA.  T 

m 

01484 

01403 

POPOV ICIt  c 

01340 
POPPER,  H 

01623 
PORTIN,  e« 

01483 
PGSTLETHWAIT,  RW 

01280* 
POTET,  F 

01453*  C1602 
POTTER,  VR 

01156 
POUILLART,  P 

01547* 
POMELL,  ECU 

01582 
POWELL,  GH 

01146* 
POWERS,  SR  JR. 

01105 
POZAROWSKl,  A 

01521 
PRECIACO    ZEPEDA,    J 

01716 
PRENSKY,  AL 

U1809 
PRESHAw,  RM 

01087* 
PREVOST,  JJ 

01681* 
PREVOT,  J 

01296 
PRICE,  JB  JR. 

01591 
PRIEST,  RJ 

01423* 
PRIXOVA,  J 

Q1785 
PRUITT,  AH 

01433 
PRYTZ,  B 

01171 
PUZA,  V 

01795   01796   01797 
PYTASZ,  M 

01076 

QUINT,  J 
01353*  01370 

RABAN,  P 

01231 
RAOO.  J 

01669 
RAORIGAN,  ME 

01571 
RAF,  LE 

01355* 
RAFAL'SKII,     lAO 

01526 
RAFFENSPERGER,    JG 

01813 
RAGINS,     H 

01084* 
RAIHA,  NCR 

01145* 
RAINA,  A 

01157 
RAHBO,    WH 

01536* 
RAMPAS,     J 

0162  8* 
RATER  MAN,    L 

01471 
RATLIFF,  CR 

01764 
RATZKOWSKI,  E 

01726* 
RAU8ER,  G 

01442 
RAUNIO,  V 

01304* 
RAY,  JE 

01483 
RAYL,  JE 

01272* 
READ,  JB 

01018* 
REAROAN.  JB 

01500 
REODY,  BS 

01185* 
REED,  NP 

01105 


REEDLER,  MM 

01264 
REEVES,  CD 

01471 
REFSUM,  S 

01548* 
REILLY,  Jh 

01591 
REINHOLO,  H 

012G7* 
REINHOLO,  VN 

01116 
RENOIC,  Y 

01662 
RENGEI,  B 

01164 
RESLINSKI,    B 

01324 
RETTENBACHER,  F 

01664 
RETTORI,  R 

01621   01688 
REUBFR,  MO 

01569 
REYES,  H 

01571 
RICHARD,  CA 

01687 
RICHARD,  L  JR. 

01503* 
RICHTER,  P 

01626* 
RICKERT,  DE 

01134* 
RICOSSE,  JH 

01731* 
RIDOUT,  JH 

01646* 
RIFKINO,  AB 

01014* 
RIGATTIERI,  P 

01323 
RIIS,  P 

01476 
RILEY,  MB 

01757 
RINGERTZ,  0 

01739   01759 
RINGLER,  M 

01278* 
RINKOFF,  S 

01810 
RISS,  SM 

01400 
RITCHIE,  GW 

01213* 
RITCHIE,  JA 

01070* 
RITCHIE,  WP  JR. 

01416 
RIVAS,  CI 

01466 
RIVES,  J 

01681* 
ROBERGE,  A 

C1150* 
ROBERT,  P 

01467 
KOBtRTI,  A 

01656 
ROBINSON,  AV 

01712 
ROCHMAN,  NO 

01081* 
ROOA,  E 

01011*  01024* 
ROOENBERG,  N 

01431 
RODRIGUEZ  MARTIN,  JA 

01281   01460 
ROESSLER,  fc 

01634 
ROUT,    YM 

C1604 
ROLIN,    F 

01402 
ROLLINS,  EL 

01034 
ROSEN,  SW 

01500 
ROSENBERG,  IH 

C1439 
ROSENBLUM,  M 
01703 


ROSENTHAL,  A 

01368 
ROSS,  H 

01117* 
ROSSETTI,  M 

01279* 
ROSSI,  JC 

01720* 
ROSSON,  CT 

01713 
ROTHSCHILD,  MA 

01648* 
RCUFFILANGE,  F 

01357* 
RCUSSEL,  A 

01789 
RCUSSELOT,  LM 

01171 
ROUX,  M 

01690 
ROWLEY,  MM 

01294 
RCZANCVA.  LB 

01534* 
ROZE,  C 

01073*  01113*  01143* 
RUBESAMEN,  M 

01777 
RUBIN,  W 

01014* 
RUDELL,  M 

01464 
RUDENSTAM,  CM 

01266 
RUDEZ,  V 

01025* 
RUOICK,  J 

01088*  01389* 
RUMMEL,  W 

01048* 
RUMSEY,  RDE 

01309* 
RUPRECHT,  KW 

01738 
RUSANOV,  AA 

01705 
RUSSELL,  OH 

01132* 
RUSSU.  G 

01225 
RUSSU.  M 

01421 
RUSTOMJEE,  PF 

01515 
RUTER,  0 

OlOOV* 
RUTGEERTS,  L 

01745 
RUYTERS,  L 

01209*  01563 

SAAKIAN,  AG 

01498 
SABCHAREON,  V 

01463 
SACHER,  GA 

01031 
SACHTLEBEN,  P 

01009* 
SADEGHI,  0 

01405 
SAENGUOOH,  C 

01444 
SAGER,    CA 

01653* 
SAHEL,  J 

01502 
SAHWI,  E 

01470 
SAINT-MARTIN,    M 

01607* 
SAKAMOTO,  A 

01125* 
SALAS.  J 

01501 
SALAZAR  TAMAYO,  G 

01693 
SALEMBIER,  Y 

01694 
SALGANIK,  RI 

01155 
SALMON,  J 

01563 


SALVADE,  F 

01331 
SALZER,  GM 

01312* 
SAMSON,  PC 

01303 
SAMUEL,  AM 

01427* 
SANDBERG.  AA 

01176* 
SANDERS,  RJ 

01082* 
SANGUANBHOKHAI,  T 

01444 
SANKINA,  NV 

01639 
SANO,  R 

01321* 
SANOKHO,  A 

01791 
SANPIETRO,  G 

01549* 
SANTANGELO,  H 

01281 
SANTANGELO,  HD 

01697 
SANTIAGO,  NA 

01182*  01183* 
SARDA,  L 

01116 
SATGE,  P 

01791 
SATO,  S 

01219* 
SATO,  Y 

01511 
SATOMURA,  K 

01477 
SATTA,  G 

01750 
SAUBERMANN,  A 

01117* 
SAVA,  G 

01381 
SAVOYE,  B 

01663   01721* 
SAHADA,  M 

01591 
SAHADA,  T 

01219* 
SAWYERS,  JL 

01271 
SBARAGLI,  F 

01330 
SBUELZ.  B 

01228   01398*  01410 
SCARPA,  A 

01154 
SCHAFFNER,  F 

01672 
SCHEGA,  W 

01367 
SCHEIDEGGER,  S 

01580 
SCHEIG,  R 

01121* 
SCHEININ,  TM 

01329 
SCHERSTEN,  T 

01266 
SCHETTLER,  G 

01627* 
SCHIFF,  ER 

01055 
SCHILDT,  B 

01812 
SCHILLE.  E 

01774 
SCHILLER,  WR 

01354*  01724* 
SCHIPPER,  HL 

01087* 
SCHMAUSS,  AK 

01252 
SCHMIDT,  0 

01244 
SCHMUKLER,  B 

01660 
SCHNEEGANS,  E 

01564 
SCHNEIOERBAUR 

01664 
SCHNEPPER,  E 
01240 


SCHNEYER,  LH 

01078* 
SCHONEaECK,  J 

0133'. 
SCHRAMM,  G 

01571 
SCHREiBER.  SS 

0164a* 
SCHRODER,  P 

01289 
SCHULTE,  WJ 

OllOl   01417 
SCHULTIS,  K 

01523 
SCHULZ,  FH 

01036* 
SCHUSTER,  G 

01411 
SCHWACHTSEN,  F 

01365 
SCHWARTZ.  HI 

01374 
SCHWARZ,  M 

01116 
SCHWARZ,    V 

01233 
SCOTT.  HW  JR. 
01371   01372 
SCOTT,  PR 

01404 
SCUDAMORE.  HH 

01490 
SEAL,  US 

01647* 
SEAMAN,  HB 

01273* 
SEOOIK,  M 

01561 
SEIFERT,  E 

01614 
SEKI,  ¥ 

01754 
SELLS,  8H 

01139* 
SEMENOIAIEVA,  MIE 

01534*  01635 
SEMENITZ,  E 

01556 
SEHENZA.  G 

01040* 
SENGUPTA,  DN 

01631 
SENIOR.  JR 

01215* 
SEROR.  J 

01681* 
SEKRA,  P 

01520 
SERRES,  JJ 

01363 
SERVELLE.  M 

01357* 
SETLER.  PE 

0120  1* 
SHAKER,  M 

01470 
SHAKESPEARE.  P 

01180* 
SHARMA.  KC 

01537* 
SHATERNIKQV.  VA 

01469 
SHEARMAN,  OJC 

01327 
SHEPARC,    GH 

01372 
SHERLOCK,  S 

01603 
SHIBAYAMA,  M 

01256 
SHIELDS,  JB 

01251 
SHIINA,  E 

01083*  CllOO 
SHIM,  HKT 

01310* 
SHIRAISHI.  T 

01267 
SHISHIDO.  T 

01477 
SHLVGIN,  GK 

01079 
SHHAT'KC,  TM 
01133* 


SHORTER,  RG 

01452*  01493* 
SHOZAWA,  T 

01297 
SHUL'GA,  AV 

01635 
SIBER,  FJ 

01212* 
SIOORENKO,  VO 

01522 
SIDOKENKO,  VI 

01667 
SIERKO.  S 

01679* 
SILEN,  lr< 

01117*  01342 
SILVA,  ES 

01787 
SILVER.  MD 

O;035 
SIMl',  J 

01162 
SIMMONDS.  MJ 

01C59 
SIMON,  G 

01038* 
SIMONUVA,  VP 

0140T 
SIMSA.  J 

01762      01793 
SINGH.    B 

01427* 
SINGLETON.    JW 

01190 
SIRCUS,    H 

01092* 
SIROT,    L 

01620 
SJGSTROM,  B 

01349* 
SKRZYPEK,  J 

01451* 
SKYRING,  A 

01387* 
SLAOEN.  GE 

01052 
SLAPAK.  M 

01585 
SLAUNHHITE.  WR  JR. 

01176* 
SLEUGEf    A 

01725* 
SLOAN.    H 

01589 
SMAOJA,  A 

01464 
SMIRNOVA,  SA 

01637 
SMITH,  El 

01531 
SMITH,  GP 

01201* 
SMITH.  GV 

01593 
SMITH,  ME 

01529 
SMITH.  HJH 

01741 
SMITH,  VM 

01196*  01341 
SMOLIANSKII,  BL 

01033 
SNYDER.  SH 

01132* 
SOBAKIN,  MA 

01238 
SCLOMCN,  M 

01225 
SOLOWAY,  HB 

01805 
SONG.  CS 

01014* 
SORRENIINO.  R 

01313* 
SQUCHARO.  M 

01113*  01143* 
SOULE,  EH 

01717 
SOUL  IE.  J 

01357* 
SPARCHEZ.  T 

C1400 
SPELLBEKG,  MA 
01645 


SPENCER.  RJ 

01452*  01493* 
SPENCER,  RP 

01062 
SPINGAKN,  CL 
01622 
SRIVASTAVA,  LM 

01180* 
SRUTKCVA.  E 

01794   01795   01796   01797 
STAEHELIN,  M 

01158 
STAFFEN.  A 

01345 
STAHL.  J 

01654* 
STAJGIS.  P 

01659 
STANCIU.  C 

01225 
STANOAERT.  L 

01432 
STARZECKA,  8 

01496* 
STARZL.  TE 

01593   01595 
STATE.  0 

01353*  01370 
STEER,  ML 

01713 
STEIN,  GN 

01260 
STEIZNER,  F 

01293 
STELZIG.  HH 

01576 
STEPHENS,  FO 

01307* 
STEPHENSON,  SE  JR. 

01371   01372 
STEVENSON.  NR 

01049* 
STOLLER.  JL 

01254 
STOPPA,  R 

016B1* 
SrOROZHUK.  PG 

01080* 
STRASBER6.  SM 

01035 
STRAT,  C 

01225   01400 
STRAUCH.  S 

01036* 
STRELCV.  PI 

01638 
STUDLAR,  M 

01737 
STUNKAT,  R 

01291 
STYLE.  PP 

01233 
SUGAMARA.  K 

01104 
SUIHKONEN.  J 

01145* 

SUM,  PT 

01087* 

SUN,  OCH 

01086* 
SUNSHINE,  P 

01022* 
SUSSMAN,  KE 

01507* 
SUTCLIFFE,  CJ 

01233 
SUWA.  M 
01724* 
SUZUKI,  R 

01042* 
SUZUKI,  T 

01030 
SVESHNIKOV,  AI 

01314* 
SVORCOVA,    V 

01535* 
SWAFFIELD,  MN 

01118* 
SMINK,  RL 

01479 
SWINTON,  NM  SR. 

01488 
SMITALSKA,  K 
01685 


SZABO.  LE 

01377 
SZANTAY,  I 

01538* 
SZENDE,  L 

01669 
SZULC.  H 

01224 

TAHERNIA,  AC 

01808 
TAKAMI,  T 

01386 
TAKANO.  K 

01030 
TAKEI.  K 

01219* 
TALVALKAR,  GV 

01758 
TALWAR,  JR 

01806 
TAMAKi,  A 

01587 
TANAKA,  S 

01477 
TANAKA,  Y 

0119' 
TATTERSFIELO,  AE 

01348 
TAUBERT,  W 

01207* 
TAYLOR.  JH 

01115 
TAYLOR,  MW 

01050* 
TAYLOR,  P 

01593 
TAYLOR,  RS 

01485 
TEFFT,  M 

01167 
TEOFOLI.  B 

01210*  012X1* 
TESTART.  J 

01751 
TETE,    R 

01562 
THAL,    AP 

01531 
THIEULIN,  C 

01051 
THOLEN,  H 

01580 
THOMAS.  AN 

01713 
THOMAS.  R 

01743 
THOMASSIN,  N 

01544*  01553* 
THOMPSON,  JC 

01102   01103   01108 
THOMPSON,  MB 

01666 
THOMSON,  AD 

01044* 
THOMSON,    CG 

01092* 
THORBJARNARSON.    B 

01719 
THORSEN,  MB  JR. 

01193* 
THUILLIER,  Y 

01543* 
TIGANUS,  I 

01340 
TIONGCO,  R 

01104 
TKACHENKO,  ZIA 

01344 
TOAOER,  C 

01424   01675* 
TOBEY,  A 

01585 
TOBIK.  S 

01234 
TOGNACCA,  ML 

01749 
TOKUNAGA,  S 

01477 
TOLPEGINA,  TB 

01682 
TOMASINI,  JT 
01034 


TOMPKINSt  RK 

TONOEUR,  M 

rUNITZt.  P 

01421 
TOROO,  L 

01  SS*. 
TORRE,  GC 

01392* 
TUIH,  I 

01626* 
TOUSSAINT,  P 

01743 
TOVAREK,    J 

01218* 
TOVAMA,  K 

01511 
TREGUBOV,  GS 

01704 
TRIER.  JS 

01178* 
TRIMBLE,  C 

01592 
TROPP,  BE 

01159 
TROUGHTON,  MC 

01178* 
TRULLE^QUE    PERIS,    R 

01249 
TSAGIKIAN,  T 

01469 
TSCHANTA,  P 

01320* 
TSCHANTZ,  P 

01074* 
TSUCHIYA,  S 

01257   U1477 
TSUNEMATSU,  K 

01267 
TUCHINOA,  S 

01782 
TUCKER,  KR 

01101 
TUCKEY,  MS 

01070* 
TUNG,  LC 

01575 
TURAJ,  I 

01400 
TURCOT,  J 

01457 
TURCOTTE.  JG 

01541*  01589 
TURNER,  MD 

01192 
TUTTLE,  KW 

01341 
TYTGAT,  G 

01649*  01745 

UCHIYAMA,  M 

01170 
UEOA,  T 

01754 
UGARKCVIC,  N 

01025* 
ULAGAY,  I 

01670 
UMANA,  RA 

01501 
UNGUREANU,  C 

01608 
URAY,  E 

01239 
URAY,  Z 

01169 
URUSHIBARA,  0 

01102   U1103 
USHKOVA,  II 

01033 

VACHON,  A 

01402   01562 
VAHALA,  I 

01535* 
VAILLE,  C 

01113*  01143* 
VALAYER,  J 

01322 
VALBERG,  LS 

01047* 
VALENKEVICH,  LN 

01581 


VALLI.  A 

C1658 
VALMAN,  HB 

01730* 
VAN  DAM,  K 

01160 
VAN  UER  HAGEN,  CB 

01548* 
VAN  DER  LINDEN,  ta 

01701 
VAN  OtR  VEN,  EK 

01307* 
VAN  ENTER,  CHJ 

01431 
VAN  LERBERGHE,  R 

01247 
VAN  PROHASKA,  J 

01804 
VANOENBROUCKE,  J 

01542*  01745 
VANKEMMEL,  H 

01509 
VANTRAPPEN,  G 

01745 
VASILESCU,  M 

01421 
VASSEUR,  8 

01775 
VAUTRIN,  0 

01651* 
VASTER,  GF 

01167 
VAYRE,  P 

01621   01690 
VELASCO,  M 

01634 
VENABLES,  CW 

01088* 
VERNON,  RG 

01163 
VERSTRAETfc,  M 

01649* 
VESIN,  P 

01656 
VEZZAOINI,  P 

01071* 
VIALATTE,  J 

01765 
VIDO,  I 

01206* 
VIGUIE,  R 

01656 
VILCU,  A 

01434 
VILLAZON  SAHAGUN,  A 

01399* 
VIRANUVATTI,  V 

01782 
VIRTANEN,  S 

01304* 
VLAOESCU,  C 

01205* 
VUGT,  CJ  JR. 

01712 
VOJTKOVA,  J 

C1218* 
VCLKHEIMER,  G 

01036* 
VOLOBUIEV,  NN 

01522 
VON  BREHM,  H 

01369 
VOORHEES,  AB  JR. 

01591 
VCRBRCDT,  A 

01161 
VCRCNTSOVA,  NI 

01283 
VOTTELER,  T 

C1715 
VOYNICK,  IW 

01189 

MAITMAN,  AH 

01129* 
WAKIK,  KG 

01717 
taALOSCHMITT,  J 

01575 
MALK,  L 

01200* 
MALKER,    OG 

01163 


WALKER,    G 

01604 
WALZ,    ur< 

01718 
MANNEPACHER,  RW  JR. 

01144* 
MARREN,  KS 

01351* 
WASTELL,  C 

01316* 
WATSON,  OH 

01499 
WATTERS,  NA 

U1480 
WEBER,  AL 

01780 
HEBER,  M 

01320* 
WEGMANN,  R 

01543* 
WEINER,  I 

01648* 
WEISS,  G 

01629* 
WELBCRN,  HB 

01371 
WENZ,  W 

01227 
WERLE,  E 

01188 
WETTENDORFF,  P 

01114 
WHEATLEY,  ON 

01032 
WHITE,  HJO 

01546* 
WIEHE,  RJ 

01222 
WIJSEN6EEK,  W 

01495* 
WIKTORUWICZ,  W 

01324 
WILOHIRT,  E 

01206* 
WILKEN,  BJ 

01192 
WILLIAHS,  GH 

01540* 
WILLIAMS,  JE 

01219* 
WILLIAMS,  LF  JR. 

01530 
WILLIAMS,  R 

01668 
WILLIAMSON,  RCN 

01527 
WILSON.  E 

01462 
WILSON,  SO 

01101 
WIHBERLY,  JE 

01371   01372 
WINAWER.  SJ 

01007* 
WINCZE,  F 

01084* 
WINDSOR,  CWO 

01588 
WINID.  B 

01496* 
WINSHIP.  OH 

01417 
WINTER.  M 

01038* 
WINTER.  TQ 

01354* 
WISE.  I 

01316* 
WITTE.  CL 

01652* 
WITTE,  MH 

01652* 
WITTHAN.  JS  III. 

01122* 
WOHLGEMUTH,  B 

01774 
WOJAKOWSKl,  I 

01513 
WOJNAR,  S 

01666 
WOJTOWICZ.  J 

01224 
WOLF.  G 

01179* 


WOLFEL.  DA 

01617 
WON.  KH 

01382 
WONG.  P 

01506* 
WOOOWARO,  ER 

01272* 
WOSTMANN,  BS 

01185* 
WOZNIACKI,  W 

01468 
WRIGHT,  HK 

01064 
WRIGHT,  S 

01310* 
WRISTON,  JC 

01116 
WYHENGA,  JH 

01458 

XANTHAKOS,  0 
01575 

YAFFE,  SJ 
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01494* 
BIOCHEMISTRY, CASTRO  INTESTINAL 

01027   01079   01184   01745 
BIOCHEMISTRY, LARGE  INTESTINE 

01017*  Ollfll* 
BIOCHEMISTRY, LIVER 

01014*  01017*  01019*  01019*  01026*  01030 

01121*  01123*  01124*  01125*  01127*  01128* 

01132*  01134*  01136*  01137*  01138*  01139* 

01145*  01146*  01148*  01149*  01150*  01151 

01154   01156   C1157   01159   01160   01161 

01165   01170   01173   01175   01205*  01541* 

01635   01639   01655* 
BIOCHEMISTRY, PANCREAS 

Ollll*  01112*  01115 
BIOCHEMISTRY, RECTUM 

01452* 
BIOCHEMISTRY, SMALL  INTESTINE 

01005*  010C8*  01016*  01020*  01023*  01040* 

01050*  01056   01062   01176*  01179*  01180* 

01442   01711   01712 
BIOCHEMISTRY, STOMACH 

01046*  01089*  01105 
BIOPSY  IN  CANCER  DIAGNOSIS 

01285   01490 
BIOPSY, ESOPHAGUS 

01285 
BIOPSY, GASTROINTESTINAL 

01222   01770 
BIOPSY, LARGE  INTESTINE 

01265   01758 
BIOPSY, LIVER 

01195*  01196*  01206*  012C8*  01230   01242 

01536*  01551*  01556   01574   01606*  01674 
BIOPSY, SMALL  INTESTINE 

01183*  01197*  01442   01758   01762 
BIOPSY, STOMACH 

01007* 
BLEEDING 
SEE  ALSO   ESOPHAGUS  VARICES 

01234   01293 
BLEEDING  DIAGNOSIS 

01199*  01216*  01288   01385 
BLEEDING  DIAGNOSIS, ENDOSCOPY  IN 

01260   01762 
BLEEDING  01 AGNOSIS,RAO lOLOGY  IN 

01260   01369   01782 
BLEEDING  ETIOLOGY 

01199*  01256   01260   01280*  01288 

01348   01350*  01369   01385   01407 
01505*  01548*  01557 
01762   01763 


01043*  01044* 
01182*  01183* 


01384 
01781 


01485   01723*  01782   01813 


01781 


01306* 
01413 
01723*  01730* 
01782   01786 


01627*  01730*  01782 


01488 

01741 

01813 
BLEEDING    IN    CHILDREN 

01811      01613 
BLEEDING    PEPTIC   ULCERS 

01297      01407      01413 
BLEEDING    TREATMENT 

01289      01291      013C7*    01485 

01813 
BLEEDING, COOLING    TREATMENT   OF 

01319* 
BLEEOINCSURGICAL    TREATMENT    OF 

01291      01369      01385      01396*    01421 
BLIND   LOOP-INDUCED    SECONDARY    MALABSORPTION 

01037*  01439 
BLOCO  COAGULATION 

01242      01413      01546*    01577      01586      01621 
BLOOO    COAGULATION    IN    CIRRHOSIS 

01289   01649* 
BLOOO  COAGULATION  IN  LIVER  DISEASES 

01549* 
BLOOO  GROUP  GENETIC  RELATIONSHIPS 

01304* 
BLOOD  GROUP  SECRETOR  STATUS 

01304* 
BLOOD    GROUPS 

01410 
BODIES    IN    ESOPHAGUS, FOREIGN 

01278*    01301 
BONE    DISEASES 

01500      01574      01602      01684      01803 
BONE    DISEASES, GASTRECTOMY- INDUCED 

01313* 
BUDD-CHIARI    SYNDROME 

01291 


01307*  01332 
01485  01487 
01733*  01740 
01804   01810 


01488   01673   01733*  01782 


01733* 


CALCIFICATION 

01668 
CALCIUM 

01090*  01096*  01517* 
CALCIUM  ABSORPTION 

01313* 
CALCULI, GASTROINTESTINAL 

01769 
CALCULI, LIVER 

01561 
CANCER  CHEMOTHERAPY 

01302   01330   01332   01454*  01490   01566   01609   01807 
CANCER  DIAGNOSIS 

01096*  01194*  01196*  01198*  01216* 

01257   01311*  01364 
CANCER  DIAGNOSIS, BIOPSY  IN 

01285   01490 
CANCER  DIAGNOSIS, ENDOSCOPY 

01285   01333   01490 
CANCER  DIAGNOSIS, RADIOLOGY 


01503*  01509 


IN 


01224   01228   01229 
01735*  01736* 


01580 


01320*  01329 
01483   01484 


01330   01332 


01195*  01199*  01262 

01780 
CANCER  EPIDEMIOLOGY 

01228      01304*    01312*    01387*    01490 
CANCER    ETIOLOGY 

01285   01321*  01387*  01461 
CANCER  IMMUNOLOGY 

01304*  01311* 
CANCER  IN  CHILDREN 

01583      01780 
CANCER    PATHOLOGY 

01484   01490   01514 
CANCER  SURGERY 

01167   01285   01302 

01448*  01451*  01480 

01697   01767 
CANCER  SURVIVAL  RATES 

01320*  01445*  01446*  01480 
CANCER  TREATMENT 

01302   01320*  01329 

01484   01566   01678*  01721*  01729* 
CANCER  TREATMENT, RADIOTHERAPY  IN 

01285   01302   01332   01490   01566 
CANCER, ABOOMEN 

01726* 
CANCER. AGE  FACTORS  IN 

01448* 
CANCER, BILIARY  TRACT 

01569   01699 
CANCER, DISEASES  ASSOCIATED  WITH 

01228   01320*  01503*  01514   01725* 
CANCER, DUODENUM 

0X364   01380 
CANCER, ESOPHAGUS 

01278*   01279*    01282 

01302   01780   01800 
CANCER, GALL  BLADDER 

01677*   01678*    01703 
CANCER, GASTROINTESTINAL 

01224   01780   01600 
CANCER. LARGE  INTESTINE 

01445*  01449*  01451*  01457 

01490   01497*  01725*  01780 
CANCER, LIVER 

01196*  01217*  01218*  01230 

01605   01677*  01725*  01780 
CANCER, METASTATIC 

01195*  01224   01282 

01566   01569   01605 
CANCER, PANCREAS 

01209*  01229   01257 

01677*    01725*   01774 
CANCER, RECTUM 

01445*   01448*   01452*    01480 
CANCER, SflALL    INTESTINE 

01364      01330      01725*   01760 
CANCERfSTOMACH 

01007*   01096*   01194*   01228 

01320*   01321*   01324      01329 

01336      01609      01725*   01733*    01780 
CARBOHYDRATE   ABSORPTION 

01036*   01040*    01052 

01435      01436      01440 
CARBOHYDRATE    DIGESTION 

01182*   01436      01440 
CARBOHYDRATE    METABOLISM 

01040*   01180*    01181*    01523 
CARBOHYDRATE   HETABOL ISH.L IVER 

01149*   01163      01537*   01549*    01655* 
CARCINOGENESIS 

01007*   01609 
CARCINOGENESIStLARGE    INTESTINE 

01484 


IN 
01263   01285   01333   01461   01490 


01332   01335   01445* 
01490   01503*  01566 


01484   01490   01503*  01804 


01364   01451*  01454* 
01735*  01736*  01600 


01285   01292   01293   01300   01301 


01461   01480   01484   01486 


01369 
01609 


01266 
01800 


013  84 
01735* 


01503*  01505* 
01780   01800 


01551*  01557   01580 
C1448*  01480   01503* 
01509   01514   01676* 


01490   01497* 


01282 
01330 


01304*  01311*  01312* 
01332   01333   01335 
01782 


01060 
01745 


01444 


01215*  01351*  01353*  01433 


01614   01627*  01725*  01741 


CARCINOGENESIS, LIVER 

01569   0162', 
CARCINOGENESIS, STOMACH 

01387» 
CARCINOGENS 

0162* 
CARCINOID  SYNDROME 
SEE  ALSO   SEROTONIN 
01382   01735*  01736* 
CARCINOIDS 

SEE   CARCINOID  SVNOROME 
CARCINOMA 

01228   01312*  Ol-iei   01678*  01725*  01758 
CARDIOSPASM 

SEE   ACHALASIA 
CARDIOVASCULAR  SYSTEM 
SEE  ALSO   PORTAL  HYPERTENSION 

01207*  01218*  01223   01243   01283 
01319*  01326   01348 


01545*  01546*  01549*  01576 
01662   01665   01666   01671 
01799 


01289 
01412 
01602 
01713 


01357*  C14C7 
01531 
01659 

01776   01777 
CATHARTICS 

SEE   LAXATIVES 
CECUM 
SEE  ALSO   LARGE  INTESTINE 
01727*  01806 
CELIAC  ARTERY 

01724* 
CELIAC  DISEASE 

01430*  01435 
CELLULAR  INFILTRATION 

01032   01424 
CENTRAL  NERVOUS  SYSTEM 
01150*  01379   01406 
01670   01768   01809 
CHEMICAL  TOXINS 
SEE  ALSO   TOXIC  EFFECTS  ON  GASTRCINTESTINAL  TRACT 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 
TOXIC  EFFECTS  ON  LIVER 
TOXIC  EFFECTS  ON  PANCREAS 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 


01297   01314* 

01509   01524 

C1606*  01638 

01721*  01729* 


01441   01443   01770 


01495*  01496*  01519   01547*  01564 


SEE  ALSO 
SEE  ALSO 
SEE  ALSC 
SEE  ALSO 
SEE  ALSO 


01121*  01606*  01608   01613   01615 
CHEMOTHERAPY, CANCER 

01302   01330   01332   01454*  01490   01566   01609   01807 
CHILDREN, ABDOMEN  IN 

01753   01778   01798 
CHILDREN, ABDOMEN  TRAUMA  IN 

01359 
CHILDREN, ACUTE  ABDOMEN  IN 

01779   01788   01811 
CHILDREN, APPENDICITIS  IN 

01779 
CHILDREN, BILIARY  TRACT  IN 

01544*  01545* 
CHILDREN, BLEEDING  IN 

01811   01813 
CHILDREN, CANCER  IN 

01583   01780 
CHILORENtCHOLELlTHIASIS  IN 

01715 
CHILDREN, CIRRHOSIS  IN 

01640   01653* 
CHILDREN, DIARRHEA  IN 
SEE  ALSO   CELIAC  DISEASE 

01433   01435   01441   01743   01744   01757 
CHILDREN, ENTERITIS  IN 

01303 
CHILDREN. ENTEROCOLITIS  IN 

01727* 
CHILDREN, ESOPHAGUS  IN 

01290   01295   01296 
CHILDREN, GALLBLADDER  IN 

01715 
CHILDREN, GASTROENTERITIS  IN 

01720*  01734*  0175C 
CHILDREN, GASTROINTESTINAL  DISEASES  IN 

01743   01744 
CHILDREN. GASTROINTESTINAL  TRACT  IN 

01368   01754   01765   01788   01789   01790   01798   01813 
CHILDREN, HEPATITIS  IN 

01545*  01548*  01553* 
CHILDREN. HERNIA  IN 

01290 
CHILDREN, JAUNDICE  IN 

01597   01598 
CHILDREN, LARGE  INTESTINE  IN 

01456 
CHILDREN, LIVER  ENZYMES  IN 

01639 
CHILDREN, LIVER  IN 

01009*  015«*  01576   01583 


01710   01715 


01473 
01633 


01365   01376 


01778 


01239   01243 
01679*  01685 


01676*  01677* 
01717 


01479   01526 
01679*  01680* 


CHILDREN, MALABSORPTION  IN 

01433   01435   01441   01548*  01754   01803 
CHILDREN, PANCREAS  IN 

01511 
CHILDREN, PARASITIC  DISEASES  IN 

01748   U1791   01808 
CHILDREN, PEPTIC  ULCERS  IN 

01322   01415   01778   01811 
CHILDREN, RECTUM  IN 

01475 
CHILDREN, SALMONELLOSIS  IN 

01734*  01778 
CHILDREN, SHIGELLOSIS  IN 

01734* 
CHILDREN, SMALL  INTESTINE  IN 

01183*  01358   01359   01363 
CHILDREN, STOMACH  IN 

01099   01310* 
CHILDREN, SURGERY  IN 

01470 
CHILDREN, VIRAL  HEPATITIS  IN 

01626*  01639   01640   01641 
CHILDREN. VOMITING  IN 

01322 
CHLORIDE  ABSORPTION 

01186 
CHOLANGIOGRAPHY 

01207*  01212*  01213*  01227 

01266   01515   01570   01676* 

01715   01717 
CHOLANGITIS 

01533* 
CHOLECYSTECTOMY 
SEE  ALSO   GALLBLADDER  SURGERY 

01212*  01232   01526   01577 

01703   01704 
CHOLECYSTITIS 

01217*  01230   01232 

01556   01570   01600 

01710  01715 
CHOLECYSTITIS  DIAGNOSIS 

01677* 
CHOLECYSTITIS  TREATMENT 

01677* 
CHOLECYSTCGRAPHY 

01212*  01237   01243 
CHCLECYSTOKININ 

01065   01071*  01102   01187 
CHOLELITHIASIS 

01209*  01561   01680*  01683 
CHOLELITHIASIS  COMPLICATIONS 

01706 
CHCLELITHIASIS  DIAGNOSIS 

01218*  01258   01677*  01679* 

01703 
CHOLELITHIASIS  ETIOLOGY 

01147*  01533*  01687   01689 

01695   01700   01701 
CHOLELITHIASIS  IMMUNOLOGY 

01535* 
CHCLELITHIASIS  IN  CHILDREN 

01715 
CHOLELITHIASIS  PATHOLOGY 

01685   01692   01693   01694 
CHOLELITHIASIS  SURGERY 

01685   01687   01688   01689 

01694   01695 
CHCLELITHIASIS  TREATMENT 

01577   01676*  01677*  01679* 
CHOLELITHIASIS. DISEASES  ASSOCI 

01355*  01392*  01678*  01679* 
CHOLERETIC  AGENTS 

01113* 
CHOLESTASIS 

01147*  01208*  01494*  01539* 

01571   01577   01610   01616 
CHOLESTEROL 
SEE  ALSO   HORMONAL  CONTROL  OF 
SEE  ALSO   LIVER  METABOLISM 

01184   01558   01666   01660* 

01719   01760   01809 
CHOLESTEROL  ABSORPTION 

01042*  01357*  01371   01372 
CHOLESTEROL  METABOL ISM.L IVER 

01125*  01544* 
CHOLESTEROL  SYNTHESIS 

01711  01712 
CHOLESTEROL, SERUM 

01737 
CHOLINERGIC  AGENTS 

01087*  01112* 
CHRONIC  HEPATITIS 

01206*  01225   01494*  01538*  01542*  01551* 

01581   01627*  01633   01635   01640   01644 


01247 
01689 


01253 
01692 


01678*  01702 


01535* 
01704 


01536* 
01708 


01683   01703   017C5   01756 


01698   01714   01719 


01685   01667 
01690   01692 


01695 

01690   01691 


01681*  01666 
ATEO  WITH 
01703   01706 


01543*  01545* 
01700 


GALLBLADDER 
01683   01700 


01689   01691 


01693   01694 


(Unr. 


01692   01693 


01690 
01707 


01718 
01710 


01548*  01553* 


01701   01714 


01373   01374   01712 


f4-3 


J#:' 


01563   01578 


01526   01602 


CHRONIC  PANCREATITIS 

01257   014C2   01517*  01520   01525 
CHYHOTRYPSiN  SECRE T ION ,P ANCKE AS 

Ollll* 
CIRCULATION  IN  CIRRHOSIS 

01587   01590   01591   01647* 
CIRCULATION  IN  HEPATITIS 

01636 
CIRCULATION  IN  JAUNDICE 

01713 
CIRCULATION  IN  PANCREATITIS 

01529   01530   01531 
CIRCULATION  IN  ULCERATIVE  COLITIS 

01492* 
CIRCULATICN  STUDY  T ECHNIOUES.GASTROINTt ST INAL 

01192 
CIRCULATION, ESOPHAGUS 

01280*  01673 
CIRCUL AT  I  ON, GASTROINTESTINAL 

01079   01446*  01724*  C1799 
CIRCULATICN, HORMONAL  CONTROL  OF 

01191 
CIRCULATION, LARGE  INTESTINE 

01450*  01467   01485   C1487 
CIRCULATION, LIVER 

01166   01174   01191 

01541*  01549*  01565 

01595   01596   01605 

01724*  01781   01805 
CIRCULATICN, LYMPH 

01428*   01652* 
CIRCUL AT  ION, MESENTERY 

01377   01467   01483 
CIRCUL AT  ION, PANCREAS 

01518   01522   01530 
CIRCULATION, PORTAL 

01036*  01161   01191 

01605   01652* 
CIRCULATICN, SHALL  INTESTINE 

01012*  01025*  01350*  C1357*  01377 
CIRCULATION, STOMACH 

01025*  01192   013C5*  C1390* 
CIRRHOSIS 
SEE  ALSO   ASCITES 
SEE  ALSO   ESOPHAGUS  VARICES 
SEE  ALSO   LIVER  COMA 
SEE  ALSO   PORTAL  HYPERTENSION 
01659 


01243  01297  01509 
01566  01575  01587 
01606*  01652*  01659 


01605   01724*  01799 


01533*  01539* 
01588   01590 
01668   01713 


01518   01533*  01549*  01587   01591 


01385 


01657   01661   01671 


01646*  01650*  01651* 
01661   01663   01666 
01721*  01771 


C1660   01661   01662 


01645   01657   01672 


01494*  01551*  01581 
CIRRHOSIS  CIAGNOSIS 

01196*  01209*  01217*  01218*  01242 

01674 
CIRRHOSIS  ETIOLOGY 

01552   01646*  01657   C1658 
CIRRHOSIS  IN  CHILDREN 

01640   01653* 
CIRRHOSIS  PATHOLOGY 

01652*  01661   01674 
CIRRHOSIS  TREATMENT 

01289   01542*  01543*  01627*  01640 

01652*  01654*  01656   01657   01660 

01667   01669   01670   C1672   01674 
CIRRHOSIS, ALCOHOL  IN 

01552   01605   01665   01674   01721* 
CIRRHOSIS. ASCITES  IN 

01215*  01588   01648*  C1650*  01656 

01563   01665   01669 
CIRRHOSIS, BILIARY 

01553*  01561   01562 
CIRRHOSIS, BIOCHEMICAL  DIAGNOSIS  OF 

01206* 
CIRRHOSIS, BLOCD  COAGULATION  IN 

01289   01649* 
CIRRHOSIS, CIRCULATION  IN 

01587   01590   01591   01647* 
CIRRHOSIS, DISEASES  ASSOCIATED  WITH 

01291   01661   01663   01665   01668   01670   01671 
CIRRHOSIS. ELECTROLYTE  METABOLISM  IN 

01654*  01662   01663   01669 
CIRRHOSIS, EXPERIMENTAL 

01569   01609 
CIRRHOSIS. IMMUNOLOGY  IN 

01552* 
CIRRHOSIS, METABOLIC  CHANGES  IN 

01047*  01206*  01559   C1590   01647*  01648*  01649*  01654* 

01655*  01664   01574 
CIRRHOSIS, WATER  METABOLISM  IN 

01650* 
COBALT 

01338 
COBALT  ABSORPTION 

01047* 
COLITIS 
SEE   ENTERITIS 
SEE   ENTEROCOLITIS 


COLITIS 

CONTINUED 

SEE   GASTROENTERITIS 
SEE   REGIONAL  ENTERITIS 
COLITIS  CCMPLICATIONS, ULCERATIVE 

01500   01804 
COLITIS  DIAGNOSIS, ULCERATIVE 

01476   01492*  01494*  01501   01804 
COLITIS  EPIDEMIOLOGY, ULCERATIVE 

01495*  01496*  01501   01804 
COLITIS  ETIOLOGY, ULCERATIVE 

01491*  01495*  01496*  01499   01501   01502   01804 
COLITIS  ICMUNOLOGY, ULCERATIVE 

01491*  01493*  01494*  01502 
COLITIS  PATHOLOGY, ULCERATIVE 

01472   01499   01500   01745   01804 
COLITIS  SURGERY, ULCERATIVE 

01493*  01494*  01497*  01804 
COLITIS  TREATMENT, ULCERATIVE 

01492*  01496*  01498   01501   01721*  01804 
COLITIS, BIOCHEMICAL  DIAGNOSIS  OF  ULCERATIVE 

01494* 
COLITIS, CIRCULATION  IN  ULCERATIVE 

01492* 
COLITIS, DISEASES  ASSOCIATED  WITH  ULCERATIVE 

01494* 
COLITIS, METABOLIC  CHANGES  IN  ULCERATIVE 

01449* 
COLITIS, MICROORGANISMS  IN  ULCERATIVE 

01491* 
COLITIS, ULCERATIVE 

01452*  01453*  01484   01486 
COLON 

SEE   LARGE  INTESTINE 
COLON, IRRITABLE 

01070*  01482 
COMA, HEPATIC 

SEE   LIVER  COMA 
COMA, LIVER 

01150*  01171   01291 

01588   01589   01603 
COMMON  BILE  DUCT 
SEE  ALSC   BILIARY  TRACT 


01540*  01541*  01547* 
01534   01538   01544 


01575 
01554* 


01232 
01687 
01695 


01533*  01570 
01588   01589 


01698   01699 


01295 
01456 
01778 


01296 
01470 
01798 


01322 
01475 

oieii 


01453*  01464   01472   01476   01493 


01025*  OHIO*  01223 

01675*  01679*  01685 

01692   01693   01694 

01717 
CONGENITAL  ANOMALIES 

01256   01261   01286 

01352   01365   01436 

01545*  01560   01777 
CONTRACEPTIVE  DRUGS  IN  LIVER  INJURIES 

01610 
COCLING  TREATMENT  OF  BLEEDING 

01319* 
COPPER 

01338 
CORTICOSTEROIDS 

01008*  01022*  01128*  01134*  01141*  01155 

01397*  01423*  01454*  01497*  01523   01525 

01562   01627*  01630*  01632   01534   01638 

01658   01721*  01810 
CROHNS  DISEASE 

01423*  01424   01425 

01499   01745   01804 
CRYOSURGERY 

01488 
CUSHINGS  SYNDROME 

01159   01514 
CYSTADENOKA 

01515   01609 
CYSTIC  FIBROSIS 

SEE   MUCCVISCIOOSIS 
CYSTS, LARGE  INTESTINE 

01468 
CYSTS. LIVER 

01248   01550   01573 
CYSTS. PANCREAS 

01246   01505* 
CYTOLOGY, EXFOLIATIVE 

01007* 
CYTOLOGY, STOMACH 

01095* 

DEFECATION 

01214*  01477   01779 
DEFICIENCIES, DIETARY 

01048*  01142*  01179*  01646* 
DEFICIENCIES, VITAMIN 

01142*  01803 
OEFICIENCY,OISACCHARIDASE 

01183*  01745 
DEFICIENCY, LACTASE 

01183* 


01585 
01590 
01702 


01341 
01511 


01582 
01670 


01596 
01691 
01712 


01358 
01544 


01168 

01542* 

01645 


01393 
0155S 
01557 


01599   01607*  01609 


)EGLUTITION 

01069»  0107'i*  01273* 
CiABETES  MELLITUS 

01060   OlO'iS   01122*  C1131*  01229 

01677* 
)1APHRAGM 
SEE   DIAPHRAGM  HERNIA 
SEE   HIATUS  HERNIA 
3IAPHRAGM  HERNIA 

01246   01281   01268 
)IARRHEA 

01O70*  01361 

01*30*  01<>32 

01756   01760 
DIARRHEA  IN  CHILDREN  . 
SEE  ALSO   CELIAC  DISEASE 

01433   01'i35   Ol'i'il   01743 
DIETARY  DEFICIENCIES 

01048*  01142*  0117S*  C1646* 
3IETARY  FACTORS 

01022*  01033   01044*  01049*  01056 


01402   01627*  01632 


01381 

C14C4 

C1417 

01426*  01427*  01429* 

01434 

01452* 

01455 

01736*  01752   01755 

01770 

01773 

01801 

C1744   01757 


01080* 


01127*  01138*  01144*  C1148*  OllSO*  01185* 


01502 
01789 


01508 
C18C9 


01646* 


01412 
01743 


01431 
01744 


01444 


01438 
01771 


01440 
01784 


01441   01443   0177C 


01425 
01804 


01453*  C1464   01472   01476   01493* 


01389*  01426*  01443 
01711   01712   01714 
DIETARY  HALABSORPTIQN  TREATMENT 

01426*  01430*  01431   C1745 
DIETETIC  THERAPY 

01313*  01409 

01646*  01674 
DIGESTION 
SEE  ALSO   SMALL  INTESTINE 

01057   01185* 
DIGEST  ION, CARBOHYDRATE 

01182*  01436   01440 
DIGESTION. LIPID 

01046*  01051   01737 
DIGESTION, PROTEIN 

01188   01189   01275*  015C8 
DIGESTIVE  ACTION  OF  BILE 

01055   01059 
OISACCHARIOASE  ACTIVITY 

01440 
DISACCHAKIOASE  DEFICIENCY 

01183*  01745 
DISACCHAKIOASEStSMALL  INTESTINE 

01040*  01182*  01183*  01436   01745 
DISEASE, BANTIS 

01655*  01663 
DISEASE. CELIAC 

01430*  01435 
DISEASE, CROHNS 

01423*  01424 

01499   01745 
DISEASE,  HIRSCHSPRUNGS 

01456 
DISEASE, HODGKINS 

01332 
DISEASE, MENETRIERS 

01325 
DISEASE. MQRQUIOS 

01574 
DISEASE, STOMACH  SECRETION 

01410 
DISEASE, WHIPPLES 

01197*  01379   01442 
DISEASES  ASSOCIATED  MITH  CANCER 

01228   01320*  01503*  01514   01725* 
DISEASES  ASSOCIATED  MITH  CHOLELITHIASIS 

01355*  01392*  01678*  01679*  017C3   01706 
DISEASES  ASSOCIATED  WITH  CIRRHOSIS 

01291   01661   01663   01665   01668   01670 
DISEASES  ASSOCIATED  MITH  ENTEROCOLITIS 

01469 
DISEASES  ASSOCIATED  MITH  GASTRECTOMY 

01318*  01398* 
DISEASES  ASSOCIATED  MITH  HEPATITI^S 

U1562   01563 
DISEASES  ASSOCIATED  WITH  JAUNDICE 

01571 
DISEASES  ASSOCIATED  MITH  MALABSORPTION 

01379 
DISEASES  ASSOCIATED  MITH  PANCREATITIS 

01115   01378   01506*  01517*  01529 
DISEASES  ASSOCIATED  WITH  PARASITIC  DISEASES 

01607* 
DISEASES  ASSOCIATED  WITH  PEPTIC  ULCERS 

01090*  01321*  01394*  01411 
DISEASES  ASSOCIATED  WITH  PORTAL  HYPERTENSION 

01673 
DISEASES  ASSOCIATED  WITH  ULCERATIVE  COLITIS 

01494* 
DISEASES  ASSOCIATED  WITH  VIRAL  HEPATITIS 

01225   01632   01633 


01097* 
01307* 
01700 


01122* 

01372 

01701 


01441   01613 


IN 


01707 
01671 


01710 


01813 


01741   01773 


01148*  01149* 
01609   01614 


DISEASES  IN  CHILDREN, GASTROINTESTINAL 

01743   01744 
DISEASES  IN  CHILDREN, PARASITIC 

01748   01791   01808 
DISORDERS, STOMACH  SECRETION 

01090*  01216*  01327   01334   01336   01421   01742 
DIURETIC  AGENTS 

01650*  01654*  01656   01660   01662   01663   01669 
DIVERTICULA, ESOPHAGUS 

01285 
DIVERTICULA, LARGE  INTESTINE 

01471   01708 
DIVERTICULA, SMALL  INTESTINE 

01360   01369   01382 
DIVERTICULITIS 

01287   01479 
DIVERTICUL1TIS,LARGE  INTESTINE 

01461   01471   01486 
01VERTICULUH,MECKELS 

01258   01360   01362   01382   01479   01811 
DRUG  ABSCHPTIQN 

01039*  01741 
DRUG  EFFECTS  ON  BILE  SECRETION 

01129* 
DRUG  EFFECTS  ON  BILIARY  TRACT 

01113*  01239 
DRUG  EFFECTS  ON  GASTROINTESTINAL  TRACT 

01075*  01337   01482   01730*  01731*  01740 

01786  01806   01807 
DRUG  EFFECTS  ON  LIVER 

01127*  01133*  01134*  01140*  01143*  01147* 

01151   01155   01170   01542*  01577   C1578 

01627*  01651*  01662 
DRUG  EFFECTS  ON  MOTILITY 

01072*  01210*  01211*  01269   01482   01577 
DRUG  EFFECTS  ON  PANCREAS 

01113*  01143* 
DRUG  EFFECTS  ON  SMALL  INTESTINE 

01008*  01022*  01049*  01068*  01350*  01423* 
DRUG  EFFECTS  ON  STOMACH 

01105   01106   01255   01306* 
DRUG  EFFECTS  ON  STOMACH  SECRETION 

01088*  01091*  01092*  01093*  01094*  01306*  01401   01405 
DRUG  METABOLISM, LIVER 

01127*  01148* 
DRUG  TREATMENT  OF  GASTROINTESTINAL  TRACT 

01330   01720*  01737   01743   01744   01755   01765   01773 

01787  01791   01800   01801   01802 
DRUG  TREATMENT  OF  LIVER 

01554*  01560   01601   01622   01625*  01630*  01637   01645 

01657 
DRUG  TREATMENT  OF  PANCREAS 

01522   01523   01524 
DRUG  TREATMENT  OF  STOMACH 

01348 
DRUG  TREATMENT  CF  ULCERS 

01393*   01397*   01401      01409      01412      01418 
DRUG-INDUCED   LIVER    INJURIES 

01534*  01578   01609   01614   01616   01623 
DRUG-INDUCED  ULCERS 

01306*  01307*  01397*  01627*  01723*  01810 
DRUGS  IN  LIVER  INJURIES. CONTRACEPTIVE 

01610 
OUBIN-JOHKSON  SYNDROME 

01572 
DUCTS, PANCREAS 

01528   01718 
DUMPING  SYNDROME, GASTRECTOHY-INDUCEO 

01314*  01318*  01328   01338   01375   01399* 
DUODENUM 
SEE  ALSO   SMALL  INTESTINE 

01031   01322   01358   01377   01425   01510   01511 
DUODENUM  ANOMALIES 

01260   01365 
DUODENUM  CANCER 

01364   01380 
DUODENUM  DEVELOPMENT 

01031 
DUODENUM  DIAGNOSIS 

01380 
DUODENUM  DISEASES 

SEE   ULCERS 
DUODENUM  FISTULAS 

01707 
DUODENUM  INJURIES 

01359   01376 
DUODENUM  MORPHOLOGY 

01024*  01025* 
DUODENUM  MOTILITY 

01210* 
DUODENUM    MUCOSA 

01008*  01024*  01178* 
DUODENUM  NEOPLASMS 

01384 


J.J  .-  iS. 


'M-- 


DUODENUM  OBSTRUCTION 

01363 
DUODENUM  PATHOLOGY 

01380   0l72'«* 
DUODENUM  RADIOLOGY 

01198*  01378   01380 
DUODENUM  RUPTURE 

013^7 
DUODENUM  SECRETION 

01033 
DUODENUM  SURGERY 

01339   01352*  C1364   01o97   01699 
DUODENUM  TRAUMA 

01352*  01376 
DUODENUM  ULCERS 

01069*  01097*  01202*  01249 

01395*  01396*  013S9*  Ol'tC'ii 

01418   01420   01421   01526 
DUODENUM  ULTRASTRUCTURE 

01024* 
DYE  STUDY  TECHNIQUES 
SEE   MARKER  STUDIES 
DYSENTERY 
SEE  ALSO   SHIGELLOSIS 
SEE  ALSO   TYPHOID  FEVER 

01455   C1734*  01778   01783 
DYSENTERY  EPIDEMIOLOGY 

01761 
DYSENTERY  IMMUNOLOGY 

01491* 
DYSENTERY  PATHOLOGY 

01728* 
DYSENTERY  TREATMENT 

01761 
DYSPEPSIA 

01232   014C4   01743 
DYSPHAGIA 

01074*  01299 
OYSPH AG  I  A, ESOPHAGUS 

01198*  01273*  01277*  C1280*  01292 


01387*  01388*  01388*  01394* 
01410   01412   01414   01416 
01811 


01784 


01300   01333 


01063   01065   01186   01437 


01326   01367 
IN  CIRRHOSIS 
01669 


01811 


01656   01776 


01558   01644   01762 


ECHOGRAPHY 

01238 
EDEMA 

01232   01531   01753 
ELECTROLYTE  ABSORPTION 

01045*  01052   01061 
ELECTROLYTE  EXCRETION 

01660 
ELECTROLYTE  METABOLISM 

01126*    01141*    01186 
ELECTROLYTE    METABOLISM 

01654*  01662   01663 
ELECTROLYTE  SECRETION, K IDNEY 

01613   01669 
ELECTROLYTE  SECRET  ION, STOMACH 

01085*  01088*  01096*  01099 
ELECTROLYTES 

01165   01189   01603 
ELECTROLYTES, SERUM 

01547* 
ELECTROPHORESIS 

01026*  01114   01116 
ELECTROPHYSIGLOGY 

01024*  01043*  01067*  01073*  01078*  01141*  01238 

01547* 
EK8RYCL0GY 

01010*  01015* 
EMESIS 

SEE   VOMITING 
ENCEPHALOPATHY, HEPATIC 

01540*  01547*  01589   C1590   01603   01654*  01670 
ENDOMETRIOSIS 

01382 
ENDOSCOPY  IN  BLEEDING  DIAGNOSIS 

01260   01782 
ENDOSCOPY  IN  CANCER  DIAGNOSIS 

01285   01333   0149C 
ENDOSCOPY, ANESTHESIA  IN 

01269 
ENDOSCOPY, BILIARY  TRACT 

01223 
ENDOSCOPY, ESOPHAGUS 

01204*  01270   01272*  01285   01303 
ENDOSCOPY, GASTROINTESTINAL 

01341 
EHOOSCOPY, LARGE  INTESTINE 

01070*  01234   01265 
ENDOSCOPY, PERITONEAL 

01196* 
ENDOSCOPY, RECTUM 

01234 
ENDOSCOPY, STOMACH 

01193*  01194*  01204*  01269   01270   01305*  01334 


01319* 


ENTERCOLITIS 

01454* 

ENTERITIS 

SEE  ALSO 

SEE  ALSO 

01738 


NECROTICANS 


01464      01493*    01804 


AMYLASE 

PANCREAS  SECRETION 

STOMACH  SECRETION 


ENTEROCOLITIS 
GASTROENTERITIS 
01754 
ENTERITIS  IN  CHILDREN 

01803 
ENTERITIS. REGIONAL 

01382   01423*  01424   01425 
ENTEROCOLITIS 
SEE  ALSO   GASTROENTERITIS 
01455   01464 
ENTEROCOLITIS  DIAGNOSIS 

01476 
ENTEROCOLITIS  ETIOLOGY 

01467   01472   01727*  01738 
ENTEROCOLITIS  IN  CHILDREN 

01727* 
ENTEROCOLITIS  NECROTICANS 

01423*  01454*  01727* 
ENTEROCOLITIS  PATHOLOGY 

01453*  01729*  01738 
ENTEROCOLITIS  TREATMENT 

01469   01727*  01771   01801 
ENTEROCOLITIS, DISEASES  ASSOCIATED  KITH 

01469 
ENTEROPATHY, PROTEIN-LOSING 

01427*  01432   01435 
ENZYME  SECRETION, PANCREAS 

01581 

ENZYMES 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

01027 

ENZYMES    IN   CHILDREN, L IVER 

01639 
ENZYMES, GASTROINTESTINAL 

01027   01222 
ENZYMES, LARGE  INTESTINE 

01017*  01181* 
ENZYMES. LIVER 

01014*  01017*  01023*  01026*  01030   01119* 
01127*  01128*  01130*  01131*  01132*  01133* 
01139*  01140*  01142*  01145*  01148*  01151 
01155   01156   01157   01159   01161   01162 
01170   01171   01173   01205*  01537*  01543* 
01655* 
ENZYMES, LIVER  SERUM 
SEE  ALSO   ALKALINE  PHOSPHATASE 

01195*  01206*  01209*  01218*  01221 
01539*  01550*  01552*  01558   01567 
01627*  01630*  01643 
ENZYMES, PANCREAS 

01046*  01059   01111*  01114   OlllS 
01229   01438   01469   01516*  01775 
ENZYMES, SERUM 

01222   01764 
ENZYMES. SHALL  INTESTINE 

01005*  01008*  01016*  01022*  01023*  01033 
01182*  01183*  01438 
ENZYMES. STOMACH 

01033   01046*  01189 
EPINEPHRINE 

01174 
ESCHERICHIA  COLI 

01159   01491*  01533*  01607*  01731*  01750 
ESOPHAGITtS 

01261   01272*  01274*  01279*  01280*  01282 
01300 
ESOPHAGITIS  ETIOLOGY 

01275* 
ESOPHAGITIS. EXPERIMENTAL 

01275* 

ESOPHAGUS 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

01279* 

ESOPHAGUS  ANOMALIES 

01261   01279*  01286 
ESOPHAGUS  ATRESIA 

01295   01296 
ESOPHAGUS  BIOPSY 

01285 
ESOPHAGUS  CANCER 

01278*  01279*  01282 
01302   01780   01800 
ESOPHAGUS  CIRCULATION 

01280*  01673 
ESOPHAGUS  DIAGNOSIS 
01198*  01204*  01261 
01290   01292   01300 


01225 
01606* 


01123* 

01134* 

01152 

01163 

01594 


01247 
01615 


01125* 
01138* 
CI  154 
01165 
01635 


01536* 
01619 


01116      01188      01220 


01044*    01180* 


01287      01294 


ACHALASIA 

HERNIA 
HIATUS  HERNIA 


01295   01296 


01285   01292   01293   01300   01301 


01270  01273*  01276*  01282   01285 


01302 


01297   013C1 


01272* 
C13C1 


ESUPHAGUS  DIVERTICULA 

01285 
ESOPHAGUS  DYSPHAGIA 

01198*  Q1273*  01277*  01280* 
ESOPHAGUS  ENOCSCOPY 

01204*  01270   01272*  01285 
ESOPHAGUS  FISTULAS 

01261   01278*  013C1 
ESOPHAGUS  HISTOLOGY 

01275* 
ESOPHAGUS  IN  CHILDREN 

01290   01295   01296 
ESOPHAGUS  INJURIES 

01275*  01278*  01284 
ESOPHAGUS  MORPHOLOGY 

01035   01286   01293 
ESOPHAGUS  MOTILITY 

01067*  01069*  01074*  01261 
ESOPHAGUS  MUCOSA 

01270   01275*  01298 
ESOPHAGUS  NEOPLASMS 

01300 
ESOPHAGUS  NEOPLASMS. MALIGNANT 

01279*  01292 
ESOPHAGUS  OBSTRUCTION 

01333 
ESOPHAGUS  PERFORATION 

01204*  01280*  01284 
ESOPHAGUS  PROSTHESIS 

01303 
ESOPHAGUS  RADIOLOGY 

01074*  01198*  01261 

01285  01290   013C0 
ESOPHAGUS  REFLUX 

01069*  01074*  01198*  01272* 

01277*  01279*  01282   01293 
ESOPHAGUS  SPASMS 

01261   01283   01293 
ESOPHAGUS  SPHINCTER 

01035   01069*  01074*  01261 
ESOPHAGUS  STRICTURE 

01272*  01274*  01279*  C1285 
ESOPHAGUS  SURGERY 

01035   01272*  01274*  01277* 

01286  01287   01290   01291 
01605 

ESOPHAGUS  TRAUMA 

01278*  01281   01284 
ESOPHAGUS  TREATMENT 

01290 
ESOPHAGUS  ULCERS 

01276*  01279*  01297 
ESOPHAGUS  ULTRASTRUCTURE 

01298 
ESOPHAGUS  VARICES 

01198*  01256   01289   01291 
01673   01733* 
ESOPHAGUS. FOREIGN  BODIES  IN 

01278*  01301 
ESOPHAGUS. NERVOUS  CONTROL  OF 

01067*  01069*  01273*  01283 
ETHIONINE 
01121* 
EXCRETION, BILE 

01126*  01146* 
EXCRETION. ELECTROLYTE 

01660 
EXCRETION, LIVER  AMMONIA 

01150*  01171   01547*  01550* 
EXCRETION. STEROID 

01176* 
EXFOLIATIVE  CYTOLOGY 

01007* 
EXPERIMENTAL    CIRRHOSIS 

01569   01609 
EXPERIMENTAL  ESOPHAGITIS 

01275* 
EXPERIMENTAL  PANCREATITIS 

01112*  01518 
EXPERIMENTAL  PERITONITIS 

01812 
EXPERIMENTAL  SURGICAL  TECHNIQU 
01331   01352*  01354*  01722* 
EXPERIMENTAL  ULCERS 

01089*  01389*  01392*  01397* 
EXTRACTS. LIVER 

01156   01160   01543*  01625* 

FAMILIAL  DISEASES 

01333   01457   01484   01487 
01574   01653* 
FATS 
SEE  ALSO   DIGESTION 
SEE  ALSO   LIpId  ABSORPTION 


01292 
013C3 


01300   01333 


01299 


01273*  01276*  01277*  01282 
01275*  01276* 


01273* 
01294 


01273* 
013C0 


01278* 
01295 


01274* 
01299 


01293   01294   01299 


01279* 
01296 


01281   01284 
01299   01303 


01293   016C5   01652*  01661 


01590   01654* 


01405      01406      01416 


01517*  01537*  01548*  01553* 


01056   01351*  01426* 


01757   01770 


FATS 

CONTINUED 

SEE  ALSO   LIVER  LIPID  METABOLISM 
SEE  ALSO   MALABSORPTION 
01162   01271   01809 
FATTY  ACID  ABSORPTION 

01041*  01042*  01051 
FATTY  ACIDS 

01051   01081* 
FATTY  LIVER 

01543*  01576   01618   01674 
FECES 

01307*  01430*  01748 
FIBROSIS. CYSTIC 

SEE   MUCOVISCIDOSIS 
FIBROSIS, LIVER 

01599 
FISSURES. ANUS 

01477 
FISTULAS. ANORECTAL 

01489 
FISTULAS. ANUS 

01460   01462 
FISTULAS. BILIARY  TRACT 

01478   01696   01708   01710   01711 
FISTULAS. DUODENUM 

01707 
FISTULAS, ESOPHAGUS 

01261   01278*  01301   01302 
FISTULAS, GASTROINTESTINAL 

01053   01478 
FISTULAS, LARGE  INTESTINE 

01471   01478   01500   01708 
FISTULAS, PANCREAS 

01527 
FISTULAS. SMALL  INTESTINE 
01041*  01375   01751 

'''^01082i^01084*  01086*  01091*  01093*  012CI*  01478 
FOLIC  ACIC 

01327 
FOLIC  ACIC  ABSORPTION 

01044*  01052 
FOREIGN  eCCIES  IN  ESOPHAGUS 

01278*  01301 
FUNGUS  DISEASES 

01334   01738   01765 

GALACTOSE  ABSORPTION 

01060   01433 
GALLBLADDER 
SEE  ALSO   BILIARY  TRACT 
SEE  ALSO   CHOLECYSTITIS 
SEE  ALSO   CHOLELITHIASIS 
01680* 
GALLBLADDER  ABSORPTION 

01065 
GALLBLADDER  ANOMALIES 

01512   01686 
GALLBLADDER  CANCER 

01677*  01678*  01703 
GALLBLADDER  DIAGNOSIS 

01212*  01243   01683   01703   017C5   01756 
GALLBLADDER  DISEASE  ETIOLOGY 

01633 
GALLBLADDER  DISEASES  „,-,,„ 

01287   01512   01600   01684   01708   01770 
GALLBLADDER  HISTOLOGY 

01006*  01680*  01686 
GALLBLADDER  IMMUNOLOGY 

01535*  01682 
GALLBLADDER  IN  CHILDREN 

01715 
GALLBLADDER  MOTILITY 

01065   01071*  01682   01700   01705 
GALLBLADDER  MUCOSA 

01006*  01710 
GALLBLADDER  NEOPLASMS. BENIGN 

01463 
GALLBLADDER  PATHOLOGY 

01680* 
GALLBLADDER  RADIOLOGY 

01212*  01703 
GALLBLADDER  SECRETION 

01113* 
GALLBLADCER  SURGERY 

01676*  01677*  01679*  01702 
GALLBLADDER. AGE  EFFECTS  ON 

01704 
GALLBLADDER. HORMONAL  CONTROL  OF 

01065 
GALLBLADCER, NERVOUS  CONTROL  OF 
016B2 


J*'. 


01703   01704   01717   01718 


GANGRfcNE 

Ol'.ST 
GARDNERS  SYNDROME 

01457 
GAS 

01234   01447*  01617   01779 
GASTRECTOMY 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   MALIGfifANT  STOMACH  NEOPLASMS 

01096*  01323   01329   01386   C138H*  01388*  01396*  01402 

01419   017CO   01752   01811 
GASTRECTOMY  COMPLICATION  TREATMENT 

01318*  01331   01339   01347   01771 
GASTRECTOMY  COMPLICATIONS 

01025*  01312*  01314*  01317*  01318*  01324   01337   01338 
C1347   01355*  01398*  01399*  01521 


01340   01345 


STOMACH 
01065   01087*  01091*  01092*  01093*  01100 


01103 
01752 


01104 
0I76C 


01108 
01775 


01115   01117*  01187 


01392*  01394*  01424   01724*  01733*  01760 


01339 
01705 
GASTRECTOMY  TECHNIQUES 

01312*  013X7*  01318*  01320*  01345 
GASTRECTOMY-INDUCEO  ANEMIA 

01318* 
GASTRECTOMY-INDUCEO  BONE  DISEASES 

01313* 
GASTRECTOf<Y- INDUCED  DUMPING  SYNDROME 
01314*  01318*  01328   01338   01375 
GASTRECTOMY- INDUCED  MALABSORPTION 

01313*  01318*  01396* 
GASTRECTOMY-INDUCEO  METABOLIC  CHANGES 

01313*  01318* 
GASTRECTOMY-INOUCED  RECURRENT  ULCER 

01318*  01339   01391*  01398*  01399*  01766 
GASTRECTOMY, DISEASES  ASSOCIATED  KITH 

01318*  01398* 
GASTRIC  ANALYSIS 

01267 
GASTRIC  ANALYSIS  TECHNiyUES 
SEE  ALSO   HEIDENHAIN  POUCH  STUDIES 
01099   01101   01104   C11C8   01249 
GASTRIN 
SEE  ALSO 
01064 
01102 
01528 
GASTRITIS 

01319*  01327 
01782 
GASTRITIS  DIAGNOSIS 

01194*  01250   01325 
GASTRITIS  ETIOLOGY 

01336 
GASTRITIS  PATHOLOGY 

01315* 
GASTRITIS, ATROPHIC 

01416 
GASTROENTERITIS 
SEE  ALSO   ENTERITIS 
SEE  ALSO   ENTEROCOLITIS 
01720* 
GASTROENTERITIS  ETIOLOGY 

01750 
GASTROENTERITIS  IN  CHILDREN 

01720*  01734*  0175C 
GASTROENTERITIS  TREATMENT 

01720*  01743   01744   01801 
GASTROENTEROSTOMY 

01251   01328   01331   01335 
01391*  01414   01419   C1422 
GASTROINTESTINAL  ABSORPTION 

01051   01052   01066   01741 
GASTROINTESTINAL  ANGIOGRAPHY 

01236   01260   01446* 
GASTROINTESTINAL  ANOMALIES 

01341   01798 
GASTROINTESTINAL  BIOCHEMISTRY 
01027   01079   01184   C1745 
GASTROINTESTINAL  BIOPSY 

01222   01770 
GASTROINTESTINAL  CALCULI 

01769 
GASTROINTESTINAL  CANCER 

01224   01780   01800 
GASTROINTESTINAL  CIRCULATION 

01079   01446*  01724*  01799 
GASTROINTESTINAL  CIRCULATION  STUDY  TECHNIQUES 

01192 
GASTROINTESTINAL  DIAGNOSIS 

01077   01196*  01222   01236   0126C 
01736*  01754 
GASTROINTESTINAL  DISEASE  ETIOLOGY 

01743 
GASTROINTESTINAL  DISEASES 

01343   01349*  01432   01455   01765 
GASTROINTESTINAL  DISEASES  IN  CHILDREN 
01743   01744 


01391*  01398*  01399* 


01399* 


OllOl 
01190 


01340 
01425 


01345   01388*  01388* 


01264   01343   01735* 


01771   01772 


GASTROINTESTINAL  ENDOSCOPY 

01341 
GASTROINTESTINAL  ENZYMES 

01027   01222 
GASTROINTESTINAL  FISTULAS 

01053   01478 
GASTROINTESTINAL  FUNCTION 

01422 
GASTROINTESTINAL  HISTOLOGY 

01021* 
GASTROINTESTINAL  IMMUNOLOGY 

01021*  01062   01764 
GASTROINTESTINAL  METABOLISM 

01079   01222 
GASTROINTESTINAL  MICROORGANISMS 

01185*  01216*  01349*  01432 

01731*  01750   01762   01765 

01794   01795   01796   01797 
GASTROINTESTINAL  MORPHOLOGY 

01034   01422 
GASTROINTESTINAL  MOTILITY 

01027   01057   01075*  01076 

01314*  01337 
GASTROINTESTINAL  MUCOSA 

01018*  01021*  01034   01052 

01786   01810 
GASTROINTESTINAL  NEOPLASMS 

01478   01735*  01736* 
GASTROINTESTINAL  NEOPLASMS , BEN  I GN 

01463 
GASTROINTESTINAL  NEOPLASMS, MAL IGNANT 

01725*  01800 
GASTROINTESTINAL  OBSTRUCTION 
01505*  01512 
01789   01790 


01439 
01783 
01801 


01454* 
C1784 


01455   01474 
01785   01793 


01077   01083*  01187   01198* 
01057   01723*  01726*  01730* 


01710 
01811 


01425   01467 

01756   01770 
GASTROINTESTINAL  PATHOLOGY 

01343   01745   01762 
GASTROINTESTINAL  PERFORATION 

01414   01727*  01753   01788 
GASTROINTESTINAL  PERFUSION 

01052 
GASTROINTESTINAL  RADIOLOGY 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 

01053   01075*  01077   01198*  01236 

01343   01412   01422   01446*  01756 
GASTROINTESTINAL  SECRETION 

01079   01187   01222 
GASTROINTESTINAL  SURGERY 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 

01053   01099   01356*  0136t>   01767 
GASTROINTESTINAL  TRACT  DEVELOPMENT 

01018*  01021* 
GASTROINTESTINAL 

01368   01754 


01746   01753   01754 


01260   01264   01341 


01789   01790   01806 


TRACT  IN  CHILDREN 
01765   01788   01789 
GASTROINTESTINAL  TRACT, DRUG  EFFECTS  ON 

01075*  01337   01482   01730*  01731*  01740 

01766   01806   01807 
GASTROINTESTINAL  TRACT, DRUG  TREATMENT  OF 

01330   01720*  01737   01743   01744   01755 

01787   01791   01800   01801   01802 
GASTROINTESTINAL  TRACT , HORMONAL  CONTROL  OF 

01027   01076   01187   01190 
GASTROINTESTINAL  TRACT, HORMONAL  TREATMENT  OF 

01414  01523 

GASTROINTESTINAL  TRACT , NERVOUS  CONTROL  OF 

01018*  01083*  01421 
GASTROINTESTINAL  TRACT, TOXIC  EFFECTS  ON 

01723*  01726*  01772   01786 
GASTROINTESTINAL  TREATMENT 
SEE  ALSO   GASTROINTESTINAL  SURGERY 

01337   01482   01721*  01731*  01743   01744 

01787   01802 
GASTROINTESTINAL  ULTRASTRUCTURE 

01034 
GASTROINTESTINAL  WATER  METABOLISM 

01143*  01326   01656 
GASTROSCOPY 

SEE   STOMACH  ENDOSCOPY 
GENETIC  RELATIONSHIPS 
SEE  ALSO   FAMILIAL  DISEASES 

01415  01548*  01653*  01658 
GENETIC  RELATIONSHIPS, BLOOD  GROUP 

01304* 
GLUCAGON 

01131* 
GLUCOSE  ABSORPTION 

01052   01060   01190   01433 
GLYCOGEN, LIVER 

01149* 
GLYCOL  IP  IDS 

01020* 
GLYCOPROTEINS 

01116   01494* 


01790   01798   01813 
01741   01773 

01765   01773 


01765   01771 


01108   01117* 


BILIARY  TRACT 


01167   01172   015*6*  01620 


01603   01654*  C167C 


GNOTOBIOSIS 

01185* 
GOBLET  CELLS 

01178* 

HEALING. WCUND 

01805 
HEIDENHAIN  POUCH  STUCIES 

01082*  01083*  OlOSl*  CHOI 
HEMANGIOMA 

01762 
HEHOBILIA 
SEE  ALSC 
01709 
HEMCCHROHATQSIS 

010A7* 
HEMOUIALYSIS 

01582 
HEMOLYTIC  ANEMIA 

01564   01618 
HEMORRHAGE 

SEE   BLEEDING 
HEMORRHAGIC  PANCREATITIS 

01527   C1530 
HEMORRHOICS 

01477   01489 
HEPATECTOMY 
SEE  ALSC   LIVER  REGENERATION 
01118*  01123*  01142*  01162 
01621 
HEPATIC  COMA 

SEE   LIVER  COMA 
HEPATIC  ENCEPHALOPATHY 

01540*  01547*  01589   01590 
HEPATIC  VEIN  THROMBOSIS 

SEE   BUCC-CHIARI  SYNDROME 
HEPATITIS 
SEE  ALSO   JAUNDICE 
SEE  ALSO   LIVER 
SEE  ALSO   LIVER  COMA 
01534* 
HEPATITIS  COMPLICATIONS 

01636 
HEPATITIS  DIAGNOSIS 

01225   01242   01579   01623 
HEPATITIS  DIAGNOSIS, VIRAL 

01209*  01218*  01221   01534* 
01644 
HEPATITIS  EPIDEMIOLOGY, VIRAL 

01221   01626*  01629*  01631 
HEPATITIS  ETIOLOGY 

01534*  01563   01600   C1611 
01641 
HEPATITIS  IMMUNOLOGY 

01534*  01579 
HEPATITIS  IMMUNOLOGY, VIRAL 

01535*  01552*  01626*  01628*  01644 
HEPATITIS  IN  CHILDREN 

01545*  01548*  01553* 
HEPATITIS  IN  CHILDREN, VIRAL 

01626*  01639   01640   01641   01778 
HEPAtLTIS  PATHOLOGY 

01534*  01563   01642 
HEPATITIS  PATHOLOGY, VIRAL 

01635   01643 
HEPATITIS  PROPHYLAXIS 

01623 
HEPATITIS    PROPHYLAXIS, VIRAL 

01626*  01629*  01645 
HEPATITIS  TREATMENT 

01538*  01542*  01543*  01562 
01642 
HEPATITIS  TREATMENT, VIRAL 

01625*  01627*  01630*  01632   01637   01640 
HEPATITIS, ACUTE 

01551*  01627*  01634   01635   01642   01645 
HEPATITIS, ACUTE  VIRAL 

01221   01642 
HEPATITIS, BIOCHEMICAL  DIAGNOSIS  OF 

01206* 
HEPATITIS, ChRONIC  „,„,* 

01206*  01225   01494*  01538*  01542*  01551* 
01581   01627*  01633   01635   01640   01644 
HEPATITIS, CIRCULATION  IN 

01636 
HEPATITIS, DISEASES  ASSOCIATED  WITH 

01562   01563 
HEPATITIS, DISEASES  ASSOCIATED  V.1TH  VIRAL 

01225   01632   01633 
HEPATITIS, LUPOID 

01562   01563   01579 
HEPATITIS, METABOLIC  CHANGES  IN 
01206*  01538*  01648* 


C1604   01628*  01631   01643 


01612   01616   01628*  01629* 


01578   01579   01623   01634 

01645   01721* 
01648* 


01563   01578 


DIAPHRAGM  HERNIA 


01288 


01272*  01274*  01276*  01277* 
01287   01288   01290   01294 


01272*  01274*  01276*  01277* 
01287   01288   01290   01294 


01104 
01416 


HEPATITIS, MICROORGANISMS  IN 

01641 
HEPATITIS, SERUM 
01629*  01645 
HEPATITIS, TOXIC 

SEE   TOXIC  EFFECTS  ON  LIVER 
HEPATITIS, VIRAL 

01559   01563   01636   01638 
HEPATOMEGALY  _  ,,„ 

01009*  01196*  01200*  01455   01770 
HEPATOSPLENOHEGALY 

01351* 
HERNIA 
SEE  ALSO 
01481 
HERNIA  IN  CHILDREN 

01290 
HERNIA, DIAPHRAGM 

01246   01281 
HERNIA, HIATUS 
01035   01260 
01282   01286 
01333 
HERNIA, OBCURATOR 

01746 
HIATUS  HERNIA 
01035   01260 
01282   01286 
01333 
HIRSCHSPRUNGS  DISEASE 

01456 
HISTAMINE  „„^ 

01027   01091*  01093*  01097*  01098 
01249   01306*  01389*  01401   01403 
HISTOLOGY, ANUS 

01477 
HISTOLOGY, ESOPHAGUS 

01275* 
HISTOLOGY, GALL  BLADDER 

01006*  01680*  01686 
HISTOLOGY, GASTROINTESTINAL 

01021* 
HISTOLOGY, LARGE  INTESTINE 
01453*  01457   01729* 

HISTOLOGY  .LIVER  ,„ 

01013*  01144*  01152   01206*  01208*  01230 
01534*  01547*  01551*  01555   01563   01569 
01732*  01805 
HISTOLOGY, MESENTERY 

01015* 
HISTOLOGY, PANCREAS 

01508 
HISTOLOGY, SMALL  INTESTINE 

01005*  01028   01177*  01178*  01197*  01351* 
01729*  01762   01807 
HISTOLOGY, STOMACH  „,,„„» 

01010*  01309*  01315*  01324   01344   01390* 
HODGKINS  DISEASE 

01332 
HORMONAL  CONTROL  OF  ABSORPTION 

01063   01064 
HORMONAL  CONTROL  OF  CIRCULATION 

01191 
HORMONAL  CONTROL  OF  GALLBLADDER 

01065 
HORMONAL  CONTROL  OF  GASTROINTESTINAL  TRACT 

01027   01076   01187   01190 
HORMONAL  CONTROL  OF  LIVER  „,,,,^ 

01117*  01122*  01125*  01128*  01129*  01131* 
01136*  01139*  01140*  01141*  01147*  01155 
01168   01170   01175   01610   01614 
HORMONAL  CONTROL  OF  MOTILITY 

01071*  01190   01316* 
HORMONAL  CONTROL  OF  PANCREAS 

01087*  01102   01109*  OHIO*  01115 
HORMONAL  CONTROL  OF  SMALL  INTESTINE 

01008*  01022*  01063   01190 
HORMONAL  CONTROL  OF  STOMACH  SECRETION 

01081*  01086*  01087*  01088*  01090*  01097* 

01102   01103   01104   01108   01202*  01316* 

01528   01752   01775  ^„.^t 

HORMONAL  TREATMENT  OF  GASTROINTESTINAL  TRACT 

01414   01523 
HORMONE  METABOLISM 

01172 
HORMONES, PANCREAS 

01190   01411 
HYPERCHLORHYDRIA 

01405 
HYPERTENSION  TREATMENT , PORTAL 

01291   01587   01652*  01658   01667   01673 
HYPERTROPHY  .  ,.^ 

01309*  01325   01365   01508   01665 


01280* 
01299 


01280* 
01299 


01108 
01682 


01281 
01300 


01281 
01300 


01202* 


01243 
01608 


01353* 
01392* 


01266 
01651* 


01442 
01397* 


r,rsB!i 

f,  !■  .5JiB 


01132* 
01157 


01411   01528 


01098 
01405 


01134* 
01164 


01101 
01406 


01371 


INTESTINE  CBSTRUCTIUN 

INTESTINE  OBSTRUCTION 
01355*  01366   01367   01368   01378   01479   01707 
01769   01789   C1790 


LARGE 
SMALL 


01429*  01432 
01664   01764 


01628*  01658 


C1535*  01584   01604   01628* 


HYPOCHLOKHYDRIA 

01334 
HYPOTHERMIA 
SEE  ALSO   COOLING  TREATMENT  OF  BLEEDING 

01504*  01510   01586   01593 
HYPOXIA 

01636 

ICTERUS 

SEE   JAUNDICE 
ILEITIS 

01500 
ILEITIS. REGIONAL 

01349* 
ILEOCECAL  VALVE 

01349*  01354* 
ILEOSTOMY 

01804 
ILEUM 
SEE  ALSO   SMALL  INTESTINE 

01005*  01016*  01048*  01068*  01097*  01176*  01362 
01372   01374   01425   01727* 
ILEUS 
SEE  ALSO 
SEE  ALSO 
01240 
01751 
ILEUS. BILIARY 

01710 
IMMUNE  REACTIONS 
SEE  ALSO   MICROORGANISMS 
01021*  01563   01611   01612 
IMMUNOGLOBULINS 
01114   01370 
01629*  01658 
IMMUNOLOGY 
SEE  ALSO   MICROORGANISMS 
01499 
IMMUNOLOGY  IN  CIRRHOSIS 

01552* 
IMMUNOLOGY, AMEBIASIS 

01230   01728* 
IMMUNCLCGY, BILIARY  TRACT 

01657 
IMMUNOLOGY. CANCER 

01304*  01311* 
IMMUNOLOGY.CHOLELITHIASIS 

01535* 
IMMUNCLCGY, DYSENTERY 

01491* 
IMMUNOLOGY, GALL  BLADDER 

01535*  01682 
IMMUNOLOGY. GASTROINTESTINAL 

01021*  01062   01764 
IMMUNOLOGY, HEPATITIS 

01534*  01579 
IMMUNOLOGY. LARGE  INTESTINE 

01453*  01491*  01502 
IMMUNOLOGY. LIVER 

01226   01535*  0154C*  01542*  01552* 
01584   01585   01586 
01651*  01658   01664 
IMMUNOLOGY. PANCREAS 

01504*  01507*  01525 
IMMUNOLOGY. PEPTIC  ULCER 

01304* 
IMMUNOLOGY. RECTUM 

01502 
IMMUNOLOGY. SALMONELLOSIS 

01759 
IMMUNOLOGY. SCHISTOSOMIASIS 

01219* 
IMMUNOLOGY. SHIGELLOSIS 

01783   01784   01785   01795 
IMMUNOLOGY, SMALL  INTESTINE 

01353*  01370   01430* 
IMMUNOLOGY. ULCERATIVE  COLITIS 
01491*  01493*  01494*  01502 
IMMUNCLOGY. VIRAL  HEPATITIS 

01535*  01552*  01626*  01628*  01644 
INFARCTION 
SEE  ALSO   CARDIOVASCULAR  SYSTEM 
01218* 
INFECTIONS. ABDOMEN 
SEE  ALSO   PERITONITIS 
01245   016C7*  01753 
INFILTRATION. CELLULAR 

01032   01424 
INFLAMMATION 

01479   01486 
01778   01804 


01595   01604 
€1732* 


01562 
01611 


01563 
01612 


01578 
01619 


01796   01797 


01433   01469 
01700   01764 
INSTRUMENTS 

01193*  01592 


01492*  01499   01674   01680* 


INSULIN 

01060   01091*  01093*  01098   01122*  01131*  01169   01190 

01202*  01388*  01388*  01403   015C7*  01526   01725*  01775 
INTESTINAL  RESECT lON-INDUCEO  SECONDARY  MALABSORPTION 

01354*  01356*  01361   01371   01372   01373   01374   01426* 

01431 
INTOLERANCE.MILK 

01436   01440   01444   01745 
INTOLERANCE. SUGAR 

01436   01754 
INTRINSIC  FACTOR, STOMACH 

01327 
INTUSSUSCEPTION 

01355*  01386   01512   01779 
ICN  TRANSPORT 

01043*  01045*  01048*  01049*  01057   01065   01124*  01126* 

01154   01165   01186   01342   01572   01656 
IRON  ABSORPTION 

01047*  01048*  01053 
IRON  METABOLISM 

01442 
IRON  METABOLISM. LIVER 

01175 
IRON-DEFICIENCY  ANEMIA 

01047*  01048*  01053   01327   01435 
IRRITABLE  COLON 

01070*  01482 
ISCHEMIA 

01305*  01350*  01377   01446*  01467   01510   01541*  01589 

01724*  01799 


JAUNDICE 

01562 
JAUNDICE 

01196* 

01534* 
JAUNDICE 

01631 
JAUNDICE 

01253 
JAUNDICE 

01597 
JAUNDICE 

01209* 
JAUNDICE 

01168 
JAUNDICE, 

01713 
JAUNDICE, 

01571 
JAUNDICE. 

01537* 
JAUNDICE 

01203* 

01675* 
JAUNDICE. 

01168 
JEJUNUM 
SEE  ALSO 
SEE  ALSO 

01016* 


01616   01668 
DIAGNOSIS 
01203*  01208*  01209*  01213*  01218*  01227 


01545*  01567 
EPIDEMIOLOGY 


01597   01598   01599   01683 


ETIOLOGY 

01505*  01537*  01571 
IN  CHILDREN 

01598 
SYNDROMES 

01545*  01553*  01567 
TREATMENT 

01564   01597   01637 
CIRCULATION  IN 


01597   01598 


01572   01618 
01676* 


DISEASES  ASSOCIATED  WITH 

NECNATAL 

01545*  01548*  01553*  01564   01597 
CBSTRUCTIVE 

01218*  01227   01229   01232   01253 

01709   01713 
iERUM  BILE  PIGMENTS  IN 

01203* 

REGIONAL  ENTERITIS 
SMALL  INTESTINE 
01044*  01048*  01097*  01353*  01386 


01598 
01559 


KERNICTERUS 

01564 
KIDNEY 

01023*  01164   01186   01237   01547*  01582   016S4«  01656 

01805 
KIDNEY  ELECTROLYTE  SECRETION 

01613   01669 
KININS 

01190   01760 
KWASHIORKOR 

01791 


LACTASE 

01182*  01436   01444 
LACTASE  DEFICIENCY 

01163* 
LACTOSE  ABSORPTION 

01436   01440   01444 
LARGE  INTESTINE 
SEE  ALSO   CECUM 


01745 


01745   01754 


01716   01747 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

01475 
LARGE  INTESTINE  ABSORPTION 

01055   01061 


DIARRHEA 

DYSENTERY 

ENTEROCOLITIS 

ILEOCECAL  VALVE 

ILEUS 

INTUSSUSCEPTION 

RECTUM 

SIGMOID 


01252 
01472 


LARGE  INTESTINE  ANGIOGRAPHY 

01263 
LARGE  INTESTINE  ANOMALIES 

Ol'.Se   ClATS 
LARGE  INTESTINE  BIOCHEMISTRY 

01017*  01181* 
LARGE  INTESTINE  BIOPSY 

01265   01758 
LARGE  INTESTINE  CANCER 

01'»*5*  014'49*  Ol'iSl*  C1457 

01490   014S7*  01725*  C1780 
LARGE  INTESTINE  CARCINOGENESIS 

01484 
LARGE  INTESTINE  CIRCULATION 

01450*  01467   01485   01487 
LARGE  INTESTINE  CYSTS 

01468 
LARGE  INTESTINE  DEVELOPMENT 

01475 
LARGE  INTESTINE  OIAGNCSIS 

01070*  01211*  01214*  C1240 

01366   01461   01467   01471 
LARGE  INTESTINE  DISEASES 

01453*  C1462   01804 
LARGE  INTESTINE  DIVERTICULA 

01471   01708 
LARGE  INTESTINE  DIVERTICULITIS 

01461   01471   01486 
LARGE  INTESTINE  ENDOSCOPY 

01070*  01234   01265 
LARGE  INTESTINE  ENZYMES 

01017*  01181* 
LARGE  INTESTINE  FISTULAS 

01471   01478   015C0   C1708 
LARGE  INTESTINE  HISTOLOGY 

01453*  01457   0172S* 
LARGE  INTESTINE  IMMUNOLOGY 

01453*  01491*  01502 
LARGE  INTESTINE  IN  CHILDREN 

01456 
LARGE  INTESTINE  METABOLISM 

oiiai* 

LARGE  INTESTINE  MICROORGANISMS 

01491*  01729*  01776 
LARGE  INTESTINE  MORPHOLOGY 

01293   01467 
LARGE  INTESTINE  MOTILITY 

01070*  01073*  01190   01211*  01447* 
LARGE  INTESTINE  MUCOSA 

01017*  01061   01073*  01079   01181* 
01498   01728*  01738 
LARGE  INTESTINE  NEOPLASMS. BENIGN 

01463   01465 
LARGE  INTESTINE  NEOPL ASMS.MAL  IGNANT 

01448*  01449*  01451*  01497*  01758 
LARGE  INTESTINE  OBSTRUCTION 

01240   01366   01367   01368   01445* 
01751 
LARGE  INTESTINE  PATHOLOGY 

01446*  01450*  01453*  01454*  01467 
01486 
LARGE  INTESTINE  PERFORATION 

01450*  01487   01728*  01763 
LARGE  INTESTINE  POLYPS 

01457 
LARGE  INTESTINE  RADIOLOGY 

01211*  01240   01259   01263 
01471 
LARGE  INTESTINE  SURGERY 

01367   01368   01445*  01447*  01451* 
01466   01471   01474   01478   0148C 
01497*  01532 
LARGE  INTESTINE  TREATMENT 

01367 
LARGE  INTESTINE  ULCERS 

01450* 
LARGE  INTESTINE  VOLVULUS 

01459 
LARGE  INTESTINE. AGE  EFFECTS  ON 

01368 
LARGE  INTESTINE, NERVOUS  CONTROL  OF 

01073* 
LARGE  INTESTINE. TOXIC  EFFECTS  ON 

01493*  01776 
LAXATIVES 

01259 
LEIOMYOMA 

01346 
LEIOMYOSARCOMA 

01332   01360   01479 
LEPROSY 

01558 
LEUCINE  AMINOPEPTIDASE 
01205* 


C1461   01480   01484   01486 


01259   01263   01265 
01473   01476   01486 


01482 

01449*  01472   01492* 


01471  01480   01486 

01472  01473   01476 


01265   01447*  01457   01461 


01458   01459   01465 
01486   01493*  01494* 


01809 


BILIARY  TRACT 

BLOOD  COAGULATION 

CHOLESTASIS 

CIRRHOSIS 

FOLIC  ACID 

HEPATITIS 

PORPHYRIA 

SULFOBROMOPHTHALEIN 


01601   01607*  01728* 


01654* 


01120* 

01131* 

01141* 

C1153 

01164 

01625* 


LIPASE  SECRETION, PANCREAS 

01102   01241 
LIPASE  SECRETION. STOMACH 

01046* 
LIPID  ABSCRPTION 

01037*  01041*  01042*  01046*  01051   01055   01056   01058 
01059   01357*  01371   01372   01373   01374   01426*  01431 
01439   01712   01737 
LIPID  DIGESTION 

01046*  01051   01737 
LIPID  METABOLISM 

01051   01357*  01719 
LIPID  METABOLISM, LIVER 

01121*  01135*  01136*  01138*  01544*  01618   01666   01737 
LIPID  METABOLISM. SMALL  INTESTINE 

01020* 

LIVER 

SEE  ALSC 

SEE  ALSO 

SEE  ALSC 

SEE  ALSC 

SEE  ALSO 

SEE  ALSC 

SEE  ALSC 

SEE  ALSO 

01551* 

LIVER  ABSCESSES 

01230   01491*  01536*  01554*  01570 
LIVER  AMINO  ACID  METABOLISM 

01128*  01134*  01158 
LIVER  AMMCNIA  EXCRETION 

01150*  01171   01547*  01550*  01590 
LIVER  ANGIOGRAPHY 

01224   01248   01253   01781   01805 
LIVER  ANOMALIES 

01545* 
LIVER  BIOCHEMISTRY 

01014*  01017*  01019*  01019*  01026*  C1030   01119* 
01121*  01123*  01124*  01125*  01127*  01128*  01130* 
01132*  01134*  01136*  01137*  01138*  01139*  01140* 
01145*  01146*  01148*  01149*  01150*  01151   01152 
01154   01156   01157   01159   01160   01161   01163 

01165  0U70   01173   01175   01205*  01541*  01555 
01635   01639   01655* 

LIVER  BIOPSY 

01195*  01196*  01206*  01208*  01230   01242 

01536*  01551*  01556   01574   01606*  01674 
LIVER  CALCULI 

01561 
LIVER  CANCER 

01196*  01217*  01218*  01230   01266 

01605   01677*  01725*  01780   01800 
LIVER  CARBOHYDRATE  METABOLISM 

01149*  01163   01537*  01549*  01655* 
LIVER  CARCINOGENESIS 

01569   01624 
LIVER  CHOLESTEROL  METABOLISM 

01125*  01544* 
LIVER  CIRCULATION 

01166  01174   01191   01243   01297 
01541*  01549*  01565   01566   01575 
01595   01596   01605 
01724*  01781 

LIVER  COMA 

01150*  01171 

01588   01589 
LIVER  CYSTS 

01248   01560 
LIVER  DEVELOPMENT 

01029   01130*  01145*  01163 
LIVER  DIAGNOSIS 

01009*  01128*  01200*  012C5*  01206*  01208*  01217* 

01224   01230   01231   01235   01242   01248   01253 

01550*  01551*  01554*  01556   01560   01567   01568 

01595   01599   01613   01615   01617   01623   01772 
LIVER  DIAGNOSIS, RADIOLOGY  IN 

01536* 
LIVER  DISEASE  DIAGNOSIS 

SEE   LIVER  FUNCTION  TESTS 
LIVER  DISEASE  ETIOLOGY 

01175   01535*  01561   01603 
LIVER  DISEASE  TREATMENT 

01150*  01168   01536*  01540*  01541*  01543*  01560 

01573   01575   01582   01601   01603   01613   01622 

01645   01646*  01654* 
LIVER  DISEASES 

01200*  01215*  01235   01551*  01554*  C1560   01570 

01588   01604   01763   01770 
LIVER  DISEASES, BIOCHEMICAL  DIAGNOSIS  OF 

01128*  01205*  01616 
LIVER  DISEASES, BLOOD  COAGULATION  IN 

01549* 
LIVER  DRUG  METABOLISM 

01127*  01148* 


01384 
01781 


01551*  01557   01580 


01509 
01587 
01606*  01652*  01659 


01533* 

01588 

01668 


01805 


01291 
01603 


01540*  01541*  01547*  01575 
01634   01638   01644   01654* 


01573   01599   01607*  01609 


01539* 

01590 

01713 


01582 
01670 


01218* 

01266 

01574 


J*' 


01732* 


01561 
01623 


01572 


01159   01161 
C1205»  01537* 


LIVER  ENZYMES 

0101<j*  01017»  01023»  01026*  01030 
01127*  01128*  01130*  01131*  01132* 
01139*  Cll^C*  Oll'.2»  CllAS*  011^8* 

01155  01156  01157 
01170  01171  01173 
01655* 

LIVER  ENZYMES  IN  CHILDREN 

01639 
LIVER  EXTRACTS 

01156  C1160   01543*  01625* 
LIVER  FIBROSIS 

01599 
LIVER  FUNCTION  TESTS 

0117'!   01195*  01206*  01217*  01221 


01119*  01123*  01125* 
01133*  01134*  01138* 
01151   01152   01154 
01162   01163   01165 
01543*  01594   01635 


01536* 
01575 


01541*  01546*  01549*  0156 
016C1   01620   01621   0165 


01235   01237 

01243 

01244 

01248 

01550*  01552* 

01554* 

C1558 

01567 

01585   01587 

01591 

01595 

C16C0 

01615   01616 

01619 

01621 

01627* 

01661   01666 

01668 

01761 

01762 

LIVER  GLYCOGEN 

01149* 

LIVER  HISTOLOGY 

01013*  01144* 

01152 

01206* 

012C8* 

01534*  01547* 

01551* 

C1555 

01563 

01732*  01805 

LIVER  IMMUNOLOGY 

01226   01535* 

01540* 

01542* 

01552* 

01584   01585 

01586 

01595 

01604 

01651*  01658 

01664 

01732* 

01225  01226  01231 
01503*  01542*  01544* 
01577  01578  01582 
01603  01605  01614 
01630*  01643  01644 
01781 


01230   01243   01266 
01569   01608   01651* 


01583 


01557 
01617 


01581 
01619 


01055 
01168 
01591 


01124*  01130* 
01172   01174 
C1621 


0120C*  015S0   01613   01674 


01560   01568   01599 


LIVER  IN  CHILDREN 

01009*  01548*  01576 
LIVER  INJURIES 

01120*  01235   01266 

01612      01613      01615 
LIVER    INJURIEStANESTHETlCS    IN 

01165 
LIVER    INJURIES, ANTIBIOTICS    IN 

01167      01562 
LIVER    INJURIES, CONTRACEPTIVE    DRUGS    IN 

0X610 
LIVER    INJURIES, ORUG-INCUCED 

01534*  01578   01609   01614   01616 
LIVER  IRON  METABOLISM 

01175 
LIVER  LIPID  METABOLISM 

01121*  01135*  01136*  01138*  01544* 
LIVER  MAGNESIUM  METABOLISM 

01662 
LIVER  METABOLISM 

01019*  01029 

01160   01165 

01543*  01587 
LIVER  MICROORGANISMS 

01536*  01556   01607* 
LIVER  MORPHOLOGY 

01009*  01030 
LIVER  NEOPLASMS 

01137*  01224 
LIVER  NEOPLASMS, MALIGNANT 

01580   01583   01605 
LIVER  NUCLEIC  ACID  METABOLISM 

01118*  01123*  01137*  01151 

01555   01655* 
LIVER  NUCLEIC  ACIDS 

01144* 
LIVER  PATHOLOGY 

01242   01533*  01541*  01551*  01560 

01583   01606*  01616   01624 
LIVER  PERFUSION 

01128*  01146*  01149*  01174 

01593   01594 
LIVER  PHOSPHOLIPID  METABOLISM 

01154 
LIVER  PROTEIN  METABOLISM 

01038*  01120*  01122*  01127*  01132* 

01144*  01151   01153   C1170   01538* 

01648* 
LIVER  RADIOLOGY 
SEE  ALSO   LIVER  DIAGNOSIS 

01195*  01200*  01224 
LIVER  REGENERATION 

01013*  01032   01118*  01123*  01132* 

01157   01161   01162   01166   01167 
LIVER  RUPTURE 

01557 
LIVER  SERUM  ENZYMES 
SEE  ALSO   ALKALINE  PHOSPHATASE 

01195*  01206*  012C9*  01218*  01221 

01539*  0155C*  01552*  01558   01567 

01627*  01630*  01643 
LIVER  STEROID  METABOLISM 

01559   01639 


01562 
01611 


01595 
01624 


01623 


01563 
01612 


01578 
01619 


01606*  01611 
01805 


01618   01666   01737 


01142*  01146*  01147* 
01217*  01266   01541* 


01156   01157   01159   01162 


01574   01576   01580 
01652*  01724*  01781 


01540*  01575   01586   01592 


01133*  01135*  01139* 
01555   01602   01619 


C1248   01253   01574   01595 


01137*  01142*  01156 
01624   01674 


01225   01247   01536* 
01606*  01615   01619 


01575   01584   01585   01586   0159 


01621 

01032 

01551* 

01655* 


01144*  01154   01155   C115 
01572   01574   01583   0160 


017C0   01768 
01761 


01143*  01147*  01148*  0114 
01577   01578   01609   0161 


01622   01625*  01630*  01637   0164 


01611 
01768 


01579 


01674 


01218* 

01612 

01772 


01129*  01131*  01132*  0113' 
01147*  01155  01157  0116' 
01514 


01226   01534*  01541*  0160. 
01613   01615   01616   0161' 


LIVER  SURGERY 

01013*  01162   01266 

01565   01568   01573 

01678* 
LIVER  TRACE  ELEMENT  METABOLISM 

01662 
LIVER  TRANSPLANTATION 

01166   01549*  01565 

01593   01594   01595 
LIVER  TRAUMA 

01246   01576   01620 
LIVER  ULTRASTRUCTURE 

01014*  01026*  01030 

01158   01159   01161 

01608   01625*  01635 
LIVER  UREA  METABOLISM 

01145*  01150* 
LIVER, AGE  EFFECTS  ON 

01019*  01029   01130*  01135* 
LIVER, ALCOHOL  EFFECTS  ON 

01121*  01164   01618   01648* 
LIVER, AMEBIASIS  EFFECTS  ON 

01230   01554*  01601   01728* 
LIVER, DRUG  EFFECTS  ON 

01127*  01133*  01134*  01140* 

01151   01155   01170   01542* 

01627*  01651*  01662 
LIVER, DRUG  TREATMENT  OF 

01554*  01560   01601 

01657 
LIVER, FATTY 

01543*  01576   01618 
LIVER, HORMONAL  CONTROL  OF 

01117*  01122*  01125*  01128* 

01136*  01139*  01140*  01141* 

01168   01170   01175   01610 
LIVER, NERVOUS  CONTROL  OF 

01013* 
LIVER, TOXIC  EFFECTS  ON 

01121*  01167   01173 

01608   01609 

01624   01700 
LUPOID  HEPATITIS 

01562   01563 
LYMPH 

01021*  01453* 
LYMPH  CIRCULATION 

01428*  01652* 
LYf-PH  NODES 

01384   01569 
LYMPH  NODES, MESENTERY 

01015*  01357* 
LYMPHANGIECTASIS 

01431 
LYMPHOGRAPHY 

01428* 
LYMPHOMA 

01725*  01758 
LYMPHOSARCOMA 

01323   01332   01758 


MACROGLOBULINEMIA 

01429* 
MAGNESIUM 

01096* 
MAGNESIUM  MET ABOL ISM.L IVER 

01662 
MALABSORPTION 
SEE  ALSO   SMALL  INTESTINE 

01062   01425   01432   01436   01437   01440   01444   0150 

01760   01762 
MALABSORPTION  DIAGNOSIS 

01197*  01215*  01229   01434   01443   01803 
MALABSORPTION  DIAGNOSIS, D  XYLOSE  IN 

01215* 
MALABSORPTION  ETIOLOGY 

01183*  01426*  01428*  01430*  01434   01443   01745 
MALABSORPTION  IN  CHILDREN 

01433   01435   01441   01548*  01754   01803 
MALABSORPTION  TREATMENT 

01443   01803 
MALABSORPTION  TREATMENT, DIETARY 

01426*  01430*  01431   01745 
MALABSORPTION,  BLIND  LOOP-INDUCED  SECONDARY 

01037*  01439 
MALABSORPTICN, DISEASES  ASSOCIATED  WITH 

01379 
MALABSORPTION, GASTRECTOMY- INDUCED 

01313*  01318*  01398* 
MALABSORPTION, INTESTINAL  RESECTION- INDUCED  SECONDARY 

01354*  01356*  01361   01371   01372   01373   01374   0I«2( 

01431 
MALABSORPTION, PARASITIC  DI SEASE- INDUCED  SECONDARY 

01351*  01808 


&LABSOBPT ION, PRIMARY 

01183*  01215*  01427*  01<.29»  01430*  01<.41 
ALABSORPT ION, SECOND ARV 

01*35 
ALIGNANT  BILIARY  TRACT  NEOPLASMS 

01678*  01699 
ALIGNANT  ESOPHAGUS  NEOPLASMS 

01279*  012S2 
ALIGNANT  GASTROINTESTINAL  NEOPLASMS 

01725*  C1800 
ALIGNANT  LARGE  INTESTINE  NEOPLASMS 

Ol^-iB*  01'«49*  01451*  01497*  01758 
ALIGNANT  LIVER  NEOPLASMS 

01580   01583   01605 
ALIGNANT  PANCREAS  NEOPLASMS 

01509   01774 
ALIGNANT  RECTUM  NEOPLASMS 

01497* 
ALIGNANT  SMALL  INTESTINE  NEOPLASMS 

01199*  01360   01364   01380   01384 
ALIGNANT  STOMACH  NEOPLASMS 

01312*  01321*  01323   01324 
ALNUTRITIQN 

01444   01755 


01443 


01758 


01332   01402 


018C9 


012C1*  01237 
01471   01566 


01244 
01717 


01382   01479   01811   01813 


01605   01724*  01799 


01438   01440 
ARKER  STUDIES 
01012*  01052 
01308*  01437 
lECKELS  DIVERTICULUM 

01258   C1360   01362 
lEGACOLON 

01293   01456   01804 
lELENA 

01762 
lENETRIERS  DISEASE 

01325 
lESENTERY  CIRCULATION 

01377   01467   01483 
lESENTERY  DEVELOPMENT 

01015* 
lESENTERY  DISEASES 

01479 
lESENTERY  HISTOLOGY 

01015* 
MESENTERY  LYMPH  NODES 

01015*  01357* 
lESENTERY  SURGERY 

01751 
lESENTERY  VASCULAR  DISEASES 

01355*  01799 
METABOLIC  CHANGES  IN  CIRRHOSIS 
01047*  01206*  01559   01590 
01655*  01664   01674 
1ETAB0LIC  CHANGES  IN  HEPATITIS 

01206*  01538*  01648* 
METABOLIC  CHANGES  IN  ULCERATIVE  COLITIS 

01449* 
HETABOLIC  CHANGES, GASTRECTOMY-INOUCEO 

01313*  01318* 
METABOLIC  EFFECTS  OF  MICROORGANISMS 

01185*  01439   01603   01624   01731*  01795 
METABOLIC  TOXINS  OF  MICROORGANISMS 

01749   01762   01793   01794   01796 
METABOLISM  IN  CIRRHOS IS, ELECTROLYTE 

01654*  01662   01663   01669 
METABOLISM  IN  CIRRHOS IS, HATER 

01650* 
METABOLISM, AMINO  ACID 

Ollll*  01133*  01144*  C115C*  01159 
01741   01803 
METABOLISM, BILE 

01065 
METABOLISM, BILE  ACID 

01439 
METABCL ISM, CARBOHYDRATE 

01040*  01180*  01181*  01523 
METABOLISM,  ELECTROLYTE 
01126*  01141*  01186 
METABOLISM, HORMONE 

01172 
METABOLISM, IRON 

01442 
MET ABOLISH, LIPID 

01051   01357*  01719 
METABOLISM, NUCLEIC  ACID 

01007* 
METABOLISM, PHOSPHOLIPID 

01112*  61719 
METABOLISM, PROTEIN 

01023*  01169   01426*  01427*  01741 
MET ABOLISH, STEROID 

01176*  01184 
METABOLISM, SULFUR 
01089* 


01263   01265   01271 


01647*  01648*  01649*  01654* 


01169   01589   01647* 


01614   01627*  01725*  01741 


01326   01367   01656   01776 


01809 


01454*  01455 
01784   01785 


01474 
01793 


METABOLISM, TRACE  ELEMENT  AND  MINERAL 

01047*  01267   01338 
METABCLISK, VITAMIN 

01066 
METABOLITES, URINARY  BILE 

01711 
METASTATIC  CANCER 

01195*  01224   01282   01369   01384   01448*  01480   01503* 
01566   01569   01605   01609   01735* 
MICROORGANISMS 
SEE  ALSO   GNOTOBIOSIS 
SEE  ALSO   SALMONELLOSIS 
SEE  ALSO   SHIGELLOSIS 
01661 
MICRCORGAMSMS  IN  HEPATITIS 

01641 
MICRCORGAMSMS  IN  ULCERATIVE  COLITIS 

01491* 
MICROORGANISMS. ABDOMEN 

01778 
MICROORGANISMS, BILE 

01620 
MICROORGANISMS, BILIARY  TRACT 

01556 
MICRCORGAMSMS,  GASTROINTESTINAL 

01185*  01216*  01349*  01432   01439 
01731*  01750   01762   01765   01783 
01794   01795   01796   01797   01801 
MICRCORGAMSMS, LARGE  INTESTINE 

01491*  01729*  01776 
MICROORGANISMS, LIVER 

01536*  01556   01607* 
MICROORGANISMS, METABOLIC  EFFECTS  OF 

01185*  01439   01603   01624   01731*  01795 
MICROORGANISMS, METABOLIC  TOXINS  OF 

01749   01762   01793   01794   01796 
MICROORGANISMS, SMALL  INTESTINE 

01729*  01776 
MILK  INTOLERANCE 

01436   01440   01444   01745 
MINERAL  ABSORPTION 

SEE   TRACE  ELEMENT  AND  MINERAL  ABSORPTION 
MINERAL  ABSORPTION, TRACE  ELEMENT  AND 

01047* 
MINERAL  METABOLISM, TRACE  ELEMENT  AND 

01047*  01267   01338 
MOROUIOS  CISEASE 

01574 
MOTILITY  MEASUREMENT  TECHNIQUES 

01072*  01077   01198*  01201*  01238 
MOTILITY  PRESSURE  STUDIES 
SEE  ALSO   BILIARY  TRACT  MOTILITY 
ESOPHAGUS  MOTILITY 
GALLBLADDER  MOTILITY 
GASTROINTESTINAL  MOTILITY 
LARGE  INTESTINE  MOTILITY 
SMALL  INTESTINE  MOTILITY 
STOMACH  MOTILITY 
01069*  01070*  01201*  01214*  01239 
MOTILITY, BILIARY  TRACT 
01071*  01239   01577 
MOTILITY, DRUG  EFFECTS  ON 

01072*  01210*  01211*  01269 
MOTILITY,  (XJODENUM 

01210* 
MOTILITY, ESOPHAGUS 

01067*  01069*  01074*  01261 
MOTILITY, GALLBLADDER 

01065   01071*  01682   01700 
MOTILITY, GASTROINTESTINAL 

01027   01057   01075*  01076 
01314*  01337 
MOTILITY, HORMONAL  CONTROL  OF 

01071*  01190   01316* 
MOTILITY, LARGE  INTESTINE 

01070*  01073*  01190   01211*  01447*  01482 
MOTILITY, RECTUM 

01214* 
MOTILITY, SMALL  INTESTINE 

01068*  01190   01210*  01354*  01381 
MOTILITY, STOMACH 

01059   01072*  01083*  01190   01201*  01210*  01238   01255 
01316*  01334   01421 
MUCOSA, DUCOENUH 

01008*  01024*  01178* 
MUCOSA. ESOPHAGUS 

01270   01275*  01298 
MUCOSA, GALL  BLADDER 

01006*  01710 
MUCOSA. GASTROINTESTINAL 
01018*  01021*  01034 
01786   01810 
MUCOSA, LARGE  INTESTINE 

01017*  01061   01073*  01079 
01498   01728*  01738 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


01482   01577 


01299 


01705 

01077   01083*  01187   01198* 


J*' 


01052   01057   01723*  01726*  01730* 


01181*  01449*  01472   01492* 


^^^^H 

^■^^^ 

MUCOSA. RECTUM 

NERVOUS  CONTROL  OF  GASTROINTESTINAL  TRACT 

Ol^'ig*  01'i52»  01470 

01018*  01083*  01421 

MUCOSA, SMALL  INTESTINE 

NERVOUS  CONTROL  OF  LARGE  INTESTINE 

01005»  01007*  01012*  01020* 

01022* 

01023*  01024*  01028 

01073* 

01039*  OICS*  01058   C1060 

U1062 

01063   01079   01177* 

NERVOUS  CONTROL  OF  LIVER 

01179*  01180*  01182*  01183* 

01328 

01350*  01353*  01362 

01013* 

01370   01375   C1428*  01429* 

01438 

01440   01442   01468 

NERVOUS  CCNTROL  OF  PANCREAS 

01738 

01520   01524   01530 

MUCOSA. STOMACH 

NERVOUS  CONTROL  OF  SALIVARY  GLANDS 

010C7*  01010*  01045*  01046* 

01084* 

01085*  01086*  01089* 

01078* 

01095*  01100   01106   01201* 

01270 

01304*  01305*  01306* 

NERVOUS  CCNTROL  OF  SHALL  INTESTINE 

01307*  013C9*  01315*  01316* 

01325 

01327   01333   01342 

01024*  01776 

01389*  C1390*  014C5   C1416 

01686 

01760 

NERVCUS  CCNTROL  OF  STOMACH 

MUCOSAL  INJURIES. STOMACH 

01072*  01316*  01344   01417 

01105   01348   01397* 

NERVOUS  CONTROL  OF  STOMACH  SECRETION 

MUCOVISCIDOSIS 

01083*  01097*  01100   01103 

01104 

01294 

01406 

01410 

01233   01753 

NERVOUS  SYSTEM. AUTONOMIC 

MUCUS 

01013*  01024*  01067*  01126* 

01283 

01314* 

01530 

01095*  01105   01757 

NERVOUS  SYSTEM, CENTRAL 

MUCUS  SECRETION. STOMACH 

01150*  01379   01406   01495* 

01496* 

01519 

01547* 

01564 

01086* 

01670   01768   01809 

MUSCLE  PHARMACOLOGY. SMOOTH 

NEUROHUMORAL  AGENTS 

01068*  01075*  01482 

01018*  01027   01076   01174 

01202* 

01682 

MUSCLE  PHySIOLOGV. SMOOTH 

NEUROMUSCULAR  DISEASES 

01075* 

01261 

NONSPECIFIC  SMALL  INTESTINE  ULCERS 

NECROSIS 

01258   01350*  01382 

01528   01563   01613   01624 

01674 

01710 

NONSPECIFIC  ULCERS 

NECROTICANS.ENTERCQLITIS 

01450* 

01454* 

NONSPECIFIC  ULCERS, SIMPLE 

NECROTICANS. ENTEROCOLITIS 

SEE   NONSPECIFIC  ULCERS 

01423*  01454*  01727* 

NOREPINEPHRINE 

NEONATAL  JAUNDICE 

01174 

01537*  01545*  01548*  01553* 

01564 

01597   01598 

NUCLEIC  ACID  METABOLISM 

NEOPLASMS. ABDOMEN 

01007* 

01268 

NUCLEIC  ACID  METABOL ISM,L I VER 

NEOPLASMS. ANUS 

01118*  01123*  01137*  01151 

01156 

01157 

01159 

01162 

01488 

01555   01655* 

NEOPLASMS. BENIGN  GALLBLADDER 

NUCLEIC  ACIDS, LIVER 

01463 

01144* 

NEOPLASMS. BENIGN  GASTROINTESTINAL 

NUTRITION 

01463 

SEE  ALSO   ANOREXIA  NERVOSA 

NEOPLASMS. BENIGN  LARGE  INTESTINE 

SEE  ALSO   KWASHIORKOR 

01463   01465 

SEE  ALSO   MALABSORPTION 

NEOPLASMS. BENIGN  PANCREAS 

SEE  ALSO   OBESITY 

01515 

01022*  01033   01049*  01051 

01427* 

01646* 

01674 

01743 

NEOPLASMS. BENIGN  RECTUM 

01744   01771 

01463   01465 

NEOPLASMS, BENIGN  SMALL  INTESTINE 

CBDURATOR  HERNIA 

01199*  01484 

01746 

NEOPLASMS. BENIGN  STOMACH 

OBESITY 

01346 

01356* 

NEOPLASMS. BILIARY  TRACT 

OBSTRUCT ICN, BILIARY  TRACT 

01232   01560   01697 

01205*  01208*  01209*  01213* 

01227 

01232 

01243 

01533* 

NEOPLASMS. DUODENUM 

01536*  01539*  01560   01570 

01585 

01595 

01596 

01599   1 

01384 

01706   01713   01718 

*"        1 

NEOPLASMS. ESOPHAGUS 

OBSTRUCT  I  ON, DUODENUM 

01300 

01363 

NEOPLASMS. GASTROINTESTINAL 

OBSTRUCT  I CN, ESOPHAGUS 

01478   01735*  01736* 

01333 

NEOPLASMS, LIVER 

OBSTRUCT  I CN , GASTRO INTEST IN AL 

01137*  01224   01560   01568 

01599 

01425   01467   01505*  01512 

01710 

01746 

01753 

01754 

NEOPLASMS. MALIGNANT  BILIARY  TRACT 

01756   01770   01789   01790 

01811 

01678*  01699 

OBSTRUCTION, LARGE  INTESTINE 

NEOPLASMS. MALIGNANT  ESOPhAGUS 

01240   01366   01367   01368 

01445* 

01471 

01480 

01486 

01279*  01292 

01751 

NEOPLASMS. MALIGNANT  GASTROINTESTINAL 

OBSTRUCT ICN, PANCREAS 

01725*  01800 

01229   01528 

NEOPLASMS. MALIGNANT  LARGE  INTESTINE 

C6STRUCTICN, PYLORIC 

01448*  01449*  01451*  01497* 

01758 

01072*  01310*  01322   01326 

01341 

01365 

01424 

01512 

NEOPLASMS. MALIGNANT  LIVER 

OBSTRUCTION, SHALL  INTESTINE 

01580   01583   O1605 

01240   01258   01309*  01322 

01347 

01350* 

01355* 

01358 

NEOPLASMS. MALIGNANT  PANCREAS 

01362   01363   01366   01367 

01368 

01378 

01425 

01468 

01509   01774 

01511   01532   01707   01751 

01763 

01769 

NEOPLASMS. MALIGNANT  RECTUM 

OBSTRUCT ICN, STOMACH 

01497* 

01287 

NEOPLASMS. MALIGNANT  SMALL  INTESTINE 

OBSTRUCTIVE  JAUNDICE 

01199*  01360   01364   01380 

01384 

01758 

01203*  01218*  01227   01229 

01232 

01253 

01559 

01637  1 

NEOPLASMS. MALIGNANT  STOMACH 

01675*  01709   01713 

01312*  01321*  01323   01324 

01332 

01402 

ODD!. SPHINCTER  OF 

NEOPLASMS. PANCREAS 

SEE  ALSO   BILIARY  TRACT 

01742   01752   01766   01775 

01515   01681*  01690   01695 

01700 

01718 

NEOPLASMS. RECTUM 

OMENTUM 

01488 

01659 

NEOPLASMS. SMALL  INTESTINE 

OXYGEN 

01258   01369   01382   01429* 

01510   0I5S5   01593   01594 

01636 

01638 

NEOPLASMS. STOMACH 

01216*  01336 

PAIN, ABDOMEN 

NERVOUS  CONTROL  OF  BILIARY  TRACT 

01232   01359   01382   01386 

01512 

01515 

01736* 

01756 

01126* 

01770   01778   01779   01811 

NERVOUS  CONTROL  OF  ESOPHAGUS 

PANCREAS  ABSCESSES 

01067*  01069*  01273*  01283 

01527 

NERVOUS  CONTROL  OF  GALLBLADDER 

PANCREAS  AMYLASE  SECRETION 

01682 

01111*  01113*  01143* 

01116   01188   01229   01526   01581 

C15C3*  01505*  01509   01514   01676* 
C1780   C1800 


01241   01257   01503*  01506*  01512 


01532   C1770 


>ANCRE/1S  ANOMALIES 

01505*  01511   01512 
'ANCREAS  BICARBONATE  SECRETION 

01087*  01109*  OlAll 
>ANCREAS  BIOCHEMISTRY 

01111*  01112*  01115 
>ANCREAS  CANCER 

01209*  01229   01257 
01677*  01725*  01774 
>ANCREAS  CHYMOTRYPSIN  SECRETION 

01111* 
>ANCREAS  CIRCULATION 

01518   01522   01530 
9ANCREAS  CYSTS 

01246   01506* 
>ANCREAS  DEVELOPMENT 

01512 
PANCREAS  DIAGNOSIS 

01220   01229   01233 
01752   01772 
PANCREAS  DISEASES 

01506*  01508   01512 
PANCREAS  DISEASES, BIOCHEMICAL  DIAGNOSIS  OF 

01229   01241 
PANCREAS  DUCTS 

0152B   01718 
PANCREAS  ENZYME  SECRETION 

01581 
PANCREAS  ENZYMES 

01046*  01059   01111*  01114   01115   01116 
01229   01438   01469   01516*  01775 
PANCREAS  FISTULAS 

01527 
PANCREAS  HISTOLOGY 

01508 
PANCREAS  HORMONES 

01190   01411 
PANCREAS  IMMUNOLOGY 

01504*  01507*  01525 
PANCREAS  IN  CHILDREN 

01511 
PANCREAS  INJURIES 

01359   01513 
PANCREAS  LIPASE  SECRETION 

01102   01241 
PANCREAS  METABOLISM 

01111*  01112*  01115 
PANCREAS  MORPHOLOGY 

OlOU*  01115   01190 
PANCREAS  NEOPLASMS 

01742   01752   01766 
PANCREAS  NEOPLASMS, BENIGN 

01515 
PANCREAS  NEOPLASMS, MALIGNANT 

01509   01774 
PANCREAS  OBSTRUCTION 

01229   01528 
PANCREAS  PATHOLOGY 

01507*  01581   01724* 
PANCREAS  PHOSPHOLIPASE  A  SECRETION 

01516* 
PANCREAS  PROTEASE  SECRETION 

01438   01508 
PANCREAS  PROTEIN  SECRETION 

01087*  01113*  01143* 
PANCREAS  RADIOLOGY 

01257 
PANCREAS  SECRETION 

01109*  OHIO*  01113*  01114 
01229   01469   01507*  01528 
PANCREAS  SURGERY 

01220   01503*  01504*  015C5*  01506*  01507*  01512 
01526   01532   01699   01752   01767 
PANCREAS  TRANSPLANTATION 

01504*  01507*  01510 
PANCREAS  TRAUMA 

01513 
PANCREAS  TREATMENT 

01503*  01506* 
PANCREAS  ULTRASTRUCTURE 

01011*  01115 
PANCREAS. AGE  EFFECTS  ON 

OlOU* 
PANCREAS, ALCOHOL  EFFECTS  ON 

01528 
PANCREAS, DRUG  EFFECTS  ON 

01113*  01143* 
PANCREAS. DRUG  TREATMENT  OF 

01522   01523   01524 
PANCREAS, HORMONAL  CONTROL  OF 

01087*  01102   01109*  OHIO*  01115 
PANCREAS, NERVOUS  CONTROL  OF 
01520   01524   01530 


01168   01220 


01531 


C1775 


01115   01116   01143*  01220 


01505*  01677* 


01527 


01525   01528   01530   01706   01724* 


01529 


01524      01527      01771 

01522      01523      01524      01525      01527 


01525      01526      01602 


01109*    OHIO*    01115      01187      01528 


01756      01808 


01761   01787   01791   01802 


01411   01528 


PANCREAS. TOXIC  EFFECTS  ON 

01112*  01772 
PANCREATITIS 

01209*  01287   01347   01473 
PANCREATITIS  COMPLICATIONS 

01527 
PANCREATITIS  DIAGNOSIS 

01229      01257      01516*    01519 
PANCREATITIS    ETIOLOGY 

01516*  01517*  01521 
PANCREATITIS  PATHOLOGY 
01516*  01527   01528 
PANCREATITIS  SURGERY 

01520 
PANCREATITIS  TREATMENT 
01520   01522   01523 
PANCREATITIS. ACUTE 

01516*  01518   01521 

01529   01531   01532 

PANCREATITIS. ALCOHOLIC 

01112*  01517*  01528 

PANCREATITIS. CHRONIC 

01257   01402   01517*  01520 
PANCREATITIS, CIRCULATION  IN 

01529   01530   01531 
PANCREATITIS. DISEASES  ASSOCIATED  WITH 

01115   01378   01506*  01517*  01529 
PANCREATITIS. EXPERIMENTAL 

01112*  01518 
PANCREATITIS, HEMORRHAGIC 

01527   01530 
PANCREOZYPIN 

01011*  01088*  01102 
PANETH  CELLS 

01178* 
PARABIOSIS 

01732* 
PARACENTESIS, ABDOMEN 

SEE   ABOCMEN  DIAGNOSIS 
PARASITIC  DISEASE  DIAGNOSIS 

01219*  01230   01248   01264   01755 
PARASITIC  DISEASE  EPIDEMIOLOGY 

01264   01748   01791   01808 
PARASITIC  DISEASE  PATHOLOGY 

01351*  01808 
PARASITIC  DISEASE  TREATMENT 
01573   01622   01755   01756 
01808 
PARASITIC  DISEASE-INDUCED  SECONDARY  MALABSORPTION 

01351*  01808 
PARASITIC  DISEASES 

01183*  01382   01560   01570   01763   01764   01770 
PARASITIC  DISEASES  IN  CHILDREN 

01748   01791   01808 
PARASITIC  DISEASES. DISEASES  ASSOCIATED  WITH 

01607* 
PARATHYROID  GLANDS 

01090*  01411   01517* 
PARATYPHOID  FEVER 
SEE  ALSO   SALMONELLOSIS 
01759 
PAVLOV  POUCH  STUDIES 

OlOBO*  01091* 
PENTAGASTRIN 

01088*  01103   01108   01316*  01760 
PEPSIN 

01189 
PEPSIN  SECRETION. STOMACH 

01080*  01086*  01088*  01327 
PEPTIC  ULCER  COMPLICATIONS 

01297   01319*  01378   01394*  01396*  01399*  01407 

01413   01414   01419   01478   01730*  01733*  01782 

PEPTIC  ULCER  DIAGNOSIS 

01193*  01194*  01198*  01202*  01216*  01249 
01308*  01400   01412   01414   01420 
PEPTIC  ULCER  DIAGNOSIS. RADIOLOGY  IN 

01251   01422 
PEPTIC  ULCER  EPIDEMIOLOGY 

01304*  01387*  01410 
PEPTIC  ULCER  ETIOLOGY 

01089*  01090*  01305*  01319*  01336 
01389*  01390*  01392*  01397*  01400 
01411   01414   01415   01416   01420 
01766   01774 
PEPTIC  ULCER  IMMUNOLOGY 

01304* 
PEPTIC   ULCER    PATHOLOGY 

01406   01414   01416   01422 
PEPTIC  ULCER  PERFORATION 

01230   01396*  01408   01414 
PEPTIC  ULCER  SURGERY 

01069*  01255  01308*  01317*  01339 
01396*  01398*  01399*  01402  01403 
01417   01419   01420   01421   01422 


.;-' 

,.•-, 


01408 


01262   01276* 


01387*  01388*  01388* 
01401   01406   01410 
01724*  01742   01752 


uJ* 


01419   01473 


01340 
01404 
01767 


01368*  01388* 
01408   01414 


IB 

HI 

m 

^B 
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PEPTIC  ULCER  TREATMENT 

POUCH  STUDIES, PAVLOV 

01280*  OlS-tO 

01389* 

01391* 

01393* 

01394* 

01395* 

01400 

01080* 

01091* 

01401   01402 

01406 

01408 

01409 

01412 

01414 

01418 

PREGNANCY 

01419   01420 

01421 

01066 

01458   01479 

01571 

01580 

C1610 

01683 

PEPTIC  ULCERS 

PRESSURE 

STUDIES, MOTILITY 

01287   01340 

01505* 

01512 

SEE  ALSO 

BILIARY  TRACT  MOTILITY 

PEPTIC  ULCERS  IN 

CHILDREN 

SEE  ALSO 

ESOPHAGUS  MOTILITY 

01322   01415 

01778 

01811 

SEE  ALSO 

GALLBLADDER  MOTILITY 

PEPTIC  ULCERS, eCEEDING 

SEE  ALSO 

GASTROINTESTINAL  MOTILITY 

01297   014C7 

01413 

01627* 

01730* 

01782 

SEE  ALSO 

LARGE  INTESTINE  MOTILITY 

PEPTIC  ULCERS, DISEASES 

ASSOCIATED  WITH 

SEE  ALSO 

SMALL  INTESTINE  MOTILITY 

01090*  01321* 

01394* 

01411 

SEE  ALSO 

STOMACH  MOTILITY 

PERISTALSIS 

01069* 

01070*  01201* 

01214* 

01239 

01057   01074* 

01211* 

01261 

01381 

01383 

PRIMARY  MALABSORPTION 

PERITONEAL  ENDOSCOPY 

01183* 

01215*  01427* 

01429* 

01430* 

01441 

01443 

01196* 

PROLAPSE 

PERITONEUM 

01333 

01481 

01271   01481 

01806 

PROSTHESIS, ESOPHAGUS 

PERITONEUM  DIAGNOSIS 

01303 

01245 

PROTEASE 

PERITONEUM  RADIOLOGY 

01188 

SEE  ALSO   PERITONEUM  DIAGNOSIS 

PROTEASE 

SECRET  ION, PANCREAS 

01245 

01438 

01508 

PERITONITIS 

PRCTEIN  ABSORPTION 

01215*  01350* 

01466 

01536* 

01555 

01607* 

01661 

01788 

01062 

01438 

01807 

PROTEIN  DIGESTION 

PERITONITIS  TREATMENT 

01188 

01189   01275* 

01508 

01245   01753 

01812 

PROTEIN  METABOLISM 

PERITONITIS, EXPERIMENTAL 

01023* 

01169   01426* 

01427* 

01741 

01812 

PRCTEIN  METABOLISM, LIVER 

PERNICIOUS  ANEMIA 

01038* 

01120*  01122* 

01127* 

01132* 

01133* 

01135* 

01139' 

01054 

01144* 

01151   01153 

01170 

01538* 

01555 

01602 

01619 

PERSONALITY  FACTORS 

01648* 

01388*  01388* 

PROTEIN  SECRET  ION, PANCREAS 

PERSORPTION 

01087* 

01113*  01143* 

01036* 

PROTEIN  SYNTHESIS 

PEUTZ-JEGHERS  SYNDROME 

01022* 

01111*  01120* 

01122* 

01127* 

01139* 

01144* 

OllSl 

01359   01457 

01153 

01158   01169 

01170 

01179* 

01427* 

01538* 

0164e> 

PHOSPHATASE, ACID 

PRCTEIN-LCSING  ENTEROPATHY 

01161   01655* 

01427* 

01432   01435 

PHOSPHATASE, ALKALINE 

PROTEINS, 

PLASMA 

01008*  01017* 

01119* 

01205* 

012C9* 

01247 

01313* 

01558 

01120* 

01146*  01153 

01338 

01427* 

01429* 

01432 

01494' 

PHOSPHOLIPASE  A  SECRETION, PANCREAS 

01535* 

01550*  01552* 

01564 

01606* 

01615 

01619 

01644 

01516* 

01648* 

01649*  01652* 

01664 

01764 

PHOSPHOLIPID  METABOLISM 

PSYCHOLOGICAL  FACTORS 

01112*  01719 

01388* 

01388*  01415 

01418 

01495* 

01496* 

01564 

PHOSPHOLIPID  METABOLISM 

,LIVER 

PSYCHOLOGICAL  STUDIES 

01154 

SEE   PEPTIC  ULCERS 

PHOSPHOLIPIDS 

SEE   ULCERATIVE  COLITIS 

01714 

PYLORIC  AKTRUM 

PHOSPHORUS  ABSORPTION 

01072* 

OllOO   01117* 

01193* 

01198* 

01309* 

01313* 

PYLORIC  BAND 

PITUITARY  GLAND 

01341 

01086*  01132* 

01134* 

01139* 

01191 

01289 

PYLORIC  OBSTRUCTION 

PLASMA  PROTEINS 

01072* 

01310*  01322 

01326 

01341 

01365 

01424 

01512 

0H20*  01146* 

01153 

C1338 

C1427* 

01429* 

01432 

01494* 

PYLOROPLASTY 

01535*  0155C* 

01552* 

01564 

01606* 

01615 

01619 

01644 

01287 

01294   01308* 

01310* 

01316* 

01391* 

01396* 

01398' 

01648*  01649* 

01652* 

01664 

01764 

01403 

01404   01417 

01419 

01422 

01752 

01760 

01811 

PLATELETS 

01740 

RADIATION 

iTOXIC  EFFECTS 

OF 

POLYPOSIS 

SEE  ALSO 

TOXIC  EFFECTS  ON  ABSORPTION 

01484 

SEE  ALSO 

TOXIC  EFFECTS  ON  GASTROINTESTINAL 

TRACT 

P0LYPOSIS,RECT0COLONIC 

SEE  ALSO 

TOXIC  EFFECTS  ON  LARGE  INTESTINE 

01457 

SEE  ALSO 

TOXIC  EFFECTS  ON  LIVER 

POLYPS 

SEE  ALSO 

TOXIC  EFFECTS  ON  PANCREAS 

SEE   PEUTZ-JEGHERS  SYNDROME 

SEE  ALSO 

TOXIC  EFFECTS  ON  SHALL  INTESTINE 

POLYPS, LARGE  INTESTINE 

SEE  ALSO 

TOXIC  EFFECTS  ON  STOMACH 

01457 

01077 

01167   01173 

01344 

01726* 

01812 

POLYPS, RECTUM 

RADIOISOTOPE  STUDY  TECHNIQUES 

01448*  01452* 

01477 

SEE   TRACER  STUDIES 

POLYPS, SMALL  INTESTINE 

RADIOLOGY 

IN  BLEEDING  DIAGNOSIS 

01359 

01260 

01369   01782 

POLYPS, STOMACH 

RADIOLOGY 

IN  CANCER  DIAGNOSIS 

01336 

01195* 

01199*  01262 

01263 

01285 

01333 

01461 

01490 

POLYSACCHARIDES 

01780 

01114 

RADIOLOGY 

IN  LIVER  DIAGNOSIS 

PORPHYRIA 

01536* 

01175   01768 

RADIOLOGY 

IN  PEPTIC  ULCER  DIAGNOSIS 

PORTACAVAL  SHUNT 

01251 

01422 

01191   01291 

01541* 

C1546* 

01587 

01588 

01589 

01590 

RADIOLOGY 

ABDOMEN 

01591   01647* 

01652* 

01658 

01670 

01760 

SEE  ALSO 

ABDOMEN  DIAGNOSIS 

PORTAL  CIRCULATION 

01268 

01271   01362 

01617 

01668 

01777 

01036*  01161 

01191 

01518 

01533* 

01549* 

01587 

01591 

RADIOLOGY 

,ANUS 

01605   01652* 

SEE  ALSO 

ANUS  DIAGNOSIS 

PORTAL  HYPERTENSION 

01214* 

01256   01351* 

01518 

01549* 

01588 

01605 

01668 

01760 

RADIOLOGY 

BILIARY  TRACT 

PORTAL  HYPERTENSION  TREATMENT 

SEE  ALSO 

BILIARY  DISEASE  DIAGNOSIS 

01291   01587 

01652* 

01658 

01667 

01673 

01207* 

01212*  01213* 

01227 

01237 

01239 

01243 

0124T  '■ 

PORTAL  HYPERTENSION, DISEASES  ASSOCIATED  WITH 

01253 

01266   01560 

01676* 

01677* 

01685 

01687 

01684 

01673 

01692 

POTASSIUM 

RADIOLOGY, 

DUODENUM 

01085*  01107 

01654* 

01669 

01198* 

01378   01380 

POUCH  STUDIES, HEIOENHAIN 

RADIOLOGY, 

ESOPHAGUS 

01082*  01083* 

01091* 

01101 

01108 

01117* 

01074* 
01285 

01198*  01261 
01290   01300 

01272* 
01301 

01273* 

01276* 

01277* 

01282 

3I0L0GY,  GALL  BLADDER 
01212*  017C3 

31  OLCGV.GASTKG INTESTINAL 

-E  ALSO   GASTROINTESTINAL  DIAGNOSIS 
01053   01075*  01077   01198*  01236 
OlS'iS   01412   01<i22   01446*  01756 

DIOLOGY, LARGE  INTESTINE 

01259   01263 


01260   01264   01341 


01265   01447*  01457   01461 


01253   01574   01595 


01258   01350*  01359 


01256   01262   01269   01270 


HEMOKRHOICS 
ULCERATIVE  COLITIS 


01211*  01240 
01471 

3IOL0GY. LIVER 
EE  ALSO   LIVER  DIAGNOSIS 
01195*  01200*  01224   01248 
DlOLOGYtPANCREAS 
01257 
BIOLOGY, PERITONEUM 
EE  ALSO   PERITONEUM  DIAGNOSIS 

01245 
DIOLOGY, RECTUM 

01214* 
DIOLOGY, SHALL  INTESTINE 
01197*  01199*  01210*  01240   01251 
01378   01429*  01756 
DIOLOGY, STOMACH 
01198*  01210*  01238   0125C 
01308*  01334   01346   01403 
DIOTELEMETRY 

01053 
DIOTHERAPY 

01395* 
DIOTHERAPY  IN  CANCER  TREATMENT 

01285   01302   01332   C149C   01566   01726* 
CTOCOLONIC  POLYPOSIS 

01457 
CTUM 
EE  ALSO 
EE  ALSO 

01464 
CTUM  ANOMALIES 

01470   01475   01481 
CTUM  BIOCHEMISTRY 

01452* 
CTUM  CANCER 

01445*  01448*  01452*  C1480   01490   01497* 
ICTUM  DIAGNOSIS 

01214*  01234 
iCTUH  DISEASES 

01464 
ICTUM  ENDOSCOPY 

01234 
K;TUM  IMMUNOLOGY 

01502 
■CTUM  IN  CHILDREN 

01475 
ECTUM  MOTILITY 

01214* 
SCTUM  MUCOSA 

01449*  01452*  01470 
ECTUM  NECPLASMS 

01488 
ECTUM  NEOPLASMS, BENIGN 

01463   01465 
ECTUM  NECPLASMS, MALIGNANT 

01497* 
ECTUM  PATHOLOGY 

01452* 
ECTUH  PERFORATION 

01234 
ECTUM  POLYPS 

01448*  01452*  01477 
ECTUM  RADIOLOGY 

01214* 
ECTUM  SURGERY 

01481   01483   01494*  01497* 
ECTUM  TREATMENT 

01488 
ECURRENT  ULCER, GASTRECTOMY- INDUCED 

01318*  C1339   01391*  01398*  01399*  01766 
EFLUX, ESOPHAGUS 

01069*  01074*  01198*  01272*  01273*  01274*  01275*  01276* 
01277*  01279*  01282   01293   01294   01299 
EGENERATION, LIVER 

01013*  01032   01118*  01123*  01132*  01137*  01142*  01156 
01157   01161   01162   01166   01167   01624   01674 
EGIONAL  ENTERITIS 

01382   01423*  01424   01425   01464   01493*  01804 
EGIONAL  ILEITIS 

01349* 
ESeCT ION-INDUCED  SECONDARY  MALABSORPTION , INTESTI NAL 

01354*  01356*  01361   01371   01372   01373   01374   01426* 
01431 
lESPIRATORY  COMPLICATIONS 

01448*  01576   01671   CI763 
lESPIRATORY  SYSTEM 
01277* 


RHABOOHYOSARCOMA 

01384 
RUPTURE, DUODENUM 

01347 
RUPTURE,  LIVER 

01557 

SALIVARY  GLAND  SECRETION 

01078*  01114 
SALIVARY  GLANDS 

01302 
SALIVARY  GLANDS, NERVOUS  CONTROL  OF 

01078* 
SALMONELLCSIS 
SEE  ALSO   PARATYPHOID  FEVER 
SEE  ALSO   TYPHOID  FEVER 

01749   01757 
SALMONELLCSIS  EPIDEMIOLOGY 

01739   01759 
SALMONELLOSIS  IMMUNOLOGY 

01759 
SALMONELLCSIS  IN  CHILDREN 

01734*  01778 
SALMONELLOSIS  PROPHYLAXIS 

01759 
SALMONELLOSIS  TREATMENT 

01759 
SARCOMA 

01380   01382   01609 
SCANNING, SCINT ILLAT ION 

01077   01162   01195*  01230 
01595 


01725*  01758 


01236   C1257   01374   01536* 


01236 


01336 


01554*  01570 
SCHISTOSOMIASIS  DIAGNOSIS 

01219* 
SCHISTOSOMIASIS  EPIDEMIOLOGY 

01264 
SCHISTOSOMIASIS  IMMUNOLOGY 

01219* 
SCHISTOSOMIASIS  PATHOLOGY 

01351* 
SCHISTOSOMIASIS  TREATMENT 

01802 
SCINTILLATION  SCANNING 

01077   01162   01195*  01230 
01554*  01570   01595 
SECRETIN 

OlOll*   01065      01109*    OHIO*    01115 
01528 
SECRETION    DISORDERS, STOMACH 

01090*  01216*  01327   01334 
SECRETION  IN  DISEASE, STOMACH 

01410 
SECRETION  STUDY  TECHNIQUES 

01096*  01109*  OHIO* 
SECRETION  STUDY  TECHNIQUES, STOMACH 
01046*  01082*  01084*  01094*  01099 
01202*  01249   01254   01388*  01388* 
SECRETION, BILE 

01006*  01014*  01113*  01117*  01126* 
01266   01575   01577 
SECRETION, DRUG  EFFECTS  ON  BILE 

01129* 
SECRETION, DRUG  EFFECTS  ON  STOMACH 

01088*  01091*  01092*  01093*  01094* 
SECRET  ION, DUODENUM 

01033 
SECRET  I  ON, GALL  BLADDER 

01113* 
SECRET  ION, GASTROINTESTINAL 

01079   01187   01222 
SECRETION, HORMONAL  CONTROL  OF  STOMACH 
01081*  01086*  01087*  01088*  01090* 
01102   01103   01104   01108   01202* 
01528   01752   01775 
SECRETION, KIDNEY  ELECTROLYTE 

01613   01669 
SECRET  ION, NERVOUS  CONTROL  OF  STOMACH 
01083*  01097*  01100   01103   01104 
SECRETION, PANCREAS 

01109*  OHIO*  01113*  01U4 
01229   01469   01507*  01528 
SECRETION, PANCREAS  AMYLASE 

01111*  01113*  01143* 
SECRETION, PANCREAS  BICARBONATE 

01087*  01109*  01411 
SECRETION, PANCREAS  CHYMOTRYPSIN 

01111* 
SECRETION, PANCREAS  ENZYME 

01581 
SECRETION, PANCREAS  LIPASE 

01102   01241 
SECRET  ION, PANCREAS  PHOSPHOLIPASE  A 
01516* 


01257   01374   01536* 
01129*  01187   01411 
01421   01742 

01104   01107   01108 
01129*  01143*  01147* 

C1306*  01401   01405 


01097*  01098   01101 
01316*  01405   01406 


01294   01406   01410 
01115   01116   01143*  01220 


b* 


SECRETION, PANCREAS  PKOTEASE 

01<<38   01508 
SECRETION, PANCREAS  PROTEIN 

01C87*  01113*  011-43* 
SECRETION, SALIVARY  GLANO 

01078*  Olll-i 
SECRETICN, SMALL  INTESTINE 

01097* 
SECRETION, STOMACH 

01033   01085*  01095*  01201 

01760 
SECRETION, STOMACH  ACID 

010A5*  01080*  01081*  01082*  C1083*  01084*  01086*  01087* 

01088*  01090*  01091*  01092*  01093*  01094*  01096*  01097* 

01098   01099   01101   01102   01103   01107   01117*  01186 

01202*  01216*  01249   01306*  C1316*  01319*  01327 

01390*  01394*  01397*  014C1 


1*  01267   01304*  01315*  01403 


014C5 

01528   C1726*  01752   01766   01774 
SECRETION, STOMACH  ELECTROLYTE 
01085*  01088*  01096*  01099 
SECRETION, STOMACH  LIPASE 

01046* 
SECRETION, STOMACH  MUCUS 

01086* 
SECRETION, STOMACH  PEPSIN 

01080*  01086*  01088*  01327 
SECRETION, STOMACH  TRACE  ELEMENT 

01096* 
SECREIOR  STATUS, BLOCD  GROUP 

01304* 
SEROLOGICAL  DIAGNOSIS 

01230   0143C*  01433   01455 
01755   01764 
SEROTONIN 
SEE  ALSO   CARCINOID  SYNDROME 
01115   01306*  01401   01682 
SERUM  BILE  PIGMENTS 

01558 
SERUM  BILE  PIGMENTS  IN  JAUNOICE 

01168   01203* 
SERUM  CHOLESTEROL 

01737 
SERUM  ELECTROLYTES 

01547* 
SERUM  ENZYMES 

01222   01764 
SERUM  ENZYMES, LIVER 
SEE  ALSO   ALKALINE  PHOSPHATASE 

01195*  01206*  012C9*  01218*  01221 
01539*  C155C*  01552*  01558 
01627*  C1630*  01643 
SERUM  HEPATITIS 
01629*  01645 
SHIGELLOSIS 
SEE  ALSO   DYSENTERY 
01793   01794 
SHIGELLOSIS  DIAGNOSIS 

01757 
SHIGELLOSIS  EPIDEMIOLOGY 

01757 
SHIGELLOSIS  IMMUNOLOGY 
01783   01784   01785 
SHIGELLOSIS  IN  CHILDREN 

01734* 
SHIGELLOSIS  TREATMENT 
01773   01783   01784 


01406   01412 


01389* 
01419 


01487   01510   01628*  01734* 


01735*  01736* 


01225   01247   01536* 
01567   01606*  01615   01619 


C17S5   01796   .01797 


SHOCK 

01246   01383 
01776   01812 

SHUNT, PORTACAVAL 
01191   01291 


01647*  01652*  01658   01670   01760 


01591 
SIGMOID 
SEE  ALSO   LARGE  INTESTINE 
01465   01467 
SIGMOIDITIS 

01486 
SIGMOIDOSCOPY 

01265   01761   01770 
SIMPLE  NONSPECIFIC  ULCERS 

SEE   NONSPECIFIC  ULCERS 
SLEEP 

01418 
SMALL  INTESTINE 
SEE  ALSO   DUODENUM 
SEE  ALSO   ENTERITIS 
SEE  ALSO   ILEOCECAL  VALVE 
SEE  ALSO   ILEUM 
SEE  ALSO   ILEUS 
SEE  ALSO   INTUSSUSCEPTION 
SEE  ALSO   JEJUNUM 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   PEPTIC  ULCERS 
01024* 


01785   C1797 


01414   01523   01549*  01580   01729*  01733* 


01541*  01546*  01587i  01588   01589   01590 


01056   01057   01058 
01176*  01183*  01351» 
01375   01426*  01434 


01385   01512 


01758   01752 


01385 


01178* 


01251   01258 
01429* 


01044*  CI  180* 


01365   01376 


SMALL  INTESTINE  ABSORPTION 

01036*  01038*  01039*  01040*  01041*  01043*  01044*  01047* 

01048*  01049*  01050*  01053   01055 

01059   01050   01062   01063   01064 

01353*  01357*  01370   01373   01374 

01437   01438   01439   01760   01793 
SMALL  INTESTINE  ANOMALIES 

01322   01358   01362   01363 
SMALL  INTESTINE  BIOCHEMISTRY 

01005*  01008*  01016*  01020*  01023*  01040*  01C43*  01044* 

01050*  01056   01062   01176*  01179*  01180*  01182*  01183* 

01442   01711   01712 
SMALL  INTESTINE  BIOPSY 

01183*  01197*  01442 
SMALL  INTESTINE  CANCER 

01364   01380   01725*  01780 
SMALL  INTESTINE  CIRCULATION 

01012*  01025*  01350*  01357*  01377 
SMALL  INTESTINE  DEVELOPMENT 

01008*  01016*  01022*  01023*  01028 
SMALL  INTESTINE  DIAGNOSIS 

01197*  01198*  01199*  01210*  01240   01251   01258   01350* 

01359   01362   01364   01366   01378 
SMALL  INTESTINE  OISACCHARIDASES 

01040*  01182*  01183*  01435   01745 
SMALL  INTESTINE  DISEASES 

01359  01382   01759   01804 
SMALL  INTESTINE  DIVERTICULA 

01360  01369   01382 
SMALL  INTESTINE  ENZYMES 

01005*  01008*  01016*  01022*  01023*  01033 
01182*  01183*  01438 
SMALL  INTESTINE  FISTULAS 

01041*  01375   01751 
SMALL  INTESTINE  HISTOLOGY 

01005*  01028   01177*  01178*  01197*  01351*  01353*  01442 
01729*  01762   01807 
SMALL  INTESTINE  IMMUNOLOGY 

01353*  01370   01430* 
SMALL  INTESTINE  IN  CHILDREN 

01183*  01358   01359   01363 
SMALL  INTESTINE  INJURIES 

01352*  01355*  01383 
SMALL  INTESTINE  LIPID  METABOLISM 

01020* 
SMALL  INTESTINE  METABOLISM 

01022*  01023*  01177* 
SMALL  INTESTINE  MICROORGANISMS 

01729*  01776 
SMALL  INTESTINE  MORPHOLOGY 

01024*  01063   01328 
SPALL  INTESTINE  MOTILITY 

01068*  01190   01210*  01354*  01381 
SMALL  INTESTINE  MUCOSA 

01005*  01007*  01012*  01020*  01022*  01023*  01024*  01028 
01039*  01043*  01058   01050   01062   01063   01079   01177* 
01179*  01180*  01182*  01183*  01328 
01370   01375   01428*  01429*  01438 
01738 
SMALL  INTESTINE  NEOPLASMS 

01258   01359   01382   01429* 
SMALL  INTESTINE  NEOPLASMS,  BENIGN 

01199*  01484 
SMALL  INTESTINE  NEOPLASMS, MALIGNANT 

01199*  01360   01364   01380   01384 
SMALL  INTESTINE  OBSTRUCTION 

01240   01258   01309*  01322   01347 
01362   01363   01366   01357   01358 
01511   01532   01707   01751   01763   01769 
SMALL  INTESTINE  PATHOLOGY 

01351*  01423*  01428*  01429*  01454*  01775 
SMALL  INTESTINE  PERFORATION 

01359   01376   01382   01423*  01707   01722* 
SMALL  INTESTINE  PERFUSION 

01038*  01041*  01087*  01351* 
SMALL  INTESTINE  POLYPS 

01359 
SMALL  INTESTINE  RADIOLOGY 

01197*  01199*  01210*  01240   01251   01258 
01378   01429*  01756 
SMALL  INTESTINE  SECRETION 

01097* 
SMALL  INTESTINE  STRICTURE 

01258 
SMALL  INTESTINE  SURGERY 

01318*  01352*  01354*  01355*  01357*  01358 
01364   01367   01358   01371   01372   01373 


01350*  01353*  01362 
01440   01442   01468 


017S8 


01350*  01355*  01358 
01378   01425   01468 


01350*  01359 


01361 
01374 
01377   01381   01385   01385   01425   01425*  01431 
01722*  01807 
SMALL  INTESTINE  TRANSPLANTATION 

01352*  01353*  01370   01510 
SMALL  INTESTINE  TRAUMA 
01376   01383 


01363 
01375 
01532 


C16S5   01700   01718 


01781 


01781 


SHALL  INTESTINE  TREATMENT 

01367 
SMALL  INTESTINE  ULCERS, NONSPECIFIC 

01258   01350*  01382 
SMALL  INTESTINE  ULTRASTRUCTURE 

01012*  OIOZ')*    01028   01037*  01177* 
SMALL  INTESTINE  VOLVULUS 

01363 
SMALL  INTESTINE, AGE  EFFECTS  ON 

01016*  01031   01033   01038*  01368 
SMALL  INTESTINE, DRUG  EFFECTS  CN 

01008*  01022*  010«i9*  01068*  01350* 
SMALL  INTESTINE, HORMONAL  CONTROL  OF 

01008*  01022*  01063   CllSO 
SMALL  INTESTINE, NERVOUS  CONTROL  OF 

01024*  01776 
SMALL  INTESTINE, TOXIC  EFFECTS  ON 

01037*  01350*  01'i23*  01776 
SMOOTH  MUSCLE  PHARMACOLOGY 

01068*  01075*  01482 
SMOOTH  MUSCLE  PHYSIOLOGY 

01075* 
SODIUM 

01060 
SODIUM  ABSORPTION 

01186   01437 
SPASMS, ESOPHAGUS 

01261   01283   012S3 
SPHINCTER  OF  ODOI 
SEE  ALSO   BILIARY  TRACT 
01515   01681*  01690 
SPHINCTER, ANUS 

01214*  01477   01489 
SPHINCTER, ESOPHAGUS 

01035   01069*  01074*  01261   01273* 
SPLEEN 

01602   01659   01667 
SPLENOMEGALY 

01429*  01673   01762 
SPLENOPORTOGRAPHY 

01248 
SPRUE 

01183*  01441   01770 
SPRUE, TROPICAL 

01427* 
STAINING  TECHNIQUES 

01035   01569   01701 
STARVATION 

01180* 
STEATORRHEA 

01361   01426*  01429*  01432 
STEATOSIS, ALCOHOLIC 

01543* 
STEROID  ABSORPTION 

01176* 
STEROID  EXCRETION 

01176* 
STEROID  METABOLISM 

01176*  01184 
STEROID  METABOLISM, LIVER 

01559   01639 
STEROIDS 
SEE  ALSO   CORTICOSTEROIDS 
SEE  ALSO   LIVER  CHOLESTEROL  METABOLI 
01145*  01148*  01170   01683 
STOMACH 
SEE  ALSO   GASTRITIS 
SEE  ALSO   PYLORIC  OBSTRUCTION 
SEE  ALSO   ULCERS 
01308* 
STOMACH  ABSORPTION 

01045*  01046* 
STOMACH  ACID  SECRETION 

01045*  01080*  01081*  01082*  01083* 
01088*  01090*  01091*  01092*  01093* 
01098   01099   01101   01102   01103 
01202*  01216*  01249 
01390*  01394*  01397*  01401 
01528   01726*  01752   01766 
STOMACH  ANOMALIES 

01322   01512 
STOMACH  BIOCHEMISTRY 

01046*  01089*  01105 
STOMACH  BIOPSY 

01007* 
STOMACH  CANCER 

01007*  01096*  01194*  01228 
01320*  01321*  01324   01329 
01336   01609   01725*  01733*  01780 
STOMACH  CARCINOGENESIS 

01387* 
STOMACH  CIRCULATION 

01025*  0119^   01305*  C1390* 


01293   01294   01299 


01434   01435   01708   01770 


SM 


013C6*  01316* 
01405 
01774 


01084*  01086*  01087* 
01094*  01096*  01097* 
01107   01117*  01186 
01319*  01327   01389* 
01406   01412   01419 


01282 
01330 


01304*  01311*  01312* 
01332   01333   01335 
01782 


01346   01772 


01270   013C5*  01334 


01344   01390*  01392*  01397* 


01760 


01201*  01210*  01238   01255 


01304*  01305*  01306* 
01327   01333   01342 
01760 


STOMACH  CYTOLOGY 

01095* 
STOMACH  DEVELOPMENT 

01010*  01095*  01106 
STOMACH  DIAGNOSIS 

01096*  01193*  01194*  01198*  01204*  01210*  01216*  01228 
01238   01250   01256   01267   01270   01305*  01308*  01310* 
01324   01325   01334   01336 
STOMACH  DISEASES 

01216*  01334 
STOMACH  ELECTROLYTE  SECRETION 
01085*  01088*  01096*  01099 
STOMACH  ENDOSCOPY 

01193*  01194*  01204*  01269 
STOMACH  ENZYMES 

01033   01046*  01189 
STOMACH  FISTULAS 

01082*  01084*  01086*  01091*  01093*  01201*  01478 
STOMACH  HISTOLOGY 

OlOIO*  01309*  01315*  01324 
STOMACH  IN  CHILDREN 

01099   01310* 
STOMACH  INJURIES 

01306*  01342   01344   01348 
STOMACH  INTRINSIC  FACTOR 

01327 
STOMACH  LIPASE  SECRETION 

01046* 
STOMACH  METABOLISM 

01089*  01105   01106 
STOMACH  MCRPHOLCGY 

01238   01308* 
STOMACH  MOTILITY 

01059   01072*  01083*  01190 
01316*  01334   01421 
STOMACH  MUCOSA 

01007*  OIOlO*  01045*  01046*  01084*  01085*  01086*  01089* 
01095*  01100   01106   01201*  01270  "  '         " 

01307*  01309*  01315*  01316*  01325 
01389*  01390*  01405   01416   01686 
STCMACH  MUCOSAL  INJURIES 

01105   01348   01397* 
STOMACH  MUCUS  SECRETION 

01086* 
STCMACH  NEOPLASMS 

01216*  01336 
STOMACH  NEOPLASMS, BENIGN 

01346 
STCMACH  NEOPLASMS, MALIGNANT 

01312*  01321*  01323   01324   01332 
STOMACH  OBSTRUCTION 

01287 
STCMACH  PATHOLOGY 

01007*  01228   01269   01312*  01315*  01321*  01329 
01346   01403   01724* 
STOMACH  PEPSIN  SECRETION 

01080*  01086*  01088*  01327 
STCMACH  PERFORATION 

01204*  01310*  01319*  01322 
STCMACH  PERFUSION 

01072* 
STCMACH  POLYPS 

01336 
STOMACH  RADIOLOGY 

01198*  01210*  01238 
01308*  01334   01346 
STOMACH  SECRETION 

01033   01085*  01095*  01201*  01267 
01760 
STCMACH  SECRETION  DISORDERS 

01090*  01216*  01327   01334   01336 
STOMACH  SECRETION  IN  DISEASE 

01410 
STOMACH  SECRETION  STUDY  TECHNIQUES 
01046*  01082*  01084*  01094*  01099 
01202*  01249   01254   01388*  01388* 
STOMACH  SECRETION, DRUG  EFFECTS  ON 

01088*  01091*  01092*  01093*  01094*  01306*  01401 
STCMACH  SECRET  ION, HORMONAL  CONTROL  OF 

01081*  01086*  01087*  01088*  01090*  01097*  01098 
01102   01103   01104   01108   01202*  01316*  01405 
01528   01752   01775 
STCMACH  SECRET  ION, NERVOUS  CONTROL  OF 
01083*  01097*  01100   0UC3   01104 
STOMACH  SURGERY 
SEE  ALSO   GASTRECTOMY 

01100   01254   01272*  01279*  01287 
01314*  01316*  01317*  01324   01329 
01396*  01398*  01403   01404 
01700   01752   01760 
STOMACH  SURGERY  TECHNIQUES 

01310*  01331   01335   01339 
STCMACH  TRACE  ELEMENT  SECRETION 
01096* 


r- 


01402 


01342 


01250 
01403 


01256   01262   01269   01270 


013C4*  01315*  01403 


01421   01742 


01104   01107   01108 


01405 


01101 
01406 


01294   01406   01410 


01408 


01294 
01334 
01417 


01308*  01310* 
01340  01391* 
01419   01422 


01345   01347   01705 


STOMACH  ULCERS 

01089*  01262   01307*  C13(.9* 

01392*  01394*  01<iOC   01't05 

Ol'iZO   0172'.*  0173C*  C176C 
STOMACH  ULTRASTRUCTURE 

0109!)*  01315*  013A<. 
STCMACH  VARICES 

01256 
STOMACH, AGE  EFFECTS  ON 

01033 
STOMACH, CRUG  EFFECTS  ON 

01105   01106   01255   C13C6* 
STOMACH, CRUG  TREATMENT  OF 

OIS'.S 
STCMACH, NERVOUS  CONTROL  OF 

01072*  01316*  013'i'i   Ol-ilT 
STOMACH, TOXIC  EFFECTS  ON 

O1305*  013't2   01344   01772 
STRANGULATION 

01468   01746 
STRESS  FACTORS 

01162   01172   014S6* 
STRESS  FACTORS  IN  ULCERS 

01089*  01390*  014C5 
STRICTURE, BILIARY  TRACT 

01392*  01675*  01702 
STRICTURE, ESOPHAGUS 

01272*  01274*  01279* 
STRICTURE, SMALL  INTESTINE 

01258 
STUDY  TECHNIQUES, ABSORPTION 

01040*   01041*    01052      01053 

01373   01437 
STUDY  TECHNIQUES, DYE 
SEE   MARKER  STUUIES 
STUDY  TECHNIQUES, GASTROINTEST I 

01192 
STUDY  TECHNIQUES, RADIOISOTOPE 

SEE   TRACER  STUDIES 
STUDY  TECHNIQUES, SECRETION 

01096*  0HC9*  OHIO* 
STUDY  TECHNIQUES, STOMACH  SECRE 

01046*  01082*  01064*  01094* 

01202*  01249   C1254   01368* 
SUGAR  ABSORPTION 

01745 
SUGAR  INTOLERANCE 

01436   01754 
SULFOBROMCPHTHALEIN 

01147*  01217*  01539*  01572 
SULFUR  METABOLISM 

01089* 
SURFACE  ACIIVE  AGENTS 

01039* 
SURGERY  IN  CHILDREN 

01470 
SURGERY  TECHNIQUES 

01272*  01274*  01280*  0128t 

01445*  01460   01481   01483 

01546*  01549*  01565   0162C 

01716   01767   01805 
SURGERY  TECHNIQUES, STOMACH 

01310*  01331   01335   01339 
SURGERY, ABDOMEN 

01287   01383   01455 

01527   01747   01753 
SURGERY, ANORECTAL 

01464       01470       01489 
SURGERY, ANUS 

01460   01477 
SURGERY, APPENDIX 

01447*  01474 
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PREFACE 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  a  publication  of  the  National  Institute  of  Arthritis 
and  Metabolic  Diseases.  This  speciaUzed  information  medium  has  been  initiated  to  fill  an  existing  great  need  in 
the  field  of  gastroenterology  and  to  assist  the  Institute  in  meeting  its  obligations  to  foster  and  support  laboratory 
and  clinical  research  into  the  nature,  causes,  and  therapy  of  diseases  of  the  gastrointestinal  tract.  Publication  of 
GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  makes  available,  free  to  qualified  interested  investi- 
gators and  practitioners,  citations  of  all  current  papers  relevant  to  this  field  from  medical  journals  pubUshed 
throughout  the  world.  Approximately  one-third  of  the  citations  dealing  with  the  major  aspects  of 
gastroenterology  has  accompanying  abstracts. 


The  issuing  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  under  the  auspices  of  the  National 
Institute  of  Arthritis  and  Metabolic  Diseases  will  provide  a  much  needed  current  awareness  tool  to  scientists  and 
will  facilitate  greater  integration  of  research  and  clinical  efforts  in  this  field.  The  number  and  great  diversity  of 
pubUcations  in  the  area  of  gastroenterology  makes  it  imperative  that  an  appropriate  service  be  available  to 
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14  THE  TIME  DEPENDENCE  OF  THE  CONCEN- 
TRATION OF  5-HYDROXYTRYPTAMINE 

[D  STAINING  CHARACTERISTICS  OF  ENTEROCHROMAF- 
S[  CELLS  IN  THE  HUMAN  DUODENUM  POST-MORTEM. 

)   Penttila,  A.  (Dept.  Anat.,  U.  Helsinki,  Finland)  and  K. 
ila.  Deutsch  Z  Ges  Gerichtl  Med  65(1):  32-43,  1969. 

e  postmortem  levels  of  5-hydroxytryptamine  (5-HT), 
maldehyde-induced  fluorescence,  argyrophilia,  and  3  other 
ining  reactions  were  studied  in  enterochromaffin  cells  (EC) 
the  human  duodenum  in  101  cadavers  which  had  been  stored 
:  2-77  hr  at  room  temperature  and  0-215  hr  at  4C.    The 
odenal  5-HT  level  was  zero  in  only  1  case,  and  did  not  cor- 
ate  with  storage  time  at  either  room  or  cold  temperature;  a 
V  correlation  (p  <0.01)  was  found,  however,  between  the 
line  level  and  the  total  storage  time.    A  significant  reduction 
5-HT  occurred  with  time  on  the  autopsy  table.    Argyrophil 
Is  were  found  in  the  duodenum  in  most  specimens  but 
isson-Fontana-positive  argentaffin  EC  were  found  in  only  a 
V.   Positive  EC  were  revealed  occasionally  by  the  diazo- 
upling  reaction,  but  there  were  no  positive  EC  in  the  ferric 
Ticyanide  or  indophenol  reactions.    Postmortem  autolysis 

15  followed  by  increased  autofluorescence  of  the  duodenal 
sue  which  masked  the  formaldehyde-induced  fluorescence  of 
e  EC;  the  latter  is  less  suitable  for  the  demonstration  of  EC 
an  the  silver  reactions.    It  is  concluded  that  the  intestinal 
HT  level,  by  itself,  is  not  a  suitable  method  for  the  deter- 
ination  of  the  approximate  time  of  death. 

115  THREE  DIFFERENT  SYSTEMS  OF  MONO- 

AMINE-STORING  CELLS  IN  THE  GASTRO- 
fTESTINAL  TRACT  OF  FETAL  AND  NEONATAL  RATS. 

'.)  Hikanson,  R.  (Dept.  Pharmacol.,  U.  Lund,  Sweden),  C. 
Bvman  and  N.  O.  Sjoberg.  Acta  Physiol  Scand  75(1/2): 213- 
!0,  1969. 

le  development  of  3  monoamine-storing  cell  systems  in  the 
all  of  the  duodenum,  glandular  portion  of  stomach,  and  ileum 
as  followed  histo chemically  in  fetal  and  newborn  rats,  and 
(rnpared  with  the  number  and  characteristics  of  such  cells  in 
lults.    5-Hydroxytryptamine  could  already  be  demonstrated 
mast  cells  and  enterochromaffin  cells  a  few  days  before  birth, 
lit  of  the  mast  cell  population,  i.e.,  the  part  which  in  adult 
limals  is  found  as  "atypical"  mast  cells  near  the  mucosal  sur- 
ice,  was  able  to  take  up  large  amounts  of  dihydroxyphenyl- 
anine  (DOPA).    "Enterochromaffin-Uke"  cells,  exclusively 
)und  in  the  oxyntic  gland  area  of  the  gastric  mucosa,  were 
so  able  to  take  up,  and  probably  decarboxylate,  DOPA  at 
irth.   Their  number  increased  progressively  in  the  following 
ages.   Gastric  DOPA  decarboxylase  activity  was  abeady  high 
t  a  stage  when  the  capacity  to  store  monoamines  had  not  yet 
eveloped  in  the  enterochromaffin-like  cells,  the  system  of 
lonoamine  cells  quantitatively  dominating  in  the  stomach  wall, 
his  finding  suggests  that  DOPA  decarboxylase  also  occurs  in 
ther  cell  systems,  such  as  mast  cells  and  enterochromaffin 
ells,  which  are  capable  of  storing  monoamines  earUer  than  the 
nterochromaffin-like  cells.   The  activity  of  gastrointestinal 
)OPA  decarboxylase  already  reaches  adult  levels  by  the  time 
f  birth,  and  is  probably  primarily  associated  with  the  two 
ystems  of  enterochromaffin  and  enterochromaffin-like  cells. 


1816  INTRACELLULAR  DISTRIBUTION  OF  LIPASE 

IN  COMPARISON  TO  TRYPSINOGEN,  AMYLASE 
AND  IMMEDL\TELY  MEASURABLE  TRYPSIN  INHIBITOR(S) 
IN  THE  RAT  PANCREAS.    (E.)    Amesjo,  B.  (Chem.  Qr.,  U. 
Lund,  Sweden)  and  A.  Grubb.  Acta  Physiol  Scand  75(1/2): 
139-148,  1969. 

The  intracellular  distribution  of  lipase  (glycerol  ester  hydrolase), 
trypsinogen,  amylase  and  immediately-measurable  trypsin  in- 
hibitor(s)  was  studied  by  means  of  isopycnic  gradient  centrifuga- 
tion  of  rat  pancreatic  homogenates.    A  modified  method  for 
the  measurement  of  trypsinogen  is  presented  and  a  micromethod 
for  the  estimation  of  trypsin  inhibitory  activity  is  described. 
By  comparison  with  lipase,  smaller  proportions  of  the  total 
trypsinogen  and  amylase  activities  were  recovered  from  the  zy- 
mogen fractions.    The  total  immediately-measurable  trypsin  in- 
hibitory activity  was  mainly  localized  in  the  cytomembrane 
fractions,  while  virtually  no  activity  was  found  in  the  zymogen 
granules.    The  specific  activity  (activity  per  mg  protein)  for  both 
amylase  and  trypsinogen  was  high  in  the  zymogen  and  in  the 
cell  sap  fractions.    For  lipase  and  immediately-measurable  tryp- 
sin inhibitory  activity,  however,  the  specific  activity  was  high 
only  in  the  zymogen  granules  and  cytomembranes,  resp. 

1817  HISTOCHEMICAL  ANALYSIS  OF  THE  ACTIVITY 

OF  DEHYDROGENASES  DURING  THE  EM- 
BRYONIC DEVELOPMENT  OF  THE  HUMAN  LIVER.    (Fr.) 
Roman,  I.  C.  (Inst.  Forensic  Med.,  Bucharest,  Romania).    Acta 
Histochem  (Jena)  13:339-344,  1968. 

Enzyme  activities  were  determined  on  liver  slices  from  2-5-month- 
old  human  embryos.    The  activiries  of  diaphorases,  Krebs  cycle 
enzymes  (succinate,  isocitrate,  and  malate  dehydrogenases),  and 
lipoic  acid  dehydrogenase  increased  from  4  months  until  birth. 
The  activities  of  enzymes  involved  in  aerobic  glycolysis  (lactate, 
a-glycerophosphate,  and  ethanol  dehydrogenases)  and  the  pentose 
shunt  (glucose-6-phosphate  and  6-phosphogluconate  dehydro- 
genases) were  high  in  2-  and  3-month-old  embryos,  but  decreased 
around  the  4th  month  and  remained  low  until  birth. 

1818  ADRENERGIC  INNERVATION  OF  THE 

CARDIA,  PYLORUS,  AND  ANAL  CANAL  IN 
THE  GUINEA  PIG.    (It.)    Gabella,  G.  (Inst.  Norm.  Human 
Anat.,  U.  Turin,  Italy)  and  M.  Costa.   Boll  Soc  Ital  Biol  Sper 
44(14):  1160-1 162,  1968. 

Adrenergic  innervation  of  the  cardia,  pylorus,  and  anal  canal 
was  studied  in  adult  guinea  pigs  using  the  fluorescence  micro- 
scopic technique  of  Falck  and  Hillarp.    The  density  of  adrener- 
gic fibers  in  the  muscular  tunics  and  muscularis  mucosae  was 
higher  in  the  cardia  and  the  anal  canal  than  in  any  other  part 
of  the  gastrointestinal  tract.    In  the  pylorus  there  was  an  abrupt 
change  from  the  arrangement  of  nerve  fibers  characteristic  of 
the  stomach  to  that  characteristic  of  the  duodenum.    The 
change  between  the  cardia  and  gastric  corpus  was  gradual 


1819 


HISTOCHEMICAL  PROPERTIES  OF  RE- 
GENERATING MUCOUS  MEMBRANE  IN  THE 

RAT  STOMACH.    (E.)    Lempinen,  M.  (Dept  Anat.,  U. 

Helsinki,  Finland),  A.  Penttila  and  G.  Fock.   Scand  J  Gastroent 

3(6):561-571,  1968. 
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The  renewal  of  the  gastiic  mucosa  in  the  rat  was  studied  by 
ordinary  histological  methods  using  9  histo chemically  demon- 
strable enzyme.   Two  methods  were  employed  to  induce  de- 
fects:   mucosal  stripping  and  peritoneal  covering.    Both  tech- 
niques disrupted  the  mucous  muscular  layer.    Three  weeks  later 
there  was  an  incomplete  covering  of  the  ulcering  defect  but 
8-16  weeks  later  the  site  of  the  defect  was  covered  by  a  new 
but  altered  and  non-mature  mucosa.    First  a  single-layered  epi- 
thelial cell  sheet  extended  towards  the  center  of  the  defect 
and  was  followed  later  by  irregular  glandular  development  and 
by  the  appearance  of  cysts  in  the  new  mucosa.    In  the  peri- 
toneal covering  method  a  stratified  epithelial  cell  layer  was 
sometimes  found  at  the  center  of  the  defect  among  the  new 
glandules.   The  muscular  layers  of  the  gastric  wall  exhibited 
only  minor  regenerative  capacity.   In  histological  staining,  the 
new  mucosal  cells  greatly  resembled  normal  mucous  neck  cells 
and  only  a  few  cells  similar  to  parietal  cells  were  seen.    Chief 
cells  could  not  be  identified  with  certainty.    The  enzyme  pat- 
terns of  the  new  and  the  normal  epithelium  greatly  resembled 
each  other.    Despite  their  similar  morphological  appearance, 
the  regenerated  mucosal  glandular  cells  exhibited  enzyme  pat- 
terns different  from  those  of  normal  mucous  neck  cells.    Neither 
did  the  enzyme  patterns  of  the  new  and  old  glandular  cells  in 
the  regenerated  mucosa  resemble  each  other.    At  the  borderline 
of  the  normal  and  regenerated  mucosa,  regenerated  parietal 
cells  were  found  in  all  the  rats,  and  they  were  strongly  succinic 
dehydrogenase-  and  cytochrome  oxidase-positive. 

1820  EXCITATORY  ADRENERGIC  RECEPTORS  IN 

THE  HUMAN  STOMACH  AND  PYLORUS.    (E.) 

Haffner,  J.  F.  W.  (Ulleval  Hosp.,  Oslo,  Norway),  I.  Liavag 
and  Setekleiv.   ScandJ  Gastroent  4(2):145-150,  1969. 

The  responses  to  cholinergic  and  adrenergic  drugs  in  60  human 
muscle  strip  preparations  from  1 1  stomachs  resected  for  gas- 
tric cancer  or  peptic  ulcer  have  been  studied  in  vitro.    Acetyl- 
choline and  carbacholine  induced  contractions  in  all  prepara- 
tions tested.   The  responses  were  blocked  by  atropine.   The 
response  to  adrenaline  and  noradrenaline  eUcited  contractions 
in  some  preparations;  in  others  biphasic  responses  or  inhibition 
was  obtained.    Reversal  of  the  response  was  also  produced  in 
some  preparations  by  increasing  the  dose.    The  studies  indicate 
excitatory  adrenergic  a-receptors  in  addition  to  inhibitory  a- 
and  jJ-  receptors. 

1821  THE  RESPONSE  OF  HUMAN  GASTRIC  TISSUE 

EOSINOPHILS  TO  ACTH  INFUSION  AND  TO 
LONG-TERM  TREATMENT  WITH  PREDNISONE.    (E.) 

Siurala,  M.  (U.  Cent.  Hosp.,  Helsinki,  Finland),  T.  Rasanen 
and  K.  Varis.    Scand  J  Gastroent  4(2):209-212,  1969. 

Three  hr  after  i.v.  infusion  of  60  U  of  ACTH,  a  marked  in- 
crease in  gastric  tissue  eosinophiUa  occurred  in  3  of  the  5  pa- 
tients given  this  hormone;  a  significant  decrease  in  all  cases 
occurred  6  hr  after  treatment.    After  120  units  of  ACTH, 
mucosal  eosinophils  showed  a  significant  decrease  in  all  cases 
8  hours  after  the  start  of  the  treatment.    In  both  experiments 
blood  eosinophils  showed  a  continuous  and  strong  decrease  in 
all  cases.    Long-term  treatment  with  20  mg/day  of  prednisone 
caused  a  significant  decrease  of  gastric  mucosal  eosinophilia  at 
2  weeks,  followed  by  an  additional  decrease  12  weeks  after  the 
start  of  the  treatment. 


1822  CLOFIBRATE-INDUCED  CHANGES  IN  THE 

ACTIVITY  OF  HUMAN  INTESTINAL  EN- 
ZYMES.  (E.)    Zakim,  D.  (Fitzsimons  Gen.  Hosp.,  Denver, 
Col.),  R.  H.  Herman,  N.  S.  Rosensweig  and  F.  B.  Stifel. 
Gastroenterology  56(3):496-499,  1969. 

The  administration  of  clofibrate  (ethylchlorophenoxyisobuty- 
rate,  2.0  g/day)  to  3  normal  males  led  to  decreases  in  the  ac- 
tivity of  jejunal  glucokinase,  glucose-6-P  dehydrogenase,  fructo- 
kinase,  and  fructose-1-P  and  fructose- 1-6-P  aldolases.   This  ef- 
fect of  clofibrate  was  specific  since  6-phosphogluconate  dehy- 
drogenase and  hexokinase  activities  were  not  altered  by  the 
drug.   These  data  suggest  a  possible  mechanism  for  the  trigly- 
ceride-lowering  effect  of  clofibrate,  and  also  indicate  a  new 
approach  to  the  study  of  drug  action  in  man. 
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1823  DISTRIBUTION  OF  A  BASIC  AZO-DYE-BINDINO 
PROTEIN  IN  NORMAL  RAT  TISSUES  AND 

CARCINOGEN-INDUCED  HEPATOMA.    (E.)    Baldwin,  R.  W. 
(British  Empire  Cancer  Campaign  Res.  Lab.,  U.  Nottingham, 
England),  C.  R.  Barker  and  M.  Moore.   Brit  J  Cancer  22(4): 
116-186,  1968. 

1824  SALIVARY  GLANDS  OF  THE  HAMSTER.    I. 
THE  SUBMANDIBULAR  GLAND:    A  HISTO- 

CHEMICAL  STUDY  AFTER  PRESERVATION  WITH  VARI- 
OUS FIXATIVES.   (E.)    Flon,  H.  (Dept.  Anat.,  New  York  U., 
N.  Y.)  and  R.  Gerstner.  Acta  Histochem  3 1(2):  234-25 3,  1968. 

1825  AZOPROTEINS  OF  LIVER  NUCLEI  ISOLATED 
IN  AN  AQUEOUS  OR  NONAQUEOUS  MEDIUM 

FROM  RATS  FED  AN  AZOCARCINOGEN.  (E.)  Bakay,  B. 
(Inst.  Cancer  Res.,  Philadelphia,  Pa.),  S.  Sorof  and  G.  Siebert. 
Cancer  Res  29(l):28-32,  1969. 

1826  INORGANIC  PYROPHOSPHATE  CONTENT  IN 
ADULT  GUINEA  PIG  LIVER.    (E.)    Flodgaard, 

H.  (Dept.  Biochem.,  U.  Copenhagen,  Denmark).   FEBS  Letters 
2(4):209-212,  1969. 

1827  THE  LYMPHATIC  BED  OF  THE  CAT  SMALL 
INTESTINE.    (Rus.)    Mel'nikova,  K.  V.  (Ivanovo 

Med.  Inst.,  USSR).   Arkh  Anat  56(l):95-99,  1969. 

1828  STRUCTURE  AND  FUNCTION  OF  THE  GLY- 
COCALYX.    (E.)    Ito,  S.  (Harvard  Med.  Sch., 

Boston,  Mass.).   Fed  Proc  28(l):12-25,  1969. 

1829  HAMSTER  INTESTINAL  BRUSH-BORDER  SUR- 
FACE PARTICLES  AND  THEIR  FUNCTION. 

(E.)    Johnson,  C.  F.  (Indiana  U.  Sch.  Med.,  Indianapohs).  Fed 
Proc  28(l):26-29,  1969. 

1830  FRACTIONS  OF  THE  BRUSH  BORDER.    (E.)      \ 
Eichholz,  A.  (Rutgers  Med.  Sch.,  New  Brunswick,  1 

N.  J.).   Fed  Proc  28(l):30-34,  1969. 

1831  COLUMN  CHROMATOGRAPHY  OF  HUMAN 
SMALL-INTESTINAL  MALTASE,  ISOMALTASE 

AND  INVERTASE  ACTIVITIES.    (E.)    Dahlqvist,  A.  (Dept. 
Physiol.  Chem.,  U.  Lund,  Sweden)  and  U.  Telenius.  Biochem  J 
111(2):139-146,  1969. 
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1832  STRUCTURE  AND  FUNCTION  OF  THE  NORMAL 
LIVER:    LIVER  STRUCTURE.    (E.)    Scheuer, 

.  J.  (Royal  Free  Hosp.,  London,  England).   Arq  Gastroent 
(l):3-6,  1969. 

1833  RIBOSOME  SUBSTRUCTURE  IN  INTACT 
MOUSE  LIVER  CELLS.    (E.)    Florendo,  N.  T. 

U.  Tennessee  Med.  Sch.,  Memphis).   J  Cell  Biol  41(1): 335-339, 
969. 

1834  A  STUDY  OF  NEXUSES  IN  VISCERAL  SMOOTH 
MUSCLE.    (E.)    Cobb,  J.  L.  S.  (Dept.  ZooL,  U. 

[elbourne,  Victoria,  Australia)  and  T.  Bennett.    /  Cell  Biol 
l(l):287-297,  1969. 

1835  STRUCTURAL  BASES  OF  BLOOD  FLOW  REGU- 
LATION IN  THE  SMALL  INTESTINE.    (E.) 

ajda,  J.  (U.  Med.  Sci.,  Budapest,  Hungary),  T.  Raposa  and 
.  Herpai.  Acta  Morph  Acad  Sci  Hung  16(3):331-340,  1968. 


1836  THE  BIOSYNTHESIS  OF  THE  PROTEIN  AND 
LIPID  COMPONENTS  OF  THE  INNER  AND 

OUTER  MEMBRANES  OF  RAT  LIVER  MITOCHONDRIA. 

(E.J    Beattie,  D.  S.  (City  U.  New  York,  N.  Y.).    Biochem 
Biophys  Res  Comm  35(l):67-74,  1969. 

1837  PRELIMINARY  HISTOCHEMICAL  DATA  ON 
THE  GASTRIC  SUCCINIC  DEHYDROGENASE 

ACTIVITY  OF  THE  RAT  TREATED  WITH  POLYSAC- 
CHARIDE Ci6.    (It.)    Tessitore,  V.  (Inst.  Gen.  Embryol.  Histol. 
U.  Palermo,  Italy),  V.  Costa  and  S.  Rigardo.   Boll  Soc  Ital  Biol 
5'pe/-44(ll):984-986,  1968. 

1838  THE  EFFECT  OF  SEROTONIN  ON  SPONTANE- 
OUS SWELLING  IN  VITRO  OF  RABBIT  STOM- 
ACH MUCOSA  AND  LIVER  MITOCHONDRIA.    (It.)    Gastaldi, 
G.  (Inst.  Gen.  Pathol.,  U.  Genoa,  Italy),  R.  MonaceUi,  V.  Pala 
and  U.  M.  Marinari.  Fegato  14(4):567-576,  1968. 
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1839  THE  EFFECT  OF  CAFFEINE  ON  THE  RATE 
OF  PERSORPTION.   (Ger.)    Volkheimer,  G. 

(Charite  Hosp.,  Berlin,  Germany),  F.  H.  Schulz,  E.  Hofer  and 
J.  Schicht.   Nutr  Dieta  (Basel)  11:13-22,  1969. 

The  rate  of  starch  persorption  was  studied  in  16  male  and  fe- 
male medical  students  (mean  age  24  yr)  by  counting  the  num- 
ber of  starch  granules  in  10-ml  blood  samples  after  the  inges- 
tion of  200  mg  of  cornstarch  suspended  in  200  ml  of  water. 
The  diameter  of  the  cornstarch  granules  ranged  from  7-22  ^l. 
Simultaneous  ingestion  of  an  infusion  of  20  g  of  coffee,  con- 
taining 228  mg  of  caffeine,  produced  a  significant  increase  in 
starch  persorption.    This  may  be  due  either  to  increased  mo- 
tility or  to  increased  capillary  pulsation  in  the  muscularis  mu- 
cosae. 

1840  INTESTINAL  ABSORPTION  OF  45ca  IN  THE 
RAT.    (Ger.)    Moll,  H.  (2nd  Med.  Clin.,  U.  Munich, 

Germany)  and  P.  Sauer.    Z  Ges  Exp  Med  149(3):  266-276,  1969. 

Calcium  absorption  was  measured  in  fasting  male  Sprague-Dawley 
rats  60  min  after  instillation  of  1.0  ml  of  isotonic  saline  con- 
taining 35-60  jUC  of  45ca  through  a  catheter  into  the  jejunum, 
ileum,  or  colon.    Calcium  absorption  was  significantly  faster  in 
the  ileum  than  in  the  jejunum,  and  absorption  in  the  jejunum 
was  significantly  faster  than  in  the  colon.    The  percentage  of 
45Ca  absorbed  was  inversely  proportional  to  the  concentration 
of  calcium  used  and  absorption  followed  the  Michaelis-Menten 
equation  in  all  segments  studied,  suggesting  that  a  carrier  sys- 
tem is  involved  in  Ca  transport. 

1841  THE  MORPHOLOGY  OF  FAT  ABSORPTION 
IN  THE  JEJUNUM:    A  BIOPSY  STUDY.    (Fr.) 

Debray,  C.  (Bichat  Hosp.,  Paris,  France),  M.  Cerf,  C.  Marche 
and  D.  Bertin.   Arch  Franc  Mai  Appar  Dig  58(l/2):5-24,  1969. 

Samples  of  jejunal  mucosa  were  taken  by  biopsy  from  82  nor- 
mal subjects  and  patients  with  gastrointestinal  diseases  after 
12-14  hr  of  fasting  and  5-120  min  after  instillation  of  a  lipid 
emulsion  (60%  corn  oil,  20%  dextrose,  and  20%  water)  into 
the  distal  duodenum  or  proximal  jejunum.    In  normal  subjects 
who  had  fasted,  no  fats  were  found  in  cells  of  the  intestine, 
but  lipid  inclusions  were  seen  in  some  histiocytes  of  the  chorion. 
Five  min  after  administration  of  the  corn  oil  emulsion,  lipid 
vacuoles  appeared  as  a  wave  which  moved  toward  the  center  of 
the  cell.    After  30-40  min  particles  of  the  1st  of  2  or  3  waves 
invaded  the  chorion.   The  presence  of  lipid  inclusions  in  in- 
testinal cells  of  fasting  patients  with  malabsorption  syndromes 
or  nonspecific  diarrhea  appears  to  be  due  to  disorders  in  intra- 
cellular lipid  transport.    Normally,  instillation  of  the  emulsion 
did  not  produce  any  change  in  the  number  or  morphology  of 
histiocytes  with  lipid  inclusions  in  the  chorion.    These  cells 
were  found  only  in  small  numbers  or  not  at  all  in  1  patient 
with  atrophy  of  the  small  intestine,  gastrectomized  patients, 
and  1  patient  with  acanthocytosis,  but  were  present  in  large 
numbers  in  some  patients  with  hyperlipemia  and  1  patient  with 
nonspecific  diarrhea.    Thus,  these  inclusions  appear  to  be  in- 
dependent of  the  production  of  chylomicrons  and  depend 
upon  the  nutritional  status  of  the  subject.    The  presence  of  2 
or  3  successive  waves  of  lipid  invasion  suggests  that  discontinuity 
in  absorption  might  be  due  either  to  discontinuity  in  cell 


function  or  differences  in  the  rate  of  lipid  transport  at  different 
levels  of  the  cell.    The  central  chyliferous  vessels  of  the  viUi 
contained  little  or  no  lipids,  indicating  that  their  primary  func- 
tion might  be  to  activate  lymph  circulation  rather  than  to  serve 
as  a  collector.    Disorders  in  Upid  absorption  included  a  delay 
in  lipid  absorption  which  was  sometimes  accompanied  by  an 
abnormal  distribution  of  lipid  inclusions. 

1842  THE  ABSORPTION  OF  BILLVRY  AND  NON- 
BILIARY RADIOCOPPER  IN  THE  RAT.    (E.) 

Mistilis,  S.  P.  (Dept.  Med.,  U.  Sydney,  Australia)  and  P.  A. 
Farrer.    Scand  J  Gastroent  3(6):586-592,  1968. 

The  24-hr  intestinal  absorption  of  cupric  acetate,  ethylene- 
diaminetetraacetic  acid  (EDTA),  bile  and  plasma  radiocopper 
was  measured  in  68  male  Sprague-Dawley  rats.    Given  as  ionic 
or  EDTA  copper  in  an  intrapyloric  dose  of  0.5  to  10  pg,  36% 
was  absorbed.    In  a  dose  of  50  to  1000  /Jg,  10%  was  absorbed. 
Using  biliary  copper  (from  donor  animals  and  collected  in  3 
fractions  namely  0-4,  4-8  and  8-24  hr)  in  a  dose  of  0,5  to  10  /.(g, 
13%  was  absorbed.    Less  absorption  occurred  using  later  bile 
fractions.    Absorption  of  2.5  jtig  of  3  fractions  of  dialysed  bile 
radiocopper  was  15.5%,  12.3%,  and  9.5%,  resp.    Compared  with 
ionic  or  EDTA  copper,  biliary  copper  is  poorly  absorbed.    Par- 
allelism was  found  between  the  dialysability  of  biliary  copper 
in  the  3  fractions  and  the  progressive  lessening  absorption.    Mal- 
absorption of  biliary  copper  is  probably  due  to  its  presence  in      \ 
a  bound  form,  possibly  to  protein.    Similar  degrees  of  malab-       i 
sorption  were  also  obtained  with  plasma  radiocopper.    These        ■ 
findings  could  explain  the  zero  copper  balance  in  man  despite 
high  dietary  intake.    Although  excessive  exogenous  copper  is 
poorly  absorbed,  this  is  still  quantitatively  significant.    Subse- 
quent biliary  excretion  and  malabsorption  of  biliary  copper  may 
represent  the  major  excretory  pathway  for  copper.    Biliary  cop- 
per in  a  nonbound,  diffusible  and  readily  absorbable  form  could 
account  for  increased  hepatic  and  body  stores  of  copper  in 
Wilson's  disease. 

1843  EXAMINATION  OF  THE  ROLE  OF  XANTHINE 
OXIDASE  IN  IRON  ABSORPTION  BY  THE 

RAT.    (E.)    Awai,  M.  (Dept.  Path.,  U.  Okayama,  Japan)  and 
E.  B.  Brown.   J  Lab  Clin  Med  73(3):366-378,  1969. 

The  role  of  xanthine  oxidase  in  iron  absorption  was  studied  in 
normal  and  iron-deficient  female  Sprague-Dawley  rats  in  order 
to  determine  whether  the  high  concentration  of  this  enzyme 
present  in  the  duodenal  mucosa  might  participate  in  the  release 
of  iron  from  a  ferritin  intermediate  of  mucosal  iron  transfer. 
Rats  made  iron  deficient  by  bleeding  and  dietary  iron  restric- 
tion to  increase  their  iron  absorption  showed  decreased  xanthine  j 
oxidase  activity  in  their  duodenal  mucosa,  increased  liver  xan-      ! 
thine  oxidase  activity,  and  no  change  in  activity  of  kidney  and     { 
spleen.    Marked  inhibition  of  xanthine  oxidase  activity  with 
parenteraUy  administered  allopurinol  was  associated  with  in-         ; 
creased  initial  (30  min)  absorption  of  59FeS04  but  diminished 
total  (9  to  11  days)  iron  absorption.    Total  absorption  of  59Fe- 
labeled  hemoglobin  is  diminished  by  allopurinol  only  in  rats 
with  iron-deficiency  anemia  and  not  in  normal  rats.    As  ob- 
served in  other  less  direct  studies,  xanthine  oxidase  appears  to      j. 
have  an  equivocal  role  in  the  control  of  iron  absorption  of  rats.    \ 
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44  STUDIES  OF  INTESTINAL  ABSORPTION 

AND  SECRETION.    PART  I.    TECHNIQUE 
DR  THE  EXTRACORPOREAL  PERFUSION  OF  ANY 
EMPORARILY  ISOLATED  INTESTINAL  SEGMENT  IN 
HE  UNANESTHETIZED  RAT.   (Ger.)    Haberich,  F.  J. 
nst.  Physiol.,  Free  U.  Berlin,  Germany),  R.  Herzer,  O.  Aziz 
id  R.  Dennhardt.   Z  Ges  Exp  Med  148(3):223-237,  1968. 

new  perfusion  technique  is  described  for  studying  intestinal 
icretion  and  absorption  on  unanesthetized  animals  (female 
prague-Dawley  rats)  in  vivo.    During  a  preliminary  operation, 
le  2  ends  of  the  selected  segment  of  small  or  large  intestine 
:e  provided  with  inflatable  cuffs  and  indwelling  catheters, 
fter  recovery  from  the  operation,  this  segment  of  intestine 
m  be  temporarily  isolated  by  means  of  the  cuffs  and  perfused 
u-ough  the  indwelling  catheters.    Perfusion  can  be  carried 
ut  either  in  a  closed  system  with  recirculation  or  in  an  open 
^stem.    Changes  in  fluid  volume  in  the  entire  system  then 
jrrespond  to  net  transmucosal  fluxes,  and  the  solute  concen- 
ations  can  be  followed  either  by  sampling  or  by  the  use  of 
ppropriate,  continuously-measuring  transducers.    The  utility 
f  the  technique  is  illustrated  by  2  examples  demonstrating 
le  net  fluxes  and  changes  in  sodium  concentration  during 
erfusion  of  the  rat  small  intestine  with  water  and  various 
[aCl  solutions. 


1845 


a-AMINOISOBUTYRIC  ACID  TRANSPORT 
AND  TISSUE  CONCENTRATION  AT  VARIOUS 
NTESTINAL  SITES.    (E.)    Schedl,  H.  P.  (U.  Iowa  Coll.  Med., 
owa  City),  D.  L.  Miller,  H.  D.  Wilson  and  P.  Flores.   Amer  J 
'hysiol  216(5):1131-1138,  1969. 

Neutral  amino  acid  transport  by  the  rat  small  intestine  was 
tudied  by  measuring  absorption  and  intestinal  tissue  uptake 
)f  the  nonmetabolized  synthetic  analogue,  a-aminoisobutyric 
icid  (AIB).    Solutions  of  a-aminoisobutyric  acid  were  perfused 
)r  continuously  recirculated  through  individual  intestinal  seg- 
nents  in  situ.    a-Aminoisobutyric  acid  was  measured  by  count- 
ng  a-aminoisobutyric  acid-l^c  in  perfusates,  tissue,  and  serum. 
Vbsorption  was  calculated  from  net  disappearance  of  a-amino- 
sobutyric  acid  from  the  lumen.    For  all  segments,  the  absorp- 
;ion  rate  was  proportional  to  a-aminoisobutyric  acid  concentra- 
;ion  from  0.83  to  1  x  10^  juM.    Statistically  significant  differ- 
ences (P  <0.001)  for  absorption  rates  validated  the  following 
rank  order:    midjejunum  >  duodenum  >  ileum,  a-Aminoiso- 
Dutyric  acid  was  concentrated  by  intestinal  tissues  above  the 
levels  in  lumen  and  serum.    The  intestinal  tissue  concentration 
was  least  in  the  segment  where  absorption  was  greatest  (mid- 
jejunum).   a-Aminoisobutyric  acid  given  parenterally  was  also 
concentrated  least  by  midjejunal  tissue.    These  studies  define 
a  characteristic  pattern  of  a-aminoisobutyric  acid  absorption 
and  tissue  accumulation  along  the  length  of  the  small  intestine. 
Contrary  to  expectation,  the  a-aminoisobutyric  acid  transport 
rate  and  tissue  a-aminoisobutyric  acid  accumulation  are  not  di- 
rectly related. 

1846  DEVELOPMENTAL  PATTERN  OF  SOME  IN- 

TESTINAL TRANSPORT  MECHANISMS  IN 
NEWBORN  RATS  AND  MICE.    (E.)    Batt,  E.  R.  (Coll.  Phys. 
Surg.,  Columbia  U.,  New  York,  N.  Y.)  and  D.  Schachter.  Amer 
J  Physiol  216(5):  1064-1068,  1969. 

The  pattern  of  development  of  an  intestinal  transport  mecha- 
nism for  calcium  has  been  studied  with  newborn  rats  and  mice 


Slices  of  various  segments  of  the  small  intestine  and  colon 
were  tested  for  accumulation  in  vitro,  and  the  following  pattern 
was  observed.    Shortly  after  birth,  in  rats,  all  segments  tested 
accumulated  Ca  in  vitro,  although  the  level  of  activity  is  con- 
siderably less  than  peak  values  for  older  animals.    In  the  first 
2  weeks  of  age  the  level  of  accumulation  decreases  progressively 
in  all  segments.    Beginning  in  the  3rd  week  in  rats  and  mice 
the  Ca  mechanism  increases  progressively  in  the  duodenum, 
the  adult  site  of  maximal  accumulation.    Corresponding  ob- 
servations on  accumulation  of  3-O-methylglucose  and  L-proline 
in  rats  demonstrate  a  widespread  distribution  in  the  newborn, 
with  the  mechanism  present  in  the  colon.    Subsequently  both 
mechanisms  decrease  in  the  colon,  and  the  hexose  transport 
becomes  maximal  in  the  mid-small  intestine.    The  present  re- 
sults and  prior  observations  suggest  two  general  conclusions: 
many  intestinal  transfer  mechanisms  are  more  widespread 
shortly  after  birth  and  are  detected  in  the  colon;  development 
of  the  adult  pattern  often  begins  in  the  3rd  week  which  is  ap- 
parently a  critical  period  for  development  of  intestinal  function. 

1847  VITAMIN  B12  UPTAKE  BY  HUMAN  SMALL 
BOWEL  HOMOGENATE  AND  ITS  ENHANCE- 
MENT BY  INTRINSIC  FACTOR.    (E.)    Carmel,  R.  (Mount 
Sinai  Sch.  Med.,  New  York,  N.  Y.),  A.  H.  Rosenberg,  K.  S. 
Lau,  R.  R.  Streiff  and  V.  Herbert.    Gastroenterology  56(3): 
548-555,  1969. 

Mucosal  homogenates  of  human  ileum  were  demonstrated  to 
have  enhanced  vitamin  6^2  uptake  in  the  presence  of  normal 
human  gastric  juice  or  hog  intrinsic  factor  concentrate.    This 
process  was  demonstrated  to  require  Ca"*^  or  Mg"*"*"  and  to  be 
optimal  at  pH  6.6  and  above.   The  enhancement  was  blocked 
by  antibody  to  intrinsic  factor.    Pernicious  anemia  gastric  juice 
and  normal  and  pernicious  anemia  serum  did  not  enhance  vita- 
min Bj2  uptake.   In  fact,  these  substances  diminished  non- 
specific uptake  of  the  vitamin,  presumably  by  binding  it  and 
rendering  it  unadsorbable.    "Enhancement"  by  saliva  appeared 
to  be  an  artifact  due  to  the  presence  of  vitamin  %\2  binders 
precipitable  by  centrifugation.    Human  jejunal  mucosa  homog- 
enate  uptake  was  not  enhanced  by  intrinsic  factor,  supporting 
the  concept  that  the  active  process  of  vitamin  B12  uptake  is 
localized  to  the  Ueum.    Nonspecific  uptake  of  vitamin  ^\2,  un- 
related to  intrinsic  factor,  appeared  to  be  uniform  in  jejunal 
and  ileal  mucosa  homogenates,  and  to  be  unaffected  by  pH  or 
cations.    Poor  vitamin  B12  uptake  in  some  but  not  other  ileal 
homogenates  from  patients  with  regional  ileitis  suggests  that  the 
ileal  homogenate  technique  may  be  useful  in  evaluating  in  vivo 
function  of  intestinal  receptors  for  the  intrinsic  factor  vitamin 
B12  complex. 

1848  THE  EFFECT  OF  UNABSORBED  SUCROSE- 
OR  MANNITOL-INDUCED  ACCELERATED 

TRANSIT  ON  ABSORPTION  IN  THE  HUMAN  SMALL 
INTESTINE.  (E.)  Launiala,  K.  (Child.  Hosp.,  Helsinki, 
Finland).   Scand  J  Gastroent  4(1):25-31,  1969. 

The  absorption  of  arginine,  xylose,  and  palmitic  acid  was 
studied  by  a  perfusion  method  in  a  50  cm  segment  of  proximal 
small  intestine  of  three  children  during  normal  and  accelerated 
passage  of  a  test  solution  through  the  segment.    Accelerated 
transit  was  induced  by  substituting  sucrose  for  150  mmoles/liter 
of  glucose  in  the  test  solution  in  a  child  with  congenital  su- 
crose-isomaltose  malabsorption  and  mannitol  in  two  children 
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with  notmal  intestines.    The  findings  were  similar  in  the  normal 
children  and  the  patient.    The  transit  time  through  the  test 
segment  was  shortened  by  50-70%,  and  the  absorption  of  pal- 
mitic acid,  xylose,  and  arginine  was  reduced  by  an  average  of 
42,  35,  and  9.5%,  resp.    These  findings  suggest  that  the  slight 
generalized  malabsorption  observed  in  patients  with  congenital 
disaccharide  malabsorption  is  due  to  the  hurried  passage  of  in- 
testinal content  through  the  small  intestine. 

1849  SODIUM-GLUCOSE  RELATIONSHIPS  DURING 
INTESTINAL  SORPTION  IN  DOGS.    (E.) 

Heaton,  J.  W.  Jr.  (Mayo  Grad.  Sch.  Med.,  Rochester,  Minn.) 
and  C.  F.  Code.  Amer  J  Physiol  216(4):749-755,  1969. 

The  effect  of  glucose  absorption  on  sodium  sorption  was  stud- 
ied in  the  dog  intestine  in  vivo  by  means  of  phlorizin  inhibi- 
tion; acute  and  chronic  intestinal  loops  were  used.    Phlorizin 
stopped  glucose  absorption  in  the  duodenum,  jejunum,  ileum, 
and  colon.    Correlation  was  found  between  glucose  absorption 
and  sodium  insorption  in  the  jejunum  in  acute  and  chronic 
studies  and  in  the  ileum  in  acute  studies,  but  no  correlation 
was  noted  in  the  duodenum  or  colon.   A  phlorizin-sensitive 
mechanism  for  sodium  insorption,  not  present  in  the  colon, 
was  detected  in  the  ileum.    In  control  and  phlorizin  studies, 
concentration  of  sodium  in  the  net  sorbed  fluid  was  constant. 
In  the  chronic  loops,  phlorizin  inhibited  sodium  insorption 
even  in  the  absence  of  glucose.   Phlorizin  had  little  effect  on 
water  insorption  except  in  the  ileum,  where  it  was  reduced. 
No  consistent  effect  of  phlorizin  on  exsorption  of  either  water 
or  sodium  was  noted  in  any  segment  of  bowel.    In  chronic 
loops  of  canine  jejunum,  ouabain  reduced  glucose  absorption 
and  inhibited  sodium  insorption. 

1850  INTESTINAL  TRANSPORT  OF  AMINO  ACIDS 
AS  AFFECTED  BY  SUGARS.    (E.j    Reiser,  S. 

(VA  Hosp.,  IndianapoUs,  Ind.)  and  P.  A.  Christiansen.  Amer 
J  Physiol  216(4):915-924,  1969. 

Poorly,  or  nonmetaboUzed,  actively  transported  sugars  typified 
by  galactose,  a-methyl-D-glucoside,  and  3-O-methyl-D-glucose 
at  25  mM  concentrations  were  able  to  consistently  inhibit  the 
intracellular  accumulation  and  medium  disappearance  of  1  mM 
valine,  lysine,  and  glycine  by  everted  intestinal  sacs  from  male 


Wistar  rats.    The  inhibition  was  always  greater  in  the  jejunum 
than  in  the  ileum.    Fructose  generally  activated  amino  acid 
transport  and  both  glucose  and  fructose  significantly  relieved 
the  galactose  inhibition.    Preincubation  with  the  inhibitory 
sugars  did  not  produce  a  subsequent  inhibition  of  vaUne  trans- 
port while  preincubation  in  leucine  did.    Only  galactose  of  the 
sugars  tested  caused  a  significant  efflux  of  accumulated  valine 
from  the  tissue  and  this  was  only  one-third  that  produced  by 
leucine  at  one-half  the  concentration.   The  galactose  inhibition 
of  valine  accumulation  occurred  very  rapidly  and  was  significant 
at  3  min.   Galactose  was  a  partial  noncompetitive  inhibitor  of 
valine  accumulation.    These  results  are  best  explained  on  the 
basis  of  a  competition  between  amino  acids  and  the  inhibitory 
sugars  for  a  common  energy  source  for  transport. 

185 1  INDEPENDENCE  OF  FAT  ABSORPTION  AND 
PINOCYTOSIS.    (E.j    Porter,  K.  R.  (Biol.  Labs., 

Harvard  U.,  Cambridge,  Mass.).   Fed  Proc  28(l):35-40,  1969. 

1852  VITAMIN  Bn  ABSORPTION  AND  THE  INTES- 
TINAL CELL  SURFACE.    (E.)    MacKenzie,  1.  L. 

(Boston  U.  Sch.  Med.,  Mass.)  and  R.  M.  Donaldson  Jr.   Fed 
Proc  28(l):41-45,  1969. 

1853  THE  PHYSIOLOGY  OF  FAT  DIGESTION  AND 
FAT  ABSORPTION.    (Ger.)    Wagner,  A.  (Med. 

Polyclin.,  U.  Heidelberg,  Germany).  Hippokrates  39(23):869- 
876,  1968. 

1854  CONTROL  OF  IRON  ABSORPTION  BY  THE 
INTESTINAL  EPITHELIAL  CELL:    REVIEW 

AND  HYPOTHESIS.   (E.)    Pinkerton,  P.  H.  (Sunnybrook  Hosp., 
Toronto,  Canada).  Ann  Intern  Med  70(2):401-408,  1969. 

1855  CURRENT  CONCEPTS  OF  MEMBRANE  STRUC- 
TURE AND  FUNCTION.   (E.j    Korn,  E.  D.  (Natl. 

Heart  Inst.,  NIH,  Bethesda,  Md.).   Fed  Proc  28(1):6-11,  1969. 

1856  TISSUE  TRANSPORT  DEFECTS  OF  DIBASIC 
AMINO  ACIDS.    (E.j    Segal,  S.  (Child.  Hosp. 

Philadelphia,  Pa.).   Bibl  Paediat  87:56-71,  1968. 


See  also  1828,1829,1830,2027,2472 
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157  HYPOTHALAMIC  CONTROL  OF  ADRENERGIC 

OUTFLOW  TO  THE  STOMACH  IN  THE  CAT. 

;J    Jansson,  G.  (Dept.  Physiol.,  U.  Goteborg,  Sweden),  B. 
isander  and  J.  Martinson.   Acta  Physiol  Scand  75(1/2):  176- 
?6,  1969. 

he  gastric  volume,  blood  pressure  and  skeletal  muscle  blood 
ow  were  recorded  in  chloralosed,  adrenalectomized  cats  in 
hich  the  vagal  nerves  were  cut,  but  the  vagal  excitatory  fibers 
)  the  stomach  could  be  activated  by  electrical  stimulation, 
opical  stimulation  of  the  hypothalamic  defense  area,  or  sur- 
)unding  "pressor"  areas,  produced  not  only  the  characteristic 
iculatory  responses,  but  also  a  prompt  and  often  complete 
ihibition  of  a  vagally  induced  increase  in  gastric  motility, 
[owever,  when  the  stomach  was  not  under  the  influence  of 
antinuous  vagal  excitatory  activity,  corresponding  stimulation 
f  the  hypothalamus  rarely  had  any  effect  on  gastric  volume, 
nd  then  produced  only  an  insignificant  and  sluggish  increase 
espite  considerable  "myogenic"  tone  of  the  stomach.    Stimula- 
ion  of  the  adjacent  hypothalamic  sympatho-inhibitory  area, 
n  the  other  hand,  augmented  the  vagally  induced  gastric  mo- 
Qity,  suggesting  the  presence  of  a  centrally  induced  suppression 
f  a  prevailing  sympathetic  inhibitory  influence  on  the  stomach, 
kll  the  effects  on  gastric  volume  produced  by  central  nervous 
timulation  could  be  blocked  by  guanethidine  in  these  vagoto- 
lized  cats.    It  is  concluded  that  the  hypothalamus  contains 
eural  mechanisms  which  can  affect  stomach  motility  by  chang- 
[ig  (in  both  directions)  the  impulse  frequency  in  the  inhibitory 
drenergic  outflow  to  the  organ.   Simultaneous  activity  of  vagal 
xcitatory  fibers  to  the  stomach  was  found  to  be  a  prerequisite 
or  reducing  gastric  motility  and  tone  when  the  adrenergic  fibers 
vere  excited.    This  is  compatible  with  the  hypothesis  that  the 
idrenergic  fibers  exert  their  inhibitory  effect  mainly,  or  only, 
)y  acting  on  the  parasympathetic  ganglionic  cells,  which  medi- 
ite  the  vagal  excitatory  influence  to  the  gastric  smooth  muscles. 


1858  THE  RELATIONSHIP  OF  ILEAL  OUTFLOW 

TO  COLONIC  PROPULSION.    (E.j    Ritchie,  J.  A. 
[Nuffield  Dept.  Clin.  Med.,  Oxford,  England).   Dis  Colon 
Rectum  12(2):  129-1 36,  1969. 

rime-lapse  cinefluorography  of  the  colonic  movements  was 
used  in  120  convalescent  volunteers  to  determine  the  relations 
between  ileal  outflow,  colonic  propulsion,  and  individual  fre- 
quency of  bowel  movements.    The  incidence  of  excessive  ileal 
outflow  under  resting  conditions  was  nearly  5  times  as  common 
as  that  of  moderate  outflow  in  diarrheic  subjects.    The  ileal 
outflow  was  increased  to  some  degree  after  lunch  in  2/3  of 
all  subjects;  this  was  attributed  to  a  gastroileal  reflex.    Ileal 
outflow  was  3  times  more  likely  to  be  augmented  after  food 
ingestion  when  it  was  already  excessive  before  the  meal.    Co- 
lonic propulsion  averaged  7.5  cm/hr  in  subjects  who  had  less 
than  2  movements  daily,  and  30  cm/hr  in  those  having  more 
frequent  movements,  and  who  had  been  given  lunch.    During 
the  hour  after  lunch,  the  upper  limit  of  colonic  propulsion 
that  was  consistent  with  normal  bowel  function  was  22  cm/hr. 
About  1/4  of  the  diarrheic  patients  who  had  moderate  ileal 
outflow  at  rest,  and  in  whom  there  may  have  been  primary 
colonic  hyperactivity,  showed  propulsion  of  30  cm/hr  even 
under  resting  conditions.    Among  the  subjects  with  excessive 


ileal  outflow  while  at  rest,  an  increased  frequency  of  move- 
ments in  the  absence  of  gastrointestinal  disease  appeared  to  be 
due  chiefly  to  overactivity  of  the  gastroileal  and  gastrocolic 
reflexes.    In  those  with  disease  of  the  gastrointestinal  tract, 
diarrhea  was  most  often  associated  with  evidence  of  malabsorp- 
tion, but  still  appeared  to  depend  on  the  same  reflex  mechanism. 

1859  EXTRINSIC  INTESTINAL  REFLEXES  AND 

MECHANOELECTRICAL  CORRELATIONS  IN 
THE  DUODENUM  AND  JEJUNUM  OF  THE  CAT.    (It.) 
Abbadessa,  S.  (Inst.  Gen.  Physiol.,  U.  Palermo,  Italy)  and  I. 
Di  Gregorio.   Boll  Soc  Ital  Biol  Sper  44(21):  1818-1822,  1968. 

Measurements  were  made  of  electrical  and  mechanical  activity 
in  the  duodena  and  jejuna  of  cats  anesthetized  with  30  mg/kg 
of  metharbital  i.v.,  curarized,  intubated,  and  subjected  to  arti- 
ficial respiration.    The  superior  laryngeal  nerve  was  stimulated 
with  impulses  having  a  potential  of  3-5  V,  a  duration  of  0.5-1 
msec,  and  a  frequency  of  10-100  cycles/sec  for  periods  ranging 
from  15-30  sec.    After  a  lag  of  3-8  sec  this  usually  caused  rapid 
and  point  discharges  to  appear  to  increase  in  number  but  had 
little  effect  on  slow  rhythmic  electrical  activity.    These  changes 
were  associated  with  an  increase  in  contractile  activity.    Dilata- 
tion of  the  duodenum  with  a  rubber  balloon  fLQed  with  water 
had  no  effect  on  electrical  or  mechanical  activity  in  the  duo- 
denum and  jejunum,  while  dilatation  of  the  stomach  inhibited 
this  activity.    Rapid  and  point  discharges  disappeared,  slow 
electrical  activity  became  disorganized,  and  mechanical  activity 
ceased  with  80-120  ml  H2O.    Dilatation  of  the  ileum  first 
stopped  rapid  and  point  discharges  and  then  reduced  mechanical 
activity  and  produced  hypotonia  of  the  duodenal  and  jejunal 
walls.    Dilatation  of  the  colon  had  little  effect  on  activity. 
With  30-40  ml  H2O  a  temporary  decrease  occurred  in  the  num- 
ber of  rapid  and  point  discharges  and  type  11  contractile  waves. 

1860  THE  EFFECT  OF  SYNTHETIC  BRADYKININ 
ON  THE  ISOLATED  RAT  INTESTINE.    (It) 

Grossi,  F.  (Inst.  Systematic  Med.  Ther.  Med.  Hydrol.,  U.  Rome), 
M.  Grassi  and  T.  Traetta.   Epatologia  14(1): 39-46,  1968. 

Isolated  segments,  about  2.5  cm  in  length,  of  the  terminal  ileum 
or  ascending  colon  of  albino  rats  were  perfused  with  Tyrode 
solution  and  aerated  with  O2  at  37C.    After  20-30  min,  5  or 
10  jug  of  synthetic  bradykinin  was  added  to  the  solution.    Af- 
ter a  lag  of  3-10  min,  bradykinin  had  a  contractile  effect  on 
the  ileum  which  lasted  for  an  average  of  180  min  with  5  jUg 
and  260  min  with  10  jLg.    In  the  ascending  colon  bradykinin 
inhibited  spontaneous  motility  for  an  average  of  90  min.    Addi- 
tion of  10  jUg  of  atropine  increased  the  lag  period,  reduced  the 
intensity  of  bradykinin's  contractile  effect,  and  reduced  the 
duration  of  its  action.    Addition  of  10  /Ug  of  hexamethonium 
bromide  or  isonitrophenylethanolamine  increased  the  lag  period 
only  slightly  but  did  not  change  the  intensity  of  bradykinin's 
action.   These  results  indicate  that  bradykinin  acts  directly  on 
smooth  muscles  of  the  intestine  and  indirectly  on  cholinergic 
fibers. 

1861  CHANGES  IN  GASTRIC  pH  AND  MOTILITY 
DURING  NATURAL  HUMAN  SLEEP.    (Ger.) 

Baust,  W.  (Neurol.  Clin.,  U.  Diisseldorf,  Germany)  and  W. 
Rohrwasser.   Pflueger  Arch  Ges  Physiol  305(3):229-240,  1969. 
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Simultaneous  recordings  were  made  of  gastric  pH  and  motility 
with  a  Heidelberg  capsule,  EEG,  and  eye  movements  in  8  nor- 
mal male  and  female  subjects,  20-27  yr  old.    Subjects  had  din- 
ner at  7:00  p.m.  and  went  to  bed  between  10:00  and  11:30 
p.m.   The  pH  of  the  gastric  contents  fluctuated  between  1  and 
3  in  all  subjects,  remaining  constant  in  some  and  increasing  or 
decreasing  in  others.    In  all  subjects  gastric  motility  increased 
in  the  4th  hr  of  sleep,  decreased  in  the  5th  hr,  and  then  in- 
creased continuously  until  morning.   Gastric  motility  decreased 
in  deep  sleep  and  increased  significantly  in  the  rapid  eye  move- 
ment (REM)  period.    Gastric  acidity  was  higher  in  stages  B, 
C,  and  D  than  in  the  waking  state.    Spontaneous  arousal  during 
the  night  was  always  accompanied  by  a  decrease  in  gastric 
acidity. 

1862  THE  EFFECT  OF  EPINEPHRINE,  NOREPI- 
NEPHRINE, AND  EPHEDRINE  ON  THE  TONUS 

OF  THE  NERVE  ENDINGS  IN  THE  COMMON  BILE  DUCT. 

(Rus.)   Oleinik,  A.  N.  (Ternopol'  Med.  Inst.,  USSR).   Farrmkol 
Toksik  32(l):73-75,  1969. 

A  pressure  method  was  used  to  study  the  effect  of  i.v.  or  s.c. 
administration  of  0.625-50  /Lig/kg  of  synthetic  l-norepinephrine 
bitartrate,  0.625-50  )lig/kg  of  l-epinephrine  hydrochloride,  and 
ephedrine  hydrochloride  on  the  tonus  of  nerve  endings  in  the 
common  bile  ducts  of  5  dogs  with  Schiff  fistulas  of  the  gall- 
bladder.   In  59  of  62  experiments  epinephrine  and  norepineph- 
rine reduced  the  tonus  in  untreated  animals  and  in  those 
which  had  first  been  given  morphine,  opium  alkaloids,  or 
trimeperidine.   The  spasmolytic  effect  of  equimolar  quantities 
of  epinephrine  and  norepinephrine  was  about  the  same.    Ephe- 
drine had  a  spasmolytic  effect  similar  to,  but  weaker  than,  those 
of  epinephrine  and  norepinephrine.    Ephedrine  potentiated  their 
spasmolytic  action. 

1863  THE  NERVOUS  REGULATORY  MECHANISM 
INVOLVED  IN  PERIODIC  MOTOR  AND  SECRE- 
TORY ACTIVITY  IN  THE  DUODENUM.    (Rm.j    Larin,  E.  F. 
(Tomsk  Med.  Inst.,  USSR),  V.  D.  Sukhodolo  and  A.  D. 
Gratsianova.    Fiziol  Zh  SSSR  Sechenov  55(2):  21 3-220,  1969. 

Duodenal  motility  and  the  composition  of  duodenal  juice  were 
studied  before  and  after  vagotomy  on  4  dogs  with  isolated  duo- 
dena.   After  fasting  for  18-20  hr,  2  of  these  dogs  had  continuous 
duodenal  contractions  and  increased  nonperiodic  seaetion  4-5 
days  after  vagotomy.    Periodic  contractions  appeared  only  10 
days  after  surgery  and  lasted  longer  than  before  vagotomy,  while 
the  volume  of  juice  secreted  returned  to  presurgical  levels.    Four 
days  after  surgery  the  other  2  dogs  still  had  periodic  motor  and 
secretory  activity.   Reductions  in  solids,  proteins,  and  organic 
substances  were  found  in  duodenal  juice  from  all  4  dogs.    En- 
zyme activity,  particularly  phosphatase  activity,  was  reduced  in 
the  solid  part  of  the  secretion.    During  fasting  all  4  dogs  showed 
some  evidence  of  periodic  motor  and  secretory  activity  11-20 
days  after  vagotomy.   Gradual  increases  occurred  in  the  secre- 
tion of  solids  and  in  their  enzyme  activity,  while  the  enzyme 
activity  of  the  liquid  phase  remained  low  but  its  protein  con- 
centration increased.    Fasting  duodenal  secretion  approached 
presurgical  levels  in  the  first  2  dogs  but  remained  low  in  the 
others  21  days  to  7  months  after  vagotomy.    In  both  the  solid 
and  liquid  phases  enzyme  activities  increased  to  presurgical 
levels  and  then  decreased.    Enzyme  activities  were  higher  during 
periods  of  activity  than  during  relative  rest.    Meat,  bread,  and 


milk  had  little  effect  on  the  amount  of  duodenal  juice  secreted 
by  dogs  4-20  days  after  vagotomy.    The  volume  of  secretion 
did  not  depend  upon  the  type  of  food  eaten.    Periodic  activity 
returned  only  21-26  days  after  vagotomy.    In  some  cases  food 
only  inhibited  periodic  motor  activity,  but  secretion  did  occur 
periodically.    From  21  days  to  7  months  after  vagotomy  food 
usually  stimulated  duodenal  secretion,  while  before  surgery  food 
inhibited  secretion.    Increases  in  solids  and  organic  matter  oc- 
curred, particularly  after  the  animals  had  eaten  meat.    Total 
enzyme  activity  increased  significantly. 


1864  IN  VITRO  CONTRACTIONS  OF  RAT  JEJUNUM 

FOLLOWING  WHOLE-BODY  X-IRRADIATION 
OR  DRUGS.  (E.)  Kagnoff,  M.  F.  (Armed  Forces  Radiobiol- 
ogy  Res.  Inst.,  Bethesda,  Md.)  and  E.  Kivy-Rosenberg.  Amer 
J  Physiol  216(5):  1057-1063,  1969. 

Adult  male  rats  were  sacrificed  between  20  min  and  3  days 
following  1500  r  whole-body  X-irradiation  to  record  and  study 
the  spontaneous  contractions  of  isolated  in  vitro  segments  of 
jejunum.    Segments  from  nonirradiated  animals  demonstrated 
a  "multicomponent"  irregular  pattern  of  contractions  as  com- 
pared with  a  "single-component"  regular  pattern,  often  asso- 
ciated with  an  increased  contraction  ampUtude,  in  segments 
taken  from  animals  2  and  3  days  after  exposure.   No  increase 
in  the  mean  rate  of  spontaneous  contractions  was  noted.   The 
mechanism  of  this  change  was  studied  using  pharmacological 
agents.    The  ganglionic  blocking  agent  hexamethonium,  the 
anticholinesterase  drugs,  as  well  as  the  neurotoxin  tetrodotox- 
in,  when  added  to  the  bath  containing  segments  from  nonir- 
radiated animals,  resulted  in  a  contraction  pattern  resembling 
that  of  segments  from  animals  irradiated  2  and  3  days  pre- 
viously.   Evidence  is  presented,  however,  which  indicates  that 
drug-altered  segments  differ  in  some  aspects  from  the  irradia- 
tion-induced regular  segments.   The  possible  mechanisms  of 
the  irradiation-induced  changes  are  discussed. 

1865  THE  EFFECT  OF  UNABSORBED  SUCROSE 

AND  MANNITOL  ON  THE  SMALL  INTESTINAL 
FLOW  RATE  AND  MEAN  TRANSIT  TIME.    (E.)    Launiala, 
K.  (Child.  Hosp.,  Helsinki,  Finland).   Scand  J  Gastroent  3(6): 
665-671,  1968. 

The  effect  of  different  concentrations  of  unabsorbable  solute 
on  the  movement  of  water  and  electrolytes  and  on  the  mean 
transit  time  was  studied  in  children  by  perfusing  a  50  cm  seg- 
ment of  proximal  small  intestine.    Sucrose  was  the  unabsorb- 
able solute  used  in  a  child  with  congenital  sucrose-isomaltose 
malabsorption  and  mannitol  in  three  normal  children.    In  both 
cases  a  steady  state  was  approached  in  which  the  intestinal 
fluid  was  isotonic  to  the  extracellular  fluid  and  contained  about 
95  mEq/liter  of  Na"^  and  about  95  mmoles/liter  unabsorbable 
solute  and  glucose.    Concentrations  of  the  test  substance  ex- 
ceeding 100  mmoles/liter  thus  caused  net  secretion  of  water  and 
electrolytes.  This  resulted  in  an  accelerated  flow  in  the  distal 
part  of  the  test  segment.    The  flow  rate  was  further  increased 
by  shortening  the  mean  transit  time,  which  was  proportional 
to  the  content  of  unabsorbable  solute.   The  findings  suggest 
that  in  disaccharide  malabsorption  the  increase  in  intraintestinal 
volume  leads  to  accelerated  transit  through  the  small  intestine, 
in  proportion  to  the  quantity  of  disaccharides  ingested. 
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1866  EFFECTS  OF  TRANSECTION  ON  THE  INTES- 

TINAL SLOW-WAVE  FREQUENCY  GRADIENT. 

(E.)    Diamant,  N.  E.  (Upstate  Med.  Ctr.,  Syracuse,  N.  Y.)  and 
A.  Bortoff).   Amer  J  Physiol  216(4):734-743,  1969. 
As  a  means  of  studying  the  slow-wave  frequency  gradient, 
changes  in  slow-wave  frequency  and  direction  of  propagation 
were  studied  in  anesthetized  cats  and  dogs  following  upper 
intestinal  transection  or  clamping.    Although  the  in  situ  gradient 
was  greatly  reduced  or  even  abolished  distal  to  the  level  of  tran- 
section, an  intrinsic  frequency  gradient  was  readily  demonstrable 
in  both  species.    The  direction  of  slow-wave  propagation  was 
apparently  determined  by  the  intrinsic  frequency  gradient  and 
proceeded  from  an  area  of  higher  to  one  of  lower  frequency. 
Occasionally  the  drop  in  frequency  below  the  transection  was 
temporarily  accompanied  by  retrograde  slow-wave  propagation 
resulting  from  more  distal  areas  having  a  transiently  higher  fre- 
quency of  discharge.    The  normal  slow-wave  pattern  and  its  al- 
terations following  transection  were  not  significantly  influenced 
by  ganglion-blocking  drugs,  suggesting  that  neither  process  is 
directly  dependent  on  neurological  activity.    After  its  initial 
drop  following  transection  the  slow-wave  frequency  in  the  cat 
gradually  rose  toward  its  original  value,  whereas  in  the  dog  it 
remained  at  a  low  level  indefinitely.    However,  in  the  dog  the 
normal  in  situ  gradient  could  be  restored  by  heating,  and  there- 
by raising  the  frequency  of  the  segment  of  intestine  just  distal 
to  the  transection.    It  is  concluded  that  an  unknown  process 
in  the  upper  end  of  the  intestine  serves  to  maintain  the  slow- 
wave  frequency  of  the  initial  plateau  above  its  intrinsic  level 
and  that  the  frequency  of  each  subsequent  plateau  is  raised 
above  the  intrinsic  frequency  of  its  most  proximal  oscillator  by 
the  driving  influence  of  its  adjacent,  oral  plateau. 

1867  PROPULSIVE  GASTROINTESTINAL  MOTILITY 

AFTER  CONTROLLED  BLEEDING  IN  THE  RAT. 

(E.)    Nylander,  G.  (U.  Hosp.,  Uppsala,  Sweden).    Scand  J 
Gastroent  4(2);  105-1 19,  1969. 

The  gastric  evacuation  and  propulsive  function  of  the  small 
intestine  were  analysed  after  bleedings  of  different  magnitudes 
in  464  male  albino  rats.    A  quantitative  method  that  also  aUows 
comparisons  between  these  functions  was  used.   The  amount 
of  blood  removed  varied  between  4  and  6  ml,  corresponding 
to  22  and  33  per  cent  of  the  total  blood  volume,  resp.    Record- 
ings were  made  immediately  after  and  5  hr  after  the  bleeding. 
Bleeding  from  nonheparinized  animals  allowed  conclusive  re- 
cordings of  the  motility  conditions;  it  was  concluded  that  both 
the  gastric  evacuation  and,  in  particular,  the  propulsive  motility 
of  the  small  intestine  were  inhibited  by  the  bleeding-the  larger 
the  amount  of  blood  removed,  the  greater  the  inhibition.   The 
small  intestine  was  considered  to  be  an  organ  with  great  toler- 
ance to  anoxia  of  different  origins.   Functions  such  as  motility 
and  absorption  can  be  retained  up  to  a  stage  very  close  to  that 
of  irreversible  shock. 

1868  THE  EFFECT  OF  SOME  ORAL  ANTICHO- 

LINERGICS ON  GASTRIC  EMPTYING,  pH 
AND  OSMOLARITY  IN  MAN.    (E.)    Bromster,  D. 


(Serafimerlassarettet,  Stockholm,  Sweden),  G.  Carlberger,  G. 
Lundh,  J.  MoUer  and  A.  Rosen.    Scand  J  Gastroent  4(2):  185- 
192,  1969. 

The  effect  of  five  orally  administered  anticholinergic  drugs  on 
the  gastric  emptying  rate,  the  pH  and  the  osmolarity  of  the 
gastric  contents  was  studied  with  double-blind  technique  in 
19  healthy  male  volunteers.    The  emptying  rate  was  estimated 
by  external  counting  of  131i-HSA  incorporated  in  a  standard 
Uquid  test  meal.    The  effect  of  each  drug  tested  was  compared 
with  the  response  to  placebo  on  each  individual  since  variations 
between  subjects  were  expected  to  be  large.    Atropine  (2-4  mg), 
1-hyoscyamine  (1.4-2.8  mg),  and  propantheline  (1.4-2.8  mg) 
decreased  the  gastric  emptying  rate  and  reduced  the  decrease 
of  the  pH  and  the  osmolarity  induced  by  the  test  meal.    Methyl 
scopolamine  (8-16  mg)  produced  inconsistent  effects  on  the 
parameters.   Butylscopolamine  (240-480  mg)  in  a  high  dose 
caused  some  retardation  of  the  emptying  but  had  no  effect 
on  pH  or  osmolarity. 

1869  EFFECT  OF  GASTRIN  AND  SC  15396  ON 
GASTRIC  MOTILITY  IN  DOGS.    (E.)    Isenberg, 

J.  I.  (U.  CaUfornia  Sch.  Med.,  Los  Angeles)  and  M.  I.  Grossman. 
Gastroenterology  56(3):450-455,  1969. 
A  continuous  infusion  of  porcine  gastrin  preparations,  includ- 
ing crude  gastrin,  gastrin  I,  or  gastrin  II,  in  doses  (0.4  g/kg/hr 
i.v.)  submaximal  for  gastric  acid  secretion,  stimulated  rhythmic 
antral  contractions  in  the  intact  stomach  or  innervated  antral 
pouch  of  dogs.    SC  15396  (2  mg/kg  i.v.)  markedly  decreased 
gastrin-stimulated  gastric  acid  secretion,  but  had  no  effect  on 
gastrin-stimulated  antral  motility.    Provided  that  the  endogenous 
to  exogenous  gastrin,  stimulation  of  rhythmic  antral  contrac- 
tions should  be  included  as  one  of  the  physiological  actions 
of  gastrin. 

1870  CHOLINERGIC  VERSUS  ANTICHOLINERGIC 
GASTRIC  MOTOR  EFFECT.    (E.j    Barowsky,  H. 

(New  York  Med.  Coll.,  N.  Y.)  and  C.  Buganza.    Gastroint 
Endosc  15(3):178-180,  1969. 

1871  A  MINIATURE  MERCURY  STRAIN  GAUGE 
FOR  CHRONIC  NONOBSTRUCTIVE  MEASURE- 
MENT OF  INTESTINAL  MOTILITY.    (E.)    Ehle,  A.  L.  (Dept. 
Neurol.  Surg.,  U.  Washington,  Seattle)  and  E.  L.  Foltz.   J  Appl 
Physiol  26(2):223-226,  1969. 

1872  THE  EFFECTS  OF  EXTRACELLULARLY  AP- 
PLIED ATP  AND  RELATED  COMPOUNDS  ON 

ELECTRICAL  AND  MECHANICAL  ACTIVITY  OF  THE 
SMOOTH  MUSCLE  TAENIA  COLI  FROM  THE  GUINEA-PIG. 

(E.)    Axelsson,  J.  (Dept.  Zoophysiol.,  U.  Goteborg,  Sweden) 
and  B.  Holmberg.   Acta  Physiol  Scand  75(1/2):  149-156,  1969. 

1873  VAGO-VAGAL  REFLEX  RELAXATION  OF  THE 
STOMACH  IN  THE  CAT.    (E.)    Jansson,  G.  (Dept. 

Physiol.,  U.  Goteborg,  Sweden).   Acta  Physiol  Scand  75(1/2): 
245-252,  1969. 


See  also  1820,1839,2021,2104,2540 
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1874  COMPARISON  OF  THE  EFFECTS  OF  PARA- 

SYMPATHETIC AND  SYMPATHETIC  NERVOUS 
STIMULATION  ON  CAT  SUBMAXILLARY  GLAND  SALIVA. 


(E.)  Kahn,  N.  (Coll.  Phys.  Surg.,  Columbia  U.,  New  York, 
N.  Y.),  I.  Mandel,  J.  Licking,  A.  Wasserman  and  D.  Morea. 
Proc  Soc  Exp  Biol  Med  130(1):314-318,  1969. 
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875  SOME  FACTORS  INFLUENCING  THE  STIMU- 

LATORY EFFECT  OF  ETHANOL  ON  GASTRIC 
QD  SECRETION  DURING  ANTRUM  APPLICATION.    (E.j 

Iwin,  C.  E.  (Karolinska  Inst.,  Stockholm,  Sweden).    Acta 
hysiolScand  75(l/2):12-27,  1969. 

ariations  in  gastric  secretory  response  to  the  antral  application 
f  ethanol  were  studied  in  Heidenhain-  and  Pavlov-pouch  dogs 
ith  isolated,  innervated  antral  pouches  in  order  to  determine 
le  influence  of  instillation  pressure,  temperature,  concentration, 
H  and  ion  composition.    Secretory  response  increased  in  2  of 
dogs  and  remained  unchanged  in  3  dogs  during  a  rise  of  instil- 
tion  pressure  from  0  to  20-30  cm  H2O.    Secretory  responses 
ere  essentially  alike,  whether  alcohol  solutions  were  admin- 
tered  at  room  temperature  or  at  body  temperature.    The 
ireshold  stimulatory  concentration  was  2-4%  (v/v),  an  optimal 
ffect  occurred  at  8-16%,  and  a  decrease  was  usually  observed 
t  32%.   When  antral  pouches  were  perfused  with  buffered 
thanol  solutions  at  pH  values  between  7.0  and  1.0,  no  signifi- 
int  difference  in  the  stimulatory  effect  was  noted  within  the 
H  range  7.0-3.0.    At  pH  2.0  the  stimulatory  action  was  de- 
reased  by  about  40%  and  at  pH  1.0  it  was  almost  totally  sup- 
ressed.    The  slope  of  the  pH  curve  was  independent  of  the 
thanol  concentration,  and  the  pH  curves  for  the  stimulatory 
ffect  of  alcohol  in  the  antrum  and  for  vagus  stimulation  were 
Imost  identical.    The  ethanol  effect  was  inhibited  by  high  con- 
entrations  of  K"*"  and  Ca"*""^  but  unaffected  by  corresponding 
oncentrations  of  Na"*"  and  Mg 

[876  GASTRIC  SECRETION  OF  HYDROCHLORIC 

ACID  AND  PEPSIN  IN  INDUCED  HYPER-  AND 
lYPOCALCEMIA.    (It.)    Rapino,  P.  (Inst.  Gen.  Med.  Clin., 
J.  Bologna,  Italy),  D.  Lo  Bruno  and  F.  Tabarroni.   Fegato 
4(4):433-450,  1968. 

'ree  and  total  HCl,  pepsin  activity,  and  pH  values  were  deter- 
nined  in  gastric  juice  from  15  subjects  (8  men  and  7  women, 
ged  18-52  yr)  under  basal  conditions  and  after  i.v.  infusion 
if  15  mg/kg/120  min  of  calcium  gluconate  (8  cases)  and  75 
[ig/kg/120  min  of  disodium  ethylenediaminetetraacetic  add 
EDTA)  (9  cases).  None  of  these  subjects  had  endocrine  or  gas- 
rointestinal  disorders.  Calcium  gluconate  increased  the  volume 
if  gastric  juice  secreted  in  all  but  2  cases,  reduced  its  pH  in  all 
)ut  2  cases,  increased  free  and  total  HQ  in  all  cases,  and  in- 
;reased  the  pepsin  activity  in  all  but  1.    Disodium  EDTA  sig- 
lificantly  and  progressively  reduced  the  volume  of  gastric  juice 
lecreted  in  all  but  1  case,  increased  the  pH  in  all  cases,  decreased 
:he  free  and  total  HCl  in  all  but  2  cases,  and  tended  to  reduce 
jepsin  activity.    These  changes  in  gastric  secretion  were  corre- 
ated  with  changes  in  blood  calcium  levels. 

1877  STIMULATION  OF  GASTRIC  ACID  SECRETION 

BY  IRRIGATION  OF  THE  ANTRUM  WITH 
SOME  ALIPHATIC  ALCOHOLS.    (E.)    Elwin,  C.  E.  (Karolinska 
[nst.,  Stockholm,  Sweden).   Acta  Physiol  Scand  75(1/2):  1-11, 
1969. 

Ethyl  alcohol  is  known  to  stimulate  gastric  acid  secretion  in 
fundic-pouch  dogs  during  irrigation  of  the  antrum.    A  compara- 
tive study  was  therefore  carried  out,  using  Heidenhain-  or  Pavlov- 
pouch  dogs  with  isolated,  innervated,  antral  pouches,  on  the 


gastric  stimulatory  effects  of  a  series  of  aliphatic  alcohols,  in- 
cluding methyl,  ethyl,  n-propyl,  isopropyl,  n-butyl,  isobutyl, 
sec-butyl  and  tert-butyl  alcohol.    The  only  alcohol  besides 
ethanol  that  showed  a  potent  stimulatory  effect  was  n-propyl 
alcohol.    All  other  alcohols  tested  had  an  effect  less  than  half 
that  of  ethanol.    A  change  from  one  stimulatory  alcohol 
to  the  corresponding  isocompound  caused  a  marked  decrease  > 
in  the  effect.    Isopropyl  alcohol,  one  of  the  "nonsttmulatory" 
aliphatic  alcohols,  showed  neither  a  synergistic  nor  an  inhibitory 
action  on  the  effect  of  ethyl  alcohol  or  n-propyl  alcohol  dur- 
ing simultaneous  administration,  indicating  almost  no  inter- 
ference with  gastrin  release  mechanisms.    n-Propyl  alcohol  to- 
gether with  ethyl  alcohol  showed  a  dose-response  related  action. 
Methyl  alcohol  was  almost  inactive.    These  results  indicate  that 
the  stimulatory  effect  of  alcohols  is  not  related  to  water  or  fat 
solubility  but  to  the  molecular  configuration. 

1878  ACID  SECRETION,  Na"^  ABSORPTION,  AND 
THE  ORIGIN  OF  THE  POTENTIAL  DIFFERENCE 

ACROSS  ISOLATED  MAMMALIAN  STOMACHS.    (E.) 

Kitahara,  S.  (Dept.  Physiol.,  U.  Iowa,  Iowa  City),  K.  R.  Fox 
and  C.  A.  M.  Hogben.   Amer  J  Dig  Dis  14(4):221-238,  1969. 

The  potential  difference  across  isolated  stomach  walls  was 
measured  in  cats,  dogs,  rhesus  monkeys  and  humans  in  order 
to  determine  the  functional  capacity  of  the  stomach  wall  in 
isolation.    The  isolated  stomach  wall  was  placed  in  a  double 
flux  chamber  and  bathed  on  the  serosal  surface  by  a  buffered 
saline  solution  containing  5.6  mM  glucose  and  on  the  mucosal 
surface  by  the  same  unbuffered  solution.    The  stomach  wall 
of  these  species  functioned  for  several  hours  in  isolation.    A 
normal  transmural  potential  difference  was  generated  and  H 
secretion  proceeded  at  a  modest  rate.    The  isolated  mammalian 
stomach,  to  a  significant  but  varying  degree,  actively  absorbed 
Na"*".    To  some  extent,  the  prandial  state  determined  Na"*"  ab- 
sorption.   Acidification  of  the  solution  bathing  the  mucosal 
surface  of  the  isolated  stomach  depressed  Na"*"  absorption  and 
favored  CI'  secretion. 

1879  INHIBITION  OF  GASTRIC  SECRETION  BY 
THE  LOCAL  ACTION  OF  ACID  ON  THE  AN- 
TRUM AND  ITS  RELATION  TO  VAGAL  INNERVATION 
OF  THE  ANTRUM.    (Ger.)    Hart,  W.  (Surg.  PolycUn.,  U. 
Munich,  Germany),  K.  H.  Welsch,  W.  Bruckner,  I.  Klempa, 
R.  F.  Lick,  F.  J.  Schiitzler  and  D.  Balser.    Z  Ges  Exp  Med 
148(3):  183-193,  1968. 

After  each  of  4  dogs  had  been  provided  with  a  vagally  denerva- 
ted  Heidenhain  pouch;  a  proximal,  vagally  innervated,  antral 
pouch;  and  a  distal,  vagally  denervated,  antral  pouch,  the  gas- 
trin mechanism  was  stimulated  by  perfusing  the  antral  pouches 
with  buffered  meat  extract.    Perfusion  of  the  innervated  antral 
pouch  produced  somewhat  less  secretion  in  the  Heidenhain 
pouch  than  perfusion  of  both  antral  pouches  simultaneously. 
In  both  cases  there  was  agreement  between  the  volume  of 
gastric  juice  and  the  mEq  of  HCl  secreted.    Perfusion  of  the 
denervated  antral  pouch  produced  significantly  less  secretion 
in  the  Heidenhain  pouch  than  perfusion  of  both  antral  pouches 
simultaneously.    Only  a  moderate  decrease  in  secretion  occuned 
when  the  innervated  pouch  was  perfused  with  meat  extract 
and  the  denervated  pouch  was  perfused  with  0.1  N  HCl.    Thus, 
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perfusion  of  the  denervated  antral  pouch  with  acid  did  not 
significantly  inhibit  stimulation  of  the  gastrin  mechanism  in 
the  innervated  antral  pouch.    The  same  results  were  obtained 
when  the  innervated  antral  pouch  was  perfused  with  0.1  N  HCl 
and  the  denervated  antral  pouch  was  perfused  with  meat  ex- 
tract.   Perfusion  of  both  antral  pouches  with  0.1  N  HCl  during 
i.v.  infusion  of  histamine  at  0.4  mg/hr  reduced  secretion  in  the 
Heidenhain  pouch  for  2  hr,  while  infusion  of  histamine  alone 
stimulated  secretion  for  6  hr.    No  evidence  for  an  inhibitory 
hormone  was  found  in  any  of  these  experiments. 

1880  EFFECT  OF  ANTRECTOMY  ON  GASTRIC 
SECRETION  FOLLOWING  DUODENAL  EX- 
CLUSION.   (E.)    Richards,  E.  A.  (Karolinska  Inst.,  Stockhohn, 
Sweden)  and  S.  Andersson.   Amer  J  Dig  D is  14(4):  267-274, 
1969. 

The  effect  of  antrectomy  on  stomach  acid  secretion,  stimulated 
by  graded  doses  of  histamine  (0.2-6.4  mg/hr  i.v.),  gastrin  (2.5- 
40  g/hr  i.v.  in  terms  of  the  wet  weight  of  hog  antrum  mucosa 
extracted),  and  a  combination  of  histamine  and  gastrin  plus 
Urecholine  (1.0  mg/hr),  was  studied  in  3  Pavlov-pouch  dogs  in 
which  the  duodenal  inhibitory  mechanism  had  been  excluded 
prior  to  antrectomy.    Following  transection  of  the  pylorus  and 
closure  of  the  duodenum,  the  maximal  acid  response  was  sig- 
nificantly increased.    Subsequent  antrectomy  produced  a  highly 
significant  decrease  in  the  acid  response  to  histamine,  while 
gastrin  produced  only  a  slight  decrease  in  acid  secretion.    Re- 
section of  the  duodenal  bulb  produced  a  small  decrease  in  the 
acid  output  in  response  to  histamine  and  a  highly  significant 
decrease  in  response  to  gastrin.    These  findings  demonstrate  the 
importance  of  the  duodenal  inhibitory  mechanism  in  regulating 
the  gastric  acid  secretory  response,  and  the  potentiating  effect 
of  spontaneously  released  gastrin  from  the  antrum  on  injected 
histamine.    They  support  the  theory  that  endogenous  gastrin 
is  located  in  the  duodenal  bulb,  and  that  these  minute  amounts 
of  gastrin  are  significant  in  the  regulation  of  acid  secretion. 

1881  SUPPRESSION  OF  2-DEOXY-D-GLUCOSE- 
AUGMENTED  GASTRIC  SECRETION  BY  HYPO- 
THALAMIC LESIONS  PRODUCING  HYPERPHAGU.    (E.) 

Ridley,  P.  T.  (George  Washington  U.  Sch.  Med.,  Washington, 
D.  C.)  and  E.  O.  Cirpili.  Amer  J  Dig  Dis  14(4): 262-266,  1969. 

The  effect  of  2-deoxy-D-glucose  (2-DG,  100  mg/kg  s.c.)  on 
gastric  secretion  was  studied  in  22  male  Sprague-Dawley  rats 
with  gastric  fistulas,  both  before  and  after  induction  of  hyper- 
phagia  by  ventromedial  nuclear  hypothalamic  lesions.    Control 
studies  showed  that  2-DG  significantly  elevated  the  volume, 
the  titratable  acid  concentration  and  output,  and  the  pepsin 
output.   This  stimulatory  effect  was  abolished  by  the  hypothala- 
mic lesions.    To  eUminate  the  factors  of  age  and  weight,  hypo- 
thalamic lesions  were  also  created  in  a  second  group  of  15  rats 
without  previous  basal  and  2-DG-induced  gastric  secretory 
measurements.    No  significant  elevation  in  any  of  the  measured 
gastric  secretory  parameters  was  observed  after  2-DG  stimula- 
tion.   AU  hyperphagic  rats  demonstrated  hypersecretion  of  acid 
and  pepsin.    These  results  indicate  that  the  ventromedial  hypo- 
thalamic nuclei  function  either  as  centers  or  pathways  in  the 
mechanism  by  which  an  alteration  in  glucose  metabolism  within 
the  CNS  leads  to  augmented  vagal  activity. 

1882  GASTRIC  ACID  SECRETION,  ABO  (H)  BLOOD 

GROUPS,  AND  SALIVARY  SECRETOR  STATUS. 


(Fr.)  Martin,  S.  (Edouard  Herriot  Hosp.,  Lyon,  France),  J.  P.  j 
Leonard,  A.  Jouvenceaux  and  R.  Lambert.  Arch  Franc  Mai  H 
>lpp<zrDi^  58(3):  139-148,  1968.  ^ 

Betazole- stimulated  gastric  acid  secretion  and  blood  groups  were 
studied  in  100  male  patients  with  duodenal  ulcers  and  100  age- 
matched  male  controls  with  other  diseases.    Each  group  included 
37  North  African  Muslims.    In  addition,  the  blood  group  secre- 
tor  status  was  determined  on  57  ulcer  patients  and  51  controls. 
More  ulcer  patients  than  controls  had  the  0  blood  group,  but 
the  X  -test  showed  this  difference  was  not  significant.    Acid 
secretion  was  significantly  higher  among  ulcer  patients  than 
among  controls.    There  was  no  significant  difference  between 
acid  secretion  in  North  African  Muslims  and  the  rest  of  the 
population  of  these  2  groups.    Acid  secretion  in  ulcer  patients 
with  blood  group  0  was  significantly  higher  than  in  those  with 
group  A  or  all  of  those  with  groups  A,  B,  and  AB.    More  ulcer 
patients  than  controls  were  nonsecretors,  but  the  difference  was 
not  significant.    There  was  also  no  significant  difference  in  acid 
secretion  between  blood  group  secretors  and  nonsecretors.   The 
incidence  of  duodenal  ulcers  was  significantly  higher  among 
patients  with  group  C  and  nonsecretors  with  other  blood  groups 
than  among  secretors  with  blood  groups  A,  B,  and  AB. 

1883  THE  EFFECT  OF  ALDOSTERONE  ON  HUMAN 

GASTRIC  SECRETION.    (It.)    Ferlito,  S.  (Inst. 
Spec.  Med.  Path.,  U.  Catania,  Italy)  and  F.  Romano.   Riv 
Gastroent  20(2): 86-96,  1968. 

Gastric  secretion  was  studied  in  15  men,  aged  28-59  yr,  with 
no  clinical  or  radiological  signs  of  stomach  disease.    Determina- 
tions were  made  before  and  after  i.m.  administration  of  500  yig 
of  synthetic  d-aldosterone.    Subjects  included  3  with  hypo- 
chlorhydria,  9  with  normochlorhydria,  and  3  with  hyperchlor- 
hydria.    In  subjects  with  hyperchlorhydria  and  6  of  those  with 
normochlorhydria  aldosterone  produced  a  small  but  significant 
increase  in  pepsin  activity  and  acid  secretion.    In  most  of  these 
subjects  the  maximum  increase  occurred  60  min  after  admini- 
stration of  aldosterone.    K  secretion  increased  slightly  and  Na 
secretion  decreased  significantly.   The  latter  change  is  attributed 
to  Na  retention  produced  by  aldosterone.    Little  or  no  change 
in  gastric  secretion  occurred  in  the  remaining  3  subjects  with 
normochlorhydria  or  those  with  hypochlorhydria. 

1884  SHORT-TERM  STUDY  OF  THE  EFFECT  OF 

HUMAN  PARIETAL  CELL  ANTIBODY  ON 
THE  SECRETION  OF  HYDROCHLORIC  ACID  IN  RATS. 

(E.)    Fiasse,  R.  (New  York  Med.  CoU.,  N.  Y.),  I.  Brus,  C.  F. 
Code  and  G.  B.  J.  Glass.    Gut  10(l):39-44,  1969. 

The  inhibitory  effect  on  gastric  secretion  of  immunoglobulin 
G  (IgG)  fractions  of  sera  from  21  patients  (12  had  atrophic 
gastritis  and  4  of  these  also  had  pernicious  anemia)  was  tested 
in  rats  with  pyloric  ligation  at  dosages  of  0.010-5.0  mg  i.v. 
Ten  of  the  patients  had  parietal-cell  antibodies  and  4  of  these 
also  had  intrinsic-factor  antibodies  in  their  sera.   The  IgG  frac- 
tion of  one  of  these  sera  had  a  slight  inhibitory  effect  on  gastric 
secretion  in  the  rat  at  a  dose  of  1.0  mg.    A  similar  effect  was 
obtained  when  5.0  mg  of  IgG  from  a  pool  of  these  sera  was 
injected  as  a  single  dose.    The  IgG  fraction  of  the  9  remaining 
sera  with  parietal-cell  antibodies  had  no  significant  effect  on 
gastric  secretion.    None  of  the  IgG  fractions  derived  from  the 
4  sera  containing  intrinsic-factor  antibodies  inhibited  gastric 
secretion  in  the  rats.    Since  the  gastric  secretory  activity  was 
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itermined  5  hr  after  injection  of  the  antibodies,  the  possibility 
long-term  effects  of  prolonged  exposure  of  parietal  cells  to 
rculating  parietal  cell  antibodies  could  not  be  ruled  out. 


885 


GASTRIC  RESPONSE  TO  SECRETIN  AND 
PANCREOZYMIN  IN  MAN.    (E.)    Wormsley, 
:.  G.  (Roy.  Infirm.,  Sheffield,  England).    Scand  J  Gastroent 
(6):632-636,  1968. 

[ormonal  influences  on  gastric  secretion  were  studied  in  10 
ealthy  subjects,  in  25  patients  with  chronic  duodenal  ulcer 
nd  in  4  patients  with  chronic  pancreatitis.    Secretin,  given  by 
ontinuous  i.v.  infusion  at  various  dosages,  inhibited  basal 
astric  acid  secretion  in  50%  of  the  subjects  studied  and  faUed 
D  influence  basal  acid  output  in  the  remainder.    Secretion  stim- 
lated  the  secretion  of  pepsin.    Pancreozymin  stimulated 
cid  and  pepsin  secretion  in  about  two-thirds  of  the  subjects, 
•ut  the  gastric  stimulatory  effect  was  considerably  less  power- 
ul  than  pentagastrin.    It  is  noted  that  the  overaU  effect  of  the 
luodenal  hormones  on  the  human  stomach  is  stimulatory,  ra- 
her  than  inhibitory,  in  contrast  to  impressions  gained  from 
tudies  in  animals. 
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EFFECT  OF  ANTRECTOMY  ON  GASTRIC 
HISTIDINE  DECARBOXYLASE  ACTIVITY  IN 
FHE  RAT.   (E.j    Johnson,  L.  R.  (Res.  VA  Ctr.,  Los  Angeles, 
:alif.),  R.  S.  Jones,  D.  Aures  and  R.  Hakanson.   Amer  J 
^^hysiol  216(5):1051-1053,  1969. 

rhe  histidine  decarboxylase  activity  of  the  oxyntic  gland  area 
Df  antrectomized  rats  was  compared  to  that  in  sham-operated 
control  animals.   AU  animals  were  fasted  for  48  hr  and  then 
divided  into  three  groups,  each  containing  equal  numbers  of 
antrectomized  and  sham-operated  rats.   Nothing  further  was 
done  to  the  first  group;  the  second  was  killed  1  hi  after  an 
injection  of  250  /.(g/kg  pentagastrin;  the  third  was  killed  after 
being  aUowed  to  eat  freely  for  2  hr.   There  was  no  enzyme 
activity  in  the  mucosa  from  any  of  the  fasted  antrectomized 
animals,  whereas  all  the  controls  had  significant  activity.    Pen- 
tagastrin caused  approximately  a  10-foId  increase  in  enzyme 
activity  of  both  antrectomized  and  sham-operated  animals. 
Feeding  increased  histidine  decarboxylase  activity  approxi- 
mately 15-fold  in  sham-operated  animals,  but  only  5-fold  in 
antrectomized.   This  indicates  that  endogenous  gastrin  is  nec- 
essary for  interprandial  histamine  formation  and  for  much  of 
the  increase  in  enzyme  activity  stimulated  by  feeding.    Since 
both  endogenous  and  exogenous  gastrin  can  regulate  enzyme 
activity,  we  conclude  that  in  the  rat  the  regulation  of  gastric 
mucosal  histamine  formation  is  a  physiological  function  of 
gastrin. 


1887  EFFECTS  OF  FAT,  SECRETIN,  AND  CHO- 

LECYSTOKININ  ON  HISTAMINE-STIMULATED 
GASTRIC  SECRETION.   (E.j    Johnson,  L.  R.  (UCLA  Sch. 
Med.,  Los  Angeles,  Cahf.)  and  M.  I.  Grossman.  Amer  J 
Physiol  216(5):1176-1179,  1969. 

The  inhibitory  effects  of  the  intraduodenal  infusion  of  fat  and 
the  i.v.  infusion  of  secretin  and  cholecystokinin  on  histamine- 
stimulated  gastric  secretion  were  compared  in  dogs  with  Hei- 
denhain  pouches,  gastric  and  duodenal  fistulas.   With  the  gas- 
tric fistula  open,  a  constant  level  of  secretion  was  established 
in  the  Heidenhain  pouch  with  a  dose  of  0.04  mg/kg/hr  of 
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histamine.    2  HCl.    Then  either  fat  was  instilled  in  the  duo- 
denum or  secretin  and/or  cholecystokinin  (2  or  4  U/kg/hr) 
were  infused  intravenously.    Fat  produced  a  prompt  inhibition 
of  gastric  secretion  which  reached  more  than  50%  after  45  min. 
This  effect  could  not  be  mimicked  by  physiological  doses  of 
pure  forms  of  secretin  and  cholecystokinin.    We  conclude 
that  this  is  evidence  that  fat  in  the  duodenum  causes  the  re- 
lease of  an  enterogastrone  distinct  fiom  the  two  biochemically 
identified  duodenal  hormones. 

1888  ACTION  OF  HISTALOG  ON  THE  SECRETION 

OF  SULFATED  GLYCOPROTEINS  IN  THE 
HUMAN  STOMACH.    (E.)    Bernard,  A.  (Hosp.  Ed.  Herriot, 
Lyon,  France),  F.  Martin,  C.  Andre  and  R.  Lambert.   Scand 
J  Gastroent  4(1):97-101,  1969. 

A  technique  of  selective  precipitation  of  sulfated  glycoproteins 
by  cetylpyridinium  chloride  was  applied  to  the  titration  of  the 
sulfated  glycoproteins  in  the  human  gastric  secretion,  prior  to 
and  after  injection  of  Histalog.    The  analysis  was  performed 
on  2  subjects:    2  samples  were  coUected  before  the  administra- 
tion of  the  stimulant,  4  others  after.    The  output  of  sulfated 
glycoproteins  was  not  significantly  modified  by  the  administra- 
tion of  Histalog.    The  concentration  of  the  sulfated  glycopro- 
teins decreased  in  a  significant  way  owing  to  the  increase  of  the 
volume  of  the  samples.   There  was  a  negative  correlation  be- 
tween the  acid  concentration  and  the  concentration  of  the 
sulfated  glycoproteins  in  the  human  gastric  juice. 

1889  TWO  MODELS  OF  GASTRIC  H,  Na,  K,  AND 

CI  SECRETION  IN  THE  DOG  USING  HISTA- 
MINE AND  PENTAGASTRIN.    (E.j    Hutchinson,  G.  A.  (U. 
Alabama  Med.  Coll.,  Birmingham)  and  B.  1.  Hirschowitz. 
Amer  J  Physiol  216(3):487-492,  1969. 

Two  current  models  for  the  dose-responsive  gastric  secretion 
of  water,  H"*",  CI",  Na+,  and  K"^  were  compared  in  four  conscious 
gastric-fistula  dogs.    Histamine  and  pentagastrin  were  used  as 
stimulants,  with  each  of  eight  doses  of  histamine  (4-125 
^/kg/hr)  and  seven  doses  of  pentagastrin  (0.1-6.0  jug/kg/hr) 
given  by  a  4-hr  i.v.  infusion  to  each  dog  at  a  different  time. 
The  models  used  are  defined  by  the  equations  : 
V(zj  =  (Az  +  Bjl(Cz  +  D)  and  V(zj  =  a  +  &eY-  resp.,  where 
z  is  the  infused  dose  and  V(zj  the  measured  output.    No  sig- 
nificant difference  could  be  exhibited  between  these  models 
although  the  first  gives  better  estimates  of  maximum  secretory 
capacity  than  the  second.    As  measured  by  the  amount  secreted, 
histamine  proved  to  be  the  more  effective  stimulant.    However, 
pentagastrin  reached  maximum  efficiency  earlier  than  histamine, 
and  was  effective  at  approximately  125  times  smaller  molar 
concentrations. 

1890  POTENTIATION  OF  ACID  SECRETION  IN 

DOGS.    (E.j    Cooke,  A.  R.  (UCLA  Sch.  Med., 
Los  Angeles,  CaUf.).   Amer  J  Physiol  216(4):968-973,  1969. 

In  dogs  with  a  simple  gastric  fistula,  tests  were  made  to  com- 
pare acid  and  pepsin  outputs  stimulated  by  histamine,  hog 
gastrin,  or  bethanechol  alone  or  in  various  combinations.   It 
was  found  that  each  substance  used  in  combination  with  one 
other  produced  a  higher  maximal  acid  output  than  if  the  sub- 
stance was  given  alone.    Maximal  pepsin  output  was  not  po- 
tentiated by  combinations  of  the  three  agents.    In  other  studies 
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using  2-deoxy-D-glucose  in  combination  with  histamine  or  hog 
gastrin  potentiation  of  acid  output  was  not  demonstrated. 
In  another  group  of  dogs  with  an  extrinsicaUy  denervated 
antral  pouch,  a  gastric  fistula,  and  a  Heidenhain  pouch,  maxi- 
mal acid  output  from  the  gastric  fistula  in  response  to  hista- 
mine was  potentiated  by  endogenous  gastrin  released  by  antral 
perfusion.    Potentiation  of  acid  output  did  not  occur  for  the 
Heidenhain  pouch  under  these  experimental  conditions.    In 
these  studies  it  was  found  that  acid  output  from  a  gastric  fistula 
m  response  to  histamine  or  hog  gastrin  was  potentiated  by 
exogenous  (bethanechol)  cholinergic  stimulation  and  that  po- 
tentiation of  acid  output  was  found  when  histamine  was 
combined  with  exogenous  or  endogenous  gastrin. 

1891  METABOLIC  PATHWAY  OF  HISTAMINE  IN 

CANINE  GASTRIC  MUCOSA  IN  RELATION 
TO  ACID  SECRETION.    (E.)    Dombro,  R.  (Albert  Einstein 
Coll.  Med.,  Yeshiva  U.,  Bronx,  N.  Y.),  M.  Huang,  M. 
Dittbrenner  and  H.  Ragins.  A mer  J  Physiol  216(4):988-994 
1969. 

To  elucidate  the  mechanism  by  which  histamine  stimulates 
gastric  secretion  and  to  investigate  its  failure  to  be  blocked 
by  antihistamines,  the  metabolites  of  exogenous  histamine-14c 
were  studied  simultaneously  in  gastric  corpus  and  antrum, 
rectum,  and  blood  during  and  after  the  secretory  response. 
The  radioactivity  was  found  almost  entirely  in  three  metabo- 
lites:   methylhistamine,  imidazoleacetic  acid,  and  methylimid- 
azoleacetic  acid,  none  oi  which  stimulates  acid  secretion.    At  the 
peak  of  secretion,  only  traces  of  unmetabolized  histamin^l4c 
could  be  found  in  the  gastric  mucosa.    The  ratios  of  the  three 
metabolites  in  the  corpus  mucosa  were  similar  at  the  peak  to 
those  at  cessation  of  secretion.    In  addition,  the  ratios  of  radio- 
active metaboUtes  in  the  parietal  ceU-containing  corpus  mucosa 
did  not  differ  from  those  in  the  antral  mucosa,  ahhough  they 
differed  .significantly  from  those  found  in  the  rectal  mucosa 
and  blood.   In  vitro  studies  of  histamine-14c  metaboUsm  in 
mucosal  homogenates  of  corpus,  antrum,  and  rectum  showed 
that  methylation  is  the  exclusive  metabolic  pathway  in  the 
stomach,  whereas  oxidation  appears  to  be  the  favored  pathway 
in  the  rectum. 

1892  THE  EFFECT  OF  /-HYOSCYAMINE  ON  GAS- 
TRIC SECRETION  OF  ACID  AND  PEPSIN  IN 

MAN.   (E.)    Walan,  A.  (Sahlgren's  Hosp.,  Goteborg,  Sweden). 
Scand  J  Gastroent  4(2):157-167,  1969. 

After  collecting  basal  secretion  for  30  min  a  histamine  infusion 
2.1-35.4  /ig/kg  body  weight  was  started.   The  infusion  speed 
was  increased  every  15  min.    The  histamine  infusion  lasted  IVi 
hr.    During  histamine  stimulation  there  was  a  continuous  in- 
crease in  volume,  acid  concentration,  acid  output,  and  pepsin 
output  for  every  period.    Treatment  with  /-hyoscyamine  (0.4- 
1.0  mg),  which  prior  to  the  second  investigation  had  been  given 
for  at  least  2Vi  weeks,  resulted  in  a  lowered  volume,  acid  con- 
centration, and  acid  output,  during  all  periods  of  histamine 
stimulation.    The  pepsin  concentration  was  also  slightly  lower 
for  every  period  during  treatment,  resulting  in  a  marked  decrease 
in  pepsin  output. 

1893  SUCCINIC  DEHYDROGENASE  ACTIVITY  IN 
THE  GASTRIC  MUCOSA  OF  RATS  DURING 

HYPERTHERMIA.    (E.j    Semb,  L.  S.  (UUeval  Hosp.,  Oslo, 


Norway),  J.  Myren  and  O.  B.  Reite. 
213-215,  1969. 


Scand  J  Gastroent  4(2): 


The  activity  of  succinic  dehydrogenase  (SDH)  was  examined 
in  the  gastric  mucosa  of  11  rats  with  normal  body  temperature 
(controls)  and  1 1  rats  with  a  body  temperature  maintained  at 
41-42C  for  one  hr  in  a  thermostat.    The  pH  of  the  mucosal 
surface  of  the  glandular  stomach  was  determined.    The  hyper- 
thermic rats  had  an  enlarged  and  congested  gastrointestinal 
tract  with  a  pH  above  5  in  the  gastric  content,  whereas  the 
stomachs  of  the  controls  were  small  and  contracted  with  pH 
1-2.    No  reduction  was  found  in  SDH  activity  of  parietal  cells 
that  could  account  for  the  reduced  hydrochloric  acid  secretion 
in  hyperthermic  animals. 

•894  CONTINUOUS  INTRAVENOUS  PENTAGASTRIN 

AS  A  STIMULANT  OF  MAXIMAL  GASTRIC 
ACID  SECRETION.    (E.)    Mason,  M.  C.  (Gen.  Infirm.,  Leeds, 
England),  G.  R.  GUes  and  C.  G.  Clark.    Gut  10(1): 34-38,  1969. 

The  effect  of  pentagastrin  (0.6,  1.2,  3.0  and  6.0  A/g/kg/hr  i.v.) 
has  been  studied  in  15  male  patients  before  surgery  for  duo- 
denal ulceration,  and  in  another  similar  group  of  10  male  pa- 
tients (3.0,  6.0  and  12.0  JUg/kg/hr  pentagastrin  i.v.)  several 
months  after  complete  vagotomy  and  drainage,  to  determine 
the  dose  required  to  elicit  maximal  gastric  acid  secretion  in 
each  instance.    In  the  preoperative  patients,  a  dose  of  1.2 
Wg/kg/hr  was  found  to  be  adequate  but,  after  a  complete  surgi- 
cal vagotomy,  it  was  necessary  to  increase  the  dose  to  6.0 
fjg/kg/hi  to  obtain  the  maximum  output.    At  these  levels,  the 
responses  obtained  compared  favorably  with  those  obtained 
from  a  standard  histamine  infusion  test. 

1895  INFLUENCE  OF  DIETARY  FAT  ON  HISTAMINE 

STIMULATED  GASTRIC  SECRETION  IN  RATS. 

(E.J    Kowalewski,  K.  (Surg.-Med.  Res.  Inst.,  U.  Alberta, 
Edmonton,  Canada).   Digestion  2(1):  1-6,  1969. 

Gastric  secretory  function  was  studied  for  24  hr  in  83  female 
Wistar  rats  bearing  permanent  gastric  fistulas  and  permanent 
i.v.  cannulas.    Rats  were  fed  normal  (36  rats),  fat  free  (22  rats), 
and  rich  fat  (25  rats)  diets  for  three  months  prior  to  collection 
of  gastric  content.    SaUne  or  histamine  in  saline  were  infused 
i.v.  for  24  hr  during  the  collection  period.    Feeding  fat  rich 
diet  induced  the  significant  depression  of  histamine  (100 
mg/kg/24  hr  i.v.)  stimulated  gastric  secretion.    The  absence 
of  normal  post-histaminic  increase  of  gastric  secretory  function 
in  rats  fed  a  fat-rich  diet  is  considered  due  to  "work  hypoplasia", 
resulting  from  prolonged  and  repeated  inhibition  of  secretory 
function  of  parietal  cells. 

1896  PENTAGASTRIN  IN  THE  GASTRIC  FISTULA 

DOG.    (E.)    Hirschowitz,  B.  I.  (VA  Hosp., 
Birmingham,  Ala.)  and  G.  Sachs.    Gastroenterology  56(3):456- 
467,  1969. 

The  stimulation  of  secretion  of  water,  H"*",  pepsin,  and  electro- 
lytes from  the  innervated  stomach  was  studied  in  6  fistula  dogs. 
Each  of  eight  doses  of  pentagastrin  (0.1  to  12.0  /ig/kg/hr)  was 
given  by  a  separate  4-hr  infusion.  Both  peak  and  total  output 
of  each  component  could  be  related  to  dose  in  a  linear  model 
(S/V  =  aS  +  b,  where  S  =  dose  and  V  =  output)  conforming  to 
isotherm  kinetics.  By  this  model,  the  S50  dose  of  pentagastrin 
for  water  secretion  in  this  experiment  was  0.35  [Jg/kg/hi,  for  a 
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ep  fade  of  output  of  water  and  electrolytes  at  aU  doses  by 
to  70%  of  peak  at  240  min  which  could  not  be  reversed 
KCl  injection  as  was  the  case  with  fade  in  histamine  stim- 
ition.    Calculation  of  changes  in  body  fluid  composition 
jwed  no  significant  differences  in  Na+,  K+,  and  Cr  shifts 
•m  that  seen  for  comparable  histamine-stimulated  gastric 
ce  loss.    Although  electrolyte  secretion  is  apparently  stimu- 
ed  in  a  manner  similar  to  that  due  to  histamine,  pentagastrin 
mulates  pepsin  much  more,  is  sensitive  to  atropine  inhibition, 
d  apparently  is  unresponsive  to  KCl  injection.   These  differ- 
ces  show  that  pentagastrin  cannot  be  exerting  all  of  its  effects 
rough  the  intermediation  of  histamine. 


J7  EFFECT  OF  SECRETIN  ON  ACID  AND  PEPSIN 

SECRETION  IN  CAT  AND  DOG.    (E.)    Stening, 
F.  (U.  California  Sch.  Med.,  Los  Angeles),  L.  R.  Johnson 
d  M.  I.  Grossman.    Gastroenterology  56(3):468-475,  1969. 
cretin  in  doses  which  produced  a  maximal  inhibition  of 
stric  secretion  in  the  dog  and  maximal  stimulation  of  panae- 
ic  secretion  in  the  cat  had  no  effect  on  gastrin-stunulated 
stric  secretion  in  the  cat.    Irrigation  of  the  duodenum  with 
id  produced  a  much  smaUer  inhibition  of  gastrin-stimulated 
stric  secretion  in  the  cat  than  in  the  dog,  thus  suggestmg  that 
idogenous  secretin  is  not  so  important  for  the  control  of 
•id  secretion  in  the  cat  as  in  the  dog.    It  was  concluded  that 
le  disparity  between  the  action  of  secretin  on  gastric  secre- 
on  in  the  cat  and  dog  represents  a  true  species  difference, 
lentical  doses  (on  a  body  weight  basis)  of  secretin,  however, 
reduced  strong  stimulation  of  pepsin  secretion  in  both  the 
It  and  dog.    Stimulation  was  produced  by  continuous  i.v.  in- 
isions  of  secretin  in  doses  submaximal  for  pancreatic  secre- 
ion.   In  addition  the  effect  of  natural  secretin  was  reproduced 
xactly  by  the  synthetic  hormone,  indicating  that  the  stimula- 
ion  of  pepsin  secretion  is  a  property  of  the  secretin  molecule, 
■ndogenous  secretin,  released  by  either  exogenous  acid  m  the 
luodenum  or  by  closing  the  gastric  fistula,  reproduced  the  ef- 
ect  of  the  exogenous  secretin  or  pepsin  seaetion.    It  is  con- 
;luded  that  the  stimulation  of  pepsin  secretion  is  a  physiologi- 
al  action  of  seaetin. 
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ELECTROLYTE  MOVEMENT  ACROSS  CANINE 
ANTRAL  AND  FUNDIC  GASTRIC  MUCOSA. 

'E.)   Dyck,  W.  P.  (Mount  Sinai  Sch.  Med.,  New  York,  N.  Y.), 
I.  L.  Werther,  J.  Rudnick  and  H.  D.  Janowitz.   Gastroenterology 
56(3):488-495,  1969. 

Isosmotic  HCl  solutions  containing  a  nonabsorbable  dilution 
indicator  were  instiUed  into  vagally  denervated  canine  antral 
and  fundic  pouches  to  study  the  comparative  rates  of  electro- 
lyte flux  across  the  gastric  surface  epithelium  from  these  two 
areas.    Similar  changes  occurred  in  both  pouches  but  hydrogen 
loss,  sodium  gain,  and  fluid  entry  were  two  to  three  times 
greater  in  the  antrum;  potassium  entry  was  10  to  12  times 
greater.    Measurement  of  surface  area  of  two  antral,  one 
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"mixed  "  and  one  fundic  pouch  suggest  an  even  greater  differ- 
ence between  the  relative  rates  of  electrolyte  movement  across 
these  two  types  of  gastric  surface  epitheUum.    Neither  a  catiomc 
exchange  of  hydrogen  for  sodium  nor  dUution  and  neutraliza- 
tion by  entering  bicarbonate  can  alone  account  for  the  hydro- 
gen ion  loss.    A  combination  of  mechanisms,  some  as  yet  un- 
known, appears  more  likely.   This  increased  antral  permeability 
may  be  related  to  the  physiological  inhibition  of  gastrin  release 
and  the  increased  susceptibility  of  the  antral  mucosa  to  acid- 
peptic  ulceration.    The  present  data  suggest  that  a  significant 
portion  of  potassium  appearing  in  gastric  juice  coUected  from 
the  whole  stomach  enters  through  some  component  of  the  gas- 
tric mucosa  other  than  parietal  cells. 

1899  BASAL  AND  131I-STIMULATED  GASTRIC 
SECRETION  IN  DUODENAL  ULCERS.    (Fr.) 

Sz£ntay,  I.  (3rd  Med.  Clin.,  Cluj,  Romania),  S.  Cotul,  O.  Fodor 
and  S.  Popesco.   Rev  Roum  Med  Intern  5(6):395-402,  1968. 

1900  INFLUENCE  OF  IPRONIAZID  ON  NOREPI- 
NEPHRINE CONTENT  IN  GASTRIC  WALL  TIS- 
SUE UNDER  EXPERIMENTAL  DYSTROPHY.    (E.) 

Zavodskaia,  I.  S.  (Inst.  Exp.  Med.,  Leningrad,  USSR)  and  O.  N. 
Zabrodin.   Pharmacology  l(6):375-379,  1968. 

1901  COMPARISON  OF  THE  EFFECTS  OF  HUMAN 
AND  PORCINE  GASTRIN  ON  ISOLATED 

GASTRIC  MUCOSA  OF  THE  BULLFROG.    (E.)    Davidson, 
W.  D.  (Harbor  Gen.  Hosp.,  Torrance,  Calif.),  O.  Urushibara 
and  J.  C.  Thompson.  Proc  Soc  Exp  Biol  Med  130(l):204-206, 
1969. 

1902  THE  VAGAL  INHIBITORY  RESPONSES  OF  THE 
STOMACH  TO  STIMULATION  OF  THE  DOG'S 

PONS  AND  MIDBRAIN.  (E.)  Semba,  T.  (Hiroshima  U.  Sch. 
Med.,  Japan),  K.  Fujii,  N.  Kimura  and  S.  Ohya.  Hiroshima  J 
Med'sci  17(2);93-103,  1968. 

1903  ACID  SECRETION  IN  THE  STOMACH  AND 
CHANGES  IN  THE  ACID-BASE  EQUILIBRIUM 

IN  BLOOD  AFTER  MAXIMUM  STIMULATION  WITH  BETA- 
ZOL.   (Ger.)    von  Mikulicz-Radecki,  J.  (Med.  Clin.,  U.  Heidelberg, 
Ormany)  and  H.  Kaess.    Verh  Deutsch  Ges  Inn  Med  74:585- 
588,  1968. 


1904  STUDIES  OF  GASTRIC  ACID  SECRETION 
AFTER  ADMINISTRATION  OF  PENTAGAS- 
TRIN.  (Ger.)    Gugler,  R.  (Med.  Clin.,  U.  Heidelberg,  Germany), 
M.  Eichelbaum  and  H.  Kaess.    Verh  Deutsch  Ges  Inn  Med  74: 
228-230,  1968. 

1905  THE  REACTION  OF  THE  GASTRIC  GLANDS 
TO  VARIOUS  STIMULI.   (Rus.)    Kapustnik, 

A.  la.    Vop  Pitan  27(5):90-91,  1968. 


See  also  1861,1868,2031,2033,2055,2542 
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1906  TRYPSIN  INHIBITORS.    III.    THE  MODIFICA- 
TION AND  INHIBITORY  BEHAVIOR  OF  A 

SPECIFIC  TRYPSIN  INHIBITOR  FROM  SWINE  PANCREAS 
WHICH  CATALYZES  THE  HYDROLYSIS  OF  TRYPSIN  IN 
ACID.   (Ger.j    Tschesche,  H.  (Dept.  Org.  Chem.,  Inst.  Technol., 
Munich,  Germany)  and  H.  Klein.   Hoppe  Seyler  Z  Physiol  Chem 
349(12):1645-1656,  1968. 

Inhibitor,  obtained  from  swine  pancreas  homogenates  by  ad- 
sorption on  water-insoluble  trypsin  colums,  was  separated  into 
3  components  by  ion-exchange  chromatography.    It  was  demon- 
strated that  2  of  these  components  were  formed  by  degradation 
of  the  original  inhibitor.    On  incubating  the  original  inhibitor 
with  half  the  equivalent  quantity  of  water-soluble  trypsin 
at  37C  for  24  hr  it  was  found  that  inhibitor  degradation  oc- 
curred at  all  pH  values  but  occurred  most  rapidly  near  pH  3.4. 
At  this  pH  almost  all  of  the  original  inhibitor  was  broken  down 
after  24  hr,  and  the  2  degradation  products,  identical  to  those 
formed  on  ion-exchange  columns,  were  broken  down  further 
after  6-8  hr  into  products  with  little  inhibitory  activity.   Tryp- 
sin hydrolysis  of  the  inhibitor  occurred  only  below  pH  5.5.    At 
a  pH  of  3.75  trypsin  itself  was  partially  hydrolyzed  into  2  frag- 
ments.   The  fragment  with  the  smaller  molecular  weight  was 
eluted  together  with  inhibitor  and  was  separated  from  it  by 
electrophoresis.    In  order  to  obtain  trypsin  inhibitor  with  as 
little  degradation  as  possible  pancreas  homogenates  were  ad- 
sorbed on  water-insoluble  trypsin  columns  at  pH  6.0  instead 
of  pH  7.8,  inhibitor  was  eluted  as  rapidly  as  possible,  the  pan- 
creas homogenates  were  deproteinized  at  pH  6.0  with  alcohol 
rather  than  perchloric  acid,  and  all  operations  were  performed 
at  OC.    Incubation  of  the  original  inhibitor  and  one  of  its  deg- 
radation products  with  excess  trypsin  revealed  that  the  deg- 
radation product  was  inactivated  more  rapidly  under  the 
physiological  conditions  present  in  the  duodenum  (pH  7.8  and 
37C).    The  original  inhibitor  inhibited  trypsin  activity  by  51% 
and  the  degradation  product  inhibited  it  by  87%. 

1907  Na-K-ACriVATED  ADENOSINE  TRIPHOSPHA- 
TASE AND  PANCREATIC  SECRETION  IN  THE 

DOG.  (E.)  Ridderstap,  A.  S.  (Dept.  Biochem.,  U.  Nijm^en, 
Netherlands)  and  S.  L.  Bonting.  Amer  J  Physiol  216(3):547- 
553,  1969. 

Mongrel  dogs  of  both  sexes  were  used  to  study  the  occurrence 
of  a  ouabain-sensitive,  Na'*'-K'*'-activated,  adenosine  triphosphatase 
system  in  pancreas  homogenates,  as  well  as  the  effect  of  ouabain 
on  pancreatic  secretion.    The  properties  of  this  enzyme  system 
that  were  determined  included  its  activation  by  sodium,  potas- 
sium and  magnesium,  the  pH  and  temperature  optima,  and  the 
ouabain  inhibition  curve.    Pancreatic  secretion  in  the  dog  in  vivo, 
stimulated  by  continuous  perfusion  with  secretin  at  a  rate  of 
0.5  U/min,  was  inhibited  by  ouabain  injected  into  the  arterial 
blood  supply  of  the  organ.    A  maximal  average  inhibition  of 
70%  was  found  after  administration  of  45  jUg  ouabain/kg  body 
weight.   The  sodium  and  bicarbonate  concentrations  in  the 
pancreatic  fluid  remained  unchanged.    Potassium  and  chloride 
concentrations,  however,  tended  to  increase  transiently  after 
ouabain  injection. 

1908  INFLUENCE  OF  GLUCAGON  ON  PANCREATIC 

EXOCRINE  SECRETION.    (E.)    Dyck,  W.  P. 


(Mount  Sinai  Sch.  Med.,  N.  Y.),  J.  Rudnick,  B.  Hoexter  and 
H.  D.  Janowitz.    Gastroenterology  56(3):53 1-537,  1969. 

Effects  of  small  amounts  of  glucagon  on  pancreatic  exocrinel 
function  were  studied  in  7  pancreatic  fistula  dogs  in  a)  the 
resting  state,  b)  during  continuous  intravenous  infusion  of 
secretin,  and  c)  during  infusion  of  secretin  with  pancreozymin. 
Glucagon  produced  no  significant  stimulation  of  secretion  in 
the  resting  gland  but  markedly  depressed  volume  flow  and  en- 
zyme concentrations  in  the  stimulated  gland.    Inhibition  of 
enzyme  output  was  greater  than  was  inhibition  of  volume  and 
bicarbonate  output. 

1909  SELECTIVE  EFFECTS  OF  DIETARY  EGG 

WHITE  TRYPSIN  INHIBITOR  ON  PANCREA- 
TIC ENZYME  SECRETION.    (E.)    Rothman,  S.  S.  (Dept. 
Physiol.  Clin.  Dent.,  Harvard  Med.  Sch.,  Boston,  Mass.)  and 
H.  WeUs.  Amer  J  Physiol  2i6(3):504-507,  1969. 

These  experiments  examined  the  effects  of  dietary  trypsin  in- 
hibitor on  the  enzyme  content  of  pancreatic  tissue  and  the 
output  of  three  enzymes  in  secretion.    Egg  white  trypsin  in- 
hibitor was  added  to  the  regular  diet  of  rats  for  6  days.   The 
experimental  diet,  although  not  affecting  body  weight,  increase 
pancreas  weight  by  35%.    Tissue  content  of  chymotrypsinogen 
and  amylase  were  markedly  elevated  whereas  trypsinogen  was 
not.    Unstimulated  pancreatic  secretion,  however,  contained 
increased  amounts  of  trypsinogen  but  chymotrypsinogen  and 
amylase  outputs  were  unaltered  by  treatment.    In  control-diet 
rats,  methacholine  nonseleetively  augmented  the  output  of  all 
three  enzymes.    In  rats  fed  egg  white  trypsin  inhibitor,  the 
enhancement  of  trypsinogen  output  after  methacholine  was 
much  greater  than  that  of  control  rats,  while  chymotrypsino- 
gen output  was  augmented  to  a  lesser  degree  and  amylase  out- 
put was  unaffected.    These  results  suggest  that  the  specific 
digestive  needs  of  the  organism  may  influence  not  only  the 
synthesis  of  digestive  enzymes  but  the  capacity  of  acinar  cells 
to  transport  these  enzymes. 

1910  SECRETORY  STIMULATION  OF  THE  RAT 

PANCREAS  BY  p-AMINOBENZAMIDINE.   (E.) 
Geratz,  J.  D.  (U.  North  CaroUna  Sch.  Med.,  Chapel  Hill).  Amer 
J  Physiol  216(4):812-817,  1969. 

The  release  of  pancreatic  enzymes  by  the  trypsin  inhibitor  p- 
aminobenzamidine  was  studied  in  starved,  nonanesthetized  rats 
who  received  the  compound  through  an  intragastric  tube.   The 
effect  of  the  inhibitor  was  determined  by  measuring  intestinal 
and  pancreatic  enzyme  levels.   As  little  as  0.27  mg  free  inhibi- 
tor base/ 100  g  body  wt  of  rat  produced  a  significant  secretory 
response.    It  was  not  necessary  to  provide  "background"  stimu- 
lation by  secretin  or  foodstuffs  to  obtain  an  effect.    At  high 
doses  of  p-aminobenzamidine,  breakdown  of  the  enzymes  se- 
creted into  the  intestine  was  greatly  accelerated.    Bactoprotone  l 
and  L-phenylalanine  neither  induced  enzyme  output  nor  aug- 
mented the  response  to  suboptimal  doses  of  p-aminobenzami- 
dine.   4,4'-Diamidinodiphenylamine  and  p-amidinophenylpyru 
vie  acid,  two  compounds  out  of  a  series  of  trypsin  inhibitors 
structurally  related  to  p-aminobenzamidine,  were  as  potent 
secretagogues  as  p-aminobenzamidine.    There  was  no  strict 
paralleUsm  between  pancreas-stimulating  activity  and  trypsin- 
inhibitory  strength. 
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1911 


EFFECT  OF  VAGOTOMY  OR  ATROPINE  ON 
THE  CANINE  PANCREATIC  RESPONSE  TO 
SECRETIN  AND  PANCREOZYMIN.    (E.)    Henriksen,  F.  W. 
(Inst.  Exp.  Res.  Surg.,  U.  Copenhagen,  Denmark).    Scand  J 
Gaxfroenr  4(2):  137-144,  1969. 
In  7  dogs  with  chronic,  duodenal  Thomas  fistulas  and  gastros- 
tomies, vagotomy  had  no  effect  on  the  basal  pancreatic  secre- 
tion, and  also  failed  to  change  the  response  to  exogenous  hor- 
monal stimulation.    Atropine  (0.1  mg/kg  body  weight)  had  a 
pronounced  depressing  effect  on  the  basal  secretion  of  fluid. 
Also  the  protein  secretion  in  response  to  secretin  (1  U/kg 
body  weight)  was  reduced.    The  secretion  of  fluid  and  bicarbo- 
nate in  response  to  isolated  stimulation  with  pancreozymin 
(1  U/kg  body  weight)  iacreased  after  atropine,  whereas  the 
secretin-stimulated  secretion  remained  unchanged.   The  find- 
ings indicate  the  existence  of  local  cholinergic  mechanisms. 

1912  VARIABILITY  OF  THE  SUM  OF  BICARBONATE 

AND  CHLORIDE  CONCENTRATIONS  IN  THE 
PANCREATIC  JUICE  OF  THE  DOG.    (E.j    Pascal,  J.  P. 
(Purpan  Hosp.,  Tuoulouse,  France),  N.  Vaysse,  A.  Louis,  D. 
Augier  and  A.  Ribet.   Scand  J  Gastroent  4(2):  177-184,  1969. 
A  study  of  the  electrolyte  content  of  pancreatic  juice  in  20 
anesthetized  dogs  showed  that  the  sum  of  bicarbonate  and 
chloride  and  the  sum  of  bicabonate,  chloride,  sodium  and  po- 
tassium concentrations  were  variable  in  the  course  of  a  single 
experiment  in  most  animals.   The  only  factor  of  variation  was 
bicarbonate  concentration.    These  facts  are  compatible  with 
the  'admixture  theory'.    On  the  condition  that  some  postula- 
tions  are  made,  it  becomes  possible  to  calculate  the  composi- 
tion of  the  components  of  the  juice,  on  the  basis  of  a  two-com- 
ponent hypothesis.    Comparison  between  our  results  and  those 
of  others  in  the  gastric  juice  suggests  that  the  neutral  compo- 
nents of  gastric  and  pancreatic  juices  are  secreted  through 
similar  processes. 

1913  CHOLINERGIC  EFFECT  ON  THE  CANINE  PAN- 

CREATIC RESPONSE  TO  ACIDIFICATION  OF 
THE  DUODENUM.    (E.)    Henriksen,  F.  W.  (Inst.  Exp.  Res. 
Surg.,  U.  Copenhagen,  Denmark)  and  S.  J.  Rune.    Scand  J 
Gastroent  4(2):203-208,  1969. 

On  acidification  of  the  duodenum  in  3  conscious  dogs  with 
duodenal  Thomas  fistulas  and  gastrostomies  no  change  in  pan- 
creatic secretion  was  observed  after  vagotomy.    Cholinergic 
stimulation  (UrechoUne  diluted  in  saline,  1  mg/hr  i.v.)  signifi- 
cantly increased  the  pancreatic  secretion  of  fluid  and  bicarbo- 
nate in  response  to  0.1  N  hydrochloric  acid  (4.0  mEq  in  30 
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min)  in  the  duodenum.    The  ratio  between  the  pancreatic 
secretion  of  bicarbonate  and  the  amount  of  acid  introduced 
into  the  duodenum  to  elicit  that  response  was  1:3.2.    Urecho- 
line  stimulation  increased  the  ratio  to  1:1.7. 

1914  PANCREATIC  AMYLASE  ACTIVITY  FROM 
RUMINANTS  FED  DIFFERENT  RATIONS. 

(E.j    Clary,  J.  J.  (U.  Kentucky,  Lexington),  G.  E.  Mitchell 

Jr.,  C.  O.  Little  and  N.  W.  Bradley.    Canad  J  Physiol  Pharmacol 

47(2):161-164,  1969. 

1915  PANCREATIC  EXCRETION  OF  ERYTHROMY- 
CIN:   COMPARISON  OF  RESULTS  OBTAINED 

VIA  A  THOMAS  CANNULA  AND  A  DUODENOPANCREA- 
TICOPYELOSTOMA  IN  DODGS.    (E.)    Wyman,  J.  B.  (Mayo 
Clin.,  Rochester,  Minn.),  J.  S.  Aldrete,  L.  G.  Batholomew, 
A.  g'.  Karlson,  K.  G.  Wakim  and  J.  C.  Cain.   Arch  Surg  98(3): 
381-383,  1969. 

1916  INTRACELLULAR  DISTRIBUTION  OF  LIPOLY- 
TIC ENZYMES  IN  THE  RAT  PANCREAS.    (E.) 

Arnesjd,  B.  (Chem.  Ctr.,  U.  Lund,  Sweden)  and  H.  Filipek- 
Wender.  Acta  Physiol  Scand  lA('^y.()\(>-(>2%,  1968. 

1917  SPECIES  DIFFERENCES  IN  THE  ACCUMULA- 
TION OF  4-IODOPHENYLALANINE  IN  THE 

EXOCRINE  PANCREAS.    (E.j    Blomquist,  L.  (Dept.  Pharmacol. 
Royal  Veterinary  CoU.,  Stockholm,  Sweden).   Comp  Biochem 
Physiol  28(2):777-782,  1969. 


1918  STUDIES  OF  EXOCRINE  AND  ENDOCRINE 

PANCREATIC  FUNCTION  AFTER  EXOGENOUS 
AND  ENDOGENOUS  STIMULATION  WITH  SECRETIN  AND 
PENTAGASTRIN.    (Ger.j    Kaess,  H.  (Med.  CUn.,  U.  Heidelberg, 
Germany)  and  G.  Schlierf.    Verh  Deutsch  Ges  Inn  Med  74:225- 
227,  1968. 


1919 


EFFECT  OF  PANCREOZYMIN  ON  THE  CANINE 
PANCREATIC  SECRETION  OF  FLUID  AND 
BICARBONATE.    (E.j    Henriksen,  F.  W.  (Inst.  Exp.  Res.  Surg., 
U.  Copenhagen,  Denmark).   Scand  J  Gastroent  3(6):637-640, 
1968. 
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1920  THE  REGENERATIVE  POWER  OF  THE 

RETICULOENDOTHELIAL  AND  PARENCHY- 
MAL CELLS  OF  THE  LIVER  FOLLOWING  PARTIAL 
HEPATECTOMY  IN  DOGS.    (E.)    Aionsen,  K.  F.  (Gen. 
Hosp.,  Malmo,  Sweden),  H.  Grundsell,  G.  Nylander  and  B. 
Waldeskog.  Acta  Chir  Scand  135(2):  171-175,  1969. 

In  14  dogs,  the  regenerative  power  of  the  reticuloendothelial 
and  parenchymal  cells  of  the  Uver  after  partial  hepatectomy 
was  studied  by  means  of  liver  scanning  (colloidal  radiogoid 
and  131i-iabeled  Rose  Bengal,  resp.).    No  difference  in  the 
regenerative  power  of  the  two  hver  cell  systems  could  be 
demonstrated.    Ahnost  complete  restitution  of  liver  size  oc- 
curred 8-12  weeks  after  operation.    After  hepatectomy,  the 
regenerating  liver  tissue  increased  in  size  as  a  whole  mass,  no 
outgrowth  from  the  resection  surface  being  seen.    Observations 
in  2  of  the  14  puppies  demonstrated  the  possibility  of  a  growth 
factor  which  potentiates  hver  regeneration  above  rates  normally 
observed  in  adult  animals.    Some  of  the  mechanisms  which  may 
regulate  hepatic  regeneration  are  discussed. 

1921  ALCOHOLIC  STEATOSIS  OF  THE  LIVER.    I. 

IMMEDIATE  EFFECTS  OF  ALCOHOL,  FRUC- 
TOSE, AND  A  COMBINATION  OF  ALCOHOL  AND  FRUC- 
TOSE ON  THE  CONCENTRATIONS  OF  L-a<iLYCERO- 
PHOSPHATE  AND  NICOTINAMIDE  ADENINE  DINUCLEO- 
TIDES  IN  RAT  LIVER.    (Fr.)    Hakim,  J.  (Beaujon  Hosp. 
Clichy,  France),  A.  Cornillot-Cle'ment,  P.  Boivin  and  R.  Fauvert. 
Path  Biol  (Paris)  17(l/2):59-69,  1969. 

Wistar  rats,  anesthetized  with  0.3  ml/100  g  of  a  1%  thiopental 
sodium  solution  i.p.,  were  given  i.v.  infusions  of  9%  NaCl,  20% 
fructose,  10%  alcohol,  or  a  combination  of  20%  fructose  and 
10%  alcohol.    Fructose  alone  produced  large  increases  in  plasma 
glucose,  lactate,  and  pyruvate  levels  but  had  little  effect  on 
liver  a-glycerophosphate  concentrations  or  the  ratio  of  reduced 
to  oxidized  nicotinamide  adenine  dinucleotides  in  the  liver. 
The  combination  of  fructose  and  alcohol  had  less  effect  on 
plasma  glucose,  lactate,  and  pyruvate  levels  but  produced  a 
large  increase  in  Uver  a-glycerophosphate  and  reduced  nicotin- 
amide adenine  dinucleotide  concentrations.    Administration  of 
alcohol  alone  produced  effects  intermediate  between  those  ob- 
tained with  fructose  or  the  combination  of  fructose  and  alcohol. 
These  results  are  probably  due  to  an  abnormal  metabolic  path- 
way in  the  presence  of  alcohol  since  dihydroxyacetone  phos- 
phate, 3-phosphoglyceraldehyde,  and  glyceraldehyde  were  par- 
tially reduced  instead  of  being  oxidized  as  under  normal  condi- 
tions.   The  large  increase  in  the  ratio  of  reduced/oxidized  nico- 
tinamide adenine  dinucleotides  observed  during  infusion  of 
fructose  and  alcohol  seems  to  occur  in  the  mitochondria  due 
to  increases  in  a-glycerophosphate  concentrations.    These  in- 
creases in  liver  a-glycerophosphate  concentrations  are  believed 
to  be  an  important  factor  in  the  etiology  of  alcoholic  steatosis. 

1922  FATTY  ACID  PATTERN  OF  THE  HUMAN 

BILE.   (E.)    Berg,  G.  (Med.  Dept.,  U.  Nuremberg- 
Erlangen,  Germany)  and  U.  TroU.  Digestion  1(6): 337-340 
1968. 

Human  bUe  from  normal  subjects  and  patients  with  hepatitis 
was  analyzed  by  gas  chromatography  in  order  to  determine 


its  fatty  acid  composition  in  relation  to  the  contents  of  the 
smaU  intestine  during  the  digestive  process.    Results  obtained 
in  the  normal  subjects  showed  that  the  neutral  fat  fraction 
contained  about  27%  saturated  fatty  acids,  23%  monoene 
fatty  acids,  and  50%  polyene  fatty  acids.    Palmitic  acid,  oleic 
acid,  and  Unoleic  acid  were  the  most  prevalent.   The  phospha- 
tide fraction  contained  about  27%  saturated  fatty  acids,  9% 
monoene  fatty  acids,  and  34%  polyene  fatty  acids.    In  patients 
with  hepatitis  the  most  significant  finding  was  a  decrease  in 
the  polyene  fatty  acids.    This  decrease  was  encountered  in  the 
liver  itself  as  well  as  in  the  bile. 

1923  TESTOSTERONE  METABOLISM  IN  THE 
ISOLATED  PERFUSED  HUMAN  FOETAL 

LIVER.    (E.)    Demisch,  K.  (Inst.  Physiol.  Chem.,  U. 
Dusseldorf,  Germany),  U.  Ammedick  and  W.  Staib.   Europ  J 
Biochem  8(2):284-286,  1969. 

When  the  isolated  liver  (5.65  g)  of  a  previable  female  fetus 
(18  weeks  of  gestation)  was  perfused  with  (4-14c)  testosterone 
45  min  after  clinical  death  (during  which  time  the  Uver  was 
kept  in  a  physiological  solution),  75.2%  of  the  radioactivity 
could  be  extracted  from  the  perfusion  medium  by  organic 
solvents,  only  0.66%  remained  in  the  aqueous  phase,  and  0.45% 
remained  in  the  Uver,  indicating  that  Uttle  steroid  conjugation 
took  place.    No  measurable  amounts  of  estrone,  estradiol,  or 
estriol  could  be  isolated;  however,  6j3-hydroxy-androstenaiione, 
6/3-hydroxy-androstenedione,  2j3-hydroxy-testosterone  and 
androstenedione  were  isolated,  and  the  diacetate  of  2/3-hydrDxy- 
testosterone  was  crystalUzed  to  constant  specific  activity. 

1924  LIVER  GLYCOLYSIS  AND  ITS  REGULATION 
BY  CELLULAR  COMPONENTS  DURING  SUB- 
ACUTE AND  LONG-TERM  ADMINISTRATION  OF  DUl  TO 
WARM-BLOODED  ANIMALS.    (Rus.)    lakushko,  V.  E.  (AU- 
Union  Sci.-Res.  Inst.  Hyg.  Toxicol.  Pesticides  Polymers  Plastics, 
Kiev,  USSR).   Farrmkol  Toksik  32(1):  107-1 10,  1969. 

White  male  rats  were  given  70  mg/kg  of  DDT  for  3  days  or 
3.5  mg/kg/day  for  20  weeks  p.o.   When  incubated  with  glu- 
cose, liver  homogenates  from  animals  given  subacute  doses  pro- 
duced 106%  more  lactic  acid  than  those  from  the  controls. 
The  cytoplasm  increased  glycolysis  by  54%.    Addition  of  "se- 
cretion" from  the  mitochondrial  fraction  increased  glycolysis 
by  the  cytoplasm  by  47%  or  54%,  depending  upon  whether 
the  medium  was  deficient  in  cofactors  or  not.    When  mito- 
chondrial "secretion"  from  Uver  homogenates  of  rats  given 
DDT  for  long  periods  was  added  to  the  cytoplasm,  glycolysis 
was  reduced  43%  and  53%,  resp.    These  findings  indicate  that 
subacute  doses  of  DDT  increase  the  rate  of  glycolysis  by  ac- 
tivating kinases,  and  long-term  administration  of  DDT  reduces 
the  rate  by  glycolysis  by  inhibiting  kinases. 

1925  ALCOHOLIC  STEATOSIS  OF  THE  LIVER. 
II.    STUDY  OF  METABOLIC  EFFECTS  OF 

PERFUSION  WITH  FRUCTOSE  ALONE  OR  WITH  ALCOHOL 
IN  THE  NORMAL  MAN.    (Fr.)    Hakim,  J.  (Beaujon  Hosp., 
CUchy,  France),  A.  CorniUot-aement,  F.  Nicolo,  P.  Boivin' 
and  R.  Fauvert.   Path  Biol  (Paris)  17(3/4):  147-153,  1969. 
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lasma  glucose,  fructose,  alcohol,  lactate,  and  pyruvate  were 
jtermined  on  arterial  blood  from  10  patients  with  no  evidence 
f  Uver  disease  before  and  30,  45,  and  60  min  after  beginning 
V.  perfusions  of  20%  fructose  or  20%  fructose  containing  20% 
thanol.    Five  of  these  patients  were  chronic  alcohoUcs  who 
ere  studied  after  regression  of  alcohoUc  steatosis  and  absti- 
ence  from  alcohol.    Perfusion  of  fructose  alone  produced  sig- 
ificant  increases  in  plasma  glucose,  lactate,  and  pyruvate 
ivels.    Perfusion  of  fructose  containing  alcohol  caused  sig- 
ificant  increases  in  glucose  and  lactate  levels  and  a  significant 
ecrease  in  pyruvate  levels.    The  combination  of  fructose  and 
Icohol  produced  significantly  higher  blood  glucose  levels  than 
ructose  alone.   These  findings  and  the  results  of  similar  experi- 
lents  on  rats  suggest  that  the  effects  produced  by  fructose  and 
Icohol  are  due  to  increases  in  L-a-glycerophosphate  in  the  liver 
/hich  is  probably  responsible,  at  least  in  part,  for  alcohoUc 
tea  to  sis. 
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EXPERIMENTAL  INDUCTION  OF  HELICAL 
POLYSOMES  IN  ADULT  RAT  LIVER.    (E.) 

lonneron,  A.  (Inst.  Sci.  Res.  Cancer,  VUlejuif,  France).   1Mb 
ivest  20(2):  178-183,  1969. 

lelical  polysomes  were  found  in  the  cytoplasm  of  Uver  ceUs 
,f  male  Wistar  rats  (58  intact  and  14  after  partial  hepatectomy) 
idthin  10  min  after  an  injection  of  lasiocarpine  (80  mg/1^  i-P-)- 
limilar  results  were  obtained  in  another  group  of  rats  (53  mtact 
ind  12  after  partial  hepatectomy)  given  an  injection  of  aflatoxm 
250  /ig/kg  i  p.).   Within  a  few  hr,  the  polysomes  had  disap- 
peared   The  constituent  ribosomes  were  arranged  m  heUces 
^hich  ranged  up  to  440  A  in  diameter  and  up  to  1  M  m  length. 
Some  of  the  heUces  seemed  to  be  attached  to  the  endoplasmic 
reticulum  while  many  were  close  to  the  nuclear  membrane. 
Previous  administration  of  actinomycin  D  at  a  dose  that  in- 
hibited the  synthesis  of  nucleolar  RNA  did  not  prevent  the  oc- 
currence of  the  helices.    The  sudden  and  early  occurrence  ot 
heUcal  polysomes  induced  by  lasiocarpine  or  aflatoxm  is  prob- 
ably related  to  the  production  of  a  special  type  of  transient 
messenger  RNA. 

EFFECT  OF  GLUCAGON  ON  PHOSPHORYLASE 
ACTIVITY  OF  THE  ISOLATED  PERFUSED 
LIVER     (E)    Weintraub.  B.  (Div.  Med.,  RosweU  Park  Mem. 
Inst!  Buffalo,  N.  Y.).  E.  J.  Sarcione  and  J.  E.  Sokal.   Amer  J 
Physiol  216(3):521-526,  1969. 

Exposure  of  the  isolated  perfused  rat  Uver  to  '^^"'^.^nt'^tions 
of  glucagon  as  low  as  0.14  mpg/ml  plasma  results  m  measurable 
activation  of  phosphorylase.    Maximal  activation  was  observed 
a    lucagon  concentration  of  1.4-4.0  mpg/mL    When  glycogen- 
containL  livers  were  used,  the  increases  in  phosphorylase  ac- 
tivity were  accompanied  by  increases  in  hepatic  glucose  release, 
and  there  was  a  quantitative  correlation  between  these  two  ef- 
fects over  a  30-fold  concentration  range.    Phosphorylase  ac- 
tivation was  detectable  within  1  min  of  exposure  of  the  hver 
to  glucagon  and  was  not  blocked  by  puromycin.    Both  phos- 
phorylase activity  and  hepatic  glucose  output  were  umformly 
high  at  initiation  of  perfusion;  this  may  be  the  result  of  secre- 
tion of  glucagon  during  surgical  preparation  of  Uver  donor  rats. 
It  is  concluded  that  activation  of  phosphorylase  is  a  very  rapid 
and  consistent  result  of  glucagon  action  on  the  Uver  that  it 
can  be  observed  at  aU  concentrations  of  glucagon  which  (^use 
glycogenolysis,  and  that  it  is  not  dependent  on  glycogenolysis 
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or  protein  synthesis.    The  effects  of  glucagon  were  sufficiently 
reproducible  in  these  experiments  to  recommend  the  isolated 
perfused  rat  Uver  as  a  semiquantitative  bioassay  system  for 
glucagon. 

1928  HEPATIC  AND  PORTAL  METABOLISM  OF 

GLUCOSE,  FREE  FATTY  ACIDS,  AND  KETONE 
BODIES  IN  THE  SHEEP.    (E.j    Katz,  M.  L.  (New  York  State 
Veterinary  CoU.,  Ithaca)  and  E.  N.  Bergman.   Amer  J  Physiol 
216(4):953-960,  1969. 

Net  production  rates  of  several  metaboUtes  were  estimated  by 
measurement  of  blood  concentration  differences  and  the  hepatic 
and  portal  blood  flow.    Four  groups  of  sheep  were  used:    non- 
pregnant fed;  nonpregnant  fasted;  twin-pregnant  fed;  and  twin- 
pregnant  fasted  (ketotic).    An  uptake  of  glucose  by  the  portal 
bed  was  observed  in  aU  sheep.   The  mean  net  hepatic  glucose 
production  3  hr  after  feeding  was  0.28  and  0.43  g/hrkg3/4 
(5.8  and  9.6  g/hr)  in  nonpregnant  and  pregnant  sheep,  resp.; 
when  fasted  3  days  the  hepatic  glucose  production  decreased 
to  0.13  and  0.19  g/hrkg3/4.    There  appeared  to  be  a  direct  re- 
lationship between  feeding,  hepatic  blood  flow,  and  glucose 
production.    Ketone  bodies  were  produced  mainly  in  the  portal 
bed  (0.6-0.8  mmole/hrkg3/4)  of  fed  sheep,  in  which  /3-hydroxy- 
butyrate  predominated,  but  in  fasted  or  ketotic  sheep  the  liver 
was  the  main  site  of  ketogenesis  where  acetoacetate  formed 
20-30%  of  the  ketone  bodies.    Free  fatty  acids  were  taken  up 
by  the  liver  as  a  nearly  constant  proportion  (10%)  of  the  FFA 
transported  to  the  liver.    Hepatic  ketone  body  production  could 
have  been  the  product  of  about  80%  of  this  hepatic  FFA  uptake 
in  ketotic  sheep  in  contrast  to  only  0-30%  of  the  FFA  in  non- 
ketotic sheep.    Thus  a  change  in  hepatic  FFA  metabolism,  which 
produces  more  ketone  bodies  and  less  CO  2  and  esterified  prod- 
ucts, may  be  a  factor  in  the  development  of  ketosis. 


1927 


1929  INTRINSIC  REGULATION  OF  GLUCOSE  OUT- 

PUT BY  RAT  LIVER.    (E.J    GUnsmann,  W.  H. 
(Natl  Inst.  ChUd.  Hlth.,  Bethesda,  Md.),  E.  P.  Hern  and  A. 
Lynch.  Amer  J  Physiol  216(4):698-703,  1969. 
The  acute  responses  of  isolated  rat  livers  to  hypo-  and  hyper- 
glycemia were  studied  in  a  Mortimore-type  perfusion  system. 
Investigation  of  the  effects  of  washed  ceU  perfusates  showed 
that  elevation  of  red  ceU  concentrations  enhanced  oxygen  up- 
take, lowered  perfusate  equiplibration  levels  of  glucose  and 
lactate,  reduced  basal  rates  of  glycogenolysis,  and  enhanced 
glucose  utilization  by  nonglycogen  pathways.    Employing  36- 
38%  red  ceU  perfusates,  livers  from  fed  animals  increased  net 
glucose  output  and  glycogenolysis  foUowing  initial  or  delayed 
hypoglycemia  and  rapidly  took  up  glucose  with  hyperglycemia. 
After  90  min  of  control  perfusion,  acutely  induced  hypogly- 
cemia was  followed  by  increases  in  perfusate  glucose  concen- 
tration with  time,  and  final  glucose  equilibration  levels  were 
independent  of  perfusate  volume.    Net  glycogen  synthesis  was 
obtained  with  sustained  hyperglycemia  and  was  increased  pro- 
portionaUy  to  glucose  concentration  of  the  medium  when 
livers  from  fasted  animals  were  used.    These  findings  support 
the  hypothesis  that  mammalian  liver  can  directly  regulate  glu- 
cose output  and  glycogen  metabolism  in  response  to  circulating 
glucose  concentration. 


1930 


THE  EFFECT  OF  METHOTREXATE  ON  EN- 
ZYMES INDUCED  FOLLOWING  PARTIAL 
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HEPATECTOMY.    (E.)    Labow,  R.  (New  York  State  Dept. 
Hlth.,  Albany),  G.  F.  Maley  and  F.  Maley.    Cancer  Res  29(2): 
366-372,  1969. 

The  synthesis  of  thymidine  kinase,  thymidylate  kinase,  thymidy- 
late  synthetase,  DNA  polymerase,  and  deoxycytidylate  deamin- 
ase was  initiated  at  about  12  hr  following  partial  hepatectomy 
of  albino  rats.    Methotrexate  (0.5  mg  i.p.)  inhibited  the  syn- 
thesis of  all  of  the  above  enzymes  with  the  exception  of  thy- 
midylate synthetase,  which  was  markedly  stimulated.    The  syn- 
thetase activity  was  fourfold  greater  than  that  of  the  uninjected 
controls  at  48  hr  following  partial  hepatectomy,  and  at  72  hr 
it  was  10-  to  15-fold  higher.    At  the  latter  time  interval,  the 
synthetase  was  still  increasing  in  activity  in  the  treated  rats, 
while  the  enzyme  activity  in  the  control  rat  Uvers  was  decreas- 
ing.   Puromycin  (10  mg  i.p.)  had  no  effect  on  the  synthetase 
elevation,  while  actinomycin  inhibited  the  increase  partially. 
However,  cycloheximide  (50  jUg/lOO  mg  body  weight),  at  levels 
that  did  not  inhibit  the  normal  rise  in  deoxycytidylate  deamin- 
ase activity  following  partial  hepatectomy,  greatly  inhibited  the 
normal  and  Methotrexate-stimulated  increase  in  synthetase  ac- 
tivity.  To  emphasize  the  possiblity  that  the  Methotrexate  sti- 
mulation may  be  an  indirect  effect,  folate  (10  mg  i.p.)  was 
found  to  cause  a  similar,  though  less  dramatic,  increase  in  thy- 
midylate synthetase  activity. 

1931  HIGH  AFFINITY  AND  LOW  AFFINITY  BIND- 
ING OF  CA++  BY  RAT  LIVER  MITOCHONDRIA. 

(E.j    Reynafarje,  B.  (Johns  Hopkins  U.  Sch.  Med.,  Baltimore, 
Md.)  and  A.  L.  Lehninger.   J  Biol  Chem  244(3):584-593,  1969. 

1932  DIFFERENCE  OF  THE  INHIBITOR  OF  DNA 
SYNTHESIS  IN  LIVER  EXTRACT  FROM  LIVER 

ARGINASE.    (E.J    Otsuka,  H.  (Inst.  Muscle  Res.,  Marine  Biol. 
Lab.,  Woods  Hole,  Mass.).    Cancer  Res  29(l):265-266,  1969. 

1933  ENZYMES  OF  THYMIDINE  TRIPHOSPHATE 
SYNTHESIS  IN  SELECTED  MORRIS  HEPATO- 
MAS.   (E.)    Sneider,  T.  W.  (Med.  Sch.,  U.  Wisconsin,  Madison), 
V.  R.  Potter  and  H.  P.  Morris.    Cancer  Res  29(l):40-54,  1969. 

1934  THE  CARCINOGENICITY  OF  N-HYDROXY-2- 
FLUORENYLACETAMIDE  AND  THE  METABO- 
LISM OF  N-2-FLUORENYLACET AMIDE  IN  PRAOMIS 
(MASTOMYS)  NATALENSIS.    (E.J    Yamamoto,  R.  S.  (Natl. 
Cancer  Inst.,  NIH,  Bethesda,  Md.),  S.  R.  Pai,  J.  Korzis  and  J.  H. 
Weisburger.   Brit  J  Cancer  22(4):769-775,  1968. 

1935  CONTROL  OF  ORNITHINE  a-TRANSAMINASE 
IN  RAT  LIVER  AND  KIDNEY.    (E.J    Volpe,  P. 

(Albert  Einstein  Coll.  Med.,  Yeshiva  U.,  New  York,  N.  Y.), 
R.  Samura  and  H.  J.  Strecker.  J  Biol  Chem  244(3):719-726 
1969. 

1936  EFFECT  OF  HETEROLOGOUS  SERUM  ALBUMIN 
ON  LIVER  REGENERATION  AFTER  PARTIAL 

HEPATECTOMY.   (E.J    Simmons,  F.  (Wadsworth  Hosp.,  Los 
Angeles,  Calif.)  and  J.  D.  Boyle.  Arch  Surg  98(3):369-371, 
1969. 

1937  ALTERATIONS  OF  ENZYME  LEVELS  IN  THE 
SERUM  AND  LIVER  TISSUE  FOLLOWING 


IN  SITU  HYPOXIA.   (E.J    Hayashi,  S.  (Okayama  U.  Med  Sch 
Japan),  S.  Kitada  and  T.  Nishizaki.   Med  Biol  (Tokyo J  78(1):    ' 

1938  BILIARY  STASIS  AND  THE  HYDRODYNAMICS 
OF  CHOLERESIS.    (Fr.J    Petrov   B   A 

(Sklifosovsky  Inst.,  Moscow,  USSR)  and  E.  1.  Galperin    Presse 
Med  77(5):  153-154,  1969. 

1939  THE  SIGNIFICANCE  OF  THE  PORTAL  CIRCULA- 
TION AND  THE  LIVER  IN  THE  HOMEOSTATIC 

REGULATION  OF  WATER  AND  CARBOHYDRATE  METABO- 
LISM.   (Ger.J    Haberich,  F.  J.  (Inst.  Physiol.,  Free  U   Berlin 
Germany),   /'rajcw  57(48):  1684-1692,  1968. 

1940  THE  GLUCURONIC  ACID  CONJUGATING  FUNC- 
TION OF  THE  LIVER.   (Dut.J    Fevery  J   (St 

Rafael  Acad.  Hosp.,  Louvain,  Belgium)  and  J.  De  Groote    T 
Gastroent  ll(5):451-473,  1968. 

1941  INHIBITION  AND  ACTIVATION  OF  GLUCURON- 
IC ACID  CONJUGATION  BY  THE  LIVER.    (Dut  J 

Fevery,  J.  (St.  Rafael  Acad.  Hosp.,  Louvain,  Belgium)  and  J   De 
Groote.    T  Gastroent  ll(5):474-484,  1968. 

1942  PHYSIOLOGY  OF  THE  LIVER  DURING  DEVEL- 

OPMENT. (Ger.J  Vest,  M.  (Pediat.  Clin.,  U. 
Basel,  Switzerland),  F.  Wyler  and  J.  Girard  Praxis  57(48)- 
1693-1695,  1968. 


1943  HISTOCHEMICAL  STUDIES  OF  ENZYMES  IN- 

VOLVED IN  NUCLEOTIDE  AND  CARBOHY- 
DRATE METABOLISM  DURING  INDUCTION  OF  CANCER 
IN  THE  RAT  LIVER  BY  ORAL  ADMINISTRATION  OF 
DIETHYLNITROSAMINE.    (Ger.J    Schauer,  A.  (Inst.  Path., 
U.  Munich,  Germany)  and  A.  Feichtner.   Klin  Wschr  46(23)- 
1286-1287,  1968. 


1944  EFFECTS  OF  CHLORPROMAZINE  ON  BE- 

HAVIOR OF  SOME  ENZYMES  OF  RAT  LIVER 
IN  DIFFERENT  EXPERIMENTAL  CONDITIONS.    (E.J 

Gaudiano,  A.  (Dept.  Biol.,  Higher  Inst.  Hlth.,  Rome,  Italy), 
G.  Petti,  M.  Polizzi,  S.  Tartarini  and  G.  M.  Bartoli.   Biochem 
Pharmacol  18(l):65-72,  1969. 


1945  MECHANISM  OF  CARCINOGENESIS  WITH  1- 

ARYL-3,3-DIALKYLTRIAZENES:    ENZYMATIC 
DEALKYLATION  BY  RAT  LIVER  MICROSOMAL  FRACTION 

IN  VITRO.    (E.J    Preussmann,  R.  (Prev.  Med.  Res.  Group,  Max 
Planck  Inst.  Immunobiol.,  Freiburg/Br.,  Germany),  A.  von 
Hodenberg  and  H.  Hengy.   Biochem  Pharmacol  18(1):  1-13, 
1969. 


1946  ISOLATION  AND  PROPERTIES  OF  A  PROTEIN 

KINASE  FROM  RAT  LIVER  MICROSOMES. 

(E.J    Pinna,  L.  A.  (Inst.  Biol.  Chem.,  U.  Padua,  Italy),  B. 
V.  Moret  and  N.  Siliprandi.   Biochim  Biophys  Acta  178(1): 
199-201,  1969. 
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1947 


THE  INTRACELLULAR  AND  INTRAMITO- 
CHONDRIAL  DISTRIBUTION  OF  MALONYL- 

CoA  CARBOXYLASE  IN  RAT  LIVER.    (E.)    Scholte,  H.  R. 

(B.  C.  P.  Jansen  Inst.,  U.  Amsterdam,  Netherlands).   Biochim 

BiophysActa  178(1):  137-144,  1969. 


1948 


ARYLAMIDASE  OF  HUMAN  LIVER.    (E.)    Behal, 
F.  J.  (Med.  Coll.  Georgia,  Augusta),  G.  H.  Little 
and  R.  A.  Klein.   Biochim  BiophysActa  178(1):118-127,  1969. 


1949  STUDIES  ON  RAT  LIVER  RIBONUCLEASES. 

III.  FURTHER  STUDIES  ON  HETEROGENEITY 
OF  LIVER  LYSOSOMES -INTRACELLULAR  LOCALIZATION 
OF  ACID  RIBONUCLEASE  AND  ACID  PHOSPHATASE  IN 
RATS  OF  VARIOUS  AGES.    (E.)    Rahman,  Y.  E.  (Argonne 
Natl.  Lab.,  lU.)  and  E.  A.  Cerny.   Biochim  BiophysActa  178(1): 
61-67,  1969. 

1950  STUDIES  ON  RAT  LIVER  RIBONUCLEASES. 

IV.  LIVER  RIBONUCLEASES  IN  DEVELOP 
ING,  2-ACETYLAMINOFLUORENE  FED  AND  PARTIALLY 
HEPATECTOMIZED  RATS.    (E.)    Rahman,  Y.  E.  (Argonne 
Natl.  Lab.,  111.),  E.  A.  Cerny  and  C.  Peraino.   Biochim  Biophys 
Acta  178(l):68-73,  1969. 

1951  THE  RECOVERY  OF  LIVER  TETRAHYDRO- 
FOLATE  DEHYDROGENASE  ACTIVITY  FROM 

INHIBITION  BY  METHOTREXATE.    (E.J    Stanley,  B.  G. 
(Marie  Curie  Mem.  Found.,  Caterham,  England),  G.  E.  Neal  and 
D.  C.  Williams.   Biochem  Pharmacol  18(1):159-171,  1969. 

1952  BIOSYNTHESIS  OF  THE  FATTY  ACID  SYN- 
THETASE BY  ISOLATED  RAT  LIVER  CELLS. 

(E.)    Burton,  D.  N.  (VA  Hosp.,  Madison,  Wis.),  J.  M.  Collins 
and  J.  W.  Porter.   J  Biol  Chem  244(4):1076-1083,  1969. 

1953  THE  CRYSTALLIZATION  AND  BIOCHEMICAL 
PROPERTIES  OF  GLYCEROL-3-PHOSPHATE 

DEHYDROGENASE  FROM  THE  HUMAN  LIVER.    (Ger.) 
Lehmann,  F.  G.  (Inst.  Biochem.,  Ruhr  U.,  Frankfurt/Main, 
Germany)  and  G.  Pfleiderer.   Hoppe  Seyler  Z  Physiol  Chem 
349(12):1777-1785,  1968. 

1954  COMPARATIVE  STUDIES  ON  THE  METABO- 
LISM OF  17-EPITESTOSTERONE  AND  TESTO- 
STERONE IN  RAT  LIVER  SLICES  AND  CELL  FRACTIONS. 

(Ger.j    Starka,  L.  (Inst.  Clin.  Biochem.,  U.  Bonn,  Germany) 
and  H.  Breuer.  Hoppe  Seyler  Z  Physiol  Chem  349(12):1698- 
1710,  1968. 

1955  THE  IN  VIVO  METHYLATION  OF  RAT  LIVER 
RNA  IN  THE  PRESENCE  OF  DIETHYLNITRO- 

SOAMINE.    (Ger.)    Kroger,  H.  (Inst.  Biochem.,  U.  Freiburg/ 
Breisgau,  Germany),  P.  Kahle  and  H.  Kessel.   Hoppe  Seyler  Z 
Physiol  Chem  349(12):1725-1732,  1968. 

1956  THE  BIOGENESIS  OF  HOMOVANILLOYLGLY- 
CINE  IN  THE  PERFUSION  OF  RAT  LIVERS. 

(Ger.)  Thomas,  H.  (Inst.  Physiol.  Chem.,  U.  Bonn,  Germany), 
F.  J.  Ganz  and  E.  Biischemann.  Hoppe  Seyler  Z  Physiol  Chem 
349(12):1686-1690,  1968. 
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1957  THE  EFFECT  OF  DIETARY  MANGANESE  ON 
THE  CATALYTIC  ACTIVITY  OF  HEPATIC 

ARGINASE  IN  THE  RAT.    (Ger.)    Rehner,  G.  (Inst.  Nutrit., 
Justus  Liebig  U.,  Giessen,  Germany).   Bibliotheca  Nutrit  Dieta 
11:159-166,  1969. 

1958  DEFICIENT  ACTIVITY  OF  DEPHOSPHOPHOS- 
PHORYLASE  KINASE  AND  ACCUMULATION 

OF  GLYCOGEN  IN  THE  LIVER.  (E.)  Hug,  G.  (Child.  Hosp. 
Res.  Found.,  Cincinnati,  Ohio),  W.  K.  Schubert  and  G.  Chuck. 
J  Clin  Invest  48(4):704-715,  1969. 

1959  HEMOPOIESIS  IN  EMBRYONIC  MOUSE  LIVER 
TISSUE  AND  CELLS /TV  VITRO.    MONOLAYERS, 

AGGREGATES  AND  ORGAN  CULTURES.    (E.)    Patton,  D.  E. 
(Dept.  Biol.,  U.  Chicago,  111.),  D.  L.  Kirk  and  A.  A.  Moscona. 
Exp  Cell  Res  54(2):181-186,  1969. 

1960  STUDIES  ON  DRUG  METABOLISM.    VI.    EF- 
FECT OF  LONG-TERM  ADMINISTRATION  OF 

DIMETHYLAMINOAZOBENZENE  ON  THE  LIVER  MICRO- 
SOMAL PRUG  METABOLIZING  ENZYME  ACTIVITIES. 

(Jap.)    Kitagawa,  H.  (Fac.  Pharm.  Sci.,  U.  Chiba,  Japan),  K. 
Tetsuya,  S.  Yoshida,  H.  Nojima  and  Y.  Fukuda.   Folia  Pharmacol 
Jap  64(6):668-672,  1968. 

1961  THE  RELATIONSHIP  OF  HEPATIC  DRUG 
METABOLIZING  ACTIVITY  TO  SERUM  ESTER- 
ASE ACTIVITIES  IN  ALBINO  RABBITS.    (E.)    Greene,  F.  E. 
(Sch.  Pharm.  U.  Georgia,  Athens)  and  A.  E.  Wade.   Pharmacology 
l(6):363-368,  1968. 

1962  THE  EFFECTS  OF  COPPER  AND  OTHER  IONS 
ON  THE  RIBONUCLEIC  ACID  POLYMERASE 

ACTIVITY  OF  ISOLATED  RAT  LIVER  NUCLEI.    (E.) 
Novello,  F.  (Inst.  Gen.  Path.,  U.  Bologna,  Italy)  and  F.  Stirpe. 
Biochem  J  11 1(1):  115-1 19,  1969. 

1963  RETICULOENDOTHELIAL  FUNCTION  IN  THE 
ISOLATED  PERFUSED  LIVER.    II.    PHAGOCYTO- 
SIS OF  HEAT-AGGREGATED  BOVINE  SERUM  ALBUMIN. 
DEMONSTRATION  OF  TWO  COMPONENTS  IN  THE  BLOCK- 
ADE OF  THE  RETICULOENDOTHELIAL  SYSTEM.    (E.) 
Jeunet,  F.  S.  (Variety  Club  Heart  Hosp.,  Minneapolis,  Minn.) 

and  R.  A.  Good.   J  Reticuloendothel  Soc  6(1):94-107,  1969. 


1964  THE  NUCLEIC  ACID  CONTENT  OF  SKELETAL 

MUSCLE  AND  LIVER  IN  MAMMALS  OF  DIF- 
FERENT BODY  SIZE.    (E.)    Munro,  H.  N.  (Dept.  Nutrit. 
Food  Sci.,  Massachusetts  Inst.  Technol.,  Cambridge)  and  J.  A.  M. 
Gray.    Comp  Biochem  Physiol  28(2):897-905,  1969. 


1965  THE  INFLUENCE  OF  FRUCTOSE  DIPHOSPHATE 

ON  PYRUVATE  KINASE  ACTIVITY  IN  LIVER, 
MUSCLE  AND  ADIPOSE  TISSUE  OF  THE  RAT,  MOUSE, 
PIG  AND  CHICKEN.    (E.)    LeveUle,  G.  A.  (Div.  Nutrit.  Biochem. 
Dept.  Animal  Sci.,  U.  lUinois,  Urbana).   Comp  Biochem  Physiol 
28(2):733-740,  1969. 
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1966  HYDROXYUREA:    EFFECT  ON  LEUCINE,  URI- 
DINE, AND  THYMIDINE  TRIPHOSPHATE  IN- 
CORPORATION BY  RAT  LIVER  MITOCHONDRIA  IN  VITRO. 
(E.j    Tschiersch,  B.  (Inst.  Cancer  Res.,  Exp.  Sect.,  German  Acad. 
Sci.,  Berlin-Buch)  and  A.  Graffi.   Arch  Geschwulstforsch  33(1): 
1-4,  1969. 

1967  LACTIC  AND  MALIC  DEHYDROGENASE  AC- 
TIVITIES AND  ISOENZYME  PATTERNS  IN 

BLOOD  SERA  OF  DEVELOPING  NEONATAL  PIGLETS.    (E.) 
Karlsson,  B.  W.  (Inst.  Zoophysiol.,  U.  Lund,  Sweden).    Biol 
Neonat  13(l/2):34-52,  1968. 

1968  GLYCERIDE  FATTY  ACID  SYNTHESIS  BY 
LIVER  HOMOGENATES  OF  THE  DEVELOP- 
ING RABBIT.    (E.)    Roux,  J.  F.  (Cleveland  MetropoUtan  Gen. 
Hosp.,  Ohio).    Biol  Neonat  13(1/2):109-112,  1968. 

1969  DEVELOPMENT  OF  SOME  MITOCHONDRIAL 
OXIDASE  SYSTEMS  OF  RAT  LIVER.    (E.) 

de  Vos,  M.  A.  (U.  Groningen  Sch.  Med.,  Netherlands),  C.  W. 
Wilmink  and  F.  A.  Hommes.    Biol  Neonat  13(l/2):83-89,  1968. 

1970  EFFECT  OF  l-BENZYL-2-THIO-5,6-DIHYDROURA- 
CIL  ON  HEPATIC  METABOLIC  ACTIVITY  IN 

THE  RAT.    (E.)    Pearl,  W.  (Lederle  Lab.,  Pearl  River,  N.  Y.) 
and  D.  Kupfer.   Biochem  Pharmacol  17(10):2235-2237,  1968. 

1971  REFORMATION  OF  NUCLEOLI  AFTER 
ETHIONINE-INDUCED  FRAGMENTATION  IN 

THE  ABSENCE  OF  SIGNIFICANT  PROTEIN  SYNTHESIS. 

(E.j    Shinozuka,  H.  (U.  Pittsburgh  Sch.  Med.,  Pa.)  and  E.  Farber. 
/  Cell  Biol  41(l):280-286,  1969. 

1972  AN  INTERACTION  OF  DISULFIRAM  AND 
ETHANOL  ON  LIPID  METABOLISM.    (E.j 

Stripp,  B.  (Mario  Negri  Inst.  Pharmacol.  Res.,  Milan,  Italy)  and 
A.  Bizzi.   Biochem  Pharmacol  17(10):2238-2240,  1968. 

1973  A  SYSTEM  FOR  THE  STUDY  OF  UREA  SYN- 
THESIS IN  LIVER  HOMOGENATES.    (E.j 

Cimino,  F.  (Med.  &  Surg.  Fac,  U.  Naples,  Italy),  S.  Venuta  and 
F.  Salvatore.   Enzymologia  36(l):39-53,  1969. 

1974  LIVER  MITOCHONDRIAL  FUNCTION  IN  ACUTE 
VS.  CHRONIC  HYPERTHYROIDISM.    (E.j 

Piatnek-Leunissen,  D.  A.  (Hahnemann  Med.  Coll.,  Philadelphia, 
Pa.)  and  R.  L.  A.  Leunissen.   Endocrinology  84(2):456-461, 
1969. 


1975  EFFECT  OF  PHENOBARBITAL  ADMINISTRA- 

TION ON  THE  SUBCELLULAR  DISTRIBUTION 
OF  1251.THYROXINE  IN  RAT  LIVER:    IMPORTANCE  OF 
MICROSOMAL  BINDING.    (E.j    Schwartz,  H.  L.  (Montefiore 
Hosp.  &  Med.  Ctr.,  Bronx,  N.  Y.),  G.  Bernstein  and  J.  H. 
Oppenheimer.   Endocrinology  84(2):270-276,  1969. 


1976  THE  COMPETITIVE  INHIBITION  OF  ANTIBIOTI 
AND  SULFONAMIDE  SECRETION  IN  THE  BILE 

BY  OTHER  DRUGS  ADMINISTERED  AT  THE  SAME  TIME. 

(Ger.j    Hitzenberger,  G.  (1st  Med.  Clin.,  U.  Vienna,  Austria). 
Verh  Deutsch  Ges  Inn  Med  74:1145-1146,  1968. 

1977  THE  EFFECT  OF  NICOTINAMIDE  ON  METABO 
LITES  OF  FAT  AND  CARBOHYDRATE  METAB- 
OLISM IN  RAT  BLOOD  AND  RAT  LIVER.    (Ger.j    Talke,  H. 
(2nd  Med.  Clin.,  Johannes  Gutenberg  U.,  Mainz,  Germany). 
Verh  Deutsch  Ges  Inn  Med  74:946-950,  1968. 

1978  QUANTITATIVE  IMMUNOCHEMICAL  DETER 
MINATION  OF  THE  ISOZYMES  OF  ASPARTATE 

AMINOTRANSFERASE  IN  RAT  LIVERS  AND  TRANS- 
PLANTABLE RAT  HEPATOMAS.    (E.j    Nisselbaum,  J.  S. 
(Sloan-Kettering  Inst.  Cancer  Res.,  New  York,  N.  Y.)  and  O. 
Bodansky.    Cancer  Res  29(2):360-365,  1969. 

1979  ROLE  OF  INSULIN  IN  THE  HEPATIC  HANDLIN 
OF  GLUCOSE.    (E.j    Madison,  L.  L.  (U.  Texas 

Southwestern  Med.  Sch.,  Dallas).   Arch  Intern  Med  123(3): 
284-292,  1969. 

1980  ZINC  CONTENT  AND  SPECIFIC  ACTIVITY  OF 
HORSE  LIVER  ALCOHOL  DEHYDROGENASE 

ISOENZYMES.    (E.j    Sandler,  N.  (U.  Hawaii  Sch.  Med., 
Honolulu)  and  R.  H.  McKay.   Biochem  Biophys  Res  Comm 
35(1):151-155,  1969. 

1981  STUDIES  ON  THE  INCORPORATION  OF  L- 
ETHI0NINE-ETHYL-1-14C  INTO  THE  TRANS- 
FER RNA  OF  RAT  LIVER.   (E.j    Ortwerth,  B.  J.  (Oak  Ridge 
Natl.  Lab.,  Tenn.)  and  G.  D.  Novelli.    Cancer  Res  29(2):380- 
390,  1969. 

1982  THE  CONVERSION  OF  THE  CARCINOGEN 
N-HYDROXY-2-FLUORENYLACETAMIDE  TO 

O-AMIDOPHENOLS  BY  RAT  LIVER  IN  VITRO.    AN  IN- 
DUCIBLE ENZYMATIC  REACTION.    (E.j    Gutmann,  H.  R. 
(Dept.  Biochem.,  U.  Minnesota,  Miimeapolis)  and  R.  R. 
Erickson.   J  Biol  Chem  244(7):  1729-1740,  1969. 

1983  REGULATORY  ROLE  OF  BILE  ACIDS  IN 
CHOLESTEROL  METABOLISM.    (Sp.j    Guzman 

Garcia,  J.  (Med.  Fac.  Natl.  Autonomous  U.  Mexico,  Mexico 
City).    Gac  MedMex  97(9):  11 36-1 141,  1967. 

1984  THE  EFFECT  OF  OXAPHENAMIDE  ON  BILIA- 
TION  IN  EXPERIMENTAL  RADIATION  SICK- 
NESS.  (Rus.j    Skakun,  N.  P.  (Ternopol  Med.  Inst.  USSR) 
and  A.  A.  Borisenko.   Farmacol  Toksik  32(l):71-73,  1969. 

1985  THE  EFFECT  OF  APILAK  ON  SOME  INDICES    ' 
OF  LIPID  METABOLISM.    (Rus.j    Makarova, 

V.  G.  (Pavlov  Med.  Inst.,  Ryazan,  USSR).   Farmakol  Toksik 
32(l):63-65,  1969. 


See  also  2037,2342,2351,2381,2390,2395,2416,2417,2419,2425,2427,2428,2429,2431,2483,2502 
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THE  SEROTONIN  AND  KININ-PRODUCING 
ACTIVITY  IN  FRACTIONS  OF  MUCOSA  FROM 
HE  SMALL  INTESTINE  OF  RABBITS.    (Ger.)    Burger,  A. 
[nst.  Pharmacol.,  U.  Tubingen,  Germany),  F.  Lembeck  and  J. 
I'agner.  Naunyn  Schmiedeberg  Arch  Phurm  Exp  Path  261(5): 
12-421,  1968. 

lomogenates  of  rabbit  small  intestine  were  centrifuged  at 
8,000  X  G,  and  the  sediment  was  separated  into  5  fractions 
y  gradient-density  centrifugation  with  1.8  and  2.0  M  suCTOse. 
Lt  both  sucrose  concentrations  there  was  a  correlation  between 
erotonin  values  and  the  hydrolysis  of  benzcylarginine  ethyl 
ster  (BAEE).    When  rabbits  were  killed  22  hr  after  receiving 
mg/kg  of  reserpine  i.v.,  the  sediment  obtained  at  18,000  x  G 
ontained  10%  less  serotonin  than  that  from  untreated  rabbits, 
lut  no  changes  occurred  in  BAEE-hydrolyzing  activity.   When 
uspensions  of  sediment  obtained  at  18,000  x  G  and  fractions 
rom  gradient-density  centrifugation  were  incubated  with  excess 
jninogen,  there  was  a  linear  relation  between  increases  in  kinin 
activity  and  incubation  time.    Soyabean  trypsin  inhibitor  had 
10  effect  on  kinin  formation  or  BAEE-hydrolysis,  even  at  a 
oncentration  of  25  mg/ml.   Diisopropylfluorophosphate  (DFP) 
nhibited  both  processes  to  the  same  extent;  there  was  a  linear 
elation  between  inhibition  and  DFP  concentration.    This  be- 
lavior  is  also  observed  with  pancreatic  kallikrein.    When  4-6  ml 
)f  homogenate  were  given  i.v.  to  dogs,  in  2  cases  a  decrease  in 
)lood  pressure  was  observed  which  was  smaller  than  that  pro- 
luced  by  0.3  U  of  pancreatic  kallikrein.    When  administered 
.V.  to  dogs,  acetic  acid  extracts  of  the  sediment  obtained  at 
18,000  X  G  reduced  the  blood  pressure  to  the  same  extent 
ts  0.2-0.3  U  of  pancreatic  kallikrein.    Only  a  slight  reduction 
n  blood  pressure  occurred  when  the  extract  was  first  incubated 
vith  1000  inhibitor  U  of  Trasylol.    The  effects  of  these  sub- 
stances on  blood  pressure  in  dogs  are  considered  nonspecific 
since  they  could  not  be  consistently  reproduced  and  were  not 
x)rrelated  to  kinin  formation  or  BAEE-hydrolysis.    Thus,  the 
cinin-forming  activity  of  the  intestinal  mucosa  cannot  be  defi- 
nitely identified  as  pancreatic  kallikrein.    Because  of  its  great 
In  vitro  kinin-forming  activity,  it  is  unlikely  that  kallikrein  was 
lestroyed  during  preparation. 

1987  EFFECT  OF  ETHANOL  ON  THE  ALKALINE 

PHOSPHATASE  ACTIVITY  OF  THE  SMALL 
INTESTINE  IN  RATS.    (Pol.)    Bargielska,  A.  (1st  Clia  Int. 
Dis.,  Polish  Acad.  Med.,  Szczecin,  Poland),  B.  Kosmowska,  H. 
Panowicz  and  M.  Woyke.   Pat  Pol  19(3/4):483-492,  1968. 

iVhen  isolated  segments  of  rat  small  intestine,  40  cm  long,  were 
perfused  with  ethanol  (0.2-5%  in  Krebs-Henseleit  buffer,  pH  7.4, 


plus  glucose)  in  a  Smyth-Whaler  apparatus  for  30  min,  the  al- 
kaline phosphatase  activity  in  the  mucosa,  as  demonstrated  both 
biochemically  and  histochemically,  was  essentially  the  same  as 
in  control  segments.    Control  segments  perfused  for  30  min  with 
Krebs-Henseleit  buffer  showed  morphological  changes  in  the  mu- 
cosa along  with  changes  in  the  distribution  of  alkaline  phospha- 
tase in  the  cylinder  cells  of  the  intestinal  epithelium  and  an  in- 
significant increase  in  alkaline  phosphatase  activity  in  the  glandu- 
lar stratum  of  the  mucosa.    Incubation  of  mucosal  homogenates 
with  0.2-5%  ethanol  also  failed  to  affect  the  alkaline  phosphatase 
activity. 

1988  IMMUNOGLOBULINS  IN  HUMAN  SMALL 
INTESTINAL  FLUID.    (E.)    Plaut,  A.  G. 

(Southeast  Asia  Treaty  Organization  Med.  Project,  Bangkok, 
Thailand)  and  P.  Keonil.    Gastroenterology  56(3):522-530, 
1969. 

Immunological  studies  of  intestinal  fluid  drawn  from  the  liga- 
ment of  Treitz  area  in  normal  man  were  performed.    IgA 
was  found  to  be  the  predominant  immunoglobulin  present 
among  the  three  major  classes,  IgG,  IgA,  and  IgM,  on  Immuno- 
electrophoresis and  as  determined  by  an  indirect  quantitative 
radial  diffusion  technique  specifically  designed  to  study  them. 
A  nonimmunological  precipitate  occuning  between  human  in- 
testinal juice  and  a  component  in  several  subprimate  sera  and 
antisera  is  described.    This  precipitate  was  shown  to  seriously 
interfere  with  the  quantitation  of  intestinal  fluid  immunoglobu- 
lins by  the  agar  radial  diffusion  technique  as  usually  used  for 
serum  and  other  body  fluids. 

1989  TIME  RESPONSE  OF  JEJUNAL  SUCRASE 
AND  MALTASE  ACTIVITY  TO  A  HIGH 

SUCROSE  DIET  IN  NORMAL  MAN.    (E.)    Rosensweig,  N.  S. 
(Fitzsimons  Gen.  Hosp.,  Denver,  Colo.)  and  R.  H.  Herman. 
Gastroenterology  56(3):500-505,  1969. 

The  time  required  for  the  adaptive  changes  in  human  jejunal 
sucrase  and  maltase  activities  when  dietary  carbohydrate  was 
changed  from  glucose  to  sucrose,  sucrose  to  carbohydrate-free, 
and  glucose  to  fructose  was  studied  in  4  volunteer  subjects. 
The  time  for  the  increases  and  decreases  in  activity  was  2  to 
5  days  and  there  was  no  further  change  for  9  weeks  thereafter. 
This  time  response  is  similar  to  the  estimated  time  for  intestinal 
epithelial  cell  turnover  in  the  small  intestine  of  man.    It  is  pro- 
posed that  the  changes  in  disaccharidase  activity  produced  by 
changes  in  dietary  sugar  content  are  due  primarily  to  an  effect 
on  the  crypt  cell.    The  effect  becomes  increasingly  manifest  as 
these  crypt  cells  divide  and  migrate  up  the  villus.. 
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1990  STUDIES  ON  THE  BEHAVIOR  OF  THE  NON- 
ESTERIFIED  FATTY  ACIDS  AFTER  HYPOPHY- 

SECTOMY,  PANCREATECTOMY,  AND  ALLOXAN  TREAT 
MENT  IN  THE  DOG.    (Ger.)    Beyer,  J.  (1st  Med.  Clin.,  Goethe 
U.,  Frankfurt/Main,  Germany),  K.  Schoffling,  E.  Bohle,  H. 
Ditschuneit,  F.  Melani,  U.  Cordes  and  E.  F.  Pfeiffer. 
Therapiewoche  18(46):2077-2078,  1968. 

1991  ACTION  OF  ORGANOPHOSPHATES  ON  PAN- 
CREATIC LIPASE.    (E.j    Maylie,  M.  F.  (Ctr. 

Biochem.  &  Molec.  Biol.,  C.  N.  R.  S.,  Marseille,  France),  M. 
Charles,  L.  Sarda  and  P.  Desnuelle.   Biochim  Biophys  Acta 
178(1):196-198,  1969. 

1992  CARBOHYDRATE  MOIETY  OF  BOVINE  PAN- 
CREATIC DEOXYRIBONUCLEASE.    (E.j    Catley, 

J.  (RockefeUer  U.,  New  York,  N.  Y.),  S.  Moore  and  W.  H.  Stein. 
J  BiolChem  244(4):933-936,  1969. 

1993  ECOLOGICAL  STUDIES  OF  INTESTINAL  BAC- 
TERIA.   RELATION  BETWEEN  THE  SPECIFI 

CITY  OF  FECAL  ABO  BLOOD  GROUP  ANTIGEN-DEGRAD- 
ING ENZYMES  FROM  ENTERIC  BACTERIA  AND  THE  ABO 
BLOOD  GROUP  OF  THE  HUMAN  HOST.    (E.)    Hoskins,  L.  C. 
(VA  Hosp.,  Cleveland,  Ohio).   J  Clin  Invest  48(4):664-673, 
1969. 

1994  WEIGHT  GAIN  AND  INTESTINAL  HISTOLOGY 
OF  RATS  FED  CHOLIC,  LITHOCHOLIC,  HY- 

ODEOXYCHOLIC,  CHENODEOXYCHOLIC,  AND  DEOXY- 
CHOLIC  ACIDS.  (E.)  Bray,  G.  A.  (New  England  Med.  Ctr. 
Hosp.,  Boston,  Mass.)  and  T.  F.  Gallagher  Jr.  Proc  Soc  Exp 
Biol  Med  130(1):  175-177,  1969. 


1995  ABDOMINAL  GAS  VOLUME  AT  ALTITUDE 
AND  AT  GROUND  LEVEL.    (E.)    Greenwald, 

A.  J.  (USAF  Sch.  Aerospace  Med.,  Brooks  Air  Force  Base, 
Texas),  T.  H.  Allen  and  R.  W.  Bancroft.   J  Appl  Physiol  26(2): 
177-181,  1969. 

1996  THE  INTERACTION  OF  METAL  IONS  WITH 
POLYNUCLEOTIDES  AND  RELATED  COM- 
POUNDS.   XIII.    THE  EFFECT  OF  METAL  IONS  ON  THE 
ENZYMATIC  DEGRADATION  OF  RIBONUCLEIC  ACID  BY 
BOVINE  PANCREATIC  RIBONUCLEASE  AND  OF  DEOXY- 
RIBONUCLEIC ACID  BY  BOVINE  PANCREATIC  DEOXY- 
RIBONUCLEASE I.    (EJ    Eichhorn,  G.  L.  (Natl.  Inst.  Child 
Hlth.  &  Human  Development,  NIH,  Bethesda,  Md.),  P.  Clark 
and  E.  Tarien.   J  Biol  Chem  224(4):937-942,  1969. 

1997  FACTORS  AFFECTING  THE  POLYUNSATU- 
RATED FATTY  ACID  CONTENT  OF  THE 

PLASMA  LIPIDS  OF  SHEEP.    (E.j    Moore,  J.  H.  (Hannah 
Dairy  Res.  Inst.,  Ayr,  Scotland),  R.  C.  Noble  and  W.  Steele. 
Brit  J  Nutr  22(4):681-688,  1968. 

1998  PROPERTIES  OF  CHROMATOGRAPHICALLY 
PURIFIED  BOVINE  PANCREATIC  DEOXYRIBO- 
NUCLEASE.   (E.j    Price,  P.  A.  (Rockefeller  U.,  New  York, 

N.  Y.),  T.  Y.  Liu,  W.  H.  Stein  and  S.  Moore.   J  Biol  Chem 
244(4):917-923,  1969. 

1999  INCREASED  VASCULAR  PERMEABILITY 

CAUSED  BY  THE  TRYPSIN-LIKE  ENZYMES 
PURIFIED  FROM  RAT  SUBMANDIBULAR  GLAND.    (E.j 

Ekfors,  T.  O.  (Dept.  Anat.,  U.  Turku,  Finland),  V.  K.  Hopsu- 
Havu  and  T.  Malmiharju.   Acta  Physiol  Scand  75(1/2):  157-160, 
1969. 
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10  THE  ILCA  REACTION  (T.  66):    A  NEW  TEST 

FOR  HEPATOBILIARY  DISEASES.    (It.) 
ntale,  P.  (Gen.  Med.  Clin.,  U.  Genoa,  Italy),  G.  Peris,  E. 
ora,  C.  Schenardi  and  G.  C.  Venturi.   Fegato  14(4):461-474, 
18. 

',  Ilea  test,  which  had  been  reported  as  being  specific  for 
urbances  in  iron  metabolism  occurring  in  hepatobiliary 
;ases,  was  run  on  210  patients  (140  with  various  hepato- 
ary  diseases,  20  with  gastrointestinal  diseases  not  involving 
Uver,  and  50  with  other  types  of  diseases).    The  results  of 
i  test  were  compared  with  blood  iron  and  transferrin  levels, 
loidal  stability,  and  serum  protein  fractions.    In  contrast  to 
er  reports  in  the  literature,  the  Ilea  test  was  not  found  to 
specific  for  disturbances  in  hepatic  iron  metabolism.    Posi- 
!  tests  were  not  found  exclusively  in  jaundiced  patients  or 
patients  with  hepatobiliary  diseases.    However,  it  compared 
orably  with  other  colloidal  stability  tests,  becoming  positive 
y  early  in  hepatitis  and  hepatic  sclerosis.    Positive  Ilea  tests 
re  associated  with  various  types  of  dysproteinemia  and  some- 
les  the  Ilea  test  became  positive  before  the  dysproteinemia 
'eloped. 

31  THE  VALUE  OF  THE  MULLER-BEISSENHIRTZ 

METHOD  FOR  DETERMINING  AMMONIA  IN 
/ER  DIAGNOSIS.    (Ger.)    Wagner,  K.  (Charite  Hosp., 
rUn,  Germany),  G.  Schneider  and  D.  Theuer.   Deutsch 
mndh  23(52):2459-2462,  1968. 

sting  blood-ammonia  levels  were  determined  by  the  MiiUer- 
issenhirtz  method  on  normal  controls  and  patients  with  vari- 
s  liver  diseases.   With  this  method,  ammonia  determinations 

1  be  made  without  first  isolating  the  ammonia  as  in  Conway's 
thod.    Since  the  concentration  of  dye  obtained  in  the 
rtholet  reaction  is  inversely  proportional  to  active  chlorine 
the  hypochlorite  reagent,  it  was  found  necessary  to  make 
lorine  determinations  in  order  to  obtain  reproducible  results, 
controls,  fasting  blood-ammonia  values  ranged  from  20-60 

7o  with  a  mean  of  38.2  jL(g%.    The  difference  between  the 
!an  ammonia  value  for  controls  and  that  for  20  subjects  with 
tologically  confirmed  chronic  hepatitis  was  not  significant. 
,e  mean  ammonia  value  for  50  patients  with  confirmed  cir- 
5sis  was  63.0  )L(g%,  significantly  higher  than  that  for  the 
ntrols  and  patients  with  chronic  hepatitis.    Patients  with  de- 
mpensated  portal  hypertension,  ascites,  bleeding  esophageal 
rices,  and  hepatic  coma  were  excluded  from  this  group. 
le  mean  ammonia  value  for  19  patients  with  portacaval  shunts 
d  1  with  a  mesenterocaval  shunt  was  83.0  iUg%.    This  was 
;nificantly  higher  than  the  mean  for  cirrhotic  patients.   The 
iiller-Beissenhirtz  method  is  recommended  for  routine  deter- 
ination  of  blood  ammonia  values  because  of  its  simplicity 
d  reproducibility. 

02  ESOPHAGOGASTROSCOPY  FOR  BLEEDING 
FROM  THE  UPPER  GASTROINTESTINAL 

iACT.   (Ger.)    Bacher,  E.  (Joint  Hlth.  Organizations, 
JustreUtz,  Germany).   Z  Ges  Inn  Med  23(23):749-752,  1968. 

idoscopic  examinations  were  performed  on  196  patients  with 
ophageal  and  gastric  bleeding.  The  results  of  radiological  and 
idoscopic  examinations  did  not  agree  in  55.4%  of  74  cases. 


Endoscopy  was  particularly  valuable  in  the  diagnosis  of  con- 
gestive, hemorrhagic,  aphthous,  and  superficial  ulcerative 
esophagitis,  gastritis,  and  anastomoses,  compUcated  hiatus 
hernia,  early  esophageal  varices,  advanced  esophageal  varices 
after  massive  hemorrhages  and  venous  collapse,  fundal  varices, 
acute  gastric  erosion,  and  multiple  lesions.    Endoscopies  were 
performed  with  0.5  g  of  hexobarbital  i.v.,  120-200  mg  of  suxa- 
methonium, intubation,  and  administration  of  oxygen.    Under 
these  conditions  no  side  effects  of  anesthesia  or  compUcations 
were  observed.    Endoscopic  examinations  were  not  performed 
on  patients  known  to  have  advanced  esophageal  varices  because 
of  the  danger  of  damaging  thin  variceal  walls.    The  source  of 
bleeding  was  found  in  the  stomach  in  127  cases  (54.8%),  the 
esophagus  or  cardia  in  39  (19.9%),  and  the  stomach  of  patients 
who  had  undergone  gastrectomies  in  13  (6.6%).    The  site  of 
bleeding  was  not  found  in  17  cases  (8.7%).    The  unusually 
small  percentage  of  cases  in  which  the  cause  of  bleeding  could 
not  be  ascertained  is  attributed  to  the  use  of  anesthesia  and 
muscle  relaxants. 

2003  THE  DIAGNOSTIC  AND  PROGNOSTIC  VALUE 
OF  BLOOD  AMMONIA  DETERMINATIONS 

IN  MASSIVE  GASTROINTESTINAL  HEMORRHAGES.  (Ger.) 
Ziegler,  K.  (Med.  Clin.,  U.  Rostock,  Germany).  Z  Ges  Inn  Med 
23(23):768-770,  1968. 

High  blood-ammonia  levels  were  found  in  3  cirrhotic  patients 
with  bleeding  esophageal  varices  2-6  hr  after  the  onset  of  bleed- 
ing.  This  fact  should  be  taken  into  consideration  in  the  treat- 
ment of  bleeding  varices  in  cirrhotics  who  often  receive  large 
volumes  of  transfused  blood.    Determinations  performed  on 
blood  stored  for  1-30  days  showed  that  relatively  large  increases 
in  ammonia  concentrations  occurred  during  the  first  10  days. 
The  mean  ammonia  concentration  was  0.2  /xM/ml  for  10-day- 
old  blood  and  0.4  ptM/ml  for  25-day-old  blood.    When  about 
400  ml  of  14-day-old  blood  were  given  to  a  patient  with  com- 
pensated cirrhosis,  no  change  occurred  in  arterial  ammonia  con- 
centrations.   In  a  patient  with  decompensated  cirrhosis,  however, 
arterial  ammonia  concentrations  increased  from  0.153  to  0.166 
jUM/ml.    If  large  volumes  of  older  blood  are  transfused  into  pa- 
tients with  bleeding  esophageal  varices,  this  might  be  enough  to 
produce  an  exogenous  hepatic  coma  or  to  make  an  existing 
coma  worse. 

2004  THE  VALUE  OF  IMMUNOELECTROPHORESIS 
IN  VARIOUS  STAGES  OF  ALCOHOLIC  HEPA- 
TITIS (SUBACUTE  CLEAR  CELL  HEPATITIS,  SUBACUTE 
FATTY  HEPATITIS,  CIRRHOGENOUS  HEPATITIS  AND 
LATENT  CIRRHOSIS).    (Fr.)    Albot,  G.  (Hotel  Dieu,  Paris, 
France),  J.  Boisson  and  D.  Foulon.   Actualites  Hepatogastroent 
Hotel  Dieu  4(5):B197-B210,  1968. 

Protein  fractions  were  separated  by  Immunoelectrophoresis  in 
serum  from  45  patients  with  subacute  hepatitis,  9  with  cir- 
rhogenous  hepatitis,  and  18  with  histologically  confirmed  cir- 
rhosis.   A  characteristic  electrophoretic  pattern  was  found  in 
cirrhosis:    7-globulin  levels  above  30%  were  diagnostic,  while 
those  between  20-30%  could  indicate  that  any  of  these  3  forms 
of  Uver  disease  was  present.    A  great  variety  of  electrophoretic 
patterns  were  found  among  patients  with  subacute  hepatitis, 
but  the  characteristic  cirrhotic  pattern  was  not.    Except  for 
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changes  in  7A-globulins,  the  percentage  of  patients  with  ab- 
normal serum  protein  fractions  was  higher  among  the  group 
with  fatty  hepatitis  than  among  that  with  clear-cell  hepatitis. 
The  percentage  of  positive  flocculation  tests  increased  with 
advances  in  the  histologically  diagnosed  stage  of  the  disease. 
Until  sclerosis  developed,  BSP  retention  also  increased  with 
advances  in  the  stage  of  the  disease. 


2005  PANCREATIC  LESIONS  IN  STOMACH 

CANCER:    THE  DIAGNOSTIC  VALUE  OF 
BLOOD  SUGAR  AND  AMYLASE  LEVELS.    (It.)    Consorti, 
P.  (Gen.  Surg.  Clin.,  U.  Siena,  Italy),  R.  ZolfaneUi  and  G. 
Biagi.    Quad  Sclavo  Diagn  Clin  Lab  4(2):  188-195,  1968. 

Blood  sugar  and  amylase  curves  after  ingestion  of  0.70  g/kg 
of  glucose  were  plotted  for  12  patients  with  gastric  neoplasms 
(7  with  pancreatic  metastases)  and  for  3  patients  with  no  gas- 
trointestinal disorders.    In  controls  and  patients  with  only 
gastric  neoplasms  the  blood  sugar  and  amylase  curves  were  al- 
most parallel,  while  in  patients  with  stomach  cancer  and  pancre- 
atic metastases  the  blood  sugar  concentrations  increased  from 
their  initial  values  and  amylase  activities  decreased.    Determina- 
tion of  serum  amylase  levels  after  a  glucose  load  may  therefore 
be  of  value  in  the  diagnosis  of  pancreatic  metastases. 


2006  TOPOGRAPHIC  DIAGNOSIS  OF  GASTRO- 

INTESTINAL PROTEIN  LOSS.    (E.) 

Westergaard,  H.  (Dept.  Pediat.,  State  Hosp.,  Copenhagen, 
Denmark),  S.  Jarnum,  H.  Jensen,  J.  Soltoft  and  M.  Yssing. 
Digestion  l(6):341-352,  1968. 

In  29  cases  of  protein-losing  gastroenteropathy  (6  children 
and  23  adults)  diagnosed  by  means  of  51cra3,  51cr-albumin 
or  59Fe-labeled  iron  dextran,  the  fecal  excretion  of  radioiodine 
over  a  5-day  period  was  measured  following  injection  of  125i. 
and  131j.iabeled  albumin  (0.5  )UC/kg  i.v.).    Fecal  excretion  was 
considerably  elevated  in  patients  with  lesions  of  the  colon 
(ulcerative  coUtis,  Crohn's  disease)  and  terminal  ileitis  and  in 
children  with  intestinal  lymphangiectasis,  and  was  normal  in  2 
patients  with  gastric  protein  loss.    In  other  patients  with  small 
intestinal  lesions  it  was  moderately  elevated.    When  the  influ- 
ence of  the  magnitude  of  the  protein  loss  on  fecal  radioiodine 
excretion  was  reduced  by  dividing  the  latter  by  the  fractional 
catabohc  rate  of  albumin,  the  fecal  51cr-  or  59Fe-excretion, 
or  the  fecal  clearance  of  51cr  or  59Fe,  it  was  possible  to  dis- 
tinguish between  protein  loss  in  the  small  intestine  and  in  the 
colon,  with  the  exception  that  patients  with  terminal  ileitis 
displayed  the  same  excretion  pattern  as  patients  with  colonic 
diseases.    However,  patients  with  terminal  ileitis  had  ratios 
between  fecal  radioiodine  excretion  and  fecal  clearance  of  51cr 
or  59Fe  below  0.9  while  those  with  diseases  involving  the  colon 
had  ratios  greater  than  0.9.    In  simultaneous  studies  with  radio- 
iodine-labeled  albumin  and  radioiodine-labeled  transferrin  or 
immunoglobulin  it  was  found  that  the  fecal  radioiodine  from 
albumin  and  transferrin  (percent  of  injected  dose)  was  almost 
identical,  while  the  fecal  radioiodine  from  immunoglobulin 
was  similar  to  that  from  albumin  only  in  patients  with  protein 
loss  in  the  colon.    In  patients  with  protein  loss  in  the  small 
intestine  it  was  appreciably  higher.    This  difference  may  become 
a  reliable  indicator  of  small  intestinal  protein  loss. 


2007  INSUFFLATION  OF  POWDERED  TANTALUM 

IN  THE  ESOPHAGUS:    NEW  ESOPHAGO- 
GRAPHIC  TECHNIQUE.   (E.)    Nadel,  J.  A.  (U.  California  Med. 
Ctr.,  San  Francisco),  W.  J.  Dodds,  H.  Goldberg  and  P.  D. 
Graf.   Invest  Radiol  4(2):57-62,  1969. 

Powdered  tantalum  (3-7  g)  was  insufflated  into  the  esophagus 
of  15  conscious  cats,  2  anesthetized  cats,  one  anesthetized  dog 
and  one  conscious  human  volunteer  in  order  to  determine  its 
value  as  a  radiographic  contrast  material.    Esophagograms  of 
excellent  detail  were  obtained  in  each  study.    Powdered  tanta- 
lum proved  to  be  an  excellent  contrast  material  because:    1) 
small  amounts  of  tantalum  provide  adequate  contrast  for  ro- 
entgenograms; 2)  tantalum  adheres  to  the  esophageal  mucosa 
and  remains  for  1-4  hr,  even  after  administration  of  water;  and 
3)  tantalum  is  chemically  inert  and  is  not  absorbed  from  the 
gastrointestinal  tract.   The  method  shows  promise  as  a  research 
tool  in  animals,  and  may  prove  useful  for  clinical  diagnostic 
examinations. 

2008  SERUM  PHOSPHOHEXOSE  ISOMERASE- 
ITS  VALUE  IN  THE  DIFFERENTIAL  DIAG- 
NOSIS OF  JAUNDICE.    (E.)    Cohn,  E.  M.  (Albert  Einstein 
Med.  Ctr.,  Northern  Div.,  Philadelphia,  Pa.),  S.  Winsten  and 
E.  B.  Abramson.  Amer  J  Gastroent  51(2):101-111,  1969. 

The  serum  phosphohexose  isomerase  (PHI)  level  was  determined 
a  total  of  184  times  in  60  icteric  patients  with  acute  hepatitis 
(20),  cirrhosis  (16),  common  duct  stone  (12),  or  pancreatic 
carcinoma  causing  common  duct  obstruction  (12).   The  in- 
cidence of  abnormal  serum  i»HI  values  (25-35%  of  the  patients 
and  15-44%  of  the  tests)  was  uniformly  low  in  each  disease 
entity.    The  small  differences  obtained  could  not  serve  to  dis- 
tinguish acute  hepatitis  from  cirrhosis,  obstruction  of  the  com- 
mon duct  due  to  stone  from  carcinoma  of  the  pancreas,  or 
jaundice  associated  with  hepatocellular  disease  from  extrahepati 
biliary  obstruction. 

2009  SELECTIVE  CELIAC  ANGIOGRAPHY  WITH 
SPECLVL  REFERENCE  TO  CARCINOMA  OF 

THE  LIVER.   (E.)    Viranuvatti,  V.  (Siriraj  Hosp.,  Bangkok, 
Thailand),  T.  Yipinsoi,  D.  Bunyachote,  K.  Limwongse,  U. 
Plengvanit  and  C.  Kalayasiri.   Amer  J  Gastroent  51(2):  112-117, 
1969. 

Selective  celiac  angiography  was  performed  in  41  patients  (38 
males  and  3  females,  20-62  yr  old).    Each  arteriogram  was 
studied  and  evaluated  in  collaboration  with  the  results  of  other 
diagnostic  procedures,  including  peritoneoscopy,  hepatic  scan- 
ning, liver  biopsy,  and  operative  findings.    No  compUcations 
occurred  in  any  of  the  patients.    In  13  of  15  cases  of  primary  i 
carcinoma  of  the  liver,  the  diagnosis  was  correct.    There  was     i 
no  specific  radiological  pattern  for  each  cell  type  of  primary 
carcinoma.    It  was  felt  that  primary  and  secondary  carcinoma  I 
of  the  liver  could  not  be  distinguished  from  each  other  by 
arteriography  alone.    Peritoneoscopy  combined  with  direct- 
vision  liver  biopsy  gave  the  final  diagnosis  in  all  cases  and  was 
found  to  be  superior  to  selective  arteriography  alone.    Nodules 
less  than  2  cm  in  diameter  were  usually  missed  by  hepatic  scan 
ning. 

2010  ARTERIOGRAPHY  IN  THE  DIAGNOSIS  OF 

HEPATIC  LESIONS.   (Jap.)    Murai,  T.  (Kure  Nat' 
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osp.,  Hiroshima,  Japan),  Y.  Negawa,  A.  Miyashiro,  O. 
urimura,  K.  Seki,  K.  Kirimoto,  T.  Kozuka  and  T.  Nosaki. 
yo  22(11):  1282-1290,  1968. 

jlective  hepatic  arteriography  was  used  in  the  diagnosis  of 
3  patients  (18-68  yr  old)  with  various  hepatic  lesions  during 
le  period  1965-67.    In  the  17  patients  having  malignant  hepat- 

lesions  (5  primary  carcinomas  and  12  with  metastases  from 
jdominal  malignancies),  biopsy  during  laparotomy  or  autopsy 
as  also  performed.    The  arteriograms  were  made  by  the 
ercutaneous,  transfemoral  technique  of  Seldinger  using  an 
dman-Ledin  curved-tip  catheter  and  15-30  ml  of  contrast 
ledium  (either  80%  lothalamate  or  76%  Diatrizoate).    There 
ere  no  significant  complications.    Major  variations  in  the 
epatic  arterial  system  were  noted  in  4  of  the  28  cases.    Ir- 
^ularity  in  outline  and  tortuosity  of  the  hepatic  arteries  was 

pathognomic  finding  in  cirrhosis,  while  in  chronic  hepatitis 
le  findings  were  similar  but  less  pronounced.    In  hepatic  tu- 
tors the  findings  depended  on  the  degree  of  vascularity,  and 
ighly  vascular  tumors  could  be  detected  more  easily  than 
lose  with  hypovascularity  because  of  the  accumulation  of 
ontrast  medium.    Selective  hepatic  arteriography,  which  is 
ery  useful  for  detecting  hepatic  lesions  although  it  cannot 
;adily  differentiate  between  primary  and  secondary  malig- 
ancies,  may  improve  the  presumptive  clinical  diagnosis  so  that 
he  definite  nature,  degree,  extent  and  location  of  the  lesions 
lay  be  determined. 

1011  DIAGNOSIS  OF  CHOLELITHIASIS  BY  MEANS 

OF  ULTRASOUND.    (Jap.)    Hamada,  Y. 
Shimonoseki  Natl.  Hosp.,  Yamaguchi,  Japan)  and  H.  Amagase. 
ryo  22(11):1315-1319,  1968. 

n  an  attempt  to  diagnose  cholelithiasis  by  some  means  other 
han  cholecystography,  which  is  all  too  frequently  unsuccessful, 
11  patients  (16  men  and  15  women,  17-71  yr  old)  who  were 
ubsequently  subjected  to  biliary  tract  surgery  were  examined 
ly  ultrasound  using  an  Aloka  A-Scope  at  a  frequency  of  2.25 
negacycles/second.  When  the  ultrasonic  diagnoses  were  com- 
)ared  with  operative  findings,  the  results  were  found  to  have 
)een  correct  in  28  cases  (90.3%).  Ultrasound  is  concluded  to 
)e  of  value  in  the  diagnosis  of  cholelithiasis. 

Z012  THE  DIAGNOSTIC  VALUE  OF  CERULOPLAS- 

MIN  DETERMINATIONS  IN  THE  ENZYMATIC 
OLVGNOSIS  OF  LIVER  DISEASES.    (Ger.)    Lorentz,  K.  (1st 
Vied.  Clin.,  Med.  Acad.  Liibeck,  Germany)  and  K.  Gassdorf. 
Z  Gastroent  6(6):414-417,  1968. 

Cemloplasmin  activities  were  determined  on  serum  from  50 
normal  blood  donors,  25  patients  with  hepatic  congestion 
laused  by  right  cardiac  insufficiency,  and  125  patients  with 
hepatobiliary  diseases.    These  results  were  compared  with  the 
activities  of  6  other  serum  enzymes.    The  mean  ceruloplasmin 
activities  were  significantly  elevated  in  patients  with  cholecysti- 
tis, acute  hepatitis,  hepatic  congestion,  and  malignant  neoplasms 
without  metastases  into  the  liver.    There  was  wide  scattering 
of  ceruloplasmin  values  among  23  patients  with  cirrhosis.   In 
normal  controls  there  was  a  correlation  between  the  activities 
of  ceruloplasmin  and  acylcholine  hydrolase,  and  in  patients  with 
cholecystitis  there  was  a  conelation  between  ceruloplasmin  and 
alkaline  phosphatase  activities.    None  of  the  patients  with 
hepatobiliary  diseases  had  low  ceruloplasmin  activities. 


2013  RETROSPECTIVE  STUDIES  ON  THE  RADIO- 

LOGICAL DIAGNOSIS  OF  GASTRIC  CAR- 
CINOMA.   (Ger.)    Maurer,  H.  J.  (Surg.  CUn.,  Rhenish  Friedrich 
WUhelm  U.,  Bonn,  Germany)  and  G.  Wagner-Romer.    Z  Ges 
Inn  Med  23(23):771-778,  1968. 

A  retrospective  study  was  made  of  the  preadmission  X-rays 
taken  on  102  of  204  patients  with  stomach  cancer  admitted 
during  the  4-yr  period  1963-66.    A  diagnosis  of  stomach  can- 
cer had  not  been  estabUshed  in  37  cases  (36%)  although  char- 
acteristic radiological  signs  of  cancer  were  present.    About  half 
(18)  of  these  37  patients  had  been  X-rayed  more  than  once 
before  admission.    On  admission  a  diagnosis  of  stomach  cancer 
or  suspicion  of  stomach  cancer  had  been  made  in  only  15  of 
22  patients  with  cancer  of  the  cardia  and  fundus,  20  of  32 
patients  with  cardial  cancer,  19  of  31  patients  with  antral 
cancer,  and  7  of  13  with  involvement  of  the  entire  stomach. 
The  period  between  the  first  X-ray  and  admission  was  more 
than  4  weeks  in  61  cases,  1-3  months  in  23  cases,  3-6  months 
in  15  cases,  6-12  months  in  14  cases,  and  more  than  12  months 
in  9  cases. 


2014  DIFFERENTIAL  DIAGNOSIS:    HEPATIC 

CIRRHOSIS  OR  CHRONIC  HEPATITIS.    THE 
EFFECT  OF  CHRONIC  HEPATITIS  AND  HEPATIC  CIR- 
RHOSIS ON  SULFOBROMOPHTHALEIN  RETENTION  IN 
THE  BLOOD.   (Ger.)    Vido,  I.  (Munic.  Hosp.,  Kassel,  Germany) 
and  E.  Wildhirt.   Munchen  Med  Wschr  11 1(4):  177-180,  1969. 
An  analysis  of  BSP  retention,  using  Student's  t-test,  was  made 
in  1339  patients  with  subchronic  hepatitis,  chronic  hepatitis, 
and  cirrhosis.    During  the  stationary  stage  of  the  disease  BSP 
retention  was  7.2%  for  patients  with  chronic  hepatitis  and 
12.2%  for  those  with  cirrhosis.    This  difference  was  statistically 
significant.   During  the  active  stage  of  the  disease  these  values 
were  24.6%  and  28.4%,  resp.    This  difference  was  not  statisti- 
cally significant.   There  was  no  significant  difference  between 
BSP  retention  in  patients  with  cirrhosis  and  portal  hypertension 
and  those  with  cirrhosis  without  portal  hypertension,  either  in 
the  active  or  the  stationary  stage  of  the  disease. 

2015  THE  VALUE  OF  DETERMINING  INTRINSIC 

FACTOR  IN  THE  GASTRIC  JUICE  IN  THE 
STUDY  OF  VITAMIN  Bi2  DEFICIENCIES.    (Fr.)    Wolff,  R. 
and  J.  P.  Nicolas.   Bull  Acad  Nat  Med  (Paris)  153(l/2):39-45, 
1969. 

Gastric  juice  from  29  normal  controls  and  85  patients  with 
hyperchromic  and  normochromic  anemia  was  analyzed  for 
intrinsic  factor  by  determining  the  rate  at  which  radioactive 
vitamin  B12  was  absorbed  in  guinea-pig  intestine.    Determina- 
tions were  also  made  of  the  rate  at  which  radioactive  vitamin 
B12,  administered  p.o.,  was  excreted  in  the  urine  with  and 
without  exogenous  intrinsic  factor.    No  intrinsic  factor  was 
found  in  any  of  the  62  patients  with  hyperchromic  anemia, 
but  intestinal  absorption  of  vitamin  B12  was  normal.    In  15 
patients,  including  3  who  had  undergone  gastrectomies,  no 
intrinsic  factor  was  found  and  pernicious  anemia  was  associated 
with  intestinal  malabsorption  of  vitamin  Bi2-    I"  8  cases  in- 
trinsic factor  was  present,  but  there  was  still  intestinal  malab- 
sorption of  vitamin  Bi2- 
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2016  GALLBLADDER  TOMOGRAPHY  IN  THE 
DL\GNOSIS  OF  CHOLELITHUSIS.    (Jap.) 

Honma,  M.  (Yamanaka  Natl.  Hosp.,  Ishikawa,  Japan)  and  K. 
Kurumadani.   Iryo  22(11):  127 3-1 281,  1968. 

Diagnostic  studies  in  46  patients  revealed  36  cases  of  confirmed 
cholelithiasis  and  10  false-positives.    Among  the  36  cases  of 
cholelithiasis,  10  were  diagnosed  by  plane  X-rays,  15  by  tomo- 
graphy, and  7  by  both  procedures,  while  in  4  cases  the  diag- 
nosis was  obscure  with  either  method.    Of  the  10  false-positives, 
5  were  due  to  overlapping  intestinal  gas;  4  of  these  were  taken 
by  an  X-ray  tube  moving  at  an  angle  of  50  ,  and  1  was  taken 
at  20  .    Experiments  with  phantoms  showed  that  the  shorter 
the  distance  moved  by  the  X-ray,  the  better  the  visualization 
of  stones  even  in  the  presence  of  intestinal  gas.    It  is  concluded 
that  X-ray  tomography  is  advantageous  in  the  diagnosis  of 
cholelithiasis. 

2017  THE  VALUE  OF  SELECTIVE  ARTERIOGRAPHY 
IN  GASTROINTESTINAL  DISEASES.    (Fr.) 

Arianoff,  A.  A.  (St.  Elisabeth  Clin.,  Brussels,  Belgium),  E.  H. 
Henrard,  G.  VieUe,  M.  Dejong,  E.  Magos  and  R.  Lefevre.  Acta 
Gastroent  Belg  31(10):653-688,  1968. 

Selective  arteriography  was  performed  77  times  to  diagnose 
gastrointestinal  diseases  in  38  patients  (11  women  and  27  men). 
Arteriography  was  performed  to  diagnose  gastrointestinal  pain, 
the  cause  of  which  was  not  apparent  with  conventional  radio- 
logical techniques,  in  11  cases;  the  location  of  gastrointestinal 
tumors  and  possible  metastases  in  5  cases;  suspected  tumors  in 

11  cases;  and  hepatic  metastases  in  6  patients  with  diagnosed 
tumors.    These  arteriograms  were  obtained  by  catheterization 
of  the  celiac  trunk  (31  cases  with  1  failure),  catheterization 
of  the  superior  mesenteric  artery  (28  cases  with  1  failure), 
catheterization  of  the  inferior  mesenteric  artery  (6  cases  with 
1  failure),  renal  arteriography  (6  cases  with  1  failure),  and 
simple  aortography  with  Seldinger's  method  (5  cases).    Failures 
were  caused  by  stenosis  of  the  celiac  trunk  in  1  case  and  arterio- 
sclerosis in  3  cases.   The  examination  had  to  be  interrupted  in 

1  case  after  introduction  of  a  catheter  into  the  left  femoral 
artery  produced  a  large  external  hemorrhage.    Secretin,  given 
intraarterially  during  selective  arteriography,  produced  trembling 
and  false  shock  in  4  of  8  cases.    This  reaction  was  traced  to 
impurities  in  the  secretin.    Vascular  anomalies  were  found  in 

12  of  these  38  patients. 

2018  THE  VALUE  OF  IMMUNOGLOBULINS  IN 
THE  DIAGNOSIS  AND  FOLLOW-UP  OF 

LIVER  DISEASES.    (Ger.)    Fateh-Moghadam,  A.  (1st  Med. 
Clin.,  U.  Munich,  Germany),  R.  Lamerz,  J.  Eisenbuig  and  M. 
KnedeL   Klin  Wschr  47(3):  129-140,  1969. 

Radial  immunodiffusion  was  used  for  the  quantitative  deter- 
mination of  IgG,  IgM,  and  IgA  fractions  in  55  patients  with 
liver  disease.   They  included  19  with  acute  viral  hepatitis,  14 
with  chronic  hepatitis,  16  with  cirrhosis,  and  6  with  miscellane- 
ous kinds  of  liver  parenchymal  damage.    In  acute  viral  hepatitis 
IgM  values  were  greatly  increased  while  IgG  and  IgA  values 
were  normal  or  slightly  increased.   The  IgA/IgM  ratio  was 
normal  to  significantly  reduced,  the  IgG/lgA  ratio  was  normal 
to  slightly  increased,  and  the  IgG/IgM  ratio  was  normal  to 
slightly  decreased.    In  chronic  hepatitis  IgG  levels  were  moder- 
ately to  greatly  increased,  IgA  levels  were  slightly  or  moderately 


increased,  and  IgM  levels  were  normal  or  slightly  increased. 
The  IgG/lgA  and  IgG/IgM  ratios  were  normal  to  significantly 
increased  and  the  IgA/IgM  ratio  was  in  the  high  normal  range 
or  significantly  increased.    In  cirrhosis  the  IgG  and  IgA  levels 
were  greatly  increased  while  the  IgM  level  was  slightly  reducec 
or  increased.   The  IgG/lgA  ratio  was  normal  to  significantly 
increased  and  the  IgG/IgM  and  IgA/IgM  ratios  were  significant 
increased.    There  were  significant  differences  in  IgG,  IgA,  and 
IgM  levels  between  patients  with  acute  hepatitis  and  those  wit 
cirrhosis.    Correlations  were  observed  between  the  extent  of 
mesenchymal  proliferation,  IgA  and  IgG  levels,  and  the  values 
of  the  IgG/IgM  and  IgA/IgM  ratios.   There  were  no  correlatioi 
between  the  extent  of  cell  necrosis  and  the  immunoglobulin 
concentration,  between  the  IgM  concentration  and  the  results 
of  the  thymol  turbidity  test,  or  between  the  immunoglobulin 
concentration  and  the  increase  in  SGOT  and  SGPT  activities. 
Although  immunoglobulin  concentrations  are  not  diagnostic 
for  any  form  of  liver  disease,  they  are  of  value  when  evaluate* 
along  with  clinical  and  biochemical  findings. 

2019  QUANTITATIVE  CHANGES  IN  IMMUNO- 
GLOBULINS IN  CHRONIC  INFLAMMATORY 

UVER  DISEASES.    (Ger.)    Schumacher,  K.  (Med.  Qin.,  U. 
Cologne,  Germany)  and  R.  Gross.   Klin  Wschr  47(3):  123-129, 
1969. 

Immunoglobulins  from  72  patients  with  chronic  liver  diseases 
and  8  with  acute  hepatitis  were  studied  by  immunoelectrophc 
sis,  immunodiffusion,  and  gel-filtration  techniques.    Immuno- 
electrophoresis showed  that  immunoglobulin  levels,  particular! 
IgG  levels,  were  elevated  in  chronic  liver  disease.   Three  chara 
teristic  patterns  of  protein  distribution  were  obtained  with  gei 
filtration:    a  normal  pattern  was  found  in  patients  without  ap 
preciable  dysproteinemia,  the  macroglobulin  fraction  was  in- 
creased in  patients  with  chronic  persistent  hepatitis,  and  large 
increases  in  the  7S-globulin  fraction  with  corresponding  de- 
creases in  other  serum  proteins  were  found  in  patients  with 
chronic  progressive  hepatitis.    In  a  few  cases  patterns  charac- 
teristic for  myelomas  were  observed.   Radial  immunodiffusior 
showed  that  patients  with  chronic  progressive  hepatitis  had 
large  increases  in  IgG  with  smaller  increases  in  IgA  and  IgM; 
those  with  chronic  persistent  hepatitis  had  only  slight  increase 
in  IgG  and  IgA  but  a  large  increase  in  IgM;  those  with  biliary 
cirrhosis  had  large  increases  in  IgA  and  smaller  increases  in  Ig' 
and  IgM;  and  those  with  alcoholic  cirrhosis  had  a  very  large 
increase  in  IgA  but  only  a  few  had  increases  in  IgG  and  IgM. 
The  pattern  in  acute  hepatitis  was  similar  to  that  found  in 
chronic  persistent  hepatitis. 

2020  THE  EFFECT  OF  MORPHINE  ON  THE  DUO- 
DENUM AND  ITS  VALUE  IN  THE  DIAGNOSl 

OF  PEPTIC  ULCERS.   (Rus.)    Usova,  N.  A.  (Cent.  Inst. 
Postgrad.  Med.,  Moscow,  USSR).    Klin  Med  (Moskva)  49(11): 
87-93,  1968. 

Between  10-60  min  after  administration  of  0.005  g  of  morph: 
s.c,  barium  contrast  studies  were  run  on  34  patients  with  ulc 
of  the  duodenal  bulb  and  on  3  with  ulcers  complicated  by 
choledochoduodenal  fistulas.  Morphine  produced  no  compile 
tions,  even  in  12  patients  with  symptoms  of  gastrointestinal 
bleeding.  Nausea  was  seen  in  only  1  case.  Pressure  increased 
in  the  duodenum  5-7  min  after  administration  of  morphine  d 
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3  increased  intestinal  tonus,  and  barium  was  evacuated  from 
le  stomach  with  difficulty.    Within  10-15  min  after  injection, 
lorphine  increased  gastric  tonus  and  peristalsis  and  hastened 
mptying  of  the  contrast  medium  from  the  stomach.    Then 
0-60  min  after  injection,  gastric  peristalsis  decreased  in  in- 
;nsity  and  frequency  until  it  almost  disappeared,  stomach 
mptying  slowed  down,  and  a  simultaneous  increase  occurred 
1  intestinal  tonus.    Duodenal  ulcers  were  visualized  only  after 
dministration  of  morphine  in  5  of  34  patients  with  uncompli- 
ated  ulcers.    In  15  of  these  patients  ulcers  were  located  more 
ccurately  after  administration  of  morphine.    In  1  case  mor- 
hine  made  the  ulcer  more  difficult  to  locate  since  it  produced 
pyloric  spasm.    Choledochoduodenal  fistulas  were  visualized 

1  3  cases  15-30  min  after  administration  of  morphine,  but  not 
/ithout  morphine. 

021  MEASUREMENT  OF  GASTRIC  EMPTYING 

RATE  USING  131l-HSA.    A  METHODOLOGICAL 
ITUDY  IN  MAN.    (E.)    Bromster,  D.  (Serafim  Hosp., 
Itockholm,  Sweden),  G.  Cailberger  and  G.  Lundh.    Scand  J 
hstroent  3(6):641-652,  1968. 

\n  isotopic  method  is  described  for  determining  the  gastric 
mptying  rate  in  man  within  a  2-hr  period.    Five  experimental 
ubjects  were  given  a  homogeneous  liquid  meal  containing 
.0  ^JC  131i.human  serum  albumin  (131i-HSA)  and  10  jlxC 
25i.polyvinylpyrroUdone  (125i.pvP).    The  passage  of  l^lj 
)ut  of  the  stomach  was  then  followed  by  selective  measurement 
)f  gamma  radioactivity  over  the  stomach  for  2  hr  at  30-min 
ntervals,  excluding  any  radioactivity  originating  from  125i 
rhe  influence  of  geometric  factors  on  the  external  measure- 
nents  was  also  investigated,  as  well  as  the  secretion  of  iodide 
)y  the  salivary  glands  and  the  gastric  mucosa.    Samples  of  the 
jastric  contents  were  collected  by  intubation  simultaneously 
vith  the  external  counts,  and  the  radioactivity  from  131i-  and 
rom  125i  was  determined  in  these  samples.    Since  125i.pvP 
s  an  inert  substance,  the  ratio  125i/131i  constituted  a  factor 
jy  which  the  external  radioactivity  measurements  had  to  be 
nultiplied  to  obtain  a  correction  for  the  iodide  secretion  by 
the  salivary  glands  and  the  stomach.    This  factor  was  also  used 
to  evaluate  the  emptying  rate  and  the  secretory  ability  of  the 
stomach.    Serial  collections  of  the  gastric  contents  made  it 
possible  to  follow  changes  in  pH,  acidity  and  osmolarity.   Gas- 
tric emptying  curves  were  expressed  in  mathematical  terms. 

>022  LACTIC  DEHYDROGENASE  AND  TETRA- 

CYCLINE FLUORESCENCE:    A  COMPARATIVE 
STUDY  OF  THEIR  VALUE  IN  THE  DIAGNOSIS  OF  GASTRIC 
CANCER.    (PRELIMINARY  COMMUNICATION).    (Sp.) 
Ruiz,  J.  C.  (Fac.  Med.,  U.  El  Salvador,  San  Salvador),  E.  R. 
Hasbun,  T.  M.  A.  B.  Martinez  B.  and  D.  Lemus  de  Moncada. 
Arch  Col  Med  El  Salvador  21(4):249-254,  1968. 

When  gastric  juice  was  aspirated  from  8  patients  with  radio- 
logically  or  clinically  diagnosed  gastric  cancer  and  from  7  non- 
cancerous controls  (including  several  with  polyps  or  benign 
ulcers)  after  administration  of  demethylchlortetracycline,  ex- 
amination of  the  sediment  under  ultraviolet  light  revealed  a 
definite  yellow  fluorescence  (+++)  in  3  of  5  cancer  patients 
(in  3  the  examination  could  not  be  carried  out)  and  in  only  1 
of  the  7  controls  (+);  a  greenish  fluorescence,  which  is  inter- 
preted as  negative,  was  observed  in  2  cases  of  each  group,  while 

2  of  the  controls  yielded  "doubtful"  results  and  2  were  defi- 
nitely negative.   The  serum  lactic  dehydrogenase  activity  varied 


from  104  to  1075  U/ml  in  the  cancer  group  (average  within 
the  normal  range)  and  from  500  to  1800  U/ml  in  the  controls 
(only  4  tested  successfully).    The  lactic  dehydrogenase  levels 
in  the  aspirated  gastric  juice  (obtained  during  administration 
of  acetazolamide  to  keep  the  pH  above  5.0)  varied  from  200 
to  2000  U/ml  in  the  cancer  group  and  from  39  to  2000  U/ml 
in  the  controls.    The  average  lactic  dehydrogenase  activity  in 
the  gastric  juice  was  88  U/ml  higher  in  the  cancer  group  than 
in  the  controls,  which  is  not  statistically  significant.    It  is  con- 
cluded that  tetracycline  fluorescence  is  a  more  reliable  index 
of  gastric  cancer  than  elevation  of  the  serum  or  gastric  lactic 
dehydrogenase  activity. 

2023  UROKINASE  IN  PATIENTS  WITH  LIVER 

DISEASES.    (Pol.)    Zahorska-Markiewicz,  B. 
(3rd  Clin.  Int.  Dis.,  Silesian  Acad.  Med.,  Katowice,  Poland). 
Pol  Arch  Med  Wewnet  41(5):639-645,  1968. 

Among  224  patients  (18-73  yr  old)  with  diseases  of  the  liver 
and  biliary  tract,  106  of  whom  were  jaundiced,  the  urokinase 
activity  (degree  of  hydrolysis  of  plasma  euglobulin  after  addi- 
tion of  a  urine  sample)  ranged  from  16  to  50%  compared  to 
56%  in  70  healthy  controls.    There  was  only  a  slight  decrease 
(to  41-50%)  in  patients  with  hepatitis,  cirrhosis  or  liver  neo- 
plasms without  jaundice,  and  a  marked  decrease  in  jaundiced 
patients  (to  25-26%  in  jaundiced  patients  with  hepatitis  or  cir- 
rhosis and  to  16-17%  in  patients  with  obstructive  jaundice). 
There  was  a  significant  inverse  correlation  between  the  serum 
bilirubin  and  the  urokinase  activity.    In  addition  to  the  prob- 
able role  of  kidney  damage  accompanying  hepatobiliary  disease, 
the  increase  in  urokinase  activity  may  be  ascribed  to  a  hypo- 
thetical biliary  factor  which  depresses  urinary  urokinase  excre- 
tion, as  well  as  to  possible  inhibitors  of  protein  digestion. 


2024  SUITABILITY  OF  THE  GLUCOSE  TOLERANCE 

TEST  FOR  THE  STUDY  OF  INTESTINAL 
ABSORPTION.    (Pol)    Cichecka,  K.  (2nd  Clin.  Int.  Dis.,  Acad. 
Med.  Kiakow,  Poland),  H.  Drozdz,  A.  Jedrychowski  and  B. 
Rozankowska.   Pol  Arch  Med  Wewnet  40(5):537-549,  1968. 

Theoretical  equations  are  developed  for  evaluating  the  intes- 
tinal absorption  of  glucose  on  the  basis  of  a  comparison  of  the 
blood  glucose  curves  after  oral  and  intravenous  administration 
of  glucose  (330  mg/kg).    For  purposes  of  comparison,  data  are 
then  presented  for  intestinal  absorption  of  glucose  and  D-xylose, 
glycogenolysis  in  the  liver,  glucose  and  lipid  utilization,  fecal 
lipids,  vitamin  A  absorption  and  the  fasting  plasma  vitamin  A 
and  jicarotene  levels  in  3  patients  with  malabsorption  syndromes 
(idiopathic  steatorrhea,  hypogammaglobulinemia,  and  prior  re- 
section of  the  small  intestine,  resp.),  2  patients  with  panaea- 
titis,  13  with  a  prior  gastrectomy,  11  with  previous  vagotomy 
and  pyloroplasty,  4  with  previous  vagotomy  and  antrectomy, 
and  17  with  cirrhosis.    The  normal  value  for  absorption  of  glu- 
cose from  the  digestive  tract  (QfiO)  was  found  to  be  20-35  g 
(average  27.6  g)  in  60  min.    This  was  reduced  to  14.8-16.3  g 
in  the  3  patients  with  malabsorption  syndromes,  but  results 
within  the  normal  range  were  obtained  in  all  the  other  groups. 
The  results  indicate  that  oral  and  parenteral  glucose  tolerance 
tests  may  be  of  value  in  the  differential  diagnosis  of  intestinal 
malabsorption. 

2025  PLASMA  LEVELS  OF  VITAMIN  A  AND 

BETA-CAROTENE  AND  THE  VITAMIN  A 
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LOADING  TEST  IN  THE  DIAGNOSIS  OF  INTESTINAL 
MALABSORPTION.    (Pol.)    Cichecka,  K.  {2nd  Clin.  Int.  Dis., 
Acad.  Med.  Krakow,  Poland),  H.  Drozdz,  A.  Jedrychowski  and 
B.  Rozankowska.   Pol  Arch  Med  Wewnet  40(5):551-559,  1968. 

Plasma  vitamin  A  and  |3-caiotene  levels  and  the  results  of  the 
vitamin  A  loading  test  (plasma  vitamin  A  4  hr  after  administra- 
tion of  150,000  U  in  oil)  were  evaluated  in  42  patients  and 
20  controls.    In  the  controls,  the  fasting  /3-carotene  level  was 
60.6  /ug%  while  the  vitamin  A  level  increased  from  45.8  jHg% 
to  145.0  /^(g%  after  its  administration.    Markedly  impaired  vita- 
min A  absorption  (little  or  no  increase  in  plasma  levels  after 
its  administration)  was  found  in  3  patients  with  known 
malabsorption  (due  to  idiopathic  steatonhea,  hypogamma- 
globulinemia and  prior  resection  of  the  small  intestine,  resp.), 
12  patients  with  a  previous  gastrectomy,  and  16  patients  with 
hepatic  cirrhosis,  but  in  11  patients  with  prior  vagotomy  and 
pyloroplasty  the  plasma  vitamin  A  level  rose  to  131  pg%  (range 
42-308  iUg%)  after  administration  of  the  loading  dose.    Vitamin 
A  absorption  was  more  severely  impaired  in  patients  with  de- 
compensated cirrhosis  than  in  those  with  compensated  cirrhosis 
(increases  in  plasma  level  to  60  and  91  )L(g%,  resp.).    Although 
the  fasting  plasma  vitamin  A  and  j3-carotene  levels  were  only 
0-37  and  12-30  iL(g%,  resp.  in  the  3  patients  with  known  mal- 
absorption, and  were  somewhat  reduced  in  cirrhotics,  essentially 
normal  levels  were  seen  after  gastrectomy  or  vagotomy  and 
pyloroplasty.    It  is  concluded  that  the  fasting  plasma  vitamin 
A  level  is  of  little  value  in  the  diagnosis  of  malabsorption. 

2026  THE  POSSIBLE  APPLICATION  OF  THE  GASTRO- 

DUODENAL  FIBERSCOPE  TO  THE  DIAGNOSIS 
OF  DUODENAL  ULCERS  IN  CHILDREN.    (SI.)    Dvorsky,  A. 
(Res.  Inst.  Human  Nutrit.,  Bratislava,  Czechoslovakia),  G. 
Novakova,  K.  Horecny  and  M.  Prunyi.   Cesk  Pediat  23(5):  390- 
396,  1968. 

When  30  children  (15  boys  and  15  girls,  10-15  yr  old)  with  a 
history  of  ulcer  symptoms  and  a  positive  X-ray  diagnosis  of 
duodenal  ulcer  were  subjected  to  endoscopic  examination  with 
a  gastroduodenal  fiberscope,  the  instrument  could  be  inserted 
into  the  duodenal  bulb  in  2  cases  and  into  the  pyloric  antrum 
in  26  cases  (with  visualization  of  the  bulb  in  all  but  one),  whUe 
in  2  cases  the  examination  had  to  be  interrupted.    The  results 
of  endoscopy  were  negative  in  25  cases,  including  3  with  post- 
bulbar  ulcers,  6  in  which  a  relatively  long  time  had  elapsed  since 
X-ray  examination,  and  several  in  which  the  ulcer  had  not  yet 
been  demonstrated  by  X-ray  either;  ulcers  of  the  duodenal  bulb 
were  revealed  in  3  cases,  and  in  2  others  endoscopy  showed  ir- 
ritation of  the  bulb  mucosa.    Lesions  of  the  pyloric  antrum 
were  detected  in  2  children  with  a  recent  history  of  melena. 
It  is  concluded  that  the  standard  type  of  gastroduodenal  fiber- 
scope is  suitable  for  the  diagnosis  of  duodenal  ulcers  in  children 
over  the  age  of  10.    The  necessary  technique,  apparatus  and 
premedication  are  described  in  detail. 

2027  THE  USE  OF  END-TO-END  TRANSINTESTINAL 

INTUBATION  FOR  THE  STUDY  OF  LIPID 
ABSORPTION  IN  INFANTS.    (It.)    Porta,  L.  (Pediat.  Clin., 
U.  Milan,  Italy),  A.  Giunta,  E.  Fedeli  and  A.  Tarenghl   Minerva 
Pediat  20(42): 2170-2173,  1968. 

An  original  gas-chromatographic  method  is  described  for  de- 
termining the  total  lipid  and  fatty  acid  content  of  the  intestinal 
fluids.    Using  this  method  and  the  technique  of  transintestinal 


intubation  with  the  end  of  the  catheter  in  the  proximal  ileum, 
lipid  absorption  after  a  special  test-meal  (18.8  g  casein  and 
lactalbumin,  22.3  g  olive  oil,  18.7  g  lactose,  4.0  g  polyethylene 
glycol  and  295  g  water  per  1.76  m^  of  body  surface  area)  was 
investigated  in  6  infants  (4-26  months  old).    Samples  of  intes- 
tinal contents  were  taken  at  30-min  intervals  for  3  hr  and  ana- 
lyzed by  chloroform-methanol  extraction  and  chromatography 
after  heating  at  70C  for  10  min  to  inactivate  pancreatic  lipase. 
In  2  normal  infants,  the  absorption  of  total  lipids  began  30  min 
after  ingestion  and  reached  100%  in  3  hr  (45-50%  in  2.5  hi). 
Oleic  acid  absorption  was  already  84%  complete  in  30  min, 
reaching  a  maximum  of  90%  at  2.5  hr.   In  dystrophic  infants, 
on  the  other  hand,  total  lipid  absorption  only  began  after  90 
min  and  was  only  45-55%  complete  in  3  hr,  while  oleic  acid 
absorption  was  62-75%  complete  in  2.5-3  hr. 

2028  THE  DIAGNOSTIC  VALUE  OF  DETERMINING 
THE  INDEX  OF  GALLBLADDER  MOTILITY 

IN  CHILDREN.    (Rus.)    Sorokin,  E.  V.  (D.  E.  Dzerzhinskii 
Munic.  Hosp.  Children's  Dis.  No.  9,  Moscow,  USSR)  and  M.  A. 
Filippkin.    Vop  Okhr  Materin  Dets  13(12):46-49,  1968. 

Intravenous  cholangiography  was  used  to  measure  the  diameter 
and  length  of  the  gallbladder  in  250  children  who  had  diseases  ; 
of  the  biliary  tract  or  who  were  suspected  of  having  them  and 
in  60  children  with  no  gastrointestinal  or  biliary  diseases.    Mea- 
surements were  made  before  and  after  ingestion  of  2  raw  egg 
yolks  and  the  index  of  gallbladder  motility  was  calculated  from 
the  formula  d2li/l2di.   Gallbladders  emptied  slowly  in  50% 
of  the  children  with  biliary  diseases,  rapidly  in  34%,  and  nor- 
mally in  only  16%.    In  children  with  slow  emptying  of  the  gall- 
bladder, spasms  of  the  sphincters  were  responsible  if  the  index 
was  greater  than  0.75  and  weak  muscular  contractions  if  the 
index  was  less  than  0.75.    In  children  with  rapid  emptying  of 
the  gallbladder,  insufficient  tonus  of  the  biliary  sphincters  was 
present  when  the  index  was  less  than  0.59  and  weak  muscular 
contractions  were  responsible  if  the  index  was  greater  than  0.59 
In  patients  with  normal  emptying  of  the  gallbladder  weak  con- 
tractions were  associated  with  insufficiency  of  the  sphincters 
if  the  index  was  below  0.59.    If  the  index  was  greater  than  0.7; 
strong  muscular  contractions  were  associated  with  spasms  of 
the  biliary  sphincters. 

2029  THE  VALUE  OF  SCINTILLATION  SCANNING 
AND  ECHOGRAPHY  OF  THE  LIVER  IN  DE- 
TERMINING THE  OPERABILITY  OF  PATIENTS  WITH 
CANCER  OF  THE  GASTRIC  CARDIA  AND  ESOPHAGUS. 

(Rus.)  Kharitonov,  L.  G,  (Cent.  Clin.  Hosp.,  MPS,  Moscow, 
USSR),  lu.  N.  Bogin  and  A.  V.  Upyrev.  Khirurgiia  (Moskva) 
44(ll):28-36,  1968. 

Combined  studies  of  the  liver  by  scintillation  scanning  (using 
131l-Rose  Bengal  and  colloidal  198au)  and  ultrasonic  echo- 
location  were  carried  out  in  30  patients  (19  men  and  11  wom- 
en, 40-70  yr  old)  with  cancer  of  the  esophagus  (14  cases)  or 
the  upper  portion  of  the  stomach  (16  cases,  including  11  with 
esophageal  involvement).    In  21  cases,  including  the  3  in 
which  scanning  and  echography  showed  liver  metastases,  the 
findings  could  be  verified  at  surgery  (19  cases)  or  autopsy 
(2  cases).    Scanning  with  Rose  Bengal  was  found  to  be  less 
suitable  than  the  other  techniques  for  the  diagnosis  of  hepatic 
involvement,  particularly  in  patients  with  gastrostomies.    It  is 
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;lt  that  the  combined  use  of  scintiUation  scanning  and  ultra- 
anic  echography  wiU  make  possible  a  differentiation  between 
icatricial  changes  and  hepatic  metastasis  in  many  cases. 

SOME  PARTICULAR  ASPECTS  OF  THE  ENZY- 
MOLOGICAL  DIAGNOSIS  OF  LIVER  DISEASE, 
lASED  ON  A  STUDY  OF  845  PATIENTS.    (Fr.) 
)emeulenaere,  L.  (Med.  Clin.,  State  U.  Ghent,  Belgium),  R. 
lottiers,  J.  van  Egmond  and  R.  Lacres.  Acta  Gastroent  Belg 
ll(ll):747-757,  1968. 

lepeated  determinations  of  serum  liver  enzyme  levels  (SGOT, 
;GPT.  lactic  dehydrogenase,  leucine  aminopeptidase,  alkaline 
ihosphatase)  were  carried  out  in  253  patients  with  hepatitis, 
;75  with  cholangiopathies,  45  with  cholecystitis,  176  with 
irrhosis,  81  with  metastatic  cancer  and  15  with  congestive 
leart  failure.   Pathological  transaminase  values  were  obtained 
n  236-237,  209-217,  11-16,  117-150,  38-64,  and  8-13  cases 
n  these  6  groups,  and  a  pathological  SGOT/SGPT  ratio  (1.0 
ir  less)  was  obtained  in  180,  127,  14,  51,  8  and  3  cases,  resp. 
Vn  analysis  of  these  results  and  of  the  concordance  and  dis- 
lordance  between  them  and  the  other  enzyme  levels  indicated 
hat  an  accurate  diagnosis  can  rarely  be  achieved  by  determina- 
ion  of  the  SGOT  and  SGPT  alone;  thus,  very  high  values  are 
een  most  often  in  hepatitis,  but  also  occur  during  the  initial 
itages  of  an  extrahepatic  obstruction.    A  pathological  SGOT/ 
5GPT  ratio  is  also  most  often  encountered  in  hepatitis,  and  is 
sarticularly  significant  when  combined  with  high  absolute  en- 
lyme  levels.   Combined  determination  of  the  alkaline  phospha- 
:ase  and  leucine  aminopeptidase  levels  is  often  useful,  both  of 
these  enzymes  being  increased  in  hepatitis  while  a  normal  leu- 
;ine  aminopeptidase  level  is  characteristic  of  obstructive  jaundice 
metastatic  cancer  is  most  often  characterized  by  elevated  SGOT 
ind  alkaline  phosphatase  levels  with  a  normal  SGPT  and  a  nor- 
mal or  slightly  elevated  leucine  aminopeptidase.    Differential 
determinations  of  the  lactic  dehydrogenase  isoenzymes  are  most 
(valuable  in  estabhshing  a  prognosis,  a  good  prognosis  being  in- 
dicated by  a  return  of  LDH5  to  a  normal  level  in  the  presence 
of  persistent  elevation  of  the  serum  transaminases. 

2031  MODERN  PROCEDURES  FOR  THE  STUDY  OF 

GASTRIC  SECRETION.    III.    PERSONAL  EX 
PERIENCE  WITH  PENTAGASTRIN  (I.C.I.  50,123)  AS  A 
GASTRIC  SECRETORY  STIMULANT.    (Sp.)    Meeroff,  J.  C. 
(Prof.  Dr.  G.  A.  Alfaro  Polyclin.,  Lanus,  Buenos  Aires, 
Argentina),  J.  A.  Rofrano,  N.  Marchevsky  and  M.  Meeroff. 
Rev  Esp  Enferm  Apar  Dig  27(9):  1281-1288,  1968. 
The  gastric  stimulatory  effects  of  pentagastrin  (Peptavlon)  and 
its  suitability  as  an  agent  for  testing  the  secretory  capacity  of 
the  stomach  were  studied  in  15  patients  with  duodenal  ulcers, 
10  with  gastric  ulcers,  15  with  gastritis,  and  20  normal  con- 
trols.  The  mean  pH  of  the  gastric  secretion  at  a  dose  of  12 
/ig/kg  was  1.08,  1.18,  1.60  and  1.17,  resp.,  in  the  4  groups. 
The  corresponding  figures  were  272.86,  161.10,  139.93  and 
216.85  cc  for  the  volume  secreted  in  60  min;  76.80,  55.87, 
34.93  and  67.81  mEq/liter  for  the  H+  ion  activity;  119.64, 
86.12,  59.54  and  97.20  mEq/Uter  for  the  titratable  acidity; 
32.07,  14.80,  9.51  and  20.82  mEq/hr  for  the  total  acid  pro- 
duction; and  17.62,  25.54,  31.70  and  19.83  mEq/liter  for  the 
sodium  ion  concentration.    It  is  concluded  that  pentagastrin  is 
an  effective  stimulant  of  gastric  acid  secretion,  with  a  potency 
somewhat  below  that  of  Histalog  or  the  heptadecapeptides 


gastrin  I  and  II.   However,  the  side  effects  of  12  pg/kg  (ab- 
dominal discomfort,  headache  and  lipothymia)  are  not  negligi- 
ble, and  similar  side  effects,  although  less  severe,  were  also  seen 
at  6  jUg/kg.    The  combined  acid  values  were  higher  than  with 
histamine  or  Histalog,  presumably  because  pentagastrin  has  a 
greater  stimulatory  effect  on  the  secretion  of  mucus. 

2032  ARTERIOGRAPHY  IN  THE  SURGICAL  DIAG- 

NOSIS OF  THE  ABDOMINAL  ORGANS.    (Ger.) 
Wenz,  W.  (Surg.  Clin.,  U.  Heidelberg,  Germany).    Langenbeck 
ArchKlin  Chir  322(Kongressber.):127-139,  1968. 
Abdominal  angiography,  which  makes  possible  the  direct  visu- 
alization of  the  liver,  spleen,  pancreas,  the  walls  of  the  hollow 
organs  and  the  circulatory  system,  was  used  in  the  radiologi- 
cal diagnosis  of  300  patients  (2-78  yr  old  with  a  maximum  in 
the  6th  decade).    Selective  angiography  was  the  most  commonly 
used  procedure  (219  cases),  followed  by  the  aortographic  tech- 
nique of  Seldinger  (1953)  (52  cases)  and  then  by  lumbar  aortog- 
raphy (technique  of  Dos  Santos  et  al,  1929)  (29  cases).    There 
were  only  4  transitory  complications  (thrombosis,  hematoma) 
and  no  lasting  sequellae.    The  angiographic  diagnosis  was  cor- 
rect in  96  of  113  patients  with  tumors,  52  of  53  with  vascular 
diseases,  16  of  16  with  inflammations,  8  of  8  with  abdominal 
trauma,  and  96  of  110  patients  subjected  to  the  procedure  to 
exclude  the  above  diagnoses.    Based  on  this  experience,  the 
main  indications  for  abdominal  angiography  are  concluded  to 
be  abnormalities  in  the  abdominal  circulation,  space-occupying 
lesions  of  the  large  abdominal  organs,  blunt  abdominal  trauma, 
and  severe  gastrointestinal  bleeding  of  unknown  etiology. 

2033  COMPARISON  OF  THE  EFFECT  OF  HISTAMINE 

AND  PENTAGASTRIN  ON  GASTRIC  SECRE- 
TION IN  ULCER  PATIENTS.    (E.)    Emas,  S.  (AUmanna  Hosp., 
Malmo,  Sweden),  B.  Lilja  and  1.  Borg.     Scand  J  Gastroent  4(2): 
151-156,  1969. 

The  effect  of  histamine  dihydrochloride  (24  jLlg/kg  body  weight 
s.c.)  and  pentagastrin  (6  jUg/kg  s.c.)  on  volume  and  gastric  acid 
output  was  compared  in  18  ulcer  patients.    The  time  course 
for  the  volume  or  acid  response  to  histamine  and  pentagastrin 
was  very  similar.    In  14  patients  both  stimulants  increased 
acid  secretion  during  the  first  postinjection  15-min  period  and 
the  maximal  acid  output  occurred  during  the  second  to  fourth 
periods.    Neither  volume  output  nor  acid  output,  expressed  as 
maximal  output  per  15  min  or  peak  30-min  output  indepen- 
dent of  time  after  the  injection  of  the  stimulants,  differed  sig- 
nificantly.   A  highly  significant  correlation  was  found  between 
both  the  volumes  and  the  acid  outputs  after  histamine  and 
pentagastrin. 


2034  VALUE  OF  DIFFERENTIAL  THERMOSTABIL- 

ITY, UREA  INHIBITION,  AND  GEL  FILTRA- 
TION OF  ALKALINE  PHOSPHATASE  IN  THE  IDENTIFICA- 
TION OF  DISEASE  STATES.    (E.)    Fennelly,  J.  J.  (St.  Paul's 
Chemother.  Unit,  Dublin,  Ireland),  M.  X.  Fitzgerald  and  K. 
McGeeney.    Gut  10(1):45-51,  1969. 

Differential  thermostability,  urea  inhibition  and  gel  filtration 
of  serum  alkaline  phosphatase  was  measured  in  4  groups  of 
blood  donors:    1)  medical  and  laboratory  personnel  (controls), 
2)  patients  with  hepatobiliary  disease,  3)  patients  with  skeletal 
disease  and  4)  patients  with  neoplasms  who  had  biochemical 
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and  radiological  evidence  of  both  hepatic  and  osseous  involve- 
ment.   It  was  found  that  serum  alkaline  phosphatase  in  skeletal 
disease  is  markedly  thermolabile,  sensitive  to  2  molar  urea  and 
moves  in  one  7S  peak  on  gel  fUtration,  whereas  serum  in  hepatic 
disease  is  relatively  thermostable,  more  resistant  to  urea,  and 
moves  as  two  peaks  (19S  and  7S)  on  gel  filtration.   The  pattern 
of  control  serum  enzyme  resembles  more  that  of  skeletal  dis- 
ease.   Both  heat  and  urea  inactivation  provided  simple  and 
rapid  methods  of  differentiating  the  origin  of  a  raised  serum 
alkaline  phosphatase  level. 

2035  pH  OF  THE  DUODENUM  OF  PATIENTS  WITH 

AND  WITHOUT  DUODENAL  ULCERS  MEA- 
SURED WITH  A  RADIOTELEMETERING  CAPSULE.    (E.) 
Aynaciyan,  A.  V.  (U.  Toronto,  Canada)  and  J.  R.  Bingham. 
Gastroenterology  56(3):476-482,  1969. 
By  means  of  a  small  radiotelemetering  capsule  (Heidelberg 
capsule)  attached  to  a  thin  tape,  prolonged  pH  measurements 
of  the  duodenal  bulb  and  of  the  postbulbar  region  were  made 
in  nonulcer  and  duodenal  ulcer  subjects  both  in  the  fasting 
state  and  after  gastric  acid  secretion  had  been  stimulated  by 
histalog.   The  following  results  were  obtained.    The  mean 
duodenal  bulb  pH  of  24  fasting  nonulcer  and  22  fasting  ulcer 
subjects  was  the  same.    The  mean  postbulbar  pH  of  19  fasting 
nonulcer  and  15  ulcer  subjects  was  the  same,  but  higher  than 
was  the  bulb  pH.    After  stimulation  of  gastric  secretion  by 
histalog,  the  mean  bulb  pH  of  8  nonulcer  subjects  and  of  10 
ulcer  subjects  decreased  but  the  decrease  was  significantly 
greater  for  the  ulcer  group.    The  postbulbar  pH  of  both  groups 
decreased  slightly  but  the  decrease  for  the  ulcer  group  (9  sub- 
jects) was  not  greater  than  was  the  decrease  for  the  nonulcer 
group  (11  subjects). 

2036  ROENTGEN  FINDINGS  IN  ACUTE  APPENDICI- 
TIS.   (E.)    Tegtmeyer,  C.  J.  (George  Washington 

U.  Hosp.,  Washington,  D.  C),  J.  R.  Thistlethwaite  and  T.  F. 
Sneed.  Med  Ann  DC  38(3):  127-130,  1969. 

2037  DETERMINATION  OF  RAT  LIVER  HEXOBAR 
BITAL  OXIDASE  ACTIVITY  WITH  A  GAS- 

CHROMATOGRAPHIC  METHOD.    (E.)    den  Tonkelaar,  E.  M. 
(Natl.  Inst.  Publ.  Hlth.,  Utrecht,  Netherlands),  A.  Klap-van  Dijk 
and  S.  L.  Wit.   Biochem  Pharmacol  18(l):262-265,  1969. 

2038  THE  CURRENT  STATUS  OF  LIVER  FUNCTION 
TESTS.    (It.)    CagU,  V.   Policlinico  [Prat J  76(1): 

18-23,  1969. 

2039  PANCREATIC  SURGERY:    COMPARISON  OF 
ARTERIOGRAPHIC,  SCINTIGRAPHIC  AND 

SURGICAL  FINDINGS.    (Fr.)    Doutre,  L.  P.,  P.  Blanquet,  J. 
Tavernier  and  C.  Beck.   Bordeaux  Med  2(2):351-354,  1969. 

2040  PRACTICAL  ADVICE  ON  MANAGEMENT  DUR- 
ING INTRAVENOUS  CHOLANGIOGRAPHY. 

(Fr.)    Helie,  J.  (Fernand  Widal  Hosp.,  Paris,  France),  G.  Ducellier 
and  Y.  Michelier.   Sem  Hop  Paris  45(12):786-790,  1969. 

2041  DIAGNOSIS  OF  THE  HABITUAL  VOMITING  OF 
INFANTS.    (Fr.)    Roget,  J.  and  A.  Beaudoing. 

Med  Infant  76(1):5-1Q,  1969. 


2042  STUDIES  OF  LIPID  CHEMISTRY  IN  150  PUNCH' 
BIOPSIES  OF  THE  LIVER  AND  THE  RELATION 

OF  LIPIDS  TO  HISTOLOGICAL,  CLINICAL,  AND  CLINICO- 
CHEMICAL  FINDINGS.    (Ger.)    Kremer,  G.  J.  (2nd  Med.  Clm., 
Gutenberg  U.,  Mainz,  Germany),  F.  K.  Kossling,  H.  J.  Lange 
and  N.  Victor.    Therapiewoche  18(46):2075-2076,  1968. 

2043  THE  VALUE  OF  THE  ROSE  BENGAL  TEST  IN 
DIAGNOSING  OBSTRUCTIVE  JAUNDICE  IN 

THE  NEWBORN.    (Ger.)    Donath,  A.  (Pediat.  CUn.,  U.  Bern, 
Switzerland).   /Va;c«  57(49):  1730-1732,  1968. 

2044  RADIOLOGICAL  EXPLORATION  IN  NEONA- 
TAL AND  INFANTILE  VOMITING.    (Fr.) 

Cottet,  J.  J.  and  M.  Coulomb.   Med  Infant  76(l):59-62,  1969. 

2045  ELECTROPHORESIS  ON  POLYACRYLAMIDE 
GEL:    ITS  VALUE  IN  HEPATOLOGY  AND 

PARTICULARLY  IN  CIRRHOSIS.    (Fr.)    Aron,  E.  (Tours, 
France),  R.  Vargues,  J.  D.  Weill  and  J.  N.  Lamy.  Arch  Franc 
MalAppar  Dig  58(l/2):41-50,  1969. 

2046  LYMPHOGRAPHY  IN  HEMORRHAGIC  RECTO- 
COLITIS.    (Fr.)    Perreau,  P.  (Angers  Hosp.,  France 

F.  Joubaud  and  F.  Larra.   Actualities  Hepatogastroent  Hotel 
Dieu  4(4):A249-A255,  1968.  , 

2047  CHANGES  IN  THE  AMYLASE  ACTIVITY  IN       ' 
THE  SERUM  AND  URINE  OF  PATIENTS  WITH 

CERTAIN  DISEASES.    (Ser.)    Trpinats,  P.  (Inst.  Chem.  Med. 
Fac,  Belgrade,  Yugoslavia),  R.  Vlajnic,  V.  Pavlovic,  V.  Mihailov 
and  M.  Baretic.   Med  Pregl  21(9/10):347-349,  1968.  j 

2048  THE  RADIOLOGICAL  DIAGNOSIS  OF  ACUTE 
GASTROINTESTINAL  BLEEDING.    (Ger.)    Wenz 

W.  (Surg.  CUn.,  U.  Heidelberg,  Germany).   Chirurg  40(3):  100- 
105, 1969. 


2049 


1969. 


HEPATIC  ARTERIOGRAPHY.    [EDITORIAL] 

(E.)    Baum,  S.  Amer  J  Gastroent  5 1(2):  15 1-153, 


2050  THE  SELLEK-FRADE  COPPER  ACETATE  TEST 
IN  LIVER  DISEASES.    (E.)    SeUek,  A.  (Pedro 

Borras  Astorga  ChUd.  Hosp.,  Havana,  Cuba)  and  A.  Del  Frade.  j 
Fegato  14(4):555-566,  1968.  I 

205 1  HISTALOG  SHOCK.    [CASE  REPORT]    (E.) 

Uthman,  S.  M.  (U.  Cincinnati  Coll.  Med.,  Ohio) 
and  A.  M.  Hoyumpa  Jr.   Amer  J  Dig  Dis  14(4):275-277,  1969. 

2052  RAPID  DIAGNOSTIC  APPROACH  TO  AMEBIC 
LIVER  ABSCESS.    [CASE  REPORT]    (E.)    Wen? 

J.  (Emory  U.  Sch.  Med.,  Atlanta,  Ga.)  and  J.  C.  Coberly.  Ame^ 
J  Dig  Dis  l4(,4y.282-289,  1969.  '■ 

2053  THE  RECTOSIGMOID  BIOPSY.    (E.)    Justi,  R.  > 
(South  Miami  Hosp.,  Florida),  M.  M.  Sayet  and 

R.  L.  Swink.   AmerJProctol  20(2):  115-1 17,  1969. 

2054  ANALYSIS  OF  PREMEDICATION  FOR  SIG- 
MOIDOSCOPY:   A  COMPARATIVE  STUDY  WIl 


im^^iim>: 


HAGNOSTIC  PROCEDURES 


255 


HLORDIAZEPOXIDE  ALONE  AND  IN  COMBINATION  WITH     Meyer-Bertenrath. 
LIDINIUM  BROMIDE.    (E.)    Ehrlich,  R.  (Boston,  Mass.).   Amer    1968. 
Proctol  20(2):130-133,  1969. 


Verh  Deutsch  Ges  Inn  Med  74:237-238, 


055 


STUDIES  OF  STOMACH  SECRETION  ANALY- 
SIS WITH  GASTRIN  ANALOGS.    (Ger.) 

ickenbusch,  W.  (2nd  Med.  Clin.,  U.  Kiel,  Germany),  D. 

chemmel  and  I.  Brockmann.    Verh  Deutsch  Ges  Inn  Med 

4:222-224,  1968. 


056 


THE  USE  OF  MULTIVARIANT  STATISTICAL 
METHODS  TO  EVALUATE  CLINICAL  CHEM- 
JTRY  DATA  IN  THE  DIFFERENTIAL  DIAGNOSIS  OF 
HREE  DISEASE  GROUPS.  (Ger.)  Delbriick,  A.  (Med.  Clin., 
led.  Coll.,  Hamburg,  Germany),  J.  Ferlemann,  E.  Greiser,  D. 
:ock  and  B.  Schneider.  Verh  Deutsch  Ges  Inn  Med  74:187- 
90,  1968. 

057  A  NEW  TEST  FOR  PANCREATIC  LIPASE  AND 

ITS  CLINICAL  APPLICATION.    (Ger.)    Kaffarnik, 
1.  (Med.  Polyclin.,  U.  Marburg/Lahn,  Germany)  and  J.  G. 


2058  IN  VITRO  STUDIES  OF  A  NEW  SUBSTRATE 

FOR  FUNCTIONAL  DIAGNOSIS  OF  THE  EXO- 
CRINE PANCREAS.    (Ger.)    Meyer-Bertenrath,  J.  G.  (Med. 
Polyclin.,  U.  Marburg/Lahn,  Germany)  and  H.  Kaffarnik.    Verh 
Deutsch  Ges  Inn  Med  74:236,  1968. 


2059  SERUM  LIPASE  AND  AMYLASE  IN  PANCREAS 
DIAGNOSIS.    EXPERIENCE  WITH  A  NEW 

METHOD  FOR  LIPASE  DETERMINATION.    (Ger.)    Goebell, 
H.  (Med.  Clin.,  U.  Marburg/Lahn,  Germany),  C.  Bode  and  G. 
Lemberg.    Verh  Deutsch  Ges  Inn  Med  74:233-235,  1968. 

2060  SERUM  LIPASE  DETERMINATION  IN  PAN- 
CREATIC DISEASES.    (Ger.)    Rick,  W.  (1st  Med. 

Clin.,  U.  Dusseldorf,  Germany).    Verh  Deutsch  Ges  Inn  Med 
74:230-233,  1968. 


See  also  1870,1894,2148,2151,2345,2351,2400,2500,2539 
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2061  TECHNIQUE  FOR  AND  LONG-TERM  RESULTS 

OF  THE  SURGICAL  TREATMENT  OF  CARDIO- 
SPASM.   (Rus.)    Kolesov,  V.  I.  (I.  P.  Pavlov  1st  Leningrad 
Med.  Inst.,  USSR)  and  A.  N.  Tsareva.   Khirurgiia  (Moskva) 
45(2):  3-6,  1969. 

A  new  approach,  transverse  wide  laparotomy,  was  developed 
for  obtaining  access  to  the  subdiaphragmatic  space  in  the 
treatment  of  cardiospasm.    This  procedure  was  used  on  15 
patients  (11  women  and  4  men)  with  histories  of  cardiospasm 
dating  back  1.5-30  yr  (mean  of  7  yr).    All  had  severe  eso- 
phageal scarring.    During  mobilization  the  mucosa  was  damaged 
in  7  cases  and  had  to  be  repaired  by  suturing  with  an  atrauma- 
tic needle  and  very  fine  sUk.    After  mobiUzation  the  scarring 
and  muscle  defect  in  the  esophagus  was  covered  with  the 
omentum  without  cutting  out  a  flap.    There  were  no  operative 
deaths  and  none  of  the  patients  developed  infections.    Excel- 
lent long-term  results  were  obtained  in  8  cases.    Of  the  7 
others,  4  developed  trouble  in  swallowing  2  yr  after  surgery 
and  2  had  moderate  dysphagia  with  radiological  signs  of  peri- 
esophagitis.    Another  patient  underwent  esophageal  dilatation 
8  yr  after  surgery  although  he  had  no  difficulty  in  swallowing 
food. 

2062  SURGICAL  TREATMENT  OF  ESOPHAGEAL 

CANCER:  RESULTS  OF  23  YEARS  OF  EX- 
PERIENCE. (Fr.)  Lortat-Jacob,  J.  L.  BuU  Acad  Nat  Med 
(Paris)  153(1/2):  17-22,  1969. 

Esophageal  cancer  was  diagnosed  in  more  than  4000  patients 
between  1944  and  1968  and  operations  were  performed  on 
1769.    Esophageal  resections  were  performed  on  1027  (58%). 
The  operative  mortality  was  highest  (38%)  for  cancers  in  the 
upper  1/3  of  the  esophagus  and  lowest  for  those  located  toward 
the  bottom  (20%  for  cancers  of  the  cardia  and  23.4%  for  those 
in  the  lower  1/3).    The  survival  rate  was  75.6%  for  patients 
treated  by  esophagogastric  anastomosis,  56.5%  for  those  with 
esophagogastric  anastomoses  and  aortic  separation,  and  62.5% 
for  those  undergoing  Thorek's  procedure.    Only  84  of  the  pa- 
tients in  the  latter  group  later  underwent  esophagoplasty. 
Palliative  surgery  was  performed  on  741  of  these  1769  patients 
(41%)  with  an  operative  mortality  of  22.0%  and  a  1-yr  survival 
rate  of  only  10%.    For  cancers  located  in  the  lower  1/3  of  the 
esophagus  the  1-yr  survival  rate  was  55.2%,  the  5-yr  survival 
rate  11.4%,  and  the  10-yr  survival  rate  7%.    The  corresponding 
survival  rates  for  cancers  of  the  middle  1/3  were  52%,  8.5%, 
and  5%,  resp.  and  those  for  cancers  of  the  cardia  were  65.1%, 
6.2%,  and  1%,  resp.    Only  30%  of  the  patients  with  cancers 
of  the  upper  1/3  survived  1  yr  and  none  survived  more  than 
4  yr. 

2063  RESULTS  OF  THE  SURGICAL  TREATMENT 

OF  ESOPHAGEAL  ATRESIA  (108  CASES, 
CURRENT  INDICATIONS).    (Fr.)    Jaubert  de  Beaujeu,  M. 
(Debrousse  Hosp.,  Lyon,  France),  P.  MoUard  and  A.  Campo- 
Paysaa.   Mem  Acad  Chir  (Paris)  94(27/28):805-818,  1968. 

Results  of  surgery  are  reported  for  86  infants  with  esophageal 
atresia,  operated  on  between  1955  and  1966,  and  for  22  in- 
fants operated  on  between  1966  and  1968.    In  the  first  series 
direct  anastomoses  were  made  on  62  of  the  75  with  esophago- 
pleural  fistulas.    Of  the  33  deaths  occurring  in  these  62  cases, 


13  were  due  to  esophagopleural  fistulas,  11  to  bronchopneumo- 
pathies,  4  to  anoxia  and  brain  damage,  2  to  malabsorption  and 
evisceration  after  gastrostomy,  1  to  spontaneous  gastric  perfora- 
tion, 1  to  stenosis  after  a  pneumopathy  and  repeat  operation, 
and  1  to  undetermined  causes.    Factors  complicating  surgery 
were  prematurity  in  11  cases  (8  deaths),  severe  puhnonary  dis- 
orders in  29  cases  (21  deaths),  associated  malformations  in  18 
(8  deaths),  and  difficulties  in  making  the  anastomosis  in  13 
(8  deaths).    There  were  21  deaths  among  the  24  infants  on 
whom  direct  anastomoses  could  not  be  made.    These  included 
3  of  3  with  coloplasties,  13  of  16  with  Leven  and  Ladd's  pro- 
cedure, and  5  of  5  with  aspiration  and  gastrostomy.    Direct 
anastomoses  were  made  on  18  of  the  24  infants  in  the  2nd 
series.    Of  the  7  infants  who  died  4  had  multiple  congenital 
anomalies  and  2  were  very  premature.    Errors  in  treatment 
were  responsible  for  death  in  1  case.   In  4  children  anastomoses 
were  anatomically  impossible.    Two  patients  recovered  after 
coloplasties  and  1  after  Howard's  procedure;  1  premature  infant 
died. 

2064  PLASTIC  SURGERY  OF  THE  HYPOPHARYNX 
AND  ESOPHAGUS  USING  THE  LARGE 

INTESTINE.    (Ger.)    Szabo,  L.  E.  (U.  Med.  Sci.,  Budapest, 
Hungary)  and  A.  Rethi.   Acta  Chir  Acad  Sci  Hung  9(4):  389- 
397,  1968. 

Replacement  of  the  hypopharynx  and  esophagus  by  various 
segments  of  the  transverse  colon  and  ileocecal  region  (3  cases) 
was  carried  out  in  21  patients  (using  an  antethoracic  approach 
in  11  cases  and  an  intrathoracic  extrapleural  or  retrosternal 
approach  in  10);  in  most  cases  the  operation  was  single-stage, 
although  in  a  few  cases  an  8-10  day  interval  preceded  reestab- 
lishment  of  continuity.    Functional  results  were  generally  good 
in  the  19  survivors.    Among  the  4  cases  given  antiperistaltic 
transplants,  however,  several  showed  regurgitation  and  in  1 
case  this  was  severe.    Since  no  such  complication  occurred 
among  the  17  patients  given  isoperistaltic  transplants,  this 
method  is  recommended.    Possible  abnormaUties  in  the  vascula- 
ture of  the  large  intestine  which  may  affect  the  choice  of  in- 
testinal segment  and  surgical  technique  are  discussed.    It  is  felt 
that  the  use  of  the  ileocecal  segment  has  definite  advantages. 

2065  PHYSIOLOGY  OF  THE  DISTAL  ESOPHAGUS 
IN  ACHALASLV.    (E.)    Heitmann,  P.  (Inst. 

Physiol.  Gastroent.  Ctr.,  Santiago,  Chile),  J.  Espinoza  and  A. 
Csendes.   Scand  J  Gastroent  4(1):1-11,  1969. 

Intraluminal  manometric  studies  were  performed  in  30  normal 
adults  and  in  16  symptomatic  patients  with  the  radiological 
features  of  achalasia  by  the  use  of  a  constant  catheter  perfusion 
technique.    A  normotensive  gastroesophageal  sphincter  was 
found  in  every  patient  with  achalasia.    Sphincteric  fall  in  pres- 
sure on  swallowing  was  found  in  92.7%  of  the  swallows  in  12 
of  the  16  patients  with  achalasia.    In  4  patients,  no  fall  in 
sphincteric  pressure  was  recorded  on  swallowing.    A  significant 
increase  in  resting  sphincteric  pressure  occurred  after  an  s.c. 
injection  of  2.5  mg  UrechoUne  (beta-methylchoUne  chloride 
uiethane);  98%  of  swallows  were  followed  by  sphincteric  fall 
in  pressure  under  the  action  of  this  agent  in  all  patients  tested. 
The  nature  of  the  dynamic  abnormaUty  most  frequently  found 
in  achalasia  is  discussed.    It  is  concluded  that  results  obtained 
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ith  the  use  of  a  constant  catheter  perfusion  technique  during 
itraluminal  pressure  measurements  should  lead  to  a  re-evalua- 
on  of  currently  accepted  concepts  on  the  pathophysiology  of 
;halasia. 

)66  PORTACAVAL  SHUNT  AS  AN  EMERGENCY 

OPERATION  IN  ACUTE  MASSIVE  HEMOR- 
HAGE  FROM  ESOPHAGEAL  VARICES.    (Ger.)    Bachmann, 
.  (Surg.  Clin.,  Free  U.  Berlin,  Germany),  J.  Eckart,  H.  Franke, 
.  Kolb,  P.  Kortge  and  K.  J.  Wollmann.   Langenbeck  Arch 
lin  Chir  323(2):91-123,  1968. 

mong  224  cases  of  upper  gastrointestinal  bleeding  admitted 
aring  1962-67,  71  were  due  to  esophageal  varices  resulting 
om  cirrhosis  and  portal  hypertension;  all  these  were  initially 
eated  by  esophageal  compression  using  a  double-balloon  cathe- 
sr.    Subsequently,  20  of  these  71  patients  were  treated  con- 
jrvatively  (10  of  these  20  died),  20  were  treated  by  local  pal- 
itive  surgery  (the  ligation  or  bisection  procedures  of 
ossschulte,  Linton  and  Tanner),  which  resulted  in  18  deaths, 
nd  31  (18  men  and  13  women,  average  age  57  yr  and  including 
3  over  the  age  of  60)  were  subjected  to  emergency  portacaval 
lunt  surgery.    All  31  survived  the  operative  period,  but  16 
jicluding  13  of  the  22  with  ascites)  died  later,  due  mostly  (10 
ises)  to  recurrent  bleeding  and  resultant  shock;  there  were  5 
;latively  early  deaths  due  to  aspiration  pneumonia  and  res- 
iratory  insufficiency,  and  1  case  in  which  hepatic  insufficiency 
ms  the  first  complication.   The  anastomosis  itself  remained  pa- 
snt  in  all  cases,  and  all  showed  significant  decreases  in  portal 
ressure.   Recurrent  bleeding  was  noted  at  one  time  or  another 
1  14  of  the  16  fatal  cases  and  in  6  of  the  15  survivors  (one  of 
/hom  had  2  such  episodes);  the  prevention  of  such  recurrences 
>  considered  to  be  the  most  important  step  in  any  effort  to 
educe  the  mortality  from  portacaval  shunt  surgery.    After  a 
ollow-up  of  4-55  months,  only  one  of  the  survivors  had  died 
hepatic  coma  at  4  months),  although  4  others  were  in  poor 
eneral  condition.    Splenoportography  is  recommended  as  a 
I'ay  of  confirming  the  diagnosis  and  simultaneously  determin- 
ng  the  adequacy  of  the  portal  and  hepatic  circulation.    It  is 
ilso  mentioned  that  among  135  other  patients  who  were  treated 
or  portal  hypertension  during  the  period  1962-67,  54  were 
jven  elective  portacaval  shunts  during  intervals  between  attacks 
)f  bleeding  (only  7  of  these  54  died),  and  10  more  without  any 
listory  of  bleeding  were  given  prophylactic  shunts. 

1067  CANCER  OF  THE  ESOPHAGUS  DEVELOPING 

IN  CICATRICIAL  STENOSES  DUE  TO  BURNS. 

fRus.)    Sytnik,  A.  P.  (N.  V.  Sklifosovskii  Inst.  First  Aid  Res., 
Moscow,  USSR)  and  B.  A.  Petrov.    Khirurgiia  (Moskva)  44(11): 
3-9,  1968. 

Fourteen  patients  (5  men  and  9  women,  average  age  40  yr) 
ivith  cancer  of  the  esophagus  developing  in  chemical  bum  scars 
were  observed  during  the  13-yr  period  1953-67.    The  time  be- 
tween original  injury  and  the  development  of  cancer  was  16-41 
yr  (average  26  yr);  the  development  of  a  malignant  process  was 
signalled  by  increasing  dysphagia  and  finally  diagnosed  by 
esophagoscopy  and  biopsy.    Only  4  patients  were  admitted  in 
sufficiently  early  stages  of  cancer  to  be  treated  surgically,  and 
1  of  these  refused  surgery;  the  other  3  were  treated  by  the 
Dobromyslov-Torek  procedure  followed  by  retrosternal  esophago- 
plasty  (using  the  right  colon  and  a  segment  of  small  intestine) 
in  3-8  months.    One  of  these  3  was  operated  on  too  recently 


for  follow-up,  but  of  the  other  2,  one  appears  healthy  at  2.5 
yr  whUe  the  other  died  of  metastatic  cancer  over  4  yr  postop- 
eratively.   Of  10  patients  in  late  stages  at  time  of  diagnosis, 
8  died  in  1-2  months  and  2  were  successfully  treated  by  radia- 
tion followed  by  gastrostomy  for  feeding  purposes.    In  view  of 
the  danger  of  tumor  development,  it  is  concluded  that  the 
indications  for  esophagoplasty  after  chemical  burns  should  be 
enlarged,  especially  when  repeated  bougienage  is  ineffective. 
The  importance  of  complete  excision  of  a  cicatricial  area  is 
emphasized. 


2068  CONGENITAL  POSTEROLATERAL  DIAPHRAG- 
MATIC HERNIAS  THROUGH  THE  FORAMEN 

OF  BOCHIDALEK:    REPORT  OF  FOUR  CASES.    (Gr.) 
Kourias,  V.  and  A.  Agorogiannis.   Acta  Chir  Hellen  95(5):774- 
788,  1968. 

2069  UNUSUAL  TYPES  OF  CONGENITAL  DIAPHRAG- 
MATIC HERNIA:    1)  SUBCOSTOSTERNAL 

(MORGAGNI)  AND  2)  POSTEROLATERAL  (BOCHDALEK). 

(Gr.)    Mavrantonis,  S.,  K.  Theodosopoulos,  D.  Lourantos  and 
S.  Dendrinos.  Acta  Chir  Hellen  95(5):709-717,  1968. 

2070  A  CASE  OF  SCLERODERMA  ACCOMPANIED 
BY  EXTREME  DYSPHAGIA.    (Turk.)    Mmkari, 

T.  (Fac.  Surg.  Med.,  U.  Istanbul,  Turkey).    Turk  Tip  Cem  Mec 
34(5):336-340,  1968. 

2071  CASE  REPORT  OF  A  FOREIGN  BODY  WHICH 
REMAINED  INSIDE  THE  LUMEN  OF  THE 

ESOPHAGUS  FOR  FOUR  YEARS.    (Turk.)    Minkari,  T.  (Fac. 
Surg.  Med.,  U.  Istanbul,  Turkey),  M.  Tanker  and  K.  Alemdaroglu. 
Turk  Tip  Cem  Mec  34(7):434-437,  1968. 

2072  DIAPHRAGMATIC  HERNIA  OF  THE  MORGAGNI 
TYPE.    (Gr.)    Dontas,  N.,  N.  Anezyris,  N.  Sekouris 

and  P.  Katsiotis.   Acta  Chir  Hellen  95(4):623-628,  1968. 

2073  DIAGNOSIS  AND  TREATMENT  OF  AN  ESO- 
PHAGEAL STRICTURE  (RING)  IN  A  PATIENT 

WITH  BARRETT'S  EPITHELIUM.    (E.)    Jordan,  P.  H.  (Baylor 
U.  Coll.  Med.,  Dallas,  Texas)  and  E.  H.  Longhi.   Ann  Surg 
169(3):355-363,  1969. 

2074  THE  LEWIS-TANNER  OPERATION  FOR  CANCER 
OF  THE  OESOPHAGUS.    (E.)    Ong,  G.  B.  (Dept. 

Surg.,  U.  Hong  Kong)  and  K.  H.  Kwong.   J  Roy  Coll  Surg  Edinb 
14(1):3-19,  1969. 

2075  ANGIOMUSCULAR  OCCLUSION  DUE  TO 
TRACTION  ON  THE  TERMINAL  ESOPHAGUS 

AND  ITS  CLINICAL  SIGNIFICANCE.    (Fr.)    Stelzner,  F. 
(Surg.  Chn.,  U.  Hamburg-Eppendorf,  Germany).  Actualites 
Hepatogastroent  Hotel  Dieu  4(4):B165-B171,  1968. 

2076  VOMITING  DUE  TO  ESOPHAGOCARDIOFUN- 
DAL  OR  DIAPHRAGMATIC  ANOMALIES.    (Fr.) 

Borde,  J.  (U.  Hosp.  Ctr.,  Rouen,  France).   Rev  Prat  19(1):17- 
24,  1969. 

2077  MODIFICATION  OF  THE  TRANSTHORACIC 
DISSECTION  OF  THE  ESOPHAGUS.    (Ger.) 
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Wenzl,  M.  (Sophie  Hosp.,  Vienna,  Austria). 
16(6):506,  1968. 


Thoraxchirurgie 


m\v 


2078  TREATMENT  OF  ESOPHAGEAL  PERFORA- 
TIONS.  (Ger.)    Konrad,  R.  M.  (Surg.  Clin.,  U. 

Diisseldorf,  Germany).    Thoraxchirurgie  16(6):492-499,  1968. 

2079  A  SINGLE  CASE  OF  CONGENITAL  STENOSIS 
OF  THE  ESOPHAGUS.   (It.)    Rosa,  G.  (Inst.  Gen. 

Surg.  Clin.,  U.  Padua,  Italy).  Acta  Chir  Ital  24(4):383-391,  1968. 

2080  CARDIOSPASM  OR  ACHALASIA  AND  MEGA- 
ESOPHAGUS  IN  CHILDREN.    (Ger.)    Schumann, 

R.  (Munic.  Clin.,  Berlin-Buch,  Germany).   Z  Kinderchir  6(3): 
292-302,  1968. 

2081  SURGICAL  AND  RADIATION  TREATMENT  OF 
CANCER  OF  THE  THORACIC  ESOPHAGUS. 

(E.)    Goodner,  J.  T.  (Mem.  Hosp.,  New  York,  N.  Y.).  Amer 
J  Roentgen  105(3):523-528,  1969. 

2082  SOME  OPINIONS  ON  TREATMENT  OF  CAN- 
CER OF  THE  ESOPHAGUS.    (E.)    Rider,  W.  D. 

(Princess  Margaret  Hosp.,  Toronto,  Canada)  and  R.  D.  Mendoza. 
Amer  J  Roentgen  105(3):514-517,  1969. 

2083  THE  VALUE  OF  RADIOTHERAPY  IN  THE 
MANAGEMENT  OF  ESOPHAGEAL  CANCER. 

(E.j    Pearson,  J.  G.  (Dept.  Radiotherapy,  U.  Edinburgh, 
Scotland).  Amer  J  Roentgen  105(3):500-513,  1969. 

2084  TREATMENT  OF  POST-OPERATIVE  ESO- 
PHAGEAL STRICTURE  BY  DILATATION  WITH 

METAL  OLIVE  BOUGIES.    (E.j    Rider,  J.  A.  (Franklin  Hosp., 
San  Francisco,  Calif.),  H.  C.  MoeUer,  E.  J.  Puletti  and  D.  C. 
Desai.    Gastroint  Endosc  15(3):151-155,  1969. 

2085  DOSIMETRIC  CONSIDERATIONS  IN  COBALT 
60  ROTATIONAL  THERAPY  FOR  ESOPHAGEAL 

LESIONS:    A  COMPARISON  OF  TRANSIT  AND  INTRALU- 
MINAL DOSE  MEASUREMENT.    (E.j    Goldenberg,  D.  B. 
(Johns  Hopkins  Hosp.,  Baltimore,  Md.),  U.  V.  Gopala,  S.  Lott 
and  J.  Digel.  Amer  J  Roentgen  105(3):5 18-522,  1969. 

2086  INTERIM  PROSTHETIC  MANAGEMENT  OF 
PHARYNGOSTOMA  AND  ESOPHAGOSTOMA. 

(E.j    Argerakis,  G.  P.  and  J.  B.  Lepley.   Surg  Clin  N  Amer 
49(2):285-290,  1969. 


2087  DETERMINATION  OF  TUMOR  DOSE  BY 
TRANSMISSION  MEASUREMENTS  IN  ROENT- 
GEN ROTATION  TREATMENT  OF  THE  ESOPHAGUS.    (E.j 
Nordberg,  U.  B.  (Dept.  Radiat.  Phys.,  U.  Lund,  Sweden).  Acta 
Radiol  7(6):401-406,  1968. 

2088  SPONTANEOUS  RUPTURE  OF  THE  ESOPHA- 
GUS.   [CASE  REPORT]    (E.j    Lerner,  H.  J. 

(Pennsylvania  Hosp.,  Philadelphia).  Amer  Surg  35(4): 237-240, 
1969. 

2089  SPONTANEOUS  RUPTURE  OF  THE  ESOPHA- 
GUS.   REPORT  OF  A  CASE.    (E.j    Smulewicz, 

J.  J.  (Long  Island  Jewish  Hosp.,  Jamaica,  N.  Y.),  A.  Kovac  and 
H.  Gamponis.  Amer  J  Gastroent  51(4):317-321,  1969. 


2090 


2091 


ESOPHAGEAL  HIATUS  HERNIA.    (Por.j    Pauling 
F.   Rev  Brasil  Cir  56(7/8):261-266,  1968. 


ESOPHAGOHEPATIC  FISTULA.    (Sp.j    Arzua 
Zulaica,  E.,  J.  M.  Barbier  Puyo  and  J.  D.  Toledo 
Ugarte.   Rev  Clin  Esp  lll(3):319-322,  1968. 

2092  LEIOMYOSARCOMA  OF  THE  ESOPHAGUS: 
PRESENTATION  OF  A  CASE.    (Sp.j    Otera, 

G.  O.  (Fac.  Med.  Sci.,  Natl.  U.  Cuyo,  Mendoza,  Argentina)  and 
M.  T.  Tano  Assini.   Rev  Esp  Enferm  Apar  Dig  28(3): 381-388, 
1969. 

2093  ATYPICAL  RADIOLOGICAL  PICTURES  OF  THl 
TERMINAL  ESOPHAGUS.    (It.j    Timossi,  G. 

(Gen.  Hosp.,  Fiorenzuola  d'Arda,  Italy)  and  S.  SUva.   Minerva 
Gastroent  14(4):224-229,  1968. 


2094  SPONTANEOUS  RUPTURE  OF  THE  ESOPHA- 

GUS.  (Dan.j    BUchert-Toft,  M.  (Cent.  Hosp., 
Naestved,  Denmark)  and  H.  K.  Jensen.    Ugeskr  Laeg  131(4): 
142-143,  1969. 


2095  SIDE  TO  SIDE  ESOPHAGEAL  ANASTOMOSIS. 

(Rus.j    Seit-Umerov,  S.  M.  (Vladivostok  Med. 
Inst.,  USSR).   Khirurgiia  (Moskvaj    44(12):27-30,  1968. 

2096  RADIOLOGICAL  STUDY  OF  HIATUS  HERNIA 
IN  THE  ADULT.    (Sp.j    Zulaica,  E.  de  A.  (Bilbao 

Spain).   Rev  Esp  Enferm  Apar  Dig  27(9):  1289-1305,  1968. 


See  also  2007,2029,2112,2119,2124,2212,2477 
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STOMACH 

(Gastric  ulcer  is  placed  with  peptic  ulcer) 


197  RESULTS  OF  GASTRIC  BIOPSIES  IN  LIVER 

DISEASES.    (Ger.j    Seifert,  E.  (Hanusch  Hosp., 
enna,  Austria).   Med  Welt  20(8):  397-400,  1969. 

iterial  for  histological  study  was  obtained  by  aspiration 
3psy  of  the  stomachs  of  163  patients  with  histologically  con- 
med  liver  disease  and  68  patients  with  histologically  normal 
ers.    Subjects  in  these  2  groups  were  of  approximately  the 
me  age.    Patients  with  liver  disease  included  74  with  cirrhosis, 
with  acute  and  16  with  chronic  hepatitis,  53  with  fatty  liver, 
id  15  with  other  Uver  diseases.   The  cause  of  liver  disease  was 
ironic  alcoholism  in  57  cases,  diabetes  meUitus  in  39,  and 
ipatitis  in  41.    Atrophic  changes  in  the  gastric  mucosa  ap- 
iared  more  frequently  among  cirrhotics  and  alcoholics  than 
nong  controls.    Mild  and  moderate  superficial  gastritis  oc- 
ined  more  frequently  among  patients  with  a  history  of  hepa- 
:is  and  diabetes  than  among  those  with  cirrhosis.    Severe 
perficial  gastritis  was  more  common  among  controls  than 
nong  cirrhotics.    Initial  signs  of  mucosal  atrophy  were  found 
ost  often  in  patients  with  fatty  liver,  while  complete  mucosal 
lophy  was  found  most  often  in  controls  and  patients  with 
abetes.    However,  none  of  these  differences  were  statistically 
»nificant. 

098  OUR  EXPERIENCE  WITH  THE  USE  OF  GAS- 

TRIC HYPOTHERMU.    A  CLINICAL  CONSI- 
ERATION  OF  98  CASES.    (It.)    GiomboUni,  R.  (Munic. 
osp.,  Foligno,  Italy)  and  C.  Leo.   Arch  Ital  Chir  94{3):447- 
53,  1968. 

astric  freezing  was  used  in  the  treatment  of  79  patients  with 
onstenotic  duodenal  ulcers,  1 1  with  gastroduodenitis,  1  with 
gastric  ulcer,  and  4  with  anastomotic  peptic  ulcers.    All  95 
atients  were  treated  only  once  for  45  min  with  a  Swenko 
pparatus  in  which  95%  alcohol  was  circulated  at  temperatures 
etween  -10  and  -16C.    Best  results  were  obtained  without  the 
se  of  drugs.    Freezing  caused  no  complications  but  did  reduce 
astrointestinal  motility  slightly  and  produced  "post-freezing 
yndrome"  in  about  40%  for  the  first  15-20  days  after  treat- 
lent.   No  gross  or  microscopic  changes  were  found  in  the 
/alls  of  the  stomach  in  11  patients  who  later  underwent  surgery, 
"ollow-ups  were  made  for  12-18  months  on  65  patients.    Re- 
ults  were  satisfactory  in  58.4%  and  poor  or  unsatisfactory  in 
il.6%.    Surgery  was  performed  on  11  of  12  patients  whose 
ondition  deteriorated.    Three  patients  with  gastrointestinal 
ileeding  due  to  gastric  ulcers  (2  cases)  or  esophageal  varices 
1  case)  were  treated  once  or  twice  for  3-12  hr  per  session  at 
emperatures  of  +3  to  +5C.   Two  of  these  patients  died,  one 
)f  cardiorespiratory  failure  and  the  other  of  hepatorenal  failure. 


2099 


EMERGENCY  TREATMENT  OF  CHEMICAL 
BURNS  OF  THE  STOMACH  CAUSED  BY 
SWALLOWING  STRONG  ACID.    EXPERIMENTAL  STUDY. 

'Fr.)  Desoille,  H.  (Fac.  Med.,  Paris,  France),  L.  Truffert,  P. 
3elavierre,  C.  Girard-Wallon  and  G.  Cremer.  Sem  Hop  Paris 
t5(12):759-767,  1969. 

Since  preliminary  in  vitro  studies  showed  that  triethanolamine 
which  has  been  partially  neutralized  with  citric  acid  is  a  good 
neutralizing  agent,  3  groups  of  guinea  pigs  were  given  through 
a  stomach  tube:    1)  0.5-10%  solutions  of  sulfuric  acid, 


2)  solutions  containing  0.55-5.5  g/100  ml  of  citric  acid  and 
2.57-25.7  g/100  ml  of  triethanolamine,  and  3)  sulfuric  acid 
followed  by  triethanolamine  citrate.    Ingestion  of  0.1-2.7% 
solutions  of  sulfuric  acid  produced  no  gross  changes  in  the 
stomach  mucosa,  but  in  some  animals  2.65  and  2.7%  solutions 
produced  a  blackish  fluid  in  the  stomach,  mucosal  congestion 
and  necrosis,  and  perforation.    Lesions  were  more  severe  and 
perforation  occurred  in  larger  numbers  of  animals  with  higher 
concentrations  of  sulfuric  acid.    Only  the  most  concentrated 
solution  of  triethanolamine  citrate  produced  sUght  changes  in 
the  gastric  mucosa  of  3  animals.    Lesions  produced  by  low 
concentrations  of  acid  were  not  found  if  triethanolamine  was 
administered  within  4  min  after  ingestion  of  acid.   The  neu- 
tralizing agent  reduced  the  conosive  action  of  4.1  and  5.4% 
solutions  and  prevented  perforation  and  reduced  the  severity 
of  lesions  produced  by  higher  concentrations  if  administered 
within  4  min  after  ingestion  of  acid. 


2100  PERSONAL  OBSERVATIONS  ON  CANCER 

OF  THE  STOMACH.   (Pol.)    Czarnecka-Rybarz, 
H.  (Prov.  Hosp.,  Opole,  Poland).    Wiad  Lek  21(21):  1893-1899, 
1968. 

The  10,523  patients  admitted  to  the  Provincial  Hospital  at 
Opole  during  the  10-yr  period  1957-66  included  82  cases  (58 
males  and  24  females)  of  gastric  cancer,  representing  36%  of 
all  cancers  seen  during  that  period.    Most  of  these  82  patients 
were  50-70  yr  old,  with  an  average  age  of  58  yr  for  the  men 
and  61  yr  for  the  women.    Since  54.9%  did  not  smoke  and 
56.1%  did  not  drink,  tobacco  and  alcohol  are  not  thought  to 
play  an  etiological  role;  51.5%  belonged  to  blood  group  A. 
The  principal  symptoms  were  epigastric  pain,  loss  of  appetite 
and  weight  loss,  lasting  for  3  months  or  less  before  admission 
in  42.7%,  for  4-12  months  in  29.2%,  and  for  1  yr  or  more  in 
28.1%.    Hypochlorhydria  was  noted  in  83.8%  and  an  elevated 
erythrocyte  sedimentation  rate  in  68.3%.    Surgery  was  still 
possible  in  only  27  cases,  and  was  performed  in  only  13,  of 
whom  8  died  postoperatively;  84.5%  of  the  entire  group  of  pa- 
tients died  in  the  hospital  without  recovery. 


2101  THE  CONTENT  OF  CREATINE  AND  PHOS- 

PHORUS IN  THE  STRLS.TED  MUSCLES  IN 
PATIENTS  WITH  CANCER  OF  THE  STOMACH  OR  GASTRO- 
DUODENAL  ULCERS.    (Pol.)    Oszacki,  J.  (Inst.  Oncol., 
Krakow,  Poland),  O.  GedUczka,  A.  Marczynska,  B.  Adamczyk 
and  J.  Kulpa.   Nowotwory  18(4):321-325,  1968. 

Comparative  studies  of  the  creatine  and  phosphate  levels  in 
the  striated  musculature  of  22  patients  with  stomach  cancer, 
14  patients  with  gastric  ulcers,  20  patients  with  duodenal  ulcers 
and  12  controls  revealed  no  significant  differences  between  the 
4  groups  in  creatine  levels  (varying  from  2.82  g/kg  in  controls 
to  3.15  g/kg  in  patients  with  stomach  cancer).    Phosphorus 
levels,  however,  were  significantly  increased  in  patients  with  all 
3  diseases,  being  3.10  g/kg  in  those  with  duodenal  ulcers,  2.85 
g/kg  in  those  with  stomach  ulcers,  and  2.64  g/kg  in  those  with 
stomach  cancer  compared  to  2.10  g/kg  in  controls. 
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2102  THE  SURGICAL  TREATMENT  OF  FUNC- 
TIONAL DISTURBANCES  FOLLOWING 

BILLROTH  n  GASTRECTOMY:    REPORT  OF  17  CASES. 

(Fr.)    Adloff,  M.  (U.  Hosp.  Ctr.,  Strasbourg,  France)  and 
J.  J.  Kohler.    Cah  Coll  Med  Hop  Paris  10(2):  111-117,  1969. 

Among  17  patients  (16  men  and  1  woman,  30-63  yr  old) 
presenting  with  severe  postgastrectomy  syndromes  (dumping 
in  12,  malnutrition  in  4,  afferent  loop  syndrome  in  1),  2  were 
treated  by  transformation  of  the  Polya  into  a  Pean  gastrectomy 
(degastrogastrectomy  followed  by  a  side-to-end  gastroduodenos- 
tomy)  and  15  were  treated  by  the  method  of  Soupault  (trans- 
position of  the  efferent  loop  to  the  duodenum).    The  initial 
gastrectomy  had  been  performed  for  peptic  ulcer  (gastric  in 
4  cases,  duodenal  in  13)  some  1-21  yr  before  (2-10  yr  in  most 
cases).    Results  were  excellent  in  8  of  those  treated  by  the 
technique  of  Soupault,  good  in  1  of  these  and  in  the  2  patients 
in  whom  the  Billroth  II  was  converted  into  a  Billroth  I,  and 
fair  poor  in  3  others;  one  patient  was  lost  to  follow-up  and  2 
died.   Transposition  of  the  efferent  loop  to  the  duodenum  is 
concluded  to  be  a  logical  and  simple  method  for  the  treatment 
of  serious  postgastrectomy  syndromes.    However,  the  indications 
for  surgery  should  be  carefully  defined,  the  most  common  being 
the  dumping  syndrome  but  the  most  urgent  being  dietary  de- 
ficiencies and  weight  loss  due  to  malabsorption.    The  afferent 
loop  syndrome  is  also  alleviated  by  this  procedure.    Despite  the 
fact  that  no  ulcers  have  been  observed  following  the  Soupault 
procedure,  vagotomy  (performed  in  only  one  of  the  15  cases) 
is  recommended  whenever  there  is  residual  gastric  acidity.    Vari- 
ous other  techniques  for  the  surgical  treatment  of  postgastrec- 
tomy syndromes  are  described  and  reviewed. 

2103  PERSONAL  EXPERIENCE  WITH  TOMODA'S 
GASTROPLASTY  TECHNIQUE  IN  31  CASES. 

(Sp.)    Narbona  Arnau,  B.  (Prov.  Hosp.,  Valencia,  Spain).    Cir 
Ginec  Urol  22(5):571-577,  1968. 

In  31  patients  subjected  to  total  or  near-total  (80-90%)  gastrec- 
tomy for  stomach  cancer  (12  men  and  5  women,  51-67  yr  old), 
combined  duodenal  and  high-gastric  ulcers  (10  men  and  1 
woman)  or  the  Zollinger-Ellison  syndrome  (3  cases),  the  stom- 
ach was  replaced  by  an  integral  loop  of  ascending  jejunum  ac- 
cording to  a  modification  of  the  technique  of  Masanobu  Tomoda 
of  Fukuoka.    In  this  modification,  2  ligatures  are  used  rather 
than  only  one  and  an  "omega"  anastomosis  is  constructed  be- 
tween the  2  segments  of  the  ascending  jejunum.    The  results 
were  excellent,  with  practically  no  postgastrectomy  symptoms. 
The  mortality  rate  was  only  3.2%  (death  in  one  67-yr-old  wo- 
man treated  for  gastric  cancer). 

2104  ELECTROGASTROGRAPHIC  AND  ROENT- 
GENOLOGICAL PARALLELS  IN  PATIENTS 

SUBJECTED  TO  RESECTION  OF  THE  GASTRIC  CARDL\ 
FOR  CANCER.    (Rus.j    Zheleznyi,  V.  I.  (Nagatinsk  Line  Hosp. 
Water-Transport  Workers,  Moscow-Oka-Volga  Waterways,  USSR). 
Khirurgiia  (Moskva)  44(ll):36-40,  1968. 

The  evacuatory  function  of  the  gastric  stump  was  studied 
electrogastrographically  and  by  X-ray  in  40  patients  subjected 
to  resection  of  the  cardia  for  cancer  10  days  to  16  yr  before. 
In  the  early  periods  after  cardiectomy,  the  motor  function  of 
the  gastric  stump  was  sharply  reduced,  resulting  in  accelerated 
gastric  emptying.   With  increasing  time  since  the  operation,  the 
motor  function  of  the  stump  improved,  manifested  in  the  elec- 
trogastrogram  by  an  increase  in  amplitude  and  frequency  of 


the  bipotentials,  particularly  after  ingestion  of  a  test  meal 
(150  ml  of  sweet  tea  and  150  g  of  white  bread).    In  most  cases 
improvement  set  in  7-8  months  postoperatively,  but  in  one 
third  of  the  patients  improvement  was  delayed  to  2-3  yi.    Dif- 
ferences in  the  electrogastrograms  were  also  shown  by  the  2 
groups  of  patients  which  could  be  divided  on  the  basis  of  the 
type  of  postprandial  pain.    In  patients  with  the  dumping  syn- 
drome, the  gastric  biopotentials  were  2-3  times  as  high  as 
normal. 

2105  THE  CAUSES  OF  FAILURE  IN  THE  SURGICAL 
TREATMENT  OF  STOMACH  CANCER.    (Rm.) 

Zybina,  M.  A.  (Krivorog  Munic.  Oncol.  Qin.,  USSR). 
Khirurgiia  (Moskva)  44(ll):20-23,  1968. 

Among  150  patients  treated  for  stomach  cancer  during  1964 
and  1965,  95  showed  involvement  of  the  serosa,  of  whom  91 
were  operated;  penetration  into  the  serosa  was  confirmed  histo- 
logically in  43  of  these  cases.    The  main  factor  determining 
serosal  involvement  was  found  to  be  the  anatomical  type  of 
the  tumor,  since  such  involvement  was  noted  in  50%  of  those 
with  polypoid  tumors,  67%  of  those  with  patelliform  tumors, 
and  89.2%  of  those  with  diffuse-infiltrative  cancers.   Five  types 
of  serosal  involvement  could  be  distinguished  macroscopically, 
ranging  from  small  nodules  to  massive  growth  through  the 
stomach  wall.    Patients  with  tumors  involving  the  serosa  did 
not  differ  from  other  patients  with  stomach  cancer  in  clinical 
symptoms.    However,  they  were  much  less  commonly  operable 
(50%  compared  to  75%),  multiple  metastases  to  the  regional 
lymph  nodes  were  seen  twice  as  often,  cancer  cells  penetrated 
to  the  surface  of  the  stomach  in  66.3%  and  into  the  abdominal 
cavity  in  50%,  and  86.3%  showed  intraperitoneal  metastases 
compared  to  63.6%  in  other  patients.    Among  patients  in  whom 
tumor  cells  were  found  in  the  abdominal  cavity  during  radical 
surgery,  65.4%  survived  1  yr  postoperatively  compared  to  89.29? 
of  patients  without  intraabdominal  tumor  cells. 

2106  GASTRIC  MUCOSAL  HEMORRHAGE  IN  DOGS. 
EFFECTS  OF  ACID,  ASPIRIN,  AND  ALCOHOL. 

(E.)   Davenport,  H.  W.  (Dept.  Physiol.,  U.  Michigan,  Ann 
Arbor).    Gastroenterology  56(3):439-449,  1969. 

The  effects  of  acid,  acetylsalicylic  acid  (aspirin),  and  ethanol 
in  damaging  the  gastric  mucosa,  and  in  particular  in  causing 
hemorrhage,  were  studied  by  irrigating  pouches  of  the  oxyntic 
glandular  area  of  the  dog's  stomach  with  solutions  containing 
54  mn  NaCl  and  combinations  of  acid  (0,  I,  10,  or  100  mn 
HCl),  aspirin  (0,  5,  10,  or  20  mM)  and  ethanol  (0,  4  to  5,  or 
8  to  10%  w/v).    Zero  acidity  (pH  6.2  to  7.4)  was  achieved 
using  either  citrate  or  Tris  buffer;  the  results  were  the  same 
with  either  buffer.    Rates  of  absorption  of  aspirin  and  ethanol 
were  measured,  and  the  rate  of  absorption  of  one  was  found 
to  be  entirely  independent  of  the  other.    Net  Na"*"  and  H"*" 
fluxes  during  subsequent  irrigation  with  100  mN  HCl  plus 
54  mN  NaCl  were  measmed  and  compared  with  fluxes  observec 
during  control  periods  to  assess  changes  in  the  gastric  mucosal 
barrier.    Rate  of  bleeding  was  measured  by  hemoglobin  output. 
The  mucosa  never  bled  during  irrigation  with  aspirin  in  neutral 
solutions  with  or  without  ethanol,  nor  did  it  bleed  when  it  was 
subsequently  irrigated  with  100  mN  HCl.    Irrigation  with  20 
mM  aspirin  in  1  or  10  mN  HCl,  with  or  without  ethanol,  alway 
damaged  the  gastric  mucosal  barrier  as  shown  by  increased  net 
Na"*"  fluxes.    The  mucosa  did  not  bleed  during  irrigation  with 
these  solutions,  but  it  usually  bled  when  subsequently  irrigated 
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nth  100  mN  HCl  or  when  it  was  stimulated  to  secrete  by  in- 
;ction  of  histamine  or  bethanechol  chloride.    Severe  damage 
nd  brisk  bleeding  were  always  produced  by  the  combination 
f  20  mM  aspirin,  100  mN  HCl,  and  8  to  10%  ethanol.    Solu- 
ions  containing  4  to  5%  ethanol;  10  or  20  mM  aspirin;  and  1, 
0,  or  100  mN  HCl  were  more  damaging  than  the  correspond- 
[ig  solutions  containing  no  ethanol.    The  threshold  concentra- 
ion  of  acid  required  to  produce  bleeding  after  exposure  of 
he  mucosa  to  aspirin,  acid,  and  alcohol  was  determined  by 
rrigating  the  mucosa  first  with  20  mM  aspirin  in  10  mN  HCl 
nd  8  to  10%  ethanol  and  then  with  10,  25,  40,  or  65  mN 
ICl.    The  acid  threshold  for  bleeding  lay  between  25  and  65 
nN  HCl.    Irrigation  of  bleeding  pouches  with  either  citrate- 
•r  Tris-buffered  neutral  solutions  nearly  always  resulted  in 
lessation  of  bleeding  within  75  min,  and  recovery  from  bleed- 
ng  was  the  same  whether  or  not  the  neutral  solutions  contained 
10  mM  aspirin. 

107  MILK  INTOLERANCE  FOLLOWING  GASTRIC 

SURGERY.    (E.)    Gudmand-Hoyer,  E. 
Rigshospitalet,  Copenhagen,  Denmark)  and  S.  Jarnum.    Scand 
'  Gastroent  4(2):127-132,  1969. 

Vmong  95  patients  (29  men  and  66  women)  operated  on  for 
(eptic  ulcer,  milk  intolerance  (abdominal  symptoms  following 
he  ingestion  of  milk)  was  present  in  35  patients  (37%).    Lac- 
ose  malabsorption  was  found  in  7  cases.    The  incidence  of 
nUk  intolerance  was  about  twice  as  high  among  patients  op- 
iated with  a  Billroth  II  resection  as  among  patients  operated 
vith  a  Billroth  I  resection  or  a  vagotomy  +  pyloroplastic  pro- 
«dure.    In  20%  of  patients  with  chronic  diarrhea,  the  diarrhea 
lould  be  ascribed  to  lactose  malabsorption.    During  sugar  tol- 
tance  tests,  70%  of  all  patients  developed  abdominal  symptoms, 
[here  was  no  significant  difference  between  the  symptoms 
luring  lactose  tolerance  test  and  glucose-galactose  tolerance 
est. 

J108  POSTGASTRECTOMY  ANEMIA.    [EDITORIAL] 

(E.)    Demole,  M.  (Geneva,  Switzerland).   Digestion 
l(6):370-374,  1968. 

2109  DISTURBANCES  OF  THE  SECRETION  OF 
CASTLE'S  INTRINSIC  FACTOR  IN  CLINICAL 

DISEASES  OF  THE  STOMACH.    (Rus.j    Geller,  L.  I. 
(Khabarovsk  Med.  Inst.,  USSR).    Ter  Arkh  40(10):11-15,  1968. 

2110  NEURINOMA  OF  THE  STOMACH.    (Ser.j    Dedic, 
M.  (Gen.  Hosp.,  Sombor,  Yugoslavia)  and  F. 

Ambrosic.  Med /'re^/ 21(9/10):363-368,  1968. 

2111  A  CASE  OF  SEVERE  GASTROPLEGIA  FOL- 
LOWING A  CHOLECYSTECTOMY  AND  RE 

VISION  OF  A  GASTROENTEROSTOMY  MADE  TWO  YEARS 
BEFORE  ALONG  WITH  A  VAGOTOMY.    (Fr.j    Debesse  and 
Chardac.  Mem  Acad  Chir  (Paris)  94(29):857-858,  1968. 

2112  A  CASE  OF  GASTROPLEGIA  AFTER  SUR- 
GERY FOR  A  HIATUS  HERNIA.    (Fr.j    Elbim, 

A.  Mem  Acad  Chir  (Paris)  94(29):856,  1968. 

2113  TREATMENT  AND  PREVENTION  OF  ACUTE 
GASTROPLEGIA  AFTER  VAGOTOMY.    (Fr.) 

Henrion,  C.  Mem  Acad  Chir  (Paris)  94(29):851-856,  1968. 


2114  ULCERATION  OF  INTRAMURAL  GASTRIC 
NEOPLASMS.    [TWO  CASES]    (E.)    Siegelman, 

S.  S.  (Montefiore  Hosp.,  Bronx,  N.  Y.),  J.  A.  Gold,  M.  Simon 
and  I.  Soifer.   Amer  J  Dig  Dis  14(2):  127-134,  1969. 

2115  GENEROUS  EXPLORATORY  GASTROTOMY 
IN  THE  CONTROL  OF  GASTRODUODENAL 

HEMORRHAGE.  (E.)  Herrington,  J.  L.  Jr.  (Nashville,  Tenn.). 
Surg  Gynec  Obstet  128(3):600-602,  1969. 

2116  THE  ADVANTAGES  OF  DRAINING  A  DIFFI- 
CULT CLOSURE  OF  THE  DUODENAL  STUMP 

BY  AN  ISOLATED  JEJUNAL  LOOP  AFTER  TOTAL  GAS- 
TRECTOMY FOR  STOMACH  CANCER:    REPORT  OF  A 
CASE.    (Gr.)    Khrysospathis,  P.,  N.  Kampanis  and  N. 
Kharitopoulos.   Acta  Chir  Hellen  95(4):574-579,  1968. 

2117  THE  TREATMENT  OF  HYPOCHLORHYDRIA 
AND  ACHLORHYDRIA  WITH  ROERISAN. 

(Ger.)    Tabatabai,  A.  (2nd  Red  Cross  Hosp.,  Munich,  Germany). 
Med  Welt  19(45):2496-2497,  1968. 

2118  MODERN  DIET  THERAPY  IN  THE  TREAT- 
MENT OF  STOMACH  DISEASES.    (Ger.)    Nicolay, 

K.  (Franziskus  Hosp.,  Hardenberg-Neviges,  Germany).  Landarzt 
44(33):1625-1629,  1968. 

2119  A  COMMENT  ON  THE  REPORT  OF  MR. 
THOMERET  AND  MR.  BAY  ON  A  CASE  OF 

SEVERE  GASTROPLEGIA  AFTER  SURGERY  FOR  HIATUS 
HERNIA.  (Fr.)  Rene,  L.  Mem  Acad  Chir  (Paris)  94(29): 85 8, 
1968. 
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POSTOPERATIVE  GASTROPLEGIA.    (Fr.) 

Mialaret,  J.  Mem  Acad  Chir  (Paris)  94(29):859, 


RADIOLOGICAL  FINDINGS  IN  SIXTEEN  CASES 
OF  GASTRIC  DIVERTICULA.    (Jap.)    Yoshinari, 

T.  (Yoshinari  Chn.  Gastroent.,  Tokushima,  Japan).    Shikoku 

Act  Med  24(5):553-559,  1968. 

2122  AUTOIMMUNE  PHENOMENA  IN  PERNICIOUS 
ANEMIA  AND  CHRONIC  ATROPHIC  GASTRI- 
TIS.   (Ger.)    Hartl,  W.  (Med.  Clin.,  U.  Tubingen,  Germany)  and 
E.  Genth.    Verh  Deutsch  Ges  Inn  Med  74:773-777,  1968. 

2123  GLOMUS  TUMOR  OF  THE  STOMACH.    RE 
PORT  OF  A  CASE  AND  REVIEW  OF  THE 

LITERATURE.  (E.)  Weitzner,  S.  (VA  Hosp.,  Albuquerque, 
N.  M.).  Amer  J  Gastroent  5 1(4): 322-328,  1969. 

2124  PREVENTION  OF  REFLUX  ESOPHAGITIS  FOL- 
LOWING GASTRECTOMY  BY  MEANS  OF  AN 

INVAGINATING  VALVE  ENTEROANASTOMOSIS.  (Rus.) 
Burtsev,  A.  N.  (Donetsk  Med.  Inst.,  USSR).  Klin  Khir  (Kiev) 
(10):37-40,  1968. 

2125  DISTURBANCES  IN  PROTEIN  METABOLISM 
AFTER  GASTRECTOMY.    (Rus.)    Vasilenko, 

V.  Kh.,  M.  A.  Vinogradova  and  L.  N.  Karmazina.  Klin  Med 
(Moskva)  47(2):20-31,  1969. 
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2126  LYMPHOSARCOMA  OF  THE  STOMACH: 
PATHOLOGICAL  DATA.    (It.)    Rumpianesi,  G. 

(Inst.  CUn.  Gen.  Med.,  U.  Bologna,  Italy).    Clinica  (Bologna) 
28(l):16-33,  1968. 

2127  BLEEDING  FROM  THE  STOMACH  DURING 
DIABETIC  COMA.   (Rus.)    Tal'nishnikh,  A.  la. 

(Rostov-on-Don  Med.  Inst.,  USSR)  and  M.  S.  Soboleva.   Klin 
Med  (Moskva)  49(11):  105-107,  1968. 

2128  LEIOMYOMA  OF  THE  STOMACH.    (Sp.)    Andreu 
Kern,  F.  (Virgen  del  Rocio  Soc.  Secur.,  Seville, 

Spain)  and  E.  Torres  R.  De  Torres.   Rev  Esp  Enferm  Apar  Dig 
28(3):389-396,  1969. 

2129  CLINICAL  SYMPTOMS  OF  NEURINOMA  OF 
GASTRIC  TUMORS.   (Ger.)    Gregl,  A.  (Surg. 

Clin.,  U.  Gottingen,  Germany),  H.  Niemann,  and  J.  Schlachetzki. 
Bruns  Beitr  Klin  Chir  216(7):640-643,  1968. 

2130  CORRECTING  WATER-ELECTROLYTE  METAB- 
OLISM DISTURBANCES  IN  SURGICAL  INTER- 
VENTIONS ON  THE  STOMACH.   (Rus.)    Druianov,  B.  M. 

(N.  A.  Semashko  Cent.  Clin.  Hosp.,  Moscow,  USSR).    Khimrgiia 
(Moskva)  45(l):94-99,  1969. 

2131  ANTROPYLORIC  FIBROMYOMATOSES  IN  THE 
ADULT.   (Fr.)    Loygue,  J.  (Rothschild  Hosp., 

Paris,  France)  and  C.  Huguet.  Acta  Chir  Belg  67(9):926-938, 
1968. 


2132 


EOSINOPHILIC  GRANULOMA  OF  THE  STOM- 
ACH.  (It.)    Stefanoni,  G.  (San  Carlo  Borromeo 

Greater  Hosp.,  Milan,  Italy)  and  G.  Frascolla.  Minverva  Chir 

24(3):  169-176,  1969. 

2133  A  CASE  OF  RETICULUM  CELL  SARCOMA  OF 
THE  STOMACH.   (Jap.)    Sakamoto,  A.  (Tosei 

Natl.  Hosp.,  Shizuoka,  Japan),  K.  Hatada  and  J.  Tanaka.  Iryo 
22(11):1347-1351,  1968. 

2134  GASTRIC  LEIOMYOSARCOMA:    A  CASE  DIAG- 
NOSED WITH  SELECTIVE  CELIAC  ARTERIOG- 
RAPHY BY  SELDINGER'S  METHOD.    (Jap.)    Kato,  M.  (Kure 


Natl.  Hosp.,  Hiroshima,  Japan),  T.  Jyo,  T.  Mori,  T.  Nakagawa, 
M.  Fujino,  H.  Taniguchi,  K.  Onoda,  S.  Kobayashi  and  H. 
Sakihara.   Iryo  22(11):1342-1346,  1968. 

2135  X-RAY  FINDINGS  IN  BRIDGING  FOLDS  OF 
SUBMUCOSAL  TUMORS  AND  PEDUNCLES  OF 

POLYPS.   (Jap.)    Sasaki,  K.  (Fukuoka-Chuo  Natl.  Hosp., 
Japan),  M.  Koga,  H.  Nakata,  K.  Kendo,  K.  Baba,  H.  Ueno,  T. 
Yao,  T.  Takihara,  R.  Matsuura,  S.  Onishi,  M.  Obata  and  H. 
Sakamoto.  Iryo  22(11):  1320-1328,  1968. 

2136  PRE-  AND  POST-OPERATIVE  CARE  OF  CON- 
GENITAL HYPERTROPHIC  PYLORIC  STENOSIS. 

(Jap.)    Yokoyama,  J.  (Child.  Natl.  Hosp.,  Tokyo,  Japan),  H. 
Akiyama  and  T.  Denda.  Iryo  22(11):  1241-1250,  1968. 

2137  USING  A  MECHANICAL  SUTURING  DEVICE 
IN  GASTROSTOMIES  ACCORDING  TO  JIANU. 

(Rus.)    Kogan,  A.  S.  (Novosibirsk  Med.  Inst.,  USSR).   Khimrgiia 
(Moskva)  45(1):  128-129,  1969. 

2138  THE  SIGNIFICANCE  OF  GASTRECTOMY 
TECHNIQUE  IN  PREVENTING  THE  DUMPING 

SYNDROME.   (Rus.)    Myshkin,  K.  1.  (Saratov  Med.  Inst., 
USSR),  B.  V.  Krapivin,  A.  N.  Chernomashentsev  and  Yu.  A. 
Yartsev.   Khimrgiia  (Moskva)  45(l):21-25,  1969. 

2139  STOMACH  RESECTION  WITH  THE  CREATION 
OF  A  GASTRODUODENAL  TERMINOLATERAL 

ANASTOMOSIS,    (Rus.)    Chikov,  A.  1.  (3rd  Munic.  Hosp., 
Nikolaev,  USSR).   Khimrgiia  (Moskva)  44(12):49-54,  1968. 

2140  PYLORIC  SPASMS.    (Sp.)    Fraga,  F.  (Santa 
Teresa  Hosp.,  Rio  de  Janeiro,  Brazil)  and  M. 

Martins.  Folha  Med  57(4):65-73,  1968. 

2141  GASTROSTOMY  IN  ABDOMINAL  SURGERY. 

(Sp.)    Sans,  J.  V.  (Fac.  Med.,  U.  Barcelona,  Spain). 
Rev  Esp  Enferm  Apar  Dig  27(9):1306-1312,  1968. 

2142  CONGENITAL  PYLORIC  ATRESIA.    (Ger.) 
SaUer,  R.  (Surg.  Clin.,  U.  Ruhr,  Germany)  and  E. 

MiiUer.   Xj>ider  C/Jir  6(3):328-333,  1968. 
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1143  DYNAMICS  OF  MORPHOLOGICAL  CHANGES 

IN  THE  WALL  OF  THE  SMALL  INTESTINE 
FOLLOWING  ITS  TEMPORARY  EXCLUSION  FROM  THE 
:iRCULATION.   (Rus.J    Shalygina,  N.  B.  (Inst.  Nutrit.,  Acad. 
Med.  Sci.  USSR,  Moscow)  and  V.  P.  Kulik.   Eksp  Khir  Anest 
l3(6):17-22,  1968. 

ro  simulate  conditions  occurring  during  transplantation  of 
the  small  intestine,  circulation  through  the  small  intestine  was 
stopped  for  40  min  in  1 1  dogs  by  clamping  off  the  main 
mesenteric  vessels  below  the  site  where  they  leave  the  ileocolic 
irtery,  the  arcade  vessels,  and  the  entire  small  intestine  from 
jeginning  to  end.   Biopsies  were  taken  about  30  cm  from  the 
plica  duodenojejunalis.    Destructive  changes  were  most  evident 
in  the  mucosa  where  edema  of  the  basal  part  of  the  epithelial 
:ytoplasm  was  noted  immediately  after  restoration  of  the  cir- 
;ulation.    This  was  followed,  2-3  days  later,  by  necrosis  and 
desquamation.    Changes  were  most  severe  in  the  viUi,  while 
the  crypts  remained  intact.    However,  a  considerable  decrease 
in  cytoplasmic  RNA  occurred  in  the  cryptal  epithelium  during 
the  first  5  days  and  mucus  production  decreased  between  the 
2nd  and  5th  days.    Mitotic  activity  increased  in  the  crypts, 
even  in  their  upper  parts.    Intramural  nerve  plexi  remained 
with  decreases  in  RNA  occurring  only  in  the  neurons  of 
Auerbach's  plexus  the  day  after  surgery.    Subsequent  increases 
in  RNA  are  attributed  to  increased  intestinal  motility.    No 
histological  or  functional  abnormaUties  were  found  in  the  small 
intestine  14  days  after  surgery. 

2144  DOES  ALCOHOL  CAUSE  DUODENITIS? 

(E.)    Pirola,  R.  C.  (Prince  Henry  Hosp.,  Little 
Bay,  N.S.W.,  Australia),  T.  D.  Bolin  and  A.  E.  Davis.   Amer  J 
DigDis  14(4):239-244,  1969. 

Peroral  duodenal  biopsies  were  taken  from  6  chronic  alcoholics 
(590  g  alcohol/day  average)  and  examined  for  infiltration  by 
inflammatory  cells  and  vascularization  of  the  mucosa  to  deter- 
mine the  presence  of  duodenitis.    In  addition,  specimens  were 
taken  from  the  duodenum,  ileum  and  jejunum  of  24  male 
Wistar  rats  (12  were  given  15%  alcohol  for  30  days  and  30% 
alcohol  for  70  days,  and  12  were  used  as  controls).    The  rat 
specimens  were  examined  histologically  and  their  leucine 
aminopeptidase  and  disaccharidase  activities  were  determined. 
The  appearance  and  activity  of  all  duodenal  specimens  were 
normal  and  no  evidence  of  duodenitis  was  found. 

2145  STENOSIS  NEAR  THE  LIGAMENT  OF 
TREITZ.    (Ger.)    Kern,  E.  (Munic.  Hosp., 

Loirach,  Germany)  and  H.  Gropp.    Chirurg  40(3):  126-128, 
1969. 

Case  reports  are  presented  for  8  patients  with  duodenal  ob- 
structions near  the  suspensory  muscle  (ligament  of  Treitz). 
They  included  an  18-yr-old  girl  with  membranous  stenosis  in 
the  inferior  part  of  the  duodenum  and  stenosis  in  the  duodeno- 
jejunal flexure  produced  by  mesenteric  blood  vessels.    Three 
infants  had  1)  a  perforated  Meckel's  diverticulum  and  Ueus 
caused  by  adhesions  just  below  the  suspensory  muscle,  2)  kink- 
ing of  the  upper  loop  of  the  small  intestine  which  produced 
stenosis  at  the  suspensory  muscle,  and  3)  volvulus  of  the  entire 
small  intestine  which  was  rotated  360    clockwise  around  the 


mesentery  and  a  mobile  cecum.    One  of  these  infants  died  of 
a  liver  abscess  22  days  after  surgery.   Other  causes  of  obstruc- 
tion included  a  large  mesenteric  cyst,  a  carcinoma  of  the  small 
intestine,  metastases  of  a  malignant  melanoma,  and  phyto- 
bezoars. 

2146  INVERTED  LOOP  OF  THE  SMALL  INTESTINE. 
LONG-TERM  RESULTS  AND  SURGICAL  IN- 
DICATIONS.   8  PERSONAL  OBSERVATIONS.    (Fr.) 
HoUender,  L.  F.   Mem  Acad  Chir  (Paris)  94(29):  877-889, 
1968. 

Reports  are  presented  for  8  patients  with  severe  diarrhea  and 
malabsorption  which  developed  after  vagotomy  and  gastro- 
enterostomy or  pyloroplasty  (3  cases),  extensive  resections  of 
the  small  intestine  (2  cases),  an  attempt  to  repair  an  ileostomy 
(1  case),  and  right  colectomy  with  resection  of  the  ileum  (1 
case).    One  patient  had  idiopathic  diarrhea.    Segments  of  small 
intestine,  ranging  from  13-16  cm  in  length,  were  inverted  in  a 
clockwise  (5  cases)  or  counterclockwise  (3  cases)  direction. 
An  end-to-end  anastomosis  was  made  with  1  line  of  sutures. 
Considerable  improvement  was  obtained  in  4  cases,  moderate 
improvement  in  1,  and  little  or  no  improvement  in  3.    One 
patient  developed  acute  peritonitis  due  to  intestinal  perfora- 
tion.   This  procedure  is  recommended  only  if  more  conservative 
therapy  fails. 

2147  A  HISTOCHEMICAL  STUDY  OF  THE  EPI- 
THELIUM OF  THE  SMALL  INTESTINAL 

MUCOSA  FOLLOWING  GASTRIC  RESECTION.    (Pol.) 
Kalina,  Z.  (1st  Clin.  Int.  Dis.,  Acad.  Med.  Katowice,  Poland). 
Pol  Arch  Med  Wewnet  41(4):471-476,  1968. 
Histochemical  tests  for  tetrazolium  reductase,  7-glutamyl 
transpeptidase  and  acid  deoxyribonuclease  were  performed  on 
samples  of  small  intestinal  mucosa  obtained  from  40  patients 
who  had  been  subjected  to  Reichel-Polya  gastrectomy  4-8  yr 
before.   The  results  of  histochemical  reactions  were  then  cor- 
related with  the  histological  appearance  of  the  small  intestine. 
In  22  patients  with  more  or  less  pronounced  histological  ab- 
normalities in  the  small  intestinal  mucosa,  there  was  a  general 
decrease  in  7-glutamyl  transpeptidase  activity  while  the  tetra- 
zolium reductase  activity  not  only  showed  a  general  decrease 
but  also  a  shift  in  localization  from  the  apical  portions  of  the 
brush  border  to  the  underlying  cells.    There  were  no  changes 
in  deoxyribonuclease  activity.    The  histochemical  changes  de- 
tected undoubtedly  reflect  changes  in  mucosal  metabolism 
which  may  be  related  to  the  clinical  symptoms  in  these  patients. 

2148  A  MORPHOLOGICAL  AND  CLINICAL  CON- 
TRIBUTION TO  THE  INTESTINAL  DISEASES: 

SMALL  INTESTINAL  BIOPSY.  (Ger.)  Nemetschek-Gansler, 
H.  (Inst.  Gen.  Path.,  U.  Heidelberg,  Germany)  and  A.  Wagner. 
Virchow  Arch  Path  Anat  346(2):154-167,  1969. 

Duodenal  and  jejunal  biopsy  specimens  from  14  patients  with 
various  forms  of  small  intestinal  disease  (3  with  postgastrectomy 
syndromes,  4  with  regional  enteritis,  6  with  sprue  or  primary 
malabsorption,  and  1  with  a  disorder  of  protein  absorption) 
were  examined  under  the  light-  and  electron  microscope  to  de- 
termine the  most  characteristic  morphological  features  of  each 
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disease  entity.    It  was  found  that  there  are  no  qualitative  dif- 
ferences between  these  various  diseases  in  the  pathological  al- 
terations shown  by  the  small  intestinal  mucosa.    The  principal 
finding  in  each  specimen  examined  was  increased  proliferation 
of  the  cells  of  the  mucosa  and  lamina  propria  (so-called  micro- 
cellular  infiltration),  which  resulted  in  a  loss  of  functionally 
active  cells  and  degeneration  of  the  villous  musculature.    De- 
tailed descriptions  are  provided  of  the  ultrastructure  of  the 
various  forms  of  dividing  cells,  which  cannot  be  clearly  dis- 
tinguished from  inflammatory  cells  under  the  hght  micro- 
scope.   The  electron  microscope  reveals  the  absence  of  granu- 
lation and  the  increased  occurrence  of  double  centrioles, 
spindle  tubules,  pseudoamitoses  and  cytoplasmic  division,  in- 
dicating atypical  proliferation.    This  is  felt  to  be  the  nonspeci- 
fic result  of  intestinal  irritation,  with  only  quantitative  differ- 
ences between  the  various  disease  entities. 

2149  SMALL  INTESTINE  HISTOLOGY,  RADIOLOGY 
AND  ABSORPTION  IN  HYPERTHYROIDISM. 

(E.j    Hellensen,  C.  (Fredriksberg  Hosp.,  Copenhagen,  Denmark), 
T.  Friis,  E.  Larsen  and  O.  C.  Pock-Steen.    Scand  J  Gastroent 
4(2):  169-175,  1969. 

In  a  series  of  20  patients  with  untreated  hyperthyroidism, 
malabsorption  was  found  in  13,  by  estimation  of  fecal  fat  ex- 
cretion, vitamin  A  tolerance  test,  and  D-xylose  tolerance  test. 
Biopsy  of  the  small  intestine  and  light  microscopy  revealed 
round-cell  infiltration  and  edema  in  16  cases.    X-ray  of  the 
small  intestine  showed  wide  circular  folds,  a  decreased  transit 
time,  and /or  enlarged  coils,  in  19  cases.    After  treatment  the 
steatorrhea  subsided  in  5,  the  D-xylose  tolerance  returned  to 
normal  in  all,  whereas  the  histological  and  radiological  appear- 
ances showed  a  tendency  to  normalization  in  6  and  1 1  patients, 
resp. 

2150  HYPERTROPHY  OF  THE  SMALL  INTESTINE 
AFTER  ITS  PARTIAL  RESECTION  IN  THE 

RAT-SIZE  OF  THE  MUCOSAL  SURFACE.  (E.)  Skala,  I. 
(Dept.  Surg.,  Fac.  Hyg.,  Prague-Vinohiady,  Czechoslovakia), 
V.  Hromadkova  and  J.  Skala.   Digestion  2(1):  23-34,  1969. 

Three  weeks  after  transection  of  the  intestine  and  resection  of 
half  the  small  intestine  resp.,  in  rats  hypertrophic  mucosal 
changes  were  assessed  quantitatively.    It  was  revealed  that  after 
resection  (and  to  a  small  extent  also  after  transection  alone) 
the  mucosal  area  of  the  stump  increases  due  to  prolongation  of 
the  villi  and  a  slight  increase  of  the  diameter  of  the  intestine 
but  not  as  a  result  of  longitudinal  intestinal  growth.   The  in- 
crease is  greatest  in  the  ileum  whereby  the  area  of  the  mucosa 
per  unit  of  length  of  intestine  is  even  greater  than  the  values 
recorded  in  the  jejunum.   Thus  a  reverse  distal-proximal  gradient 
of  the  intestinal  absorption  surface  develops.   The  increase  of 
the  area  of  the  mucosal  surface  correlates  relatively  closely  with 
the  prolongation  of  the  villi.    Between  the  experimental  groups 
no  differences  were  found  in  the  number  and  mutual  ratio  of 
enterocytes  and  goblet  cells.    From  the  results  of  assessment 
of  the  mucosal  area  it  is  apparent  that  three  weeks  after  re- 
section of  half  of  the  intestine  the  absorption  surface  roughly 
doubles  and  reaches  the  original  area. 

215 1  EXAMINATIONS  OF  THE  MUCOSA  OF  THE 
SMALL  INTESTINE  WITH  THE  SCANNING 

ELECTRON  MICROSCOPE.    (E.)    Demling,  L.  (Munic.  Hosp., 


Karlsruhe,  Germany),  V.  Becker  and  M.  Classen.   Digestion 
2(l):51-60,  1969. 

Biopsy  specimens  of  human  jejunal  mucosa  were  examined 
with  the  Stereoscan  technique  for  the  first  time.    With  this 
method  it  was  possible,  also  for  the  first  time,  to  represent 
the  three-dimensional  structure  of  the  mucosa  surface  at  mag- 
nifications of  up  to  x  10,000.    In  addition  to  constriction 
furrows  manifested  by  the  villi,  a  striking  feature  was  the  fact 
that  the  surface  of  the  individual  cells  projects  hemispherically, 
with  the  result  that  an  increase  in  the  absorption  surface  of  at 
least  25%  is  achieved.    Moreover,  a  fine  nodulation  was  detectedi 
which  we  suppose  to  correspond  to  the  microvilli.    Variations 
in  the  fine  structure  of  the  cell  surface  between  a  normal  mu- 
cosa and  one  showing  slight  changes  in  light  microscopic  exami- 
nation, could  not  be  determined. 

2152  SMALL  BOWEL  PERFORATION  FROM  SOLI- 
TARY METASTASIS  OF  CLINICALLY  UNDE- 
TECTED PULMONARY  GIANT  CELL  CARCINOMA.    [CASE 
REPORT]    (E.)    Wellman,  K.  F.  (Kingsbrook  Jewish  Med.  Ctr., 
Brooklyn,  N.  Y.),  Y.  Chafiian  and  E.  Edelman.   Amer  J 
Gastroent  5 1(2):  145-150,  1969. 

2153  REACTIVITY  OF  THE  NERVOUS  APPARATUS 
OF  AN  INTESTINAL  TRANSPLANT.    (Rus.) 

Stovichek,  G.  V.  (Yaroslavl  Med.  Inst.,  USSR)  and  V.  M. 
Nikulin.  Arkh  Anat  56(l):57-63,  1969. 

2154  PROBLEMS  OF  SUBTOTAL  RESECTION  OF 
THE  SMALL  INTESTINE.    (Ger.)    Overbeck,  W. 

(Surg.  CUn.,  U.  Freiburg/ Breisgau,  Germany),  K.  Beck,  M. 
Helms  and  W.  HaUauer.   Bull  Soc  Int  Chir  27(5):373-378,  1968. 

2155  DUODENAL  DUPLICATION  IN  A  NEWBORN: 
A  19-YEAR  FOLLOW-UP.    (Fr.)    Salmon,  M. 

Mem  Acad  Chir  (Paris)  94(29):860-867,  1968. 

2156  A  CASE  OF  TRAUMATIC  INTUSSUSCEPTION 
OF  THE  JEJUNUM.    (Gr.)    Kremmydas,  V.,  G. 

Mikhalitsianos  and  P.  Arvanitis.  Acta  Chir  Hellen  95(5):700-702^ 
1968.  I 

2157  DIVERTICULOSIS  AND  DIVERTICULITIS  OF 
THE  SMALL  INTESTINE.    (Gr.)    Maniatis,  N. 

(Surg.  Clin.,  U.  Giessen,  Germany)  and  N.  Papastavros.   Galenas 
10(7/8):396-399,  1968. 

2158  MULTIPLE  INTUSSUSCEPTION  OF  THE  UPPER 
JEJUNUM  ASSOCIATED  WITH  STATUS  EPILEP- 

TICUS:    REPORT  OF  A  CASE.    (E.)    Valtonen,  E.  J.  (Dept. 
Anat.,  U.  Helsinki,  Finland).  Ann  Med  Intern  Fenn  57(3):135- 
137,  1968. 

2159  LATERAL  DUODENAL  DEFECTS.    (E.j    Camp, 
T.  F.  Jr.  (USAF  Sch.  Aerospace  Med.,  Brooks  Air 

Force  Base,  Texas),  D.  B.  Skinner  and  J.  M.  Connolly.  Amer 
J  Surg  115(3):291-294,  1968. 

2160  THE  SYMPTOMATOLOGY,  DIAGNOSIS  AND 
MANAGEMENT  OF  TUMOURS  OF  THE  SMALL 

INTESTINE.    (E.)    Brookes,  V.  S.    Current  Med  Drugs  8(10): 
11-22,  1968. 
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2161  SURGICAL  ASPECTS  OF  ENTERITIS  NECROTI- 
CANS IN  THE  HIGHLANDS  OF  NEW  GUINEA. 

(E.)    Smith,  F.  (Goroka  Base  Hosp.,  Eastern  Highlands,  New 
Guinea).  Aust  New  Zeal  J  Surg  38(3):  199-205,  1969. 

2162  TUMOURS  OF  THE  SMALL  BOWEL.    (E.) 

Macbeth,  W.  A.  A.  G.  (U.  Otago  Med.  Sch.,  Dunedin 
New  Zealand)  and  J.  F.  Gwynne.  Aust  New  Zeal  J  Surg  38(3): 
206-215,  1969. 
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AN  UNUSUAL  CASE  OF  INTESTINAL  OB- 
STRUCTION.   (E.)    MacMillan,  D.  (Queen  Maiy's 
Sidcup,  England).   Brit  J  Clin  Pract  23(1): 33,  1969. 


2164 


ACUTE  OBSTRUCTION  OF  THE  ILEUM  DUE 
TO  NECROTIC  INFLAMMATION  OF  A 

MECKEL'S  DIVERTICULUM.    (Gr.)    Papageorgiou,  A. 

("PenteU"  I.  K.  A.  Hosp.,  Greece),  N.  Khatzopoulos  and  S. 

Liaropoulos.  Acta  Chir  Hellen  95(4):569-573,  1968. 

2165  EXPERIMENTAL  STUDIES  IN  INTESTINAL 
ALLOGRAFTS.    (E.)    State,  D.  (Albert  Einstein 

CoU.  Med.,  Bronx,  N.  Y.).   Surg  Clin  N  Amer  49(3):547-552, 
1969. 

2166  DYNAMIC  OCCLUSION  DURING  THE  LONG 
COURSE  OF  APPARENTLY  ISOLATED  IN- 
TESTINAL SCLEROSIS:    ITS  RELATION  TO  SCLERODERMA. 
[CASE  REPORT]    (Fr.j    Lagache,  G.  (Munic.  Hosp.,  Lille, 
France),  A.  Dupont,  B.  Combemale,  C.  L'Hermine,  M. 
Vankemmel  and  C.  Proye.  Mem  Acad  Chir  (Paris)  95(1/2/3): 
69-77,  1969. 

2167  A  CASE  REPORT  OF  PNEUMATOSIS  CYS- 
TOIDES  INTESTINALIS.    (Jap.)    Konaka,  K. 

(Miyakonojo  Natl.  Hosp.,  Japan),  T.  Matsuoka  and  T.  Kai.  Iryo 
22(11):1338-1341,  1968. 

2168  SURGERY  IN  CONGENITAL  JEJUNAL  STENO- 
SIS.   (Jap.)    Ikejiri,  T.  (Fukuoka-Chuo  Natl.  Hosp., 

Japan),  T.  Nomiyama,  K.  Yamaguchi,  M.  Yamashita  and  E. 
Tasaka.  Iryo  22(11):1333-1337,  1968. 

2169  SURGICAL  TREATMENT  OF  EXTERNAL  DUO- 
DENAL FISTULA.    (Rus.j    Betaneh,  A.  M. 

(Tiflis  State  Inst.  Postgrad.  Med.,  USSR),  B.  T.  MamrikishvUi 
and  D.  L.  Gedenidze.   Khirurgiia  (Moskva)  45(1):  116-1 17,  1969. 

2170  A  RECURRENCE  OF  ADHESIVE  INTESTINAL 
OBSTRUCTION  AFTER  NOBLE'S  OPERATION. 

(Rus.)    Chulanov,  B.  I.  (Irkutsk  Med.  Inst.,  USSR).   Khirurgiia 
(Moskva)  45(1):  117-1 18,  1969. 

2171  NON-SPECIFIC  ULCERS  OF  THE  SMALL  IN- 
TESTINE.   (Rus.)    Polyak,  R.  I.  (Kuban  Med. 

Inst.,  USSR)  and  A.  A.  Fisher.   Khirurgiia  (Moskva)  45(1):  130- 
134,  1969. 

2172  SURGICAL  TREATMENT  OF  MECKEL'S  DIVER- 
TICULUM.   (Rus.)    Savchuk,  B.  D.  (N.  I.  Pirogov 


Med.  Inst.  #2,  Moscow,  USSR),  V.  D.  Ryndin  and  A.  Zh. 
Miranda.    Khirurgiia  (Moskva)  45(l):71-78,  1969. 

2173  ACUTE  ULCERO-NECROTIC  ILEITIS.    (For.) 
Levy,  S.  (Fed.  U.  Rio  de  Janeiro,  Brazil).   Folha 

Med  58(1):9-19,  1969. 

2174  ACUTE  FREE  PERFORATION  OF  THE  SMALL 
INTESTINE.    (Dan.)    Jorring,  K.  (Cent.  Hosp., 

Thisted,  Denmark).    Ugeskr  Laeg  131(4):149-150,  1969. 

2175  PROCEDURE  AND  APPARATUS  FOR  JEJUNOS- 
TOMY.    (Fr.)    Potrusil,  B.  (Fac.  Med.,  Purkyne 

U.,  Brno,  Czechoslovakia)  and  J.  Uhlir.   Presse  Med  77(19):724, 
1969. 

2176  DUODENAL  STENOSIS  OF  NEOPLASTIC  ORI- 
GIN.   (It.)    Degli  Esposti,  M.  (Ca'  Granda  Greater 

Hosp.,  Milan,  Italy),  U.  Dossena,  G.  Conconi  and  V.  Soresi. 
Minerva  Med  59(104):5969-5990,  1968. 

2177  DUODENOCOLIC  FISTULA.    (Pol.)    Golab,  W. 
(Acad.  Med.,  Warsaw,  Poland).   Pol  Tyg  Lek 

23(48):1858-1860,  1968. 


2178 


DUODENAL  0BSTRUCTIOi>  ^         TO  TUBER- 
CULOUS LYMPHADENITIS.    A  STUDY  OF 

FOUR  CASES.    (E.)    Chawla,  S.  (Lady  Hardinge  Med.  CoU. 

Hosp.,  New  Delhi,  India)  and  K.  Bery.   Clin  Radiol  20(1):99- 

102.  1969. 

2179  THE  BLIND-LOOP  SYNDROME  DUE  TO  SIDE- 
TO-SIDE  INTESTINAL  ANASTOMOSES:    CLINI- 
CAL AND  SURGICAL  FINDINGS.    [CASE  REPORT]     (It.) 
Andrei  L.  D.,  A.  (Inst.  Spec.  Surg.  Path.,  U.  Genoa,  Italy),  G. 
Accarpio  and  P.  Alitta.   Rass  Arch  Chir  6(6):36 1-373,  1968. 

2180  PEUTZ-JEGHERS  SYNDROME.    (Rus.) 
Zhetimkarimov,  D.  S.  (Semipalatinsk  Med.  Inst., 

USSR).   A:/mMec?  49(11):  128-129,  1968. 

2181  MECKEL'S  DIVERTICULUM  AND  AN  ACUTE 
ABDOMEN.    (Sp.)    Barreiro  Alvarez,  F.  (La  Paz 

Soc.  Secur.,  Madrid,  Spain),  A.  Mateo  Martinez  and  A.  Sueiro 
Benito.   Rev  Esp  Enferm  Apar  Dig  28(3):309-328,  1969. 

2182  INTESTINAL  OBSTRUCTION  IN  PATIENTS 
AFTER  GASTRECTOMY.    (Dan.)    Hamann,  G.  O. 

Ugeskr  Laeg  131(11):468^69,  1969. 

2183  THE  FUNCTION  OF  THE  SMALL  INTESTINE 
SEGMENT  AT  REMOTE  PERIODS  AFTER 

GASTROJEJUNODUODENOPLASTY.    (Rus.)    Markin,  S.  P. 
(S.  P.  Botkin  Clin.  Hosp.,  Moscow,  USSR).   Khirurgiia  (Moskva) 
44(12):44-49,  1968. 

2184  AN  EXPERIMENTAL  STUDY  OF  CICATRIZA- 
TION OF  THE  SMALL  INTESTINE  IN  THE  RAT 

AFTER  ABDOMINAL  RADIATION.    (Fr.)    Brunet,  M.  (Chair 
Exper.  Surg.,  Rene  Huguenin  Cent.,  Paris,  France),  J.  Leducq 
and  J.  C.  Guillen.   J  Chir  (Paris)  96(6):563-572,  1968. 
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2185  THE  LATE  RESULTS  OF  GASTRECTOMY 
FOR  PEPTIC  ULCER.    (Jap.)    Aneha,  Y. 

(Sendai  Natl.  Hosp.,  Miyagi,  Japan)  and  H.  Naganuma.   Iryo 
22(11):1234-1240,  1968. 

The  late  results  of  gastrectomy  for  gastric  (415  cases)  or  duo- 
denal (167  cases)  ulcers  were  studied  in  582  patients  operated 
on  3-10  yr  before.    The  operative  mortality  was  1.5%  (9  cases), 
of  which  7  had  undergone  emergency  operations  for  perfora- 
tion or  hemorrhage.    Various  postoperative  complaints,  such 
as  pain  or  epigastric  fullness,  constipation  and  heartburn,  were 
present  in  27%.    By  subjective  analysis,  the  results  of  gastrec- 
tomy were  considered  excellent  in  86%,  fair  in  12%  and  not 
improved  in  2%.    The  unimproved  cases  had  had  mUd  degrees 
of  ulceration  or  erosion  preoperatively,  while  the  excellent  re- 
sults were  all  in  cases  who  had  severe  degrees  of  ulceration. 
It  was  noted  that  after  the  Billroth  II  procedure,  adhesions  of 
the  efferent  jejunal  loop  were  closely  correlated  with  the  vari- 
ous postoperative  complaints.    A  few  cases  showed  anemia,  hy- 
poproteinemia,  or  Uver  dysfunction.    It  is  concluded  that  gas- 
trectomy is  of  proven  value  in  the  treatment  of  peptic  ulcer 
disease. 

2186  ACUTE  PERITONITIS  CAUSED  BY  PERFORA- 
TION OF  A  PEPTIC  ULCER.    (Fr.)    Vayre,  P. 

(Vaugirard  Hosp.,  Paris,  France).    Rev  Prat  19(4):439-450,  1969. 

Generalized  peritonitis  developed  in  90  and  circumscribed 
peritonitis  in  10  of  100  patients  with  perforated  peptic  ulcers 
(90  men  and  10  women).    Only  15  of  these  patients  did  not 
have  a  previous  history  of  peptic  ulcer  disease.    Duodenal  ulcers 
were  present  in  79  cases  and  stomach  ulcers  in  21.    Radiological 
signs  of  pneumoperitoneum  were  seen  in  90  of  these  100  pa- 
tients.   Only  2  patients  were  treated  medically.    Surgery  was 
performed  on  the  others  2-10  hr  after  aspiration  of  the  stomach 
contents  and  resuscitation.    Retrospectively,  10%  of  these  pa- 
tients did  not  require  surgery  since  only  small  amounts  of  sub- 
hepatic effusion  were  seen  and  the  perforation  was  almost 
closed  by  the  liver  or  omentum.   The  perforation  was  sutured 
and  the  peritoneum  drained  in  83  cases.    Two  elderly  patients 
whose  sutures  broke  died.    Three-yr  follow-ups  on  42  of  these 
patients  showed  excellent  results  in  15  cases  33.7%)  and  per- 
sistence of  the  ulcer  in  27  (64.3%).    Repeat  operations  were 
performed  on  25  patients  (11  vagotomies  and  14  gastrectomies). 
Seven  emergency  gastrectomies  were  performed  with  no  fatalities 
on  patients  with  perforations  too  large  to  close  with  sutures  and 
long  histories  of  ulcers.    Vagotomies  were  successfully  combined 
with  suturing  of  duodenal  perforations  and  isoperistaltic  gastro- 
enterostomies in  2  cases  and  with  Judd's  pyloroplasty  in  6. 
Only  1  patient  in  the  last  group  developed  dumping  syndrome. 

2187  LESIONS  OF  THE  DIGESTIVE  TRACT  OF 

THE  PIG  CAUSED  BY  RESTRICTION  OF  MOVE- 
MENT. (Fr.)  Labia,  M.  C.  Arch  Franc  Mai  Appar  Dig  58(1/2): 
71-74,  1969. 

Ulcers  of  the  gastric  fundus  were  produced  in  32  of  39  piglets 
which  were  immobilized  for  24  hr  in  a  jacket  and  suspended  so 
that  their  legs  were  free  to  move  but  could  not  touch  the 
ground.    Histological  examination  of  these  lesions  showed 
plethora  and,  in  some  cases,  hemorrhagic  infarcts.    Lesions  were 
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limited  to  mucosa  in  which  necrotic  changes  were  developing 
Coagulation  necrosis  was  seen  in  cells  of  the  neck  of  the  gas- 
tric glands  proper,  but  there  were  no  signs  of  inflammation. 
No  changes,  or  only  passive  congestion,  were  found  in  the  in- 
testines.   The  only  liver  change  noted  was  a  decrease  in  material 
stained  by  Schiff's  periodic  acid  reagent  m  the  hepatocytes  due 
to  fasting  and  increased  epinephrine  secretion.    Although  no 
gross  changes  were  found  in  the  adrenals  and  their  weights 
were  within  normal  limits,  the  chromaffin  cells  of  the  medulla 
were  almost  devoid  of  granules.    In  the  pancreas  small  areas 
of  necrosis  were  found  in  cells  of  the  acini  and  islets  of  Lan- 
gerhans.    Results  obtained  by  treating  the  animals  with  tran- 
quilizers support  the  hypothesis  that  these  vascular  and  necrotic 
lesions  are  nervous  in  origin. 


2188  THROMBOELASTOGRAPHIC  STUDIES  IN 

PATIENTS  SUBJECTED  TO  PARTIAL  GAS- 
TRECTOMY FOR  PEPTIC  ULCER  DISEASE.    (Pol.) 
Glowinski,  Z.  (2nd  Cent.  Clin.  Hosp.,  IKP  WAM,  Warsaw, 
Poland)  and  A.  Badowski.   Pol  Tyg  Lek  24(3);91-93,  1969. 

The  thromboelastogram  was  determined  in  60  patients  (50  men 
and  10  women,  30-70  yr  old)  who  had  been  subjected  to  par- 
tial gastrectomy  (30  by  the  method  of  Rydygier  and  30  by  the 
method  of  Hoffmeister-Finsterer)  for  peptic  ulcer  disease  some 
2-9  yr  before.    The  average  values  on  the  thromboelastogram 
were  within  the  normal  range,  with  a  tendency  toward  hypo- 
coagulability  (increases  in  r,  k  and  S  with  decreases  in  ma  and 
mE).    There  was  no  significant  difference  between  the  2  main 
groups,  and  no  correlation  with  age  or  duration  since  partial 
gastrectomy.   Only  7  of  the  60  patients  showed  a  slight  ten- 
dency toward  hypercoagulability.   The  bleeding  time  and  calcium 
and  fibrinogen  levels  were  also  normal  in  both  groups  of  pa- 
tients, but  the  average  prothrombin  time  was  21.8-22.6  seconds 
compared  to  18  seconds  in  controls,  and  the  prothrombin  index 
was  reduced  to  84-88.7%  compared  to  100%  in  controls.    Al- 
though only  5  patients  had  abnormally  low  red  cell  counts,  75% 
had  a  thrombocyte  deficiency  and  serum  iron  levels  were  low 
in  23  cases. 


2189  GASTRIC  ACID  SECRETION  FOLLOWING 

MAXIMAL  HISTAMINE  STIMULATION  IN 
MEN  WITH  DUODENAL  ULCERS.    (Dan.)    Hansen,  J.  B. 
(Odense  Munic.  Hosp.,  Denmark)  and  S.  A.  Pedersen.    Ugeskr 
Laeger  130(40):  1665-1669,  1968. 

Gastric  acid  secretion  was  studied  by  means  of  the  augmented 
histamine  test  in  49  males  (19-78  yr  old)  with  duodenal  ulcers 
confirmed  at  operation.    In  39  patients  (average  age  48.4  yr) 
with  simple  duodenal  ulcers,  the  average  basal  and  maximal 
acid  outputs  were  4.2  and  38.2  mEq/hr,  resp.,  but  the  indivi- 
dual values  showed  considerable  scatter.    There  was  a  significant 
positive  correlation  (r  =  0.55)  between  the  basal  and  maximal 
outputs,  but  the  basal  output  cannot  be  used  to  calculate  the 
maximal  secretory  capacity.    There  was  no  correlation  between 
maximal  acid  output  and  age  (r  =  0.24),  duration  of  iUness, 
height,  weight,  or  body  surface  area.    In  10  patients  (average 
age  61  yr)  with  duodenal  ulcers  compUcated  by  pyloric  stenosis, 
the  average  basal  and  maximal  acid  outputs  were  4.2  and  48.5 
mEq/hr,  resp.,  also  with  considerable  scatter  of  the  indivklual      t 
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ilues.    There  was  no  significant  difference  between  the  two 
•oups  of  patients  in  maximal  acid  output,  but  the  average 
laximal  acidity  was  significantly  higher  in  the  group  with 
implicated  ulcers  (127  mEq  H+/liter  compared  to  104  in  pa- 
ents  with  simple  ulcers).    However,  the  highest  acidity  Te- 
nded in  the  group  with  simple  ulcers  was  higher  than  any  of 
le  values  in  the  patients  with  pyloric  stenosis. 
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OUR  EXPERIENCE  IN  IRAN  WITH  VAGOTOMY 
AND  A  COMPARISON  OF  THE  MORTALITY 
OR  VAGOTOMY  AND  OTHER  OPERATIONS  PERFORMED 
OR  CHRONIC  DUODENAL  ULCERS.    (Fr.)    Boulvin,  R. 
Surg.  Clin.,  U.  Meshed,  Iran).   Acta  Gastroent  Belg  31(12): 
30-836,  1968. 

letween  1955  and  1968,  surgery  was  performed  on  216  pa- 
ients  (187  men  and  29  women)  with  duodenal  ulcers.    About 
10%  had  never  been  treated  before  and  had  severe  forms  with 
omplications.    Perforated  ulcers  were  found  in  '.S  cases,  pene- 
rating  ulcers  with  inflammatory  duodenopancreatic  tumors  in 
.04  cases  (61.9%),  and  pyloroduodenal  stenosis  in  132  of  168 
)atients  on  whom  elective  surgery  was  performed.    Seven  pa- 
ients  had  2  ulcers.    In  the  beginning  Polya  gastrectomies  were 
)erformed  on  19  patients  with  6  deaths  and  Pean  gastrectomies 
)n  8  patients  with  2  deaths.    The  mortality  for  these  gastrec- 
;omies  was  15%.    Beginning  in  1960,  bUateral  vagotomies  were 
jerformed  by  Derom's  procedure  on  102  patients  and  selective 
.vagotomies  by  Griffith's  procedure  in  3  cases.    A  variety  of 
procedures  were  employed  to  keep  the  duodenal  circuit  intact. 
Seven  patients  died  for  a  mortality  of  4.7%.    Only  1  patient 
leveloped  a  recurrent  ulcer  after  vagotomy.    The  most  common 
operative  complications  included  cardiopulmonary  disordss 
(22  cases)  and  gastroplegia  (10  cases). 
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2  duodenal  fistulas  in  2,  mechanical  obstructions  in  3,  para- 
lytic ileus  in  4,  evisceration  in  2,  anuria  in  1,  acute  pancreatitis 
in  1   and  pneumopathies  in  19.   There  were  11  operative  deaths 
for  a  mortality  of  6.2%  compared  with  a  mortality  of  5.7%  for 
gastrectomies  in  which  2/3  of  the  stomach  was  removed.    Four 
deaths  occurred  after  v^otomy  and  antrectomy:    2  caused  by 
peritonitis,  1  by  anuria,  and  1  by  pleuropneumonia.    Six  deaths 
occurred  after- vagotomy  and  pyloroplasty:    2  caused  by  recur- 
rences of  bleeding,  1  by  pleuro pulmonary  complications,  1  by 
exacerbation  of  pre-existent  diabetes,  1  by  delirium  tremens, 
and  1  in  a  patient  with  severe  cranial  trauma  operated  on  for 
a  perforated  Gushing  ulcer.    Hematemesis  had  been  the  indica- 
tion for  surgery  in  5  of  these  6  cases.    One  death  occurred  after 
vagotomy  and  gastroenterostomy  due  to  bleeding  from  an  ul- 
ceration in  the  lesser  curvature  of  the  stomach.    On  the  basis 
of  these  findings,  it  is  recommended  that  vagotomy  be  combined 
with  pyloroplasty  in  well  selected  cases. 


2I9I 


STUDY  OF  SOME  ENZYME  ACTIVITIES, 
SERUM  IRON  LEVELS,  AND  SERUM  PROTEINS 
IN  PATIENTS  WITH  PEPTIC  ULCERS.    (It.)    Romeo,  S.  (Inst. 
Surg.  Symptomatol.,  U.  Catania,  Italy),  S.  Libra  and  G. 
Gruttadauria.   Fegato  14(3):405-411,  1968. 
Studies  were  run  on  30  patients  (23  males  and  7  females,  aged 
21-67  yr)  who  had  histories  of  peptic  ulcers  dating  back  1-14  yr. 
Stomach  ulcers  were  present  in  10  cases  and  duodenal  ulcers 
in  20.    Serum  iron  levels  were  within  normal  limits  in  all  cases. 
SCOT  and  SGPT  activities  were  elevated  in  8  cases  and  lactate 
dehydrogenase  activities  ia  9.   Total  serum.protein  values  were 
normal  in  16  cases,  reduced  in  11,  and  elevated  in  3.    Albumins 
were  reduced  and  globulins,  particularly  a2-globulins,  were  in- 
creased in  8  cases. 

2192  EARLY  POSTOPERATIVE  MORBIDITY  AND 

MORTALITY  AFTER  SUBDIAPHRAGMATIC 
VAGOTOMY  FOR  ULCERS  OF  THE  DUODENAL  BULB. 

(Fr.)    Lagache,  G.  (Munic.  Hosp.,  Lille,  France),  B.  Combemale 
and  C.  Proye.  Acta  Gastroent  Belg  31(12):845-850,  1968. 

Of  892  patients  undergoing  surgery  for  ulcers  of  the  duodenal 
bulb,  175  had  subdiaphragmatic  vagotomies.    In  79  cases  vagot- 
omy was  combined  with  antrectomy,  in  67  cases  with  pyloro- 
plasty, and  in  29  cases  with  gastroenterostomy.    Indications 
for  surgery  were  uncomplicated  ulcers  in  118  cases,  hemateme- 
sis in  17,  perforations  in  8,  and  stenosis  in  32.   Operative 
complications  included  hematemesis  in  5  cases,  peritonitis  in 


2193  OUR  EXPERIENCE  WITH  VAGOTOMY  FOR 

DUODENAL  ULCERS.    (Fr.)    Rovati,  V.  (Qin. 
Gen.  Surg.,  U.  Milan,  Italy),  A.  Bastagli  and  S.  B.  Doldi.   Acta 
Gastroent  Belg  31(12):837-842,  1968. 
Vagotomies  were  performed  on  200  patients,  most  of  whom 
were  young.    These  patients  were  selected  because  they  had 
short  histories  of  duodenal  ulcers  but  had  repeatedly  failed  to 
respond  to  conservative  treatment.    Most  had  ulcers  on  the 
anterior  wall  of  the  duodenum  with  little  inflammation  of  ad- 
jacent viscera.    Gastric  tonus  was  normal  or  increased,  and  any 
stomach  disorders  were  reversible  in  nature.    These  patients  had 
basal  and  vagal  hyperacidity  and  hormonal  normochlorhydria. 
Selective  vagotomies  were  performed  in  40  cases  and  truncal 
vagotomies  in  160.    Vagotomy  was  combined  with  Weinberg's 
procedure  for  pyloroplasty  in  165  cases,  with  Finney's  proce- 
dure for  pyloroplasty  in  29,  and  with  gastroenteroanastomosis 
in  6.    There  were  no  operative  deaths,  and  none  of  the  patients 
developed  diaphragmatic  hernias,  dysphagia  and  cardiospasm, 
or  gastroplegia  as  a  result  of  surgery.    The  stomach  contents 
were  aspirated  intermittently  for  4-5  days  after  surgery.    A 
maximum  of  10%  of  these  patients  had  diarrhea  for  a  short  time 
after  surgery.    This  is  attributed  to  insufficiency  of  exocrine 
pancreatic  secretion  which  was  treated  by  administration  of 
pancreatic  extracts. 

2194  THE  POSTOPERATIVE  MORTALITY  AND 

MORBIDITY  FOR  SUBDIAPHRAGMATIC 
VAGOTOMY  FOR  UNCOMPLICATED  DUODENAL  ULCERS. 
COMPARISON  WITH  GASTRIC  RESECTION.    (Fr.)    HoUender, 
L.  F.  (Med.  Fac,  U.  Strasbourg,  France),  G.  Sava  and  A.  G. 
Weiss.   Acta  Gastroent  Belg  31(12):811-829,  1968. 
There  was  only  1  operative  death  (0.29%)  in  340  vagotomies 
performed  in  an  11  yr  period  compared  with  a  3.3%  mortality 
for  gastrectomies.    Vagotomy  was  combined  with  gastroenteros- 
tomy in  188  cases,  with  pyloroplasty  in  74  cases,  and  with 
antropylorectomy  in  78  cases.    Minor  operative  complications 
after  vagotomies  included  3  recurrences  of  bleeding,  delay  in 
the  evacuation  of  gas  in  several  cases,  dysphagia  and  cardio- 
spasm in  19  cases  (5.5%),  hiccoughs  in  8  cases  (2.3%),  dyspepsia 
in  69  cases  (20.2%),  inflammation  and  edema  of  the  anastomo- 
sis in  4  cases  (1.2%),  dumping  syndrome  in  7  cases  (2.1%),  mild 
to  severe  diarrhea  in  62  cases,  and  duodenal  fistulas  in  2  cases 
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(0.58%).   Dyspepsia  and  mild  and  moderate  diarrhea  occurred 
most  often  when  vagotomy  was  combined  with  gastroenteros- 
tomy.   Severe  complications  included  very  severe  diarrhea  in 
1  case.    No  patients  developed  gastroplegia  or  intestinal  ob- 
structions. 

2195  WORK  AND  GASTRODUODENAL  ULCERS: 
THE  INQDENCE  AND  COURSE  OF  PEPTIC 

ULCER  DISEASE  IN  VARIOUS  OCCUPATIONS,  AND  THE 
POSSIBILITIES  OF  ULCER  PREVENTION.    (Hun.)    CheU,  R. 
(Inst.  Med.  Path.,  U.  Genoa,  Italy)  and  G.  Canciani.   Magy 
Belorv  Arch  21(5):273-279,  1968. 

A  review  of  the  medical  records  of  200,559  employees  of  vari- 
ous types  in  Genoa  in  1965  revealed  19,093  cases  of  digestive 
tract  disease  and,  among  these,  1801  cases  of  peptic  ulcer  (432 
gastric  and  1369  duodenal).    Stomach  ulcers  showed  a  peak  in- 
cidence age  of  31-60  yr  in  men  and  21-30  yr  in  women,  with 
an  increased  incidence  in  the  winter  months,  while  duodenal 
ulcers  showed  a  peak  incidence  age  of  21-60  yr  in  men  and  21- 
30  yr  in  women,  with  2  seasonal  peaks  (one  in  the  spring  and 
one  in  the  fall).    An  analysis  of  the  incidence  of  peptic  ulcer 
disease  by  sex  and  by  6  major  occupational  groupings  revealed 
a  stomach  ulcer  incidence,  in  men,  of  0.34%,  0.04%,  0.15%, 
0.08%,  0%  and  0.77%  among  industrial  workers,  other  factory 
employees,  and  persons  engaged  in  commerce,  finance,  agricul- 
ture and  housework,  resp.;  the  comparable  percentages  for 
women  were  0.07,  0.02,  0.04,  0,  0  and  0.02.    For  duodenal 
ulcer,  the  incidences  in  the  same  occupational  groups  were 
1.09%,  0.20%,  0.57%,  0.11%,  0.24%  and  0.51%  among  men, 
and  0.16%,  0.01%,  0.06%,  0%,  0%  and  0.03%  among  women. 
Hospitalization  was  required  for  110  cases  of  stomach  ulcer 
(105  men  and  5  women)  and  355  cases  of  duodenal  ulcer  (341 
men  and  14  women).   The  average  duration  of  hospitalization 
varied  from  13  to  62  days  in  the  various  occupational  groups, 
and  somewhat  over  half  of  all  hospitalized  cases  had  to  be 
treated  surgically.    Some  conclusions  are  drawn  from  these 
incidence  rates  with  regard  to  the  etiology  and  possible  prophy- 
laxis of  peptic  ulcer  disease. 

2196  BLOOD  GROUPS  IN  SOME  DISEASES  OF  THE 
DIGESTIVE  TRACT,  ATHEROSCLEROSIS, 

AND  RHEUMATIC  FEVER.   (Pol.)    Machalski,  M.  (1st  Qin. 
Int.  Dis.,  Silesian  Acad.  Med.,  Katowice,  Poland),  Z.  Kalina  and 
J.  Wodniewski.   Pol  Arch  Med  Wewnet  40(5):613-619,  1968. 

The  distribution  of  the  ABO  blood  groups  and  the  Rh  Factor 
was  compared  in  837  patients  with  gastroduodenal  ulcers,  190 
with  stomach  cancer,  526  with  cholelithiasis,  94  with  Addison- 
Biermer  anemia,  251  with  atherosclerosis,  239  with  rheumatic 
fever,  3606  with  other  diseases,  and  11,000  healthy  controls 
from  the  city  of  Wroclaw,  Poland  (data  taken  from  Dubiski 
et  ai,  1953).    The  percentages  with  blood  types  O,  A,  B  and 
AB  among  the  3606  randomly  selected  control  patients  were 
33.7,  40.5,  17.7  and  8.1%,  resp.,  which  was  essentially  the 
same  as  reported  by  Dubiski  for  healthy  residents  of  Wroclaw. 
There  were  no  significant  differences  between  any  of  these 
groups  with  regard  to  the  Rh  factor,  and  the  blood  group  dis- 
tribution in  patients  with  atherosclerosis,  rheumatic  fever  and 
gastric  ulcers  was  essentially  the  same  as  in  controls  (statistically 
insignificant  decrease  in  blood  group  0  and  increase  in  blood 
group  A,  to  29.9%  and  44.3%,  resp.,  in  patients  with  gastric 
ulcer).    Patients  with  duodenal  ulcers,  in  contrast,  were  43% 


blood  group  0  and  33.8%  group  A,  while  those  with  stomach 
cancer  were  only  25.5%  blood  group  0  and  49.3%  group  A. 
Among  patients  with  cholelithiasis,  blood  group  0  was  signifi- 
cantly less  common  (28.4%)  and  group  B  was  more  common 
(21.4%)  than  among  controls. 

2197  A  DISCUSSION  OF  THE  IMMEDIATE  AND 
LONG-TERM  RESULTS  OF  VAGOTOMY. 

(Fr.)    Arianoff,  A.  A.  (St.  Elisabeth  Clin.,  Brussels,  Belgium), 
G.  Vielle  and  P.  van  Reepinghen.  Acta  Gastroent  Belg  31(12): 
851-857,  1968. 

Analysis  of  the  short-  and  long-term  results  of  208  abdominal 
and  19  thoracic  truncal  vagotomies  carried  out  for  ulcers  over 
a  9-yr  period  in  195  men  and  32  women  (mostly  30-59  yr 
old)  revealed  a  postoperative  morbidity  of  11%  and  a  mortality 
of  0.5%  (death  in  1  case  due  to  irreversible  gastroplegia  follow- 
ing vagotomy  and  gastroenterostomy  for  stenotic  pyloric  ulcer). 
In  5  cases,  the  patient  was  simultaneously  treated  for  cholelithi- 
asis.  The  drainage  procedure  was  antrectomy  in  19  cases,  gas- 
troenterostomy in  65,  simple  pyloroplasty  (Heineke-Mikulicz) 
in  70.  and  pyloroplasty  plus  ulcer  excision  (procedure  of  Judd- 
Lagrot)  in  54,  including  32  simple  ulcers,  18  perforated  ulcers 
and  4  bleeding  ulcers.    Postoperative  complications  included 
4  involving  the  respiratory  tract,  3  cardiovascular  accidents,  1 
case  of  surgical  trauma  to  the  spleen,  6  cases  of  persistent 
vomiting,  8  of  diarrhea,  and  one  with  stenosis  of  the  antrectomy 
anastomosis.    Among  200  patients  followed  for  at  least  1  yr 
(including  183  treated  by  abdominal  and  17  treated  by  thoracic 
vagotomy),  results  were  very  good  in  15  of  17  receiving  antrec- 
tomy, 51  of  61  receiving  gastroenterostomy,  53  of  58  receiving 
simple  pyloroplasty,  and  48  of  48  receiving  Judd-Lagrot  py- 
loroplasty.   The  latter  procedure  is  concluded  to  be  the  pre- 
ferred technique,  even  in  cases  of  perforation  or  bleeding. 
Subsequent  surgery  for  cholelithiasis  was  required  in  only  4 
of  207  cases  after  2-7  yr.    It  is  felt  that  vagotomy  results  in 
immediate  atony  of  the  sphincter  of  Oddi,  but  that  this  does 
not  impair  later  normal  gallbladder  function  or  facilitate  the 
formation  of  gallstones. 

2198  PERSONAL  EXPERIENCE  WITH  VAGOTOMY 
AND  PYLOROPLASTY  IN  THE  TREATMENT 

OF  PERFORATED  DUODENAL  ULCERS.    (Fr.)    Stoppa,  R. 
(U.  Hosp.  Ctr.,  Amiens,  France),  M.  Quintyn,  H.  Abourachid, 
X.  Henry  and  C.  Duclaye.   Acta  Gastroent  Belg  31(12):861- 
866,  1968. 

Vagotomy  and  pyloroplasty  was  used  in  the  treatment  of  42 
cases  (mostly  in  patients  between  the  ages  of  25  and  50)  of 
perforated  duodenal  ulcer,  2  of  which  were  recurrences  develop- 
ing 3  yr  after  an  initial  episode.    Seventeen  of  these  cases  were 
operated  on  the  day  of  admission,  on  an  emergency  basis, 
while  8  were  operated  on  the  2nd  day  and  17  others  were 
operated  on  4-12  days  after  admission.   Due  to  factors  such 
as  obesity  (4  cases),  diabetes  (2  cases),  hepatomegaly  (5  cases), 
cirrhosis  (4  cases)  and  tuberculosis  (1  case),  7  of  these  patients 
were  considered  to  be  poor  surgical  risks.    Nevertheless,  there 
were  no  deaths.    There  was  also  no  visceroplegia,  normal  transit 
being  reestablished  in  3-5  days;  the  only  complications  were 
1  abscess  of  the  Douglas  space  and  3  cases  of  parietal  infection. 
The  average  duration  of  hospitalization  was  14  days  (range  11- 
23  days).    Among  18  cases  reexamined  after  a  follow-up  of 
more  than  18  months,  20  had  very  good  or  good  results  and 
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4  had  satisfactory  results.   There  were  no  signs  of  recurrence, 
md  the  gastric  acidity  did  not  respond  to  insulin  stimulation. 
The  theoretical  basis  for  this  type  of  peptic  ulcer  treatment  is 
outlined,  along  with  its  advantages  over  simple  suture,  and  the 
technique  of  vagotomy  is  described  in  some  detail. 


Peptic  Ulcers 

AND  CLINICAL  PICTURE.    (Fr.)    Tournut,  M.  J.  (Dept.  Med. 
Path.,  Natl.  Veterinary  Sch.,  Toulouse,  France).   Arch  Franc 
Mai  Appar  Dig  58(l/2):61-70,  1969. 


2199 


VAGOTOMY  IN  THE  EMERGENCY  TREAT- 
MENT OF  PERFORATED  OR  BLEEDING  DUO- 
DENAL ULCERS.    (Fr.)    Carlon,  C.  A.  (Munic.  Hosp.,  Padua, 
Italy),  G.  GiuUani,  B.  Coan  and  R.  Fogar.   Acta  Gastroent  Belg 
31(12'):867-872,  1968. 

Subdiaphragmatic  truncal  vagotomy,  combined  with  the  usual 
drainage  procedures  (pyloroplasty,  antrectomy,  and  gastroenter- 
ostomy, in  decreasing  order  of  frequency),  was  used  in  the 
treatment  of  25  patients  with  perforated  and  41  patients  with 
bleeding  duodenal  ulcers  during  a  4-yr  period.    The  results  are 
compared  with  those  in  8  patients  with  perforated  ulcers  treated 
by  continuous  aspiration,  61  treated  by  simple  suture,  and  21 
(9  with  perforation  and  12  bleeding)  treated  by  classic  resection. 
Aspiration  is  not  to  be  recommended  as  a  treatment  for  per- 
forated ulcer,  and  the  results  of  vagotomy  were  better  than 
those  of  either  suture  or  resection,  particularly  in  younger  pa- 
tients.  There  was  no  mortality,  and  postoperative  complica- 
tions (gastroplegia  and  diarrhea  in  about  a  third  of  all  cases) 
were  transitory.   There  were  only  3  cases  of  recurrent  bleeding, 
after  intervals  of  from  5  months  to  2  yr,  and  one  of  these  was 
ascribed  to  an  incomplete  vagotomy.    For  cases  of  less  severe 
bleeding,  however,  treatment  with  cooling  solutions,  blood 
transfusions,  coagulants  and  bedrest  is  still  often  effective. 


2200  EFFECT  OF  DIVERSION  OF  BILE  AND 
PANCREATIC  JUICE  ON  PENTAGASTRIN- 

PRODUCED  DUODENAL  ULCERS  IN  CATS.    (E.)    Konturek, 
S.  J.  (Dept.  Med.,  Med.  Sch.,  Krakow,  Poland)  and  J.  Dubiel. 
Scand  J  Gastroent  4(l):59-64,  1969. 

Gastric  fistulas  were  produced  in  49  conscious  cats  fitted  with 
Thomas  type  small  cannulas  in  order  to  study  the  ulcerogenic 
effects  of  pentagastrin.    In  12  of  the  cats,  the  duodenal  seg- 
ment containing  the  entrance  of  the  pancreatic  and  common 
bile  ducts  was  transplanted  to  the  jejunum  about  15  cm  below 
the  ligament  of  Treitz.    Pentagastrin  (16  jL(g/kg/hr  i.v.)  caused 
submaximal  gastric  response  from  the  gastric  fistulas,  and  pro- 
duced acute  duodenal  ulcers  after  a  period  of  24-36  hr.    In- 
creasing the  dose  of  the  stimulant  in  the  same  limits  of  infusion 
time  did  not  augment  the  ulcerogenic  action  of  pentagastrin, 
whereas  the  rate  of  appearance  and  the  magnitude  of  the  ulcer 
area  increased  with  the  duration  of  the  stimulant  infusioa   Di- 
version of  bile  and  pancreatic  juice  to  the  jejunum  did  not 
change  basal  acid  output  or  the  dose  response  curve  to  penta- 
gastrin, but  facilitated  the  ulcer  formation. 

2201  SURGICAL  TREATMENT  OF  UNCOMPLICATED 
DUODENAL  ULCERS.    (Fr.)    MouUe,  P.   Presse 

Med  77(9):317-320,  1969. 

2202  CLINICAL  CHARACTERISTICS  OF  PEPTIC 
ULCERS.    (Sp.)    Meeroff,  M.  (Prof.  Dr.  G.  A. 

Alfaro  Polyclin.,  Buenos  Aires,  Argentina)  and  J.  C.  Meeroff. 
Medicina  (Mex)  49(1052):43-52,  1969. 

2203  GASTRIC  ULCERS  IN  DOMESTIC  ANIMALS: 
CONDITIONS  UNDER  WHICH  THEY  APPEAR 


2204  PHYSIOPATHOLOGICAL  ASPECTS  OF  ULCERS 
IN  DOMESTIC  ANIMALS.    (Fr.)    Le  Bars,  M.  H. 

(Dept.  Physiol.,  Natl.  Veterinary  Sch.,  Alfort,  France).   Arch 
France  Mai  Appar  Dig  58(l/2):51-60,  1969. 

2205  APPLICATIONS  OF  THE  SPASMOLYTIC  AND 
ANALGESIC  AGENCY  BORT®,  PARTICULARLY 

IN  PEPTIC  ULCERS.    (Ger.)    Haake,  J.  (St.  Joseph  Hosp., 
Bochum,  Germany).  Med  Msc/zr  22(10):467-468,  1968. 

2206  CAUSAL  RELATIONS  IN  THE  GENESIS  OF 
ULCERS.    (Ger.)    von  Zedtwitz,  J.  (CUn.  Rheum. 

Dis.,  Leukerbad,  Switzerland).    Ther  Umschau  26(1): 37-39,  1969. 

2207  OCCUPATIONAL  ASPECTS  OF  PEPTIC  ULCERS. 

(Dut.)    Ensing,  H.  (Netherlands  Railway  System, 
Hengelo).    T  Soc  Geneesk  47(6):178-186,  1969. 

2208  DUODENAL  FISTULAS  AFTER  GASTRECTOMY 
FOR  ULCERS.    (Fr.)    Grimoud,  M.  (Purpan  Hosp., 

Toulouse,  France),  J.  Escat,  R.  Saury,  J.  Gaillard  and  J.  L.  Gouzi. 
Rev  Med  Toulouse  4(9):721-731,  1968. 

2209  SURGICAL  TREATMENT  OF  BLEEDING  GAS- 
TRODUODENAL  ULCERS  IN  A  PROVINCIAL 

HOSPITAL.    (Gr.)    Karakantzas,  D.  (Gen.  Hosp.,  Xanthe, 
Greece).  Acta  Chir  Hellen  95(4):476-482,  1968. 


2210  DIETETIC  THERAPY  OF  PEPTIC  ULCER  WITH 
DRIED  PEELED  SWEET  ALMONDS.    (Heb.) 

Kleeberg,  J.  (Rothschild  State  Munic.  Hosp.,  Haifa,  Israel).  Dap 
Refuiim  27(7/8):281-283,  1968. 

2211  THE  ETIOLOGY  OF  PEPTIC  ULCERS.    (Hun.) 
Hamori,  A.  (2nd.  Clin.  Int.  Med.,  U.  Med.  Sci., 

Pecs,  Hungary).  Magy  Belorv  Arch  21(6):281-297,  1968. 

2212  DYSPHAGIA  AFTER  SUB-DIAPHRAGMATIC 
VAGOTOMY.    (Fr.)    Adloff,  M.  (U.  Hosp.  Ctr. 

Strasbourg,  France),  J.J.  Kohler  and  A.  G.  Weiss.    /  Chir 
(Paris)    96(6):537-546,  1968. 

2213  EFFECT  OF  PREDNISOLONE  ON  THE  DEVEL- 
OPMENT OF  CINCHOPHEN  ULCER  IN  THE  DOG. 

(E.)    Hamori,  A.  (U.  Med.  Sci.,  Pecs,  Hungary),  T.  Nemes  and 
T.  Hal.  Acta  Med  Acad  Sci  Hung  25(3/4):315-321,  1968. 

2214  THE  SURGICAL  MANAGEMENT  OF  PEPTIC 
ULCERATION.    (E.)    MUton,  G.  W.  (Dept.  Surg., 

U.  Sydney,  Australia)  and  J.  Read.   Bull  Postgrad  Comm  Med 
U  Sydney  24(10):228-241,  1969. 

2215  SUPERFICIAL  GASTRIC  LESION  AS  A  CAUSE 
OF  MASSIVE  HEMORRHAGE.    (E.)    Nummi, 

P.  (Satakunta  Cent.  Hosp.,  Pori,  Finland),  S.  Nummi  and  L.  W.  F. 
Linden.  Ann  Chir  Gynaec  Fenn  57(5):571-575,  1968. 

2216  RECURRENT  PEPTIC  ULCERATION:    ACROME- 
GALY.   (E.)    Spencer,  J.  (Royal  Postgrad.  Med. 
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Sch.,  London,  England).   Proc  Roy  Soc  Med  62(3):  263-264, 
1969. 

2217  SIGNIFICANCE  OF  THE  TYPE  OF  GASTRIC 

SECRETION  IN  THE  SELECTION  OF  THE 
OPERATION  FOR  PEPTIC  ULCERS.    (Rus.J    Poliak,  R.  I. 
(Stavropol  Med.  Inst.,  USSR)  and  A.  A.  Fisher.    Klin  Khir 
(Kiev)  (10):32-37,  1968. 

22  J  8  PEPTIC  ULCERS  IN  OLDER  PEOPLE.    (Cz.) 

Mann,  M.  (Nove  Mesto  Hosp.,  Czechoslovakia). 
Cesk  Gastroent  Vyz  22(8):513-518,  1968. 

2219  IMMEDIATE  RESULTS  OF  THE  SURGICAL 

TREATMENT  OF  A  PEPTIC  ULCER.    I.    UN- 
COMPLICATED ULCER;  PERFORATION.    (Sp.j    Balibrea 
Cantero,  J.  L.  (Fac.  Med.,  Madrid,  Spain),  J.  De  Palacios 
Carvg.jal  and  G.  F.  Joachim.  Rev  Clin  Esp  lll(3):263-276, 
1968. 


2222  LONG-TERM  RESULTS  OF  OPERATIONS  FOR 
PERFORATED  ULCERS.    (Rus.)    Surin,  V.  M. 

(Hosp.  Mordovian  Republ.,  USSR),  G.  A.  Izmailov,  I.  N.  Piksin 
and  A.  A.  Semochkin.    Khinirgiia  (Moskva)  45(l):28-30,  1969. 

2223  PECULIARITIES  OF  THE  COURSE  AND  RE- 
SULTS OF  SURGICAL  TREATMENT  FOR  PEP- 
TIC ULCERS  IN  THE  EXTREME  NORTHEAST.    (Rus.) 
Chudinov,  V.  S.  (Magadan  Region.  Hosp.,  USSR).   Khinirgiia 
(Moskva)  45(l):47-53,  1969. 

2224  USE  OF  HARBERER-ZAITSEV  RESECTION  OF 
THE  STOMACH.    (Rus.)    Vel'skii,  V.  M.  (Rovenk 

District  Hosp.,  USSR),  E.  M.  Borovyi  and  V.  M.  Bas.    Khinirgii 
(Moskva)  45(l):54-58,  1969. 

2225  THE  PATHOPHYSIOLOGY  OF  MASSIVE  GAS- 
TROINTESTINAL BLEEDING.    (Ger.)    Varro,  V. 

(1st  Med.  Clin.,  U.  Szeged,  Hungary).   Z  Ges  Inn  Med  23(23): 
742-744,  1968. 


2220  PEPTIC  ULCERS  FROM  THE  VIEWPOINT  OF 

INTERNAL  MEDICINE.    (Jap.)    Takaki,  M.  (1st 
Tokyo  Natl.  Hosp.,  Japan)  and  M.  Kono.  Iryo  22(11):  1225- 
1233, 1968. 


2221  ORGAN-SPARING  AND  ORGAN-PRESERVING 

OPERATIONS  IN  PEPTIC  ULCER.    (Rus.) 
Perkin,  E.  M.  (Novokunets  State  Inst.  Postgrad.  Med.,  USSR). 
Khirugiia  (Moskva)  45(l):43-47,  1969. 


2226  SHORT-  AND  LONG-TERM  RESULTS  OF  COM- 
PLEX THERAPY  IN  PATIENTS  SUFFERING 

FROM  PEPTIC  ULCERS  AT  A  HEALTH  RESORT.    (Rus.) 
Gokhar'-Kharmandai'yan,  L.  G.  (Cent.  Inst.  Resorts  Physiother., 
Moscow,  USSR).    Vop  Kurort  Fizioter  33(6):491-493,  1968. 

2227  THE  MOST  INTERESTING  ASPECTS  OF  UL- 
CERS OF  THE  LESSER  CURVATURE  OF  THE 

STOMACH.    (Sp.)    Romero,  A.  M.   Rev  Esp  Erferm  Apar  Dig 
28(l):25-34,  1969. 


See  also  1899,2020,2026,2033,2035,2101,2107,2111,2115,2345,2511,2599 
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[228  DEVELOPMENT  OF  DELAYED  HYPERSEN- 

SITIVITY TO  DINITROCHLOROBENZENE  IN 
>ATIENTS  WITH  CROHN'S  DISEASE.    (E.)    Jones,  J.  V. 
United  Birmingham  Hosp.,  England),  J.  Housley,  P.  M. 
\shurst  and  C.  F.  Hawkins.    Gut  10(l):52-56,  1969. 

rhe  ability  to  develop  delayed  hypersensitivity  to  tuberculin 
ind  to  dinitrochlorobenzene  (DNCB),  a  potent  chemical  anti- 
!en,  has  been  studied  in  26  patients  with  Crohn's  disease.   De- 
ayed  hypersensitivity  to  dinitrochlorobenzene  failed  to  develop 
n  15  of  the  26  patients;  20  control  subjects  developed  delayed 
lypersensitivity  to  DNCB  in  the  normal  way.    Of  the  15  DNCB 
legative  patients,  10  (67%)  also  failed  to  develop  delayed  hy- 
jersensitivity  to  100  U  of  old  tubercuUn.   Of  the  11  DNCB- 
jositive  patients,  only  four  (36%)  were  tuberculin-negative, 
rhere  was  no  correlation  between  the  response  to  DNCB  and 
:he  extent  or  activity  of  the  Crohn's  disease.   These  results 
ndicate  that  patients  with  Crohn's  disease  show  a  depression 
)f  delayed  hypersensitivity  reactions. 


229 


CROHN'S  DISEASE  AND  CANCER.    (Dut.j 
Bloquiaux,  W.  (Fabrikkaai  23,  Kortrijk,  Belgium). 
Gastroent  ll(5):496-500,  1968. 
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CLINICAL  AND  SURGICAL  PROBLEMS  IN 
REGIONAL  ENTERITIS.    (Ger.)    Nagel,  M. 


(Surg.  Clin.,  U.  Mainz,  Germany)  and  J.  Schier.    Ther  Umschau 
26(l):43-47,  1969. 

2231  IS  TERMINAL  ILEITIS  A  PSYCHOSOMATIC 

DISEASE?    (Ger.)    Langen,  D.  (Psychother.  Clin., 
Gutenberg  U.,  Mainz,  Germany).    Ther  Umschau  26(1):  11-15, 
1969. 


2232  OBSTRUCTIVE  HYDRONEPHROSIS:    A  FRE 

QUENT  BUT  SELDOM  RECOGNIZED  COMPLI- 
CATION OF  GRANULOMATOUS  DISEASE  OF  THE  BOWEL. 

(E.)    Present,  D.  H.  (Mount  Sinai  Hosp.,  New  York,  N.  Y.)  J.  G. 
Rabinowitz,  P.  A.  Banks  and  H.  D.  Janowitz.   New  Eng  J  Med 
280(10):523-528,  1969. 


2233  REGIONAL  ILEITIS  IN  EL  SALVADOR.    (Sp.) 

Martinez  M.,  G.  (San  Juan  de  Dios  Hosp.,  Santa 
Ana,  El  Salvador).  Arch  Col  Med  El  Salvador  21(4);284-287, 
1968. 


2234  SURGICAL  TREATMENT  OF  TERMINAL  ILEI- 

TIS.  (Rus.)    Vitebskii,  la.  D.  (Kurgan  Regional 
Hosp.,  USSR).   Khirurgiia  (Moskva)  44(12): 70-72,  1968. 


See  also  2279 
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2235  EXPERIMENTAL  STUDIES  ON  THE  SPEQ- 
FICITY  OF  CHANGES  IN  THE  MUCOSA 

OF  THE  SMALL  INTESTINE  IN  CELIAC  DISEASE.    (Ger.) 
Riecken,  E.  O.  (Med.  Clin.,  U.  Marburg/Lahn,  Germany), 
R.  Rosenbaum,  R.  Bloch,  H.  Mange,  E.  Ritt,  M.  Asian  and 
W.  Dolle.   Klin  Wschr  47(4):  202-214,  1969. 

In  an  attempt  to  find  an  experimental  model  for  the  study  of 
idiopathic  steatorrhea,  female  Wistar  rats  were  given  5  or  50 
mg/kg/day  of  triparanol  dissolved  in  corn  oil  for  10-21  days 
through  an  esophageal  catheter;  controls  were  untreated  or 
received  corn  oil  alone.    Administration  of  triparanol  did  not 
produce  villous  atrophy,  which  occurs  in  celiac  disease,  but 
significantly  increased  the  depth  of  the  crypts  and  the  width 
of  the  villi  in  the  small  intestine.    Consistent  decreases  occurred 
in  the  membrane  enzymes  (nonspecific  alkaline  phosphatase 
and  ATPase)  and  in  the  lysosomal  enzymes  (acid  phosphatase 
and  j3-glucoaminidase).    In  all  cases  these  were  associated  with 
increases  in  enzyme  granules  in  the  Golgi  region  and,  in  the 
case  of  the  lysosomal  enzymes,  with  diffuse  activity  in  the 
epithelium  and  an  increase  in  enzyme-positive  macrophages  in 
the  villous  stroma.    Similar  changes  occurred,  but  to  a  lesser 
extent,  in  mitochondrial  enzymes.   The  activities  of  thiamine 
pyrophosphatase  and  microsomal  esterase  were  also  reduced. 
These  cytochemical  changes  are  similar  to  those  seen  in  celiac 
disease.    Electron  microscopic  findings  10  days  after  50 
mg/kg/day  of  triparanol  included  swelling  and  disorientation 
of  the  mitochondria  and  endoplasmic  reticulum  and  enlarge- 
ment of  vesicles  in  the  Golgi  apparatus.    Rats  treated  with 
50  mg/kg/day  of  triparanol  absorbed  only  207o  as  much  glucose 
as  controls  and  those  treated  with  5  mg/kg/day  absorbed  about 
half  as  much. 

2236  DISTURBANCES  IN  INTESTINAL  ABSORP- 
TION IN  CHRONIC  LIVER  DISEASES.    (It.) 

De  Dominicis,  A.  (Inst.  Clin.  Trop.  Infect.  Dis.,  U.  Rome, 
Italy)  and  A.  Sebastiani.   Fegato  14(3):413-420,  1968. 

Fecal  excretion  of  131i  was  measured  after  administration  of 
Lugol's  solution  to  block  thyroid  iodine  uptake  and  oral  ad- 
ministration of  1 3 Ij. labeled  triolein,  oleic  acid,  and  serum  al- 
bumin and  i.v.  administration  of  ^^^l-Woeled  polyvinylpyrroU- 
done.    Fecal  excretion  of  all  these  substances  was  higher  in 
cirrhotics  than  in  controls  and  was  higher  in  patients  with  ad- 
vanced cirrhosis  than  in  those  in  the  initial  stages  of  the  disease. 
Of  all  those  studied,  patients  with  jaundice  excreted  the  largest 
amounts. 

2237  EXPERIMENTAL  STUDY  OF  THE  PATHOGENE- 
SIS OF  CELIAC  SYNDROME.    OBSERVATIONS 

ON  RABBITS  IMMUNIZED  WITH  FRAZER'S  HI  AF  GLUTEN 
FRACTION.    (It.)    Bardare,  M.  (Pediat.  Qia,  U.  Milan,  Italy), 
A.  Giunta  and  G.  Barbiano  di  Belgiojoso.   Boll  1st  Sieroter  Milan 
47(ll/12):636-643,  1968. 

Three  rabbits  were  immunized  i.p.  with  injections  of  930  mg 
of  Frazer's  III  AF  gluten  fraction  per  week  for  2  months. 
Complete  Freund's  adjuvant  was  also  given  to  2  animals.    Be- 
fore sacrifice  the  rabbits  were  given  gluten  p.o.  for  3  days. 
Ouchterlony's  double  diffusion  method  showed  that  antigluten 
antibodies  were  present  in  serum  but  not  in  the  spleen.    No 


antigen  or  antibodies  were  found  in  the  mucosa  of  the  small 
intestine.    Immunofluorescence  studies  showed  2  rabbits  had 
antigluten  antibodies  in  the  appendix  and  spleen  but  not  in  the 
kidneys.    The  only  functional  change  in  the  small  intestine  was 
a  reduction  in  the  glycyl-1-vaUne  peptidase  activity  in  1  animal. 
Except  for  1  case,  in  which  there  were  slight  nonspecific  changes 
in  the  mucous  cells,  immunization  produced  no  gross  or  micros- 
copic changes  in  the  mucosa  of  the  small  intestine.    However, 
diffuse  lymphatic  hyperplasia  was  present  in  3  cases  and  hyper- 
plasia of  macrophages  in  the  appendix  was  present  in  2.   While 
this  experimental  model  is  not  identical  with  celiac  disease  in 
humans,  it  casts  some  doubt  on  the  hypothesis  that  an  antigen- 
antibody  reaction  in  the  intestinal  mucosa  is  responsible  for 
morphological  and  functional  changes  in  celiac  disease. 

2238  DISACCHARIDE  HYDROLYSIS  IN  THE  GAS- 
TROINTESTINAL INFECTIONS  OF  THE 

YOUNG  CHILD.  (Fr.)  Jean,  R.  (St.  Charles  Clin.,  Montpellier, 
France),  H.  Bonnet  and  P.  Kochoyan.  Cah  Coll  Med  Hop  Paris 
10(1):9-18,  1969. 

Among  36  previously  healthy  children  (40  days  to  7  yr  of  age, 
but  including  27  between  2  and  24  months)  hospitalized  for 
gastrointestinal  infections  {Giardia  lamblia  in  5,  pathogenic 
staphylococci  in  6,  pathogenic  E.  coli  in  5,  Salmonella  spp. 
in  9)  and  treated  with  various  antibiotics  (not  including  neo- 
mycin) plus  a  milk-free  diet  for  periods  varying  from  a  few 
days  to  several  months,  the  increase  in  blood  sugar  following 
an  oral  dose  of  lactose  (32  g/1.73  m^)  varied  from  0  to  166% 
of  the  control  level  and  was  below  20%  in  17  of  the  35  tested 
successfully  (including  7  cases  with  no  increase  at  all).    Duo- 
denal or  jejunal  lactase  activity  was  definitely  subnormal  in  6 
of  14  cases,  but  the  microscopic  appearance  of  the  mucosa 
was  normal  except  for  signs  of  recent  inflammation.    The  lac- 
tose absorption  returned  to  normal  levels  in  9  of  12  children 
retested  after  discharge  from  the  hospital.    Sucrose  absorption, 
measured  in  the  same  way,  was  definitely  subnormal  in  only 
2  of  14  cases,  and  sucrase  activity  was  subnormal  in  only  2  of 
11  (one  of  these  probably  being  due  to  technical  factors). 
Xylose  and  lipoidol  absorption  were  normal  in  10  of  13  cases 
tested,  and  glucose  absorption  was  normal  in  all.    Among  the 
6  children  with  subnormal  lactase  activities,  the  sucrase/lactase 
ratio  varied  from  4.3  to  130  in  4  cases,  while  in  the  other  2 
the  general  loss  of  enzymatic  activity  was  ascribed  to  techni- 
cal factors.    One  case  (34-month-old  male  infant)  with  a  gen- 
eralized disaccharidase  deficiency  due  apparently  to  infection 
with  Salmonella  panama  is  described  in  detail.    It  is  concluded 
that  lactose  malabsorption,  and  hence  milk  intolerance,  is  a 
common  complication  of  gastroenteritis,  especially  lambliasis. 

2239  SERUM  IMMUNOGLOBULINS  AND  LYMPHO- 
CYTE TRANSFORMATION  STUDIES  IN 

COELIAC  DISEASE.   (E.)    Blecher,  T.  E.  (Royal  Infirm., 
London,  England),  A.  Brzechwa-Ajdukiewicz,  C.  F.  McCarthy 
and  A.  E.  Read.    Gut  10(l):57-62,  1969. 

Serum  immunoglobulin  levels  were  estimated  in  30  patients 
with  celiac  disease  not  on  gluten-free  diets.   Phytohaemagglu- 
tinin-induced  lymphocyte  transformation  was  studied  in  10  of 
these  patients  by  two  different  techniques.    Eleven  of  the  30 
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patients  had  subnormal  levels  of  IgM  and  two  increased  levels; 
LI  patients  had  raised  IgG  levels;  eight  patients  had  raised,  and 
three  patients  subnormal,  levels  of  IgA.    Phytohemagglutmm- 
induced  lymphocyte  transformation  was  mildly  to  severely  im- 
paired in  five  of  the  10  cases  studied  (and  tritiated  thymidine 
uptake  in  four  of  these)  when  whole-leukocyte-rich  plasma  was 
cultured.    Culture  of  washed  leukocytes  in  autologous  serum 
with  phytohemagglutinin  showed  impaired  transformation  in 
only  three  of  these  cases,  and  reduced  labelling  in  one  of  these 
and  one  of  the  other  cases  was  defective  by  the  first  culture 
method.    Serum  exchange  experiments  showed,  with  one  ex- 
ception, no  inhibitory  effect  of  patients'  sera  on  washed  normal 
lymphocyte  cultures.   Defective  transformation  of  patients' 
lymphocytes  was  irregularly  improved  in  about  half  of  the  tests 
by  culture  in  normal  serum  but  not,  in  two  experiments,  by 
the  sera  of  patients  showing  impaired  transformation.    No  con- 
sistent correlation  existed  between  impaired  transformation  and 
immunoglobulin  abnormaUties  in  these  10  patients.   It  is  possi- 
ble that  impaired  transformation  might  presage  the  future  de- 
velopment of  reticulosis  in  these  patients. 

2240  ANALYSIS  OF  PERORAL  JEJUNAL  BIOPSIES 
IN  CLINICALLY  ASYMPTOMATIC  PARENTS 

OF  CHILDREN  WITH  CELIAC  SPRUE.    (E.)    Fric,  P.  (2nd 
Res  Unit  Gastroent.,  Charles  U.,  Prague,  Czechoslovakia), 
Z.  Lojda,  J.  Jodland  F.  Malis.   Digestion  2(l):35-42,  1969. 
Peroral  jejunal  biopsies  were  performed  in  both  clinically 
asymptomatic  parents  of  15  chUdren  with  celiac  sprue.    Histo- 
logical, histochemical  and  biochemical  examination  revealed 
various  alterations  in  24  parents.    Irregular  configuration  of 
villi,  increased  quantity  of  cytoplasmic  RNA  in  enterocytes  and 
deceased  activities  of  membrane  enzymes,  shift  of  LDH-mono- 
mers  in  favor  of  the  H-form  and  a  decrease  of  total  activity  of 
lactase  and  cellobiase  were  found.   The  origin  of  changes,  par- 
ticularly their  relation  to  the  ingestion  of  gluten  or  to  other 
injuries  of  the  jejunal  mucosa  as  weU  as  to  some  hereditary 
mechanism,  remains  unknown  at  the  present  time. 

2241  CLINICO-PATHOLOGICAL  STUDY  OF  A  PA- 
TIENT WITH  "MEDITERRANEAN"  TYPE  OF 

ABDOMINAL  LYMPHOMA  AND  A  NEW  TYPE  OF  IgA  AB- 
NORMALITY ("ALPHA  CHAIN  DISEASE").    (E.j    Rambaud, 
J.  C.  (St.  Lazare  Hosp.,  Paris,  France),  C.  Bognel,  A.  Prost,  J.  J. 
Bernier,  Y.  Le  Quintrec,  A.  Lambling,  F.  Danon,  D.  Hurez  and 
M.  Seligmann.   Digestion  1(6): 321-336,  1968. 

2242  DISTURBANCES  IN  SMALL  INTESTINAL  AB- 
SORPTION CAUSED  BY  BACTERIA.    (Ger.) 


Malabsorption 

Begemann,  F.  (1st  Med.  Clin.,  U.  Hamburg,  Germany).   Fottschr 
Med  87(5):205-208,  1969. 


2243  SYNDROME  OF  MILK  INTOLERANCE  AND 

REDUCED  LACTASE  ACTIVITY  IN  THE  SMALL 
INTESTINE.    (Fr.)    Terris,  G.  (Laennec  Hosp.,  Paris,  France) 
and  M.  Tescher.   Sem  Hop  Paris  45(9):587-591,  1969. 


2244 


LACTOSE  INTOLERANCE:    A  NEWLY  REC- 
OGNIZED CAUSE  OF  GASTROINTESTINAL 
SYMPTOMS  SEEN  IN  THE  PRACTICE  OF  OCCUPATIONAL 
MEDICINE.    (E.j    McDonagh,  T.  J.  (Standard  OU  Co.,  New  York, 
N.  Y.).   /  Occup  Med  ll(2):57-64,  1969. 

2245  LYMPHOMAS  OF  SMALL  BOWEL  AND  THEIR 
RELATIONSHIP  TO  IDIOPATHIC  STEATOR- 
RHEA.   (E.)    Spence,  W.  J.  E.  (Dept.  Surg.,  U.  Toronto, 
Ontario)  and  S.  Ritchie.   Canad  J  Surg  12(2):207-209,  1969. 

2246  VITAMIN  A  ABSORPTION  IN  CELIAC  DISEASE 
AND  WHIPPLE'S  DISEASE.    (Ger.)    Kasper,  H. 

(Med.  Clin.,  Justus  Liebig  U.,  Giessen,  Germany).    Verb  Deutsch 
Gesinn  Med  74:614-616,  1968. 

2247  DISTURBANCES  IN  VITAMIN  Bi2  ABSORPTION 
IN  HYPOCALCEMIA.    (Ger.)    Castrillon-Oberndorfer, 

W.  L.  (Med.  Clin.,  U.  Tlibingen,  Germany)  and  H.  D.  Bundschu. 
Verh  Deutsch  Gesinn  Med  74:611-614,  1968. 

2248  MALABSORPTION  AND  DIABETES  MELLITUS 
IN  CHILDREN.    (E.)    Hooft,  C.  (Dept.  Pediat., 

State  U.,  Ghent,  Belgium),  J.  Kriekemans  and  J.  van  Damme. 
Helv  Paediat  Acta  23(5):478-48g,  1968. 

2249  MALABSORPTION  IN  CANCER  OF  AND  OUT- 
SIDE THE  BOWEL.    (E.)    Berndt,  H.  (Robert 

Rossle  Clin.,  Berlin,  Germany).   Digestion  1(5):305-310,  1968. 

2250  CLINICAL  AND  GENETIC  ASPECTS  OF  LAC- 
TOSE INTOLERANCE  IN  ADULTS.    (Ger.) 

Siebner,  H.  (Med.  Polyclin.,  U.  Tubingen,  Germany).  Med  Welt 
19(45):2469-2472,  1968. 

2251  ETIOPATHOGENETIC  ASPECTS  OF  MALAB- 
SORPTION IN  PATIENTS  WITH  LIVER  DIS- 
EASES.   (Sp.j    SoUs  Herruzo,  J.  A.  (Fac.  Med.,  Madrid,  Spain) 
and  J.  De  Portugal  Alvarez.   Rev  Clin  Esp  lll(3):239-258, 
1968. 


See  also  1841,1865,2006,2015,2024,2025,2107,2304,2382 
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2252  THE  DIFFERENTIAL  DIAGNOSIS  BETWEEN 
DIVERTICULAR  TUMORS  AND  SIGMOID 

CARCINOMAS.    (Ger.)    BeUmann,  H.  (Suig.  Clin.,  Karl  Marx 
U.,  Leipzig,  Germany)  and  H.  Graetz.    Zbl  Chir  94(8):  241-254, 
1969. 

Case  reports  are  presented  for  4  patients  (3  men  and  1  woman, 
aged  61-67  yr)  with  diverticular  tumors  of  the  sigmoid.    As- 
sociated conditions  included  chronic  appendicitis;  nonspecific 
chronic  lymphadenitis  and  a  polyp  of  the  large  intestine;  and 
a  hiatus  hernia.    Sigmoid  carcinomas  were  ruled  out  by  histo- 
logical examinations  which  showed  that  the  3  men  had  tumors 
produced  by  muscular  hyperplasia  and  the  women  had  a  tumor 
produced  by  severe  chronic  cicatricial  inflammation.    Quenu's 
procedure  for  abdominal  amputation  of  the  rectum  was  per- 
formed on  1  patient  whose  tumor  was  located  very  low  in  the 
sigmoid.    Operative  compUcations  included  healing  by  second 
intention  in  one  case  and  pneumonia  in  another. 

2253  THE  SYNDROME  OF  THE  FLOATING  LEFT 
COLON  AND  THE  LEFT  BRACHYCOLON. 

20  CASES.    (Fr.)    Dubarry,  J.  J.,  Marambat  and  A.  Quinton. 
Arch  Franc  Mai  Appar  Dig  58(l/2):25-40,  1969. 

Brief  reports  are  presented  for  20  patients  (13  males  and  7 
females,  aged  14-85  yr)  with  floating  left  colon  and  left  brachy- 
colon.    The  only  other  anomaUes  present  were  left  doUchocolon 
(13  cases),  dolichosigmoid  (1  case),  and  a  large  splenic  flexure 
of  the  colon  (1  case).    The  etiology  of  this  anomaly  is  con- 
sidered to  be  shortness  of  the  colon  in  3  cases,  excessive  length 
of  the  colon  in  15  cases,  and  detachment  of  the  left  mesocolon 
in  1  case.    The  most  prominent  clinical  symptoms  were  consti- 
pation (13  cases),  colic  (3  cases),  meteorism  typically  found  in 
doUchocolon  (5  cases),  pseudobiliary  symptoms  (7  cases),  signs 
of  partial  intestinal  obstruction  (3  cases).    In  1  case  the  intes- 
tinal anomaly  was  latent  and  was  discovered  during  radiological 
examination  for  a  duodenal  ulcer.    Most  of  these  patients  re- 
sponded to  medical  treatment  consisting  of  large  doses  of  bis- 
muth or  graphite,  mucilage,  mineral  oil,  cholagogues,  and  anti- 
spasmodics. 

2254  HISTOCHEMICAL  STUDIES  OF  THE  COLONIC 
MUCOSA  IN  ULCERATIVE  COLITIS  AND 

OTHER  COLONIC  DISEASES.    (E.)    Binder,  V.  (Gentofte 
Hosp.,  Copenhagen,  Denmark).   Scand  J  Gastroent  3(6):611- 
621,  1968. 

A  number  of  oxidative  enzymes  were  studied  in  colonic  and 
rectal  mucosa  using  histochemical  techniques.    In  all  105  biopsy 
specimens  from  73  patients  suffering  from  ulcerative  colitis 
presenting  varying  degrees  of  inflammatory  activity  were  studied. 
In  addition  46  biopsy  specimens  from  45  patients  suffering  from 
colonic  disease  other  than  ulcerative  colitis,  and  12  biopsy  speci- 
mens from  12  patients  without  colonic  disease  served  as  controls. 
The  activity  of  succinate  dehydrogenase,  mitochondrial-tt-glycero- 
phosphate  dehydrogenase  and  Ubiquinone  in  the  epithelial  cells 
was  decreased  in  ulcerative  colitis  presenting  moderately  or  very 
active  inflammation  in  the  mucosa.    Increasing  inflammation 
was  accompanied  by  decreasing  enzyme  activity.    The  NADP- 
diaphorase  and  glucose-6-phosphate  dehydrogenase  reactions 
showed  a  staining  pattern  in  84  out  of  105  ulcerative  colitis 


specimens,  which  differed  markedly  from  the  normal  pattern. 
The  luminal  rim  of  the  epithelial  cells  was  intensely  stained 
while  the  rest  of  the  cells  showed  a  weaker  staining  than  nor- 
mal.   Twenty-one  cases  presenting  normal  reaction  pattern 
showed  no  or  only  weak  inflammatory  activity  in  the  mucosa. 
The  abnormal  staining  pattern  has  previously  been  described  as 
being  specific  for  ulcerative  colitis,  but  in  1 1  out  of  46  biopsy 
specimens  from  patients  suffering  from  colonic  disease  other 
than  ulcerative  colitis  the  same  abnormal  pattern  was  seen. 

2255  ABSORPTION  OF  WATER  AND  ELECTRO- 
LYTES IN  CROHN'S  DISEASE  OF  THE  COLON. 

(E.)    Head,  L.  H.  (Palo  Alto  VA  Hosp.,  Calif.),  J.  W.  Heaton 
and  R.  M.  Kivel.    Gastroenterology  56(3): 571-579,  1969. 

Colonic  absorption  of  sodium,  potassium,  chloride,  and  water 
was  studied  in  8  patients  with  Crohn's  disease  of  the  colon 
(granulomatous  colitis)  by  a  perfusion  technique  using  poly- 
ethylene glycol  4000  and  radioisotopes  as  markers.    Compared     ' 
with  3  healthy  control  subjects,  net  absorption  of  sodium, 
chloride,  and  water  was  decreased.    Insorption  of  sodium  and 
water  was  also  decreased;  potassium  fluxes  were  not  significantly 
altered.    Absorption  in  3  patients  tested  both  pre-  and  postopera 
tively  and  in  5  others  tested  periodically  after  bypass  ileostomy 
did  not  improve,  despite  clinical  remission. 

2256  CRITICAL  EVALUATION  OF  INTERNAL 
HEMORRHOIDAL  LIGATION  AS  AN  OUT- 
PATIENT PROCEDURE.    (E.j    Eastman,  P.  F.  (Dept.  Surg., 
South  California  Permanente  Med.  Group,  Harbor  City)  and 
I.  A.  Applebaum.  Amer  J Proctol  20(2);  109-1 14,  1969. 

The  safety,  efficacy,  surgeon  and  patient  acceptance  of  out-         j 
patient  Ligation  of  internal  hemorrhoids  were  studied  at  a  large     ' 
hospital  where  464  rubber  band  ligations  were  performed  on 
196  adults.    Incidence  of  hemorrhage  following  this  procedure     1 
indicated  that  rubber  band  ligation  is  as  safe  as  the  operative       j 
hemorrhoidectomy  performed  in  the  hospital.    Responses  to 
questionnaires  sent  to  the  first  51  of  the  196  patients  indicated 
that:    1)  the  procedure  was  effective  in  relieving  symptoms. 
2)  the  procedure  was  relatively  pamless  and  not  disabling.    3)       , 
the  majority  of  patients  would  willingly  undergo  the  treatment 
again  if  the  symptoms  recurred.    The  increase  in  the  numbers 
of  patients  treated  for  hemorrhoids  plus  a  significant  decrease 
in  the  number  of  operative  hemorrhoidectomies  performed  at 
this  hospital  indicated  that  surgeons  and  patients  both  found 
the  treatment  acceptable. 

2257  COLONIC  ENDOMETRIOSIS:    REPORT  OF  A 
CASE.    (E.j    Lewis,  M.  I.  (Queen  of  Angels  Hosp., 

Los  Angeles,  Calif.)  and  F.  Rio.   Dis  Colon  Rectum  1 2(2):  137- 
141,  1969. 

2258  GRANULAR-CELL  MYOBLASTOMA  -  AN  UN- 
USUAL RECTAL  NEOPLASM:    REPORT  OF  A 

CASE.   (E.)    Cohen,  R.  S.  (Mercy  Hosp.,  Denver,  Colo.)  and 
R.  E.  Cramm.   Dis  Colon  Rectum  12(2):120-124,  1969. 

2259  NON-STAPHYLOCOCCAL  PSEUDOMEMBRAN- 
OUS COLITIS.    [CASE  REPORT]    (E.j    Gelfand, 
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[.  D.  (Wilford  Hall  USAF  Hosp.,  Lackland  Air  Force  Base, 
exas)  and  C.  L.  Krone.   Amer  J  Dig  Dis  14(4):278-281,  1969. 

1260  ANORECTAL  FISTULA.    (Por.)    Magalhaes,  J.  P. 
(Gen.  Polyclin.,  Rio  de  Janeiro,  Brazil).    Brasil 

fed  82(4):263-266,  1968. 

1261  DIVERTICULAR  DISEASE  OF  THE  COLON. 

(Sp.)    Florez  Tascon,  F.  J.   Medicina  (B  Air) 
6(10):1323-1342,  1968. 

S262  DIVERTICULITIS  OF  THE  COLON.    (Ger.) 

Aeberhard,  P.  (Surg.  Clin.  A,  U.  Zurich, 
witzerland),  S.  Arma  and  A.  Akovbiantz.   Langenbeck  Arch 
:iin  Chir  323(3):189-202,  1969. 

1263  THE  PACEMAKER  AND  ANORECTAL  CON- 

TINENCE.   (Fr.)    Colin,  R.  (Montpellier  U. 
losp.  Ctr.,  France),  J.  Cadilhac,  J.  Arrighi,  J.  Pous  and  R.  Mace. 
iontpellier  Chir  14(3):371-379,  1968. 


2264 


TREATMENT  OF  THE  ADJACENT  COLON  IN 
ANORECTAL  PATHOLOGY:    EFFICACY  OF 

:OLLOIDAL  BISMUTH  PHOSPHATE.    (Fr.)    Milstein,  J. 

Lariboisiere  Hosp.,  Paris,  France).   Sem  Ther  44(10):650-653, 

[968. 


2265 


AN  UNUSUAL  CAUSE  OF  GASTROINTESTI- 
NAL BLEEDING:    A  CIRSOID  ANEURYSM  OF 
rHE  CECUM.    (Fr.)    Grenier,  J.  F.,  G.  Sava,  M.  Gillet  and 
VeiU-Bousson.  Mem  Acad  Chir  (Paris)  94(27/28):761-767, 
1968. 

2266  LEIOMYOSARCOMA  OF  THE  RECTUM.    (E.) 
Rukstinat,  G.  J.  (Stritch  Sch.  Med.,  Loyola  U., 

3iicago,  m.).  J  Abdom  Surg  ll(3):55-56,  1969. 

2267  KLEBSIELLA  PSEUDOMEMBRANOUS  ENTERO- 
COLITIS:   REPORT  OF  TWO  CASES.    (E.) 

Murdoch,  M.  M.  (Natl.  Naval  Med.  Ctr.,  Bethesda,  Md.),  N.  A. 
lanovski  and  S.  Joseph.  Med  Ann  DC  38(3):  137-142,  1969. 

2268  TREATMENT  OF  RECURRENT  RECTAL  CAR 
CINOMA.    (E.)    Arminski,  T.  C.  (Grace  Hosp., 

Detroit,  Mich.)  and  D.  W.  McLean.   J  Abdom  Surg  11(2):38- 
43,  1969. 

2269  REMARKS  ON  247  SURGICAL  CASES  OF 
COLON  CANCER:    INITIAL  RESULTS  AND 

FOLLOW-UP.  (Gr.)  Kourias,  V.  (Greek  Red  Cross  Hosp., 
Athens),  E.  Papaevangelou  and  A.  Agorogiannis.  Acta  Chir 
Hellen  95(4):443-454,  1968. 

2270  RADIATION  THERAPY  IN  THE  PALLIATIVE 
MANAGEMENT  OF  PATIENTS  WITH  RECUR- 
RENT CANCER  OF  THE  RECTUM  AND  COLON.    (E.) 

Whiteley,  H.  W.,  M.  W.  Stearns  Jr.,  R.  H.  Learning  and  M.  R. 
Deddish.  5wr^  C/zn /V/4me/- 49(2):381-387,  1969. 


2271 


ARTIFICIAL  CONTROL  OF  THE  ANAL  COLOS- 
TOMY IN  SHEEP:    (E.)    Stanley,  T.  H.  (U.  Utah 


Coll.  Med.,  Salt  Lake  City),  T.  R.  Kessler,  L.  Wiseman  and 
C.  A.  Blumle.   J  Surg  Res  9(4):223-227,  1969. 

2272  UNUSUAL  RETRO-RECTAL  TUMOR.    [CASE 
REPORT]    (E.)    Skaggs,  J.  A.  (Surg.  Service, 

VA  Ctr.,  Dayton,  Ohio)  and  P.  H.  Guilfoil.   Amer  J  Proctol 
20(2):  138-141,  1969. 

2273  POLYPS  OF  THE  COLON:    A  STATISTICAL 
REVIEW.    (E.)    Kellogg,  C.  S.  (South  Miami 

Hosp.,  Florida).  Amer  J  Proctol  2Q(2):\0S-\(i%,  1969. 

2274  POLYPOSIS  AND  CANCER  OF  THE  LARGE 
INTESTINE.    (It.)    Marcozzi,  G.  (Inst.  Spec. 

Surg.  Pathol.,  U.  Rome,  Italy).  Aggiorn  Clinicoter  10(2):  1-73, 
1969. 

2275  SURGICAL  PHYSIOLOGY  OF  THE  COLON. 

(E.)    Weigel,  C.  J.  (River  Forest,  111.)   Amer  J 
Proctol  20(2):  122-129,  1969. 

2276  ABLATION  PLASTIC  TISSUE  ADHESIVE  HEM- 
ORRHOIDECTOMY.   (E.)    Cantor,  A.  J.  (Flushing, 

N.  Y.).  Amer  J  Proctol  2Q{2y.n%-n\,  1969. 

2277  APPENDICOCECAL  INTUSSUSCEPTION:    A 
CASE  REPORT.    (E.)    Krasna,  I.  H.  (Montreal 

Child.  Hosp.,  P.  Q.,  Canada)  and  H.  E.  Beardmore.    Canad  J 
Surg  12(2):229-232,  1969. 

2278  CALCIFIED  LYMPH  NODE  METASTASIS  FROM 
CARCINOMA  OF  THE  RECTUM.    [CASE  RE- 
PORT]   (E.)    Rominger,  C.  J.  (Misericordia  Hosp.,  Philadelphia, 
Pa.),  J.  F.  Centrone  and  L.  J.  Thompkins.  Amer  J  Surg  117(3): 
410-412,  1969. 

2279  GRANULOMATOUS  COLITIS.    CASE  REPORTS. 

(E.)    Tarkunde,  V.  B.  (Mahatma  Gandhi  Mem. 
Hosp.,  Bombay,  India)  and  V.  J.  Patankar.   Amer  J  Gastroent 
51(4):303-310,  1969. 

2280  MUCOEPIDERMOID  CARCINOMA  OF  THE 
ANUS.    [CASE  REPORT]    (E.j    Seidenverg,  N. 

(Presbyterian  Hosp.,  San  Francisco,  Calif.)  and  R.  J.  Kleinhenz. 
Amer  J  Surg  117(3):413-415,  1969. 

2281  CANCER  OF  THE  COLON  AND  RECTUM. 

(Ic.)    Hallgrimsson,  S.   Laeknabladid  SAiAyiSli- 
167,  1968. 


2282  PERITONEAL  INVOLVEMENT  IN  SCHONLEIN- 

HENOCH  PURPURA:    MESOCOLONIC  APO- 
PLEXY.   (Hun.)    Boros,  G.  (U.  Med.  Sci.,  Pecs,  Hungary),  Z. 
Balogh,  J.  Metzl  and  I.  Nagy.   Orv  Hetil  110(11):613-617,  1969. 


2283  RESULTS  OF  A  COMPLEX  STUDY  OF  BLOOD 

COAGULATION  IN  LOW  SMALL  INTESTINAL 
OBSTRUCTION.    (Rus.)    Liul'ko,  A.  V.  (Dnepropetrovsk  Med. 
Inst.,  USSR)  and  le.  G.  Slesarenko.   Klin  Khir  (Kiev)  (10):45- 
48,  1968. 
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2284  LYMPHOSARCOMA  OF  THE  APPENDIX  IN  A 

CHILD.    (Rus.)    Martyniuk,  N.  A.  (Ivano-Frankovsk 
Distr.  Childr.  Hosp.,  USSR),  I.  I.  Bibliuk  and  N.  A.  Akimchenkov. 
Klin  Khir  (Kiev)  (10):78-79,  1968. 


2285  CYSTS  OF  THE  VERMIFORM  APPENDIX.    (Rus.) 

Ismailov,  A.  Kh.  (Blagoveshchensk  Med.  Inst., 
USSR),  V.  le.  Priadko,  I.  I.  Koshcher  and  V.  M.  Mironov.   Klin 
Khir  (Kiev)  (10):77-78,  1968. 

2286  STRUCTURE  AND  ORIGIN  OF  INTESTINAL 

PIGMENT  IN  CASES  OF  MELANOSIS  COLL 

(Ger.)  Vogel,  A.  (Inst.  Path.,  Free  U.  Berlin,  Germany),  W. 
Fabricius,  H.  J.  Dulce  and  H.  J.  Stolpmann.  Virchow  Arch 
Path  Anat  346(l):74-88,  1969. 


2287  FUNCTIONAL  MEGACOLON.    (For.)    Pinheiro 

MagaUiaes,  J.  (Gen.  PolycUn.,  Rio  de  Janeiro, 
Brazil).   Folha  Med  57(4):623-629,  1968. 


2288  PREOPERATIVE  RADIATION  FOR  TREATING 

RECTUM  CARCINOMA.    (Jap.)    Kusumoto,  G. 
(Kure  NatL  Hosp.,  Hiroshima,  Japaii),  T.  Uryuhara,  S.  Kobayashi 
and  K.  Kirimoto.  Iryo  22(11):1257-1261,  1968. 


2289  THE  COEXIST ANCE  OF  CANCER  AND  CROHN'S 

DISEASE.    (Fr.)    Lagache,  G.  (Hosp.  Ctr.,  Lille, 
France),  J.  Paris  and  A.  Dupont.  Acta  Chir  Belg  67(9):939- 
949, 1968. 


2290  PNEUMATOSIS  CYSTOIDES  INTESTINALIS. 

(Ger.)    Koch,  G.  (Inst.  Radiol.,  U.  Hamburg- 
Eppendorf,  Germany),  G.  A.  Schlosser  and  H.  Wieners.    Bruns 
Beitr  Klin  Chir  216(7):665  o72,  1968. 

2291  PROLAPSE  OF  THE  SIGMOID  THROUGH  THE 

ANUS.    (Rus.)    Skobelkin,  O.  K.  (Kalinin  Med. 
Inst.,  USSR),  N.  I.  Yakunichev  and  V.  I.  Sokolov.   Khirurgiia 
(Moskva)  45(1):  123-124,  1969. 

2292  HEMORRHOIDECTOMY:    HANDLING  MILLl- 
GAN'S  TRIANGLE  WITH  AN  ELASTIC  BAND. 

(For.)    De  Miranda,  E.  M.  (Natl.  Inst.  Publ.  Health,  Rio  de 
Janeiro,  BrazU).    Folha  Med  58(l):61-72,  1969. 

2293  A  SIMPLE,  EFFECTIVE  OPERATION  FOR  REC- 
TAL PROLAPSE.    (E.)    Ripstein,  C.  B.  (Brookdale 

Hosp.  Ctr.,  Brooklyn,  N.  Y.).  Postgrad  Med  45(3):201-204, 
1969. 

2294  EFFICACY  OF  COMPLEX  THERAPY  IN  PA- 
TIENTS SUFFERING  FROM  CHRONIC  COLI- 
TIS AT  THE  ESSENTUKI  RESORT.    (Rus.)    Postoyan,  A.  D. 
(Polyclin.  Essentuki  Resort,  USSR).    Vop  Kurort  Fizioter 
33(6):493-496,  1968. 

2295  POSTERIOR  HEPATO-DIAPHRAGMATIC  POSI- 
TION OF  THE  COLON.    (Fr.)    Oancea,  T.  (Cent. 

Milit.  Hosp.,  Bucharest,  Rumania),  O.  Bocaneala  and  P. 
Popescu.   J  Chir  (Paris)  96(6):547-552,  1968. 

2296  CONTINENCE  IN  PERINEAL  COLOSTOMIES. 

(Fr.)    Orsoni,  P.  (Paris,  France).   /  Chir  (Paris) 
96(6):5 19-528,  1968. 


See  also  2036,2053,2054,2165,2362 
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!97  THE  PROGNOSIS  FOR  ULCERATIVE  COLITIS. 

(Ger.)    Demling,  L.  (Med.  CUn.,  U.  Erlangen, 
ermany),  G.  Hegemann,  M.  Classen  and  J.  von  der  Emde. 
eutsch  Med  Wschr  94(6): 247-25  3,  1969. 
n  analysis  was  made  of  the  histories  of  277  hospitalized  pa- 
ints with  ulcerative  colitis  who  were  treated  between  1950- 
)67.    During  1950-1954  the  morbidity  was  at  the  upper 
armal  limit  for  Europe,  but  between  1965-1967  the  morbidity 
most  doubled.    Between  1950-1954,  55%  of  the  patients  were 
eated  conservatively  and  between  1965-1967,  82%.    In  157 
ises  symptoms  first  appeared  between  the  ages  of  20-39  yr. 
ess  than  20%  of  the  patients  were  older  than  49  yr.    About 
5%  more  women  than  men  were  affected.    Symptoms  were 
lild  in  38  cases,  moderately  severe  in  131,  and  severe  in  56. 
luring  the  1st  attack  7  surgically  treated  and  2  conservatively 
:eated  patients  died  for  a  total  mortality  of  11%.    In  the  1st 
r  after  hospitalization  the  mortality  was  9.7%  and  a  maximum 
f  3.2%  per  yr  thereafter.    After  14  yr  the  cumulative  mortality 
fas  ahnost  25%.    Of  the  48  patients  who  died,  17  were  more 
lian  60  yr  old,  but  ulcerative  coUtis  was  the  cause  of  death  in 
nly  8  cases.   The  entire  colon  was  involved  in  14  of  34  autop- 
ied  cases.    Life-threatening  local  complications  included  mas- 
ive  intestinal  bleeding  in  17  cases  (6.1%),  intestinal  perforation 
1  11  (4.0%),  ileus  in  9  (3.2%),  toxic  megacolon  in  8  (2.9%), 
nd  carcinoma  in  4  (1.4%). 


1298 


AN  EPIDEMIOLOGICAL  MODEL  OF  ULCERA- 
TIVE COLITIS.    (E.)    Iversen,  E.  (Gentofte  Hosp., 


HeUerup,  Denmark),  O.  Bonnevie,  P.  Anthonisen  and  P.  Riis. 
Scand  J  Gastroent  3(6): 5 9 3-6 10,  1968. 

Data  for  231  cases  of  ulcerative  colitis  diagnosed  in  Copenhagen 
County  during  1961-66  were  fitted  into  a  hypothetical  epidemi- 
ological model  for  a  chronic  disease.    It  was  estimated  that, 
annuaUy,  8.5  per  100,000  of  the  general  population  had  the 
first  symptoms  of  ulcerative  colitis,  while  7.3  per  100,000  had 
the  disease  diagnosed.   The  prevalence  of  undiagnosed  cases  in 
the  County  was  found  to  be  41  per  100,000,  and  the  prevalence 
of  diagnosed  cases  was  109  per  100,000.   The  patients'  mortality 
was  three  times  higher  than  the  general  mortality. 

2299  TOXIC  DILATATION  OF  THE  COLON  IN  UL- 

CERATIVE COLITIS.  (Ger.)  Hormann,  D. 
(Radiol.  Clin.,  Karl  Marx  U.,  Leipzig,  Germany).  Deutsch 
Gesundh  24(3):129-133,  1969. 


2300  CHRONIC  ULCERATIVE  COLITIS.    A  LIFE- 

LONG STUDY.    (E.)    Bargen,  J.  A.  (Riverside 
Med.  Clin.,  Cal.).  Springfield,  lU.,  C.  C.  Thomas,  1969.  123  pp. 


2301  SEGMENTARY  ULCERATIVE  COLITIS.    (Sp.) 

Etala,  E.  and  L.  M.  Romero.   Bull  Soc  Int  Chir 
27(5):393-401,  1968. 
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2302  CHANGES  IN  THE  PANCREATIC  DUCT 
SYSTEM:    GROSS,  MICROSCOPIC,  AND 

CLINICAL  STUDIES.    (Ger.)    Adlung,  J.  (1st  Med.  Clin., 
Med.  Acad.  Liibeck,  Germany),  H.  G.  Giirich  and  U.  Ritter. 
Med  Welt  20(8):  387-391,  1969. 

Radiological  and,  in  most  cases,  histological  studies  were  made 
of  the  pancreatic  duct  system  at  autopsy  in  62  randomly  se- 
lected patients,  aged  33-90  yr.   None  of  these  patients  had  a 
history  of  pancreatitis.   Severe  changes  in  the  pancreatic  duct 
system  were  found  in  12  cases  and  slight  changes  in  10.    The 
most  frequent  changes  occurred  in  the  main  pancreatic  duct 
followed  by  circumscribed  and  diffuse  rarefactions  in  the  ac- 
cessory ducts.    Histological  evidence  of  fibrosis  and  sclerosis 
accompanied  by  Upomatosis  was  found  in  these  areas.    Other 
findings  included  epithelial  metaplasia,  papillary  obstruction, 
and  tubular  hyperplasia.    Cholelithiasis  was  present  in  22  of 
these  62  patients,  and  cholelithiasis  and  choledocholithiasis  were 
found  in  5.   Three  patients  with  severe  changes  in  the  pancre- 
atic duct  system  had  choledocholithiasis,  which  was  present  in 
only  1  patient  out  of  40  with  normal  pancreatic  ducts.    Chole- 
lithiasis was  also  present  in  a  larger  percentage  of  patients  with 
severe  changes  than  in  those  with  no  changes.    All  pathological 
changes  were  found  in  patients  61  yr  of  age  or  older,  and  the 
higher  incidence  of  severe  changes  after  80  yr  was  statistically 
significant. 

2303  EXPERIMENTALLY  INDUCED  CHANGES  IN 
THE  PANCREAS  AFTER  CANNULATION  AND 

LIGATION  OF  THE  PANCREATIC  DUCT.    (Rus.)    Tuzhilin, 
S.  A.  (Inst.  Nutrit.  Acad.  Med.  Sci.  USSR,  Moscow),  M.  F. 
Nesterin,  L.  le.  Zhurbin,  I.  I.  Kniazev  and  V.  A.  Shatemikov. 
Eksp  Khir  Anest  13(6):22-24,  1968. 

Insufficiency  of  Oddi's  sphincter  was  induced  in  5  dogs  by  in- 
serting a  cannula  in  the  pancreatic  duct  so  that  duodenal  juice 
could  enter  it.    Blood  amylase  and  trypsin  activities  were  de- 
termined on  these  dogs,  on  2  in  which  the  pancreatic  duct  had 
been  hgated  and  its  end  isolated  with  the  omentum,  and  on  2 
controls  10,  20,  and  30  days  after  surgery.    Trypsin  activities 
were  highest  in  cannulated  dogs.    Dogs  with  ligated  pancreatic 
ducts  had  elevated  blood  amylase  activities  for  10  days  which 
later  returned  to  normal,  while  dogs  with  cannulas  had  gradually 
increasing  amylase  activities  which  reached  a  maximum  at  the 
end  of  the  observation  period.    Cannulated  dogs  developed 
histological  features  of  chronic  pancreatitis  with  leukocyte  in- 
filtration in  tissue  between  the  lobules  and  acini,  particularly 
near  the  pancreatic  duct,  and  regional  fibrosis,  but  the  acini 
remained  intact.    Dogs  with  ligated  pancreatic  ducts  had  diffuse 
pancreatic  fibrosis  in  which  the  acini  were  replaced  by  connec- 
tive tissue.    Cannulation  of  the  pancreatic  duct  should  provide 
a  useful  experimental  model  for  the  study  of  chronic  pancrea- 
titis. 

2304  XHE  EFFECT  OF  BROMELIN  IN  PANCREATO- 
GENIC  MALABSORPTION.    (Ger.)    Kugener,  H. 

(Med.  Clin.,  U.  Freibuig/Breisgau,  Germany),  D.  Bergmann  and 
K.  Beck.   Z  Gastroent  6(6):430-433,  1968. 

Nitrogen  and  fat  balances  were  run  on  8  patients  with  exocrine 
pancreatic  insufficiency  during  treatment  with  the  plant  protease 
bromelin  (200  mg  t.i.d.).    Even  these  large  doses  of  bromelin 


did  not  improve  absorption.    During  therapy  the  mean  weight 
of  the  stools  and  mean  fat  excretion  increased.    Nitrogen  ex- 
cretion was  not  appreciably  changed.    Bromelin  or  impurities 
in  the  preparation  might  increase  fat  excretion  by  hydrolyzing 
pancreatin  or  act  proteolytically  on  the  intestinal  mucosa  to 
reduce  fat  absorption. 

2305  HYPOPLASIA  OF  THE  EXOCRINE  PANCREAS 

AND  ASSOCIATED  MYOENDOCARDIAL  FI- 
BROSIS IN  ONE  OF  TWO  OBSERVED  BROTHERS.    (Fr.) 
Sacrez,  R.  (Fac.  Med.,  Strasbourg,  France),  F.  Klein,  B. 
Hoffmann,  J.  M.  Levy,  J.  Geisert  and  R.  Korn.  Ann  Pediat 
(Paris)  45(l):43-48,  1969. 

2306  CLOSED  TRAUMA  TO  THE  PANCREAS  AND 
ITS  SEQUELLAE.    (Fr.)    Marchal,  G.,  M. 

Balmes,  M.  Bousquet  and  G.  Olivier.  Montpellier  Chir  14(3): 
361-369,  1968. 

2307  RESECTION  OF  THE  PANCREAS  AND  DUO- 
DENUM.   (Heb.)    Tulcinsky,  D.  B.  (Munic.  Hosp., 

Tel-Hashomer,  Israel)  and  A.  Dinbar.   Harefuah  75(10):419- 
421,  1968. 

2308  JAUNDICE,  CANCER  OF  THE  PANCREAS  AND 
SURGERY.    (Fr.)    Perissat,  J.,  F.  Lehmans  and 

P.  Gratadour.   Bordeaux  Med  2(2):371-374,  1969. 

2309  THE  MANAGEMENT  OF  TRAUMA  TO  THE 
PANCREAS.    [CASE  REPORT]    (E.)    Mule,  J.  E. 

(St.  John's  Episcopal  Hosp.,  Brooklyn,  N.  Y.)  and  M.  Adaniel. 
Surgery  65(3):423-426,  1969. 

2310  EXOCRINE  PANCREATIC  FUNCTION  IN 
CHRONIC  RENAL  INSUFFICIENCY.    (Ger.) 

Wittich,  K.  A.  (Med.  Clin.,  U.  Gottingen,  Germany),  H.  Schmidt, 
F.  Scheler  and  W.  Creutzfeldt.    Verh  Deutsch  Ges  Inn  Med 
74:1072-1074,  1968. 

231 1  TRAUMATIC  RUPTURE  OF  THE  PANCREAS 
(REVIEW  OF  PERSONAL  EXPERIENCE).    (Gr.) 

Panagiotopoulos,  I.  (Gen.  Hosp.,  Khalkis,  Greece).  Acta  Chir 
Hellen  95(5):726-737,  1968. 

2312  TRANSVERSE  INVAGINATING  PANCREATICO 
ENTEROSTOMY  WITH  SUBMERGED  DRAIN 

AGE.    (Rus.)    Vitebskii,  la.  D.  (Kurgan  Distr.  Hosp.,  USSR). 
Klin  Khir  (Kiev)  (10):  4  3-45,  1968. 

2313  CLINICAL  ASPECTS  AND  TREATMENT  OF 
PANCREATIC  CYSTS.    (Ger.)    Strahberger,  E. 

(2nd  Surg.  Clin.,  U.  Vienna,  Austria).    Wien  Klin  Wschr  81(11): 
177-185,  1969. 

2314  PANCREATICODUODENAL  CANCER.    (Dan.) 
Barlebo,  H.  (Gentofte  Hosp.,  Copenhagen,  Denmarl 

A.  Gammelgaard  and  F.  R.  Mathiesen.   Nord  Med  %\{9y.2iO-     j 
283,  1968.  i 
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15  SURGICAL  TREATMENT  OF  PANCREATIC 

PSEUDOCYSTS.    (Cz.)    PaTcha,  L.  (Surg.  Dept., 
St.  Hlth.  Syst.,  Prostejov,  Czechoslovakia).    Cesk  Gastroent 
n  23(1):26-31,  1969. 


2316  PANCREAS  TRANSPLANT.    (For.)    Teizeira,  D. 

(Silvestre  Hosp.,  Rio  de  Janeiro,  Brazil),  R.  Faria,  G.  Monteiro, 
R.  Bandeira,  M.  Cenzo,  T.  Callichio  and  J.  Rodrigues.   Folha 
Med  57(4):49-53,  1968. 


See  also  2005,2039,2057,2058,2060,2490 
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2317  EXPERIMENTAL  PANCREATIC  DISEASE 

WITH  AN  IMMUNE  BASIS.    I.    EFFECT  OF 
ACTIVE  IMMUNIZATION  WITH  PANCREATIC  ANTIGENS. 

(It.)    Castrini,  G.  (Inst.  Spec.  Surg.  Path.,  U.  Perugia,  Italy), 
P.  Furiosi  and  M.  Potestio.    Gazz  Int  Med  Chir  74(1):  5-38, 
1969. 

Adult  rabbits  were  given  weekly  injections  of  antigen  prepared 
from  the  pancreatic  homogenates  of  dogs,  humans  and  cats,  or 
complete  Freund's  adjuvant.    Increases  in  antipancreas  anti- 
bodies were  demonstrated  by  the  complement-fixation  and 
passive  hemagglutination  tests  in  all  groups  except  those  receiv- 
ing Freund's  adjuvant.    These  antibodies  were  more  or  less 
specific  for  the  antigen  injected.    Rabbits  immunized  with 
pooled  homologous  pancreatic  antigen  were  shown  to  have  0-3 
precipitation  lines  in  the  Ouchterlony  agar  precipitation  test, 
suggesting  that  there  are  a  number  of  panaeas-specific  antigens 
which  differ  from  one  another  immunologically.    Pancreatic 
lesions  seen  1.5  months  after  the  beginning  of  immunization 
included  chronic  inflammation,  edema  of  the  perilobular  spaces, 
hemonhage,  and  some  cellular  infiltrates.    After  2  months  the 
lobular  acini  had  become  atrophic  and  occasional  foci  of  cell 
necrosis  were  present.    The  liver  and  kidneys  were  not  affected. 
Similar  results  were  obtained  with  dogs  given  pooled  homo- 
logous antigen.    Partial  pancreatectomies  were  performed  on 
10  rabbits  and  5  dogs  who  were  then  given  injections  of  their 
own  antigen  combined  with  Freund's  adjuvant.    None  of  the 
rabbits  developed  autoantibodies,  but  3  of  the  dogs  did.    Im- 
munofluorescent  studies  of  tissue  sections  from  immunized  dogs 
showed  that  antibodies  were  present  in  pancreatic  acinar  cells 
but  not  in  the  endoaine  pancreas. 

2318  EXPERIMENTAL  PANCREATIC  DISEASE 

WITH  AN  IMMUNE  BASIS.    II.    THE  EFFECT 
OF  PASSIVE  TRANSFER  OF  ANTIPANCREAS  ANTIBODIES. 

(It.)    Furiosi,  P.  (Inst.  Spec.  Surg.  Path.,  U.  Perugia,  Italy),  G. 
Castrini  and  M.  Potestio.    Gazz  Int  Med  Chir  74(2):97-131, 
1969. 

A  study  was  made  of  the  effect  of  the  passive  transfer  of  anti- 
pancreas  immune  serum  from  rabbits  when  injected  into  rabbits, 
cats,  and  dogs.    In  rabbits,  passive  transfer  of  antipancreas  serum 
had  no  effect  on  the  pancreas  or  blood  amylase  activities.   When 
preceded  by  s.c.  injection  of  Freund's  adjuvant,  microscopic 
pancreatic  lesions  appeared  after  24  hr  and  a  simultaneous  and 
significant  increase  occurred  in  blood  amylase  activities.   When 
preceded  by  s.c.  injections  of  homologous  pancreatic  homoge- 
nates the  lesions,  which  were  more  pronounced  than  those  in 
the  preceding  group,  included  vasodilation,  hemorrhagic  areas, 
leukocyte  diapedesis,  interstitial  edema,  areas  of  cellular  necro- 
sis, and  mast-ceU  infiltrates.    Blood  amylase  actwities  were  in- 
creased.   SimUar,  but  more  pronounced,  histological  changes 
were  seen  in  all  3  groups  of  cats  and  in  dogs  given  i.v.  and  i.a. 
injections.    In  dogs,  lesions  were  most  marked  after  i.a.  injec- 
tions, and  amylase  activities  were  elevated  in  all  cases.    No 
changes  occurred  in  the  pancreases  of  animals  receiving  injec- 
tions of  antiliver  immune  serum  or  normal  rabbit  serum.    Im- 
munization of  pregnant  rabbits  with  antipancreas  serum  had 
no  effect  on  the  fetal  pancreas.    Immunofluorescence  studies 
in  dogs  and  cats  showed  that  antipancreas  antibodies  were  pres- 
ent in  acinar  cells  and,  to  a  lesser  extent,  in  the  hepatic  sinusoids 


2319  THE  SIGNIFICANCE  OF  REFLUX  IN  THE 

PANCREATIC  DUCT  IN  THE  PRODUCTION 
OF  LESIONS  IN  THE  EXOCRINE  PANCREAS:    EXPERI- 
MENTAL STUDY  AND  CLINICAL  OBSERVATIONS.    (It.) 
Faggioli,  F.  (2nd  Inst.  Spec.  Med.  Path.,  U.  Bologna,  Italy), 
E.  Roda,  E.  D'Annunzio,  A.  Venerate  and  M.  Gnudi.    G  Clin 
Med  49(10):990-1013,  1968. 

Electron  microscope  studies  were  made  of  biopsy  material  from 
2  patients  with  radiological  evidence  of  bile  reflux  into  the 
pancreatic  duct.    In  one  of  these  patients  with  recurrent  pancre- 
atitis, observations  were  limited  to  acini  in  a  region  with  no 
hemorrhagic  lesions.   The  mitochondria  were  swollen  and  there 
were  a  large  number  of  zymogen  granules  in  the  basal  portion 
of  the  acinar  cells.    In  the  other  patient,  who  had  chronic  atro- 
phic pancreatitis,  there  were  severe  changes  in  the  exocrine  cells 
with  accumulations  of  lipid  material.    Similarities  between  these 
observations  and  those  made  previously  in  dogs  in  which  bile 
had  been  introduced  into  the  accessory  pancreatic  duct  suggest 
that  the  reflux  of  bile  into  the  pancreatic  duct  is  an  important 
factor  in  the  etiology  of  chronic  pancreatitis. 

2320  ACUTE  PANCREATITIS:    SHOULD  CONSERVA- 

TIVE TREATMENT  INCLUDE  THE  PROTEINASE 
INHIBITOR,  TRASYLOL?    (Ger.)    Scheibe,  O.  (Surg.  Clin., 
Med.  Acad.  Lubeck,  Germany)  and  E.  Waller.  Med  Welt  20(8): 
411-414,  1969. 

The  results  of  conservative  treatment  were  compared  in  270 
patients,  112  of  whom  did  not  receive  Trasylol  and  72  of  whom 
did.    The  mean  age  and  sex  ratio  were  about  the  same  in  these 
2  groups.   The  mortaUty  was  8%  among  patients  who  did  not 
receive  Trasylol  and  11%  among  those  who  did.   This  difference 
is  not  significant.   These  findings  are  also  compared  with  others 
in  the  literature.    Because  some  patients  developed  alkalosis  and 
low  blood  chloride  concentrations  due  to  aspiration  of  the 
stomach  contents  and  inadequate  inhibition  of  secretion  with 
atropine,  NaHC03  was  not  given  to  neutralize  gastric  acidity. 
Results  of  conservative  therapy  were  much  better  than  those 
of  surgical  treatment.    Laparotomies  were  performed  on  13  pa- 
tients, 8  of  whom  did  not  have  elevated  diastase  activities;  8 
of  these  1 3  patients  died  shortly  after  surgery. 

2321  THE  ROLE  OF  PHOSPHOLIPASE  A  IN  THE 

COURSE  OF  ACUTE  PANCREATTTIS.    (Ger.) 
Wanke,  M.  (Inst.  Path.,  U.  Heidelberg,  Germany),  W.  Nagel, 
M.  M.  Linder  and  H.  Sebening.   Z  Gastroent  6(6):434-442, 
1968. 

Sodium  taurocholate  (0.6  ml  of  0.4,  2,  and  5%  solutions), 
250  jUg  of  phosphoUpase  A  in  0.4%  sodium  taurocholate,  2% 
of  lysolecithin  in  0.6  ml  of  Ringer's  solution,  and  0.6  ml  of 
pure  oUve  oil  were  instilled  into  the  pancreatic  ducts  of  70 
male  Wistar  rats  under  hexobarbital  anesthesia.    Animals  were 
then  killed  with  an  overdose  of  barbiturate  and  the  pancreatic 
tissue  was  studied  histologically.    Sodium  taurocholate  pro- 
duced mostly  circulatory  disturbances  and,  at  higher  concentra- 
tions, coagulation  necrosis  in  the  epitheUum  of  the  ducts  and 
acini.    The  parenchyma  broke  down  before  enzyme  activation, 
caused  by  hypoxia,  could  produce  cell  destruction.   After  60 
min,  phospholipase  A  in  0.4%  sodium  taurocholate  produced 
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nail  areas  of  parenchymal  necrosis  and  infiltrates  of  poly- 
lorphonuclear  granulocytes,  primarily  around  the  blood  ves- 
ils,  interstitial  edema,  thrombi  in  necrotic  areas,  vacuolization 
f  the  acinar  epithelium  around  necrotic  areas,  and  zymogen 
ctrusion  without  acinar  necrosis.    After  5  min,  lysolecithin 
reduced  extensive  interstitial  edema  and  hyperemia.    After 
■2  hr,  hemolysis  and  endothelial  necrosis  increased  and  circula- 
on  ceased.    Finally,  peripheral  parenchymal  necrosis  and 
jcretory  edema  were  observed  together  with  areas  of  necrosis 
1  adipose  tissue  around  the  pancreas  which  were  surrounded 
y  granulocytes.    Olive  oil  produced  foci  of  digestion,  cell 
estruction,  eosinophilic  degeneration  after  a  decrease  in  basal 
asophilia,  karyorrhexis  and  karyolysis.    There  were  no  circu- 
itory  disturbances  or  vascular  edema. 


1322 


THE  BEHAVIOR  OF  NONSPECIFIC  PHOSPHA- 
TASES IN  THE  UVER  IN  THE  COURSE  OF 
VCUTE  EXPERIMENTAL  PANCREATITIS  IN  DOGS.    (Pol.) 
jabryelewicz,  A.  (2nd  Clin.  Int.  Dis.,  Acad.  Med.  Bialystok, 
'oland),  J.  Popow,  B.  Musiatowicz  and  M.  Paprocki.  Acta 
"hysiolPol  19(3):  359-366,  1968. 

in  15  dogs  in  which  acute  pancreatitis  was  induced  by  injec- 
tion of  bile  incubated  with  trypsin  into  the  pancreatic  duct  at 
I  pressure  of  40-50  cm  H2O,  histochemical  studies  of  the  alka- 
line and  acid  phosphatase  activity  in  samples  of  liver  tissue 
taken  after  intervals  of  4-24  hr  revealed  a  marked  rise,  ac- 
companied by  a  sharp  rise  in  serum  amylase  activity  (from 
147.2  Wohlgemuth  units  before  injection  of  bile  to  680.4  U 
in  4  hr).    The  increase  in  hepatic  phosphatase  was  ahnost  com- 
pletely prevented  by  administration  of  heparin  (1.0-1.5  mg/kg) 
during  induction  of  pancreatitis,  and  the  serum  amylase  rose 
only  from  120.8  U  to  156.4  U  in  4  hr.    The  role  of  fibrinolysis 
and  blood  coagulation  in  the  initial  phases  of  the  development 
of  acute  experimental  pancreatitis  is  discussed,  and  attention 
is  called  to  the  protective  effect  of  heparin. 

323  EXPERIMENTAL  ACUTE  PANCREATITIS  IN 

DOGS.    I.    HYPOTENSIVE  EFFECT  INDUCED 
lY  PANCREATIC  EXUDATE.   (E.)    Amundsen,  E.  (Dept. 
urg.  Res.,  Rikshospitalet,  Oslo,  Norway),  E.  Ofstad  and  P.  O. 
lagen.   Scand  J  Gastroent  3(6):659-664,  1968. 
I  new  technique  has  been  developed  for  drainage  and  collection 
if  exudate  sequestered  through  the  pancreas  during  experimen- 
al  acute  pancreatitis  in  dogs.   The  exudate  (0.03  ml  diluted  to 
.  ml  with  0.1  M  Tris  HCl,  pH  7.5,  i.v.)  produced  hypotension 
n  healthy  dogs  10-15  sec  after  injection;  this  effect  lasted  for 
ibout  30  sec.   The  exudate  coUected  early  during  the  ailment 
lad  the  most  marked  hypotensive  effect.   This  effect  could  be 
blocked  by  antazohne  when  20  mg  of  this  compound  was 
nixed  with  the  exudate  prior  to  the  injection.   The  hypotensive 
factor  was  not  dialysable.   The  possible  role  of  histamine  re- 
lease for  the  observed  hypotensive  effect  of  exudate  is  discussed. 

2324  EXPERIMENTAL  ACUTE  PANCREATITIS  IN 

DOGS.  II.  HISTAMINE  RELEASE  INDUCED 
BY  PANCREATIC  EXUDATE.  (E.j  Ofstad,  E.  (Dept.  Surg. 
Res.,  Rikshospitalet,  Oslo,  Norway),  E.  Amundsen  and  P.  O. 
Hagen.  Scand  J  Gastroent  4(l):75-79,  1969. 
The  correlation  between  the  histamine-releasing  ability,  tested 
on  suspensions  of  rat  mast  cells,  and  the  hypotensive  effect, 
tested  on  dogs,  of  exudate  portions  collected  directly  from  the 


pancreas  at  various  time  intervals  during  the  course  of  experi- 
mental acute  pancreatitis  in  dogs,  was  studied.    The  histamine- 
releasing  abihty  was  strongest  in  the  portions  collected  early 
during  the  ailment,  as  was  the  hypotensive  effect.    Heat- treat- 
ments influenced  the  hypotensive  and  the  histamine-releasing 
effects  in  a  similar  way.    Acidification  to  pH  3.0  or  lower,  fol- 
lowed by  neutrahzation  and  dialysis,  destroyed  both  the  hypo- 
tensive and  the  histamine-releasing  effect  of  the  exudates.    It 
is  concluded  that  histamine  release  from  mast  cells  may  be  in- 
volved in  the  causation  of  the  hypotension  which  can  be  ob- 
served when  pancreatic  exudate  is  injected  i.v.  in  healthy  dogs. 

2325  HEPARIN  AND  PROTEASE  INHIBITORS  IN 

THE  PREVENTION  OF  EXPERIMENTAL  ACUTE 
PANCREATIC  NECROSIS  IN  DOGS.    (E.)    Gabryelewicz,  A. 
(Med.  Sch.,  Bialystok,  Poland),  S.  Niewiarowski,  J.  Prokopowicz 
and  J.  Chlebowski.  Digestion  2(1):7-16,  1969. 
The  protective  action  of  protease  inhibitors  (Trasylol,  IP-315), 
the  synthetic  antifibrinolytic  agent  (epsilon-aminocaproic  acid) 
and  heparin  in  the  prevention  of  acute  pancreatic  necrosis  was 
evaluated  on  the  basis  of  serum  amylase,  histological  examina- 
tion and  survival  of  53  dogs.    Heparin  was  found  to  be  the  most 
efficient  agent  in  protecting  dogs  from  pancreatic  necrosis,  the 
other  protease  inhibitors  were  much  less  effective.    In  dogs  pre- 
treated  with  heparin  no  elevation  of  fibrinogen  level  and  no 
inhibition  of  fibrinolysis  were  observed.   These  changes  were 
markedly  expressed  in  control  dogs  with  pancreatic  necrosis 
and  those  receiving  protease  inhibitors.   The  total  proteolytic 
activity  of  pancreas  homogenates  was  investigated.    A  significant 
difference  in  the  heparin-treated  dogs  in  comparison  with  the 
controls  was  observed.    Similar  differences  were  obtained  on 
testing  acid  phosphatase  in  both  groups.    Successful  prevention 
of  acute  pancreatitis  by  heparin  can  also  be  explained  as  being 
due  to  the  anti-clotting  properties  of  this  drug  as  well  as  to  its 
action  on  the  level  of  the  pancreatic  cell.    It  is  also  possible 
that  heparin  has  a  stabihzing  effect  on  lysosomes,  known  to  be 
the  main  source  of  hydrolases. 

2326  THERAPEUTIC  EFFECT  OF  THE  PROLONGED 

THORACIC  DUCT  LYMPH  FISTULA  IN  PA- 
TIENTS WITH  ACUTE  PANCREATITIS.    (E.j    Brzek,  V. 
(Dept.  Surg.,  Charles  U.,  Hradec  Kralove,  Czechoslovakia)  and 
V.  Bartos.   Digestion  2(l):43-50,  1969. 
In  10  patients  with  acute  pancreatitis  and  in  10  patients  with 
cholelithiasis  the  thoracic  duct  was  cannulated  and  a  prolonged 
external  drainage  of  the  lymph  was  performed.    Initial  lymph 
flow,  total  volume  of  the  lymph  diverted,  and  the  levels  of 
lymph  and  blood  serum  amylase  were  measured.    In  patients 
with  acute  pancreatitis,  the  initial  lymph  flow,  lymph  and 
blood  serum  amylase  were  found  to  be  significantly  higher  than 
those  in  cholelithiasis.    In  patients  with  acute  pancreatitis,  lymph 
amylase  was  significantly  higher  than  blood  amylase.    Early  in 
the  course  of  acute  pancreatitis,  there  was  a  considerable  in- 
crease in  lymph  flow  followed  subsequently  by  a  reduction. 
The  prolonged  external  drainage  of  the  thoracic  duct  resulted 
in  a  rapid  improvement  of  the  clinical  picture.    It  is  concluded 
that  the  thoracic  duct  lymph  is  an  important  pathway  for  the 
rise  in  blood  serum  enzymes  in  acute  pancreatitis,  and  that  by 
the  external  drainage  of  the  thoracic  duct  a  considerable  amount 
of  toxic  substances  originating  in  the  necrotic  tissues  may  be 
removed  from  the  organism. 
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2327  CAUSES  OF  HYPOCALCEMIA  IN  ACUTE  PAN- 

CREATITIS.   (E.)    Bernacki,  E.  (Bialystok  Med. 
Sch.,  Poland).   Bull  Pol  Med  Sci  Hist  12(l):23-30,  1969. 


2333  INDICATIONS  AND  TECHNIQUES  OF  THE 

SURGICAL  TREATMENT  OF  CHRONIC  PAN 
CREATITIS.  (Fr.)  Doutre,  L.  P.  and  D.  Traissac.  Bordeaux 
Med  2(2):363-368,  1969. 


2328  PANCREATITIS  AND  ACUTE  RENAL  FAILURE. 

(Ger.)    Figdor,  P.  P.  (Urol.  Clin.,  U.  Vienna, 
Austria)  and  G.  Wense.   Med  Mschr  22(10):453-454,  1968. 


2334  ACUTE  AND  CHRONIC  PANCREATITIS.    (Ger.j 

Engelhart,  G.  (Med.  Clin.,  U.  Basel,  Switzerland). 
Z,a«£?a/-zr  44(34):  1655-1662,  1968. 


2329  HEMATIN  FORMATION  AND  PANCREATITIS. 

(E.)  Frey,  C.  F.  (U.  Michigan  Med.  Ctr.,  Ann 
Arbor),  D.  M.  Bradley,  J.  Glore  and  J.  Wanner.  J  Surg  Res 
9(2):73-78,  1969. 


2330  CHRONIC  PANCREATITIS  WITH  MASSIVE 
ASCITES.    (E.)    Polak,  M.  (Gen.  Infirm.,  CUn. 

Hosp.,  U.  Sao  Paulo,  Brazil)  and  L.  C.  M.  Franca.   Digestion 
l(5):296-304,  1968. 

2331  IS  MEDICAL  OR  SURGICAL  TREATMENT 
PREFERABLE  FOR  NECROTIC  HEMORRHAGIC 

PANCREATITIS?    (Fr.)    Beraud,  C,  J.  Perissat  and  J. 
Paccalin.   Bordeaux  Med  2{2y.3S5-Z(,\,  1969. 


2332  THE  DEVELOPMENT  OF  THE  DUODENOGRAM 

IN  CHRONIC  AND  RECURRENT  PANCREATI- 
TIS TREATED  BY  LEFT  CELIAC  GANGLIONECTOMY  AND 
SPLANCHNICECTOMY.   (Fr.)    Mallet-Guy  (Fac.  Med.,  Lyon, 
France),  P.  Jacquemet,  P.  Braconnot  and  C.  Partensky.   Arch 
Franc  Mai  Appar  Dig  57(ll):933-948,  1968. 


2335  PANCREATITIS  FROM  A  SURGICAL  POINT  OF 
VIEW.    (Ger.J    Rossetti,  M.  (Surg.  Clin.,  U.  Basel, 

Switzerland).    Lfl/idarzf  44(34):  1649-1654,  1968. 

2336  THE  SURGICAL  TREATMENT  OF  ACUTE  AND 
CHRONIC  PANCREATITIS.    (Ger.)    Sell,  G. 

(Munic.  Hosp.,  Karlsruhe,  Germany)  and  M.  Auerbach.   Aerztl 
Prax  Bild  (4/5):108a-112,  1968. 

2337  TREATMENT  OF  PANCREATITIS  FROM  THE 
INTERNIST'S  POINT  OF  VIEW.    (Ger.)    Heinkel, 

K.   Aerztl  Prax  Bild  {'il5):ll2-i.U,  1968. 

2338  SUBACUTE  AND  CHRONIC  PANCREATITIS, 
MASSIVE  ASCITES  AND  SUBCUTANEOUS 

FATTY  NECROSIS.    A  REPORT  OF  2  CASES  AND  REVIEW 
OF  THE  LITERATURE.    (Fr.)    Debray,  C.  (Bichat  Hosp., 
Paris,  France),  J.  P.  Hardouin,  J.  Leymarios,  B.  Gouin,  R. 
Modibliani  and  C.  Marche.   Sem  Hop  Paris  45(13):827-839, 
1969. 

2339  DUODENOPANCREATECTOMY  FOR  ACUTE 
NECROTIZING  PANCREATITIS.    [CASE  RE- 
PORT]   (Fr.)    Edelmann,  G.  (Pitie  Hosp.,  Paris,  France).  Acta 
Chir  Belg  67(9):906-914,  1968. 


See  also  2059 
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2340  LIVER  TRANSPLANTATION  IN  MAN-U, 

A  REPORT  OF  TWO  ORTHOTOPIC  LIVER 
TRANSPLANTS  IN  ADULT  RECIPIENTS.    (E.)    Calne,  R.  Y. 
(Addenbrooke's  Hosp.,  Cambridge,  England),  R.  Williams, 
J.  L.  Dawson,  I.  D.  AnseU,  D.  B.  Evans,  P.  T.  Flute,  P.  M. 
Herbertson,  V.  Joysey,  G.  H.  W.  Keates,  R.  P.  Knill-Jones, 
S.  A.  Mason,  P.  R.  Millard,  J.  R.  Pena,  B.  D.  Pentlow,  J.  R. 
Salaman,  R.  A.  SeUs  and  P.  A.  CuUum.   Brit  Med  J  4(5630): 
541-546,  1968. 

Detailed  case  reports  are  presented  for  2  patients  (41-yr-old 
man  and  46-yr-old  woman)  with  primary  hepatic  malignancy 
who  were  treated  by  hepatectomy  and  orthotopic  liver  trans- 
plantation.   In  both  cases  the  donor  liver  (from  children,  aged 
5  and  13  yr,  who  had  died  of  mumps  encephalitis  and  a  head 
injury,  resp.)  was  infused  with  cold  solutions  and  kept  chilled 
without  continuous  perfusion.    There  was  immediate  satisfactory 
hepatic  function  in  both  transplants.   The  woman  died  after 
11  weeks  from  overwhelming  bacterial  and  fungal  infections, 
probably  secondary  to  hepatic  infarction  due  to  thrombosis  of 
the  recipient  hepatic  artery.    The  thrombus  occuned  at  the  site 
of  the  arterial  clamp.    In  an  attempt  to  control  the  growth  be- 
fore transplantation,  the  patient  had  been  treated  with  large 
doses  of  chlorambucil,  which  resulted  in  extreme  marrow  de- 
pression and  septicemia.   The  man  developed  cholestatic  jaun- 
dice during  the  second  and  third  weeks  after  transplantation, 
with  histological  evidence  of  mild  rejection,  which  was  con- 
trolled by  increasing  the  dose  of  immunosuppressive  agents. 
He  is  now  well,  having  returned  to  work  6  weeks  after  the 
operation. 

2341  IMMUNOSUPPRESSIVE  THERAPY  IN  CHRONIC 

HEPATITIS  AND  HEPATIC  CIRRHOSIS.    (Ger.) 
Evers,  C.  (North  Sea  Clin.,  Westerland/Sylt,  Germany),  R.  D. 
Hesch  and  D.  Banzer.   Med  Welt  20(8):415-421,  1969. 

Azathioprine  (150  mg/day  for  8  weeks)  was  given  to  51  pa- 
tients (31  men  and  20  women)  with  chronic  hepatitis  or  cir- 
rhosis.  These  patients  were  selected  on  the  basis  of  their  high 
serum  7-globulin  levels.    Patients  with  acute  jaundice  were  al- 
ways treated  with  glucocorticoids  before  being  given  azathio- 
prine.   After  8  weeks  of  therapy  7-globulin  levels  were  reduced 
in  32  patients  and  increased  in  3.    Initially  elevated  total  serum 
protein  levels,  present  in  37  cases,  were  reduced.    No  changes 
occurred  in  the  remaining  14  patients  whose  total  serum  pro- 
tein levels  had  been  normal  initially.    No  significant  changes 
occurred  in  |3-globulins.    SGOT,  SGPT,  alkaline  phosphatase, 
and  serum  bilirubin  values  decreased  or  returned  to  normal 
after  therapy  in  almost  all  cases  in  which  they  had  been  initially 
elevated.    Computer  analysis  of  the  data  showed  that  azathio- 
prine gave  the  best  results  when  7-globulin  values  ranged  from 
29-40%,  SGOT  activities  from  20-40  U,  and  SGPT  activities 
from  40-80  U.    Common  histological  findings  in  these  patients 
were  dense  round-cell  infiltrations  and  hyperplasia  of  the  reticu- 
loendothelial system  with  frequent  boundary  layers  and  enlarged 
periportal  fields.    Only  3  patients  developed  leukopenia  with 
leukocyte  counts  below  3000;  therapy  had  to  be  discontinued 
in  2  cases  because  of  this.    None  of  these  patients  had  platelet 
counts  below  30,000. 

2342  BEHAVIOR  OF  SOME  PYRUVIC  ACID 

METABOLITES  IN  THE  BLOOD  OF  PATIENTS 


WITH  VIRAL  HEPATITIS  AND  HEPATIC  QRRHOSIS  AND 
IN  HEPATIC  COMA.    (It.)    Gioannini,  P.  (Inst.  Gen.  Med. 
ain.,  U.  Sienna,  Italy),  G.  ScaUse,  L.  Pippi  and  C.  A.  Boggiano. 
Minerva  Med  60(12):524-536,  1969. 

Acetoin  and  2,3-butylene  glycol  were  determined  in  venous 
blood  from  16  normal  controls,  17  patients  with  viral  hepatitis, 
12  with  cirrhosis,  10  in  hepatic  coma,  and  5  with  impending 
comas.   The  mean  concentrations  of  these  substances  were 
highest  in  patients  in  hepatic  coma  followed  by  those  with  cir- 
rhosis and  were  lowest  in  patients  with  viral  hepatitis.    Analysis 
of  variance  showed  that  the  differences  between  these  mean 
concentrations  were  statistically  significant.    In  3  of  6  patients 
with  hepatic  coma  there  was  a  definite  parallelism  between 
blood  levels  of  acetoin  and  2,3-butylene  glycol  and  the  neuro- 
psychiatric  symptoms.    In  2  cases  blood  acetom  levels  paralleled 
the  clinical  course  while  2,3-butylene  glycol  concentrations  did 
not  change  appreciably  during  the  period  of  observation.    In- 
creases in  the  blood  levels  of  acetoin  and  2,3-butylene  glycol 
were  always  accompanied  by  increases  in  the  levels  of  pyruvic 
and  lactic  acids,  but  no  clear-cut  correlations  could  be  demon- 
strated.   It  is  suggested  that  acetoin  and  2,3-butylene  glycol 
might  be  responsible  for  neuro psychiatric  symptoms  in  hepatic 
coma. 

2343  HEPATIC  CHANGES  IN  HYPERCHLORHYDRIC 

DYSPEPSIA.    (It.)    Carmenini,  G.  (Inst.  Gen.  Med. 
Clin.,  U.  Rome,  Italy),  V.  Di  Giacomo,  P.  Soccorsi,  A.  Sciacca, 
M.  Tenna  and  M.  Testa.   Fegato  14(3):  305-312,  1968. 
Of  194  patients  with  hyperchlorhydric  dyspepsia,  91  (46.9%) 
had  hepatomegaly,  47  (24.2%)  had  changes  in  serum  proteins, 
38  (19.5%)  had  abnormal  Kunkel  tests,  52  (26.8%)  had  ab- 
normal urobilin  values,  and  2.5%  had  high  blood  bihrubin  levels. 
Biopsies,  performed  on  patients  with  signs  of  liver  involvement, 
commonly  showed  dUatation  of  Disse's  spaces  with  proliferation 
of  reticuloendothelial  cells  as  is  seen  in  serous  hepatitis,  small 
intralobular  infiltrates  of  lymphoid  and  reticular  cells,  mild 
steatosis,  pleiocytosis  of  the  portobihary  spaces  accompanied 
by  sclerosis  and  granulomatous  changes,  slight  signs  of  degenera- 
tion, and  excessive  quantities  of  pigment.    No  relation  was  found 
between  the  severity  of  inflammatory  changes  in  the  liver  and 
the  duration  and  severity  of  the  dyspepsia.    Steatosis  and  pig- 
mentation were  most  pronounced  in  patients  with  enzyme  de- 
ficiencies, particularly  deficiencies  of  pancreatic  enzymes.    These 
findings  are  similar  to  those  seen  in  ulcer  patients  and  are  not 
specific  in  nature. 


2344  SOME  CHARACTERISTICS  OF  HEMODYNAMIC 

CHANGES  FOUND  IN  CHRONIC  HEPATITIS. 

(Fr.)    Voiculesco,  A.  (Inst.  Labor  Evaluation  Rehabilitation, 
Bucharest,  Romania),  S.  Chifiriuc,  1.  Bistreanu  and  E.  Istratescu. 
Fegato  14(4):533-542,  1968. 

Studies  were  made  of  33  patients  who  developed  chronic  hepa- 
titis as  a  sequela  of  viral  hepatitis.    These  included  12  with  mild 
forms,  9  with  moderately  severe  forms,  and  12  with  incipient 
cirrhosis.    There  was  a  tendency  for  systolic  pressure  to  remain 
the  same,  diastoUc  pressure  to  decrease  and  the  pressure  differ- 
ential and  heart  rate  to  increase.    These  changes  became  more 
pronounced  as  the  disease  progressed.    Increases  also  occurred 
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in  the  systolic  volume  and  cardiac  output,  the  cardiac  index, 
and  the  volume  of  the  peripheral  pulse.    Peripheral  resistance 
and  elastic  resistance  deaeased.    These  changes  are  attributed 
to  vasodilators  which  the  liver  cannot  metabolize. 

2345  STUDY  OF  LIVER  FUNCTION  WITH 

BROMOSULFOPHTHALEIN  CLEARANCE  IN 
PATIENTS  WITH  PEPTIC  ULCERS  AND  A  COMPARISON 
WITH  OTHER  RESEARCH  METHODS.    (It.)    Romeo,  S. 
(Inst.  Surg.  SymptomatoL,  U.  Catania,  Italy),  A.  Bordi  and 
G.  Gruttadauria.   Fegato  14(3):  399-403,  1968. 

A  comparison  was  made  of  BSP  clearance  and  other  liver 
function  tests  in  30  patients  (13  men  and  7  women,  aged  20- 
78  yr)  with  peptic  ulcers.    Stomach  ulcers  were  present  in  11 
and  duodenal  ulcers  in  19.   BSP  clearance  was  abnormal  and 
the  Hanger  and  MacLagan  tests  were  positive  in  4  patients  who 
had  negative  Takata-Ara  tests.    BSP  clearance  was  abnormal  in 
7  patients,  hypoproteinemia  was  present  in  4,  and  bilirubin 
levels  were  increased  in  only  1.    Liver  involvement  was  most 
prevalent  among  patients  with  ulcers  in  the  1  st  part  of  the 
duodenum.   This  is  probably  due  to  vagal  hypertonus  which 
produces  spasms  in  Oddi's  sphincter  with  resultant  disorders 
in  biliary  dynamics,  changes  in  the  production  of  cholecysto- 
kinin  secondary  to  abnormalities  in  gastric  secretion,  and 
possible  inflammation  of  the  biliary  tract  and  bver  parenchyma. 

2346  CHANGES  IN  GLUCOSE,  PYRUVIC  ACID, 

AND  NONESTERIFIED  FATTY  ACIDS  AFTER 
INTRAVENOUS  ADMINISTRATION  OF  TOLBUTAMIDE 
TO  PATIENTS  WITH  FATTY  LIVER.  (Ger.)  Teichmann,  W. 
(1st  Med.  Clin.,  Martin  Luther  U.,  Halle-Wittenberg,  Germany) 
and  U.  Burchardt.  Deutsch  Z  Verdau  Stoffwechselkr  28(2/4): 
217-220,  1968. 

Blood  levels  of  nonesterified  fatty  acids,  glucose,  and  pyruvic 
acid  were  determined  at  various  intervals  15-120  min  after  i.v. 
administration  of  1.0  g  of  tolbutamide  to  17  patients  with  fatty 
liver  and  to  8  normal  controls.    In  patients  with  fatty  liver  glu- 
cose levels  did  not  decrease  as  rapidly  and  did  not  return  to 
their  initial  values  as  rapidly  as  in  controls.    Nonesterified  fatty 
acid  levels,  which  were  almost  double  control  values  in  patients 
with  fatty  liver,  decreased  as  much  as  70%  and  returned  to  their 
initial  levels  more  slowly  than  in  controls.    There  were  no  ap- 
preciable differences  between  changes  in  pyruvic  acid  levels  in 
controls  and  patients  with  fatty  liver.    Similar  changes  seen  in 
diabetes  and  obesity  indicate  that  these  diseases  are  closely  re- 
lated to  fatty  liver.   Tolbutamide  is  recommended  for  the  treat- 
ment of  fatty  liver  because  of  the  great  reduction  it  produces 
in  the  blood  levels  of  nonesterified  fatty  acids. 

2347  GENETIC  ASPECTS  OF  CHRONIC  NONHEMO- 

LYTIC FAMILIAL  JAUNDICE  (THE  ROTOR 
SYNDROME)  WITH  CONJUGATED  BILIRUBIN  IN  THE 
SERUM.   (Rum.)    Kasza,  L.  (Inst.  Med.  Pharm.,  Turgu  Mures, 
Romania),  E.  Marer,  D.  Szilagyi,  P.  Szekely  and  M.  Makai. 
Med  Intern  (Bucur)  20(7):825-832,  1968. 
Physical  and  urine  examinations  and  tests  for  serum  bilirubin, 
BSP  retention,  SGPT  activity,  and  dysproteinemia  were  per- 
formed on  68  members  of  3  families  in  which  there  was  1  case 
each  of  Rotor's  syndrome.    Subjects  with  abnormal  findings 
were  also  subjected  to  serum  electrophoresis  and,  in  some  cases, 
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i.v.  cholecystography.  Biochemical  abnormalities  were  found 
in  16  subjects  (7  females  and  9  males,  all  over  8  yr  old),  and 
1  new  case  was  diagnosed  in  an  8-yT-old  niece  of  1  of  the  pa- 
tients. All  16  subjects  with  abnormal  biochemical  findings 
were  asymptomatic  and  had  normal  Uver  function  and  no  evi- 
dence of  urinary  bilirubin.  Serum  bilirubin  levels  ranged  from 
1.00-1.90  mg%,  and  BSP  retention  was  moderate  (5-12%  after 
45  min).  Opacification  of  the  gallbladder  was  seen  in  all  sub- 
jects on  whom  i.v.  cholecystography  was  performed.  One  or 
both  parents  of  each  patient  had  biochemical  abnormalities. 
The  parents  of  1  patient  were  consanguineous. 

2348  AN  EXPERIMENTAL  STUDY  OF  EXTRA- 

CORPOREAL PERFUSION  OF  THE  LIVER. 

(Pol.)    Nielubowicz,  J.  (Ctr.  Exp.  Clin.  Med.,  Polish  Acad.  Sci., 
Warsaw,  Poland),  W.  Olszewski,  W.  Rowinski,  D.  Bulien,  J. 
Gruchalski,  Z.  Machowski,  E.  Mayzner,  J.  Polanski,  S.  Pluciriski, 
J.  Sokolowski,  M.  Skoskiewicz  and  J.  Szmidt.   Pol  Przegl  Chir 
49(l):l-9,  1969. 

Extracorporeal  perfusion  of  the  liver,  using  a  homologous  donor 
animal,  was  carried  out  for  2-4  hr  in  12  pigs  with  experimentally 
induced  acute  hepatic  insufficiency,  and  liver  function  was  com- 
pared with  that  in  6  control  pigs  subjected  to  acute  hepatic  in- 
sufficiency alone.    BUe  secretion,  oxygen  uptake  and  blood  flow 
through  the  isolated  perfused  liver  was  maintained  at  normal 
levels  for  up  to  3  hr.    Exogenous  ammonia  and  BSP  clearance 
(below  33%)  were  accomplished  in  20-30  min,  and  were  inde- 
pendent of  blood  flow.    However,  the  arterial  blood  pressure 
gradually  dropped  during  perfusion  and  metabolic  acidosis  de- 
veloped, accompanied  by  a  decrease  in  serum  proteins  and  an 
increase  in  SCOT  and  SGPT  levels. 

2349  THE  PRINCIPAL  ANOMALIES  IN  THE 
ARTERIAL  VASCULATURE  OF  THE  LIVER 

(AN  ANGIOGRAPHIC  STUDY).    (It.)    Blasucci,  E.  (1st  Qin. 
Gen.  Surg.,  U.  Rome,  Italy),  R.  Picchiotti  and  A.  Trent! 
Chir  Gastroent  2(3y.261-n&,  1968. 

Based  on  a  review  of  the  angiograms  in  150  cases  subjected 
to  hepatic  or  abdominal  surgery,  it  is  concluded  that  the  most 
common  anomalies  in  the  hepatic  circulation  are  the  presence 
of  a  right  hepatic  artery  derived  from  the  superior  mesenteric 
(8%)  and  a  left  hepatic  artery  derived  from  the  left  gastric 
(6.6%).    The  latter  anomaly  corresponds  to  the  accessory  hepa- 
tic artery  of  HyrtL    Normally,  in  about  55%  of  all  cases,  the 
hepatic  artery  arises  in  the  celiac  tripod  and  gives  rise  to  the 
pyloric  and  gastroduodenal  arteries,  after  which  it  splits  into 
the  right  and  left  hepatic  arteries;  while  the  right  branch  im- 
mediately divides  into  two  trunks  which  supply  branches  to 
the  5th,  6th,  7th  and  8th  segments,  the  left  branch  first  gives 
rise  to  a  single  branch  supplying  the  4th  segment,  and  then 
divides  into  further  branches  supplying  the  1st,  2nd,  and  3rd 
segments.    Various  modifications  in  the  points  of  origin  of  the 
different  terminal  branches  are  possible.   The  embryological 
development  of  the  hepatic  circulation  is  reviewed  and  some 
of  the  surgical  problems  created  by  these  circulatory  anomalies 
are  discussed. 

2350  STUDIES  ON  THE  INDICATIONS  FOR  PORTA- 
CAVAL SHUNT  IN  PATIENTS  WITH  PORTAL 

HYPERTENSION.   (Ga-.j    Bucher,  H.  (Dept.  Clin.  Pharmacol., 
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J.  Bern,  Switzerland),  W.  A.  Fuchs,  J.  Tauber,  H.  Rosier  and 
i.  Preisig.   Schweiz  Med  Wschr  99(7):229-238,  1969. 
n  29  patients  (21  men  and  8  women,  23-70  yr  old,  including 
18  with  a  history  of  alcoholism,  15  with  gastrointestinal  hemor- 
rhage, 20  with  esophageal  varices  and  13  with  ascites)  admitted 
ivith  a  diagnosis  of  cirrhosis  (confirmed  by  biopsy  in  19  cases) 
md  portal  hypertension  during  a  14-month  period,  the  hepatic 
jlood  flow  was  evaluated  using  indocyanine  green,  the  wedged 
[lepatic  venous  pressure  was  measured,  the  liver  volume  and 
spleen  size  were  assessed  by  scintillation  scanning  after  admin- 
istration of  radiogold,  and  liver  function  was  studied  using  BSP, 
galactose,  serum  bilirubin  and  albumin,  and  the  serum  enzymes, 
[n  addition,  selective  angiography  of  the  celiac  and  mesenteric 
irteries  was  used  to  evaluate  the  splanchnic  vascular  architecture 
and  the  patency  of  the  splenic  and  portal  veins.    Although 
portal  hypertension  was  established  in  all  cases,  the  hepatic 
blood  flow  was  normal  in  9.   Despite  the  reduced  functional 
capacity  demonstrated  by  the  results  of  the  BSP  and  galactose 
tests,  it  was  expected  that  these  patients  would  tolerate  the 
reduction  in  hepatic  blood  flow  caused  by  a  portacaval  shunt. 
The  other  20  patients  had  a  more  severe  reduction  in  hepatic 
function  with  widely  varying  hepatic  blood  flows.    Using  an 
"index  of  perfusion"  defined  as  the  ratio  between  the  Uver 
blood  flow  and  the  hepatic  volume,  a  further  group  could  be 
delineated  in  whom  a  shunt  could  be  expected  to  produce 
ischemia  with  resultant  fatal  hepatic  failure.    Although  there 
was  no  information  available  as  to  the  relative  importance  of 
hepatic  arterial  and  portal  venous  inflows,  retrograde  filling  of 
the  hepatic  from  the  mesenteric  artery  via  the  pancreatic  arch 
was  demonstrated  angiographically  in  some  of  these  patients. 
It  is  concluded  that  quantification  of  hepatic  hemodynamics 
and  function  can  serve  as  a  rational  basis  for  the  selection  of 
dnhotic  patients  for  shunt  surgery. 


Hernandez,  A.  (New  York  U.  Sch.  Med.,  N.  Y.),  E.  Zorrilla 
and  H.  Gershberg.   J  Lab  Clin  Med  73(l):25-33,  1969. 
Oral  glucose  tolerance  was  investigated  in  14  patients  with  liver 
disease  and  in  whom  i.v.  galactose  tolerance  was  used  in  a 
measure  of  liver  function.    Impairment  of  glucose  tolerance  was 
found  in  1  of  5  patients  with  hepatitis  and  in  6  of  9  with  cir- 
rhosis.   Impairment  was  closely  correlated  with  impairment  of 
galactose  tolerance.    Blood  glucose  and  immunoreactive  insulin 
levels  during  glucose  tolerance  in  the  14  patients  were  correlated. 
Immunoreactive  insulin  levels  were  the  same  as  in  normal 
subjects  but  occurred  at  higher  blood  glucose  levels.    The 
linear  regression  of  immunoreactive  insulin  on  blood  glucose 
revealed  that  for  similar  increments  in  blood  glucose,  Uver 
disease  patients  had  less  increase  in  immunoreactive  insulin 
than  that  in  normal  subjects  or  diabetic  patients  with  the  same 
blood  glucose  levels.    In  cirrhotic  subjects  with  cUnical  hyper- 
estrogenism  fasting  immunoreactive  growth  hormone  was  ele- 
vated and  did  not  decrease  normally  after  glucose  administra- 
tion.   Galactose  i.v.  alone  decreased  these  levels  and  appeared 
to  potentiate  the  effect  of  glucose  on  growth  hormone.    Fast- 
ing free  fatty  acid  levels  were  also  elevated  and  did  not  de- 
crease normally  after  glucose  administration.    In  hepatitis 
growth  hormone  and  free  fatty  acid  levels  were  normal    Ma- 
turity-onset diabetic  persons  with  the  same  degree  of  impair- 
ment of  glucose  tolerance  had  normal  galactose  tolerance. 
Impaired  glucose  tolerance  in  liver  disease  is  related  to  the  de- 
gree of  Uver  damage  and  is  associated  with  decreased  insuUn 
production.    Elevated  growth  hormone  and  free  fatty  acid 
levels  do  not  correlate  with  glucose  intolerance.   The  impaired 
insuUn  production  might  be  explained  by  a  deficiency  in  the 
intestinal  or  hepatic  factors  that  stimulate  insuUn  secretion 
during  carbohydrate  absorption. 


2351 


A  STUDY  OF  FOUR  PATIENTS  WITH  ISO- 
LATED BROMSULFONPHTHALEIN  RETEN- 
TION.   (Fr.)    De  Groote,  J.  (St.  Rafael  Acad.  Hosp.,  Louvain, 
Belgium),  C.  Ramboer,  J.  Versieck  and  F.  Barbier.   Rev  Int 
Hepat  18(6):833-844,  1968. 

A  detailed  analysis  is  presented  of  4  patients  (3  men  and  1 
woman,  25-56  yr  old)  in  whom  pathological  values  of  BSP  re- 
tention (28-34%,  12-24%,  10-20%  and  22-30%,  resp.)  45  min 
after  the  i.v.  injection  of  a  standard  dose  of  5  mg/kg  were  ob- 
tained in  the  absence  of  any  alteration  in  hepatic  function  or 
structure.   Two  cases  showed  only  a  sUght  disturbance  in  BSP 
metaboUsm,  but  one  showed  reduced  BSP  transport  with  a 
normal  storage  capacity,  as  weU  as  a  defect  in  hepatic  acetyla- 
tion,  while  the  4th  patient  had  normal  BSP  transport  with  a 
markedly  decreased  storageicapacity  and  a  defect  in  the  conjuga- 
tion of  BSP  with  glutathione.   The  mother  of  one  subject  also 
showed  pathological  BSP  retention  (15%),  with  reduced  BSP 
conjugation  and  decreased  storage  capacity.    Although  the  pre- 
cise etiology  of  this  anomaly  is  unknown,  an  enzyme  deficiency, 
which  may  weU  be  hereditary,  is  postulated.    The  syndrome  is 
comparable,  in  relation  to  BSP,  to  Gilbert's  disease  for  biUrubin 
metaboUsm. 


2353  CHANGES  IN  COAGULATION  AND  FIBRINO- 

LYSIS AFTER  ORTHOTOPIC  CANINE  LIVER 
HOMOTRANSPLANTATION.    (E.)    Pechet,  L.  (Denver  VA 
Hosp.,  Colo.),  C.  G.  Groth  and  P.  M.  Daloze.   J  Lab  Clin  Med 
73(1):91-102,  1969. 

Coagulation  and  fibrinolysis  were  studied  in  22  dogs  subjected 
to  orthotopic  Uver  homotransplantation.    In  16  experiments 
the  organs  were  transplanted  promptly.    In  6  others,  the  Uvers 
were  first  preserved  in  vitro  for  24  hr.    The  foUowing  changes 
took  place  during  the  operations:    A  decrease  in  clotting  factors 
1,  II,  VII,  VUl,  IX,  X,  a  decrease  in  platelets,  and  excessive 
fibrinolysis.   These  abnormaUties  were  not  prevented  by  EACA 
and  protamine,  nor  by  heparin.   The  degree  and  duration  of 
the  abnormaUties  appeared  to  be  related  to  the  functional  in- 
tegrity of  the  homograft.    In  dogs  receiving  damaged  Uvers, 
the  abnormalities  were  severe  and  persisted  after  homograft 
revascularization;  the  animals  died  from  uncontroUable  bleed- 
ing.   Recipients  of  adequately  preserved  Uvers  showed  only 
moderate  and  reversible  changes,  and  no  excessive  bleeding 
occurred.   The  abnormaUties  observed  were  interpreted  as  re- 
sulting from  consumption  coagulopathy  accompanied  by  patho- 
logic fibrinolysis. 


2352  DECREASED  INSULIN  PRODUCTION, 

ELEVATED  GROWTH  HORMONE  LEVELS, 
AND  GLUCOSE  INTOLERANCE  IN  LIVER  DISEASE.    (E.) 


2354  AMEBIC  ABSCESS  OF  THE  LIVER.    [EDITORI- 

AL]   (E.j    Juniper,  K.  Jr.  Amer  J  Dig  Dis  14(4): 
290-292,  1969. 
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2355  TREATMENT  OF  HEPATIC  COMA.    (E.) 

Spellberg,  M.  A.  (U.  lUinois  Sch.  Med.,  Chicago). 
Amer  J  Gastroent  51(2):118-128,  1969. 

2356  EXCHANGE  TRANSFUSIONS  IN  THE  TREAT- 
MENT OF  FULMINANT  HEPATITIS  AND  COMA. 

(E.)  Durden,  W.  D.  Jr.  (Tripler  Gen.  Hosp.,  Honolulu,  Hawaii), 
A.  W.  Siemsen  and  W.  A.  Briggs.  Amer  J  Gastroent  5 1(2):  129- 
137,  1969. 

2357  CONGENITAL  HEPATIC  FIBROSIS.    (Fr.) 

Benhamou,  J.  P.,  B.  Antoine,  C.  Debray,  C. 
Nezelof,  M.  Roux,  J.  M.  Watchi  and  H.  Pequignot.   Presse  Med 
77(5):167-169,  1969. 

2358  HEMOCHROMATOSIS  AND  MEGALOBLASTIC 
ANEMIA  CURABLE  BY  FOLIC  ACID.    (Fr.) 

Bel,  A.  (Red  Cross  Hosp.,  Lyon,  France),  R.  Alary,  R.  Dietsch 
and  M.  Girard.  Arch  Franc  Mai  Appar  Dig  57(ll):893-908, 
1968. 

2359  DIAGNOSTIC,  CLINICAL  AND  HISTOPATHO- 
LOGICAL  PROBLEMS  IN  CONGENITAL  ATRE- 
SIA OF  THE  BILE  DUCTS.    (It.)    Fundaro,  P.  (Inst.  Anat. 
Path.  Histol.,  U.  MUan,  Italy).   Folia  Hered  Path  (Milano)  17(2): 
65-80,  1968. 


2360 


(Ser.) 


PRIMARY  CARCINOMA  OF  THE  LIVER. 

Dojcinov,  D.  (Inst.  Path.,  Fac.  Med.,  Nis, 
Yugoslavia),  D.  Stojanovic  and  S.  Petrovic.   Med  Pregl  21(9/10): 
381-386,  1968. 

2361  ICTERUS  IN  THE  NEONATAL  PERIOD.    (Fr.) 

De  Meyer,  R.  (Child.  Med.  Svc,  Saint  Raphael 
Clin.,  Louvain,  Belgium).    Louvain  Med  87(9):673-684,  1968. 

2362  A  CORRECTOR  OF  BACTERIAL  METABOLISM 
IN  THE  COLON:    A  MODERN  TREATMENT  OF 

PORTACAVAL  ENCEPHALOPATHY.    (Fr.)    Lande,  M.  (Cochin 
Hosp.,  Paris,  France)  and  C.  Clot.   Sem  Ther  44(10):672-674, 
1968. 


2363  STUDY  OF  ORNITHINE  ALPHA-KETOGLUTA- 

RATE  IN  HEPATIC  DISEASE.    (Fr.)    Bertho, 
J.  M.  (Lagny  Hosp.,  France),  J.  Bertho  and  P.  Jacob.    Clinique 
(Paris)  64(65 1):79-82,  1969. 

2364  TREATMENT  OF  HYPERLIPEMIA  AND  HEPA- 

TIC STEATOSIS  WITH  LARGE  DOSES  OF  MESO 
INOSITOL  HEXANICOTINATE.    (Fr.)    Neuman,  M.  (Cochin 
Hosp.,  Paris,  France),  M.  Cachin,  F.  Pergola,  P.  Galian  and  A. 
Charbonnier.   Sem  Ther  44(10):660-663,  1968. 


2365  DOUBLE  PERIPHERAL  CHOLANGIOJEJUNOS- 

TOMY (RIGHT  AND  LEFT)  IN  THE  TREAT- 
MENT OF  PRIMARY  CANCER  OF  THE  INTRAHEPATIC 
BILE  DUCTS.    (Fr.)    Prioton,  J.  B.  (Surg.  CUn.  B,  Montpellier, 
France),  J.  N.  Bernard  and  B.  Serrou.   Montpellier  Chir  14(3): 
317-335,  1968. 


2366 


Ciermany). 


2367 


PRIMARY  LIVER  TUMORS  IN  CHILDREN. 

(Ger.)    Graser,  F.  (Munic.  Pediat.  CUn.,  Wiesbaden, 
Praxis  57(49):1715-1719,  1968. 


THE  SURGICAL  TREATMENT  OF  OBSTRUC 
TIVE  JAUNDICE  IN  CHILDREN.    (Ger.)    Hasse, 

W.  (Surg.  Clin.,  Free  U.  Berlin,  Germany).   Praxis  57(49):  1733- 

1735,  1968. 

2368  PRESYMPTOMATIC  AND  HEPATIC  FORMS  OF 
WILSON'S  DISEASE  IN  CHILDREN:    LONG- 
TERM  THERAPY  WITH  D-PENICILLAMINE.    (Ger.)    Kittoe, 
K.  (Pediat.  Clin.,  U.  Bern,  Switzerland)  and  J.  P.  Colombo. 
Praxis  57(49):  1723-1729,  1968. 

2369  SURGICAL  TREATMENT  OF  PRIMARY  LIVER 
CANCER.    (E.)    Ong,  G.  B.  (Dept.  Surg.,  U.  Hong 

Kong)  and  C.  H.  Leong.   J  Roy  Coll  Surg  Edinb  14(l):42-55, 
1969. 

2370  COMMON  MECHANISMS  OF  HYPOTENSION  IN 
IRREVERSIBLE  SHOCK  AND  LIVER  TRANS- 
PLANTATION.   (E.)    Fonkalsrud,  E.  W.  (UCLA  Sch.  Med., 
Los  Angeles,  Calif.).   Surg  Gynec  Obstet  128(3):601-602,  1969. 

2371  PORTACAVAL  ANASTOMOSIS  IN  RATS: 
TECHNIQUE,  RESULTS  AND  EXPERIMENTAL 

APPLICATION.    (Gr.)    Tierris,  E.  (Royal  Infirm.,  Bristol, 
England)  and  G.  Brown.     Acta  Chir  Hellen  95(5):658-668,  1968. 

2372  MULTIPLE  LIVER  ABSCESSES  CAUSED  BY 

YERSINIA  ENTEROCOLITICA.    (Fl.)    Bloquiaux, 
W.    rGasrroewr  ll(6):578-583,  1968. 

2373  PORTAL  HYPERTENSION  IN  CHRONIC  LIVER 
DISEASES  AND  ITS  TREATMENT.    (Ger.) 

Weinreich,  J.  (Med.  Acad.,  Lubeck,  Germany).   Med  Mschr  23(2): 
56-60,  1969. 

2374  DOWN'S  SYNDROME  (MONGOLISM).    ELEC- 
TRON MICROSCOPE  STUDIES  OF  THE  LIVER. 

3RD  REPORT.    (Ger.)    Saxl,  O.  (Res.  Inst.  Pediat.,  Brno, 
Czechoslovakia),  J.  Tichy  and  O.  §toura5ova.    Z  Gastroent  6(6): 
407-413,  1968. 

2375  THE  DIAGNOSIS,  DIFFERENTIAL  DIAGNOSIS, 
AND  TREATMENT  OF  ECHINOCOCCUS  CYSTI- 

CUS  AND  ECHINOCOCCUS  ALVEOLARIS.    (Ger.)    Loew,  D. 
(Munic.  Hosp.,  Riisselsheim,  Germany)  and  K.  Hill.    Zbl  Chir 
93(51):1766-1776,  1968. 

2376  ACUTE  LIVER  INSUFFICIENCY  (HEPATIC 
COMA).    (Sp.)    Katz  Ugarte,  R.  (Fac.  Med., 

Santiago,  ChUe).   Arq  Gastroent  6(l):41-46,  1969. 

2377  CYSTIC  DEGENERATION  OF  THE  LIVER: 
SIGNIFICANCE  OF  RADIOLOGICAL  AND 

ENZYMOLOGICAL  STUDIES.    (Pol.)    Mroczek  H.  (Distr. 
Hosp.,  Bialystok,  Poland)  and  L.  Chwieros'.   Pol  Tyg  Lek  24(10): 
371-372,  1969. 
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2378  EXPERIENCE  WITH  EXCHANGE  TRANSFU- 
SION IN  THE  TREATMENT  OF  HEPATIC  COMA. 

E.j    Tytgat,  G.  (Dept.  Med.,  U.  Louvain,  Belgium),  J.  Piessens, 
).  CoUen  and  J.  De  Groote.   Digestion  l(5):257-266,  1968. 

2379  A  STUDY  ON  CHEMOTHERAPY  OF  EXPERI- 
MENTAL LIVER  CANCER  WITH  MITOMYCIN 

;:    COMPARISON  BETWEEN  THE  EFFECT  OF  INTRA- 
ARTERIAL AND  INTRA-PORTAL  INJECTION.    (E.)    Kato, 
I.  (Kyoto  U.  Med.  Sch.,  Japan).  Arch  Jap  Chir  38(1):  171-187, 
969. 

J380  HISTOLOGICAL  DIAGNOSIS  OF  ACUTE  CHOLE- 

STASIS.   (E.)    Scheuer,  P.  J.  (Royal  Free  Hosp., 
,ondon,  England).   Arq  Gastroent  6(1):  17-19,  1969. 

J381  CHANGES  OF  NUCLEAR  RNA  IN  HEPATOMAS 

AS  REVEALED  BY  RNA/DNA  HYBRIDIZA- 
TION. (E.)  Chiarugi,  V.  P.  (Inst.  Gen.  Path.,  U.  Florence, 
taly).  Biochim  Biophys  Acta  179(1):129-135,  1969. 

2382  CLINICAL  PHARMACOLOGICAL  STUDIES  ON 
DRUG  ABSORPTION  IN  LIVER  DISEASES. 

Ger.j    Schmid,  E.  (1st  Med.  Clin.,  Med.  Acad.,  Liibeck,  Germany) 
.  Adlung,  G.  Fricke  and  G.  Stoffels.    Verh  Deutsch  Ges  Inn 
fed  74:1138-1140,  1968. 

2383  NONPARASITIC  CYSTS  OF  THE  LIVER:    RE- 
PORT OF  THREE  CASES.    (E.)    Belcher,  H.  V. 

U.  S.  Publ.  Hlth.  Svc.  Hosp.,  Baltimore,  Md.)  and  H.  C.  Hull. 
•urgery  65(3):427-431,  1969. 

2384  PORTAL  DIVERSION  IN  GLYCOGEN  STOR- 
AGE DISEASE.    (E.)    Starzl,  T.  E.  (U.  Colorado 

ich.  Med.,  Denver),  B.  I.  Brown,  H.  Blanchard  and  L. 
Jrettschneider.   Surgery  65(3):504-506,  1969. 

2385  PORTACAVAL  SHUNT  IN  THE  TREATMENT 
OF  GLYCOGEN  STORAGE  DISEASE:    RE- 

•ORT  OF  A  CASE.   (E.)    Hermann,  R.  E.  (Cleveland  CUn. 
>ound.,  Ohio)  and  R.  E.  Mercer.   Surgery  65(3):499-503,  1969. 

2386  TREATMENT  OF  HEPATIC  COMA  BY  TOTAL 
EXCHANGE  TRANSFUSION.    (E.J    Sinha,  B.  B. 

Kurji  Holy  Family  Hosp.,  Patna,  India).   J  Indian  Med  Ass 
il(9):441-444,  1968. 

2387  THE  RELATION  BETWEEN  POSITIVE  LATEX 
TESTS  FOR  "RHEUMATOID  FACTOR"  AND 

>ERUM  MACROGLOBULINS  IN  CHRONIC  LIVER  DISEASES. 

Ger.)   Weinreich,  J.  (1st  Med.  Clin.,  Med.  Acad.,  Liibeck, 
:}ermany)  and  G.  Eckert.    Verh  Deutsch  Ges  Inn  Med  74:909- 
>11,  1968. 

2388  BIOLOGICAL  TRANSPORT  MECHANISMS  IN 
HYPERBILIRUBINEMIA.    (Ger.)    Gross,  W. 

;Med.  Polyclin.,  U.  Wurzburg,  Germany),  J.  Voss  and  B. 
iVameling.    Verh  Deutsch  Ges  Inn  Med  74: 1 143-1 145,  1968. 


DISEASES.   (Ger.J    Perings,  E.  (Med.  Clin.,  U.  Gottingen, 
Germany),  W.  Hunstein,  and  W.  Creutzfeldt.    Verh  Deutsch 
Ges  Inn  Med  74:894-897,  1968. 

2390  THE  SIGNIFICANCE  OF  THE  LIVER  IN  HIGH 
BLOOD  LACTATE  LEVELS  IN  SHOCK.    (Ger.J 

Schroder,  R.  (2nd  Med.  Clin.,  Free  U.,  Berlin,  Germany),  W.  K. 
Eltringham,  J.  R.  Gumpert,  M.  E.  Jenny,  J.  R.  Pluth  and  R.  M. 
Zollinger,  Jr.    Verh  Deutsch  Ges  Inn  Med  74:886-890,  1968. 

2391  SPECIFIC  CHANGES  IN  HEMATOPOIESIS  IN 
PATIENTS  WITH  CHRONIC  LIVER  DISEASES. 

(Ger.J    Strohmeyer,  G.  (Med.  Clin.,  Philipps  U.,  Marburg/ 
Lahn,  Germany)  and  H.  Kuni.    Verh  Deutsch  Ges  Inn  Med 
74:622-623,  1968. 

2392  IMMUNOLOGICAL  AND  BIOCHEMICAL  STUDIES 
ON  TISSUE  ANTIGENS  FROM  THE  HUMAN 

LIVER.   (Ger.J    Schumacher,  K.  (Med.  Clin.,  U.  Cologne, 
Germany)  and  W.  Schneider.    Verh  Deutsch  Ges  Inn  Med  74: 
524-527,  1968. 

2393  THE  IMMUNOLOGICAL  BASIS  OF  CHRONIC 
LIVER  DISEASES.    (Ger.J    Rossler,  R.  (Med. 

Clin.,  U.  Marburg/Lahn,  Germany),  K.  Havemann  and  W. 
DoUe.    Verh  Deutsch  Ges  Inn  Med  74:533-537,  1968. 

2394  STUDIES  ON  THE  IMMUNOBIOLOGICAL  SIG- 
NIFICANCE OF  SOLUBLE  LIVER  PROTEINS. 

(Ger.J    Meyer  zum  Biischenfelde,  K.  H.  (2nd  Med.  Clin., 
Johannes  Gutenberg  U.,  Mainz,  Germany)  and  F.  K.  Kosshng. 
Verh  Deutsch  Ges  Inn  Med  74:529-533,  1968. 

2395  IN  VITRO  STUDIES  OF  LIPID  METABOLISM 
IN  THE  NORMAL  AND  DISEASED  HUMAN 

LIVER  IN  RELATION  TO  DIETARY  FAT  AND  CARBO- 
HYDRATE.  (Ger.J    Phlippen,  R.  (Med.  Clin.,  U.  Cologne, 
Germany)  and  K.  Oette.    Verh  Deutsch  Ges  Inn  Med  74:239- 
241,  1968. 

2396  TEMPORARY  HEPATIC  INFLOW  OCCLUSION 
IN  DOGS  TREATED  WITH  METHYLPREDNISO- 

LONE  AND  ANTIBIOTICS.  (E.J  Wimberly,  J.  E.  (Vanderbilt 
U.  Med.  Sch.,  NashviUe,  Tenn.),  C.  E.  Martin  and  J.  H.  Foster. 
Amer  Surg  35(4):271-273,  1969. 

2397  jHg  MANAGEMENT  OF  ASCENDING  CHOLAN- 
GITIS.   (E.J    WUliams,  R.  (King's  Coll.  Hosp., 

London,  England)  and  J.  L.  Dawson.   Proc  Roy  Sac  Med 
62(3):243-244,  1969. 

2398  BENIGN  RECURRENT  INTRAHEPATIC  CHOLE- 
STASIS.   (Ger.J    Rotthauwe,  H.  W.  (Pediat.  CUn., 

U.  Bonn,  Germany),  W.  D.  Beseler  and  S.  Kowalewski.   Klin 
H'sc;7r47(3):140-149,  1969. 


2389 


PRELIMINARY  RESULTS  FROM  IMMUNOSUP- 
PRESSIVE THERAPY  IN  CHRONIC  LIVER 


2399  ACUTE  PORPHYRIA  AND  GALACTORRHEA. 

(Sp.J    Reyes,  H.  (Salvador  Hosp.,  U.  Chile, 
Santiago).   Rev  Med  Chile  96(6):422-426,  1968. 

2400  DIAGNOSIS  OF  A  LARGE  LIVER.    (Fr.J 
Dubrisay,  J.   Hopital  (ParisJ  57(795):  11-22,  1969. 
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2401  PORTAL  THROMBOSIS  AS  A  COMPLICATION 
OF  SUPPURATING  HEPATIC  PEDICULITIS. 

(Fr.)    Paccalin,  J.,  J.  Perissat,  P.  Gratadour,  D.  Poisot,  C.  B^raud 
and  F.  J.  Traissac.  Arch  Franc  Mai  Appar  Dig  57(ll):917-924, 
1968. 

2402  EPITHELIAL  NEOPLASMS  OF  THE  LIVER  IN 
CHILDREN.    (Pol.)    Garska,  W.  (Munic.  Hosp., 

Rzeszow,  Poland),  J.  Rylski  and  Z.  Sikora.   Pat  Pol  19(3/4): 
493-497,  1968. 

2403  ECHINOCOCCOSIS  CYSTICUS.    REPORT  OF 
THREE  CASES.    (Dan.)    Gutschik,  E.  (Bispebjerg 

Hosp.,  Denmark).    Ugeskr  Laeg  131(ll):461-463,  1969. 

2404  THE  OCCURRENCE  OF  ECHINOCOCCAL  DIS- 
EASE IN  DENMARK.    A  REVIEW  AND  EPI- 
DEMIOLOGICAL INVESTIGATION.    (Dan.)    Gutschik,  E. 
(Bispebjerg  Hosp.,  Denmark).    Ugeskr  Laeg  131(11):457-461, 
1969. 

2405  LIVER  ULTRASTRUCTURE  IN  TWO  PATIENTS 
SUFFERING  FROM  HYDIOPATHIC  HEMO- 
CHROMATOSIS.   (It.)    Casirola,  G.  (Dept.  Med.,  U.  Pavia, 
Italy)  and  P.  Pontiggia.  Minerva  Gastroent  14(4):242-251,  1968. 

2406  DIAGNOSIS  OF  PRIMARY  AND  SECONDARY 
LIVER  CARCINOMAS.    (Ger.)    Klugmann,  H.  J. 

(Med.  Polyclin.  Inst.,  Karl  Marx  U.,  Leipzig,  Germany).   Z  Ges 
Inn  Med  23(21):672-674,  1968. 

2407  LIVER  TRANSPLANTATION.    (It.)    Grassi,  G. 
(Santo  Spirito  Inst.,  Rome,  Italy)  and  S.  B. 

Valentini.   Chir  Gastroent  2(4):507-529,  1968. 


2408  HEPATIC  CHANGES  IN  PORPHYRIA  CUTANEA 
TARDA.    (Sp.)    Manzino,  B.  E.  (Fac.  Med.,  Nat. 

U.  La  Plata,  Argentina),  J.  E.  Salvioli  and  R.  P.  Laguens.  Rev 
Esp  Enferm  A  par  Dig  28(1):7-14,  1969. 

2409  STUDIES  OF  THE  KIDNEYS  AND  LIVER  AFTES 
RENOPORTAL  VENOUS  ANASTOMOSIS  IN 

DOGS.    (Ger.)    Streicher,  H.  J.  (Surg.  Clin.,  U.  Marburg/Lahn, 
Germany),  H.  Kuni,  E.  H.  Graul,  H.  Domarus,  E.  L.  G.  zu 
Solms-Laubach.   Bruns  Beitr  Klin  Chir  216(7):659-664,  1968. 

2410  LEPTOSPIROSIS.    (Fr.)    Nauciel,  C.  (Claude- 
Bernard  Hosp.,  Paris,  France).    Cah  Coll  Med  Hop 

Paris  10(1):  3-8,  1969. 

2411  A  CASE  OF  WILSON'S  DISEASE.    (Sp.)    SicUia, 
J.  J.  (Nuestra  Senora  de  la  Concepcion  Clin., 

Madrid,  Spain),  M.  Aguirre,  R.  Santacruz  and  J.  A.  Torres.   Rev 
Clin  Esp  110(3):263-266,  1968. 

2412  A  RARE  CASE  OF  DISTURBANCE  OF  LIVER 
VEIN  DEVELOPMENT  INCLUDING  A  TURBU- 
LENT CLINICAL  COURSE.   (Rus.)    Shemiakin,  O.  S.  and 

K.  la.  Kovaleva.   Klin  Med  49(11):  102-105,  1968. 

2413  BENIGN  RECURRENT  CHOLESTATIC  JAUN- 
DICE IN  PREGNANCY.    (Sp.)    Marco,  E.  S. 

(La  Paz  Clin.,  Chile),  M.  G.  Baron  and  M.  Nistal.   Rev  Esp  En 
Enferm  Apar  Dig  27(9):1313-1318,  1968. 

2414  TWO  CASES  OF  PSEUDOOBSTRUCTIVE 
JAUNDICE  IN  PREGNANCY.    (Sp.)    Cardus, 

J.  C.  (Soc.  Secur.  Health  Clin.,  Barcelona,  Spain),  D.  G.  Sanchez 
J.  T.  Solano  and  E.  P.  Morales.   Rev  Esp  Enferm  Apar  Dig 
27(9):1319-1326,  1968. 
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1415  THE  PROTECTIVE  EFFECT  OF  L-ORNITHINE- 

L-ASPARTATE  ON  THE  LIVER  IN  RATS  WITH 
JRUG-INDUCED  LIVER  DAMAGE.   (Ger.)    Zicha,  K. 
District  Public  Hlth.  System,  Prague,  Czechoslovakia)  and 
A.  Zicha.   Z  Gastroent  6(6):423-429,  1968. 

^dult  Wistai  rats  were  given  1.3-1.6  mi  of  L-omithine-L-aspar- 
ate  via  the  caudal  vein  on  days  1  and  2  of  the  experiment. 
)n  days  4-8  this  was  combined  with  0.2  ml  of  phenylbutazone 
.m.    Another  group  of  rats  was  given  the  same  dose  of  L-omi- 
hine-L-aspartate  i.p.  on  days  1  and  3.    On  days  4-8  this  was 
»mbined  with  0.2  ml  of  phenylbutazone  i.m.    A  3rd  group  of 
ats  received  only  0.2  ml  of  phenylbutazone  i.m.  for  5  days, 
fwo  of  10  rats  in  the  1st  group  died  before  the  end  of  the 
ixperiment.    Histological  studies  showed  swelling  of  liver  tissue, 
rhere  was  cloudy  cytoplasm  in  the  hepatocytes  which  had 
joorly  defined  boundaries.    Moderate  hyperemia,  a  few  small 
bci  of  necrosis,  cellular  infiltrates,  and  small  droplets  of  fat 
n  the  endothelium  were  also  present.    All  animals  in  the  2nd 
proup  survived.    Liver  changes  were  similar  to  those  described 
ibove  but  not  as  pronounced.    Before  the  end  of  the  experi- 
nent  8  of  the  10  animals  receiving  phenylbutazone  alone  died. 
Liver  tissue  was  swollen  and  necrosis  was  seen  inside  the  acini, 
riepatocytes  and  the  endothelium  contained  large  amounts  of 
at  deposits  which  passed  over  into  adjacent  aciru. 

2416  ROLE  OF  UPTAKE  AND  OXIDATION  OF 
PLASMA  FREE  FATTY  AODS  BY  THE 

LIVER  IN  THE  DEVELOPMENT  OF  THE  ETHANOL-IN- 
OUCED  FATTY  LIVER,    (E.)    Fex,  G.  (Dept.  Chem.,  U. 
Umea,  Sweden)  and  T.  Olivecrona.   Acta  Physiol  Scand  1S(\I2): 
78-81,  1969. 

jroups  of  fasted  female  rats  were  tube-fed  ethanol  (6  g/kg), 
in  isocaloric  amount  of  glucose,  or  nothing.    Half  the  rats  in 
;ach  group  were  given  hourly  s.c.  injections  of  nicotinic  acid, 
md  6  hr  after  the  feeding,  9,10-3H-oleic  acid  complexed  to 
ierum  albumin  was  injected  intravenously;  5  min  later  the  rats 
ivere  killed  and  the  concentrations  of  plasma  free  fatty  acids 
md  Uver  glycerides  and  labeling  of  liver  and  carcass  lipids  were 
letermined.    Plasma  free  fatty  acid  concentrations  were  similar 
in  the  ethanol-fed  and  fasted  rats  but  lower  in  the  glucose-fed 
rats.    Liver  glyceride  concentrations  wore  elevated  in  the  ethanol- 
fed  rats.   In  all  groups,  nicotinic  acid  lowered  both  the  liver 
jlyceride  concentration  and  the  plasma  free  fatty  acid  levels. 
Total  liver  radioactivity  was  highest  in  the  ethanol-fed  rats, 
intermediary  in  the  glucose  fed  rats,  and  lowest  in  the  fasted 
rats.   The  liver  radioactivity  was  not  significantly  changed  by 
nicotinic  acid.    It  is  suggested  that  these  differences  in  liver 
radioactivity  reflect  differences  in  the  oxidation  of  plasma  free 
fatty  acids  taken  up  the  liver  and  that  a  major  cause  of  the 
ethanol-induced  fatty  liver  is  a  decreased  hepatic  oxidation  of 
plasma  free  fatty  acids  taken  up  at  a  normal  rate. 

2417  THE  EFFECT  OF  PROPYL  GALLATE  ON 
HEPATIC  STEATOSIS  PRODUCED  BY  CARBON 

TETRACHLORIDE.    (It.)    Ugazio,  G.  (Inst.  Gen.  Path.,  U. 
Turin,  Italy)  and  M.  V.  TorrieUi.   Boll  Soc  Ital  Biol  Sper  44(14): 
1166-1170,  1968. 

Male  Wistar  rats  were  given  250  /Lditers  CCI4/IOO  g  body  weight 
dissohred  in  mineral  oil  and  instilled  through  a  stomach  tube. 


By  the  same  route  some  rats  were  given  30  mg/100  g  body 
weight  of  propyl  gallate  45-60  min  before  administration  of 
CCI4.    Others  received  20  mg/100  g  body  weight  of  propyl 
gallate  p.o.  3  and  7  hr  after  CCI4.    Increases  in  Uver  triglycer- 
ides produced  by  CCI4  were  completely  prevented  by  pretreat- 
ment  with  propyl  gallate.   When  this  antioxidant  was  adminis- 
tered after  the  CCI4,  the  percentage  of  protection  decreased. 

2418  EFFECT  OF  ULTRASOUND  ON  THE  ACID 

AND  ALKALINE  PHOSPHATASE  ACTIVITY 
IN  THE  SERUM  AND  LIVERS  OF  RATS.    (Pol.) 
Niewiarowska-Pawlus,  A.  (Inst.  Physiol.  Chem.,  Polish  Acad. 
Med.,  Szczecin,  Poland),  J.  Goertz  and  P.  Slawinski.   Pat  Pol 
19(3/4):517-524,  1968. 

Exposure  of  adult  male  albino  rats  to  ultrasound  (800  kilo- 
cycles/sec at  an  intensity  of  1  watt/cm^,  applied  over  the 
liver)  for  an  initial  period  of  5  min,  followed  by  daily  exposures 
of  1  min  each  for  1-4  days,  was  followed  by  a  sharp  drop  in 
serum  alkaline  phosphatase  and  eventually  by  a  significant  de- 
crease in  serum  acid  phosphatase,  accompanied  by  the  appear- 
ance of  an  increased  number  of  lyso  somes  in  the  hepatocytes 
and  the  cytoplasm  of  the  Kupffer  cells.   The  serum  alkaline 
phosphatase  decreased  from  26.39  K.A.  units  in  controls  to 
21.83  U  after  only  one  exposure  (21.34  U  after  5  exposures). 
The  serum  acid  phosphatase  decreased  from  15.75  K.A.  units 
in  controls  to  15.06  U  after  1  exposure,  14.26  U  after  3  ex- 
posures, and  13.89  U  after  5  exposures. 

2419  ULTRASTRUCTURAL  CHANGES  PRODUCED 

IN  THE  NORMAL  AND  REGENERATING  RAT 
LIVER  CELL  BY  LEPINAL  (PHENETHYLBARBITURIC 
ACID).    (Ger.)    Bader,  G.  (Distr.  Hosp.,  Rostock-Sudstadt, 
Germany).  Acta  Hepatosplen  15(6):400-408,  1968. 

In  male  Wistar  rats,  administration  of  Lepinal  (phenylethylbar- 
bituric  acid)  at  a  dosage  of  100  mg/kg/day  for  14  days  i.p. 
was  occasionally  lethal  but  generally  produced  a  deep  sleep 
lasting  about  half  a  day.    After  14  days,  20  of  30  surviving  ani- 
mals and  34  untreated  controls  were  subjected  to  partial  hepa- 
tectomy  (with  a  mortality  rate  of  10%  and  5%,  resp.),  after 
which  the  Lepinal-treated  animals  were  given  the  barbiturate  in 
the  drinking  water  (150  mg/kg/day)  until  sacrifice  up  to  9  days 
later.    Electron  microscopy  of  samples  of  liver  tissue  obtained 
from  animals  sacrificed  at  regular  intervals  during  the  first  few 
days  after  partial  hepatectomy  revealed  proliferation  of  the 
smooth  endoplasmic  reticulum  and  an  increase  in  free  ribosomes 
associated  with  increased  disorganization  and  dissociation  of  the 
endoplasmic  reticulum  and  an  increased  number  of  peribiUary 
bodies.    Regeneration  after  partial  hepatectomy  was  slower  in 
rats  receiving  Lepinal,  but  was  still  orderly,  probably  because 
RNA  metabolism  is  the  least  affected  by  the  barbiturate.    It 
is  concluded  that  the  pathological  regeneration  of  the  liver  cell, 
in  the  precancerous  stage,  is  probably  a  problem  of  alterations 
in  the  energy  balance. 

2420  ULTRASTRUCTURAL  CHANGES  IN  THE  RAT 

LIVER  UNDER  THE  INFLUENCE  OF  SOME 
CHOLERETIC  DRUGS.    (Ger.)    Hegewald,  G.  (Inst.  Path., 
Ernst-Moritz-Arndt  U.,  Greifswald,  Germany),  G.  Barenwald, 
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K.  U.  Moritz  and  A.  Grisk.  Acta  Hepatosplen  15(6):382-388, 
1968. 

Since  choleretic  agents  are  generally  used  in  the  presence  of 
disturbances  in  hepatic  function,  it  is  commonly  assumed  that 
their  side  effects  to  the  liver  parenchyma  must  be  minimal. 
This  has  been  shown  to  be  true  for  sodium  dehydrocholate 
(100  mg/kg/day  i.p.),  which  produced  only  an  increase  in  lyso- 
somes  after  14  days.    Experiments  with  Wistar  rats  are  reported, 
however,  which  showed  significant  ultrastructural  changes  in  the 
liver  30  min  and  24  hr  after  single  i.p.  doses  (100  mg/kg  of 
p-hydroxphenylsalicylamide,  mono-a-(2,5-endomethylene-A3- 
cyclohexenyl)  ethylsuccinate  or  1-phenylpropanol,  as  well  as 
after  daily  administration  of  the  same  doses  of  these  same 
choleretic  agents  for  14  days.    In  the  case  of  these  agents,  but 
not  in  the  case  of  sodium  dehydrocholate,  the  increase  in  hepa- 
tic function  was  associated  with  characteristic  signs  of  damage 
to  the  hepatic  fine  structure,  including  changes  in  the  endo- 
plasmic reticulum  and  transformation  of  the  mitochondria.    Ad- 
ministration of  only  the  solvent  (1,2-propyleneglycol)  produced 
no  such  changes  in  controls.   It  is  concluded  that  these  3 
choleretic  drugs  are  potentially  hepatotoxic. 

2421  EFFECT  OF  URIDINE  DIPHOSPHOGLUCOSE 

ON  THE  BILIRUBIN  CLEARANCE  IN  NORMAL 
SUBJECTS  AND  PATIENTS  WITH  HEPATIC  DISEASE.    (It.) 
De  Bac,  C.  (S.  Spirito  Charit.  Inst.,  Rome,  Italy),  T.  Altieri, 
G.  Beni,  G.  Minutolo  and  D.  Summonti.    Gazz  Med  ltd  127(11): 
443-445,  1968. 

In  studies  on  8  normal  subjects  and  8  patients  with  chronic 
hepatitis,  administration  of  uridine  diphosphoglucose  (UDPG) 
was  found  to  accelerate  the  hepatic  clearance  of  bovine  bili- 
rubin (4  mg/kg  i.v.  in  5  min).    In  4  of  the  controls  and  2 
hepatitis  patients,  UDPG  was  administered  once  at  a  dose  of 
100  mg  i.v.  30  min  before  administration  of  bilirubin,  and  the 
bilirubin  clearance  curves  were  compared  with  those  in  4  con- 
trols and  2  hepatitis  patients  not  given  UDPG.    In  2  other 
hepatitis  patients,  bilirubin  clearance  was  studied  both  with  and 
without  prior  UDPG  (single  doses),  while  in  the  remaining  2 
hepatitis  patients  the  bilirubin  clearance  was  studied  before 
and  after  administration  of  40  mg/day  i.m.  for  7  days.    In  aU 
cases,  but  especially  in  the  healthy  subjects,  prior  administra- 
tion of  UDPG  markedly  lowered  the  serum  bilirubin  levels. 
The  stimulatory  effect  of  UDPG  seems  to  be  a  transitory  phe- 
nomenon, since  its  daily  administration  for  7  days  had  the 
least  effect.   This  effect  is  ascribed  both  to  stimulation  of  glu- 
curonic acid  conjugation  by  the  liver  and  to  a  membrane  phe- 
nomenon favoring  extraction  of  the  pigment  from  the  blood 
stream. 


2422  CARCINOGENIC  ACTION  OF  ELAIOMYCIN 

IN  RATS.  (E.)  Schoental,  R.  (Toxicol.  Res.  U., 
MRC  Labs.,  Carshalton,  England).  Nature  221(5 182):765-766, 
1969. 


2423  A  BIOLOGICAL,  CLINICAL  AND  HISTOLOGI- 

CAL STUDY  OF  TEN  PATIENTS  WITH  ALCO- 
HOLIC HEPATITIS  SUBJECTED  TO  A  THERMAL  TREAT- 
MENT AT  VICHY.    (Fr.j    Bonnet,  G.  F.  (15  Rue  Nicolas 
Larbaud,  Vichy,  France).  Rev  Int  Hepat  18(8):947-966,  1968. 


2424  ULTRASTRUCTURAL  ASPECTS  OF  THE  LIVER 
IN  LEAD  INTOXICATION.    (Fr.)    Banciu,  T. 

(Timisoara  Med.  Inst.,  Romania)  and  A.  Petrovici.  Acta  Gastroe 
Belg  31(10):693-699,  1968. 

2425  THIOCTIC  ACID  PROTECTION  OF  ISOLATED 
PERFUSED  RAT  LIVER  AGAINST  THE  POTAS- 
SIUM RELEASING  ACTION  OF  PHALLOIDIN.    (Ger.) 
Primmer,  M.  (Fac.  Vet.  Med.,  Justus  Liebig  U.,  Giessen, 
Germany),  G.  Waldvogel  and  G.  Weil.   Klin  Wschr  46(23):  1288- 
1289,  1968. 

2426  HANOT  AND  KIENER'S  DISEASE,  DIFFUSE 
MESENCHYMATOUS  HEPATITIS  WITH  NODU- 
LAR LYMPHOMATOSIS:    A  HISTOLOGICAL  AND  CYTO- 
LOGICAL  STUDY  IN  THREE  DIMENSIONS.    (Fr.)    Albot, 
G.  (Gastroent.  Ctr.,  Hotel  Dieu,  Paris,  France),  J.  Diebold,  J.  P. 
Camilleri  and  P.  Delavierre.  Sem  Hop  Paris  43(3):  145-159,  196< 

2427  THE  EFFECT  OF  ETHANOL  AND  CYANIDE  0N| 
NAD/NADH2  RATIOS  IN  RAT  LIVER.    (E.) 

Baxter,  R.  C.  (Dept.  Biochem.,  U.  Sydney,  Australia)  and  W.  J. 
Hensley.   Biochem  Pharmacol  18(l):233-236,  1969. 

2428  STUDIES  ON  POISONING  BY  MACROZAMIA 
COMMUNIS.    I.    BIOCHEMICAL  DISTURBAN- 
CES IN  THE  LIVER.    (E.)    Healy,  P.  J.  (Dept.  Vet.  Path., 

U.  Sydney,  AustraUa).  Biochem  Pharmacol  18(l):85-92,  1969. 

2429  STUDIES  ON  POISONING  BY  MACROZAMIA 
COMMUNIS.    II.    EFFECTS  OF  MODIFYING 

AGENTS  UPON  CHANGES  INDUCED  IN  THE  LIVER  BY 

MACROZAMIA  COMMUNIS.    (E.)    Healy,  P.  J.  (Dept.  Vet. 
Path.,  U.  Sidney,  Australia).   Biochem  Pharmacol  18(l):93-99, 
1969. 

2430  TOPICS  IN  CLINICAL  MEDICINE:    THE  LIVER 
AND  ORAL  CONTRACEPTIVES.    (E.)    Hartley, 

R.  A.  (Johns  Hopkins  Hosp.,  Baltimore,  Md.),  J.  K.  Boitnott 
and  F.  L.  Iber.  Johns  Hopkins  Med  J  124(2):  112-1 18,  1969. 

2431  REDUCED  SERUM  VERY  LOW-DENSITY  LIPO- 
PROTEIN LEVELS  AFTER  ACUTE  ETHANOL     j 

ADMINISTRATION.    (E.)    Madsen,  N.  P.  (Dept.  Path.,  U. 
Melbourne,  Victoria,  Australia).  Biochem  Pharmacol  18(1):261-' 
262,  1969. 

2432  EXCHANGE  BLOOD  TRANSFUSION  IN  HEPA- 
TIC COMA  OF  ACUTE  HEPATIC  NECROSIS.       I 

(E.)    Wewalka,  F.  (I.  U.  Med.  Clin.,  Vienna,  Austria).   Digestion^ 
1(5):311-314,  1968. 

2433  METRONIDAZOLE  IN  AMEBIC  HEPATITIS         ( 
AND  LIVER  ABSCESS.   (E.)    Venkateswara  Rao, 

S.  (Osmania  Med.  Coll.,  Hyderabad,  India),  D.  Satyanarayana 
and  K.  Jayapal  Reddy.  J  Indian  Med  Ass  51(9):450-452,  1968. 

2434  INTERFERENCE  OF  CYSTICERCUS  FASCIO- 
LARIS  IN  THE  FORMATION  OF  HEPATIC 

LESIONS  IN  RATS,  INDUCED  BY  p-DIMETHYLAMINOAZO- 
BENZENE  (DAB).   (E.j    Altman,  R.  F.  A.  (Inst.  Oswaldo  Cruz, 
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Rio  de  Janeiio,  Brazil).  Arch  Geschwulstforsch  33(2):  113-1 18, 
1969. 

2435  VENTRICULAR  FUNCTION  IN  NONCARDIACS 
WITH  ALCOHOLIC  FATTY  LIVER:    ROLE  OF 

ETHANOL  IN  THE  PRODUCTION  OF  CARDIOMYOPATHY. 

'E.)    Regan,  R.  J.  (New  Jersey  Coll.  Med.,  Jersey  City),  G.  E. 
Levinson,  H.  A.  Oldewurtel,  M.  J.  Frank,  A.  B.  Weisse  and  C.  B. 
VIoschos.   J  Clin  Invest  4S(2):391 -401,  1969. 

2436  THE  EFFECTS  OF  FEEDING  TOXIC  GROUND- 
NUT MEAL  TO  GROWING  PIGS  AND  ITS  IN- 

FERACTION  WITH  HIGH-COPPER  DIETS.    (EJ    Barber,  R.  S. 
[Natl.  Inst.  Res.  Dairying,  Reading,  England),  R.  Braude,  K.  G. 
Mitchell,  J.  D.  J.  Harding,  G.  Lewis  and  R.  M.Loosmore.   Brit 
JNutr  22(4):535-554,  1968. 

2437  HEPATITIS  AND  APLASTIC  ANEMIA.    [CASE 
REPORT]     (E.)    Perlmutter,  R.  A.  (Parkwood 

Community  Hosp.,  Canoga  Park,  Calif.).    Calif  Med  110(2): 
135-138,  1969. 

2438  RECURRENT  HEPATITIS  ATTRIBUTABLE  TO 
HALOTHANE  SENSITIZATION  IN  AN  ANESTHE- 
TIST.   [CASE  REPORT]    (E.j    Klatskin,  G.  (Yale  U.  Sch.  Med., 
New  Haven,  Conn.)  and  D.  V.  Kimberg.   New  Eng  J  Med 
280(10):5 15-522,  1969. 

2439  XHE  EFFECT  OF  AZATHIOPRINE  ON  THREE 
PATIENTS  WITH  ALL  THE  SYMPTOMS  OF 

LUPOID  HEPATITIS.    (Ger.)    Heuckenkamp,  P.  U.  (Med. 
Polyclin.,  U.  Munich,  Germany)  and  N.  Zollner.    Verb  Deutsch 
Gesinn  Med  74:897-901,  1968. 

2440  IMMUNOLOGICAL  DISORDERS  IN  CHRONIC 
HEPATITIS.    (Ger.J    Scheiffarth,  F.  (U.  Hosp., 

Erlangen,  Germany).    Verh  Deutsch  Ges  Inn  Med  74:778-783, 
1968. 

2441  THE  DIAGNOSIS  AND  TREATMENT  OF  HEPA- 
TITIS WITH  AUTOIMMUNE  FEATURES.    (Ger.) 

Schneider,  W.  (German  Red  Cross  Blood  Distribution  Service, 
Rotenburg,  Germany).    Verh  Deutsch  Ges  Inn  Med  74:537-539, 
1968. 

2442  TREATMENT  OF  AMEBIC  ABSCESS  OF  THE 
LIVER.    (E.J    SpeUberg,  M.  A.  (Michael  Reese 

Hosp.,  Chicago,  lU.).  Amer  J  Gastroent  51(4):298-302,  1969. 


2443  EFFECT  OF  AN  EXTRACT  OF  UV-IRRADIATED 
LINOLENIC  ACID  ON  AZO  DYE  CARCINO- 
GENESIS.   (E.)    Mulay,  A.  S.  (Natl.  Cancer  Inst.,  Bethesda,  Md.), 
R.  W.  O'Gara,  H.  J.  Anderson,  L.  D.  Saslaw  and  V.  S.  Waravdekar. 
Cancer  Res  29(2):373-379,  1969. 

2444  LIVER  DAMAGE  FOLLOWING  THE  ADMINIS- 
TRATION OF  SULPHATRIAD.    (E.)    Mooney, 

R.  A.  H.  (Meath  Hosp.,  Dublin,  Ireland).   J  Irish  Med  Ass 
62(379):25-26,  1969. 

2445  EMERGENCY  RIGHT  HEPATIC  LOBECTOMY 
FOR  RUPTURE  DUE  TO  BLUNT  INJURY.    (E.) 

Pearlman,  D.  M.  (Lincoln  Hosp.,  Bronx,  N.  Y.)  and  S.  Grayer. 
Amer  J  Surg  117(3):421-423,  1969. 

2446  CARCINOGENIC  ACTIVITY  OF  3,3'-DICHLORO- 
4,4'-DIAMINODIPHENYLMETHANE  IN  RATS. 

(Ger.)    Steinhoff,  D.  (Inst.  Exp.  Path.,  Bayer  Dye  Works, 
Wuppertal-Elberfeld,  Germany).  Naturwissenschaften  56(4): 
215-216,  1969. 

2447  REPORT  OF  A  CASE  OF  RIGHT  HEAPTIC  LO- 
BECTOMY BY  THE  METHOD  OF  TON  THAT 

TUNG  FOLLOWING  TRAUMATIC  RUPTURE  OF  THE  LIVER. 

(Gr.)    Filippakis,  M.,  P.  Alivizatos  and  I.  Katoubas.  Acta  Chir 
Hellen  95(5):750-755,  1968. 

2448  THE  POSSIBILITY  OF  USING  STEROID  HOR- 
MONES IN  EXPERIMENTAL  AND  CLINICAL 

INTOXICATION  WITH  CARBON  TETRACHLORIDE.    (Rus.) 
Gorodetskii,  M.  M.    Gig  Tr  Prof  Zabol  12(12):32-33,  1968. 

2449  CHRONIC  INTOXICATION  WITH  TETRABRO- 
MOETHANE  AND  METHYLENE  BROMIDE. 

(CLINICAL  OBSERVATIONS).    (Rus.)    Danilin,  V.  A.,  A.  K. 
Voronin,  and  P.  S.  Grigor'iev.    Gig  Tr  Prof  Zabol  12(12):39- 
40,  1968. 

2450  LIVER  ABSCESSES:    DISCUSSION  OF  ONE 
CLINICAL  CASE.    (Fl.)    Louis,  H.  (CUn.  Intern. 

Med.,  State  U.,  Ghent,  Belgium)  and  L.  Demeulenaere.    T 
'Jastroent  ll(6):574-577,  1968. 

2451  THE  EFFECT  OF  NITROGEN  MONOXIDE  AND 
CYCLOPROPANE  ON  THE  LIVER.    (Rus.) 

Zhdanov,  G.  G.  (Kalinin  Med.  Inst.,  USSR),  V.  Ya.  Danilyak 
and  A.  M.  Lepeshkina.   Farmacol  Toksik  32(l):88-90,  1969. 
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2452  THE  ETIOLOGY  OF  POSTHEPATITIC  HYPER- 
BILIRUBINEMIA BASED  ON  AN  INVESTIGA- 
TION OF  BILIRUBIN  TRANSFER.    {Ger.}    Bettge,  S.  (Med. 
Clin.,  Justus  Liebig  U.,  Giessen,  Germany)  and  G.  Hornung. 
Klin  Wschr  47(3):  149-154,  1969. 

Direct  and  indirect  bilirubin  determinations  were  made  on 
venous  blood  from  4  groups  of  subjects  9,  13,  17,  21,  and  25 
min  after  50  mg  of  bilirubin  had  been  given  i.v.    Subjects  in- 
cluded 7  normal  controls,  7  with  or  convalescing  from  acute 
hepatitis,  5  wdth  congenital  hemolytic  jaundice,  and  13  with 
hyperbilirubinemia  and  no  symptoms  of  liver  disease.    From 
this  data  the  bilirubin  half-life,  excretion  constant,  and  transfer 
value  were  calculated.   The  bilirubin  half-life  was  increased  and 
transfer  values  were  almost  normal  in  acute  hepatitis.    During 
convalescence  the  half-life  approached  normal  values  and  the 
transfer  value  increased.    Some  patients  with  congenital  hemoly- 
tic jaundice  had  normal  half -life  values  and  others  had  inaeased 
values;  transfer  values  were  significantly  increased.    Changes 
were  not  consistent  in  11  of  the  13  patients  with  hyperbili- 
rubinemia who  had  histories  of  viral  hepatitis.    Some  had  nor- 
mal half-life  values  and  significantly  increased  bilirubin  transfer 
while  others  had  long  half-lives  and  normal  transfer  values.    No 
evidence  of  intravascular  hemolysis  was  found  in  those  patients 
with  elevated  transfer  values.    All  had  normal  liver  function 
tests,  but  bilirubin  values  ranged  from  1.5-4.3  mg%.    Only  in- 
direct bilirubin  levels  were  increased.    None  had  a  history  of 
congenital  jaundice  although  some  had  histories  of  jaundice 
dating  back  to  childhood.    Increased  bilirubin  transfer  in  these 
patients  appears  to  be  caused  by  shunt  hyperbilirubinemia. 

2453  RELATIONS  BETWEEN  HAPTOGLOBIN  AND 
SERUM  BILIRUBIN  IN  ACUTE  INFECTIOUS 

HEPATITIS  IN  CHILDREN.    (Ger.)    ZoUner,  H.  (Pediat.  Clin., 
U.  Greifswald,  Germany),  H.  Reddemann  and  R.  Giebelmann. 
Deutsch  Med  Wschr  94(6):270-273,  1968. 

Determinations  were  made  of  serum  bilirubin  and  haptoglobin 
in  33  children  (20  males  and  13  females,  aged  2-13  yr)  with 
acute  infectious  hepatitis  on  admission,  14  days  later,  on  dis- 
charge, and  1  month  later.    Analysis  of  the  results  with  Stu- 
dent's t-test  showed  a  significant  increase  in  serum  hapto- 
globlins  and  a2-  and  |3-globulins  14  days  after  the  onset  of 
symptoms.   At  the  same  time  there  was  an  inverse  relation 
between  serum  bilirubin  and  haptoglobin  concentrations.    This 
suggests  that  in  children  a  hemolytic  stage,  in  which  haptoglo- 
blins  are  consumed  and  bilirubin  levels  increase,  precedes  in- 
creased haptoglobin  synthesis  resulting  from  damage  to  the  liver 
parenchyma.    In  adults  hemolysis  is  more  evident  than  hapto- 
globin synthesis. 

2454  A  CLINICAL  AND  STATISTICAL  STUDY  OF 
THE  COURSE  OF  VIRAL  HEPATITIS  IN  272 

SUBJECTS  FOLLOWED  FROM  THE  ACUTE  STAGE  OF  THE 
DISEASE  AND  IN  150  SUBJECTS  EXAMINED  1-5  YEARS 
AFTER  AN  ACUTE  EPISODE  OF  HEPATITIS.    (It.)    De  Ritis, 
F.  (Clin.  Infect.  Dis.,  U.  Naples,  Italy),  G.  Giusti,  M.  Piazza, 
F.  Piccinino,  G.  Da  Villa  and  G.  Manzillo.   Minerva  Med  60(5): 
113-127,  1969. 

On  the  basis  of  clinical  symptoms,  liver  function  tests,  bilirubin 
levels,  SGOT  and  SGPT  activities  and  serum  protein  values. 


272  patients  (172  males  and  100  females,  101  of  whom  were 
less  than  10  yr  old)  were  divided  into  4  groups.   They  included 
1)  166  (61.03%)  discharged  as  completely  recovered,  2)  15 
(5.51%)  discharged  with  signs  of  persistent  infection,  3)  3 
(1.1%)  who  died,  and  4)  88  (32.36%)  discharged  against  the 
advice  of  the  doctor.    A  follow-up  of  55  patients  in  group  (4) 
showed  that  38  had  completely  recovered  within  60  days  and 
17  still  had  signs  of  liver  involvement.   There  was  a  statistically 
significant  correlation  between  the  age  of  the  patients  and  the 
duration  of  the  acute  stage  of  the  disease  but  no  correlation 
between  the  sex  of  the  patient  and  the  duration  of  the  acute 
stage  or  between  the  outcome  of  the  acute  stage  and  the  age 
and  sex  of  the  patients.    All  3  patients  who  developed  hepatic 
comas  after  admission  died.   Follow-ups  made  1-5  yr  after 
episodes  of  viral  hepatitis  on  150  patients  discharged  as  com- 
pletely recovered  showed  that  109  (72.67%)  had  completely 
recovered,  22  (14.67%)  still  had  signs  of  active  disease,  and 
19  (12.66%)  had  some  abnormalities  in  laboratory  tests  which 
require  a  longer  study.    No  correlations  were  established  be- 
tween hepatosplenomegaly,  age,  or  sex  and  the  results  of  labon 
tory  tests.    There  was,  however,  a  significant  correlation  be- 
tween the  outcome  of  the  acute  stage  and  the  persistence  of 
abnormalities  in  laboratory  tests. 


2455  THE  SEQUELAE  OF  VIRAL  HEPATITIS 

AND  FACTORS  LEADING  TO  THE  DEVELOP- 
MENT OF  CHRONIC  HEPATITIS.    A  CLINICAL  AND  EPI- 
DEMIOLOGICAL STUDY.    (Rum.)    Pecurariu,  O.  (Hosp. 
Adults  No.  1,  Brasov,  Romania),  R.  Albulet,  E.  Balan,  C. 
Berbescu,  J.  Bozianu,  M.  Burcin,  S.  Cretulescu,  M.  Davidovici , 
A.  Dumitrescu,  L.  Enciulescu,  R.  Greif,  V.  Grigoriu,  M.  Hilmu, 
H.  Kernbach,  O.  Meret,  E.  Purdila,  O.  Schmidt,  B.  Szekely  and 
C.  Zoltner.   Med  Intern  (Bucur)  20(5):557-562,  1968. 

A  follow-up  was  made  of  364  patients  with  viral  hepatitis. 
Infectious  hepatitis  had  been  diagnosed  in  50.2%,  serum  hepa- 
titis in  36.5%,  and  the  route  of  infection  could  not  be  estab- 
lished in  13.5%.    Chronic  hepatitis  developed  in  13.5%  and  cir- 
rhosis in  1.5%  of  those  with  serum  hepatitis.    Chronic  hepatitis 
was  seen  in  8.7%  of  those  with  infectious  hepatitis,  and  none 
of  the  patients  in  this  group  developed  cirrhosis.    In  about  \(>fi 
the  first  symptoms  of  chronic  hepatitis  appeared  1-5  yr  after 
acute  viral  infection.    More  than  57%  of  the  patients  with 
chronic  hepatitis  had  had  severe  viral  hepatitis  and  only  9.7% 
had  had  mild  or  moderately  severe  forms.    Other  factors  favor- 
ing the  development  of  chronic  hepatitis  were  a  preicteric  stage 
lasting  more  than  2  weeks,  insufficient  rest,  an  unsuitable  diet, 
alcoholism,  and  a  history  of  gallbladder  disease.    A  retrospectiv 
study  of  another  group  of  50  patients  (42  with  chronic  hepa- 
titis and  8  with  cinhosis)  showed  that  34  had  histories  of  virai 
hepatitis  and  only  5  had  only  histories  of  alcoholism.    The 
cause  of  Uver  disease  could  not  be  established  in  10  cases,  and 
1  patient  had  a  history  of  cholelithiasis  and  hypersplenism. 


2456  CRITICAL  ANALYSIS  OF  "HYPERGLOBULI- 

NEMIC"  CHRONIC  HEPATITIS.    (Rum.)    Fodor 
O.  (Inst.  Med.  Pharm.,  Cluj,  Romania),  G.  Nicoara,  N.  Parau 
and  E.  Barbarino.  Med  Intern  (Bucur)  20(6):665-677,  1968. 
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Of  120  patients  (82  males  and  38  females)  with  chronic  hepa- 
titis, 98  had  histories  of  acute  viial  hepatitis,  18  may  have  had 
asymptomatic  forms,  and  infection  was  ruled  out  in  4  cases. 
Only  3  patients  were  under  30  yr  old.    Hypersplenism  was 
found  in  22  cases.    In  some  cases  hepatitis  was  associated  with 
autoimmune  diseases.    Hypergammaglobulinemia  was  present 
in  98  cases  (85%)  and  hyperbetaglobulinemia  in  84  (70%).   The 
IgG  fraction  was  moderately  to  greatly  increased  in  94%,  the 
IgM  fraction  in  83%,  and  the  IgA  fraction  in  51%.    A  large 
percentage  of  these  patients  had  anti-liver  and  nonspecific 
factors  (antigammaglobulin,  antithyroglobulin,  anti-DNA  and 
anti-RNA)  in  their  serum  together  with  cryoproteins.    None 
of  the  patients  tested  had  anti  leukocyte  factors  of  LE  cells. 

2457  ULTRASTRUCTURAL  CHANGES  IN  THE 
LIVER  AFTER  EXPERIMENTAL  INFECTION 

WITH  THE  GROUP  C  ARBOVIRUS  Be  17  (ORIBOCA):    PRE- 
LIMINARY COMMUNICATION,   (Por.)    De  Lacerda,  P.  R.  S. 
(Fac.  Med.  Sci.,  State  U.,  Guanabara,  Rio  de  Janeiro,  Brazil). 
Hospital  (Rio)  74(3):815-830,  1968. 

Electron  micrographs  were  prepared  of  liver  tissue  taken  from 
U-day-old  Wistar  rats  saaificed  50  days  after  i.p.  or  intracere- 
bral inoculation  with  the  Oriboca  Be  17  strain  of  arbovirus. 
Liver  tissue  was  fixed  in  glutaraldehyde  within  90  sec  after 
death,  and  moribund  animals  were  sacrificed  by  decapitation. 
The  livers  of  such  animals  showed  diffuse  or  focal  hydropic 
degeneration  and  tumescence  of  the  hepatocytes,  moderately 
severe  vacuolar  degeneration,  moderate  necrosis,  mild  hyperemia 
of  the  sinusoids,  and  microcellular  infiltration  of  the  portal 
tracts.   The  electron  microscope  revealed  virus-like  particles 
in  both  the  nucleus  and  the  cytoplasm,  accompanied  by  in- 
creases in  the  number  of  osmiophilic  mitochondrial  granules, 
nuclear  and  nucleolar  chromatin,  and  the  number  of  free  ribo- 
somes  in  the  cytoplasm,  as  well  as  the  presence  of  cytoplasmic 
pseudoinclusion  bodies  probably  consisting  of  accumulations 
of  ribosomes  in  the  dilated  endoplasmic  reticulum.    The  cellu- 
lar reaction  varied  from  hyperplasia  to  frank  necrosis,  but  fatty 
infiltration  was  a  consistent  finding.    Degenerative  changes  lead- 
ing to  necrosis  were  also  seen  in  the  Kupffer  cells. 

2458  VIRAL  HEPATITIS  AND  DAMAGE  TO  THE 
FETUS:    HISTOLOGICAL  CHANGES  SEEN 

IN  HUMAN  EMBRYOS  WHOSE  MOTHERS  DEVELOPED 
VIRAL  HEPATITIS  DURING  PREGNANCY.    (Ger.)    Ermert, 
A.  (Inst.  Anat.,  U.  Zurich,  Switzerland).   Z  Kinderheilk  105(1): 
1-32,  1969. 

Detailed  histopathological  studies  were  carried  out  on  5  fetuses 
taken  by  therapeutic  abortion  (71,  74,  75  and  88  days  post- 
menstruation  and  56  days  post-conception,  resp.)  because  their 
mothers  had  viral  hepatitis  (present  at  the  beginning  of  preg- 
nancy in  2  cases  and  acquired  during  the  1  st  2-6  weeks  in  the 
others).    One  specimen  (taken  71  days  post-menstruation),  how- 
ever, was  fixed  after  too  long  a  delay,  so  that  considerable  auto- 
lysis had  taken  place.    The  principal  finding  in  the  4  other 
fetuses  was  destruction  of  the  blood-vessel  endothelium  (um- 
bilical vein,  aorta,  carotid  arteries,  superior  vena  cava)  and  of 
the  endocardium.    Necrotic  material  was  apparently  transported 
from  these  sites  into  the  brain,  kidneys,  and  intestinal  tract, 
resulting  in  histological  alterations  in  the  brain,  spinal  cord, 
musculature  and  lungs.    The  nucleus  of  the  crystalline  lens  was 
uniformly  destroyed,  and  multinucleated  giant  cells  were  seen 


in  the  liver,  heart,  lungs,  thymus,  kidney  and  brain  of  all  4 
fetuses,  especially  near  the  necrotic  areas.    Other  organs  were 
normal.   The  mechanism  of  the  hemorrhagic  diathesis  and  other 
fetal  abnormalities  produced  by  hepatitis  virus  is  discussed  and 
compared  with  the  effects  of  rubeola  and  other  virus  diseases. 

2459  LIVER  RHEOGRAPHY  IN  NORMAL  CHILDREN 

AND  PATIENTS  WITH  INFECTIOUS  HEPATITIS. 

(Rus.)    Sokol,  A.  N.  (Chernovtsy  Med.  Inst.,  USSR).    Vop 
Okhr  Materin  Dets  13(12):37-42,  1968. 

Liver  circulation  was  studied  by  rheography  in  18  normal  con- 
trols, aged  4-16  yr,  and  in  81  children  with  infectious  hepatitis. 
Rheographic  examinations  were  made  on  81  at  admission,  on 
58  during  regression  of  jaundice,  and  on  73  before  discharge. 
In  most  cases  there  was  little  or  no  difference  between  the 
rheograms  of  hepatitis  patients  on  admission  and  those  of  con- 
trols.   However,  on  admission  all  but  13  patients  had  abnorm- 
ally low  rheographic  indices,  I  (amplitude  A/amplitude  of  the 
calibrated  signal  E)  and  amplitude-frequency  indices  (I/R-R). 
The  only  significant  age  differences  were  between  younger  and 
older  children  of  school  age.    These  parameters  increased  during 
the  regression  of  jaundice.    This  is  attributed  to  improvements 
in  systemic  and  local  circulation  and  the  lack  of  physical  strain 
on  the  cardiovascular  system  during  complete  bed  rest.    These 
indices  decreased  again  during  convalescence. 


2460  INCREASED  PROTEIN  SYNTHESIS  IN  LIVER 

BIOPSY  SPECIMENS  FROM  PATIENTS  WITH 
ACUTE  HEPATITIS.  (Ger.)  Richter,  E.  (Med.  Clin.,  Justus- 
Liebig  U.,  Giessen,  Germany),  S.  Clauditz,  B.  Leinweber  and 
H.  A.  Klihn.  Acta  Hepatosplen  15(6): 376-381,  1968. 

Biochemical  studies  on  liver  needle  biopsy  specimens  obtained 
from  13  patients  with  acute  viral  hepatitis,  20  with  histologically 
confirmed  chronic  active  hepatitis,  17  with  histologically  con- 
firmed cirrhosis,  and  6  healthy  controls  revealed  increased  in- 
corporation of  14c.giycine  and  aspartic  acid  into  protein  in  all 
patients.   The  rate  of  protein  synthesis  was  6-7  times  as  high 
as  in  controls  in  patients  in  the  active  phase  of  viral  hepatitis, 
decreasing  significantly  as  the  acute  phase  began  to  recede. 
The  increase  was  also  less  marked  in  patients  with  chronic 
hepatitis  or  cirrhosis.    Specimens  from  patients  with  acute  viral 
hepatitis  also  showed  increased  incorporation  of  the  labeled 
amino  acids  into  nucleic  acids,  as  well  as  of  2-14c-acetate  into 
cholesterol  and  of  7-14c-nicotinic  acid  into  nicotinamide  ade- 
nine dinucleotide.    It  is  concluded  that  liver  disease  per  se  re- 
sults in  a  nonspecific  stimulation  of  metabolic  processes  in  the 
liver. 


2461  DETERMINATION  OF  TRANSAMINASE  IN  THE 

PROPHYLAXIS  OF  VIRAL  HEPATITIS.  (It.) 
Castiglione,  L.  (Dept.  Health,  Pescara,  Italy)  and  A.  Garrani. 
MedSoc  18(8):320-322,  1968. 


2462  EPIDEMIOLOGICAL  DATA  ON  VIRAL  HEPATI- 

TIS IN  THE  PROVINCE  OF  PESCARA  FROM 
1957  TO  1966.   (It.)    Franco,  P.  (Via  Ravenna  3,  Pescara, 
Italy).  MedSoc  18(8):316-320,  1968. 
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2463  EPIDEMIOLOGICAL  STUDIES  IN  HEPATITIS 
AS  A  ROUTINE  PROCEDURE  IN  LIVER  DIS- 
PENSARIES.  (Ger.)    Kleine,  F.  D.  (Med.  Acad.,  Magdeburg, 
Germany).   Z  Aerztl  Fortbild  (Jena)  62(22):  1237-1240,  1968. 

2464  EPIDEMIOLOGY  AND  PROPHYLAXIS  OF 
VIRAL  HEPATITIS.    (Sp.j    Katz  Ugarte,  R.  (Fac. 

Med.,  Santiago,  ChUe).  Arq  Gastroent  6(1): 21-32,  1969. 


2465 


VIRAL  HEPATITIS  IN  PERSONS  WITH  PUL- 
MONARY TUBERCULOSIS.    (It.)    Arcuri,  F. 

(Munic.  Hosp.,  Genoa,  Italy),  N.  Piersantelli  and  F.  Rizzo. 

Arch  Maragliano  Pat  Clin  24(6):699-707,  1968. 

2466  INFECTIOUS  HEPATITIS  WITH  MYELITIS 

AND  NEURITIS.    [CASE  REPORT]    (E.) 
Brahmaji  Rao,  U.  (Andhia  Med.  Coll.,  Visakhapatnam,  India), 


Viral  Hepatitis 

M.  L.  Suri  and  S.  Gupta.  J  Indian  Med  Ass  51(9):460-463, 
1968. 

2467  VIRUS  HEPATITIS  AFTER  BLOOD  TRANS 
FUSION.   (E.)    Zuckerman,  A.  J.  (London  Sch. 

Hyg.  Trop.  Med.,  England).   Brit  J  Clin  Pract  23(1):9-10,  1969. 

2468  USE  OF  PLASMA  AND  OTHER  PROTEIN  PRE- 
PARATIONS IN  ACUTE  HEPATITIS.    (Rus.) 

Starosel'skii,  D.  V.  (Crimean  Med.  Inst.,  Simferopol,  USSR) 
and  N.  la.  Riazanova.   Klin  Med  (Moskva)    47(2):  119-123,  1969. 

2469  VIRAL  HEPATITIS  AND  PREGNANCY.    (E.) 

Di  Nola,  F.  (Amedeo  di  Savoia  Infec.  Dis.  Hosp., 
Turin,  Italy),  G.  Bracco,  A.  Pasquale  and  P.  Moiraghi.   Panminerva 
Med  10(12):531-535,  1968. 
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2470  THE  PLACE  OF  SOME  RECENTLY  DEVELOPED 
DIURETICS  IN  THE  TREATMENT  OF  DE- 
COMPENSATED HEPATIC  CIRRHOSIS.    (Fr.)    Platteborse, 

R.  (Saint  Gilles  Hosp.,  Belgium),  W.  Page  and  G.  van  Braekel. 
Acta  Gastroent  Belg  31(10):621-652,  1968. 

Sodium  balances  were  run  on  9  alcoholics  with  decompensated 
cirrhosis  during  treatment  with  diuretics  and  a  low-sodium  diet. 
At  first,  triamterene  was  used  alone  and  then  in  combination 
with  different  doses  of  epitizide.    Finally,  triamterene  was  re- 
placed by  spironolactone.    Diuretics  were  administered  at  8  a.m. 
and  5  p.m.  with  the  largest  dose  being  given  in  the  morning. 
Therapy  was  generally  given  3  days  out  of  6.    Triamterene 
increased  urinary  Na  excretion,  particularly  in  patients  who  ex- 
creted less  than  10  mEq  Na/24  hr  before  diuretic  therapy.    K 
excretion  remained  unchanged  or  decreased,  and  the  volume 
of  urine  excreted  did  not  change  appreciably.    A  combination 
of  epitizide  and  triamterene  increased  urinary  Na  excretion  in 
all  patients,  but  became  increasingly  less  effective.    This  re- 
sistance to  therapy  depended  on  the  severity  of  hepatic  de- 
compensation and  the  extent  of  secondary  hyperaldosteronism 
before  treatment.    K  excretion  varied  and  decreased  with  in- 
creasing Na  excretion.    The  doses  of  spironolactone  were  not 
large  enough  and  therapy  was  not  continued  long  enough  to 
draw  any  valid  conclusions  about  its  effects.    Increases  in  blood 
urea  concentrations  generally  occurred  toward  the  end  of  ther- 
apy.   In  1  case  increased  urea  concentrations  were  caused  by 
a  gastrointestinal  hemorrhage.    During  diuretic  therapy  plasma 
Na  levels  increased  to  normal  in  2  of  9  cases,  plasma  chloride 
values  tended  to  decrease,  and  plasma  K  levels  and  alkaline  re- 
serves remained  about  the  same. 

2471  THE  VALUE  OF  CERVICAL  LYMPHO VENOUS 
ANASTOMOSIS  IN  THE  TREATMENT  OF 

PORTAL  HYPERTENSION  IN  HEPATIC  CIRRHOSIS.    (Ger.) 
Koch,  W.  (Marien  Hosp.,  Hamburg,  Germany).   Med  Welt 
20(8):  394-397,  1969. 

In  12  cirrhotic  patients  the  thoracic  lymph  duct  was  traced  to 
a  single  trunk  in  the  cervical  region  and  an  end-to-side  anasto- 
mosis was  made  between  it  and  the  jugular  vein.    In  almost 
all  cases  the  central  venous  pressure  increased  after  surgery, 
reaching  a  maximum  5-6  hr  later.    It  is  recommended  that  a 
catheter  be  placed  in  the  vena  cava  so  that  the  blood  volume 
can  be  reduced  if  necessary  by  phlebotomy.    In  all  cases  ascites 
disappeared  or  responded  to  medication,  esophageal  varices  re- 
gressed, and  acute  bleeding  could  be  controlled  more  readily 
by  conservative  methods.    Portacaval  shunts  are  still  the  method 
of  choice  in  treating  portal  hypertension,  but  cervical  lympho- 
venous  anastomoses  are  valuable  in  the  treatment  of  elderly 
patients  with  bleeding  varices,  of  recurrent  variceal  bleeding 
in  decompensated  cirrhosis,  of  acute  bleeding  varices  as  a  stop- 
gap measure  before  a  portacaval  anastomosis  can  be  made,  and 
of  ascites  which  does  not  respond  to  other  treatment. 

2472  STUDIES  OF  FAT  ABSORPTION  IN  PATIENTS 
WITH  HEPATIC  CIRRHOSIS.    (Ger.)    Eisenburg, 

J.  (1st  Med.  Clin.,  U.  Munich,  Germany),  P.  Schwandt,  A. 
Christoforis,  K.  H.  Koczorek,  M.  M.  Forell,  P.  Kiefhaber  and 
K.  W.  Frey.   Fortschr  Med  (Munich)  87(5):  185-188,  1969. 


The  131l-triolein  test  was  run  on  17  subjects  (10  men  and  7 
women,  aged  30-68  yr)  with  and  without  administration  of 
2  tablets  of  Combizym  compound  (120  mg  Aspergillus  oryzae 
enzyme  concentrate,  400  mg  pancreatin,  and  60  mg  dried,  puri- 
fied ox-gall).   These  subjects  included  6  with  no  diseases  of  the 
liver  or  pancreas  and  11  with  confirmed  cirrhosis.    The  cirrhotics 
included  7  with  a  history  of  alcoholism  and  5  with  a  history  of 
hepatitis.    Serum  lipids  were  within  normal  limits  and  serum 
bilirubin  values  were  normal  or  slightly  elevated  in  the  cirrhotics. 
Panaeatic  function  tests  showed  that  the  majority  had  increased 
secretion  of  pancreatic  juice  and  bicarbonate.    Three  cirrhotics, 
who  secreted  normal  quantities  of  pancreatic  juice  and  bicar- 
bonate, secreted  abnormally  small  amounts  of  pancreatic  en- 
zymes.  There  was  no  significant  difference  between  fat  absorp- 
tion in  cirrhotics  without  pancreatic  insufficiency  and  in  con- 
trols.   In  these  subjects,  administration  of  Combizym  had  little 
effect  on  fat  absorption.    Fat  absorption  was  lower  in  cirrhotics 
with  pancreatic  insufficiency  but  was  increased  by  administra- 
tion of  Combizym. 

2473  COLOR  AND  LIGHT  SENSE  IN  LAENNEC'S 
CIRRHOSIS.    (It.)    Meduri,  R.  (Ophthalmol  Clin., 

U.  Bologna,  Italy),  G.  Frasca  and  P.  Anselmi.   Fegato  14(4): 
493-514,  1968. 

Ophthalmologic  examinations  were  made  on  41  patients  (27 
males  and  14  females,  aged  33-67  yr)  with  advanced  Laermec's 
cirrhosis  and  ascites.    Patients  with  changes  in  the  refracting 
medium  and  eyeground  were  excluded.    In  8  patients,  6  males 
and  2  females,  severe,  poorly  defined,  non-hereditary  forms  of 
color  blindness  were  found  associated  with  definite  increases  in 
the  adaptometric  threshold.    In  all  cases  improvements  occurred 
after  i.m.  administration  of  3  doses  of  150,000  lU  of  vitamin 
A  each  on  alternate  days.    There  were  histories  of  liver  disease, 
probably  cirrhotic  in  nature,  on  the  maternal  side  of  the  families 
of  3  of  these  patients.    Slight  abnormalities  in  adaptometric 
thresholds  without  disturbances  in  color  vision  were  found  in 
4  other  patients  (3  males  and  1  female).   Two  other  male  cir- 
rhotics had  red-green  color  bUndness,  the  hereditary  nature  of 
which  could  not  be  ruled  out.    However,  in  1  of  these  patients 
color  blindness  was  associated  with  an  increased  adaptometric 
threshold  which  improved  after  vitamin  A  therapy. 

2474  STATISTICAL  CRITERLV  FOR  QUANTITATIVE 
EVALUATION  OF  THE  PROGNOSIS  IN  HEPA- 
TIC CIRRHOSIS.    (It.)    Franzini,  P.  (Distr.  Hosp.,  Saronno, 
Italy),  E.  Marubini,  U.  G.  Cereda,  P.  E.  Lucchelli  and  G.  Navassa. 
Minerva  Med  59(104):5839-5853,  1968. 

Alcohol  was  the  main  cause  of  cirrhosis  in  80.8%  of  430  pa- 
tients (354  males  and  76  females)  with  cirrhosis  and  ascites 
seen  between  1960  and  1966.   Of  these  patients,  270  died. 
Causes  of  death  were  Uver  failure  in  67.1%,  extrahepatic  causes 
in  22.2%,  gastrointestinal  bleeding  in  9.6%,  and  delirium  tremens 
in  1.17%.    Associated  diseases  included  cardiovascular  disorders 
in  139  (32.3%),  bronchopneumopathies  in  91  (21.2%),  kidney 
diseases  in  22  (5.1%),  gastric  resections  in  18  (4.3%),  diabetes 
in  16  (3.7%),  cerebrovascular  disorders  in  14  (3.3%),  and  neo- 
plasms in  11  (2.6%).    Of  the  total  group,  39  (9.1%)  developed 
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hepatic  comas,  including  25  (9.3%)  of  those  who  died.   Oastro- 
intestinal  bleeding  occurred  in  75  cases  (17.5%),  and  Polvneuro-^ 
pathies  and/or  muscular  hypotrophy  were  present  m  85%.    Alter 
correcting  for  natural  mortaUty,  the  method  of  Cutler  and 
Ederer  was  used  to  construct  2  survival  curves,  one  of  which 
was  based  on  the  severity  of  ascites  on  admission  and  the  other 
on  the  history  of  ascites.   The  1st  curve  gave  a  median  survival 
time  of  1  yr  7  months  and  the  2nd  curve  a  median  survival 
time  of  3  yr  2  months.    A  discriminant  analysis  of  23  variables 
was  performed  for  patients  with  short  survivals  (3  months  or 
less),  moderately  long  survivals  (3-12  months),  and  long  sur- 
vival's (more  than  1  yr).    The  prognosis  was  correct  for  77% 
of  patients  with  short  survival  times,  for  71%  of  those  with 
moderately  long  survival  times,  and  for  only  47%  of  those  with 
long  survival  times.    Stepwise  discriminant  analysis  of  only  7 
variables  (alcoholism,  spleen  size,  indirect  serum  bUirubm, 
erythrocyte  sedimentation  rate,  blood  sugar,  color  index,  and 
serum  albumin/globuUn  ratio)  gave  conect  prognoses  for  71% 
of  the  patients  with  short  survival  times. 

2475  SERIAL  ASSESSMENT  OF  RETICULOENDO- 

THELIAL FUNCTION  IN  EXPERIMENTALLY 
INDUCED  NUTRITIONAL  CIRRHOSIS.    (E.)    Ali,  M.  V. 
(Buffalo  Gen.  Hosp.,  N.  Y.)  and  J.  P.  Nolan.    Lab  Invest  20(2): 
184-189,  1969. 

Hepatic  reticuloendothelial  clearance  of  IBll-labeled,  micro- 
aggregated  albumin  was  measured  in  62  female  Holtzman  rats 
on  a  high-fat  choline-deficient  diet  from  the  early  fatty-Uver 
stage  to  cirrhosis.    An  identical,  choline-supplemented  (0.4% 
choline-chloride)  diet  was  given  to  a  control  group  of  62  rats. 
At  the  end  of  the  first  week,  phagocytic  function  was  signifi- 
cantly depressed  in  the  choline-deficient  rats,  the  half-time 
clearance  of  the  aggregated  albumin  being  prolonged  almost 
50%.    Although  a  slight  depression  was  noted  at  the  end  of  the 
2nd  week,  no  difference  was  observed  between  the  choline- 
deficient  and  choline-supplemented  groups  at  4,  8  or  15  weeks. 
When  separated  by  gel  chromatography,  sera  obtained  4-6  hr 
after  the  injection  of  the  labeled  test  substance  showed  no  dif- 
ference in  the  proportion  of  free  to  bound  iodide  at  any  of  the 
time  periods.    Histologically,  the  early  depression  in  the  func- 
tion of  the  reticuloendothelial  system  occuned  at  a  period  of 
appreciable  fatty  metamorphosis,  but  it  was  not  present  later 
when  the  fatty  change  was  most  intense  or  when  fibrosis  de- 
veloped.   It  is  postulated  that  the  early  fatty  infiltration  causes 
a  functional  blockade  of  the  Kupffer  ceUs  which  interferes  with 
normal  function,  but  that  a  compensatory  adjustment  is  made 
as  the  process  continues.    This  early  depression  of  the  reticulo- 
endothelial system  may  contribute  to  the  ultimate  development 
of  cirrhosis. 
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of  that  hospital,  so  that  a  total  of  400  cases  (80.5%  male,  age 
range  5-88  yr  but  77%  between  50  and  70)  could  be  coUected 
for  the  14-yr  period.    Statistical  analysis  of  data  obtained  from 
these  400  cases  confirms  that  the  incidence  of  cinhosis  is  in- 
creasing, without  relation  to  constitutional  type,  family  history, 
occupation  (except  as  related  to  use  of  alcohol),  or  history  of 
extrahepatic  infectious  disease,  gastrointestinal  disease  (gastritis, 
colitis,  ulcers,  gastric  surgery,  cholecystitis,  appendicitis),  allergy, 
collagen  disease,  exposure  to  anesthesia,  or  poisoning.    Alco- 
holism seems  to  play  a  definite  and  increasing  role,  34%  of  the 
patients  admitted  during  1953-59  and  57.5%  of  those  admitted 
during  1960-66  reporting  heavy  consumption  of  alcohol.   There 
was  also  a  high  incidence  of  previous  viral  hepatitis  (23.5%) 
and  diabetes  meUitus  (11.25%).    Dietary  deficiencies,  however, 
seem  to  be  playing  a  less  important  role  (6.5%  reported  a  his- 
tory of  starvation  during  the  war  years).    In  many  patients, 
more  than  one  possible  etiological  factor  was  reported,  but  in 
28.5%,  there  was  no  history  of  previous  disease. 


2477  EFFECT  OF  LYMPH  DRAINAGE  ON  PORTAL 

PRESSURE  AND  BLEEDING  ESOPHAGEAL 
VARICES.    (E.)    Kessler,  R.  E.  (New  York  U.  Sch.  Med., 
N.  Y.),  E.  Santoni,  D.  A.  Tice  and  D.  S.  Zimmoa 
Gastroenterology  56(3):538-547,  1969. 

The  effect  of  thoracic  duct  lymph  drainage  on  portal  pressure 
and  bleeding  esophageal  varices  in  7  patients  with  cirrhosis 
has  been  evaluated.    Four  control  patients  with  cirrhosis  and 
bleeding  varices  were  monitored  in  similar  fashion  without 
lymph  drainage.    Significant  reductions  in  portal  pressure  were 
associated  with  hypovolemia  from  inadequate  lymph  replace- 
ment or  recurrent  hemorrhage  from  esophageal  varices.   The 
portal,  central  venous,  and  arterial  pressures,  urine  output,  and 
body  weight  remained  unchanged  when  lymph  was  reinfused 
at  the  same  rate  as  withdrawal.   The  functional  thoracic  duct 
pressure  approached  the  central  venous  pressure.    Lymph  drain- 
age did  not  appear  to  control  hemorrhage  from  varices  since 
bleeding  continued  or  recurred  in  4  patients  while  lymph  was 
being  drained. 

2478  INFARCTION-LIKE  NECROSES  OF  THE  CIR- 
RHOTIC LIVER  AFTER  OPERATIVE  PORTA- 
CAVAL SHUNT.   (Ger.)    Dustmann,  H.  O.  (Inst.  Path.,  Free 
U.  Berlin,  Germany),  J.  Eckart,  H.  J.  Gutzeit  and  K.  J. 
WoUmann.   Langenbeck  Arch  Klin  Chir  323(2):  124-141,  1968. 

2479  HEPATIC  CIRRHOSIS  WITH  INTRAPULMONAF 
ARTERIOVENOUS  MICROANASTOMOSES. 

(Ger.)    Irle,  U.  (Munic.  Hosp.,  Bremen,  Germany)  and  F.  B.       i 
Ohlms.   /Vaxix  57(49):  1720-1722,  1968. 


2476  THE  ETIOLOGY  OF  HEPATIC  CIRRHOSIS: 

CLINICAL  AND  STATISTICAL  STUDIES  ON 
400  PATIENTS.    (Ger.)    Gigglberger,  H.  (Barmherzige  Bnider 
Hosp.,  Regensbuig,  Germany).  Acta  Hepatosplen  15(6).415- 
423,  1968. 

Among  the  patients  admitted  to  the  medical  clinic  of  Regens- 
burg  Hospita'l  during  the  period  1953-59,  1.05%  (1  68%  of  the 
males  and  0.35%  of  the  females)  had  laparoscopically  diagnosed 
cirrhosis  of  the  liver  (septal,  postnecrotic  or  mixed  forms); 
from  1960  to  1966,  an  increasing  number  of  patients  (trom 
24  to  52/yr)  were  treated  for  cirrhosis  in  a  special  department 


2480  PHYSIOPATHOLOGY  AND  HEMODYNAMICS 

OF  PORTAL  HYPERTENSION.  (Sp.)  ZeiUkoff, 
R.  (Fac.  Med.,  Buenos  Aires,  Argentina).  Arq  Gastroent  6(1): 
47-50,  1969. 


2481 


JAUNDICE,  HEMOLYSIS  AND  HYPERLIPIDE-  I 
MIA  IN  ALCOHOLICS:    ZIEVE'S  SYNDROME. 
REPORT  OF  THREE  CASES.   (E.)    Paloheimo,  J.  A.  (Maria    , 
Hosp.,  Helsinki,  Finland)  and  A.  Louhija.  Ann  Med  Intern 
Fenn  57(3):129-133,  1968. 
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2482 


Clin. 


FLUID  RETENTION  AND  THE  SYNDROME  OF 
RENAL  FAILURE.    (E.j    Baldus,  W.  P.  (Mayo 
Rochester,  Minn.).  Mod  Treatm  6(1):  191-204,  1969. 


SOCIAL  SITUATION.    (E.j    Rushing,  W.  A.  (Mid-South  Re- 
gional Med.  Program.,  Vanderbilt  U.,  Nashville,  Tenn.).    Quart 
J  Stud  Alcohol  30(1A):93-103,  1969. 


2483  SULFONAMIDE  KINETICS  IN  LIVER  INJURIES. 

(Ger.)    Held,  H.  (Med.  Clin.,  U.  Tubingen,  Germany) 
L.  von  Berger  and  H.  F.  von  Oldershausen.    Verh  Deutsch  Ges 
Inn  Med  74:1140-1143,  1968. 

2484  STUDIES  OF  THE  L-CHAINS  OF  IgG  IN  NOR- 
MAL SUBJECTS  AND  PATIENTS  WITH  PLAS- 
MACYTOMA AND  HEPATIC  CIRRHOSIS.  (Ger.)  Prellwitz, 
W.  (2nd  Med.  Clin.,  Johannes  Gutenberg  U.,  Mainz,  Germany), 
C.  H.  Hammar,  W.  Opferkuch  and  E.  Kottgen.  Verh  Deutsch 
Ges  Inn  Med  74:509-512,  1968. 

2485  CHANGES  IN  THE  PARTIAL  PRESSURE  OF 
OXYGEN  IN  ARTERIAL  AND  VENOUS  BLOOD 

DURING  HISTAMINE  INFUSION  IN  CIRRHOTICS.    (Ger.) 
Baltzer,  G.  (Med.  Clin.,  U.  Marburg/Lahn,  Germany),  H.  A. 
Schmidt  and  H.  Arndt.    Verh  Deutsch  Ges  Inn  Med  74:582- 
585,  1968. 

2486  THE  DETECTION  OF  ANTIBODIES  FOR  IN- 
TERNAL MITOCHONDRIAL  MEMBRANES  IN 

SERA  FROM  PATIENTS  WITH  PRIMARY  BILIARY  CIRRHO- 
SIS.   (Ger.)    Berg,  P.  A.  (Med.  Clin.,  U.  Tiibingen,  Germany), 
U.  Muscatello,  D.  Doniach  and  I.  M.  Roitt.    Verh  Deutsch  Ges 
Inn  Med  74:527-529,  1968. 

2487  IS  THERE  A  BLOOD  CLOTTING  FACTOR  DE- 
FICIENCY IN  HEPATIC  CIRRHOSIS?    (Ger.) 

Horder,  M.  H.  (Med.  Clin.,  Justus  Liebig  U.,  Giessen,  Germany), 
K.  Huth,  D.  Heene,  B.  Leinweber  and  H.  G.  Lasch.    Verh 
Deutsch  Ges  Inn  Med  74:150-154,  1968. 

2488  MORTALITY  EXPERIENCES  OF  MALE  AND 
FEMALE  ALCOHOLIC  PATIENTS.    (E.)    Schmidt, 

W.  (Toronto  Clin.  Addiction  Res.  Found,  P.  Ont.,  Canada),  and 
J.  de  Lint.    Quart  J  Stud  Alcohol  30(1A):112-118,  1969. 

2489  SUICIDE  AND  THE  INTERACTION  OF  ALCO- 
HOLISM (LIVER  CIRRHOSIS)  WITH  THE 


2490  CHANGES  IN  THE  PLOIDY  IN  HEPATOCYTES 

DURING  REGENERATION  PROCESSES  IN 
THE  LIVER.    (Rus.)    Khankhodzhaiev,  A.  Kh.  (Res.  Inst. 
Public  Hlth.,  Min.  Hlth.  Uzbek  SSR,  Tashkent,  USSR).   Med 
Zh  Uzbek  11:48-49,  1968. 


2491  DISTURBANCES  OF  BLOOD  COAGULATION 

IN  HEPATIC  CIRRHOSIS.    (Sp.)    Rios  Mozo,  M. 
(Inst.  Gen.  Path.,  Fac.  Med.  Sevilla,  Spain),  J.  Gil  Zaragueta 
and  L.  Garcia  Hernandez.   Rev  Clin  Esp  110(l):21-36,  1968. 


2492  CLINICAL  AND  HISTOLOGICAL  STUDIES  OF 
CIRRHOSIS  OF  THE  LIVER  AT  THE  FIRST 

TOKYO  NATIONAL  HOSPITAL.    (Jap.)    Sano,  1.  (1st  Tokyo 
Natl.  Hosp.,  Japan)  and  M.  Kaneko.  Iryo  22(11):1296-1307, 
1968. 

2493  A  CASE  OF  ZIEVE'S  SYNDROME.    (Fr.) 
Pequignot,  H.  (Cochin  Hosp.,  Paris,  France),  J. 

Guerre,  J.  J.  Cocheton  and  B.  Christoforov.    Cah  Coll  Med  Hop 
Paris  10(l):65-67,  1969. 

2494  POSTNECROTIC  CIRRHOSIS  CAUSED  BY 
IPRONIAZID.    (Sp.)    Muro,  J.  (La  Paz  Chn., 

Madrid,  Spain),  A.  Schwarz,  A.  Diago  and  J.  Ortiz-Vazquez. 
Rev  Clin  Esp  110(3):235-244,  1968. 

2495  SIX  CASES  OF  HEPATIC  HYDROTHORAX. 

(Sp.)    Rodrigo,  G.,  J.  M.  (Fac.  Med.,  U.  Valencia, 
Spain),  A.  Benages  M.,  J.  Palao  E.,  J.  Torralbe  A.  and  F.  J. 
Garcia-Conde  B.   Rev  Esp  Enferm  Apar  Dig  28(3): 345-354, 
1969. 

2496  TREATMENT  OF  HEPATIC  ASCITES  WITH 
FURSEMIDA.    (For.)    Benvenuti,  G.  A.  (Fac. 

Med.,  Fed.  U.  Rio  Grande  Sul.,  Brazil)»and  J.  M.  Job.   Hospital 
(Rio)  74(5):  1601-1638,  1968. 


See  also  2003,2066,2163 
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2497  THE  DIAMETER  OF  THE  COMMON  BILE 

DUCT  AFTER  TRANSDUODENAL  PAPILLO- 
TOMY.   (Ger.)   Weber,  F.  (Prov.  Hosp.,  Salzburg,  Austria). 
Wien  Klin  Wschr  81(9):  150-152,  154,  1969. 
The  diameter  of  the  common  bile  duct  was  measured  on 
cholangiograms  made  immediately  before  surgery  and  4-8  yr 
later  in  21  patients,  19-80  yr  old,  who  were  subjected  to  trans- 
duodenal papillotomy  for  papillary  stones  (12  cases),  papillary 
stenosis  (8  cases),  and  choledocholithiasis  (1  case).    After  ' 
surgery,  15  of  these  patients  had  no  symptoms,  5  had  symptoms 
of  pancreatic  insufficiency,  and  1  had  occasional  mild  episodes 
of  colic.   The  diameter  of  the  common  bile  duct  ranged  from 
10-17.5  mm  before  surgery  and  from  5-15  mm  afterwards. 
After  surgery  the  diameter  decreased  by  1-8.5  mm  in  16  pa- 
tients, increased  by  1-2.5  mm  in  4,  and  remained  unchanged 
in  1.    No  relation  was  found  between  the  change  in  the  diameter 
of  the  common  bile  duct  and  the  patient's  age,  type  of  ob- 
struction, or  residual  symptoms. 

2498  PRIMARY  CANCERS  OF  THE  COMMON  BILE 

DUCT:    REPORT  OF  16  CASES.    (Fr.)    Hollender, 
L.  F.  (Hosp.  Ctr.,  U.  Strasbourg,  France),  M.  Gillet  and  A.  G. 
Weiss.  Arch  Franc  Mai  Appar  Dig  57(12):985-1016,  1968. 

Biliary  tract  cancer  was  diagnosed  in  16  patients  (10  men  and 
6  women,  aged  42-72  yr)  between  1956  and  1967;  cholelithiasis 
was  present  in  3  of  these  cases.   The  tumor  was  located  in  the 
hepatic  portal  in  6  cases,  in  the  common  hepatic  duct  in  5, 
in  the  upper  part  of  the  common  bile  duct  and  juncture  of  the 
cystic  and  common  bile  ducts  in  3,  in  the  common  hepatic  duct 
and  hepatic  portal  in  1 ,  and  in  the  lower  part  of  the  common 
bile  duct  in  1.    On  surgery  4  patients  were  found  to  have  metas- 
tases (3  in  the  lesser  omentum  and  1  in  the  peritoneum)  and 
2  were  inoperable.    In  6  cases  the  tumor  was  removed  and 
bile  flow  restored.    Procedures  employed  included  3  hepatico- 
jejunostomies,  1  hepaticoduodenostomy,  1  anastomosis  of  the 
hepatic  and  common  bile  ducts,  and  1  intrahepatic  cholangio- 
jejunostomy.   Palliative  anastomoses  were  performed  in  8  cases. 
With  the  exception  of  the  2  inoperable  patients,  who  died  12 
and  18  days  after  laparotomy,  there  were  no  operative  deaths. 
The  mean  survival  time  was  12  months  among  patients  whose 
tumors  had  been  removed 'and  4  months  among  those  treated 
palliatively. 

2499  INDICATIONS  FOR  AND  RESULTS  OF  TRANS- 

DUODENAL SPHINCTEROTOMY.    (Ger.) 
Bohmig,  H.  J.  (1st  Surg.  Clin.,  U.  Vienna,  Austria),  A.  Fritsch, 
M.  Kux  and  G.  Stacher.   Langenbeck  Arch  Klin  Chir  323(3): 
173-188,  1969. 

In  a  5-yr  period,  858  operations  on  the  biliary  tract  included 
215  transduodenal  sphincterotomies.    This  procedure  was  the 
operation  of  choice  in  both  first  and  repeat  operations  on  the 
common  bile  duct.    The  papilla  and  Oddi's  sphincter  were 
opened  up  so  that  an  8-10  mm  catheter  could  be  implanted 
comfortably  into  the  common  bile  duct  from  below;  fine  cat- 
gut sutures  were  placed  in  the  mucosa  of  the  common  bile 
duct  and  duodenum;  transpapillary  drainage  was  not  employed. 
Of  the  215  patients  undergoing  this  procedure,  39  had  papillary 
stenosis  alone,  59  had  papillary  stenosis  and  choledocholithiasis, 


41  had  a  stone  wedged  in  the  papilla,  9  had  pancreatitis,  and 
61  had  choledochoUthiasis.   There  were  7  operative  deaths 
(3.2%),  3  of  which  were  complications  of  surgery  (bile  peri- 
tonitis, a  retroduodenal  abscess,  and  cholangitis  and  empyema). 
Among  the  34  nonfatal  postoperative  complications  there  were 
only  3  cases  of  mild  pancreatitis.   Three  patients  developed 
duodenal  fistulas;  in  1  of  these  patients  a  fistula  resulted  in 
duodenal  stenosis  and  necessitated  a  2nd  operation.    There 
were  15  long-term  deaths.   Follow-ups  on  183  patients  showed 
that  162  (88.5%)  were  asymptomatic,  11  had  symptoms  re- 
ferable to  the  biliary  tract,  and  4  had  chronic  pancreatitis.   Re- 
peat operations  were  performed  in  6  cases.    Only  3  of  these 
patients  had  biliary  tract  disease  (choledocholithiasis  in  2  cases, 
stenosis  of  the  common  bile  duct  due  to  scar  formation  in  1). 
The  remaining  3  patients  had  hepatitis,  terminal  ileitis,  and  a 
duodenal  ulcer,  resp.    Duodenobiliary  reflux  was  seen  radio- 
logically  in  53  of  123  patients  (43%)  after  surgery,  but  no  evi- 
dence was  found  to  suggest  that  reflux  was  responsible  for  post- 
operative symptoms.    Measurements  performed  2-5  yr  after 
transduodenal  sphincterotomy  in  3  cases  showed  that  the  effect 
of  this  procedure  on  pressure  in  the  common  bile  duct  and  flow 
through  the  papilla  remained  unchanged. 

2500  SERUM  ENZYME  ACTIVITIES  IN  CHILDREN 

WFTH  BILIARY  DISEASES.    (Ger.)    Sitzmann, 
F.  C.  (Pediat.  Clin.,  U.  Erlangen,  Germany).   Z  Gastroent  6(6): 
418-422,  1968. 

Serum  enzyme  activities  were  determined  on  12  children  with 
biliary  tract  atresia  or  intrahepatic  cholestasis,  1  with  a  cyst 
of  the  common  bile  duct,  2  with  cholelithiasis,  and  3  with 
cholecystitis.    Glucose  dehydrogenase  activities  were  elevated 
in  all  children  with  biliary  obstructions  and  cholestasis.    The 
activity  of  this  enzyme  usually  increased  with  the  onset  of 
symptoms.    Leucine  aminopeptidase  and  alkaline  phosphatase 
activities  also  increased,  but  later  than  glucose  dehydrogenase 
activities.    No  increases  in  glucose  dehydrogenase  activities 
were  found  in  serum  from  children  with  cholecystitis  or  cho- 
langitis.  Glucose  dehydrogenase  and  leucine  aminopeptidase 
activities  were  lower  than  those  which  have  been  reported  for 
aduhs  with  biliary  tract  obstructions.    Determination  of  serum 
glucose  dehydrogenase  activities  is  recommended  as  a  sensitive 
criterion  for  biliary  tract  obstruction.   Other  advantages  are 
that  the  activity  of  this  enzyme  is  not  affected  by  hemolysis 
and  serum  can  be  stored  at  0-4C  for  more  than  52  hr  without 
much  change  occurring  in  its  activity. 

2501  A  STUDY  OF  THE  SUITABILITY  OF  RONDO- 

MYQN  FOR  THE  TREATMENT  OF  BILIARY 
TRACT  INFECTIONS.    (Pol.)   Tuszkiewicz,  A.  R.  (2nd  Clin. 
Int.  Dis.,  Acad.  Med.  Lublin,  Poland),  L.  Wojdylo,  M. 
Tuszkiewicz  and  L.  Perlinska-Schnejder.  Pol  Tyg  Lek  24(2): 
58-60,  1969. 

After  in  vitro  sensitivity  tests  on  92  strains  of  microorganisms 
isolated  from  the  bile  of  patients  with  chronic  biliary  tract 
disease  had  shown  that  only  57  strains  were  resistant  to  rondo- 
mydn  (including  10  which  were  resistant  to  all  7  antibiotics 
tested),  this  antibiotic  was  subjected  to  a  clinical  trial  in  35  pa- 
tients (20  men  and  15  women,  22-58  yr  old)  with  chronic 
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biliary  tract  infections,  associated  in  16  cases  with  other  types 
of  bUiary  tract  disease.    Of  the  92  strains  isolated,  62  were 
sensitive  to  streptomycin,  62  to  Chloromycetin,  and  21-28  to 
penicillin,  erythromycin,  aureomycin  and/or  terramycin. 
TotaUy  resistant  strains  included  5  of  34  strains  of  Escherichia 
coli  2  of  33  strains  of  Enterococcus,  and  2  of  8  strains  of 
Ae^obacter  aerogenes,  but  none  of  the  Proteus  or  Streptococcus. 
Among  the  35  patients,  13  yielded  cultures  of  E.  coli  (8  of 
which  responded  to  treatment),  12  yielded  cultures  of  Entero- 
coccus (11  of  which  responded),  4  yielded  cultures  of  Aero- 
bacter  aerogenes  (none  of  which  responded),  and  4  yielded 
cultures  of  Staphylococcus  aureus  (3  of  which  responded). 
Cures  were  obtained  in  a  total  of  24  cases,  including  16  of 
those  with  simple  infections  and  8  of  those  with  associated 
conditions.   There  were  no  side  effects. 

2502  BILIARY  EXCRETION  OF  RIFAMYCIN  SV 

IN  THE  PERFUSION  OF  ISOLATED  SWINE 
LIVER     (Fr  )    Chevrel,  J.  P.  (St.  Antoine  Hosp.,  Paris,  France), 
P.  Opolon  and  P.  Hadchouel.   Presse  Med  77(19): 721-722,  1969. 
After  Ugating  the  cystic  duct  and  rinsing  with  sterile  heparinized 
Ringer's  solution  for  10-15  min,  the  Uvers  of  young  swine, 
weighing  25-35  kg,  were  perfused  with  1600  ml  of  oxygenated 
blood  at  38C  through  2  metal  cannulas  in  the  portal  vein  and 
hepatic  artery  and  a  plastic  cannula  in  the  vena  cava  connected 
to  a  flexible  catheter  in  the  common  bile  duct.    During  the 
rinsing  process  10  mg/kg  of  rifamycin  SV  were  introduced.    In 
kidneys  saturated  with  rifamycin  SV  bile  flow  and  ammonia 
clearance  after  loading  with  500  mg  of  ammonium  acetate  were 
normal,  but  BSP  retention  was  high,  probably  because  the  anti- 
biotic and  BSP  compete  for  excretion  by  the  Uver.    This  would 
account  for  transitory  jaundice  observed  during  rifamycin  SV 
therapy.    However,  it  is  concluded  that  the  use  of  rifamycin  SV 
is  justified  in  treating  biliary  tract  infections  in  patients  with  no 
hepatic  abnormaUties  because  of  the  rapid  biliary  excretion  of 
this  drug. 


2503  TRAUMA  TO  THE  EXTRAHEPATIC  BILE 

DUCTS  DURING  BILIARY  TRACT  SURGERY 
AND  ITS  IMMEDIATE  REPAIR.    (Fr.)    Mouchet,  A.  (Foch  Ctr. 
Med.  Surg.,  Suresnes,  France),  J.  Marquand,  J. -P.  Garcin  and  M. 
Guivaic'h.   Mem  Acad  Chir  (Paris)  94(4/5):  173-182,  1968. 
Case  reports  are  presented  for  9  patients  (7  women  and  2  men, 
aged  42-69  yr)  who  were  operated  on  for  cholelithiasis.    In  7 
cases  trauma  involved  the  hepatic  and  common  bile  ducts  and 
in  2  cases,  the  right  hepatic  duct.    Repair  consisted  of  end-to- 
end  anastomosis.    Sutures  were  always  made  over  a  protective 
drain  which  was  allowed  to  remain  in  place  for  13  days  to  5 
months.    In  6  cases  the  vertical  arm  of  a  Kehr  tube  was  inserted 
into  the  common  bile  duct  through  a  small  incision  made  just 
below  the  anastomosis.    There  were  no  operative  deaths.   Ob- 
servations made  for  6  months  to  more  than  9  yr  showed  that 
7  operations  gave  good  results  and  2  were  failures.    A  hard 
stenotic  nodule  developed  in  the  anastomosis  3  yr  after  surgery 
in  1  patient  who  was  reoperated  for  episodes  of  jaundice.   This 
was  treated  successfully  by  dilatation  and  insertion  of  a  Kehr 
tube.    In  the  other  case,  bile  leakage  was  noted  immediately 
after  surgery  and,  4  months  later,  obstructive  jaundice.    A  hepa- 
ticojejunostomy  was  performed. 
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2504  OVERLOOKED  AND  RECURRENT  LITHLVSIS 

OF  THE  COMMON  BILE  DUCT.    (Fr)    Garbay, 
M.  and  F.  Poilleux.   Mem  Acad  Chir  (Paris)  94(25/26):703- 
707, 1968. 

In  54  of  299  cases  in  which  choledochoUthiasis  was  found  at 
surgery  recurrent  or  overlooked  stones  were  found  after  the  1st 
operation  had  been  performed.    Of  these,  40  were  considered 
to  be  overlooked  stones.    In  5  cases  stones  were  known  to  be 
present  but  were  left  behind  because  of  the  poor  general  condi- 
tion of  the  patient  or  biliary  peritonitis.   Three  of  these  5  pa- 
tients died.    Stones  were  accidentaUy  left  behind  in  30  cases 
because  of  the  lack  of  surgical  or  radiological  exploration  (2 
cases)  the  faUure  to  perform  surgical  cholangiography  (3  cases), 
and  misinterpretation  of  surgical  cholangiography  and  pressure 
measurements  (4  cases).    In  3  cases  overlooked  stones  were 
found  when  surgery  was  performed  for  other  purposes.    In  5 
cases  no  stones  were  found  and  symptoms  were  due  to  other 
causes  (anomalies  or  compression  of  branches  of  the  hepatic 
duct   sclerotic  odditis,  angiocolitis).    Recurrent  Uthiasis  occurred 
in  14  cases    In  6  cases  odditis  was  found  which  was  treated  by 
sphincterotomy  in  3  cases  and  by  making  a  bUiodigestive  anas- 
tomosis in  3  cases.   One  of  these  patients  died  of  acute  necrotic 
pancreatitis.   Three  other  patients  developed  chrome  pancreati- 
tis and  were  treated  by  choledochoduodenal  anastomosis  (2 
cases)  or  sphincterotomy  (1  case).    In  5  other  cases  lesions  of 
the  common  bile  duct  could  not  be  definitely  diagnosed. 

2505  THE  INCIDENCE  OF  BILIARY  SEPSIS  FOL- 

LOWING SURGERY  ON  THE  EXTRAHEPATIC 
BILE  DUCTS.    (Fr)    Jouanneau,  P.  (Charles  NicoUe  Hosp., 
Rouen,  France),  J.  Larcher  and  F.  Cottard.   Acta  Chir  Belg 
67(9):915-925,  1968. 

Bacteriological  studies  on  gaUbladder  bile  obtained  from  139 
patients  subjected  to  surgery  on  the  extrahepatic  biUary  tract 
(cholecystectomy,  choledochotomy,  sphincterotomy,  choledo- 
choduodenostomy)  revealed  83  cases  with  sterUe  bUe,  34  with 
Escherichia  coli  in  the  bile,  18  with  enterococci,  5  with  Proteus 
sp.,  3  with  pathogenic  staphylococci,  2  with  Klebsiella  sp.,  1 
with  Salmonella  typhosa  and  1  with  Salmonella  paratyphi  B; 
none  of  these  microorganisms  were  true  anaerobes,  and  in  85% 
of  the  cases  the  bUe  contained  only  one  species  of  microorgan- 
isms   Although  jaundice  was  present  in  44.6%  of  those  with 
biliary  sepsis  and  17.8%  of  those  with  sterile  bile,  and  chills 
and  fever  were  reported  by  52.8%  and  28.5%,  resp.,  there  was 
not  a  good  correlation  between  the  clinical  and  bacteriological 
findings.    BUiary  sepsis  was  associated,  however,  with  an  m- 
creased  incidence  of  postoperative  compUcations,  particularly 
thrombosis.    Of  the  139  patients,  13  died  and  20  (includmg 
13  with  biliary  sepsis)  had  complications;  aU  7  with  complica- 
tions foUowing  surgery  on  the  common  bile  duct  had  biliary 
sepsis    Whereas  73.7%  of  those  with  sterile  bUe  had  normal 
blood  coagulation  parameters,  only  49%  of  those  with  biliary 
sepsis  had  normal  blood  coagulation  while  45%  showed  hyper- 
coagulability and  6%  had  thrombotic  complications  despite 
prophylactic  treatment.    In  a  later  group  of  138  patients, 
combined  therapy  with  antibiotics  and  anticoagulants  (rifamycm 
and  heparin  or  Pindione)  was  successful  in  reducing  the  inci- 
dence of  thrombotic  compUcations  to  2.3%  among  those  with 
biliary  sepsis  and  in  shortening  the  hospital  stay  among  those 
with  biliary  sepsis  from  21-39  days  to  18-28  days  (compared 
to  14-26  days  for  patients  without  biliary  sepsis). 
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2506  ROLE  OF  THE  SPHINCTER  OF  ODDI  IN  THE 

MECHANICS  OF  BILE  SECRETION.    THE 
TREATMENT  OF  GALLBLADDER  DISEASES  WITH  A  SE- 
LECTIVE SPASMOLYTIC  ACTING  ON  THE  SPHINCTER 
OF  ODDI.   (Sp.)   Galan  Navarro,  J.  L.  (Hermanos  Azar  Clin., 
I.N.P.,  Madrid,  Spain).   Rev  Esp  Enferm  Apar  Dig  27(9):1339- 
1358,  1968. 

The  choleretic  agent  Bilicanta  (methylumbelliferone;  6  200-mg 
tablets  daily  for  20-60  days)  was  used  in  the  treatment  of  70 
patients  (7  men  and  63  women,  22-67  yr  old)  with  hepato- 
biliary diseases  (25  with  biliary  dyskinesia,  23  with  cholelithia- 
sis, 7  with  hepatobiliary  dyspepsia,  2  with  migraine,  8  with 
postcholecystectomy  syndromes,  and  5  with  malformations  of 
the  gallbladder).   These  patients  had  had  symptoms  for  from 
15  days  to  36  yi  (average  12.33  yi),  and  50%  had  had  symp- 
toms for  more  than  15  yr.   There  were  no  side  effects.    Re- 
sults were  excellent-good  in  54  patients,  fair  in  9,  and  negative 
in  7.    The  agent  was  relatively  ineffective  in  migraine  and 
morphological  anomalies  of  the  gallbladder,  and  was  only 
moderately  effective  in  hypertonic  dyskinesia.    It  is  concluded 
that  methylumbelliferone  is  an  effective  therapeutic  agent  for 
patients  with  certain  types  of  hepatobiliary  diseases,  and  that 
the  sphincter  of  Oddi  must  therefore  play  an  important  role 
in  the  physiopathology  of  these  diseases.   The  physiology  of 
biliary  secretion  and  gallbladder  contraction  is  reviewed. 

2507  PERSONAL  EXPERIENCE  WITH  PAPILLO- 
SPHINCTEROTOMY.  (It.)    Bayon,  A.  (United 

Hosp.,  Arezzo,  Italy),  E.  R.  Bonfigli  and  O.  Ottaviani.  Acta 
Chirltal  24(4):507-532,  1968. 

2508  BILOBATE  GALLBLADDERS.   (Ger.)    Mincsev, 
M.  (2nd  Surg.  Clin.,  U.  Budapest,  Hungary).   Zbl 

Chir  93(46):  1597-1609,  1968. 

2509  SPONTANEOUS  BILIODIGESTFVE  FISTULAS 
IN  OBSTRUCTIVE  CHOLEDOCHOLITHIASIS. 

(Ger.j    Lechner,  G.  (1st  Surg.  CUn.,  U.  Vienna,  Austria)  and 
H.  J.  B3hmig.   Zbl  Chir  93(46):  1593-1597,  1968. 

2510  ODDI  SPHINCTEROTOMY  WITHOUT  CHOLE- 
DOCOTOMY  OR  EXTERNAL  BILIARY  DRAIN- 
AGE.  (Fr.)    Goinard,  P.  and  G.  Pelissier.  Mem  Acad  Chir 
(Paris)  94(27/28):798-804,  1968. 

251 1  ONE  CASE  OF  A  SHORT  COMMON  BILE  DUCT. 

(Fr.J    Reignier,  J.  Mem  Acad  Chir  (Paris)  94(29): 
850-851,  1968. 

2512  TWO  CASES  OF  SURGICAL  TRAUMA  TO  THE 
COMMON  BILE  DUCT.   (Fr.)    Reignier,  J.  Mem 

Acad  Chir  (Paris)  94(29):848-850,  1968. 

25 13  ROLE  OF  THE  GALLBLADDER  IN  THE  POST- 
CHOLECYSTECTOMY SYNDROME.    (Fr.) 

Mallet-Guy,  P.,  J.  Murat  and  M.  Chrzanowska.   Mem  Acad 
Chir  (Paris)  94(27/28):829-833,  1968. 

2514  ANALYSIS  OF  THE  PATHOGENESIS  OF  THE 
POSTCHOLECYSTECTOMY  OR  SO-CALLED 

POSTCHOLECYSTECTOMY  SYNDROME.    (Fr.)    Monod,  E. 


(Hosp.  Ctr.,  Avignon,  France). 
1969. 


2515 


Sem  Hop  Paris  45(3):  199-207, 


MANAGEMENT  OF  ACUTE  CHOLECYSTITIS. 

(E.)    Heifetz,  C.  J.  (St.  Louis,  Mo.).   J  Abdom 
Surg  ll(3):63-66,  1969. 

2516  GALLSTONE  OBSTRUCTION  OF  THE  SECOND 
PORTION  OF  THE  DUODENUM.    [CASE  RE- 
PORT]   (E.)    Milstoc,  M.  (New  York  U.  Med.  Ctr.,  N.  Y.), 

A.  R.  Berger  and  J.  Finkel.  Amer  J  Dig  Dis  14(2):  143-147 
1969. 

25 17  IDIOPATHIC  CYSTIC  DILATATION  OF  THE 
COMMON  BILE  DUCT.   (Gr.)    Bonellos,  K.  and 

Kh.  Oikonomidis.  Acta  Chir  Hellen  95(4):613-618,  1968. 

25  IS  A  CASE  OF  VOLVULUS  OF  THE  GALLBLAD- 

DER TREATED  BY  CHOLECYSTECTOMY.    (Gr.) 
Asteriadis,  D.  I.  Acta  Chir  Hellen  95(4):490-492,  1968. 

2519  A  CASE  OF  ECHINOCOCCOSIS  OF  THE  GALL- 

BLADDER.  (Gr.)    Messaris,  G.,  I.  Papadimitriou 
and  A.  Bouradas.  Acta  Chir  Hellen  95(5):720-725,  1968. 

2520  BENIGN  STRICTURE  OF  THE  COMMON  DUCTS. 

[CASE  REPORT]    (E.)    NardeU,  S.  G.  (Whipps 
Cross  Hosp.,  London,  England).  Brit  J  Clin  Pract  23(1)- 34-35 
1969. 


2521  VARIATIONS  IN  THE  ANATOMY  OF  THE 
EXTRAHEPATIC  BILE  DUCTS.   (Ser.)    Keros,  P. 

and  P.  Rudan.   Lijecn  Vjesn  90(8):783-787,  1968. 

2522  CLINICAL  AND  RADIOLOGICAL  EVALUATION 
OF  THE  FUNCTIONAL  STATE  OF  BILIODIGES- 

TIVE  ANASTOMOSES.   (Rus.)    Grishkevich,  A.  M.  (A.  V. 
Vishnevsky  Inst.  Surg.,  Acad.  Med.  Sci.  USSR,  Moscow)  and 
V.  A.  Vishnevskii.   Klin  Khir  (Kiev)  (10):22-27,  1968. 

2523  INDICATIONS  FOR  THE  CREATION  OF  GALL- 
BLADDER FISTULAS  IN  ACUTE  CHOLECYSTI- 
TIS.  (Rus.)    Zhitniuk,  R.  I.  (S.  M.  Kirov  Timofeiev  Acad. 
Milit.  Med.,  Leningrad,  USSR)  and  N.  S.  Timofeiev.    Vestn  Khir 
Grekov  (10):26-30,  1968. 

2524  CARCINOID  OF  THE  AMPULLA  OF  VATER. 

(It.)    D'Alonzo,  U.  (S.  Gerardo  dei  Tintori  Hosp., 
Monza,  Italy)  and  S.  Sordo.   Osped  Ital  Chir  19(3):261-266, 
1968. 

2525  LEIOMYOMA  OF  THE  GALLBLADDER:    RE- 
PORT OF  A  CASE.   (It.)    Gava,  L.  (Dept.  Surg., 

U.  Bologna,  Italy)  and  C.  Cinti.  Minerva  Chir  23(22):  1209- 
1217, 1968. 

2526  REFELECTIONS  ON  GALLSTONES.   (E.) 

Zollinger,  R.  M.  (Ohio  State  U.  Coll.  Med., 
Columbus)  and  R.  K.  Tompkins.  Postgrad  Med  45(3):73-78, 
1969. 
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2527  CHOLECYSTODUOD1.NAL  ANASTOMOSIS  BY 
THE  TUBULOPAPILLARY  PROCESS.    (Por.) 

Mammana,  C.  Z.  (Santa  Casa  Med.  Sci.,  Sao  Paulo,  BrazU).  Folha 
Med  57{4):55-62,  1968. 

2528  GASTRIC  STENOSIS  AS  A  COMPLICATION  OF 
CHOLELITHIASIS.    (Fl.)    van  Damme,  J.  (Lange 

Leemstraat  255,  Antwerp,  Belgium),  T.  Snoeks  and  J.  Gerard. 
TGastroent  ll(6):584-592,  1968. 

2529  ACUTE  NONCALCULOUS  CHOLECYSTITIS. 

(Ger.)    Isler,  M.  (Cantonal  Hosp.,  Aarau, 
Switzerland).   Schweiz  Med  H/sc/;r  99(4):  115-120,  1969. 

2530  EARLY  RELAPAROTOMY  IN  THE  SURGERY 
OF  EXTRAHEPATIC  BILIARY  PATHWAYS.  (E.) 

Lorenc,  J.  (Charles  U.,  Prague,  Czechoslovakia).  Acta  Univ 
Carol  Med  Monograph  30:1-180,  1967. 

2531  RESIDUAL  LITHIASIS  OF  THE  COMMON  BILE 
DUCT.    (Sp.)    Ordonez  Acuna,  A.   Cir  Cir  36(5): 

475-478,  1968. 
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(Kirov  Munic.  Hosp.,  USSR),  O.  N.  Ivanitskaia,  V.  N.  Nazarova 
and  M.  V.  Sheinkman.   Khirurgiia  (Moskva)  44(12):58-62,  1968. 


2534  TREATMENT  OF  ACUTE  CHOLECYSTITIS. 

(Rus.j    Tregubov,  G.  S.  (No.  40  Hosp,  Acad.  Med. 
Sci.  USSR,  Gorky)  and  Che-Vangyn'.   Khirurgiia  (Moskva) 
44(12):54-58,  1968. 


2535  A  STATISTICAL  STUDY  OF  100  CASES  OF 

RESIDUAL  CALCULI.   (Fr.)    Salembier,  Y. 
(City  Hosp.,  LiUe,  France).  Ann  Chir  22(25/26):  1487-1490, 
1968. 


2536  SURGERY  [OF  THE  COMMON  BILE  DUCT] . 

(Fr.)    Monod-Broca,  P.  (Bicetre  Hosp.,  France). 
Ann  Chir  22(25/26):1501,  1968. 


2532 


2533 


BENIGN  STENOSIS  OF  THE  BILIARY  DUCTS. 

(Sp.)    SantUlan  V.,  M.    Cir  Cir  36(5):468-474,  1968. 

TACTICS  AND  RESULTS  OF  ACUTE  CHOLE- 
CYSTITIS TREATMENT.    (Rus.)    Lupinskii,  M.  1. 


2537 


France). 


2538 


RESIDUAL  LITHIASIS  OF  THE  COMMON  BILE 
DUCT.    (Fr.)    Bismuth,  H.  (Bichat  Hosp.,  Paris, 
Ann  Chir  22(25/26):  1491,  1968. 


CHOLEDOCHAL  DISTOMIASIS  DISCOVERED 
BY  OPERATIVE  CHOLANGIOGRAPHY  IN 
LITHIASIC  CHOLECYSTITIS.    (Fr.)    Vayre,  P.  (Vaugirard 
Clin.  Ther.  Surg.,  Paris,  France)  and  B.  Robin.   /  Chir  (Paris) 
96(6):553-556,  1968. 


See  also  2011,2016,2028,2111,2196,2197,2302 
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2539  STUDIES  ON  THE  INCIDENCE  OF  INTESTINAL 

PARASITES  IN  THE  DRESDEN  POPULATION 
AND  THE  VALUE  OF  SOME  COMMONLY  USED  PROCE- 
DURES FOR  DETECTING  INTESTINAL  PARASITES  OR 
THEIR  SEXUAL  PRODUCTS  IN  HUMAN  STOOLS.    1.    THE 
INCIDENCE  OF  INTESTINAL  HELMINTHS  IN  THE  DRES- 
DEN POPULATION  AND  A  COMPARISON  OF  THE  SENSI- 
TIVITY OF  VARIOUS  DIAGNOSTIC  METHODS.    (Ger.) 
MiiUer,  W.  A.  (Inst.  Med.  Microbiol.  Epidem.  Carl  Gustav  Carus 
Med.  Acad.,  Dresden,  Germany).   Deutsch  Gesundh  24(7):  325- 
327,  1969. 

Stool  specimens  from  793  adults  working  in  the  food  industry 
were  examined  for  intestinal  parasites  using  native  preparations, 
thick  smears,  and  2  concentration  methods.    Parasites  were 
found  in  87  (10.97%)  of  these  subjects.    They  included  57  with 
Enterobius  vermicularis,  1 3  with  Trichuris  trichiwa,  9  with 
Ascaris  lumbricoides,  7  with  Taenia  spp.,  and  1  with  a  combina- 
tion oi  Enterobius  and  Trichuris.    From  these  data  it  is  estima- 
ted that  1.1%  of  the  inhabitants  of  Dresden  are  infested  with 
Ascaris,  1.6%  with  Trichuris,  more  than  0.9%  with  Taenia, 
and  more  than  7.2%  with  Enterobius.    Rein's  method,  which 
employs  thick  smears,  was  found  to  be  the  most  sensitive  of 
the  4  methods  tested. 

2540  RESTORATION  OF  INTESTINAL  MOTILITY 

AND  EVACUATION  AFTER  PARESIS  BY  A 
COMBINATION  OF  ELECTRICAL  STIMULATION  OF  THE 
INTESTINE  AND  VISHNEVSKH'S  LUMBAR  PROCAINE 
BLOCK.    (Rus.)    Vishnevsky,  A.  A.  (A.  V.  Vishnevskii  Inst. 
Surg.,  Acad.  Med.  Sci.  USSR,  Moscow),  A.  V.  Livshits,  B.  I. 
Khodorov,  V.  A.  Kolpachkov  and  V.  A.  Toritsyn.   Eksp  Khir 
Anest  13(6):9-12,  1968. 

Electrical  stimulation  of  the  small  and/or  large  intestine  was 
used  in  the  treatment  of  20  patients  who  developed  intestinal 
paresis  after  abdominal  surgery.    In  addition,  conventional 
methods  were  used  on  10  of  these  patients  and  A.  V. 
Vishnevsky's  lumbar  procaine  block  was  used  in  the  other  10. 
Square  waves  with  potentials  of  5-30  V,  a  frequency  of  10-50 
cycles/sec,  and  a  duration  of  5ju  sec  were  applied  for  3  min 
with  5-min  intervals  for  the  first  30  min  and  with  10-min  in- 
tervals for  the  next  30  min.    In  the  1st  group,  peristalsis  was 
restored  10-30  min  after  the  beginning  of  electrical  stimulation, 
but  only  2  patients  defecated  spontaneously  after  10-24  hr. 
In  the  other  group  the  procaine  block  alone  did  not  produce 
peristalsis.    However,  when  combined  with  electrical  stimula- 
tion, all  10  patients,  including  1  with  peritonitis,  passed  stools 
and  gas  within  7-30  min  after  the  beginning  of  stimulation. 

2541  EXPERIMENTAL  SURGERY  FOR  DELAYING 

INTESTINAL  TRANSIT  AFTER  EXTENSIVE 
RESECTIONS.    (Ger.)    Schima,  E.  (1st  Surg.  Clin.,  U.  Vienna, 
Austria).   Langenbeck  Arch  Klin  Chir  323(3):  246-262,  1969. 
Rats  were  subjected  to  total  colectomy  in  combination  with 
1)  implantation  of  an  isoperistaltic  segment  of  ileum  2-3  cm 
long,  2)  implantation  of  an  antiperistaltic  segment  of  ileum 
2-3  cm  long,  3)  implantation  of  an  antiperistahic  segment  of 
Ueum  5-6  cm  long,  4)  Noble's  plication  of  the  small  intestine, 
or  5)  implantation  of  an  antiperistaltic  segment  of  ileum  10-12 


cm  long.    All  animals  in  group  (5)  died  of  ileus.    The  time  re- 
quired for  ingested  barium  sulfate  to  appear  in  the  stools  was 
measured  in  the  5  surviving  animals  in  the  remaining  4  groups 
and  compared  with  that  of  colectomized  controls.    Analysis 
of  variance  showed  that  not  aU  procedures  had  the  same  effect 
on  intestinal  transit.    A  comparison  of  these  procedures  by 
Duncan's  method  revealed  that  intestinal  transit  was  slowest  in 
animals  in  group  (3)  followed  by  those  in  group  (2)  and  group 
(4).    No  significant  difference  was  found  in  intestinal  transit 
between  colectomized  controls  and  animals  in  group  (1).   Only 
rats  in  which  inverted  segments  of  ileum  had  been  implanted 
had  solid,  formed  stools.    Autopsies  performed  6  months  after 
surgery  showed  that  9  of  the  10  animals  in  groups  (2)  and  (3) 
had  stercoraceous  ulcers  in  the  inverted  ileum  due  to  copro- 
stasis.   Only  a  few  thin  adhesions  formed  between  the  loops 
of  the  small  intestine  in  rats  subjected  to  Noble's  procedure. 

2542  HISTAMINE  LIBERATION  AND  GASTRIC 

SECRETION  DURING  ANESTHESIA  WITH 
PROPANIDID  (EPONTOL).    (Ger.)    Lorenz,  W.  (Surg.  Clin., 
U.  Munich,  Germany),  A.  Doenicke,  S.  Halbach,  I.  Krumey  ' 
and  E.  Werle.    Klin  Wschr  47(3):  154-157,  1969. 

Propanidid  (7  mg/kg)  was  given  i.v.  over  a  period  of  20  sec  to 
1 3  normal  males,  aged  22-25  yr.    When  given  without  atropine 
premedication,  propanidid  reduced  blood  pressure  and  the  pH 
of  the  gastric  juice  and  increased  blood  histamine  levels  by 
30%  after  10-20  min.    Very  rapid  injections  of  propanidid  pro- 
duced even  higher  blood  histamine  levels.    Administration  of 
0.5  mg  of  atropine  i.v.  15  min  before  injection  of  propanidid 
had  little  effect  on  blood  histamine  levels  and  only  reduced 
gastric  secretion  slightly.   Injections  of  Cremophor-El,  the 
solvent  usually  used  for  propanidid,  produced  no  significant 
changes  in  blood  pressure,  the  pH  of  the  stomach  contents,  or 
blood  histamine  levels.   Thus,  histamine  may  be  liberated  either 
by  propanidid  or  by  one  of  its  metabolites.    On  the  basis  of 
these  findings  it  is  recommended  that  both  atropine  and  an 
antihistamine  be  given  before  propanidid  is  injected. 

2543  ACUTE  NECROTIZING  ENTERITIS  AND 

COLITIS:    AN  ATTEMPT  TO  CLASSIFY  THEM 
AND  FIND  THEIR  CAUSE.    CLINICAL  STUDY  OF  8  CASES. 

(Fr.)    Liaras,  H.  (Edouard  Herriot  Hosp.,  Lyon,  France),  J.  H. 
Neidhardt,  J.  P.  Tairraz,  F.  Lesbros  and  G.  Guelpa.   J  Chir 
(Paris)  96(6):501-518,  1968. 

Case  reports  are  presented  for  5  patients  with  gangrenous 
colitis,  2  with  enterocolitis,  and  1  with  enteritis.    Patients  in- 
cluded 6  men  and  2  women,  aged  40-74  yr.    Etiological  factors 
included  salicylates  and  phenylbutazone,  corticosteroids,  trauma 
and  infection,  amebiasis,  an  adenocarcinoma  of  the  transverse 
colon  and  ileocecal  valve,  venous  thrombosis  of  the  colon  and 
ileitis,  volvulus  of  the  sigmoid,  and  ischemia  of  the  small  in- 
testine.   Clostridium  was  isolated  in  3  cases.    Hyperbaric  oxygen 
therapy  was  successful  in  2  of  these  patients.    There  were  4 
operative  deaths,  all  in  patients  over  60  yr  old. 

2544  CHANGES  IN  THE  DIGESTIVE  TRACT  OF 

DOGS  AFTER  ADMINISTRATION  OF  ETHIO- 
NINE.    (Pol)    Legiewski,  A.  (Inst.  Path.  Anat.,  Acad.  Med. 
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Lodz,  Poland),  I.  Cyperling,  J.  Kuzmicka,  W.  Torzecka  and 
Z.  Toizecki.   Pat  Pol  19(3/4):507-515,  1968. 

In  35  dogs,  daUy  administration  of  aqueous  ethionine  at  a 
dosage  of  20  mg/kg  body  weight  i.v.  for  1-21  days  was  followed 
by  a  progressive  loss  of  appetite,  weakness  and  decrease  in  body 
weight.   Fecal  amylase  and  trypsin  activities  deaeased  after  a 
few  days  and  remained  at  very  low  levels  for  the  last  2  weeks 
of  the  experiment.    Histological  studies  of  animals  sacrificed 
after  1-21  days,  in  comparison  with  tissue  samples  from  11 
controls,  revealed  pathological  changes  throughout  the  digestive 
tract,  varying  in  intensity  with  the  total  dose  administered. 
These  studies  revealed  3  general  stages  in  the  development  of 
ethionine-induced  lesions  in  the  gastrointestinal  tract:    1)  super- 
ficial inflammation  of  the  mucosa  (for  the  1st  7  days),  2)  deep 
inflammation  (8th-14th  day),  and  3)  fibrosis  with  proliferation 
of  elements  of  the  lymphatic  system  (15th-21st  day). 

2545  INTESTINAL  LOSS  OF  SERUM  PROTEINS 

IN  INFANTS  AND  CHILDREN.    (Pol.) 
Modzelewska,  I.  (2nd  Pediat.  Clin.,  Acad.  Med.  Lublin,  Poland). 
Pediat  Pol  43(3):277-282,  1968. 

Intestinal  protein  loss  was  studied  by  means  of  immunoelectro- 
phoresis  (method  of  Scheidegger)  in  15  infants  with  acute  or 
toxic  diarrhea,  1  case  of  idiopathic  hypoproteinemia,  and  4 
cases  of  mucoviscidosis;  pathogenic  microorganisms  isolated 
from  these  children  included  Escherichia  coli  (8  cases).  Shigella 
sonnei  (2  cases),  and  Salmonella  enteritidis  (2  cases).    Serum 
protein  fractions  were  detected  in  the  feces  in  12  cases  of  diar- 
rhea, the  1  case  of  hypoproteinemia,  and  3  of  the  children  with 
mucoviscidosis.   All  but  1  of  these  (with  E.  coli  diarrhea)  ex- 
acted albumin  the  feces,  3  (all  with  acute  infectious  diarrhea) 
excreted  haptoglobin,  7  (including  5  with  acute  and  2  with 
toxic  diarrhea)  excreted  a-macroglobulin,  all  but  1  (with  toxic 
diarrhea)  excreted  transferrin,  all  but  1  (with  mucoviscidosis) 
excreted  immunoglobulin  G,  and  8  (including  6  with  diarrhea, 
1  with  hypoproteinemia  and  1  with  mucoviscidosis)  excreted 
immunoglobulin  M,  but  only  1  patient  (with  toxic  diarrhea) 
excreted  immunoglobulin  A.    All  12  infants  and  children  ex- 
creted at  least  two  types  of  serum  protein,  and  most  excreted 
4  or  5  types. 

2546  FECAL  EXCRETION  OF  SERUM  PROTEINS 

IN  HEALTHY  CHILDREN  AND  IN  CERTAIN 
DISEASES  AS  REVEALED  BY  IMMUNOCHEMICAL  STUDIES. 

(Pol.)    Hager-Malecka,  B.  (Pediat.  Clin.,  Silesian  Acad.  Med., 
Zabrze,  Poland),  Z.  Szczepanski  and  A.  Kobierska-Szczepanska. 
Pediat  Pol  43(3):265-276,  1968. 

Fecal  loss  of  serum  protein  was  evaluated  by  means  of  a  modi- 
fied double  immunodiffusion  technique  in  15  healthy  infants 
(1  month  to  3  yr  of  age)  and  31  infants  (2  weeks  to  3  yr  of 
age)  with  diarrhea,  hypoproteinemia  or  malnutrition.   The 
number  of  proteins  excreted  was  then  studied  by  means  of 
immunoelectrophoresis.    Fecal  protein  loss  was  38-1520  mg/100 
g  feces  in  16  children  with  diarrhea,  compared  to  19-190  mg% 
in  7  children  after  diarrhea  had  been  successfully  treated,  76- 
1520  mg%  in  8  children  with  mabiutrition,  76-3040  mg%  in  7 
children  with  hypoproteinemia,  and  19-190  mg%  in  normal 
controls.    Average  values  were  4-10  times  as  high  in  children 
with  gastrointestinal  disorders  as  in  normal  children,  and  the 
immunoelectrophoretogram  was  also  denser  in  the  Ul  children. 
Thus,  while  13  of  the  15  controls  showed  1-3  lines  in  the  im- 
munoelectrophoretogram, and  5  of  the  7  children  in  whom 


diarrhea  had  been  treated  showed  2-4  lines  (no  precipitation 
lines  in  the  others),  the  affected  children  showed  1-10  lines, 
and  21  of  the  31  had  more  than  2  precipitation  lines. 

2547  CLINICAL  AND  PATHOLOGICAL-ANATOMICAL 

FINDINGS  IN  INFANTS  WITH  PNEUMATOSIS 
CYSTOIDES  INTESTINALIS.    (Pol.)    Golinska,  A.  (Munic. 
Children's  Hosp.,  Torun,  Poland)  and  A.  Raczynska.   Pediat  Pol 
43(5):563-571,  1968. 

The  25  infants  (16  males  and  9  females)  with  pneumatosis 
cystoides  intestinalis  seen  at  Torun  Hospital  during  the  period 
1960-65  represented  5.75%  of  the  autopsy  material  collected 
during  that  period.    The  group  included  7  newborns,  15  in  the 
first  3  months  of  life,  and  3  in  the  2nd  trimester;  the  annual 
incidence  generally  paralleled  the  incidence  of  infantile  diarrhea. 
Analysis  of  the  clinical  and  autopsy  findings  and  particularly 
of  the  results  of  histopathological  studies  (performed  in  22 
cases)  indicates  that  cases  of  pneumatosis  cystoides  intestinalis 
can  be  divided  into  3  main  groups  on  the  basis  of  the  degree 
of  inflammation  and  infiltration.    It  is  concluded  that  a  number 
of  factors  besides  malnutrition  and  a  general  lowering  of  bodily 
resistance  are  important  in  the  pathogenesis  of  this  disease,  e.g.: 
infection  with  staphylococci  or  pathogenic  E.  coli,  disturbances 
in  the  intestinal  flora  with  an  increase  in  monilia,  disturbances 
in  peristalsis,  and  increases  in  the  activity  of  the  abdominal 
musculature  accompanying  respiratory  tract  disease. 


2548  OPTIMAL  DOSAGE  OF  AMPICILLIN  FOR 
SHIGELLOSIS.    (E.)    HaltaUn,  K.  C.  (Southwestern 

Med.  Sch.,  Dallas,  Tex.),  J.  D.  Nelson,  H.  T.  Kusmiesz  and 
L.  V.  Hinton.   J  Pediat  74(4):626-631,  1969. 

Oral  ampicillin  (50  mg/kg/day  for  5  days  in  30  cases  and  100 
mg/kg/day  in  33)  was  given  to  63  infants  and  children  hospi- 
talized for  severe  shigellosis.    There  were  no  statistically  sig- 
nificant differences  between  the  two  dosage  groups  with  respect 
to  bacteriologic  cure  rates  or  clinical  responses.    Superinfection 
with  Candida  species  occuned  less  commonly  in  patients  who 
received  the  lower  dosage.    Daily  observations  as  to  persistence 
of  fever,  diarrhea,  and  positive  stool  cultures  were  then  com- 
pared in  103  hospitalized  patients  receiving  either  of  the  two 
dosage  schedules  of  oral  ampicillin,  i.m.  ampicillin  (24  cases) 
or  placebo  (16  cases).    All  3  modes  of  ampicillin  therapy  were 
effective  in  the  treatment  of  shigellosis  when  the  infecting  or- 
ganism was  susceptible.    Parenteral  administration  resulted  in 
a  significantly  more  rapid  response  and  is  therefore  recommended 
for  the  severely  ill  patient.    For  others,  ahhough  there  was  a 
tendency  to  a  slower  response  than  with  100  mg/kg/day,  the 
lower  oral  dosage  of  ampicillin  is  satisfactory. 

2549  BLUNT  TRAUMA  TO  THE  ABDOMEN. 

(Ger.)    Matthes,  R.  (HeaUh  Ctr.,  Konigswuster- 
hausen,  Germany)  and  W.  Wolf.   Zbl  Chir  93(12):444-447, 
1968. 

During  the  period  1952-67,  75  patients  (66  males  and  9  fe- 
males, including  45  under  30  yr  of  age)  were  operated  on  for 
blunt  injury  to  the  abdomen,  due  mostly  to  traffic  accidents 
(40  cases),  industrial  accidents  (14  cases),  or  injuries  caused 
by  horses  or  bulls  (10  cases).  Laparotomy  revealed  injuries 
to  the  small  intestine  in  19  cases,  the  liver  in  18,  the  spleen 
in  17,  the  kidneys  in  6  and  the  colon  in  5  (including  2  with 
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injuries  to  the  appendix).    In  addition,  30  patients  had  extra- 
abdominal  injuries  which  complicated  the  diagnosis  and  manage- 
ment.   In  view  of  the  frequent  presence  of  shock  and  other  in- 
juries, the  proper  diagnosis  of  blunt  abdominal  trauma  requires 
(whenever  possible  in  the  emergency  situation)  careful  observa- 
tion of  the  general  condition,  repeated  abdominal  palpation, 
auscultation  and  percussion,  rectal  examination,  continuous 
recording  of  the  pulse  and  blood  pressure,  repeated  determina- 
tion of  the  hematological  parameters  and  corss-matching,  mea- 
surement of  the  axillary  and  rectal  temperature,  urinalysis,  gas- 
tric secretion  studies,  abdominal  X-ray,  intravenous  pyelopaphy, 
and  sometimes  puncture  of  the  Douglas  space.    Laparotomy  is 
also  recommended  whenever  needed  to  verify  a  diagnosis. 
Among  the  75  patients  reported,  10  died,  all  after  a  correct 
diagnosis  had  been  established.    Some  of  the  unusual  findings 
in  cases  of  this  type  and  some  of  the  complications  which  ham- 
per their  diagnosis  and  treatment  are  discussed  and  illustrated 
by  two  case  reports. 

2550  ATTEMPTED  CONSERVATIVE  TREATMENT 
OF  CHRONIC  SALMONELLA  CARRIERS.    (SI.) 

Hnizik,  J.  (Med.  Fac,  Comensky  U.,  Bratislava,  Czechoslovakia), 
J.  Karolcek,  P.  Cernak  and  I.  Odler.   Bratisl  Lek  Listy  49(2): 
180-189,  1968. 

Various  combinations  of  antibiotics  were  tried  in  the  conserva- 
ti\te  treatment  of  176  Salmonella  carriers  (46  men  and  130 
women,  mostly  30-59  yr  old),  including  162  carrying  S.  typhi 
or  paratyphi;  the  organism  could  be  isolated  from  the  bile  in 
161  of  the  176  cases.    Among  101  carriers  who  were  treated 
with  penicillin  (either  3-5  million  U/day  plus  streptomycin  or 
sulfathiazole,  or  18  million  U/day  for  8  days  with  Benemide), 
34  became  permanently  negative.    One  of  10  patients  who  were 
treated  with  ampicillin  (6-10  g/day  p.o.  for  10  days)  and  3  of 
9  who  were  treated  with  tetracyclines  (30  mg/kg/day  p.o.  for 
10-14  days)  plus  chloramphenicol  (50  mg/kg/day  p.o.)  also  be- 
came permanently  negative.    There  were  no  successes,  however, 
among  5  cases  treated  with  methacillin  plus  streptomycin,  21 
treated  with  chloramphenicol  alone,  2  given  neomycin  alone, 
41  treated  by  immunotherapy  (autovaccines),  and  2  treated 
with  bacteriophage.   Salmonella  carriers  with  associated  diseases, 
such  as  cholelithiasis,  chronic  inflammation,  or  anomalies  of 
the  biliary  and  urinary  tracts,  were  much  more  resistant  to 
treatment  and  generally  required  surgical  intervention. 

2551  BENIGN  TUMORS  OF  THE  DIGESTIVE 
TRACT.   (Ger.)    Linder,  F.  (Surg.  Clin.,  U. 

Heidelberg,  Germany)  and  K.  H.  Grozinger.   Langenbeck  Arch 
Klin  Chir  322(Kongressber.):94-107,  1968. 

Among  185,157  patients  treated  at  the  Surgical  Qinic  of 
Heidelberg  during  the  period  1943-67,  there  were  6385  with 
malignant  and  323  with  benign  tumors  of  the  digestive  tract. 
Thus,  benign  tumors  accounted  for  about  5%  of  all  gastroin- 
testinal neoplasms,  but  these  were  characterized  by  a  marked 
tendency  toward  malignant  degeneration  and  the  development 
of  complications.    Furthermore,  a  comparable  autopsy  series 
yielded  563  malignant  and  323  benign  digestive  tract  neoplasms, 
indicating  that  the  ratio  between  benign  and  malignant  gastro- 
intestinal neoplasms  is  actually  about  1:2,  the  rarity  of  clinically 
recognized  benign  tumors  being  due  to  the  fact  that  only  about 
1  in  20  produces  symptoms.    In  both  series,  totalling  646  be- 
nign tumors  of  the  digestive  tract,  about  88%  were  epithelial 


lesions,  the  rest  being  mesenchymal  and  neurogenic  tumors. 
Among  the  benign  tumors,  19%  were  in  the  stomach,  12%  in 
the  colon  and  63%  in  the  rectum,  while  the  comparable  figures 
for  malignant  tumors  were  44%,  10%  and  36%,  resp.    Polyps 
were  usually  found  in  the  stomach  and  rectum,  myoma  and 
neurinoma  in  the  stomach,  and  carcinoid  tumors  in  the  small 
intestine;  benign  esophageal  tumors  were  very  rare  and  were 
mostly  leiomyomas.   The  age  curve  showed  2  peaks,  one  for 
children  due  mostly  to  rectal  polyps  and  one  between  the  ages 
of  51  and  70  yr.   The  operative  mortality  averaged  1.9%,  vary- 
ing with  the  site.    It  is  emphasized  that  the  risk  of  smgery 
must  be  weighed  against  the  varying  risk  of  the  development 
of  complications  at  each  particular  site.    Polyps  can  almost  al- 
ways be  treated  by  local  excision,  and  radical  surgery  is  indi- 
cated only  if  malignant  degeneration  is  proven  by  frozen  sec- 
tion. 

2552  EXPERIMENTAL  AND  CLINICAL  RESULTS 

OF  INTESTINAL  ANASTOMOSIS  USING  A 
SINGLE  ROW  OF  SUTURES.   (Ger.)    Reichel,  K.   Langenbeck 
Arch  Klin  Chir  322(Kongressber.):  1005-1011,  1968. 

The  bursting  strength  of  single-  and  double-layered  gastroin- 
testinal anastomoses  was  tested  in  dwarf  pigs  and  dogs,  operated 
on  from  4  hr  to  14  days  before,  by  determining  the  inflation 
pressiue  at  which  air  leakage  occurred  and  then  examining  the 
mucosa  histologically.   These  results  showed  that  the  single- 
layer  suture,  which  is  a  slight  modification  of  Lembert's  tech- 
nique (1826),  was  definitely  superior,  with  abnost  complete 
mucosal  regeneration  within  3  days,  less  ulceration  and  less 
protrusion  into  the  lumen.   Only  4  hi  after  surgery,  the  single- 
layer  sutures  were  able  to  withstand  air  pressures  of  up  to  140- 
160  mm  Hg,  and  by  14  days  the  bursring  strength  was  equal 
to  that  of  uninjured  intestine.    Healing  after  placement  of 
double-layered  sutures  was  less  rapid.    As  a  result,  the  clinical 
value  of  single-  and  double-layered  sutures  for  gastrointestinal, 
intestinointestinal  and  esophagogastric  anastomoses  was  studied 
in  a  series  of  cases  operated  on  in  1966-67.    Among  312  pa- 
tients given  single-layer  sutures  following  gastroenterostomy, 
2.24%  developed  suture  insufficiency  and  1.92%  died,  compared 
to  3.58%  and  2.91%,  resp.  of  447  patients  given  double-layered 
sutures.   There  were  also  3  cases  of  stenosis  and  6  of  hemor- 
rhage in  the  2nd  group,  compared  to  only  a  single  case  of 
bleeding  in  the  single-layer  group.   The  modified  single-layer 
technique  is  concluded  to  be  simpler,  more  rapid,  and  associated 
with  a  lower  risk  of  stenosis,  and  is  definitely  preferable  for 
gastroenterostomy  or  anastomoses  between  the  small  and  large 
intestines.    For  esophagogastrostomy,  however,  the  double-layer 
technique  seems  to  be  preferable. 

2553  A  STUDY  OF  THE  GASTRO-SECRETAGOGUE 

POWER  OF  URINE  (P.S.U.)  BEFORE  AND 
AFTER  PORTACAVAL  SHUNTING  IN  MAN.    (E.)    Bader, 
J.  P.  (Bichat  Hosp.,  Paris,  France),  M.  Dubrasquet,  S.  Bonfils, 
P.  Bernades,  M.  Lewin  and  A.  Lambing.   Scand  J  Gastroent 
4(l):65-73,  1969. 

The  gastric  secretagogue  effect  of  urine  from  20  patients  who 
had  been  operated  on  with  portacaval  anastomosis  for  hepatic 
cirrhosis  was  examined  before  and  after  operation.    Before 
operation,  the  urine  from  4  subjects  had  a  secretagogue  effect, 
whereas  after  operation  19  patients  produced  urine  which 


305 


GENERAL 


increased  the  gastric  secretion  in  the  rat.   The  test  was  sig- 
nificantly different  in  the  same  group  of  patients  before  and 
after  portacaval  anastomosis  (p  <  0.0001),  and  also  when  the 
group  of  postoperative  patients  was  compared  to  a  group  of 
30  control  cirrhotic  patients  (p  <0.001).    It  is  noted  that 
the  substance  responsible  for  this  urmary  secretagogue  power, 
appearing  after  portacaval  anastomosis,  is  not  histamine.    Pre- 
liminary results  seemed  to  suggest  that  this  substance  is  similar 
to  that  obtained  in  the  Zollinger-Ellison  syndrome. 


2554 


INHIBITION  OF  CHOLERA  TOXIN  ACTION 
IN  THE  RABBIT  BY  CYCLOHEXIMIDE.    (E.) 
Serebro,  H.  A.  (Johns  Hopkins  U.  Sch.  Med.,  Baltimore,  Md.), 
F.  L.  Iber,  J.  H.  Yardley  and  T.  R.  Hendrix.    Gastroenterology 
56(3):506-511,  1969. 

Pretreatment  of  rabbits  with  cycloheximide  (20  mg/kg,  i.v.), 
a  potent  inhibitor  of  protein  synthesis,  prevented  cholera  exo- 
toxin-induced  fluid  production  by  in  vivo  jejunal  loops.    Glu- 
cose absorption  was  unaffected  and  the  chief  histological  al- 
teration in  the  epithelium  was  decreased  mitotic  figures  in  the 
crypts.    At  higher  doses  (40  mg/kg,  i.v.),  greater  histological 
damage  was  seen  in  the  crypts  and  fiuid  production  was  pre- 
vented, but  glucose  absorption  was  also  impaired.    One  inter- 
pretation of  these  data  is  that  cholera  exotoxin  induces  syn- 
thesis of  a  protein  mediator  of  fluid  secretion  and  that  this 
secretion  originates  in  the  crypts  of  Lieberkuhn. 


2555 


THE  LIVER,  SPLEEN  AND  PANCREAS  IN 
NONPENETRATING  ABDOMINAL  TRAUMA. 

(Turk.)    Cilingiroglu,  K.  (Med.  Fac,  U.  Istanbul,  Turkey),  R. 
Arat,  Y.  Goksen  and  M.  Unal.    Turk  Tip  Cem  Mec  34(10): 
657-664,  1968. 

2556  SERUM  ENZYME  ALTERATIONS  AFTER  EX- 
TENSIVE SURGICAL  PROCEDURES.    (E.J 

Harrah,  J.  D.  (Natl.  Cancer  Inst.,  NIH,  Bethesda,  Md.),  E.  C. 
Holmes,  D.  F.  Paulson  and  A.  S.  Ketcham.  Ann  Surg  169(3): 
300-304,  1969. 

2557  A  PERFUSION  CIRCUIT  FOR  ORGAN  PRESER- 
VATION IN  PORTABLE  HYPERBARIC  CHAM- 
BERS.   (E.)    Demers,  R.  (Royal  Victoria  Hosp.,  Montreal, 

P.  Q.,  Canada),  R.  A.  Wigmore  and  M.  S'     ak.  /  Surg  Res 
9(2):95-99,  1969. 


2558 


TREATMENT  OF  THE  MORE  COMMON  IN- 
TESTINAL PARASITES.    (It.)    Chirone,  E. 

(Santo  Spirito  Charit.  Inst.,  Rome,  Italy).  Policlinico  [Prat] 

76(1):1-13,  1969. 

2559  VOMITING  OF  ORGANIC  ORIGIN  BUT  NOT 
CONNECTED  WITH  A  DIGESTIVE  TRACT  DIS- 
ORDER.  (Fr.)    Dieterlen,  M.,  A.  J.  Hadjian  and  A.  Lagier. 
Med  Infant  76(l):39-45,  1969. 

2560  TREATMENT  OF  CHRONIC  DIARRHEA  IN 

THE  INFANT.  (Fr.)  Ghisolfi,  J.  (Pediat.  Med. 
Clin.,  Toulouse,  France),  P.  RochiccioU  and  A.  Dalous.  Rev 
Med  Toulouse  4(9):1061-1069,  1968. 


2561  VOMITING  DUE  TO  INTESTINAL  OBSTRUC- 
TION AND  PERITONITIS.    (Fr.)    Laurence,  G. 

Rev  Prat  19(l):47-55,  1969. 

2562  INFANTILE  VOMITING  DUE  TO  ERRORS  IN 
DIET  OR  METABOLISM:    INTOLERANCES. 

(Fr.)    Elchardus,  J.  F.  Rev  Prat  19(l):79-85,  1969. 

2563  THE  AUTOGENIC  TRAINING  OF  J  .  H.  SCHULTZ 
IN  THE  TREATMENT  OF  GASTROINTESTINAL 

DISTURBANCES  IN  ADULTS.    (Ger.)    Crosa,  G.  (Clin.  Nerv. 
Mental  Dis.,  U.  Genoa,  Italy).    Ther  Umschau  26(1):15-17, 
1969. 

2564  THE  AUTOGENIC  TRAINING  OF  J.  H.  SCHULTZ 
IN  THE  TREATMENT  OF  GASTROINTESTINAL 

DISTURBANCES  IN  CHILDREN.  (Ger.)  Liotta,  A.  (Prov. 
Psychiat.  Hosp.,  Genoa,  Italy).  Ther  Umschau  26(1):  18-20, 
1969. 

2565  PSYCHOTHERAPY  FOR  A  PATIENT  WITH 
DIARRHEA.    (Ger.)    Condrau,  G.    Ther  Umschau 

26(l):20-25,  1969. 

2566  BASIC  PSYCHOSOMATIC  FEATURES  OF  GAS- 
TROINTESTINAL DISEASES.    (Ger.)    Labhardt, 

F.  (Psychiat.  Clin.,  U.  Basel,  Switzerland).    Ther  Umschau 
26(l):3-4,  1969. 

2567  THE  ASSOCIATION  OF  GASTROINTESTINAL 
DISTURBANCES  WITH  LUNG  DISEASES  AND 

THEIR  TREATMENT.    (Ger.)    Hammer,  0.  (Victoria  Sanator- 
ium, Bad  Nauheim,  Germany).   Z  Therapie  6(8):487-494,  1968. 


2568 


A. 


PATHOGENESIS  OF  PSYCHOSOMATIC  GAS- 
TROINTESTINAL DISORDERS.    (It.)    Veneziale, 
Ther  Umschau  26(l):40-43,  1969. 


2569  EXPERIENCE  WITH  STRICT  FASTING  IN  THE 
TREATMENT  OF  IDIOPATHIC  OBESITY.    (Ger.) 

Fahrner,  H.     Therapiewoche  18(46):2068-2069,  1968. 

2570  EXPERIENCE  WITH  LONG-TERM  FASTING  IN 
THE  TREATMENT  OF  OBESITY.    (Ger.) 

Schroder,  K.  E.  (Dept.  Endocrinol.,  U.  Ulm,  Germany),  S. 
Raptis,  U.  Genscher  and  E.  F.  Pfeiffer.    Therapiewoche  18(46): 
2059-2062,  1968. 

2571  THE  ULTRASTRUCTURE  OF  SALIVARY  DUCT 
CARCINOMAS:    THE  ROLE  OF  MYOEPITHE- 
LIAL CELLS  IN  SALIVARY  GLAND  TUMORS.    (Ger.)    Hubner, 
G.  (Inst.  Path.,  U.  Cologne,  Germany),  O.  Kleinsasser  and  H.  J. 
Klein.    Virchow  Arch  Abt  A  Path  Anat  346(1):  1-14,  1969. 

2572  DISTURBANCES  OF  THE  INTESTINAL  CIR- 
CULATION INDUCED  BY  SURGICAL  DISEASES 

IN  INFANCY  AND  CHILDHOOD.    (Ger.)    Sauer,  H.  (Surg. 
Clin.,  U.  Innsbruck,  Austria).   Langenbeck  Arch  Klin  Chir 
323(3):203-245,  1969. 
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2573 

2574 
1969. 
2575 


NEONATAL  VOMITING.    (Fr.j    Gilbert,  Y.  and 
J.  Jobert.  Med  Infant  76(iy.H-l6,  1969. 

OCCASIONAL  VOMITING  IN  INFANTS.    (Fr.) 
Pont,  J.  and  J.  Gachon.   Med  Infant  76(1):  17-19, 


VOMITING  DUE  TO  AN  ORGANIC  DISORDER 
OF  THE  DIGESTIVE  TRACT.    (Fr.)    Jaillard, 
M.,  L.  P.  Butin  and  P.  Rambaud.   Med  Infant  76(l):21-38,  1969. 

2576  FUNCTIONAL  VOMITING.    (Fr.)    Bost,  M.  and 
M.  Guignier.   Med  Infant  76{1):47-51,  1969. 

2577  VOMITING  IN  THE  LARGE  CHILD.    (Fr.)    Bost, 
M.,  J.  Belmont  and  Y.  Bernard.   Med  Infant  76(1): 


53-56,  1969. 


2578 


EFFECTS  OF  VOMITING  ON  WATER  AND 
ELECTROLYTE  BALANCE  IN  INFANTS.    (Fr.) 

GabUan,  J.  C.   Rev  Prat  19(l):71-77,  1969. 


2587  RADIATION  ENTEROCOLITIS.    A  CASE  RE- 
PORT.   (E.)    Heffernon,  E.  W.  (Dept.  Gastroent., 

Lahey  Clin.  Found.,  Istanbul,  Turkey)  and>F.  Memik.  Amer  J 
Gastroent  51(4):329-334,  1969. 

2588  STRANGULATED  OBTURATOR  HERNIA  PRE- 
SENTING AS  SUBCUTANEOUS  EMPHYSEMA 

OF  THE  THIGH:  [CASE  REPORT].  (E.)  Kapur,  B.  M.  L. 
(AU-India  Inst.  Med.  Sci.,  New  Delhi,  India)  and  D.  K.  Shah. 
CanadJ  Surg  12(2):233-235,  1969. 

2589  A  CLINICAL  DOUBLE-BLIND  TRIAL  WITH  A 
BROAD  SPECTRUM  DIGESTIVE  ENZYME 

PRODUCT  CCOMBIZYM')  IN  GERIATRIC  PRACTICE.    (E.) 

Kataria,  M.  S.  (St.  Francis'  Hosp.,  London,  England)  and  D. 
Bhaskarrao.    Brit  J  Clin  Pract  23(1):15-17,  1969. 

2590  SEAT-BELT  TRAUMA  TO  THE  ABDOMEN. 

(E.)    MacLeod,  J.  H.  (Victoria  Gen.  Hosp.,   Halifax, 
N.  S.,  Canada)  and  D.  M.  Nicholson.    Canad  J  Surg  12(2):202- 
206,  1969. 


2579 


VOMITING  IN  THE  COURSE  OF  ACUTE  STATES      2591 


til* 


IN  INFANTS  (ESPECIALLY  INFECTIOUS 
STATES).    (Fr.)    Mallet,  R.  and  B.  Labrune.   Rev  Prat  19(1): 
57-68,  1969. 

2580  THERAPY  OF  INFECTIOUS  GASTROENTERO- 
COLITIS.    (Bui.)    Radev,  I.   Suvr  Med  (Sofia) 

19(10):854-857,  1968. 

2581  CLINICAL  EXPERIENCE  WITH  PIPERAZINE 
TRICHLOROPHENOL  IN  PARASITIC  DISEASES. 

(Sp.)  Tchoulamjan,  A.  (Dept.  Infect.  Dis.,  U.  Buenos  Aires, 
Argentina),  1.  Simonovich,  D.  Griin  and  J.  L.  Martinez.  Rev 
Asoc  Med  Argent  82(ll):440-442,  1968. 

2582  TREATMENT  OF  CHRONIC  INTESTINAL  CON- 
STIPATION.   (Por.)    Jardim,  M.  F.  (Gen.  Polyclin., 

Rio  de  Janeiro,  Brazil).   Brasil  Med  82(4):261-263,  1968. 

2583  HYPERTROPHY  OF  THE  SALIVARY  GLANDS 
ASSOCIATED  WITH  CARCINOID  SYNDROME. 

(Fr.)    Bricaire,  H.,  E.  Modigliani,  J.  Joly  and  J.  L.  Vilde.  Ann 
Med  Intern  (Paris)  120(2):85-96,  1969. 

2584  ACUTE  GASTROINTESTINAL  BLEEDING. 

(Ger.)    Reifferscheid,  M.  (Med.  Fac,  Rhenish- 
Westphalian  Inst.  Technol.,  Aachen,  Germany)  and  A.  Kanters. 
C/z/rwr^  40(3):  105-1 11,  1969. 

2585  GASTROINTESTINAL  BLEEDING  FROM  THE 
PATHOLOGIST'S  POINT  OF  VIEW.    (Ger.)    Eder, 

M.  (Inst.  Path.,  U.  Cologne,  Germany)  and  H.  J.  Castrup. 
Chirurg  40(3):97-100,  1969. 


STEROIDS  IN  PROCTOLOGY.    (E.)    Lieberman, 
W.  (Brooklyn,  N.  Y.).  Amer  J  Proctol  20(2):134- 


137,  1969. 


2592 


MODERN  FACILITIES  FOR  THE  INTENSIVE 
CARE  OF  GASTROINTESTINAL  DISEASES. 

(Ger.)    Markoff,  N.  (Cantonal  Hosp.,  Chur,  Switzerland).    Verh 
Deutsch  Gesinn  Med  74(305-313,  1968. 

2593  CIRCULATION  IN  PERITONITIS.    (Ger.) 

Dissmann,  W.  (2nd  Med.  Clin.,  Free  U.,  Berlin, 
Germany),  W.  Thimme,  R.  Schroder,  R.  Eisele,  P.  Lunkenheimer 
and  M.  Nasseri.    Verh  Deutsch  Ges  Inn  Med  74:852-855,  1968. 

2594  THE  INTENSIVE  TREATMENT  OF  SIMULTANE- 
OUS FAILURE  OF  TWO  VITAL  FUNCTIONS: 

ACUTE  RENAL  FAILURE  WITH  VENTILATORY  INSUF- 
FICIENCY AND  ACUTE  RENAL  FAILURE  WITH  GASTRO- 
INTESTINAL DISTURBANCES.    (Ger.)    Kessel,  M.  (1st  Med. 
CUn.,  Free  U.,  Berlin,  Germany),  I.  Bennhold,  C.  Lamprecht 
and  K.  Ibe.    Verh  Deutsch  Ges  Inn  Med  74:885-886,  1968. 

2595  AMYLOIDOSIS  ASSOCIATED  WITH  CHRONIC 
RHEUMATOID  DISEASES.    (Ger.)    Missmahl, 

H.  P.  (Med.  Clin.,  U.  Tiibingen,  Germany).    Verh  Deutsch  Ges 
Inn  Med  74:1102-1116,  1968. 

2596  SOME  INTERESTING  RIGHT  LOWER  QUAD- 
RANT ENTITIES:    MYXOGLOBULOSIS  OF  THE 

APPENDIX,  ILEAL  PROLAPSE,  DIVERTICULITIS,  LYMPHO- 
MA, ENDOMETRIOSIS.    (E.)    Felson,  B.  (U.  Cincinnati 
Med.  Ctr.,  Ohio)  and  J.  F.  Wiot.  Radiol  Clin  N  Amer  7(1):83- 
95,  1969. 


2586  THE  ANAEMIA  OF  ACUTE  AND  CHRONIC 

OVINE  FASCIOLIASIS.    (E.)    Symons,  L.  E.  A. 
(McMaster  Lab.,  Glebe,  Australia)  and  J.  C.  Boray.    Z 
Tropenmed  Parasit  l^(4):451-472,  1968. 


2597  MECONIUM  PERITONITIS.    [CASE  REPORT] 

(E.)    Krishnamurthy,  P.  N.  (Kasturba  Med.  Coll., 
Mangalore,  India),  K.  L.  Agarwal,  U.  S.  Kini  and  B.  R.  R.  Rao. 
J  Indian  Med  Ass  51(12):623-624,  1968. 
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2598  NON-PENETRATING  INTRA-ABDOMINAL  IN- 
JURIES.   (E.)    Chatterjee,  S.  N.  (North  Staffs 

Royal  Infirm.,  Stoke-on-Trent,  England).   J  Indian  Med  Ass 
51(12):615-617,  1968. 

2599  THE  PSEUDO-ULCER  SYNDROME.    A  CLINI- 
CAL, RADIOGRAPHIC  AND  STATISTICAL 

FOLLOW-UP  STUDY  OF  PATIENTS  WITH  ULCER  SYMP- 
TOMS BUT  NO  DEMONSTRABLE  ULCER  IN  THE  STOMACH 
OR  DUODENUM.   (E.j    Kiag,  E.  (Arhus  County  Hosp.,  Denmark) 
Danish  Med  Bull  16(1): 6-9,  1969. 


2600 


STAPLING  DEVICES  AND  THEIR  USE  IN  SUR- 
GERY.  (E.)    Guthy,  E.  (Surg.  Clin.,  U.  Munich, 
Germany).   Progr  Surg  ISe-lU,  1969. 


2601  INVESTIGATIONS  ON  THE  EFFECT  OF  LIVER 
PREPARATIONS.    (E.)    Magyar,  I.  (U.  Med.  Sci., 

Budapest,  Hungary).  Acta  Med  Acad  Sci  Hung  25(3/4):323- 
330,  1968. 

2602  CAUSES  OF  ABDOMINAL  ADHESIONS  IN 
CASES  OF  INTESTINAL  OBSTRUCTION.    (E.J 

Raf,  L.  E.  (Seraphim  Hosp.,  Karolinska,  Inst.,  Stockholm, 
Sweden).  Acta  Chir  Scand  135(l):73-76,  1969. 

2603  THE  ROLE  OF  ENDOTOXIN  DURING  TYPHOID 
FEVER  AND  TULAREMIA  IN  MAN.    IV.   THE 

INTEGRITY  OF  THE  ENDOTOXIN  TOLERANCE  MECHA- 
NISMS DURING  INFECTION.    (E.j    Greisman,  S.  E.  (U. 
Maryland  Sch.  Med.,  Baltimore,  Md.),  R.  B.  Hornick,  H.  N. 
Wagner  Jr.,  W.  E.  Woodward  and  T.  E.  Woodward.  J  Clin  Invest 
48(4):613-629,  1969. 


2604 


2605 


DARITRAN  IN  DIGESTIVE  PATHOLOGY.    (Fr.) 
Gauber,  Y.  Bordeaux  Med  2(2):395-398,  1969. 


DRUGS  FOR  THE  PROTECTION  OF  THE  GAS- 
TRODOUDENAL  MUCOSA.    (Fr.)    Maison,  E. 
Rev  Prat  18(33):4923-4929,  1968. 


2606  BROAD  OUTLINES  OF  THE  TREATMENT  OF 

ACUTE  DIARRHEA.   (Fr.)    Maison,  E.  (Saint- 
Antoine  Hosp.,  Paris,  France).   Rev  Prat  18(33):4903-4913 
1968. 


2607  MEDULLARY  CARCINOMA  OF  THE  THYROID 

PRODUCING  DIARRHEA:    ONE  CASE  RE- 
VEALED BY  DIARRHEA.    A  REVIEW  OF  THE  LITERATURE. 

(Fr.)    Debray,  C.  (Bichat  Hosp.,  Paris,  France),  J.  Leymarios, 
R.  Tourneur  and  J.  Chariot.   Ann  Med  Intern  120(2):73-84, 
1969. 


2608  CURRENT  STATE  OF  ENTEROBIASIS  IN 
CHILDREN  HOSPITALIZED  IN  GUAYAQUIL, 

ECUADOR.    (Sp.)    Salmon  Castro,  R.  A.  (Natl.  Inst.  Hyg., 
Guayaquil,  Ecuador).   Rev  Ecuat  Hig  25(2):151-154,  1968. 

2609  THE  CAUSE  AND  TREATMENT  OF  GASTRO- 
INTESTINAL BLEEDING  IN  CHILDREN.    1. 

(Dut.)    Slooff,  J.  P.  (Dept.  Pediat.,  Catholic  U.,  Nijmegen,  The 
Netherlands).  Nederl  T  Geneesk  112(44):2002-2010,  1968. 

2610  DIFFUSE  INTESTINAL  ADENOMATOUS  POLY- 
POSIS WITH  MULTIPLE  MALIGNANT  CHANGES. 

ICASE  REPORT]    (Ger.)    Werner,  G.  (Med.  Acad.,  Erfurt, 
Germany)  and  M.  Geyer.    Zbl  Chir  93(50):1749-1753,  1968. 

261 1  CONTROLLING  THE  TOLERANCE  OF  FOODS 
AND  DIGESTIVE  DISTURBANCES  WITH  EN- 
ZYME THERAPY.    (Ger.)    GuUatz,  P.  (Munic.  Hosp.,  Korbach, 
Germany).   Z,a«c?arzM4(33):  1635-1638,  1968. 

2612  ANAL  ATRESIA,  SACRAL  ANOMALIES,  AND 
FECAL  INCONTINENCE.    (Ger.)    Grewe,  H.  E. 

(Munic.  Hosp.,  Osnabriick,  Germany).   Z  Kinderchir  6(3): 334- 
336,  1968. 

2613  PEDIATRIC  PRINCIPLES.    11.    THE  REPORT- 
ING, REFERRAL,  AND  DISCHARGE  OF  CHIL- 
DREN WITH  DIARRHEA.   (Ger.)    Ocklitz,  H.  W.  (Munic.  Clin., 
Berlin-Buch,  Germany),  H.  H.  Schmitz  and  E.  F.  Schmidt.   Z 
Aerztl  Fortbild  (Jena)  63(4):185-188,  1969. 

2614  THE  ARTERIOGRAPHIC  DIAGNOSIS  AND 
SURGICAL  TREATMENT  OF  AN  ULCERO- 
GENIC PANCREATIC  TUMOR.    (ZOLLINGER-ELLISON 
SYNDROME).    (CASE  REPORT]    (Ger.)    Otto,  H.  (Surg.  Clin., 
Saarland  U.,  Homburg/Saar,  Germany),  H.  Reschke  and  K.  Ewe. 
Deutsch  Med  Wschr  94(10):486-488,  1969. 

2615  INTESTINAL  OBSTRUCTION  CAUSED  BY 
VEGETABLE  FIBERS.    (It.)    Porta,  G.  C.  (S. 

Gerardo  dei  Tintori  Hosp.,  Monza,  Italy),  and  M.  Ricci.    Osped 
Ital  Chir  19(3):255-260,  1968. 

2616  EARLY  REINTERVENTION  IN  ABDOMINAL 
SURGERY.    (It.)    GaUingani,  R.  (Inst.  Spec. 

Surg.  Path.,  U.  Turin,  Italy),  F.  Possati,  F.  Ibba  and  M.  Bianchi. 
Minerva  Chir  23(22):1197-1204,  1968. 

2617  RESULTS  OF  TREATMENT  OF  ACUTE  INFAN- 
TILE DIARRHEA  AND  ITS  COMPLICATIONS 

IN  THE  PAST  17  YEARS.    (Cz.)    Valik,  A.  (Fac.  Gen.  Med., 
Charles  U.,  Prague,  Czechoslovakia),  M.  Bejblikova  and  D. 
Havlikova'.    Cesk  Pediat  23(\Q):^60-%1 2,  1968. 
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GAVA,  L 

02525 
GEOENIOZE,  DL 

02169 
GEDLICZKA,  0 

02101* 
GEISERT,  J 

02305 
GELFAND,  MD 

02259 
GELLER,  LI 

02109 
GENSCHER,  U 

02570 
GENTH,  E 

02122 
GERARD,  J 

02  52  8 
GERATZ,  JD 

01910* 
GERSHBERG,  H 

02352* 
GERSTNER,  R 

01824 
GEYER,  M 

02610 
GHISOLFI,  J 

02560 
GIEBELMANN,  R 

02453* 
GIGGLBERGER,  H 

0  2476* 
GIL  ZARAGUETA,  J 

02491 
GILBERT,  Y 

02573 
GILES,  GR 

01894* 
GILLET,  M 

02265   02498* 
GIOANNINI,  P 

02342* 
GIOMBGLINI,  R 

02098* 
GIRARD-WALLON,  C 

02099* 
GIRARD,  J 
01942 


I"- 

IS  •'■  .'' 


GIRARD,  M 

02358 
GIULIANI,  G 

02199* 
&1UNTA,  A 

02027*  02237* 
GIUSTI,  G 

02-^5^* 
GLASS.  GBJ 

0188'i* 
GLINSMANN,    WH 

01929* 
GLORE,     J 

02329 
GLOWINSKI,  Z 

02188* 
GNUOI.  M 

02319* 
GGEBELL,  H 

02059 
GOERTZ,  J 

02«.18* 
GOINARO,  P 

02510 
GOKHAR'-KHARMANDAR'YAN.  LG 

02226 
GOKSEN,    Y 

02555 
GOLAB,    M 

02177 
GOLD,    JA 

0211'> 
GOLDBERG,    H 

0200  7* 
GDLDENBERG,     DB 

02085 
GOLINSKA,    A 

0254  7* 
GOOD,     RA 

01963 
GOOONER,  JT 

02081 
GOPALA,  UV 

02085 
GOROOETSKIl,  MM 

024'V8 
GOUIN,  B 

02338 
GOUZI,    JL 

02208 
GRAETZ,     H 

02250* 
GRAF,     PD 

02007* 
GRAFFI.  A 

01966 
GRASER.  F 

02366 
GRASSI,  G 

02407 
GRASSI.  M 

01860* 
GRATADOUR,  P 

02308   02401 
GRATSIANUVA,  AD 

01863* 
GRAUL,  EH 

02409 
GRAY,  JAM 

01964 
GRAYER,  S 

02445 
GREENE,  FE 

01961 
GREENWALD.  AJ 

01995 
GREGL,  A 

02129 
GREIF,  R 

02455* 
GREISER,     E 

02056 
GREISMAN,     SE 

02603 
GRENIER,    JF 

02265 
GREHE,    HE 

02612 
GRIGOR'IEV,    PS 

02449 
GRIGORIU,    V 

02455* 
GRIMODD,     M 
02208 


GRISHKEVICH,    AM 

02522 
GR  I  SK  ,    A 

02420* 
GROPP,    H 

02145* 
GROSS,    R 

02019* 
GROSS,    W 

02388 
GROSS!,    F 

01860* 
GROSSMAN,    MI 

01869*    01887*    01897* 
GROTH,    CG 

02353* 
GROZINGER,    KM 

02551* 
GRUBB,    A 

01816* 
GRUCHALSKl,  J 

02348* 
GRUN,  0 

02581 
GRUNOSELL,  H 

01920* 
GRUTTADAURIA,  G 

02191*  02345* 
GUOMAND-HOYER,  E 

02107* 
6UELPA,  G 

02543* 
GUERRE,  J 

02493 
GUGLER,  R 

01904 
GUIGNIER,  M 

02576 
GUILFOIL,  PH 

02272 
GUILLON,    JC 

02184 
GUIVARC'H,    M 

02503* 
GULLATZ,    P 

02611 
GUMPERT,    JR 

02390 
GUPTA,     S 

02466 
GURICH.  HG 

02302* 
GUTHY,  E 

02600 
GUTMANN,  HR 

01982 
GUTSCHIK,  E 

024C3   02404 
GUT2EIT,  HJ 

02478 
GUZMAN  GARCIA,  J 

01983 
GWYNNE,  JF 
02162 

HAAKE,    J 

02205 
HABERICH,    FJ 

01844*    01939 
HADCHOUEL,    P 

02502* 
HAOJIAN,    AJ 

02569 
HAFFNER,    JFW 

01820* 
HAGEN,    PO 

02323*    02324* 
HAGER-MALECKA,    B 

02546* 
HAKANSQN,     R 

01815*    01886* 
HAKIM,    J 

01921*    01925* 
HAL,    T 
02213 
HALBACH,    S 

02542* 
HALLAUER,  W 

02154 
HALL6R1MSS0N,  S 

02281 
HALTALIN,  KC 
02548* 


HAHAOA,  Y 
02011* 

HAMANN,  GO 

02182 
HAMMAR,  CH 

02484 
HAMHERt  0 

02557 
HAMORI,  A 

02211   02213 
HANSEN,  JB 

02189* 
HARDING,  JDJ 

02436 
HAROOUIN,  JP 

02338 
HARRAH,  JD 

02556 

HART,  M 

01879* 

HARTL,  M 

02122 
HARTLEY,  RA 

02430 
HASBUN,  ER 

02022* 
HASSE,  H 

02367 
HATADA,  K 

02133 
HAVEHANN.  K 

02393 
HAVLIKOVA,  D 

02617 
HAWKINS,  CF 

02228* 
HAYASHl,  S 

01937 
HEAD,  LH 

02255* 
HEALY,  PJ 

02428   02429 
HEATON,  JU 

02255* 
HEATON,  JM  JR. 

01849* 
HEENE,  D 

02487 
HEFFERNON,  EW 

02587 
HEGEMANN,  G 

02297* 
HEGEWALO.  G 

02420* 
HEIFETZ,  CJ 

02515 
HEINKEL,  K 

02337 
HEITMANN,  P 

02065* 
HELD,  H 

02483 
HELIE,  J 

02040 
HELLENSEN,  C 

02149* 
HELMS,  M 

02154 
HENORIX,  TR 

02554* 
HENGY,  H 

01945 
HENRARD,  EH 

02017* 
HENRIKSEN,  FW 

01911*  01913*  01919 
HENRION,  C 

02113 
HENRY,  X 

02198* 
HENSLEY,  MJ 

02427 
HERBERT,  V 

01847* 
HERBERTSON,  PM 

02  340* 
HERMAN,  RH 

01822* 
HERMANN,  RE 

02385 
HERN,  EP 

01929* 
HERNANDEZ,  A 
02352* 


HERPAI.  I 

01835 
HERRINGTON.  JL  JR. 

02115 
HERZER.  R 

01844* 
HESCH,  RO 

02341* 
HEUCKENKAMP,  PU 

02439 
HILL,  K 

02375 
HILHU,  M 

02455* 
HINTON,  LV 

02548* 
HIRSCHOHITZ.  BI 

01889*  01896* 
HITZENBERGERi  G 

01975 
HOCK.  0 

02055 
HOEXTER,    8 

01908* 
HOFER,    E 

01839* 
HOFFMANN,  B 

02305 
HOGBENt  H 

01878* 
HOLLENDER,  LF 

02146*  02194*  02498 
H0LMBER6,  B 

01872 
HOLMES,  EC 

02556 
HOHMES,  FA 

01969 
HONMA,  M 

02015* 
HOOFT,  C 

02248 
HOPSU-HAVU,  VK 

01999 
HORDER,  MH 

02487 
HORECNY,  K 

02026* 
HORMANN,  0 

02299 
HORNICK,  RB 

02603 
HORNUNG,  G 

02452* 
HOSKINS,  LG 

01993 
HOUSLEY,  J 

02228* 
HOYUMPA,  AM  JR. 

02051 
HRGMADKOVA,  V 

02150* 
HRUZIK,  J 

02550* 
HUANG,  M 

01891* 
HUBNER,    G 

02571 
HUG,    G 
01958 
HUGUET,    C 

02131 
HULL,    HC 

02383 
HUNSTEIN,  W 

02389 
HUREZ,  D 

02241 
HUTCHINSON,  GA 

01889* 

HUTH,  K 

02487 

lAKUSHKO,  VE 

01924* 
IBBA,  F 

02616 
IBE,  K 

02594 
IBER,  FL 

02430   02554* 
IKEJIRI,  T 

02168 


RLE,    U 

02479 

SENBERG,    J! 

0186 9» 

SLER,    M 

02529 

SMAILOV,     AKH 

02285 

STRATESCU,    E 

02344* 

TO,    S 

01828 

VANITSKAIA,    ON 

02533 

VERSEN,    E 

02298* 

ZMAILOV,    GA 

02222 

AC08,    P 

02363 

ACOUEMET,    P 

02332 

AILLARD,    M 

02575 

ANOVSKl,     NA 

02267 

ANOWITZ,    HO 

01898*    01908*    02232 

ANSSON,    G 

01857*    01873 

AROIM,     MP 

02582 

ARNUM,     S 

02006*    02107* 

AUBERT    OE    BEAUJEU,    M 

02063* 

AYAPAL    REDOY,    K 

02433 

EAN,     R 

02238* 

EORYCHOMSKI,     A 

02024*    02025* 

ENNY,    ME 

02390 

ENSEN,    H 

02006* 

EUNET,     FS 

01963 

OACHIM,     GF 

02219 

OB,    JM 

02496 

DBERT,    J 

02573 

OOL,    J 

02240* 

OHNSON,    CF 

31829 

QHNSON,    LR 

01fl86»    01887*    01897* 

DLY,    J 

02583 

ONES,    JV 

32228* 

ONES,    RS 

31886* 

OROON,    PH 

32073 

QRRING,    K 

02174 

OSEPH,    S 

02267 

DUANNEAU,    P 

02505* 

3UBAU0,     F 

32046 

QUVENCEAUX,    A 

01882* 

3YSEY,    V 

02340* 

UNIPER,     K    JR, 

32354 

JSTI,    RA 

32053 

YO,    T 

32134 

AESS,    H 

31903       01904       01918 

AFFARNIK,    H 

02057      02058 

AGNOFF,     MF 

01864* 


KAHLE,    P 

01955 
KAHN,    N 

01874 
KAI  ,     T 
02167 
KALAYASIRI,    C 

02009* 
KALINA.    Z 

02147*    02196* 
KAMPANIS,    N 

02116 
KANEKO,  M 

02492 
KANTERS,  A 

02584 
KAPUR,  BML 

02588 
KAPUSTNIK,  AIA 

01905 
KARAKANTZAS,  D 

02209 
KARLSON,  AG 

01915 
KARLSSON,  BW 

01967 
KARMAZINA,  LN 

02125 
KARQLCEK,  J 

02550* 
KASPER,  H 

02246 
KASZA,  L 

02347* 
KATARIA,  MS 

02589 
KATO,  H 

02379 
KATO.  H 

02134 
KATOUBAS,  I 

02447 
KATSIOTIS,  P 

02072 
KATZ  UGARTE,  R 

02376   02464 
KATZ,  ML 

01928* 
KEATES,  GHM 

02340* 
KELLOGG,  CS 

02273 
KENOD,  K 

02135 
KEONIL,  P 

01988* 
KERN,  E 

02145* 
KERNBACH,    H 

02455* 
KEROS,    P 

02521 
KESSEL,  H 

01955 
KESSEL,  M 

02594 
KESSLER,  RE 

02477* 
KESSLER,  TR 

02271 
KETCHAM,  AS 

02556 
KHANKHOOZHAIEV,  AKH 

02490 
KHARITONOV,  LG 

02  02  9* 
KHARITOPOULOS,  N 

02116 
KHATZOPOULOS,  N 

02164 
KHOOOROV,  BI 

02540* 
KHRYSOSPATHIS,  P 

02116 
KIEFHABER,  P 

02472* 
KIMBERG,  DV 

02438 
KIMURA,  N 

01902 
KINI,  US 

02597 
KIRIMOTO,  K 

02010*  02288 


KIRK,  DL 
01959 

KITAOA,  S 
01937 

KITAGAWA,  H 
01960 

KITAHARAf  S 
01878* 

KITTOE,  K 

02368 
KIVEL,  RH 

02255* 
KIVY-ROSENBERG,  E 

01864* 
KLAP-VAN  OIJK,  A 

02037 
KLATSKIN,  G 

02438 
KLEEBERG.  J 

02210 
KLEIN,  F 

02305 
KLEIN,  H 

01906* 
KLEIN,  HJ 

02571 
KLEIN,  RA 

01948 
KLEINE,  FO 

02463 
KLEINHENZ,  RJ 

02280 
KLEINSASSERf  0 

02571 
KLEMPA,  I 

01879* 
KLU6MANN.  HJ 

02406 
KNEDEL,    M 

02018* 
KNIAZEV,    II 

02303* 
KNILL-JONES,    RP 

02340* 
KOBAYASHI,    S 

02134      02288 
KOBIERSKA-SZCZEPANSKA,    A 

02546* 
KOCH,    G 

02290 
KOCH,    W 

02471* 
KOCHGYAN,  P 

02238* 
KOC20REK,    KH 

02472* 
KOGA,    M 

02135 
KOGAN,  AS 

02137 
KOHLERt  JJ 

02102*  02212 
KOLB.  E 

02066* 
KOLESOV,  VI 

02061* 
KOLPACHKOV,  VA 

02540* 
KONAKA,  K 

02167 
KONO,  M 

02220 
KONRAD,  RM 

02078 
KGNTUREK,  SJ 

02200* 
KORN.  ED 

01855 
KORN,  R 

02305 
KORTGEt  P 

02066* 
KORZIS,  J 

01934 
KOSHCHER,  II 

02285 
KOSHOWSKA,  B 

01987* 
KOSSLING,  FK 

02042   02394 
KOTTGEN,  E 

02484 
KOURIAS,  V 

02068   02269 


KOVAC,  A 

02089 
KOVALEVA,  KIA 

02412 
KOMALEWSKI,  K 

01895* 
KOWALEHSKI,  S 

02398 
KOZUKA,  T 

02010* 
KRAG,  E 

02599 
KRAPIVIN,  BV 

02138 
KRASNA,  IH 

02277 
KREIKENANS.  J 

02248 
KREMER,  GJ 

02042 
KREMMYDAS,  V 

02156 
KRISHNAMURTHY,  PN 

02597 
KROGER,  H 

01955 
KRONE,  CL 

02259 
KRUHEY,  I 

02542* 
KUGENER.  H 

02304* 
KUHN.  HA 

02460* 
KULIK,  VP 

02143* 
KULPA,  J 

02101* 
KUNI,  H 

02391   02409 
KUPFER,  D 

01970 
KURIMURA,  0 

02010* 
KURUHADANI,  K 

02016* 
KUSMIESZ,  HT 

02548* 
KUSUMOTO,  G 

02288 
KUX,  M 

02499* 
KUZHICKA.    J 

02544* 
KWONG,    KH 

02074 

L'HERMINE,    C 

02166 
LABHAROT,  F 

02566 
LABIE,    MC 

02187* 
LABOW,    R 

01930* 
LABRUNE.  8 

02579 
LACRES,  R 

02030* 
LAGACHE,  G 

02166   02192*  02289 
LAGIER,  A 

02559 
LAGUENS,  RP 

02408 
LAMBERT,  R 

01882*  01888* 
LAMBING,  A 

02553* 
LAHBLING,  A 

02241 
LAMERZ,  R 

02018* 
LAMPRECHT,  C 

02594 
LAMY.  JN 

02045 
LANOE,  M 

02362 
LANGE,  HJ 

02042 
LANGEN.  D 

02231 


If* 


Bl'l 


i|»': 


LARCHERi  J 

02505* 
LARIN,  EF 

0186  3* 
LARRA,  F 

020't6 
LARStN,  E 

02149* 
LASCH,  HG 

02487 
LAU.  KS 
GIB*?* 
LAUNlALAf  K 

01848*  01865* 
LAURENCE,  G 

02561 
LE  BARS.  MH 

02204 
LE  OUINTREC,  Y 

02241 
LEANING,  RH 

02270 
LECHNER,  G 

02509 
LEDUCO,  J 

02184 
LEFEVRE,  R 

02017* 
LEGIEWSKI,  A 

02544* 
LEHMANN,  FG 

01953 
LEHMANS,  F 

02308 
LEHNINGER,  AL 

01931 
LEINWEBER,  B 

02460*  02487 
LEMBACK,  F 

01986* 
LEMBERG,  G 

02059 
LEMPINEN,  M 

01819* 
LEMUS  DE  MUNCAOA,  D 

02022* 
LEO,  C 

0209  8* 
LEONARD,  JP 

01882* 
LEONG,  CH 

02369 
LEPESHKINA,  AM 

02451 
LEPLEY.    JB 

02086 
LERNER,  HJ 

02088 
LESBRQS,  F 

02543* 
LEUNISSEN,  RLA 

01974 
LEVFILLE,  GA 

01965 
LEVINSON,  GE 

02435 
LEVY,  JM 

02305 
LEVY,  S 

02173 
LEWIN,  M 

02553* 
LEWIS,  G 

02436 
LEWIS,  MI 

02257 
LEYMARIOS,  J 

02338   02607 
LIARAS,  H 

02543* 
LIAROPOULOS,  S 

U2164 
LIAVAG,  I 

01820* 
LIBRA,  S 

02191* 
LICK,  RF 

01879* 
LICKING,  J 

01B74 
LIEBERMAN,  W 

02591 

LILJA,  B 

02033* 


LIMwONGSE,  K 

02009* 
LINDEN,  LWF 

02215 
LINDER,  F 

02551* 
LINDER,  MM 

02321* 
LIOTTA,  A 

02564 
LISANOER,  B 

01857* 
LITTLE,  CO 

01914 
LITTLE,  GH 

01948 
LIU,  TY 

01998 
LIUL'KO,  AV 

02283 
LIVSHITS,  AV 

02540* 
LO  BRUNO,  0 

01876* 
LOEW,  D 

02375 
LOJOA,  Z 

02240* 
LONGHI,  EH 

02073 
LOOSMORE,  RM 

02436 
LORENC,  J 

02530 
LOPENTZ,  K 

02012* 
LORENZ,  W 

02542* 
LORTAT- JACOB,  JL 

02062* 
LOTT,  S 

02085 
LOUHIJA,  A 

02481 
LOUIS,  A 

01912* 
LOUIS,  H 

02450 
LOURANTOS,  0 

02069 
LOYGUE,  J 

02131 
LUCCHELLI,  PE 

02474* 
LUNDH,  G 

01868*  02021* 
LUNKENHEIMER,  P 

02593 
LUPINSKII,  MI 

02533 

LYNCH,  A 

01929* 

MACBETH,  WAAG 

02162 
MACE,  R 

02263 
MAC  HAL  SKI,  M 

02196* 
MACHOWSKI,  Z 

02348* 
MACKENZIE,  IL 

01852 
MACLEOD,  JH 

02590 
MACMILLAN,  D 

02163 
MADISON,  LL 

01979 
MAOSEN,     NP 

02431 
MAGALHAES,  JP 

02260 
MAGOS,  E 

02017* 
MAGYAR,  I 

02601 
MA  I  SON,  E 

02605   02606 
MAKAI,  M 

02347* 
MAKAROVA,  VG 

01985 


HALEY,  f 

01930* 
MALEY,  GF 

01930* 
MALIS,  F 

02240* 
MALLET-GUY 

02332 
MALLET-GUY,  P 

02513 
MALLET,  R 

02579 
MALMIHARJU,  T 

01999 
MAMHANA.  CZ 

02527 
MAMRIKISHVILIt  BT 

02169 
MANDEL,  I 

01874 
HANIATIS,  N 

02157 
MANN,  M 

02218 
MANZILLO,  G 

02454* 
HANZINO,  BE 

02408 
MARAMBAT 

02253* 
MARCHAL,  G 

02306 
HARCHE,  C 

01841*  02338 
MARCHEVSKY,  N 

02031* 
MARCO,  ES 

02413 
MARCOZZI.  G 

02274 
MARCZYNSKA,  A 

02101* 
MARER.  E 

02347* 
MARINARI,  UM 

01838 
MARKIN,  SP 

02183 
MARKOFF,  N 

02  592 
MARQUAND.  J 

02503* 
MARTIN,  CE 

02396 
MARTIN,  F 

01888* 
MARTIN,  S 

01882* 
MARTINEZ  B,  TMAB 

02022* 
MARTINEZ  M,  G 

02233 
MARTINEZ,  JL 

02581 
MARTINS,  H 

02140 
MARTINSON,    J 

01857* 
MARTYNIUK,  NA 

02284 
HARUBINI.  E 

02474* 
MASON,  ME 

01894* 
MASON,  SA 

02340* 
MATEO  MARTINEZ,  A 

02181 
MATHIESEN,  FR 

02314 
MATSUOKA,  T 

02167 
MATSUURA,  R 

02135 
MATTHES,  R 

02549* 
MAURER,  HJ 

02013* 
MAVRANTONIS,  S 

02069 
MAYLIE,  MF 

01991 
MAYZNER,  E 
02348* 


MCCARTHY,  CF 

02239* 
MCDONAGH,  TJ 

02244 
MCGEENEY,  K 

02034* 
MCKAY,  RH 

01980 
MCLEAN,  DW 

02268 
MEDURI,  R 

02473* 
MEEROFF,  JC 

02031*  02202 
MEEROFF,  M 

02031*  02202 
MEL'NIKOVA,  KV 

01827 
MELANI,  F 

01990 
MEMIK,  F 

02587 
MENOOZA,  RO 

02082 
MENGE.  H 

02235* 
MERCER,  RE 

02385 
MERET,  0 

02455* 
MESSARIS,  G 

02519 
METZLt  J 

02282 
MEYER  ZUM  6USCHENFELDE,  KH 

02394 
MEYER-BERTENRATH,  JG 

02057   02058 
MIALARET,  J 

02120 
MICHELIER,  Y 

02040 
MIHAILOVIC,  V 

02047 
MIKHALITSIANOS,  G 

02156 
MILLARO.  PR 

02340* 
MILLER,  DL 

01845* 
MILSTEIN,  J 

02264 
MILSTOC.  M 

02516 
MILTONf  GW 

02214 
MINCSEV,  M 

02508 
MINKARI,  T 

02070   02071 
MINUTOLOt  G 

02421* 
MIRANDA,  AZH 

02172 
MIRONOV,  VM 
02285 

HP 


SP 


GE  JR. 


MISSMAHL. 

02595 
MISTILIS. 

01842* 
MITCHELL, 

01914 
MITCHELL,  KG 

02436 
MIYASHIRO,  * 

02010* 
HODIBLIANI,  R 

02338 
MOOIGLIANI,  E 

02583 
MODZELEWSKA,  I 

02545* 
MOELLER,  HC 

02084 
MOIRAGHI,  P 

02469 
MOLL,  H 

01840* 
MOLLARD,  P 

02063* 
MOLLER,  J 

01868* 
MONACELLI.  R 

01838 


JH 


01998 
EP 


KU 


HP 


CB 


AA 


MONNERON,  A 

01926* 
M0NCD-8R0CA 

02536 
MONOO.  F 

02514 
MONT&LE.  P 

JZOOO* 
MONTEIRO,  G 

02316 
MOONEY,  RAH 

02444 
HOORE, 

01997 
MOORE, 

01823 
HOORE, 

01992 
MORALES, 

02414 
MOREA,  0 

01874 
MORET,  V 

01946 
MORI,  T 

02134 
MURITZ, 

02420* 
MORRIS, 

01933 
MOSCHOS 

02435 
MOSCONA 

01959 
MOUCHET,  A 

02503* 
MOULLE,  P 

02201 
MROCZEK,  H 

02377 
MULAY,  AS 

02443 
MULE,  JE 

02309 
MULLER,  E 

02142 
MULLER,  WA 

02539* 
MUNRO,  HN 

01964 
MURAI,  T 

02010* 
MURAT,  J 

02513 
MURDOCH 

02267 
MURO,  J 

02494 
MUSCATELLO,  U 

02486 
MUSIAT0WIC2,  B 

02322* 
MYREN,  J 

01893* 
MYSHKIN,  KI 

02138 

NAOEL,  J  A 

02007* 
NA6ANUMA,  H 

02185* 
NAGEL,  M 

02230 
NAGEL,  H 

02321* 
NAGY,  I 

02282 
NAKAGAWA,  T 

02134 
NAKATA,  H 

02135 
NARBONA  ARNAU, 

02103* 
NARDELL,  SG 

02520 
NASSERI,  M 

02593 
NAUCIEL,  C 

02410 
NAVASSA,  G 

02474* 
NAZAROVA,  VN 

02533 


MM 


NEAL,  GE 

01951 
NEGAWA,  Y 

02010* 
NEIOHARDT,  JH 

02543* 
NELSON,  JD 

02548* 
NEMES,  T 

02213 
NEHETSCHEK-GANSLER,  H 

02148* 
NESTERIN,  MF 

02303* 
NEUHAN,  M 

02364 
NEZELOF,  C 

02357 
NICHOLSON,  OM 

02590 
NICOARA,  G 

02456* 
NICOLAS,  JP 

02015* 
NICOLAY,  K 

02118 
NICOLO,  F 

01925* 
NICORA,  E 

02000* 
NIELUBOWICZ,  J 

02348* 
NIEMANN,  H 

02129 
NIEWIAROWSKA-PAWLUS,  A 

02418* 
NIEWIAROWSKI ,  S 

02325* 
NIKULIN,  VM 

02153 
NISHIZAKI,  T 

01937 
NISSELBAUM,  JS 

01978 
NISTAL,  M 

02413 
NOBLE,  RC 

01997 
NOJIMA,  H 

01960 
NOLAN,  JP 

02475* 
NOMIYAMA,  T 

02168 
NORDBERG,  U6 

02087 
NOSAKI,  T 

02010* 
NOVAKOVA,  G 

02026* 
NOVELL  I,  GO 

01981 
NOVELLO,  F 

01962 
NUMMI,  P 

02215 
NUMMI,  S 

02215 
NYLANDER,  G 

01867*  01920* 

O'GARA,  RM 

02443 
OANCEA,  T 

02295 
OBATA,  M 

02135 
OCKLITZ,  HW 

02613 
ODLER,  I 

02550* 
OETTE,  K 

02395 
OFSTAD,  E 

02323*  02324* 
OHLMS,  FB 

02479 
OHYA,  S 

01902 
OIKONOMIDIS,  KM 

02517 
OJALA,  K 

01814* 


OLOEWURTEL,  HA 

02435 
OLEINIK,  AN 

01862* 
OLIVECRONA,  T 

02416* 
OLIVIER,  G 

02306 
OLSZEWSKI,  W 

02348* 
ONG,  GB 

02074   02369 
ONISHI,  S 

02135 
ONODA,  K 

02134 
OPFERKUCH,  W 

02484 
QPOLON,  P 

02502* 
OPPENHEIMERf  JH 

01975 
ORDONEZ  ACUNA,  A 

02531 
ORSONI,  P 

02296 
ORTIZ-VAZQUEZ,  J 

02494 
ORTHERTH,  BJ 

01981 
OSZACKI,  J 

02101* 
OTERA,  GO 

02092 
OTSUKA,  H 

01932 
OTTAVIANI,  0 

02507 
OTTO,  H 

02614 
OVERBECK,  W 

02154 
OMMAN,  C 

01815* 

PACCALIN,  J 

02331   02401 
PAGE,  H 

02470* 
PAI,  SR 

01934 
PALA.  V 

01838 
PALAO  E,  J 

02495 
PALOHEIMO,  JA 

02481 
PANAGIOTQPOULOS,  I 

02311 
PANOMICZ,  H 

01987* 
PAPAOIMITRIOU,  I 

02519 
PAPAEVANGELOU,  E 

02269 
PAPAGEORGIOU,  A 

02164 
PAPASTAVROS,  N 

02157 
PAPROCKI,  M 

02322* 
PARAU,  N 

02456* 
PARIS,  J 

02289 
PARTENSKY,  C 

02332 
PASCAL,  JP 

01912* 
PASQUALE,  A 

02469 
PATANKAR,  VJ 

02  2  79 
PATCHA,  L 

02315 
PATTON,  OE 

01959 
PAULINO,  F 

02090 
PAULSON,  OF 

02556 
PAVLOVIC,  V 

02047 


PEARL,  W 

01970 
PEARLMAN,  DM 

02445 
PEARSON,  JG 

02083 
PECHET,  L 

02353* 
PECURARIU,  0 

02455* 
PEDERSEN,  SA 

02189* 
PELISSIER,  G 

02510 
PENA,  JR 

02340* 
PENTLOW,  BD 

02340* 
PENTTILA,  A 

01814*  01819* 
PEOUIGNOT,  H 

02357 
PERAINO,  C 

01950 
PERGOLA,  F 

02364 
PERINGS,  E 

02389 
PERIS,  G 

02000* 
PERISSAT,    J 

02308      02331      02401 
PERKIN,    EM 

02221 
PERLINSKA-SCHNEJDER,    L 

02501* 
PERLMUTTER,    RA 

02437 
PERREAU,    P 

02046 
PETROV,    BA 

01938      02067* 
PETROVIC,     S 

02360 
PETROVICI,    A 

02424 
PETTI,    G 

01944 
PFEIFFER,  EF 

01990   02570 
PFLEIDERER,  G 

01953 
PHLIPPEN,  R 

02395 
PIATNEK-LEUNISSEN,  DA 

01974 
PIAZZA,  M 

02454* 
PICCHIOTTI,  R 

02349* 
PICCININO,  F 

02454* 
PIERSANTELLI,  N 

02465 
PIESSENS.  J 

02378 
PIKSIN,  IN 

02222 
PINHEIRO  MAGALHAES,  J 

02287 
PINKERTON,  PH 

01854 
PINNA,  LA 

01946 
PIPPI,  L 

02342* 
PIROLA,  RC 

02144* 
PLATTEBORSE,  R 

02470* 
PLAUT,  AG 

01988* 
PLENGVANIT,  U 

02009* 
PLUCINSKI,  S 

02348* 
PLUTH,  JR 

02390 
POCK-STEEN,  OC 

02149* 
POILLEUX,  F 

02  504* 
POISOT,  D 

02401 


it  J 
If.  if 


POLAK,    M 

02330 
PULANSKI,    J 

02348* 
'POLIAK,    Rl 

02217 
PGLIZZI,  M 

POLYAK,  RI 

02171 
PONT,  J 

02574 
PONTIGGIA,  P 

0240  5 
POPESCO,  S 

01899 
POPESCU,  P 

02295 
POPOW,  J 

02322* 
PORTA,  GC 

02615 
PORTA,  L 

0202  7* 
PORTER,    JW 

01952 
PORTER,  KR 

01851 
POSSATI,  F 

02615 
POSTOYAN,  AO 

02294 
POTESTIO,  M 

02317*  U2318* 
POTRUSIL,  B 

02175 
POTTER,  VR 

01933 
POUS,  J 

02263 
PREISIG,  R 

02350* 
PRELLWIT2,  W 

02484 
PREOUIGNOT,  H 

0249  3 
PRESENT,  OH 

02232 
PREUSSMANN,  R 

01945 
PRIAOKO,  VIE 

02285 
PRICE,  PA 

01998 
PRIDTON,  JB 

02365 
PROKOPOWICZ,  J 

02325* 
PROST,  A 

02241 
PROYE,  C 

02166   02192* 
PRUNYI,  » 

02026* 
PULETTI,  EJ 

02084 
PUROILA,  E 
02455* 

OUINTON,     A 

02253* 
QUINTYN,    M 

02198* 

RABINUWITZ,    JG 

02232 
RACZYNSKA,     A 

02547* 
RADEV,     I 

02580 
RAF,    LE 

02602 
RAGINS,  H 

01891* 
RAHMAN,  YE 

01949   01950 
RAMBAUO,  JC 

02241 
RAMBAUO,  P 

02575 
RAMBOER,  C 

02351* 
RAO,  6RR 

02597 


RAPINO,  P 

01876* 
RAPOSA,  T 

01835 
RAPTIS,  S 

02570 
RASANEN,  T 

01821* 
READ,  AE 

02239* 
REAO,  J 

02214 
REDDEMANN,  H 

02453* 
REGAN,  RJ 

02435 
REHNER,  G 

01957 
REICHEL,  K 

0  25  5  2* 
REIFFERSCHEIO,  M 

02584 
REIGNIER,  J 

02511   02512 
REISER,  S 

01850* 
REITE,  OB 

01893* 
RENE,  L 

02119 
RESCHKE,    H 

02614 
RETHI,  A 

02064* 
REYES,  H 

02399 
REYNAFARJE,  B 

01931 
RIAZANOVA,  NIA 

02468 
R18ET,  A 

01912* 
RICCI,  M 

02615 
RICHARDS,  EA 

01880* 
RICHTER,  E 

02460* 
RICK,  W 

02060 
RIODERSTAP,  AS 

01907* 
RIDER,  JA 

02084 
RIDER,  WD 

02082 
RIDLEY,  PT 

01881* 
RIECKEN,  EO 

02235* 
RIGARDO,  S 

01837 

RIIS,  P 

02298* 

RIO,  F 

02257 

RIGS  MOZO,  M 

02491 
RIPSTEIN,  CB 

02293 
RITCHIE,  JA 

01858* 
RITCHIE.  S 

02245 
RITT,  E 
02235* 
RITTER,  U 

02302* 
RIZZO,  F 

02465 
ROBIN,  8 

02538 
ROCHICCIOLI,  P 

02560 
RODA,  E 
02319* 
RODRIGO  G,  JM 

02495 
KOOKIGUES,  J 

02316 
ROFRANO,  JA 

02031* 

ROGET,  J 

02041 


ROHRHASSERt  W 

01861* 
ROITT,  IM 

02486 
ROMAN,  IC 

01817* 
ROMANO,  F 

01883* 
ROHEOf  S 

02191*  02345* 
ROMERO,  AM 

02227 
ROMERO,  LM 

02301 
ROMINGER,  CJ 

02278 
ROSA,  G 

02079 
ROSEN,  A 

01868* 
ROSENBAUM,  R 

02235* 
ROSENBERG,  AH 

01847* 
ROSENSHEIG-  NS 
01822*  01989* 
ROSLER,  H 

02350* 
ROSSETTI,  M 

02335 
ROSSLER,  R 

02393 
ROTHMAN,  SS 

01909* 
ROTTHAUWE,  HW 

02398 
ROTTIERS,  R 

02030* 
ROUX,  JF 

01968 
ROUX,  M 

02357 
ROVATI,  V 

02193* 
ROWINSKI,  H 

02348* 
ROZANKOWSKA,  B 
02024*  02025* 
RUDAN,  P 

02521 
RUONICK,  J 

01898*  01908* 
RUIZ,  JC 

02022* 
RUKSTINAT,  GJ 

02266 
RUMPIANESI,  G 

02126 
RUNE,  SJ 

01913* 
RUSHING,  WA 

02489 
RYLSKI,  J 

02402 
RYNDIN,  VO 
02172 

SACHS,  G 

01896* 
SACREZ,  R 

023O5 
SAILER,  R 

02142 
SAKAMOTO,  A 

02133 
SAKAMOTO,  H 

02135 
SAKIHARA,  H 

02134 
SALAMAN,  JR 

02340* 
SALEMBIER,  Y 

02535 
SALMON  CASTRO,  RA 

02608 
SALMON,  M 

02155 
SALVATORE,  F 

01973 
SALVIOLI,  JE 

02408 
SAMURA,  R 

01935 


SANCHEZ.  OG 

02414 
SANDLER,  N 

01980 
SANO,  I 

02492 
SANS,  JV 

02141 
SANTACRUZ,  R 

02411 
SANTILLAN  V.  M 

02532 
SANTONI.  E 

02477* 
SARCIONE.  EJ 

01927* 
SAROA.  L 

01991 
SASAKI,  K 

02135 
SASLAM.  LO 

02443 
SATYANARAYANA,  0 

02433 
SAUER.  H 

02572 
SAUER.  P 

01840* 
SAURY.  R 

02208 
SAVA.  6 

02194*  02265 
SAVCHUK,  BD 

02172 
SAXL.  0 

02374 
SAYET.  MM 

02053 
SCALISE.  G 

02342* 
SCHACHTER.  0 

01B46* 
SCHAUER.  A 

01943 
SCHEDL.  HP 

01845* 
SCHEIBE.  0 

02320* 
SCHEIFFARTH.  F 

02440 
SCHELER.  F 

02310 
SCHEHMEL.  0 

02055 
SCHENAROI.  C 

02000* 
SCHEUER.  PJ 

01832   02380 
SCHICHT,  J 

01839* 
SCHIER,  J 

02230 
SCHIMA,  E 

02541* 
SCHLACHETZKI,  J 

02129 
SCHLIERF.  G 

01918 
SCHLOSSER,  GA 

02290 
SCHMIO,  E 

02382 
SCHMIDT,  EF 

02613 
SCHMIDT,  H 

02310 
SCHMIDT.  HA 

02485 
SCHMIDT,  0 

02455* 
SCHMIDT.  H 

02488 
SCHMITZ,  HH 

02613 
SCHNEIDER. 

02056 
SCHNEIDER.  G 

02001* 
SCHNEIDER.  W 

02392   02441 
SCHOENTAL.  R 

02422 
SCHOFFLING.  K 
01990 


B 


9:f^m 


HL 


N 


SM 


N 


SCHCILTE.     HR 

019*7 
SCHRODER,    KE 

02570 
SCHRUOER,    R 

02390       02593 
SCHUBERT,    WK 

U195H 
SCHUL£,     FN 

ai839* 
SCHUMACHER,     K 

02019*    02392 
SCHUMANN,     R 

02080 
SCHUTZLER,     FJ 

01879* 
SCHWANOT,     P 

02*72* 
SCHWARTZ 

01975 
SCHWARZ,    A 

02A94 
SCIACCA,    A 

023*3* 
5EBASTIANI, 

02236* 
5EBENING,    H 

02321* 
SEGAL,    S 

01856 

EIDENVERG, 

02280 

EIFERT,     E 

02O97* 

EIT-UMEROV 

02095 

EKI,    K 

02010* 

EKOURIS, 

02072 

ELIGMANN, 

022*1 

ELL,    G 

02336 

ELLEK,    A 

02050 

ELLS,    RA 

023*0* 

EMB,    LS 

01893* 

EMBA,    T 

01902 

EMOCHK  IN, 

02222 

EREBRO 

0255** 

ERROU,    B 

02365 

ETEKLEIV 

01820* 

HAH,     DK 

02588 

HALYGINA 

021*3* 

HATERNIKOV,     VA 

02303* 

HEINKMAN 

02533 

HEMI AKIN 

02*12 

HINUZUKA 

01971 

ICILIA, 

02*11 

lEBERT,     G 

01825 

lEBNER,     F 

02250 

lEGELMAN, 

0211* 

lEMSEN,     AW 

02356 

IKORA,    Z 

02*02 

ILIPRANDI,    N 

019*6 

ILVA,    S 

02093 

IMMONS,     F 

01936 

I  HON ,     M 

0211* 

IMONOVICH, 

02591 


AA 


HA 


NB 


MV 


OS 


JJ 


SS 


1 


SINHA,     BB 

02386 
SITZMANN,    FC 

02500* 
SIURALA,    M 

01821* 
SJ08ERG,    NO 

01815* 
SKAGGS,     JA 

02272 
SKAKUN,     NP 

0198* 
SKALA,     I 

02150* 
SKALA,     J 

02150* 
SKINNER,    DB 

02159 
SKOBELKIN,    OK 

02291 
SKOSKlEViICZ,    M 

023*8* 
SLAPAK,    M 

02557 
SLAWINSKI.  P 

02*18* 
SLESARENKO,  lEG 

02283 
SLOOFF,  JP 

02609 
SMITH,  F 

02161 
SMULEWICZ,  JJ 

02089 
SNEED,  TF 

02036 
SNEIOER,  T« 

01933 
SNOEKS,  T 

02528 
SOBOLEVA,    MS 

02127 
SOCCORSI,    P 

023*3* 
SOIFER,    I 

0211* 
SOKAL,    JE 

0192  7* 
SOKOL,    AN 

02*59* 
SOKOLOV,     VI 

02291 
SOKOL  OWSKl,    J 

023*8* 
SOLANO,    JT 

02*1* 
SOL  IS  HERRUZO,  JA 

02251 
SOL  TOFT,  J 

02006* 
SORDO,  S 

0252* 
SORESI,  V 

02176 
SOROF,  S 

01825 
SOROKIN,  EV 

02028* 
SPELLBERG,  MA 

02355   02**2 
SPENCE,  WJE 

022*5 
SPENCER,  J 

02216 
STACHER,  G 

02*99* 
STAI8,  H 

01923* 
STANLEY,  BG 

01951 
STANLEY,  TH 

02271 
STARKA,  L 

0195* 
STAROSEL'SKII  ,  DV 

02*68 
STARZL,  TE 

0238* 
STATE,  0 

02165 
STEARNS,  MW  JR. 

02270 
STEELE,  H 

01997 


STEFANONI,  G 

02132 
STEIN,  WH 

01992   01998 
STEINHOFF,  D 

02**6 
STELZNER,  f 

02075 
STENING,  GF 

01897* 
STIFEL,  FB 

01822* 
STIRPE,  F 

01962 
STOFFELS.  G 

02382 
STOJANOVIC,  D 

02360 
STGLPMANN,  HJ 

02286 
STOPPA,  R 

02198* 
STOURACQVA,  0 

■9237* 
STOVICHEK,  GV 

02153 
STRAHBERGER,  E 

02313 
STRECKER,  HJ 

01935 
STREICHER,  HJ 

02*09 
STREIFF,  RR 

018*7* 
STRIPP,  B 

01972 
STROHMEYER,  G 

02391 
SUEIRO  BENITO,  A 

02181 
SUKHODOLO,  VO 

01863* 
SUMMONTI,  D 

02*21* 
SURI,  ML 

02*66 
SURIN,  VM 

02222 
SWINK,  RL 

02053 
SYMONS,  LEA 

02586 
SYTNIK,  AP 

02067* 
SZABO,  LE 

0206** 
SZANTAY,  I 

01899 
SZCZEPANSKI,  Z 

025*6* 
SZEKELY,  B 

02*55* 
SZEKELY,  P 

023*7* 
SZILAGYI,  0 

023*7* 
SZMIOT,  J 

023*8* 

TABARRONl,  F 

01876* 
TABATABAI,  A 

02117 
TAIRRAZ,  JP 

025*3* 
TAKAKI,  M 

02220 
TAKIHARA,    T 

02135 
TAL'NISHNIKH,    AIA 

02127 
TALKE,    H 

01977 
TANAKA,  J 

02133 
TANIGUCHI,  H 

0213* 
TANKER,  M 

02071 
TANO  ASSINI,  MT 

0209? 
TARENGHI,  A 

02027* 


TARIEN.  E 

01996 
TARKUNOE,  VB 

02279 
TARTARINI.  S 

019** 
TASAKA,  E 

02168 
TAUBER,  J 

02350* 
TAVERN  I ER,  J 

02039 
TCHOULAMJAN,  A 

02581 
TEGTMEYER,  CJ 

02036 
TEICHMANN,  M 

023*6* 
TEIZEIRA,  D 

02316 
TELENIUS,  U 

01831 
TENNA,  M 

023*3* 
TERRIS,  G 

022*3 
TESCHER,  H 

022*3 
TESSITORE,  V 

01837 
TESTA,  M 

023*3* 
TETSUYA,  K 

01960 
THEOOOSOPOULOSt  K 

02069 
THEUER,  0 

02001* 
THIMME,  W 

02593 
THISTLETHWAITE,  JR 

02036 
THOMAS,  CC 

02300 
THOMAS,  H 

01956 
THOMPKINS,  LJ 

02278 
THOMPSON,  JC 

01901 
TICEf  DA 

02*77* 
TICHY,  J 

0237* 
TIERRIS,  E 

02371 
TIMOFEIEV,  NS 

02523 
TIMOSSI,  G 

02093 
TOLEDO  UGARTE,  JD 

02091 
TOMPKINS,  RK 

02526 
TORITSYN,  VA 

025*0* 
TORRALBA  A,  J 

02*95 
TORRES,  E 

02128 
TORRES.  JA 

02*11 
TORRIELLI,  MV 

02*17* 
TORZECKA,  H 

025*** 
TORZECKI,  Z 

02  5**» 
TOURNEUR,  R 

02607 
TOURNUT,  MJ 

02203 
TRAETTA,  T 

01860* 
TRAISSAC,  D 

02333 
TRAISSAC,  FJ 

02*01 
TREGUBOV,    GS 

0253* 
TRENTI,  A 

023*9* 
TROLL,  U 

01922* 


I 

J  13  l- 


TRPlNATSi     P 

020<f7 
TRUFFERT.    L 

02099* 
TSAREVA,     AN 

02061* 
TSCFESChE,    H 

01906* 
TSCHIERSCH,    R 

01966 
TULCINSKY.  08 

02  30  7 
TUSZKIEHICZ.  AR 

02501* 
TUSZKIEWICZ.  M 

02501* 
TUZHILIN,  SA 

02  30  3* 
TYTGAT,  G 

02378 

UENO.  H 

02135 
UGAZin,  G 

02417* 
UHLIR.  J 

02175 
UNAL,  M 

02555 
UPYREV,     AV 

02029* 
URUSHIBARA,  0 

01901 
URYUHARAt  T 

02288 
USOVA,  NA 

02020* 
UTHMANt  SM 

02051 

VAJDA,  J 

01835 
VALENTINlt  SB 

02  40  7 
VALIK,  A 

02617 
VALTONEN,  EJ 

02158 
VAN    BRAEKELt     G 

02470* 
VAN  OAMME,  J 

U2248   02528 
VAN  EGMONO,  J 

0203  0* 
VAN  REEPINGHEN,  P 

02197* 
VANKEMMEL.  M 
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01984 
BILIRUBIN 

01940   01941   02023*  02345*  02347* 

02452*  02453*  02454*  02469 
BIOCHEMICAL  DIAGNOSIS  OF  HEPATITIS 

02438 
BIOCHEMICAL  DIAGNOSIS  OF  LIVER  DISEASE 

02001*  02012*  02038   02393 
BIOCHEMICAL  DIAGNOSIS  OF  PANCREAS  DISE 

02057   02058   02059   02060 
BIOCHEMISTRY, CELL 

01828 
BIOCHEMISTRY, GALLBLADDER 

02526 
BIOCHEMISTRY, GASTROINTESTINAL 

01815* 
BIOCHEMISTRY, LIVER 

01823  01826  0 
01927*  01928*  0 
01944  01945  0 
01952  01953  0 
01960  01962  0 
01970  01973  0 
01981  01982  0 
02419*  02424   0 

BIOCHEMISTRY, PANCREAS 

01816*  01907*  01909*  01910*  01914 
01991   01992   01996   01998 

BIOCHEMISTRY, SALIVARY  GLAND 

01824  01874   01999 
BIOCHEMISTRY, SMALL  INTESTINE 

01814*  01822*  01830   01831 

01989*  02147* 
BIOCHEMISTRY, STOMACH 

01819*  01891*  01893*  01900 
BIOPSY  IN  CANCER  DIAGNOSIS 

02249 
BIOPSY, ANUS 

02280 
BIOPSY, LARGE  INTESTINE 

02254* 
BIOPSY, LIVER 

01826   02009*  02360 
BIOPSY, RECTUM 

02053   02254*  02259 
BIOPSY, SMALL  INTESTINE 

01841*  02144*  02148*  02151*  02166 
BIOPSY, STCMACH 

02097*  02599 
BLEEDING 
SEE  ALSO   ESOPHAGUS  VARICES 

02106*  02127   02128   02156 

02331   02586 
BLEEDING  DIAGNOSIS 

02003*  02026*  02032*  02584 
BLEEDING  DI AGNOS IS, ENDOSCOPY  IN 

02002* 
BLEEDING  DI AGNOS IS, RADIOLOGY  IN 

02002*  02048   02215 
BLEEDING  ETIOLOGY 

02048   02114   02115 

02265   02266   02283 
BLEEDING  IN  CHILDREN 

02609 
BLEEDING  PEPTIC  ULCERS 

02098*  02115   02199*  02203 

02565 


02367 
02509 
02529 


02497* 

02510 

02530 


02498* 

02511 

02531 


02361   02388   02421* 

S 
ASES 


01823 

01826 

01836 

01922* 

01923* 

01924* 

01925* 

01926* 

01927* 

01928* 

01929* 

01930* 

01932 

01933 

01935 

01937 

02420* 

02506* 

02522 

01944 

01945 

01946 

01947 

01948 

01949 

01950 

01951 

019  52 

01953 

01954 

01955 

01956 

01957 

01958 

01959 

01960 

01962 

01964 

01965 

01966 

01967 

01968 

01969 

01970 

01973 

01974 

01975 

01977 

01978 

01979 

01980 

02040 

02047 

02060 

01981 

01982 

02037 

02042 

02376 

02381 

02406 

02418* 

02531 

02532 

02419* 

02424 

02427 

02443 

02449 

02460* 

02492 

01916   01917   01919 


02338 


01845*  01846*  01850*  01987* 


02214 


02366   02380   02405   02466   02494 


02272   02595 


02240*  02249 


02177   02222   02225   02257 


02188*  02215 
02491   02584 


02223 
02585 


02225 

02609 


02209   02214   02215   02584 
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02215 
02530 


BLEEDING    TREATMENT 

02115      02118      02215      02477*    02584 
BLEEDING, COOLING   TREATMENT   OF 

020'38* 
BLEEDING, SURGICAL    TREATMENT   OF 

02066*    02077      02115      02199*    02209 

02350*    02373      02445      02471*    02478 
BLIND    LOOP-INCUCEO    SECONDARY    MALABSORPTION 

02179      02242 
BLOOD    COAGULATION 

02188*    02283      02322*    02353* 
BLOOD    COAGULATION     IN    CIRRHOSIS 

02487       02491 
BLOOO    COAGULATION    IN    LIVER    DISEASES 

02378 
BLOOD    GROUP    GENETIC    RELATIONSHIPS 

02100*   02196* 
BLOOO    GROUP    SECRETOR    STATUS 

01882*    01993 
BLOOD    GROUPS 

01882*    01993 
BRADYKININ 

01860*    02583 
B12    ABSORPTION, VITAMIN 

01847*    01852      02015*    02109      02247 


CAFFEINE 

01839* 
CALCIUM 

01931   02247   02310 
CALCIUM  ABSORPTION 

01840*  01876* 
CALCIUM  METABOLISM 

02327 
CANCER    CHEMOTHERAPY 

01933   02086   02268   02379 
CANCER  DIAGNOSIS 

02005*  02009*  02010*  02013*  02022* 

02100*  02101*  02135   02160   02162 

02366   02406   02607 
CANCER  DIAGNOSIS, ANGIOGRAPHY  IN 

02134   02366 
CANCER  DIAGNOSIS, BIOPSY  IN 

02249 
CANCER  DIAGNOSIS, RADIOLOGY  IN 

02366 
CANCER  EPIDEMIOLOGY 

02081   02100*  02196*  02274   02281 
CANCER  ETIOLOGY 

02067*  02100*  02229   02446 
CANCER  IN  CHILDREN 

02366   02402 


02592   02609 


02222 
02584 


02339 


02029* 
02274 


02030*  02032* 
02281   02314 


CANCER  PATHOLOGY 

02074   02075   02571 
CANCER  SURGERY 

02029*  02067*  02074 


02081   02082 


02092   02103*  02104*  02105*  02116 
02281   02308   02314   02365   02369 
CANCER  SURVIVAL  RATES 

02062*  02074   02081   02082   C2100* 
02314   02369   02498* 


02  083 
02268 
02498* 


02085  02086 
02269  02270 
02552* 


02160   02269   02270 


02100* 
02340* 


02281   02288 
CANCER  TREATMENT 

02062*  02074   02086   02092 

02274   02283   02308   02314 

02498* 
CANCER  TREATMENT, RADIATION  THERAPY  IN 

02288 
CANCER  TREATMENT, RADIOTHERAPY  IN 

02081   02082   02083   02085   02086 

02270   02583 
CANCER, ABDOMEN 

02032* 
CANCER. ANUS 

02280 
CANCER, BILIARY  TRACT 

02498* 
CANCER, DISEASES  ASSOCIATED  WITH 

02249   02369   02607 
CANCER, DUODENUM 

02314 
CANCER, ESOPHAGUS 

02029*  02062*  02067*  02074 

02085   02087   02092   02095 
CANCER, GASTROINTESTINAL 

02281       02551* 
CANCER, LARGE     INTESTINE 

02269   02270   02274 
CANCER, LIVER 

01823   01933   01934   01943   02009* 

02365       02366       02369       02379       02381 
CANCER, METABOLIC    CHANGES    IN 

02101* 
CANCER, METASTATIC 

02005*  02010*  02029*  02105*  02145* 

02269   02272   02278   02366   02583 


02105* 
02365 


02160   02184 
02369   02379 


02087   02184   02268 


02075   02081   02082   02083 


02281   02543* 


02177 
02402 


02152 

02610 


02340*  02360 
02406   02492 


02162   02177 


02248   02308   02314  02527 


02281   02288 


02229   02249   02289   02583 


02095 
02131 


CANCER, PANCREAS 

02005*  02008*  02178 
CANCER, RECTUM 

02268   02270   02278 
CANCER, SMALL  INTESTINE 

02145*  02158   02184 
CANCER, STOMACH 

01934   02005*  02013*  02022*  02029*  02090 

02101*  02103*  021O4*  02105*  02109   02116 

02135   02196*  02214   02610 
CARBOHYDRATE  ABSORPTION 

01839*  01848*  01865*  01989*  02024*  02235* 

02352*  02573 
CARBOHYDRATE  DIGESTION 

01839* 
CARBOHYDRATE  METABOLISM 

01918   01943   02005*  02304*  02570   02593 
CARBOHYDRATE  METABOL ISM.L IVER 

01817*  01921*  01924*  01925*  01927*  01928* 

01953   01977   01979   02191*  02342*  02346* 
CARBOHYDRATES 

01935 
CARCINOGENESIS! LIVER 

01823   01825   01926*  01930*  01943 

02422   02434   02436   02443   02446 
CARCINOGENESIS, SALIVARY  GLAND 

02571 
C ARC  I NOGENES IS , STONACH 

01934 
CARCINOGENS 

01934   01943   01945 
CARCINOID  SYNDROME 
SEE  ALSO   CARCINOIDS 
SEE  ALSO   SEROTONIN 

02524   02583 
CARCINOIDS 
SEE  ALSO   CARCINOID  SYNDROME 

02160 
CARCINOMA 

02160   02177   02178 

02280   02288   02360 
CARDIOSPASM 

SEE   ACHALASIA 
CARDIOVASCULAR  SYSTEM 
SEE  ALSO   PORTAL  HYPERTENSION 

01839*  02012*  02017*  02076 

02360   02409   02412   02435 


02101 
02133 


02238*  022S0 


01929* 
02390 


01939 
02451 


01945   01955   01978 


01955   01960   01982   02422   02434 


02220 
02406 


02268 
02527 


02269 
02571 


02265   02305 
02458*  02459* 


02274 
02610 


02318* 
02471* 


02278 


02344* 
02479 


02480   02485   02487   02543*  02559   02593 
CAROTENE  ABSORPTION 
SEE  ALSO   VITAMIN  A  ABSORPTION 
02025* 
CARRIER  STATE, SALMONELLOSIS 

02550* 
CATECHOLAMINE  METABOLISM 

01956 
CECUM 

02265 
CELIAC  DISEASE 

02235*  02237*  02239*  02240*  02246   02248   02617 
CELL  BIOCHEMISTRY 

01828 
CELL  MEMBRANE 

01855 
CELL  MORPHOLOGY 

01855 
CELL  PHYSIOLOGY 
01828   01855 
CELL  ULTRASTRUCTURE 

01855 
CENTRAL  NERVOUS  SYSTEM 

01857*  01861*  01881*  01902   02342*  02559 
CHEMICAL  COMPOSITION, LIVER 

01826 
CHEMICAL  COMPOSITION, SALIVARY  GLAND 

01824 
CHEMICAL  TOXINS 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

01905   02424   02427   02428   02431   02446   02448   02449 
CHEMOTHERAPY, CANCER 

01933   02086   02268 
CHILDREN, ABSORPTION  IN 

02027* 
CHILDREN, ANUS  IN 

02612 
CHILDREN, APPENDIX  IN 

02284 
CHILDREN, BILIARY  DISEASES  IN 
02500* 


TOXIC  EFFECTS  ON  BILIARY  TRACT 
TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 
TOXIC  EFFECTS  ON  LIVER 
TOXIC  EFFECTS  ON  PANCREAS 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 
02424   02427   02428   02431   02446 
NCER 

02379 


imsMTiXf. 


IN 


IN 


02384   02385 


IN 


HILORPNt BILIARY  TRACT  IN 

02043 
HILDREN, BLEEDING  IN 

02609 
HILOREN, CANCER  IN 

02366   02402 
HROREN.CHOLELITHIASIS 

02500* 
HILOREN, CIRRHOSIS  IN 

02479 
HILOREN, DIARRHEA  IN 
SEE  ALSO   CELIAC  DISEASE 

02248   02545*  02546*  02547*  02560 

02617 
HILOREN, DIGESTION  IN 

02573 
HILOREN, ENTEROCOLITIS  IN 

02267 
HILOREN, ESOPHAGUS  IN 

02063* 
HILOREN, GALLBLADDER  IN 

02028* 
HILOREN, GASTROENTERITIS  IN 

02238*  02579 
HILOREN, GASTROINTESTINAL  DISEASES  IN 

02564 
HILOREN, GASTROINTESTINAL  TRACT  IN 

02041   02044   02076   02547*  02561 

02574   02577   02578 
HILOREN, HEPATITIS  IN 

02459* 
HILOREN, HERNIA  IN 

02561 
HILOREN, JAUNDICE  IN 

02367 
HILOREN, LARGE  INTESTINE 

02277 
HILOREN, LIVER  IN 

01958   02357   02368 
HILOREN, MALABSORPTION  IN 

02238*  02243   02248   02560 
HILOREN,  PANCREAS  IN 

02305 
HILOREN, PARASITIC  DISEASES 

02608 
HILOREN, PEPTIC  ULCERS  IN 

02026* 
ULDREN, SHIGELLOSIS  IN 

02548* 
HILOREN, SMALL  INTESTINE  IN 

01865*  02142   02145*  02155 
HLDREN, STOMACH  IN 

02136   02142 
ULOREN, VIRAL  HEPATITIS  IN 

02453* 
«.ORIOE  SECRETION, PANCREAS 

01912* 
<OLANGIOGRAPHY 

02028*  02040   02347*  02497* 
<OLECYSTECTOMY 
lEE  ALSO   GALLBLADDER  SURGERY 

02111   02112   02513 

02529      02534 
10LECYSTITIS 

02012*  02030*  02047 

02523   02526   02529 
fOLECYSTOGRAPHY 

02383 
lOLEDOCHCLITHIASIS 

02504* 
iOLELITHIASIS 

02326*  02367   02509 

02550*  02599 
10LELITHIASIS  DIAGNOSIS 

02011*  02016* 
TOLELITHIASIS  EPIDEMIOLOGY 

02196* 
CLELIThlASIS  ETIOLOGY 

02196*  02197* 
iOLELITHIASIS  IN  CHILDREN 

02500* 
HOLELITHIASIS  SURGERY 

02339   02531 
lOLEL  ITHI  ASI  S  TREATMENT 

02499*  02506*  02507   02531 
(OLELITHIASIS, DISEASES  ASSOCIATED  WITH 

02302*  025C4*  02516   02528 
lOLERA 

02554* 
iOLERETIC  AGENTS 

01976   02420*  02506* 
10LESTASIS 

01938   02359   02380   02398   02413   02426 


02578   02579   02613 


02562   02572   02573 


02514   02515   02518   02523   02526 


02500*  02501*  02508   02515   02516 
02533   02534   02538 


02526   02535   02536   02537   02538 


CHOLESTEROL 
SEE  ALSO   LIVER  METABOLISM 

01985   02434   02526 
CHOLESTEROL  METABOLISM 

02235* 
CHOLESTEROL  METABOL ISM.L IVER 

01983   01985 
CHOLESTEROL  SYNTHESIS 

01983 
CHOLINERGIC  AGENTS 

01870   02113 
CHRONIC  HEPATITIS 

02014*  02019*  02341*  02344*  02387 

02441   02444   02455*  02456*  02460* 
CHRONIC  PANCREATITIS 

02303*  02317*  02319*  02330   02332 

02338   02499* 
CHYMOTRYPSIN  S ECRET ION, PANCREAS 

02058 
CIRCULATION  IN  CIRRHOSIS 

02553* 
CIRCULATION  IN  HEPATITIS 

02344*  02356 
CIRCULATION  IN  PANCREATITIS 

02323* 
CIRCULATIGN.ABOOMEN 

02032* 
CI RCULAT I CN, ESOPHAGUS 

02075 
C I RCULAT I CN, GASTROINTESTINAL 

02225   02572 
C I RCUL AT  I CN, GASTROINTESTINAL  TRACT 

02370 
CIRCULATION, LARGE  INTESTINE 

02064*  02282 
CIRCULATICN, LIVER 

01928*  01939   02010*  02012*  02066* 

02353*  02371   02373   02379   02384 

02401   02412   02424   02459*  02480 
CI RCUL AT  I CN, MESENTERY 

01835   02174   02572 
CI RCULAT I  ON, PANCREAS 

02318* 
CIRCULATICN, PORTAL 

01939   02373 
CI RCULAT ION, SHALL  INTESTINE 

01827   01835   01867*  02143* 
CIRCULATICN, STOMACH 

01821* 
CIRRHOSIS 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

01934 

02493 
CIRRHOSIS  DIAGNOSIS 


02394   02421*  02440 


02333   02334   02336 


02  34  8* 
02385 


02349*  02350* 
02390   02395 


ASCITES 

ESOPHAGUS    VARICES 
LIVER   COMA 
PORTAL    HYPERTENSION 
01940      02008*    02358      024U 


02438 
02045 


02001*  02004*  02010*  02012*  02030* 
CIRRHOSIS  ETIOLOGY 

02455*  02474*  02475*  02476*  02494 
CIRRHOSIS  IMMUNOLOGY 

02018*  02019* 
CIRRHOSIS  IN  CHILDREN 

02479 
CIRRHOSIS  PATHOLOGY 

02406   02478   02492   02495 
CIRRHOSIS  TREATMENT 

02341*  02363   02470*  02477*  02601 
CIRRHOSIS, ALCOHOL  IN 

02473*  02489 
CIRRHOSIS, ASCITES  IN 

01934   02382   02470*  02471*  02474*  02482   02495 
CIRRHOSIS, BILIARY 

02019*  02387   02426   02486 
CIRRHOSIS, BLOOD  COAGULATION  IN 

02487   02491 
CIRRHOSIS, CIRCULATION  IN 

02553* 
CIRRHOSIS, DISEASES  ASSOCIATED  WITH 

02003*  02025*  02066*  02097*  02350* 

02474*  02478   02479   02480   02487 
CIRRHOSIS, EXPERIMENTAL 

02475* 
CIRRHOSIS, IMMUNOLOGY  IN 

02476* 
CIRRHOSIS, METABOLIC  CHANGES  IN 

01976   02004*  02004*  02014*  02019* 

02387   02460*  02472*  02483   02484 

02553* 
COLITIS 
SEE  ALSO 
SEE  ALSO 

02294 


02444   02492 
02050   02406 


02360 
02491 


02236* 
02485 


02471*  02473* 


02342*  02382 
02486   02487 


ENTERITIS 
REGIONAL  ENTERITIS 


02356   02362   02363   02376   02378 


02314 
02509 
02531 


COLITIS  COMPLICATIONS, ULCERATIVE 

02297*  02300 
COLITIS  DIAGNOSIS, ULCERATIVE 

02046   02254*  02298*  02300 
COLITIS  EPIDEMIOLOGY, ULCERATIVE 

02297*  02298* 
CCLITIS  PATHOLOGY, ULCERATIVE 

02300   02301 
COLITIS  RADIOLOGY, ULCERATIVE 

02300 
COLITIS  SURGERY, ULCERATIVE 

02301 
COLITIS  TREATMENT, ULCERATIVE 

02300   02301 
COLITIS, CLINICAL  STUDIES  OF  ULCERATIVE 

02297* 
COLITIS, DISEASES  ASSOCIATED  WITH  ULCERATIVE 

02297*  02299 
COL  IT  IS,  GRANULOMATOUS 

SEE   CROHNS  DISEASE  OF  COLON 
COLITIS, ULCERATIVE 

02006* 
COLON, CROHNS  DISEASE  OF 

02279 
COLON, IRRITABLE 

02565 
COLOSTOMY 

02271   02296 
COMA, HEPATIC 

SEF   LIVER  COMA 
CCMA, LIVER 

02003*  02342*  02355 
02386   02432   02474*  02592 
COMMON  BILE  CUCT 

01862*  01914  01938 
02504*  02505*  02507 
02521  02524  02526 
02536  02537  02538 
CONGENITAL  ANOMALIES 
01831  02017*  02043 
02076  02079  02080 
02181  02243  02250 
02500*  02560  02561 
CONTRACEPTIVE  DRUGS  IN  LIVER  INJURIES 

02  430 
COOLING  TREATMENT  OF  BLEEDING 

02098* 
COPPER 

02436 
COPPER  ABSORPTION 

01842* 
COPPER  METABOLISM, LIVER 

01962   02368   02411 
CORTICOSTEROIDS 

01883*  02206   02213 
CRIGLER-NAJJAR  SYNDROME 

01940 
CROHNS  DISEASE 

02228   02229   02230 
CROHNS  DISEASE  OF  COLON 

02279 
CYSTIC  FIBROSIS 

SEE   MUCOVISCIDOSIS 
CYSTS, APPENDIX 

02285 
CYSTS, GALLBLADDER 

02519 
CYSTS, LARGE  INTESTINE 

02285 
CYSTS, LIVER 

02377   02383 
CYSTS, MESENTERY 

02145* 
CYSTS, PANCREAS 

02155   02309 
CYTOLOGY 
01855 


02497*  02498*  02499*  02503* 
02510   02511   02512   02517 
02532   02533   02534   02535 


02063* 

02  068 

02069 

02072 

02073 

02136 

02142 

02145* 

02155 

02168 

02357 

02359 

02367 

02374 

02458* 

02573 

02612 

02378   02439   02441 


02231   02232   02255*  02289 


02313   02527 


DIAPHRAGM 
CONTINUED 
SEE  ALSO   HIATUS  HERNIA 

02095 
DIAPHRAGM  HERNIA 

02068   02069   02072   02076 
DIARRHEA 

01848*  01858*  01865*  02146*  02193*  02233   02289   02548* 

02567   02606   02607 
DIARRHEA  IN  CHILDREN 
SEE  ALSO   CELIAC  DISEASE 

02248   02545*  02546*  02547*  02560   02578   02579   02613 

02617 
DIARRHEA  TREATMENT 

02565 
DIARRHEA, LEGAL  ASPECTS  OF 

02613 
DIETARY  DEFICIENCIES 

01957   02108   02223   02560 
DIETARY  DEFICIENCIES  IN  LIVER  INJURIES 

02473* 


DEFECATION 

02257      02263      02266      02271       0254O*    02582 
DEFICIENCIES, DIETARY 

01957      02108      02223      02560 
DEFICIENCY    ANEMIA, IRON 

02108 
DEFICIENCY.DISACCHARIDASE 

02244   02560 
DEGLUTITION 

02086 
DEHYDRATION 

02578 
DIABETES  MELLITUS  ,„^ 

01990   02097*  02127   02248   02334   02346*  02352*  02476* 
DIAPHRAGM 
SEE  ALSO   DIAPHRAGM  FERNIA 


DIETARY  FACTORS 

01895*  01909*  01914 
02203  02204  02211 
02560   02562   02576 

DIETETIC  THERAPY 

02118  02154  02210 
02364  02378  02385 
02577 

DIGESTION 
SEE  ALSO 
01996 


01935  01957 
02237*  02395 
02S82   02611 

02238*  02246 
02395   02567 


01994   01997 
02436   02475* 
02615 


02249 
02569 


02250 
02570 


02118 
02476* 


02337 
02576 


02221   02304*  02589 


BILE 
01998 
DIGESTION  IN  CHILDREN 

02573 
DIGEST  ION, CARBOHYDRATE 

01839* 
DIGESTION, LIPID 

01853 
DIGESTION. PROTEIN 

01906*  02023* 
DISACCHARIOASE  DEFICIENCY 

02244   02560 
OISACCHARIOASES. SMALL  INTESTINE 

01831   02238*  02243   02244 
DISEASE, BANTIS 

02050 
DISEASE, CELIAC  ^   , 

02235*  02237*  02239*  02240*  02246   02248   02617 
DISEASE, CROHNS 

02228   02229   02230   02231   02232   02255*  02289 
DISEASE, GILBERTS 

01940 
DISEASE, GLYCOGEN  STORAGE 

02384   02385 
DISEASE.HIRSCHSPRUNGS 

02287 
DISEASE, MHIPPLES 

02246 
DISEASE, WILSONS 
SEE  ALSO   HEPATOLENTICULAR  DEGENERATION 
01842* 
DISEASES  ASSOCIATED  WITH  BILIARY  TRACT 

02530 
DISEASES  ASSOCIATED  WITH  CANCER 

02249   02369   02607 
DISEASES  ASSOCIATED  WITH  CHOLELITHIASIS 

02302*  02504*  02516   02528 
DISEASES  ASSOCIATED  WITH  CIRRHOSIS 

02003*  02025*  02066*  02097*  02350*  02360 
02474*  02478   02479   02480   02487   02491 
DISEASES  ASSOCIATED  WITH  GALLBLADDER 

02455* 
DISEASES  ASSOCIATED  WITH  GASTROINTESTINAL  TRACT 

02594 
DISEASES  ASSOCIATED  WITH  HEPATITIS 

02097*  02437   02455* 
DISEASES  ASSOCIATED  WITH  JAUNDICE 

02308   02380 
DISEASES  ASSOCIATED  WITH  LIVER 

02403   02493   02495 
DISEASES  ASSOCIATED  WITH  MALABSORPTION 

01841*  02236*  02242   02595 
DISEASES  ASSOCIATED  WITH  PANCREATITIS 

02310   02327   02328 
DISEASES  ASSOCIATED  WITH  PARASITIC  DISEASES 

02586 
DISEASES  ASSOCIATED  WITH  PEPTIC  ULCERS 

02191*  02511 
DISEASES  ASSOCIATED  WITH  PORTAL  HYPERTENSION 

02066*  02482 
DISEASES  ASSOCIATED  WITH  STOMACH 

02127   02343* 
DISEASES  ASSOCIATED  WITH  ULCERATIVE  COLITIS 
02297*  02299 


02471*  02473* 


DISEASES  ASSOCIATED  WITH  VIRAL  HEPATITIS 

DISEASES  IN  CHILDREN, BILIARY 

02500* 
DISEASES  IN  CHILDREN, GASTROINTESTINAL 

0256^^ 
DISEASES  IN  CHILDREN, PARASITIC 

02608 
DISORDERS, STOMACH  SECRETION 

01883*  02015*  0208^   021C0*  02117   02189*  02201   02343* 
DIURETICS 

02382   02470* 
) IV  ERTICUL  A,  ESOPHAGUS 

02091 
IIVERTICULA, LARGE  INTESTINE 

02250*  02261 
)IVERTICULA, SMALL  INTESTINE 

02157  02172   02173 
)IVERTICULA, STOMACH 

02121 
)IVERTICULITIS 

02514   02596 
IIVERTICULITIS  DIAGNOSIS 

02262 
IIVERTICULITIS  TREATMENT 

02172   02262 
IIVERTICULITIS, LARGE  INTESTINE 

02261   02262 
IIVERTICULITIS, SMALL  INTESTINE 

02157 
IIVERTICULUM,MECKELS 

02158  02164   02172   02173   02181 
IRUG  ABSORPTION 

02382 
IRUG  EFFECTS  ON  ABSORPTION 

01849* 
IRUG  EFFECTS  ON  BILIARY  TRACT 

01862*  02506*  02536 
iRUG  EFFECTS  ON  GASTROINTESTINAL  TRACT 

01984   02020*  02235*  02543*  02604 
IRUG  EFFECTS  ON  LIVER 

01926*  01930*  01940   01944   01951   01970   01971   01972 

01975  01976   01985   02346*  02368   02370   02389   02415* 
02420*  C2429   02439   02451   02502* 

IRUG  EFFECTS  ON  MOTILITY 

01820*  01862*  01868*  01869*  02205   02506* 
IRUG  EFFECTS  ON  PANCREAS 

01907*  01911*  01913*  02304* 
RUG  EFFECTS  ON  SMALL  INTESTINE 

01822*  01849*  01864*  01913*  02228   02554* 
IRUG  EFFECTS  ON  STOMACH 

01820*  01821*  01868*  01869*  01870   01900   02106*  02113 
IRUG  EFFECTS  ON  STOMACH  SECRETION 

01883*  01888*  01892*  G19C3   02051   02117   02542*  02604 

02605 
iRUG  METABOLISM 

01891* 
IRUG  METABOLISM, LIVER 

01940   01941   01960   U1961   01970   01972   01975   01976 

02037   02382   02415*  02483 
RUG  TREATMENT  OF  BILIARY  TRACT 

02501*  02526   02536 
RUG  TREATMENT  OF  GASTROINTESTINAL  TRACT 

01976  02253*  02264   02548*  02558   02567   02577   02580 
02581   02589   02606 

RUG  TREATMENT  OF  LIVER 

01971   02052   02355   02363   02364   02396   02433   02496 
RUG  TREATMENT  OF  PANCREAS 

02320*  02325* 
iRUG  TREATMENT  OF  ULCERS 

02205 


RUG-INCUCED   LIVER    INJURIES 

02419*    02420*    02422      02444      02494 
RUG-INCUCED   ULCERS 

02213 
RUGS     IN    LIVER     INJURIES, CONTRACEPTIVE 

02430 
UCTS, PANCREAS 

01914      02507 
UMPING    SYNDROME, GASTRECTOMY- INDUCED 

02102*    02104*    02138 
UODENITIS 

02144* 
UOOENUM 

01859*  01880* 
UOOENUM  CANCER 

02314 
UODENUM  DEVELOPMENT 

02155 
UODENUM  DIAGNOSIS 

02332   02516 


DUODENUM  DISEASES 

02176 
DUODENUM  FISTULAS 

01919   02169   02177   02208   02528 
DUODENUM  HISTOLOGY 

01814*  01815* 
DUODENUM  KUCOSA 

01814*  02147*  02159   02178   02605 
DUODENUM  CBSTRUCTION 

02178   02528 
DUODENUM  RADIOLOGY 

02026*  02332   02516 
DUODENUM  SECRETION 

01863* 
DUODENUM  SURGERY 

02138   02159   02169   02176   02183   02201   02208   02220 

02222   02224   02307   02339   02507   02527 
DUODENUM  ULCERS 

01882*  01899   02026*  02031*  02047   02090   02109   02189* 

02190*  02192*  02193*  02195*  02198*  02199*  02200*  02201 

02202   02214   02219   02220   02221   02222   02224   02225 

02511   02599 
DYE  STUDY  TECHNIQUES 
SEE   MARKER  STUDIES 
DYSENTERY 

SEE   AMEBIASIS 
DYSENTERY  TREATMENT 

02548* 
DYSPEPSIA 

02216   02343* 
DYSPHAGIA 

02061* 
DYSPHAGIA, ESOPHAGUS 

02067*  02070   02212 
DYSTROPHY 

01900 

ECHOGRAPHY 

02029* 
EDEMA 

02125   02212 
ELECTROLYTE  ABSORPTION 

01865*  02255* 
ELECTROLYTE  METABOLISM 

01840*  02130   02154   02247   02310   02328   02388   02470* 

02578   02592   02594 
ELECTROLYTE  METABOL ISH,L IVER 

01931   02425 
ELECTROLYTE  SECRET  ION, PANCREAS 

01907* 
ELECTROLYTE  SECRET  ION, STOMACH 

01868*  01883*  01896* 
ELECTROLYTES 

01874   01912* 
ELECTROPHORESIS 

01825   01874   01932   02004*  02045   02392 
ELECTROPHYSIOLOGY 

01859*  01866*  01872   01878*  01898*  01912*  02035*  02104* 
EMBRYOLOGY 

01817* 
EMESIS 

SEE   VOMITING 
ENCEPHALOPATHY, HEPATIC 

02003*  02342*  02355   02362   02592 
ENDOMETRIOSIS 

02257   02596 
ENDOSCOPY  IN  BLEEDING  DIAGNOSIS 

02002* 
ENDOSCOPY, ESOPHAGUS 

02002*  02071   02084 
ENDOSCOPY, SMALL  INTESTINE 

02026* 
ENDOSCOPY, STOMACH 

01870   02002*  02026*  02044 
ENTERITIS 
SEE  ALSO   COLITIS 

02161   02174 
ENTERITIS  PATHOLOGY 

02543* 
ENTERITIS, REGIONAL 

02006*  02148*  02174   02228   02232 
ENTEROCOLITIS 
SEE   COLITIS 
ENTEROCOLITIS  DIAGNOSIS 

02587 
ENTEROCOLITIS  ETIOLOGY 

02231   02259   02267   02543*  02587 
ENTEROCOLITIS  IN  CHILDREN 

02267 
ENTEROCOLITIS  NECROTICANS 

02543* 
ENTEROCOLITIS  PATHOLOGY 

02259   02267   02587 


2t"  ' 


ENTEROCOLITIS  TREATMENT 

02230   02259   02267   02294   025'f3*  02580 
ENTEROCOLITIS, PSEUDOMEMBRANOUS 

02259   02267 
ENTEROPATHY, PROTEIN-LOSING 

02006*  02545*  02546* 
ENZYME  SECRETION, PANCREAS 

0190R*  02472* 
ENZYME  TREATMENT  OF  GASTROINTESTINAL  DISEASES 

02611 
ENZYME  TREATMENT  OF  GASTROINTESTINAL  TRACT 

02117   02304*  02337   02472* 
ENZYMES 
SEE   AMYLASE 
SEE   PANCREAS  SECRETION 
SEE   STOMACH  SECRETION 
ENZYMES  TREATMENT  OF  GASTROINTESTINAL  TRACT 

02334 
ENZYMES, LARGE  INTESTINE 

02254* 
ENZYMES, LIVER  „,„,, 

01817*  01923*  01924*  01927*  01930*  01932 
01937  01940  01941  01942  01943  01944 
01947  01948  01949  01950  01951  01952 
01958  01960  01962  01965  01969  01970 
01980  02037  02322*  02377  02424  02427 
ENZYMES, LIVER  SERUM 
SEE  ALSO   ALKALINE  PHOSPHATASE 

LIVER  DISEASE  DIAGNOSIS 
01961   01967   02008*  02012*  02018* 
02191*  02341*  02350*  02388   02389 
02454*  02461   G25C0*  02556 


01933 
01945 
01953 
01973 
02486 


01935 
01946 
01955 
01978 
02492 


SEP  ALSO 
01937 
02056 
02441 


01843*  01987*  01989*  02147*  02235* 


01893*  02214 


02212 


ACHALASIA 
HERNIA 
HIATUS  HERNIA 


ENZYMES, PANCREAS 

01816*  01906*  01907*  C19C9*  01910*  01914 
01986*  C1990   01991   01992   01996   01998 
02057   02058   02059   02060   02246   02304* 
02321*  02328   02329   02334   02337   02338 
ENZYMES, RECTUM 

02254* 
ENZYMES, SALIVARY  GLAND 

01999 
ENZYMES, SERUM 

02022* 
ENZYMES, SMALL  INTESTINE 
01822*  01830   01831 
02237* 
ENZYMES, STOMACH 
01819*  01837 
EPILEPSY 
02158 
EPINEPHRINE 

01990 
ESCHERICHIA  COL 

02505* 
ESOPHAGITIS 

02061*  02084 
ESOPHAGITIS  PROPHYLAXIS 

02124 

ESOPHAGUS 

SEE  ALSO 

5.EE  ALSO 

SEE  ALSO 

02089 

ESOPHAGUS  ANOMALIES 

02063*  02073   02076   02080   02093   02096 
ESOPHAGUS  CANCER 

02029*  02062*  02067*  02074 
02085   02087   02092   02095 
ESOPHAGUS  CIRCULATION 

02075 
ESOPHAGUS  DIAGNOSIS 
02002*  02007*  02071 
02093   02096 
ESOPHAGUS  DIVERTICULA 

02091 
ESOPHAGUS  DYSPHAGIA 

02067*  02070   02212 
ESOPHAGUS  ENDOSCOPY 

02002*  02071   020S4 
ESOPHAGUS  FISTULAS 

02063*  02086   02091 
ESOPHAGUS  IN  CHILDREN 

02063* 
ESOPHAGUS  INJURIES 

02067* 
ESOPHAGUS  MORPHOLOGY 

02075   02079   02093 
ESOPHAGUS  MOTILITY 

02065*  02070 
ESOPHAGUS  MUCOSA 

02007*  02093 

ESOPHAGUS  NEOPLASMS 

02086   02551* 


02030* 
02418* 


01916 
02  005* 
02318* 


02042 
02439 


01919 
02047 
02320* 


02C75   02081   02082   02083 


02073   02088   02089   02090   02091 


02088   02089   02093   02094   02096 


ESOPHAGUS  NEOPLASMS, MALIGNANT 

02062*  02092 
ESOPHAGUS  PERFORATION 

02078 
ESOPHAGUS  PROSTHESIS 

02086 
ESOPHAGUS  RADIOLOGY 

02002*  02007*  02087 
ESOPHAGUS  REFLUX 

02064*  02124   02212 
ESOPHAGUS  RUPTURE 

02088 
ESOPHAGUS  SPASMS 

02094   02212 
ESOPHAGUS  SPHINCTER 

02065*  02073   02075 
ESOPHAGUS  STRICTURE 

02067*  02073   02079   02084   02212 
ESOPHAGUS  SURGERY 

02061*  02062*  02063*  02064*  02067*  02070 
02074   02076   02077   02078   02079   02080 
02088   02089   02092   02094   02095   02096 
ESOPHAGUS  TRAUMA 

02064*  02078   02088   02089   02212 
ESOPHAGUS  TREATMENT 

02084   02094 
ESOPHAGUS  ULCERS 

02225 
ESOPHAGUS  VARICES 

02003*  02066*  02077 
ESOPHAGUS, FOREIGN  BODIES  IN 

02071 
ETHIONINE  IN  LIVER  INJURIES 

02431 
EXCRETION, LIVER  AMMONIA 

01973   02001*  02003*  02355 
EXPERIMENTAL  CIRRHOSIS 

02475* 
EXPERIMENTAL  PANCREATITIS 

02321*  02322*  02323* 
EXPERIMENTAL  SURGICAL  TECHNIQUES 

02371   02541*  02552* 
EXPERIMENTAL  ULCERS 

02187*  02200*  02213 
EXTRACTS, LIVER 

01825   01932   02601 

FAMILIAL  DISEASES 

01940   02250   02347*  02351*  02368   02398 
FAT  METABOLISM 

02304* 
FATS 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
02042 


02071  02073 
02084  02086 
02112   02373 


02373   02471*  02477*  02478   02585 


02502* 


DIGESTION 
LIPID  ABSORPTION 
LIVER  LIPID  METABOLISM 
MALABSORPTION 
02472* 


FATTY  AGIO  ABSORPTION 

01851   01853   01990 
FATTY  ACID  METABOLISM 

01922* 
?ATTY  ACID  SYNTHESIS 

01968 
FATTY  LIVER 

01921*  01925*  01972 
02417*  02431   02435 
FECES 

02545*  02546* 
FIBROSIS 
02357 
FIBROSIS, CYSTIC 

SEE   MUCOVISCIDOSIS 
FISTULAS, ANUS 

02260 
FISTULAS, BILIARY  TRACT 
02509   02511   02514 
FISTULAS, DUODENUM 

01919   02169   02177 
FISTULAS, ESOPHAGUS 

02063*  02086   02091 
FISTULAS, GALLBLADDER 

02523   02528 
FISTULAS, LARGE  INTESTINE 

02177   02262 
FISTULAS, LIVER 

02091   02480 
FISTULAS, PANCREAS 

02309 
FISTULAS, RECTUM 

02260 
FISTULAS, SMALL  INTESTINE 

02159   02173   02511 
FOLIC  ACID 

02108   02358 


02027*  02154   02236*  02416* 


02042   02097*  02346*  02364 
02475*  02493 


02416* 


02208   02528 


FOREIGN  BODIES  IN  ESOPHAGUS 

02071 
FREEZING  TREATMENT  OF  PEPTIC  ULCERS 

02098* 

GALACTOSE  ABSORPTION 

02573 
GALLBLADDER 
SEE   CHOLECYSTITIS 
SEE   CHOLELITHIASIS 
GALLBLADDER  ANOMALIES 

02508   02518 
GALLBLADDER  BIOCHEMISTRY 

02526 
GALLBLADDER  CYSTS 

02519 
GALLBLADDER  DIAGNOSIS 

02016*  02383   02534 
GALLBLADDER  DISEASE  DIAGNOSIS 

02515 
GALLBLADDER  DISEASES 

02513   02519 
GALLBLADDER  FISTULAS 

02523   02528 
GALLBLADDER  IN  CHILDREN 

02028* 
GALLBLADDER  MORPHOLOGY 

02028*  02508 
GALLBLADDER  MOTILITY 

02028*  02506* 
GALLBLADDER  NEOPL ASMSt BENIGN 

02525 
GALLBLADDER  OBSTRUCTION 

02016* 
GALLBLADDER  PATHOLOGY 

02515 
GALLBLADDER  PERFORATION 

02528 
GALLBLADDER  RADIOLOGY 
SEE  ALSO   GALLBLADDER  DISEASE  DIAGNOSIS 

02016*  023A7* 
GALLBLADDER  SURGERY 

02513   0251A   02515   02518   02523   02525   02526   02527 

02528   02533   0253^1 
GALLBLADDER  VOLVULUS 

02518 
GALLBLADDER, DISEASES  ASSOCIATED  WITH 

02A55* 
GALLBLADDER, NERVOUS  CONTROL  OF 

02513 
GANGRENE 

025*3* 
GAS 

01995 
GASTRECTOMY 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   MALIGNANT  STOMACH  NEOPLASMS 

02107*  02119   02123   02139   02183   02186*  02201   0221* 

02217   02219   02221   02222   02224   02604 
GASTRECTOMY  COMPLICATION  TREATMENT 

02102*  02116   02208 
GASTRECTOMY  COMPLICATIONS 

02108   02111   02124   02138   02139   02147*  02148*  02182 

02188*  02194*  02208   02214   02224   02328 
GASTRECTOMY  TECHNIQUES 

02103*  02138   02190*  02584 
G4STRECT0MY-INDUCE0  ANEMIA 

02015*  02108 
GASTRECTOMY-INDUCED  DUMPING  SYNDROME 

02102*  02104*  02138 
GASTRECTOMY-INDUCED  MALABSORPTION 

02025*  02102*  02125   02146* 
GASTRECTOMY-INDUCED  METABOLIC  CHANGES 

02125 


GASTRECTOMY-INDUCED  RECURRENT  ULCERS 

02111 
GASTRECTOMY, CLINICAL  RESULTS  OF 

01886* 
GASTRIC  ANALYSIS  IN  STOMACH  DIAGNOSIS 

01904 
GASTRIC  ANALYSIS  TECHNIQUES 
SEE  ALSO   HEIDENHAIN  POUCH  STUDIES 

01899   02051   02055 
GASTRIN 

01869*  01875*  01877*  01879*  01886*  01890*  01901   02214 
GASTRITIS 

021C9   02203   02213   02567 
GASTRITIS  DIAGNOSIS 

02031* 
GASTRITIS  ETIOLOGY 

02097* 


02044   02178   02547*  02549* 


GASTRITIS  TREATMENT 

02118   02205 
GASTRITIS, ATROPHIC 

01884*  02122 
GASTROOUODENITIS 

02098* 
GASTROENTERITIS 
SEE   COLITIS 
SEE   ENTERITIS 
GASTROENTERITIS  IN  CHILDREN 

02238*  02579 
GASTROENTERITIS  TREATMENT 

02580 
GASTROENTEROSTOMY 

02102*  02111   02124   02192*  02194*  02197*  02212   02214 

02217 
GASTROINTESTINAL  ANGIOGRAPHY 

02017*  02048 
GASTROINTESTINAL  ANOMALIES 

02181   02549* 
GASTROINTESTINAL  BIOCHEMISTRY 

01815* 
GASTROINTESTINAL    CANCER 

02281      02551* 
GASTROINTESTINAL    CIRCULATION 

02225   02572 
GASTROINTESTINAL  DIAGNOSIS 

01858*  02006*  02017*  02041 

02573  02576   02588   02606 
GASTROINTESTINAL  DISEASE  EPIDEMIOLOGY 

02196* 
GASTROINTESTINAL  DISEASE  ETIOLOGY 

02161   02174   02566   02568 
GASTROINTESTINAL  DISEASES 

02180   02264   02567   02577   02579   02604 
GASTROINTESTINAL  DISEASES  IN  CHILDREN 

02564 
GASTROINTESTINAL  DISEASES, ENZYME  TREATMENT  OF 

02611 
GASTROINTESTINAL  HISTOLOGY 

02544* 
GASTROINTESTINAL  IMMUNOLOGY 

02237* 
GASTROINTESTINAL  INJURIES 

02549* 
GASTROINTESTINAL  METABOLISM 

02562 
GASTROINTESTINAL  MICROORGANISMS 

01993   02505*  02543*  02547*  02613 
GASTROINTESTINAL  MOTILITY 

01839*  01867*  01871   02547* 
GASTROINTESTINAL  MUCOSA 

01815*  01994   02006*  02180   02544*  02585 
GASTROINTESTINAL  NEOPLASMS, BENIGN 

02551* 
GASTROINTESTINAL  NEOPLASMS, MAL IGNANT 

02010* 
GASTROINTESTINAL  OBSTRUCTION 

02041   02178   02182   02561   02578 
GASTROINTESTINAL  PATHOLOGY 

02547*  02585 
GASTROINTESTINAL  PERFORATION 

02549* 
GASTROINTESTINAL  POLYPS 

02180   02551* 
GASTROINTESTINAL  RADIOLOGY 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 

01858*  02017*  02044   02178   02576   02595 
GASTROINTESTINAL  SURGERY 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 

02178   02181   02543*  02551*  02552*  C2600 
GASTROINTESTINAL  TRACT  CIRCULATION 

02370 
GASTROINTESTINAL  TRACT  DIAGNOSIS 

02127 
GASTROINTESTINAL  TRACT  DISEASE  EPIDEMIOLOGY 

02613 
GASTROINTESTINAL  TRACT 

02041   02044   02076 

02574  02577   02578 
GASTROINTESTINAL  TRACT  MORPHOLOGY 

01834 
GASTROINTESTINAL  TRACT, AGE  EFFECTS  ON 

02589 
GASTROINTESTINAL  TRACT, DISEASES  ASSOCIATED  WITH 

02594 
GASTROINTESTINAL  TRACT, DRUG  EFFECTS  ON 

01984   02020*  02235*  02543*  02604 
GASTROINTESTINAL  TRACT, DRUG  TREATMENT  OF 

01976   02253*  02264   02548*  02558   02567   02577   02580 

02581   02589   02606 
GASTROINTESTINAL  TRACT, ENZYME  TREATMENT  OF 

02117   02304*  02337   02472* 


IN    CtHILDREN 
02  547*    02561 


02562      02572      02573 


•a  :c  -■ 


!;r 


GASTROINTESTINAL  TRAC T .ENZYMES  TREATMENT  OF 

02334 
GASTROINTESTINAL  TRACT , HORMONAL  TREATMENT  OF 

02448 
GASTROINTESTINAL  TRACT .NERVOUS  CONTROL  OF 

02197*  02231   02568 
GASTROINTESTINAL  TRACT. TOXIC  EFFECTS  UN 

02223 
GASTROINTESTINAL  TREATMENT 
SEE  ALSO   GASTROINTESTINAL  SURGERY 

01976   02253*  02264   02558   02560   02562   02563   02564 

02566   02567   02577   02581   02589   02592   02606   02611 

02617 
GASTROINTESTINAL  UL TRASTRUC TURE 

01815* 
GASTROINTESTINAL  VOLVULUS 

02572 
GASTROINTESTINAL  WATER  METABOLISM 

01939   02130   02592   02594 
GASTROSCOPy 

SEE   STOMACH  ENDOSCOPY 
GASTROSTOMY 

01919   02137 
GENETIC  RELATIONSHIPS 
SEE  ALSO   FAMILIAL  DISEASES 

01961   01993   02241 
GENETIC  RELATIONSHIPS. BLOOD  GROUP 

02100*  02196* 
GILBERTS  DISEASE 

01940 
GLUCAGON 

01908*  01927* 
GLUCOSE 

01830   01850*  01928* 
GLUCOSE  ABSORPTION 

01849*  02024*  02235*  02352*  02378 
GLUCOSE  METABOLISM 

01965 
GLUCOSE  METABOLISM. LIVER 

01927* 
GLYCOCALYX 

01828 
GLYCOGEN  STORAGE  DISEASE 

02384   02385 
GLYCOGEN, LIVER 

01929*  01958 
GLYCOPROTEINS 

01992 
GRANULOMATOUS  COLITIS 
SEE   CROHNS  DISEASE  OF  COLON 

HEIOENHAIN  POUCH  STUDIES 

01875*  01877*  01879*  01887*  01890* 
HEMATOLOGY 

01959 
HEMOCHROMATOSIS 

02358   02405 
HEMOLYTIC  ANEMIA 

01940   02367   02437   02481 
HEMORRHAGE 

SEE   BLEEDING 
HEMORRHAGIC  PANCREATITIS 

02327   02329 
HEMORRHOIDS 

02256*  02276   02292 
HEPARIN 

01963 
HEPATECTQHY 
SEE  ALSO   LIVER  REGENERATION 

01930*  01936   01950   02369 
HEPATIC  COMA 

SEE   LIVER  COMA 
HEPATIC  ENCEPHALOPATHY 

02003*  02342*  02355   02362   02592 
HEPAT ITIS 

JAUNDICE 
LIVER  COMA 


02419*  02447   02556 


SEE  ALSO 
SEE  ALSO 

01940 
HEPATITIS 

02356 


COMPLICATIONS 
02426   02432 
HEPATITIS  COMPLICATIONS, VIRAL 

02452*  02476* 
HEPATITIS  DIAGNOSIS 

02000*  02004*  02010*  02030* 
HEPATITIS  DIAGNOSIS. VIRAL 

02461   02466   02467 
HEPATITIS  EPIDEMIOLOGY, VIRAL 

02461   02462   02463   02464 
HEPATITIS  ETIOLOGY 

02438   02455*  02457*  02464 
HEPATITIS  IMMUNOLOGY 

02018*  02019* 
HEPATITIS  IN  CHILDREN 

02459* 


02437   02438   02455*  02456*  02466 


02050   02050   02421*  02441 


HEPATITIS  IN  CHILDREN. VIRAL 

02453* 
HEPATITIS  PATHOLOGY 

02356   02426   02466 
HEPATITIS  PATHOLOGY, VIRAL 

02342*  02457*  02458* 
HEPATITIS  PROPHYLAXIS, VIRAL 

02461   02462   02463   02464   02467 
HEPATITIS  TREATMENT 

02341*  02356   02386   02389   02423   02439   02441 
HEPATITIS  TREATMENT, VIRAL 

02363   02468 
HEPATITIS, ACUTE 

02008*  02012*  02019*  02453*  02481 
HEPATITIS, ACUTE  VIRAL 

02356   02452*  02460*  02468 
HEPATITIS, AGE  FACTORS  IN 

02453*  02454*  02462 
HEPATITIS, BIOCHEMICAL  DIAGNOSIS  OF 

02438 
HEPATITIS. CHRONIC 

02014*  02019*  02341*  02344*  02387   02394   02421*  02440 
02441   02444   02455*  02456*  02460* 
HEPATITIS, CIRCULATION  IN 

02344*  02356 
HEPATITIS, CLINICAL  STUDIES  OF 

02454* 
HEPATITIS, DISEASES  ASSOCIATED  WITH 

02097*  02437   02455* 
HEPATITIS, DISEASES  ASSOCIATED  WITH  VIRAL 

02458* 
HEPATITIS. LUPOID 

02389   02439   02441 
HEPATITIS, METABOLIC  CHANGES  IN 

01922*  01976   02004*  02014*  02019*  02342*  02382   02387 
02452*  02453*  02460*  02485 
HEPATITIS, SERUM 

02455* 
HEPATITIS, TOXIC 

SEE   TOXIC  EFFECTS  ON  LIVER 
HEPATITIS, VIRAL 

02455*  02465   02466   02469 
HEPATOLENTICULAR  DEGENERATION 

02368   02411 
HEPATOMA 

01978   02443 
HEPATOMEGALY 

01958   02400 
HERNIA 
SEE  ALSO   DIAPHRAGM  HERNIA 
02588 
HERNIA  IN  CHILDREN 

02561 
HERNIA, DIAPHRAGM 

02068   02069 
HERNIA, HIATUS 

02076   02084 
HIATUS  HERNIA 

02076   02084 
HIRSCHSPRUNGS  DISEASE 

02287 
HISTAMINE 

01879*  01886*  01887*  01889* 
01896*  01899   02033*  02051 
02468   02485   02542* 
HISTOLOGY, DUODENUM 

01814*  01815* 
HISTOLOGY,  GASTROINTESTINAL 

02544* 
HISTOLOGY, ILEUM 

01815* 
HISTOLOGY, LARGE  INTESTINE 

01994   02165 

HISTOLOGY. LIVER 

01832   01833 


02072   02076 

02090   02093   02096   02112 

02090   02093   02096   02112 


01890*  01891* 
02189*  02211 


02119 
02119 


01892* 
02323* 


02599 
02599 


01895* 
02324* 


02250*  02286   02301 


01920*  01943  01982  01994  02042 
02341*  02343*  02360  02368  02374  02380  02389 
02406  02409  02415*  02423  02424  02426  02439 
02441   02451   02458*  02475*  02490   02492   02601 

HISTOLOGY, PANCREAS 

02187*  02302*  02303*  02317*  02321*  02325* 

HISTOLOGY. PEPTIC  ULCER 
02187* 

HISTOLOGY. RECTUM 

02053   02272   02595 

HISTOLOGY. SALIVARY  GLAND 
01824 

HISTOLOGY. SMALL  INTESTINE 

01814*  01994   02143*  02144*  02147*  02149*  02150* 
02160   02165   02233   02235*  02240*  02251   02554* 

HISTOLOGY. STOMACH 

01815*  01819*  01820*  01821*  01837   01884*  01893* 
02022*  02097*  02129   02187* 

HORMONAL  CONTROL  OF  LARGE  INTESTINE 
01860* 


02340* 

02398 

02440 


02151* 
01994 


m^ 


»jmy. 


HORMONAL  CONTROL  OF  LIVER 

01927*  0197'.   01975   C1979   02601 
HORMONAL  CONTROL  OF  PANCREAS 

01908*  01911*  01912* 
HORMONAL  CONTROL  OF  SMALL  INTESTINE 

01860* 
HORMONAL  CONTROL  OF  STOMACH 

01821*  01869* 
HORMONAL  CONTROL  OF  STOMACH  ACID  SECRETION 

01896* 
HORMONAL  CONTROL  OF  STOMACH  SECRETION 

01879*  01880*  01883*  01885*  01886*  C1887*  01889*  01890* 

01891*  01894*  01895*  01897*  01901   01904   02031*  02033* 

02055   025A2* 
HORMONAL  TREATMENT  OF  GASTROINTESTINAL  TRACT 

02'»A8 
HYPERCALCEMIA 

02559   02579 
HYPERCF^LORHYCRIA 

01883*  02201   023'i3* 
HYPERPLASIA 

02*22 
HYPERTENSION  ET lOLOGY , PORTAL 

02'i01 
HYPERTENSION  SURGERY, PORTAL 

02350* 
HYPERTENSION  TREATMENT , PORTAL 

02066*  02350*  02371   02373   02<t71*  02<t78   02487 
HYPERTHERMIA 

01893* 
HYPERTROPHY 

02575 
HYPERTROPHY, SALIVARY  GLANO 

02583 
HYPOCHLORHYDRIA 

01883*  02100*  02117 
HYPOGLYCEMIA 

02  384 
HYPOTHERMIA 
SEE  ALSO   COOLING  TREATMENT  OF  BLEEDING 

02429 

ICTERUS 

SEE   JAUNDICE 
ILEITIS, REGIONAL 

02229   02230   02231 
ILEOCECAL  VALVE 

02064* 
ILEUM 

01840*  01858*  01860*  02153   02165   02167   02173   02234 
02283   02289   02596 
ILEUM  HISTOLOGY 

01815* 
ILEUS 
SEE  ALSO   LARGE  INTESTINE  OBSTRUCTION 
SEE  ALSO   SMALL  INTESTINE  OBSTRUCTION 
02145*  02164   02178   02541* 
ILEUS, BILIARY 

02516 
IMMUNE  REACTIONS 

SEE   MICROORGANISMS 
IMMUNOGLOBULINS 

01988*  02018*  02019*  02045   02239*  02241   02387   02393 
02440   02456*  02484   02545*  02546* 
IMMUNOLOGY 

SEE   MICROORGANISMS 
IMMUNOLOGY  IN  CIRRHOSIS 

02476* 
IMMUNOLOGY, CIRRHOSIS 

02018*  02019* 
IMMUNOLOGY, GASTROINTESTINAL 

02237* 
IMMUNOLOGY.HEPATITIS 

02018*  02019* 
IMMUNOLOGY, LIVER 

01823   01832   02004*  02004*  02018*  02019*  02045   02340* 
02341*  02387   02392   02393   02394   02440   02441   02456* 
02484   02486 
IMMUNOLOGY, MALABSORPTION 

02239* 
IMMUNOLOGY, PANCREAS 

02317*  02318* 
IMMUNOLOGY, SMALL  INTESTINE 

01988*  02237* 
IMMUNOLOGY, STOMACH 
SEE  ALSO   INTRINSIC  FACTOR  ANTIBODY 
01884*  02109   02122 
IMMUNOLOGY, TYPHOID  FEVER 

02603 
IMMUNOSUPPRESSION 

02389   02439 
INFARCTION 
SEE  ALSO   CARDIOVASCULAR  SYSTEM 
02478   02572 


INFECTIONS, ABDOMEN 

SEE   PERITONITIS 
INFLAMMATION 

01871   02164   02401   02597 
INHIBITOR  SECRET  ION, PANCREAS  TRYPSIN 

01906* 
INJURIES, DRUG-INDUCED   LIVER 

02415* 
INSTRUMENTS 

02026*  02263   02557   02600 
INSULIN 

01899   01918   01979   01990   02127   02316   02352* 
INTESTINAL  ANOMAL I ES, SMALL 

02155 
INTESTINAL  RESECT  ION- 1 NDUCED  SECONDARY  MALABSORPTION 

02154 
INTOLERANCE, MILK 

02107*  02238*  02243   02244   02250   02559 
INTOLERANCE, SUGAR 

02250 
INTRINSIC  FACTOR 

01847*  02247 
INTRINSIC  FACTOR  ANTIBODY 

01884*  02109 
INTRINSIC  FACTOR, STOMACH 

01852   02015*  02109 
INTUSSUSCEPTION 

02156   02158   02277 
ION  TRANSPORT 

01828   01830   01840*  01844*  01846*  01855   01868*  01878* 

01896*  01898*  01931   02106*  02130   02388   02574   02578 
IRON  ABSORPTION 

01843*  01854   02405   02586 
IRON  DEFICIENCY  ANEMIA 

02108 
IRON  METABOLISM 

02191* 
IRON  METABOLISM, LIVER 

02000*  02391   02405 
IRON. SERUM 

02405 
IRRITABLE  COLON 

02565 
ISCHEMIA 

01937   01944   02143*  02282   02370   02478   02543*  02572 

JAUNDICE 

02340*  02413   02414   02481 
JAUNDICE  DIAGNOSIS 

02000*  02008*  02023*  02030*  02043   02050   02359   02380 

02413   02414 
JAUNDICE  ETIOLOGY 

02361   02380   02430 
JAUNDICE  IN  CHILDREN 

02367 
JAUNDICE  PATHOLOGY 

02361   02413   02493 
JAUNDICE  SYNDROMES 

01940   02347*  02398   02413   02414   02452*  02493 
JAUNDICE  TREATMENT 

02361 
JAUNDICE, DISEASES  ASSOCIATED  WITH 

02308   02380 
JAUNDICE, NEONATAL 

01940   02043   02359   02361   02452* 
JAUNDICE, OBSTRUCTIVE 

01940   02012*  02023*  02043   02236*  02367   02414 
JAUNDICE, SERUM  BILE  PIGMENTS  IN 

02361 
JEJUNUM 
SEE  ALSO   REGIONAL  ENTERITIS 

01840*  01841*  01859*  02156   02165   02168   02175   02183 

KIDNEY 

01935   02023*  02232   02247   02310   02328   02409   02436 

02482   02514   02549*  02559   02594 
KININS 
SEE  ALSO   BRAOYKININ 

01986* 
KLEBSIELLA 

02267 

LACTASE 

02243 
LACTOSE  ABSORPTION 

02243   02244   02250 
LARGE  INTESTINE 

SEE   CECUM 

SEE   COLITIS 

SEE   DIARRHEA 

SEE   ILEOCECAL  VALVE 

SEE   ILEUS 

SEE   INTUSSUSCEPTION 

SEE   SIGMOID 


V^i 


I 


02273   02277   02279   02287 


02250*  02286   02301 


LARGE  INTESTINE  ABSORPTION 

018'.0»  OiS'i'.*  018A9*  02255*  02275   02582 
LARGE  INTESTINE  ANGIOGRAPHY 

02265 
LARGE  INTESTINE  ANOMALIES 

02253*  02257   02295 
LARGE  INTESTINE  BIOPSY 

0225't* 
LARGE  INTESTINE  CANCER 

02269   02270   0227^1   02281   02543* 
LARGE  INTESTINE  CIRCULATION 

0206'.*  02282 
LARGE  INTESTINE  CYSTS 

02285 
LARGE  INTESTINE  DIAGNOSIS 

02036   02046   02250*  02265 
02295   02299 
LARGE  INTESTINE  DISEASE  EPIDEMIOLOGY 

02273 
LARGE  INTESTINE  DISEASE  ETIOLOGY 

02279 
LARGE  INTESTINE  DISEASES 

02282   02286   02290   02291   02294   02301 
LARGE  INTESTINE  DIVERTICULA 

02250*  02261 
LARGE  INTESTINE  DIVERTICULITIS 

02261   02262 
LARGE  INTESTINE  ENZYMES 

02254* 
LARGE  INTESTINE  FISTULAS 

02177   02262 
LARGE  INTESTINE  HISTOLOGY 

01994   02165 
LARGE  INTESTINE  IN  CHILDREN 

02277 
LARGE  INTESTINE  MICROORGANISMS 

02267   02362   02606 
LARGE  INTESTINE  MOTILITY 

01858*  01860*  01872   02064*  02264 
02582   02607 
LARGE  INTESTINE  MUCOSA 

02165   02254*  02255*  02259 
LARGE  INTESTINE  NEOPLASMS 

02551* 
LARGE  INTESTINE  NEOPLASMS,  BEN  IGN 

02250* 
LARGE  INTESTINE  NEOPLASMS, MAL IGNANT 

02250*  02274   02284 
LARGE  INTESTINE  OBSTRUCTION 

02257   02262   02615 
LARGE  INTESTINE  PATHOLOGY 

02046   02279   02290   02291   02301 
LARGE  INTESTINE  PERFORATION 

02262 
LARGE  INTESTINE  PERFUSION 

01844* 
LARGE  INTESTINE  POLYPS 
02273   02274   02610 
LARGE  INTESTINE  PROSTHESIS 

02271 
LARGE  INTESTINE  RADIOLOGY 

02046   02265   02277   02290 
LARGE  INTESTINE  SURGERY 

02165   02250*  02257   C2261 
02271   02273   02275   02284 
02301   02541* 
LARGE  INTESTINE  TRANSPLANTATION 

02064*  02165 
LARGE  INTESTINE  TREATMENT 

02256*  02261   02264   02294   02296 
LARGE  INTESTINE  ULCERS 

02226 
LARGE  INTESTINE  VOLVULUS 

02543* 
LARGE  INTESTINE, HORMONAL  CONTROL  OF 

01860* 
LARGE  INTESTINE, NERVOUS  CONTROL  OF 

01858*  02540* 
LARGE  INTESTINE, TOXIC  EFFECTS  ON 

02299   02544* 
LEAD 

02424 
LEGAL  ASPECTS  OF  DIARRHEA 

02613 
LEIOMYOMA 

02128   02525 
LEIOMYOSARCOMA 

02092   02134   02266   02314 
LIPASE 

01816* 
LIPASE  SECRETION, PANCREAS 

01991   02057   02058   02059   02060   02305 
LIPID  ABSORPTION 

01841*  01851   01852   01853   01985   01997 
02236*  02246   02364   02416*  02472* 


02275   02540*  02541* 
02279   02286   02301 


02299 


02262 
02285 


02265 
02291 


02269   02270 
02295   02296 


02362   02565   02582 


02310 
02027*  02154 


01997   02304* 


LIPID  DIGESTION 

01853 
LIPID  METABOLISM 

01853   01985   01990 
LIPID  METABOLISM, LIVER 

01836   01922*  01928*  01968   01969 
02042   02346*  02364   02395   02416* 
02460*  02481 
LIPOMA 

02158 
LIVER 
SEE   AMEBIASIS 
SEE   BILE 

SEE   BLOCO  COAGULATION 
SEE   CHOLESTASIS 
SEE   CIRRHOSIS 
SEE   FOLIC  ACID 
SEE   GLYCOGEN  STORAGE  DISEASE 
SEE   HEPATITIS 
SEE   PORPHYRIA 
SEE   SULFOBROMOPHTHALEIN 
SEE   VITAMINS 
LIVER  ABSCESSES 

02052   02091   02354   02372   02433 
LIVER  AMMONIA  EXCRETION 

01973   02001*  02003*  02355   02502* 
LIVER  ANGIOGRAPHY 

02009*  02010*  02049   02349*  02350* 
LIVER  ANOMALIES 
02349*  02412 
LIVER  BIOCHEMISTRY 

01823   01826   01836   01922*  01923* 
01927*  01928*  01929*  01930*  01932 
01944   01945   01946   01947   01948 
01954 
01964 
019  74 
02037 
02427 


01972   01977   01985 
02428   02429   02431 


02442   02450 


01924*  01925*  01926* 

01933   01935   01937 

01950 


01953 
01962 
01973 
01982 


01955 
01965 
01975 
02042 
02443 


01956 
01966 
01977 
02376 
02449 


01943 
02379 


02009* 
02381 


01952 

01960 

01970 

01981 

02419*  02424 
LIVER  BIOPSY 

01826   02009*  02360 
LIVER  CANCER 

01823   01933   01934 

02365   02366   02369 
LIVER  CARBOHYDRATE  METABOLISM 

01817*  01921*  01924*  01925*  01927* 

01953   01977   01979   02191*  02342* 
LIVER  CARCINOGENESIS 

01823   01825   01926*  01930*  01943 

02422   02434   02436   02443   02446 
LIVER  CHEMICAL  COMPOSITION 

01826 
LIVER  CHOLESTEROL  METABOLISM 

01983   019B5 
LIVER  CIRCULATION 

01928*  01939   02010*  02012*  02066* 

02353*  02371   02373   02379   02384 

02401   02412   02424   02459*  02480 
LIVER  COMA 

02003*  02342*  02355   02356   02362 

02386   02432   02474*  02592 
LIVER  COPPER  METABOLISM 

01962   02368   02411 
LIVER  CYSTS 

02377   02383 
LIVER  DEVELOPMENT 

01817*  01923*  01942 

02349* 
LIVER  DIAGNOSIS 

01832   02000*  02001*  02008*  02009* 

02019*  02023*  02030*  02034*  02038 

02052   02056   02354   02366   02377 

02401   02406   02408   02411   02421* 
LIVER  DISEASE  COMPLICATIONS 

02482 
LIVER  DISEASE  DIAGNOSIS 
SEE  ALSO   LIVER  FUNCTION  TESTS 
02375   02408 
LIVER  DISEASE  EPIDEMIOLOGY 

02383 
LIVER  DISEASE  ETIOLOGY 
01921*  01925*  02372 
LIVER  DISEASE  TREATMENT 
02052   02346*  02355 
02384   02385   02389 
02592 
LIVER  DISEASES 
02034*  02251 
02421*  02442 


01949 

01957 

01967 

01978   01979 

02381   02406 

02460*  02492 


01951 
01958  01959 
01968   01969 


01980 
02418* 


02366   02380   02405   02466   02494 


02177   02340*  02360 
02402   02406   02492 

01928*  01929*  01939 
02346*  02390   02451 

01945   01955   01978 


02348*  02349*  02350* 
02385   02390   02396 


02363   02376   02378 


01950   01959   01967   01968   01969 


02010*  02014*  02018* 
02045   02049   02050 
02383   02399   02400 
02430   02449   02461 


02383   02393   02394   02440   02478 


02358   02363 
02417*  02432 


02368   02373   02375 
02448   02496   02583 


02352*  02357   02376 
02450   02469   02480 
LIVER  DISEASES, BIOCHEMICAL  DIAGNOSIS 

02001*  02012*  02038   02393 
LIVER  DISEASES, BLOOD  COAGULATION  IN 
02378 


02377   02400   02401 
02492   02  586 
OF 


^!i^PSy. 


01962 
02322* 

02601 


LIVER    DISEASFSiMETABOLlC 

02056      02387      02391 
LIVER    DRUG    METABOLISM 

019*0       01941       01960 

02037      02382      02415* 
LIVER    ELECTROLYTE    METABO 

01931       02425 
LIVER    ENZYMES 

01817*    01923*    01924* 

01937      01940      01941 

01947       01948 

01958       C1960 

01980   02037 
LIVER  EXTRACTS 

01825   01932 
LIVER  FISTULAS 

02091   02480 
LIVER  FUNCTION  TESTS 

02000*  02004*  02014* 

02050   02341*  02343* 

02354   02391   02406 

02438   0244  1   02454* 
LIVER  GLUCOSE  METABOLISM 

01927* 
LIVER  GLYCOGEN 

01929*  01958 
LIVER  HISTOLOGY 

01832   01833 

02341*  02343* 

02406   02409 

02441   02451 
LIVER  IMMUNOLOGY 

01823   01832 

02341*  02387 

02484   02486 
LIVER  IN  CHILDREN 

01958   02357   02368 


CHANGE 
02395 

01961 
02483 
LISM 


01970   01972   01975   01976 


01927* 

01942 

01950 

01965 

02377 


02018* 
02345* 
02409 
02466 


0193  0* 

01943 

01951 

01969 

02424 


02023* 
02347* 
02411 
02475* 


01932 
01944 
01952 
01970 
02427 


01933 
01945 
01953 
01973 
02486 


01935 
01946 
01955 
01978 
02492 


01920* 

01943 

01982 

02360 

02368 

02374 

02415* 

02423 

02424 

02458* 

02475* 

02490 

02004* 

O2004* 

02018* 

02392 

02393 

02394 

02038   02042   02043 
02348*  02350*  02351* 
02421*  02423   02430 
02502*  02556 


01994   02042  02340* 

02380   02389  02398 

02426   02439  02440 
02492   02601 

02019*  02045  02340* 

02440   02441  02456* 


02384   02385 


02447   02549*  02555   02601 


IN 


01968 
02395 


02494 


01969   01972 
02416*  02428 


01977 
02429 


01985 
02431 


LIVER  INJURIES 

01937   02370   02418*  02445 
LIVER  INJURIES, ANESTHETICS  IN 

02438   02451 
LIVER  INJURIES, ANTIBIOTICS  IN 

02363   02378   02386 
LIVER  INJURIES, CONTRACEPTIVE  DRUGS 

02430 
LIVER  INJURIES, DIETARY  DEFICIENCIES  IN 

02473* 
LIVER  INJURIES. ORUG-INCUCED 

02419*  02420*  02422   02444 
LIVER  INJURIES, ETHIONINE  IN 

02431 
LIVER  IRON  METABOLISM 

02000*  02391   02405 
LIVER  LIPID  METABOLISM 

01836   01922*  01928* 

02042   02346*  02364 

02460*  02481 
LIVER  MAGNESIUM  METABOLISM 

01962 
LIVER  METABOLISM 

01934   01942   02351*  02353*  02376   02408   02427   02601 
LIVER  MICROORGANISMS 

02372   02450 
LIVER  MORPHOLOGY 

01825   01832   02349* 
LIVER  NEOPLASMS 

02402   02583 
LIVER  NEOPLASMS, BENIGN 

02366 
LIVER  NEOPLASMS, MAL  IGNANT 

01943   02010*  02366 
LIVER  NUCLEIC  ACID  METABOLISM 

01926*  01932   01933   01943 

01964   01966 
LIVER  PATHOLOGY 

01832   01960 

02409       02424 
LIVER    PERFUSION 

01923*    01927*    01929*    01963      02348*    02425       02432      02557 
LIVER    PHOSPHOLIPID    METABOLISM 

01969 
LIVER    PLASMA    PROTEINS 

02191*   02343*    02345*    02453*    02454*    02456* 
LIVER    PROTEIN    METABOLISM 

01836       01946       01952       01957 

02431      02451 
LIVER    PROTEINS 

01823      01825 
LIVER    RADIOLOGY 
SEE    ALSO      LIVER    DIAGNOSIS 

01832      01920*    02009*    02010*    02029*    02032*    02049      02349* 

02350*    02366      02377      02411 


01981   02381 


01949   01950 
02419*  02460* 


01955   01962 


02351* 
0243  6 


023  60 
02457* 


02460*  02468 


01981 


02378 
02492 


01964 
02484 


02403 
02495 


02406   02408 


01970   02392   02394 


LIVER  REGENERATION 

01920*  01936   01950   02419*  02490 
LIVER  RETICULOENDOTHELIAL  SYSTEM 

01920*  01963   02391   02475* 
LIVER  SECRETION 

02420*  02428 
LIVER  SERUM  ENZYMES 
SEE  ALSO   ALKALINE  PHOSPHATASE 
SEE  ALSO   LIVER  DISEASE  DIAGNOSIS 

01937   01961   01967   02008*  02012* 

02056   02191*  02341*  02350*  02388 

02441  02454*  02461   02500*  02556 
LIVER  STEROID  METABOLISM 

01923*  01941   01954   02388 
LIVER  SURGERY 

01920*  02340*  02348*  02349*  02365 

02383   02407   02412   02445   02447 
LIVER  TRACE  ELEMENT  METABOLISM 

01957   01962   01980   02411 
LIVER  TRANSPLANTATION 

02340*  02348*  02353*  02370   02407   02557 
LIVER  TRAUMA 

02445   02447 
LIVER  TREATMENT 

02442  02496 
LIVER  ULTRASTRUCTURE 

01823   01825   01832   01833   01836 

01949   01958   01966   01971   01974 

02420*  02424   02457*  02475*  02486 
LIVER  UREA  METABOLISM 

01973 
LIVER  ZINC  METABOLISM 

01980 
LIVER, AGE  EFFECTS  ON 

02492 
LIVER, ALCOHOL  EFFECTS  ON 

01921*  01925*  01972   02004*  02416* 

02435   02455*  02474*  02476*  02481 
LIVER, AMEBIASIS  EFFECTS  ON 

02433 
LIVER, DISEASES  ASSOCIATED  WITH 

02403   02493   02495 
LIVER, DRUG  EFFECTS  ON 

01926*  01930*  01940 

01975   01976   01985 

02420*  02429   02439 
LIVER, DRUG  TREATMENT  OF 

01971   02052   02355 
LIVER, FATTY 

01921*  01925*  01972 

02417*  02431   02435 
LIVER, HORMONAL  CONTROL  OF 

01927*  01974   01975   01979   02601 
LIVER, TOXIC  EFFECTS  ON 

01924*  01926*  01937   01944   01950 

01974   02037   02376   02417*  02419* 

02425   02427   02428   02429   02431 

02444   02446   02448   02449   02451 
LUPOID  HEPATITIS 

02389   02439   02441 
LYMPH 

02326*  02477* 
LYMPH  NODES 

02278   02426 
LYMPH  NODES, MESENTERY 

01827   02177 
LYMPHATIC  SYSTEM 

02471* 
LYMPHOGRAPHY 

02046 
LYMPHOGRAPHY, RECTUM 

02278 
LYMPHOMA 

02241   02245   02249 
LYMPHOSARCOMA 

02126   02284 


02018*  02030* 
02389   02418* 


02369   02371 
02490   02556 


02  042 
02439 


01838   01926* 
02374   02405 
02490 


02423   02427 
02492 


01931 
02419* 


01944  01951 

02346*  02368 

02451  02502* 

02363  02364 


02042   02097* 
02475*  02493 


01970 

01971 

01972 

02370 

02389 

02415* 

02396 

02433 

02496 

02346* 

02364 

02416* 

01951  01960 

02420*  02423 

02434  02436 

02476*  02494 


01971 
02424 
02438 
02601 


02596 


HAGNESIUM   MET ABOLISM,L IVER 

01962 
MALABSORPTION 

01848*  01858*  01865*  02149*  02151*  02559 
MALABSORPTION  DIAGNOSIS 

01841*  02025*  02027*  02107*  02148*  02179   02241   02249 
MALABSORPTION  DIAGNOSIS, D  XYLOSE  IN 

02149* 
MALABSORPTION  DIAGNOSIS, TOLERANCE  TESTS  IN 

02024* 
MALABSORPTION  ETIOLOGY 

02107*  02237*  02241   02242   02243   02251   02374 
MALABSORPTION  IMMUNOLOGY 

02239* 
MALABSORPTION  IN  CHILDREN 

02238*  02243   02248   02560 
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MALABSORPTION    PATHOPHYSIOLOGY 

02  2  50 
MALABSORPTION  TREATMENT 

02146*  02304* 
MALABSORPTION  TREATMENT , ANT  IB lOT ICS  IN 

02242 
MALABSORPTION, ANEMIA  IN 

02015*  02586 
MALABSORPTION, BLIND  LOOP-INDUCED  SECONDARY 

02179   02242 
MALABSORPTION, DISEASES  ASSOCIATED  WITH 

01841*  02236*  02242   02595 
MALABSORPTION, GASTRECTOMY- INDUCED 

02025*  02102*  02125   02146* 
MALABSORPTION, INTESTINAL  RE  SECT  ION- INDUC ED  SECONDARY 

02154 
MALABSORPTION, MICROORGANISMS  IN 

02242 
MAL ABSORPTION, PR  I  MARY 

02235*  02237*  02239*  02246 
HAL ABSORPTION, SECONDARY 

02236*  02244 
MALIGNANT  BILIARY  NEOPLASMS 

02498* 
MALIGNANT  BILIARY  TRACT  NEOPLASMS 

02365 
MALIGNANT  ESOPHAGUS  NEOPLASMS 

02062*  02092 
MALIGNANT  GASTROINTESTINAL  NEOPLASMS 

02010* 
MALIGNANT  LARGE  INTESTINE  NEOPLASMS 

02250*  02274   02284 
MALIGNANT  LIVER  NEOPLASMS 

01943   02010*  02366 
MALIGNANT  MESENTERY  NEOPLASMS 

02241 
MALIGNANT    PANCREAS    NEOPLASMS 

02005* 
MALIGNANT    RECTUM    NEOPLASMS 

02266      02272 
MALIGNANT    SALIVARY    GLAND    NEOPLASMS 

02571 
MALIGNANT    SMALL    INTESTINE    NEOPLASMS 

02160      02162      02176      02229      02245 


MALIGNANT 

02005* 

MALLORY-H 

02089 
MALNUTBIT 

02435 
MARKER  ST 

01823 
MECKELS  0 

02158 
MEGACOLON 

02287 
MEGAESOPH 

02080 
MELANOSIS 

022  86 
MEMBRANE, 

01855 
MEMBRANE, 

01828 
MESENTERY 

02178 
MESENTERY 

01835 
MESENTERY 

02145* 
MESENTERY 

01827 
MESENTERY 

02241 
MESENTERY 

02598 
MESENTERY 

02145* 
METABOLIC 

02101* 
METABOLIC 

01976 

02387 

02553* 
METABOLIC 

01922* 

02452* 
METABOLIC 

02056 
METABOLIC 

02  345* 


STOMACH  NEOPLASMS 
02013*  02126   02129   02131 
EISS  SNYDROHE 


ION 

02473*  02546* 
UCIES 

02044   02046 
IVERTICULUM 

02164   02172 

02299 
AGUS 

COL  I 

CELL 

PLASMA 


CIRCULATION 
02174   02572 
CYSTS 


02048 
02173 


02178 
02181 


02133   02134   02135 


02327   02350* 


LYMPH  NODES 

02177 

NEOPLASMS, MAL IGNANT 

SURGERY 

VASCULAR  DISEASES 
02282   02572 
CHANGES  IN  CANCER 

CHANGES  IN  CIRRHOSIS 

02004*  02004*  02014*  02019*  02236*  02342*  02382 

02460*  02472*  02483   02484   02485   02486   02487 


CHANGES  IN  HEPATITIS 

01976   02004*  02014*  02019*  02342*  02382 

02453*  02460*  02485 

CHANGES  IN  LIVER  DISEASES 

02387   02391   02395 

CHANGES  IN  PEPTIC  ULCERS 


02387 


02Z47   02310   02328   02388   02*70* 


01997   0230*« 


METABOLIC  CHANGES, GASTRECTOMY- INDUCED 

02125 
METABOLIC  EFFECTS  OF  MICROORGANISMS 

01993   01995   02204   02362   02434 
METABOLIC  TOXINS  OF  MICROORGANISMS 

01926*  02603 
METABOLISM 

01981 
METABOLISM, ACID 

01981 
METABOLISH, AMINO  ACIO 

01845*  01917   01935   01948   01956 

02363   02573 
METABOLISM, BILE 

01922* 
METABOLISM, CALCIUM 

02327 
METABOLISM, CARBOHYDRATE 

01918   01943   02005*  02304*  02570 
METABOLISM,  CATECHOLAMINE 

01956 
METABOL ISM, CHOLESTEROL 

02235* 
METABOLISM,  DRUG 

01891* 
METABOLISM,  ELECTROLYTE 

01840*  02130   02154 

02578   02592   02594 
METABOLISM, FAT 

02304* 
METABOLISM.FATTY  ACIO 

01922* 
METABOLISM, GLUCOSE 

01965 
METABOLISM, IRON 

02191* 
METABOLISM.LIPIO 

01853   01985   01990 
METABOLISM, NUCLEIC  ACIO 

01992  01996   01998 
METABOLISM, PROTEIN 

02125   02304*  02554* 
METABOLISM, WATER 

02578 
METABOLSIM, TRACE  ELEMENT  AND  MINERAL 

01931 
METASTATIC  CANCER 

02005*  02010*  02029*  02105*  02145*  02152 

02269   02272   02278   02366   02583   02610 
MICROORGANISMS 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   CHOLERA 

02397   02405   02410 
MICROORGANISMS  IN  MALABSORPTION 

02242 
MICROORGANISMS, BILE 

02501*  02505* 
MICROORGANISMS, BILIARY  TRACT 

02550* 
MICROORGANISMS, GASTROINTESTINAL 

01993  02505*  02543*  02547*  02613 
MICROORGANISMS, LARGE  INTESTINE 

02267   02362   02606 
MICROORGANISMS, LIVER 

02372   02450 
MICROORGANISMS, METABOLIC  EFFECTS  OF 

01993   01995   02204   02362   02434 
MICROORGANISMS, METABOLIC  TOXINS  OF 

01926*  02603 
MILK  INTOLERANCE 

02107*  02238*  02243   02244   02250   02559 
MINERAL  ABSORPTION 

SEE   TRACE  ELEMENT  AND  MINERAL  ABSORPTION 
MINERAL  ABSORPTION, TRACE  ELEMENT  AND 

01842*  01843*  01849*  01878*  02255*  02405 
MINERAL  METABOLSIM, TRACE  ELEMENT  AND 

01931 
MITOSIS 

02490 
MOTILITY 

SEE   SMOCTH  MUSCLE 
MOTILITY  MEASUREMENT  TECHNIQUES 

01871   02021* 
MOTILITY  PRESSURE  STUDIES 
SEE  ALSO   BILIARY  TRACT  MOTILITY 
SEE  ALSO   ESOPHAGUS  MOTILITY 
SEE  ALSO   GALLBLADDER  MOTILITY 
SEE  ALSO   GASTROINTESTINAL  MOTILITY 
SEE  ALSO   LARGE  INTESTINE  MOTILITY 
SEE  ALSO   SMALL  INTESTINE  MOTILITY 
SEE  ALSO   STOMACH  MOTILITY 
01862*  02065* 
MOTILITY, BILIARY  TRACT 
01862*  02513   02514 


01966   01973   01975 


02593 


02162   0217T 


J 


01869*  02205   02506* 


L 
025A7* 


02064*  02264 


01863* 
02540* 

01861* 
02104* 
02210 


01864* 
02541* 

01868* 

02111 

02576 


02275   02540*  02541* 
01865*  01866*  01867* 


01869*  01870   01873 
02112   02113   02119 


02178   02605 


02180 
022  59 


02  544* 
02279 


MOTILITY, DRUG  EFFECTS  ON 

01820*  01862*  01868* 
MOTILITY, ESOPHAGUS 

02065*  02070 
MOTILITY, GALLBLADDER 

02028*  02506* 
MOT IL I TY.G ASTRO  IN  TEST  IN A 

01839*  01867*  01871 
MOTILITY, LARGE  INTESTINE 

01858*  01860*  01872 

02582   02607 
MOTILITY, SMALL  INTESTINE 

01B58*  01859*  01860* 

02020*  02143*  02166 
MOTILITY, STOMACH 

01820*  01837   01857* 

01902   02021*  02044 

02120   02140   02141 
MUCOSA, ANUS 

02276   02280 
MUCOSA, CUODENUM 

01814*  02147*  02159 
MUCOSA, ESOPHAGUS 

02007*  02093 
MUCOSA, GASTROINTESTINAL 

01815*  01994   02006* 
MUCOSA, LARGE  INTESTINE 

02165   02254*  02255* 
MUCOSA, RECTUM 

02254*  02266   02272 
MUCOSA, SMALL  INTESTINE 

01822*  01827   01829 

01847*  01848*  01850* 

01988*  01989*  02035* 

02150*  02151*  02165 
MUCOSA, STOMACH 

01819*  01821*  01837 

01880*    01881*    01884* 

01894*    01895*    01896* 

02097*   02099*    02106* 

02204      02210      02324* 
MUCOSAL     INJURIES, SMALL    I 

02235* 
MUCOSAL    INJURIES, STOMACH 

02211 
MUCOVISCIDOSIS 

02  545* 
MUCUS    SECRET  ION, STOMACH 

02031* 
MUSCLE    MORPHOLOGY, SMOOTH 

01834      02263 
MUSCLE    PHYSIOLOGY, SMOOTH 

01820*    01834      01857* 

02263      02275 
MUSCLE, SMOOTH 

01837 
MUSCULOSKELETAL    SYSTEM 

02612 
MYOBLASTOMA 

02258 
MYOMA 

02131 


NECROSIS 

02164      02331      02338      02360      02428      02429      02432      02478 

02494 
NECROT IC ANS, ENTEROCOL IT  I S 

02  543* 
NEONATAL    JAUNDICE 

01940      02043      02359      02361      02452* 


C1830 

01831 

01854 

01856 

02143* 

02144* 

02180 

02237* 

01838 

01868* 

01886* 

01887* 

01897* 

01898* 

02114 

02121 

02605 

NTESTINE 

02585 

02286      02301 


01843*  01845*  01846* 
01913*  01986*  01987* 
02147*  02148*  02149* 
02240*    02244      02554* 

01875*  01877*  01878* 
01888*  01891*  01893* 
01899  01901  02021* 
02123      02187*    02203 


01864*    01866*    01872      02065*   02075 


NEOPLASMS, 

02241 
NEOPLASMS, 

02284 
NEOPLASMS, 

02525 
NEOPLASMS, 

02551* 
NEOPLASMS, 

02250* 
NEOPLASMS, 

02366 
NEOPLASMS, 

02614 
NEOPLASMS, 

02158 
NEOPLASMS, 

02110 
NEOPLASMS, 

01934 
NEOPLASMS, 

02086 


ABDOMEN 

APPENDIX 

BENIGN  GALLBLADDER 

BENIGN  GASTROINTESTINAL 

BENIGN  LARGE  INTESTINE 

BENIGN  LIVER 

BENIGN  PANCREAS 

BENIGN  SMALL  INTESTINE 

02160   02162   02176 

BENIGN  STOMACH 

02128   02129   02132   02135 

BILIARY  TRACT 

02524 

ESOPHAGUS 

02551* 


NEOPLASMS, LARGE  INTESTINE 

02551* 
NEOPLASMS, LIVER 

02402   02583 
NEOPLASMS, MALIGNANT  BILIARY 

02498* 
NEOPLASMS, MALIGNANT  BILIARY  TRACT 

02365 
NEOPLASMS, MALIGNANT  ESOPHAGUS 

02062*  02092 
NEOPLASMS, MALIGN ANT  GASTROINTESTINAL 

02010* 
NEOPLASMS, MALIGNANT  LARGE  INTESTINE 

02250*  02274   02284 
NEOPLASMS, MALIGNANT  LIVER 

01943   02010*  02366 
NEOPLASMS, MALIGNANT  MESENTERY 

02241 
NEOPLASMS, MALIGNANT  PANCREAS 

02005* 
NEOPLASMS, MALIGNANT  RECTUM 

02266   02272 
NEOPLASMS, MALIGNANT  SALIVARY  GLAND 

02571 
NEOPLASMS, MALIGNANT  SMALL  INTESTINE 

02160   02162   02176   02229   02245 
NEOPLASMS, MALIGNANT  STOMACH 

02005*  02013*  02126   02129 
NEOPLASMS, RECTUM 

02258   02551* 
NEOPLASMS, SMALL  INTESTINE 

02176   02551* 
NEOPLASMS, STOMACH 

02114   02123   02125   02129 
NERVOUS  CONTROL  OF  ANUS 

01818*  02263   02612 
NERVOUS  CCNTROL  OF  BILIARY  TRACT 

01862*   02197* 
NERVOUS    CCNTROL    OF    GALLBLADDER 

02513 
NERVOUS  CONTROL  OF  GASTROINTESTINAL  TRACT 

02197*  02231   02568 
NERVOUS  CONTROL  OF  LARGE  INTESTINE 

01858*  02540* 
NERVOUS  CONTROL  OF  PANCREAS 

02332 
NERVOUS  CCNTROL  OF  SALIVARY  GLANDS 

01874 
NERVOUS  CONTROL  OF  SMALL  INTESTINE 

01858*  01859*  01863*  02143*  02153 
NERVOUS  CONTROL  OF  STOMACH 

01818*  01820*  01857*  01861*  01870 

02113   02119   02120   02206 
NERVOUS  CONTROL  OF  STOMACH  SECRETION 

01861*  01879*  01881*  01902 
NERVOUS  SYSTEM, AUTONOMIC 

01857* 
NERVOUS  SYSTEM, CENTRAL 

01857*  01861*  01881*  01902   02342*  02559 
NEURINOMA 

02110 
NEUROHUMORAL  AGENTS 

01900   01990 
NONSPECIFIC  SMALL  INTESTINE  ULCERS 

02171 
NOREPINEPHRINE 

01900   01990 
NUCLEIC  ACID  METABOLISM 

01992   01996   01998 
NUCLEIC  ACID  METABOL ISM,L I VER 

01926*  01932   01933   01943 

01964   01966   01981   02381 
NUTRITION 

ANOREXIA  NERVOSA 
MALABSORPTION 
OBESITY 
VITAMINS 


02131   02133   02134   02135 


02551* 


02540* 


01873   02111   02112 


01949   01950   01955   01962 
02419*  02460* 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
01997 


OBESITY 

02346*  02569   02570 
OeSTRUCTICN, BILIARY  TRACT 

01938   02008*  02335   02359 

02535   02536   02537   02538 
OBSTRUCT  I CN, DUODENUM 

02178   02528 
OBSTRUCT  I  ON, GALLBLADDER 

02016* 
OBSTRUCT ICN, GASTROINTESTINAL 

02041   02178   02182   02561 
OBSTRUCTION, LARGE  INTESTINE 

02257   02262   02615 
OBSTRUCT  I  ON, PYLORIC 

01870   02051   02189*  02575 


02500*  02504*  02509   02532 


02578 


I 
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OBSTRUCTION, SMALL  INTESTINE 
02145*  02158   02163   0216A 
02182   02283   02516   02572 

OBSTRUCT  ION, STOMACH 
02528 

OBSTRUCTIVE  JAUNDICE 

019A0   02012*  02023* 

OODI, SPHINCTER  OF 

01938   02197*  023C3* 

OXYGEN 

02390   02485   02557   02593 


02166 
02575 


02170 
02597 


02172 
02602 


02177 
02615 


02043   02236*  02367   02414 

02339   02499*  02506*  02507   02510 


PAIN, ABOCMEN 

01995   02163 


02178   02257 


02310 


01998   02338 


02472* 
01916 


PANCREAS  AMYLASE  SECRETION 

01910*  01914   02005*  02059   02303*  02330 
PANCREAS  ANGIOGRAPHY 

02039   02614 
PANCREAS  ANOMALIES 

02155   02305 
PANCREAS  BICARBONATE  SECRETION 

01908*  01912*  01913*  01918 
PANCREAS  BIOCHEMISTRY 

01816*  01907*  01909*  01910*  01914 

01991   01992   01996 
PANCREAS  CANCER 

02005*  02008*  02178 
PANCREAS  CHLORIDE  SECRETION 

01912* 
PANCREAS  CHYMOTRYPSIN  SECRETION 

02058 
PANCREAS    CIRCULATION 

02318* 
PANCREAS    CYSTS 

02155   02309   02313 
PANCREAS  DIAGNOSIS 

01918   02039 


01917   01919 


02248   02308   02314   02527 


02527 


02315 


01916  01919 
02005*  02047 
02318*  02320* 


02305   02310 


01917 
PANCREAS  DISEASES 

02338 
PANCREAS  DISEASES, BIOCHEMICAL  DIAGNOSIS  OF 

02057   02058   02059   02060 
PANCREAS  CUCTS 

01914   02507 
PANCREAS  ELECTROLYTE  SECRETION 

01907* 
PANCREAS  ENZYME  SECRETION 

01908*  02472* 
PANCREAS  ENZYMES 

01816*  01906*  01907*  01909*  01910*  01914 

01986*  01990   01991   01992   01996   01998 

02057   02058   02059   02060   02246   02304* 

02321*  02328   02329   02334   02337   02338 
PANCREAS  FISTULAS 

02  309 
PANCREAS  HISTOLOGY 

02187*  02302*  02303*  02317*  02321*  02325* 
PANCREAS  IMMUNOLOGY 

02317*  02318* 
PANCREAS  IN  CHILDREN 

02305 
PANCREAS  INJURIES 

02306   02309   02311   02555 
PANCREAS  LIPASE  SECRETION 

01991   02057   02058   02059   02060 
PANCREAS  METABOLISM 

01915 
PANCREAS  MORPHOLOGY 

02302* 
PANCREAS  NEOPLASMS, BENIGN 

02614 
PANCREAS  NEOPLASMS, MALIGNANT 

02005* 
PANCREAS  PATHOLOGY 

02039   02302*  02303*  023C5   02325*  02338 
PANCREAS  PROTEASE  SECRETION 

02320* 
PANCREAS  RADIOLOGY 

02032*  02039   02302*  02315 
PANCREAS  RUPTURE 

02311 
PANCREAS  SECRETION 

01907*  01908*  01909*  01911*  01913*  01915   01919   02193* 

02312   02329   02472*  02544* 
PANCREAS  SURGERY 

01914   01915   02039   02306   02307 

02312   02313   02315   02316   02339 
PANCREAS  TRANSPLANTATION 

02316 
PANCREAS  TRAUMA 

02306   02311 
PANCREAS  TRYPSIN  INHIBITOR  SECRETION 

01906* 


02308 
02522 


02309   02311 
02614 


PANCREAS  TRYPSIN  SECRETION 

02303*  02310 
PANCREAS  ULTRASTRUCTURE 

01816*  01916   02319* 
PANCREAS, AGE  EFFECTS  ON 

02302* 
PANCREAS, DRUG  EFFECTS  ON 

01907*  01911*  01913*  02304* 
PANCREAS, DRUG  TREATMENT  OF 

02320*  02325* 
PANCREAS, HORMONAL  CONTROL  OF 

01908*  01911*  01912* 
PANCREAS, NERVOUS  CONTROL  OF 

02332 
PANCREAS, TOXIC  EFFECTS  ON 

02319*  02544* 
PANCREATITIS 

02248   02334   02514   02526   02527   02530 
PANCREATITIS  COMPLICATIONS 

02330 
PANCREATITIS  DIAGNOSIS 

02060   02329   02330   02335 
PANCREATITIS  EPIDEMIOLOGY 

02330 
PANCREATITIS  ETIOLOGY 

02303*  02306   02309   02310   02317*  02318*  02319*  02321* 
PANCREATITIS  PATHOLOGY 

02330 
PANCREATITIS  SURGERY 

02331   02332   02333   02335   02336 
PANCREATITIS  TREATMENT 

02320*  02322*  02325*  02326*  02331   02332   02333   02334 

02335   02337   02339 
PANCREATITIS, ACUTE 

02047   02060   02320*  02321*  02322*  02323*  02324*  02326* 

02327   02328   02331   02334   02336   02339   02511 
PANCREATITIS, CHRONIC 

02303*  02317*  02319*  02330   02332   02333   02334   02336 

02338   02499* 
PANCREATITIS, CIRCULATION  IN 

02323* 
PANCREATITIS, DISEASES  ASSOCIATED  WITH 

02310   02327   02328 
PANCREATITIS, EXPERIMENTAL 

02321*  02322*  02323* 
PANCREATITIS, HEMORRHAGIC 

02327   02329 
PANCREOZYMIN 

01885*  01908*  01911*  01919   02059 
PARACENTESIS, ABDOMEN 

SEE   ABDOMEN  DIAGNOSIS 
PARASITES  AND  PARASITIC  DISEASES 

SEE   AMEBIASIS 
PARASITIC  DISEASE  DIAGNOSIS 

02375   02410   02433   02433   02538   02539*  02608 
PARASITIC  DISEASE  EPIDEMIOLOGY 

02404   02539* 
PARASITIC  DISEASE  PATHOLOGY 

02354   02403   02410 
PARASITIC  DISEASE  TREATMENT 

02375   02410   02433   02538   02558   02581 
PARASITIC  DISEASES 

02403   02410   02434   02514   02519 
PARASITIC  DISEASES  IN  CHILDREN 

02608 
PARASITIC  DISEASES. DISEASES  ASSOCIATED  WITH 

02586  * 

PARASITIC  DISEASES, PARASITES  AND 

SEE   AMEBIASIS 
PARATHYROID  GLAND 
01876* 


PATHOPHYS lOLOGV, MALABSORPT  ION 

02250 
PAVLOV  POUCH  STUDIES 

01875*  01877*  01880* 
PENTAGASTRIN 

01886*  01889*  01894*  01896*  01901 

02033*  02055   02200* 
PEPSIN 

01897* 
PEPSIN  SECRET  ION, STOMACH 

01876*  01881*  01883*  01885*  01888*  01892*  01897*  022U 
PEPTIC  ULCER  COMPLICATIONS 

02098*  02101*  02115   02186*  02190*  02198*  02199*  02203 

02209   02213   02214   02215   02219   02511   02584   02585 

02614 
PEPTIC  ULCER  DIAGNOSIS 

01894*  02026*  02031*  02033*  02035*  02047 

02216   02220   02599 
PEPTIC  ULCER  DIAGNOSIS, RADIOLOGY  IN 

02020*   02051 


01904      01918      02031< 


02101*    02202 


02207 


PEPTIC  ULCER  EPIDEMIOLOGY 

01882*  02195*  02196*  02202 
PEPTIC  ULCER  ETIOLOGY 

02187*  02189*  02195*  02196*  02203 

02211   0221A   02216   02227 
PEPTIC  ULCER  HISTOLOGY 

02187* 
PEPTIC  ULCER  PATHOLOGY 

02203   02204   02227 
PEPTIC  ULCER  PERFORATION 

02186*  02190*  02198*  02199*  02213   02214 
PEPTIC  ULCER  PROPHYLAXIS 

02195* 
PEPTIC  ULCER  SECRETION 

01882* 
PEPTIC  ULCER  SURGERY 

02103*  02138   02139   02185*  02186*  02188* 

02193*  02197*  02198*  02199*  02201 

02216   02217   02219   02220 

02584 
PEPTIC  ULCER  TREATMENT 

02118   02125   02139 
02210 


02204   02206   02207 


02221 


02208 
02223 


02185*  02197*  02198* 
02214   02219   02220 


02205   02207 

02604   02605 
PEPTIC  ULCERS 

02218   02225   02226 
PEPTIC  ULCERS  IN  CHILDREN 

02026* 
PEPTIC  ULCERStANASTOHOTIC 

02098* 
PEPTIC  ULCERS, BLEEDING 

02098*  02115   02199*  02203 

02585 
PEPTIC  ULCERS, DISEASES  ASSOCIATED  WITH 

02191*  02511 
PEPTIC  ULCERS, FREEZING  TREATMENT  OF 

02098* 
PEPTIC  ULCERS, METABOLIC  CHANGES  IN 

02345* 
PERISTALSIS 

01870   02158   02540*  02576 
PERITONEOSCOPY 

02009* 
PERITONEUM 

02282 
PERITONEUM  DIAGNOSIS 

02597 
PERITONEUM  RADIOLOGY 
SEE  ALSO   PERITONEUM  DIAGNOSIS 

02597 
PERITONITIS 

02159   02186*  02530 
PERITONITIS  TREATMENT 

02616 
PERNICIOUS  ANEMIA 

01884*  02015*  02109 
PERSORPTION 

01839* 
PEUTZ-JEGHERS  SYNDROME 

02180 
PHAGOCYTOSIS 

01963 


PHOPHORUS 

02101* 
PHOSPHATASE, ACID 

01949   01950   02322*  02418* 
PHOSPHATASE, ALKALINE 

02012*  02034*  02322*  02341*  02418* 
PHOSPHOLIPID  METABOLISM, LIVER 

01969 
PHOSPHOLIPIDS 

02434 
PIGMENTATION 

02286 
PINOCYTOSIS 

01851 
PITUITARY  GLAND 

01990 
PLASMA  MEMBRANE 

01828 
PLASMA  PROTEINS 

01936   01963 

02056 

02484 


02190*  02192* 
02209   02214 
02226   02552* 


02199*  02202 
02226   02227 


02209   02214   02215   02584 


02561   02574   02593   02597 


02122 


02000*  02004*  02006*  02016*  02019*  02045 
02188*  02341*  02387   02439   02441   02449   02468 
02545*  02546* 
PLASMA  PROTEINS, LIVER 

02191*  02343*  02345*  02453*  02454*  02456* 
PNEUMATOSIS  CYSTOIOES  INTESTINALIS 

02167   02290   02547* 
POLYPOSIS 

02180   02274   02610 
POLYPS 
SEE   PEUTZ-JEGHERS  SYNDROME 


02373   02384   02385 


02491   02494 


02471*  02478   02487 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


POLYPS, GASTROINTESTINAL 

02180   02551* 
POLYPS, LARGE  INTESTINE 

02273   02274   02610 
POLYPS, RECTUM 

02053 
POLYPS, SMALL  INTESTINE 

02610 
POLYSACCHARIDES 

01828 
PORPHYRIA 

02399   02408 
PORTACAVAL  SHUNT 

02001*  02066*  02350*  02362   02371 

02412  02471*  02478   02553* 
PORTAL  CIRCULATION 

01939   02373 
PORTAL  HYPERTENSION 

02357   02444   02477*  02480 
PORTAL  HYPERTENSION  ETIOLOGY 

02401 
PORTAL  HYPERTENSION  SURGERY 

02350* 
PORTAL  HYPERTENSION  TREATMENT 

02066*  02350*  02371   02373 
PORTAL  HYPERTENSION, DISEASES  ASSOCIATED  KITH 

02066*  02482 
POTASSIUM 

02388   02425   02470* 
POTASSIUM  ABSORPTION 

02130 
POUCH  STUDIES, HEIDENHAIN 

01875*  01877*  01879*  01887*  01890* 
POUCH  STUDIES, PAVLOV 

01875*  01877*  01880* 
PREGNANCY 

02413  02414   02458*  02469   02492 
PRESSURE  STUDIES. MOTILITY 

SEE  ALSO   BILIARY  TRACT  MOTILITY 
ESOPHAGUS  MOTILITY 
GALLBLADDER  MOTILITY 
GASTROINTESTINAL  MOTILITY 
LARGE  INTESTINE  MOTILITY 
SMALL  INTESTINE  MOTILITY 
STOMACH  MOTILITY 

01862*  02065* 
PRIMARY  MALABSORPTION 

02235*  02237*  02239*  02246 
PROLAPSE 

02291   02596 
PRGSTHES IS, ESOPHAGUS 

02086 
PROSTHESIS, LARGE  INTESTINE 

02271 
PROTEASE  SECRETION, PANCREAS 

02320* 
PROTEIN  ABSORPTION 

01845*  02125   02236* 
PROTEIN  DIGESTION 

01906*  02023* 
PROTEIN  METABOLISM 

02125   02304*  02554* 
PROTEIN  METABOLISM, LIVER 

01836   01946   01952   01957 

02431   02451   02460*  02468 
PROTEIN  SYNTHESIS 

01950   01952   01964   01966 
PROTEIN-LOSING  ENTEROPATHY 

02006*  02545*  02546* 
PROTEINS, LIVER 

01823   01825   01981 
PROTEINS, LIVER  PLASMA 

02191*  02343*  02345*  02453*  02454*  02456* 
PROTEINS, PLASMA 

01936   01963   02000*  02004*  02006*  02018*  02019*  02045 

02056   02188*  02341*  02387 

02484   02545*  02546* 
PROTEINUREA 

02595 
PSEUDOMEMBRANOUS  ENTEROCOLITIS 

02259   02267 
PSYCHOLOGICAL  FACTORS 

02206   02231   02489   02563 

02574 
PSYCHOLOGICAL  STUDIES 
SEE   PEPTIC  ULCERS 
SEE   ULCERATIVE  COLITIS 
PSYCHOTHERAPY 

02563   02564 
PYLORIC  ANTRUM 

01818*  01875*  01877*  01879* 
PYLORIC  OBSTRUCTION 

01870   02051   02189*  02575 


01964 
02484 


01970   02392   02394 


01971   02428   02460* 


02439   02441   02449   02468 


02564      02565      02566      02568 


^^1 

^^P 

PYLOROPLASTY 

RECTUM  POLYPS 

02136   02192*  02193*  0219«*  02197* 

02198*  02214   02217 

02053 

02  584 

RECTUM  RADIOLOGY 
022Y8 

RACE  FACTORS 

RECTUM  SURGERY 

02406 

02053   02258   02260   02268   02288 

02292 

02293 

RADIATION  THERAPY  IN  CANCER  TREATMENT 

RECTUM  TREATMENT 

M 

02288 

02256*  02260   02591 

m 

RADIATION, TOXIC  EFFECTS  OF 

RECTUM, AGE  EFFECTS  ON 

1 

SEE  ALSO   TOXIC  EFFECTS  ON  BILIARY  TRACT 

02293 

SEE  ALSO   TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 

SEE  ALSO   TOXIC  EFFECTS  ON  LARGE  INTESTINE 

M 

SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 

RECURRENT  ULCERS. GASTRECTOMY-INOUCEO 

i 

SEE  ALSO   TOXIC  EFFECTS  ON  PANCREAS 

02111 

1 

SEE  ALSO   TOXIC  EFFECTS  ON  SMALL  INTESTINE 

REFLUX, ESOPHAGUS 

"^ 

1 

SEE  ALSO   TOXIC  EFFECTS  ON  STOMACH 

02064*  02124   02212 

1 

01984   02587 

REGENERATION, LIVER 

1 

RADIOISOTOPE  STUDY  TECHNIQUES 

01920*  01936   01950   02419*  02490 

02601 

SEE   TRACER  STUDIES 

REGIONAL  ENTERITIS 

RADIOLOGY  IN  BLEEDING  DIAGNOSIS 

02006*  02148*  02174   02228   02232 

02002*  02048   02215 

REGIONAL  ILEITIS 

RADIOLOGY  IN  CANCER  DIAGNOSIS 

02229   02230   02231 

02366 

RESECTION-INDUCED  SECONDARY  MALABSORPTION. INTESTINAL 

RADIOLOGY  IN  PEPTIC  ULCER  DIAGNOSIS 

02154 

02020*  02051 

RESPIRATORY  COMPLICATIONS 

RADIOLOGY, ABDOMEN 

02403   02479   02495 

SEE  ALSO   ABDOMEN  DIAGNOSIS 

RETICULOENDOTHELIAL  SYSTEM, LIVER 

02017*  02032*  02036   02166   02579 

02596 

01920*  01963   02391   02475* 

RADIOLOGY, ANUS 

RUPTURE, ESOPHAGUS 

SEE   ANUS  DIAGNOSIS 

02088 

RADIOLOGY, BILIARY  TRACT 

RUPTURE. PANCREAS 

SEE  ALSO   BILIARY  DISEASE  DIAGNOSIS 

02311 

02028*  02040   02302*  02497*  02520 

02522 

RADIOLOGY, DUODENUM 

SALIVA 

02026*  02332   02516 

01874 

RADIOLOGY, ESOPHAGUS 

SALIVARY  GLAND  BIOCHEMISTRY 

02002*  02007*  02087   02088   02089 

02093   02094   02096 

01824   01874   01999 

RADIOLOGY, GALL  BLADDER 

SALIVARY  GLANO  CARCINOGENESIS 

SEE  ALSO   GALLBLADDER  DISEASE  DIAGNOSIS 

02571 

02016*  02347* 

SALIVARY  GLANO  CHEMICAL  COMPOSITION 

RADIOLOGY, GASTROINTESTINAL 

01824 

SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 

SALIVARY  GLAND  ENZYMES 

01858*  02017*  02044   02178   02576 

02596 

01999 

RADIOLOGY, LARGE  INTESTINE 

SALIVARY  GLANO  HISTOLOGY 

02046   02265   02277   02290   02299 

01824 

RADIOLOGY, LIVER 

SALIVARY  GLAND  HYPERTROPHY 

SEE  ALSO   LIVER  DIAGNOSIS 

02583 

^ 

01832   01920*  02009*  02010*  02029* 

02032*  02049   02349* 

SALIVARY  GLAND  NEOPLASMS, MALIGNANT 

02350*  02366   02377   02411 

02571 

RADIOLOGY, PANCREAS 

SALIVARY  GLAND  SECRETION 

02032*  02039   02302*  02315 

01824   01874   02021* 

RADIOLOGY,  PERITONEUM 

SALIVARY  GLAND  ULTRASTRUCTURE 

■ 

SEE  ALSO   PERITONEUM  DIAGNOSIS 

02571 

r 

02597 

SALIVARY  GLANDS, NERVOUS  CONTROL  OF 

RADIOLOGY, RECTUM 

01874 

02278 

SALMONELLOSIS  CARRIER  STATE 

!!:: 

*;£,?;:':! 

RADIOLOGY, SMALL  INTESTINE 

02550* 

02020*  02149*  02163   02172   02176 

02179 

SALMONELLOSIS  TREATMENT 

RADIOLOGY, STOMACH 

02550* 

02002*  02013*  02022*  02104*  02110 

02114   02121   02126 

SARCOMA 

02128   02132   02134   02135   02220 

02575   02599 

01932   02160   02422 

r 

RADIOLOGY, ULCERATIVE  COLITIS 

SCANNING, SCINTILLATION 

02300 

01920*  01962   02009*  02029*  02039 

02052 

02350* 

02354 

RADIOTHERAPY 

02366   02383 

02216 

SCINTILLATION  SCANNING 

RADIOTHERAPY  IN  CANCER  TREATMENT 

01920*  01962   02009*  02029*  02039 

02052 

02350* 

02394 

1     : 

02081   02082   02083   02085   02086 

02087   02184   02268 

02366   02383 

i;. 

02270   02583 

SCLERODERMA 

RECTUM 

02070   02166 

SEE   HEMORRHOIDS 

SECRETIN 

SEE   ULCERATIVE  COLITIS 

01885*  01887*  01908*  01911*  01912* 

01913* 

01918 

01919 

RECTUM  BIOPSY 

02017*  02059 

02053   02254*  02259   02272   02595 

SECRETION  DISORDERS, STOMACH 

RECTUM  CANCER 

01883*  02015*  02084   02100*  02117 

02189* 

02201 

02343* 

02268   02270   02278   02281   02288 

SECRETION  STUDY  TECHNIQUES 

RECTUM  DIAGNOSIS 

01844*  01915 

u*- 

02053   02054   02266   02272   02278 
RECTUM  ENZYMES 
02254* 

SECRETION  STUDY  TECHNIQUES. STOMACH 

01889*  01899   01901   01905   02031* 
SECRETION, BILE 

02051 

RECTUM  FISTULAS 

01938   01984   02251   02348*  02413 

02420* 

02506* 

02522 

02260 

SECRETION. DRUG  EFFECTS  ON  STOMACH 

RECTUM  HISTOLOGY 

01883*  01888*  01892*  01903   02051 

02117 

02542* 

02604 

02053   02272   02595 

02605 

RECTUM  LYMPHOGRAPHY 

SECRET  I  ON, DUODENUM 

02278 

01863* 

RECTUM  MUCOSA 

SECRETION, HORMONAL  CONTROL  OF  STOMACH 

02254*  02266   02272 

01879*  01880*  01883*  01885*  01886* 

01887* 

01889* 

01890* 

RECTUM  NEOPLASMS 

01891*  01894*  01895*  01897*  01901 

01904 

02031* 

02033* 

02258   02551* 

02055   02542* 

RECTUM  NEOPLASMS, MALIGNANT 

SECRETION, HORMONAL  CONTROL  OF  STOMACH 

ACID 

02266   02272 

01896* 

RECTUM  PATHOLOGY 

SECRETION, LIVER 

02053   02258   02278 

02420*  02428 

02060   02305   02310 


02031*  02033* 
02223 


01878* 

01887* 

01896* 

02055 

02604 


SECRETION, NERVOUS  CONTROL  OF  STOMACH 

01861*  01879*  01881*  01902 
SECRETION. PANCREAS 

01907*  01908*  01909*  01911*  01913* 

02312   02329   02472*  02544* 
SECRETION, PANCREAS  AMYLASE 

01910*  01914   02005*  02059   02303* 
SECRETION, PANCREAS  BICARBONATE 

01908*  01912*  01913*  01918   02310 
SECRETION, PANCREAS  CHLORIDE 

01912* 
SECRETION, PANCREAS  CHYMOTRYPSIN 

02058 
SECRETION, PANCREAS  ELECTROLYTE 

01907* 
SECRETION, PANCREAS  ENZYME 

01908*  02472* 
SECRETION, PANCREAS  LIPASE 

01991   02057   02058   02059 
SECRETION, PANCREAS  PROTEASE 

02320* 
SECRETION, PANCREAS  TRYPSIN 

02303*  02310 
SECRETION, PANCREAS  TRYPSIN  INHIBITOR 

01906* 
SECRETION, PEPTIC  ULCER 

01882* 
SECRETION, SALIVARY  GLAND 

01824   01674   02021* 
SECRETION, SMALL  INTESTINE 

01863*  01988*  02035* 
SECRETION, STOMACH 

01876*  01886*  01887*  01888*  01895* 

02139   02217   02225   02553*  02576 
SECRETION, STOMACH  ACID 

01861*  01869*  01875*  01876*  01877* 

01881*  01882*  01883*  01884*  01885* 

01890*  01891*  01892*  01893*  01894* 

01903   01904   01905 

02117   02118   02189*  02214 
SECRETION, STOMACH  ELECTROLYTE 

01868*  01883*  01896* 
SECRETION, STOMACH  MUCUS 

02031* 
SECRETION, STOMACH  PEPSIN 

01876*  01881*  01883*  01885*  01888* 
SECRETOR  STATUS, BLOOD  GROUP 

01882*  01993 
SEROLOGICAL  DIAGNOSIS 

02050  02052   02354   02437   02556   02598 
SEROTONIN 

SEE  ALSO   CARCINOID  SYNDROME 

01814*  01986* 
SERUM  BILE  PIGMENTS  IN  JAUNDICE 

02361 
SERUM  ENZYMES 

02022* 
SERUM  ENZYMES, LIVER 
SEE  ALSO   ALKALINE  PHOSPHATASE 
SEE  ALSO   LIVER  DISEASE  DIAGNOSIS 

01537   01961   01967   02008*  02012* 

02056   02191*  02341*  02350*  02388 

02441      02454*    02461      02500*    02556 
SERUM    HEPATITIS 

02455* 
SERUM    IRON 

02405 
SEX    FACTORS 

02220      02297*    02357 

02529 
SHIGELLOS'S    IN    CHILDREN 

02  548* 
SHIGELLOSIS    TREATMENT 

02  548* 
S  HOCK. 

02051  02370   02390   02445   02572 
SHUNT, PORTACAVAL 

02001*  02066*  02350*  02362   02371 
02412   02471*  02478   02553* 
SIGMOID 

02250*  02291 
SIGMOIDOSCOPY 

02054   02257   02259   C2273 
SLEEP 

01861* 
SMALL  INTESTINAL  ANOMALIES 

02155 
SMALL  INTESTINE 
SEE   DUODENUM 
SEE   ENTERITIS 
SEE   ILEOCECAL  VALVE 
SEE   ILEUM 
SEE   ILEUS 
SEE   INTUSSUSCEPTION 


01915   01919   02193* 

02330 
02472* 


01898*  02021*  02109 


01879*  01880* 
01888*  01889* 
01897*  01899 
02106*  02113 
02  605 


01892*  01897*  02214 


02018* 
02389 


02030*  02042 
02418*  02439 


02376   02399   02454*  02462   02488 


02593 
02373 


02384   02385 


02249 


SMALL  INTESTINE 
CONTINUED 
SEE   JEJUNUM 
SEE   MALABSORPTION 
SEE   PEPTIC  ULCERS 
SMALL  INTESTINE  ABSORPTION 

01829   01830   01835   01840*  01841* 

01847*  01848*  01849*  01850*  01851 

01865*  02027*  02149*  02236*  02238* 
SMALL  INTESTINE  ANOMALIES 

01831   02142   02145*  02166 
SMALL  INTESTINE  BIOCHEMISTRY 

01814*  01822*  01830   01831 

01989*  02147* 
SMALL  INTESTINE  BIOPSY 

01841*  02144*  02148*  02151*  02166 
SMALL  INTESTINE  CANCER 

02145*  02158   02184   02229 
SMALL  INTESTINE  CIRCULATION 

01827   01835   01867*  02143* 
SMALL  INTESTINE  DIAGNOSIS 

01814*  02144*  02149*  02158 

02240*  02245 
SMALL  INTESTINE  OISACCHARIOASES 

01831   02238*  02243   02244 
SMALL  INTESTINE  DISEASES 

02161   02167   02171   02173   02184 
SMALL  INTESTINE  DIVERTICULA 

02157   02172   02173 
SMALL  INTESTINE  DIVERTICULITIS 

02157 
SMALL  INTESTINE  ENDOSCOPY 

02026* 
SMALL  INTESTINE  ENZYMES 

01822*  01830   01831   01843*  01987* 

02237* 
SMALL  INTESTINE  FISTULAS 

02159  02173   02511 
SMALL  INTESTINE  HISTOLOGY 

01814*  01994   02143*  02144*  02147* 

02160  02165   02233   02235*  02240* 
SMALL  INTESTINE  IMMUNOLOGY 

01988*  02237* 
SMALL  INTESTINE  IN  CHILDREN 

01865*  02142   02145*  02155 
SMALL  INTESTINE  INJURIES 

02159  02169 

SMALL  INTESTINE  METABOLISM 
02554* 

SMALL  INTESTINE  MORPHOLOGY 

01827   01829   01830   01835 

SMALL  INTESTINE  MOTILITY 

01858*  01859*  01860*  01863*  01864* 
02020*  02143*  02166   02540*  02541* 

SMALL  INTESTINE  MUCOSA 

01822*  01827   01829   01830   01831 
01847*  01848*  01850*  01854   01856 
01988*  01989*  02035*  02143*  02144* 
02150*  02151*  02165   02180   02237* 

SMALL  INTESTINE  MUCOSAL  INJURIES 
02235* 

SMALL  INTESTINE  NEOPLASMS 
02176   02551* 

SMALL  INTESTINE  NEOPLASMS, BENIGN 
02158   02160   02162   02176 

SMALL  INTESTINE  NEOPLASMS, MAL IGNANT 

02160  02162   02176   02229   02245 
SMALL  INTESTINE  OBSTRUCTION 

02145*  02158   02163   02164 

02182   02283   02516   02572 
SMALL  INTESTINE  PATHOLOGY 

02144*  02148*  02149*  02150*  02166 

02233   02240*  02245   02458* 
SMALL  INTESTINE  PERFORATION 

02152   02159   02173   02174 
SMALL  INTESTINE  PERFUSION 

01844* 
SMALL  INTESTINE  POLYPS 

02610 
SMALL  INTESTINE  RADIOLOGY 

02020*  02149*  02163   02172 
SMALL  INTESTINE  SECRETION 

01863*  01988*  02035* 
SMALL  INTESTINE  SURGERY 

02102*  02103*  02116 

02154   02155   02157 

02167   02168   02169 

02177   02179   02180 

02230   02234   02511 
SMALL  INTESTINE  TRANSPLANTATION 

02143*  02153   02165 
SMALL  INTESTINE  TRAUMA 

02156   02158   02169 


01843*  01844*  01846* 
01852   01853   01854 
02242 


02168   02572 

01845*  01846*  01850*  01987* 


02240*  02249 
02289   02583 


02162   02163   02172   02176 


02233   02294 


01989*    02147*    02235* 


02149*    02150*    02151* 
02251      02554* 


02150*  02151* 

01865*  01866*  01867* 


01843*  01845*  01846* 
01913*  01986*  01987* 
02147*  02148*  02149* 
02240*  02244   02554* 


02166 
02575 


02170   02172   02177 
02597   02602   02615 


02167   02171   02173 
02185*  02222   02223 

02176   02179 


02142 
02161 
02170 
02182 
02541* 


02145* 
02163 
02172 
02183 


02146*  02150*  02153 

02164  02165   02166 

02173  02174   02175 

02184  02185*  02229 


tif'. 


SMALL 

02 
SMALL 

02 
SMALL 

02 
SMALL 

01 
SMALL 

02 
SMALL 

01 
SMALL 

01 
SMALL 

01 
SMALL 

01 


INTEST 
161   02 

INTEST 
226 

INTEST 
171 

INTEST 
822*  01 

INTEST 
1^5* 

INTEST 
987* 

INTEST 
822*  01 

INTEST 
860* 

INTEST 
858*  01 


INE  TREATMENT 
166   02230   02294 
INE  ULCERS 

INE  ULCERSfNONSPECIFlC 

INE  ULTRASTRUCTURE 
829  01830  02148* 
INE  VOLVULUS 

INE, ALCOHOL  EFFECTS  ON 

INE, DRUG  EFFECTS  ON 

849*  01864*  01913*  02228   02554* 

INE, HORMONAL  CONTROL  OF 


INE, NERVOUS  CONTROL  OF 
859*  01863*  02143*  02153 


02540* 


02499*    02506*    02507      02510 


02248      02249      02560 


SMALL     INTESTINE, TOXIC    EFFECTS   ON 

01987*    02144*    02223      02544* 
SMOOTH   MUSCLE 

01837 
SMOOTH    MUSCLE    MORPHOLOGY 

01834      02263 
SMOOTH    MUSCLE    PHYSIOLOGY 

01820*    01834      01857*    01864*    01866*    01872 

02263      02275 
SNYDROME.MALLORY-WEISS 

02089 
SODIUM 

01883*  02388   02470* 
SODIUM  ABSORPTION 

01849*  01878* 
SPASMS, ESOPHAGUS 

02094      02212 
SPHINCTER   OF   ODOI 

01938   02197*  02303*  02339 
SPHINCTER, ANUS 

01818*  02263   02271 
SPHINCTER, ESOPHAGUS 

02065*  02073   02075 
SPLEEN 

02032*  02549*  02555   02598 
SPRUE 

02148*  02235*  02240*  02248 
STAINING  TECHNIQUES 

01824   01874   01994 
STARVATION 

02570 
STEATORRHEA 

02149*  02235*  02245 
STEATOSIS, ALCOHOLIC 

01921*  01925*  02416* 
STEROID  METABOLISM, L IVER 

01923*  01941   01954   02388 
STEROIDS 
SEE  ALSO   CORTICOSTEROIDS 
SEE  ALSO   LIVER  CHOLESTEROL  METABOLISM 

02  591 
STOMACH 
SEE   BEZOARS 
SEE   GASTRITIS 
SEE   PYLORIC  OBSTRUCTION 
STOMACH  ACID  SECRETION 

01861*  01869*  01875*  01876*  01877*  01878* 

01881*    01882*    01883*    01884*    01885*    01887* 

01890*  01891*  01892*  01893*  01894*  01896* 

01903   01904   01905   02031*  02033*  02055 

02117   02118   02189*  02214   02223   02604 
STOMACH  ACID  SECRET  ION, HORMONAL  CONTROL  OF 

01896* 
STOMACH  ANGIOGRAPHY 

02134 
STOMACH  ANOMALIES 

02076   02136   02142   02575 
STOMACH  BIOCHEMISTRY 

01819*  01891*  01893*  C1900   02214 
STOMACH  BIOPSY 

02097*  02599 
STOMACH  CANCER 

01934   02005*  02013*  02022*  02029*  02090 

02101*  02103*  02104*  02105*  02109 

02135   02196*  02214   02610 
STOMACH  CARCINOGENESIS 

01934 
STOMACH  CIRCULATION 

01821* 
STOMACH  DIAGNOSIS 

01894*  02013*  02022*  02055   02110 

02123   02126   02128   02132   02134 

02220   02575 


02065*  02075 


01879*  01880* 
01888*  01889* 
01897*  01899 
02106*  02113 
02605 


02116 


02114 
02135 


02095 
02131 


02100* 
02133 


STOMACH  DIAGNOSIS, GASTRIC  ANALYSIS  IN 

01904 
STOMACH  DISEASES 

02109   02113   02129   02132   02227 
STOMACH  DIVERTICULA 

02121 
STOMACH  ELECTROLYTE  SECRETION 

01868*  01883*  01896* 
STOMACH  ENDOSCOPY 

01870   02002*  02026*  02044 
STOMACH  ENZYMES 

01819*  01837   01893*  02214 
STOMACH  HISTOLOGY 

01815*  01819*  01820*  01821*  01837 

02022*  02097*  02129   02187* 
STOMACH  IMMUNOLOGY 
SEE  ALSO   INTRINSIC  FACTOR  ANTIBODY 

01884*  02109   02122 
STOMACH  IN  CHILDREN 

02136   02142 
STOMACH  INJURIES 

02099*  02106* 
STOMACH  INTRINSIC  FACTOR 

01852   02015*  02109 
STOMACH  MCRPHOLOGY 

01818*  01819* 
STOMACH  MCTILITY 

01820*  01837   01857*  01861*  01868* 

01902   02021*  02044   02104*  02111 

02120   02140   02141   02210   02576 
STOMACH  MUCOSA 

01819*  01821*  01837   01838   01868* 

01880*  01881*  01884*  01886*  01887* 

01894*  01895*  01896*  01897*  01898* 

02097*  02099*  02106*  02114   02121 

02204   02210   02324*  02605 
STOMACH  MUCOSAL  INJURIES 

02211 
STOMACH  MUCUS  SECRETION 

02031* 


01884*  01893*  01994 


I 


01869*  01870   01873 
02112   02113   02119 


01875*  01877*  01878* 

01888*  01891*  01893* 

01899   01901  02021* 

02123   02187*  02203 


02551* 


0213S 


02121   02122 
02140   02178 


STOMACH  NEOPLASMS 

02114   02123   02125   02129 
STOMACH  NEOPLASMS,  BENIGN 

02110   02128   02129   02132 
STOMACH  NEOPLASMS, MALIGNANT 

02005*  02013*  02126   02129 
STOMACH  OBSTRUCTION 

02528 
STOMACH  PATHOLOGY 

02114  02123   02129   02132 
STOMACH  PEPSIN  SECRETION 

01876*  01881*  01883*  01865*  01888* 
STOMACH  PERFORATION 

02186*  02222 
STOMACH  RADIOLOGY 

02002*  02013*  02022*  02104*  02110 

02128   02132   02134   02135   02220 
STOMACH  SECRETION 

01876*  01886*  01887*  01888*  01895* 

02139   02217   02225   02553*  02576 
STOMACH  SECRETION  DISORDERS 

01883*  02015*  02084   02100*  02117 
STOMACH  SECRETION  STUDY  TECHNIQUES 

01889*  01899   01901   01905   02031* 
STOMACH  SECRETION, DRUG  EFFECTS  ON 

01883*  01888*  01892*  01903   02051 

02605 
STOMACH  SECRETION, HORMONAL  CONTROL  OF 

01879*  01880*  01883*  01885*  01886* 

01891*  01894*  01895*  01897*  01901 

02055   02542* 
STOMACH  SECRET  ION, NERVOUS  CONTROL  OF 

01861*  01879*  01881*  01902 
STOMACH  SURGERY 
SEE  ALSO   GASTRECTOMY 

01880*  02100*  02102*  02104*  02105* 

02115  02123   02125   02130   02136 
02141   02142   02182   02183 

02201  02214   02217   02218 

02224  02227   02528   02584 
STOMACH  SURGERY  TECHNIQUES 

02103*  02116   02124   02137 
STOMACH  TREATMENT 

02099*  02112   02118 
STOMACH  ULCERS 

01900   02031*  02090 

02202  02203   02204 

02225  02226   02227 
STOMACH  ULTRASTRUCTURE 

01820*  01838 
STOMACH, DISEASES  ASSOCIATED  WITH 
02127   02343* 


02131   02133   02134   02139 


02134   02135   02599 

01892*  01897*  02214 


02114   02121   02126 
02575   02599 

01896*  02021*  02109 

02189*  02201   02343* 

02051 

02117   02542*  02604 


01887*  01889*  01890* 
01904   02031*  02033* 


02107*  02110   02112 
02137   02138   02139 
02185*  02186*  02197*  02198* 
02219   02220   02221   02222 
02616 

02141   02192*  02194*  02224 


02205 


02103*  02114 
02214  02216 
02422   02599 


02131   02139   02195* 
02220   02221   02222 


'■■y.' 


STOMACH, DRUG  EFFECTS  ON 

Ola20*  01821*  01868*  01869*  01870   01900   02106*  02113 
STOMACH, HORMONAL  CONTROL  OF 

01821*  01869* 
STOMACH, NERVOUS  CONTROL  OF 

01818*  01820*  01857*  01861*  01870   01873   02111   02112 

02113   02119   02120   02206 
STOMACH, TOXIC  EFFECTS  ON 

01875*  01877*  01905   02099*  02106*  02223   0254** 
STRESS  FACTORS  IN  ULCERS 

02187*  02195*  02204   02207 
STRICTURE, BILIARY  TRACT 

02367   02520   02532 
STRICTURE, ESOPHAGUS 

02067*  02073   02079   02084   02212 


STUDIES  OF  HEPATITIS, CLINICAL 

02454* 
STUDIES  OF  ULCERATIVE  COL  IT  I S, CL INICAL 

02297* 
STUDY  TECHNIQUES, ABSORPTION 

01844*  01856   02024*  02027*  02586 
STUDY  TECHNIQUES, DYE 
SEE   MARKER  STUDIES 
STUDY  TECHNIQUES, RADIOISOTOPE 

SEE   TRACER  STUDIES 
STUDY  TECHNIQUES, SECRETION 

01844*  01915 
STUDY  TECHNIQUES, STOMACH  SECRETION 


01905   02031*  02051 


01889*  01899   01901 
SUGAR  INTOLERANCE 

02250 
SULFOBROMOPHTHALEIN 

02004*  02014*  02345*  02347*  02351*  02391 
SURGERY  APPARATUS 

02137   02175 
SURGERY  COMPLICATIONS 

02179   02593 
SURGERY  TECHNIQUES 

02061*  02064*  02074 

02146*  02154   02165 

02201   02224   02229 

02315   02332   02333 
SURGERY  TECHNIQUES, STOMACH 

02103*  02116   02124   02137 
SURGERY, ABDOMEN 

02032*  02068   02069 

02530   02549*  02555 
SURGERY, ANORECTAL 

02612 
SURGERY, ANUS 

02260   02276   02280 
SURGERY, BILIARY  TRACT 

02303*  02312 


02077 
02175 
02261 
02447 


02072 
C2590 


02079 
02179 
02291 
02507 


02095 
02183 
02292 
02510 


02502*  02601 


02102*  02139 
02186*  02190* 
02293   02312 
02600 


02141   02192*  02194*  02224 


02141 
02598 


02152 
02602 


02291   02292   02296 


02335   02365 


02315 

02499*  02503*  02504*  02505*  02507 
02512   02517   02522   02524   02526 

02536   02537   02538 


02367 
02509 
02529 


02081   02082 


02083 
02268 
02498* 


02176 
02339 


02183 
02507 


02201 
02527 


02094   02095   02096 


02518   02523   02525   02526   02527 


02532   02535 
SURGERY, CANCER 

02029*  02067*  02074 

02092   02103*  02104*  02105*  02116 

02281   02308   02314   02365   02369 
SURGERY, CHOLELITHIASIS 

02339   02531 
SURGERY, DUODENUM 

02138   02159   02169 

02222   02224   02307 
SURGERY,  ESOPHAGUS 

02061*  02062*  02063*  02064*  02067*  02070 

02074   02076   02077   02078   02079   02080 

02088   02089   02092 
SURGERY, GALLBLADDER 

02513   02514   02515 

02528   02533   02  534 
SURGERY, GASTROINTESTINAL 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 

02178   02181   02543*  02551*  02552*  02600 
SURGERY, LARGE  INTESTINE 

02165   02250*  02257 

02271   02273   02275 

02301      02541* 
SURGERY, LIVER 

01920*  02340*  02348*  02349*  02365 

02383   02407   02412 
SURGERY, MESENTERY 

02598 
SURGERY, PANCREAS 

01914   01915   02039 

02312   02313   02315 
SURGERY, PANCREATITIS 

02331   02332   02333 
SURGERY, PEPTIC  ULCER 

02103*  02138   02139 

02193*  02197*  02198*  02199*  02201 

02216   02217   02219   02220   02221 

02584 


02183      02332 
02616 


02497*    02498* 
02510      02511 
02530      02531 


02085  02086 
02269  02270 
02552* 


02208   02220 


02071  02073 
02084  02086 
02112   02373 


C2261 
02284 


02262 
02285 


02445   02447 


02306 
02316 


02307 
02339 


02265 
02291 


02369 
02490 


02308 
02522 


02335   02336 


02185*  02186*  02188* 
02208 


02223 


02269   02270 
02295   02296 


02371   02375 
02556 


02309   02311 
02614 


02190*  02192* 
02209   02214 
02226   02552* 


02268   02288   02292   02293 


02169 
02180 
02511 


02142 
02161 
02170 
02182 
02541* 


02145* 
02163 
02172 
02183 


02185* 

02219 

02616 


02146*  02150*  02153 

02164  02165   02166 

02173  02174   02175 

02184  02185*  02229 


02107*  02110   02112 

02137  02138   02139 

02186*  02197*  02198* 

02220  02221   02222 


SURGERY, PORTAL  HYPERTENSION 

02350* 
SURGERY, RECTUM 

02053   02258   02260 
SURGERY, SMALL  INTESTINE 

02102*  02103*  02116 

02154   02155   02157 

02167   02168 

02177   02179 

02230   02234 
SURGERY, STOMACH 
SEE  ALSO   GASTRECTOMY 

01880*  02100*  02102*  02104*  02105* 

02115   02123   02125   02130   02136 

02141   02142   02182   02183 

02201   02214   02217   02218 

02224   02227   02528   02584 
SURGERY, ULCERATIVE  COLITIS 

02301 
SURGERY, VASCULAR 

02384   02385   02409   02471* 
SURGICAL  APPARATUS 

02271 
SURGICAL  TECHNIQUES 

02276 
SURGICAL  TECHNIQUES, EXPERIMENTAL 

02371   02541*  02552* 
SURGICAL  TREATMENT  OF  BLEEDING 

02066*  02077   02115   02199*  02209 

02350*  02373   02445 
SURVIVAL  RATES, CANCER 

02062*  02074   02081 

02281   02288   02314 
SYNDROME, CARCINOID 
SEE  ALSO   CARCINOIDS 
SEE  ALSO   SEROTONIN 

02524   02583 
SYNDROME, CR I GLER-NAJ JAR 

01940 
SYNDROME, GASTRECTOMY- INDUCED  DUMPING 

02102*  02104*  02138 
SYNDROME, PEUTZ-JEGHERS 

02180 
SYNDROME, ZIEVES 

02481   02493 
SYNDROME, ZOLLINGER-ELLISON 

02614 


THERAPY, DIETETIC 

02118   02154   02210   02238*  02246   02249   02250   02337 
02378   02386   02395   02567   02569   02570   02576 


02471*  02478 


02082 
02369 


02100* 
02498* 


02215   02222   02339 
02530   02584 


02160   02269   02270 


02364 

02577 
THROMBOCYTES 

02188* 
THROMBOSIS 

02282   02401 
THYROID  GLAND 

01974   02607 


TOLERANCE  TESTS  IN  MALABSORPTION  DIAGNOSIS 

02024* 
TOXIC  EFFECTS  OF  RADIATION 
SEE  ALSO   TOXIC  EFFECTS  ON  BILIARY  TRACT 

TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 
TOXIC  EFFECTS  ON  LIVER 

EFFECTS  ON  PANCREAS 
EFFECTS  ON  SMALL  INTESTINE 
EFFECTS  ON  STOMACH 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
01984 


TOXIC 
TOXIC 
TOXIC 
02587 


TOXIC  EFF 
01984 

TOXIC  EFF 
02223 

TOXIC  EFF 
02299 

TOXIC  EFF 
01924* 
01974 
02425 
02444 

TOXIC  EFF 
02319* 

TOXIC  EFF 
01987* 

TOXIC  EFF 
01875* 

TOXIC  HEP 
SEE   TOX 

TOXINS  OF 
01926* 


ECTS  ON  BILIARY  TRACT 

ECTS  ON  GASTROINTESTINAL  TRACT 

ECTS  ON  LARGE  INTESTINE 

02544* 
ECTS    ON   LIVER 

01926*  01937 

02037   02376 

02427   02428 

02446   02448 
ECTS  ON  PANCREAS 

02544* 
ECTS  ON 


01944   01950   01951  01960 

02417*  02419*  02420*  02423 

02429   02431   02434  02436 

02449   02451   02476*  02494 


01971 
02424 
02438 
02601 


SMALL  INTESTINE 

02144*  02223   02544* 
ECTS  ON  STOMACH 

01877*  01905   02099*  02106*  02223 
ATITIS 
IC  EFFECTS  ON  LIVER 

MICROORGANISMS. METABOLIC 

02603 


Iljl<jl," 


t 

(IB.-,.; 
lie 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
01<505 


01852 
01959 


01854 
01968 


01840*  01844*  01846* 
02106*  02130 


02543*  02549*  02555   02590 


02088   02089   02212 


TOXINS. CHEMICAL 
SEE  ALSO   TOXIC  EFFECTS  ON  BILIARY  TR 
TOXIC  EFFECTS  ON  GASTROINTE 
TOXIC  EFFECTS  ON  LARGE  INTE 
TOXIC  EFFECTS  ON  LIVER 
TOXIC  EFFECTS  ON  PANCREAS 
TOXIC  EFFECTS  ON  SMALL  INTE 
TOXIC  EFFECTS  ON  STOMACH 
32424   02427   02428   02431 
TRACE  ELEMENT  AND  MINERAL  ABSORPTION 

01842*  01843*  01849*  01878*  02255* 
TRACE  ELEMENT  AND  MINERAL  META80LSIM 

01931 
TRACE  ELEMENT  METABOL I SM.L I VER 

01957   01962   01980   02411 
TRACER  STUDIES 

01826   01840*  01851 

01917   01923*  01952 

01994   02006*  02021*  02029*  02039 

02381   02586   02603 
TRANSPLANTATION, LARGE  INTESTINE 

02064*  02165 
TRANSPLANTATION, L  IVER 

02340*  02348*  02353*  02370   02407 
TRANS  PL  ANT  AT  ION, PANCREAS 

02316 
TRANSPLANTATION, SMALL  INTESTINE 

02143*  C2153   02165 
TRANSPORT, ACTIVE 

01856 
TRANSPORT, ION 

01828   01830 

01896*  01898*  01931 
TRAUMA, ABDOMEN 

02032*  02159   02309 
TRAUMA, BILIARY  TRACT 

02503*  02512 
TRAUMA, ESOPHAGUS 

02064*  02078 
TRAUMA, LIVER 

02445   02447 
TRAUMA, PANCREAS 

02306   02311 
TRAUMA, SMALL  INTESTINE 

02156   02158   02169 
TRIGLYCERIDE  ABSORPTION 

01851 
TRYPSIN 

01816*  01909*  01986* 
TRYPSIN  INHIBITION 

01910*  02320* 
TRYPSIN  INHIBITOR  S ECR ET ION, PANCRE A S 

01906* 
TRYPSIN  SECRETION, PANCREAS 

02303*  02310 
TUBERCULOSIS 

02465 
TYPHOID  FEVER  EPIDEMIOLOGY 

02550* 
TYPHOID  FEVER  IMMUNOLOGY 
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PREFACE 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  a  publication  of  the  National  Institute  of  Arthritis 
and  Metabolic  Diseases.  This  specialized  information  medium  has  been  initiated  to  fill  an  existing  great  need  ir 
the  field  of  gastroenterology  and  to  assist  the  Institute  in  meeting  its  obligations  to  foster  and  support  laboratory 
and  clinical  research  into  the  nature,  causes,  and  therapy  of  diseases  of  the  gastrointestinal  tract.  Publication  o] 
GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  makes  avaUable,  free  to  qualified  interestec 
investigators  and  practitioners,  citations  of  all  current  papers  relevant  to  this  field  from  medical  journal: 
pubUshed  throughout  the  world.  Approximately  one-third  of  the  citations  dealing  with  the  major  aspects  o; 
gastroenterology  has  accompanying  abstracts. 

The  issuing  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  under  the  auspices  of  the  Nationa 
Institute  of  Arthritis  and  Metabolic  Diseases  will  provide  a  much  needed  current  awareness  tool  to  scientists  ani 
will  facUitate  greater  integration  of  research  and  clinical  efforts  in  this  field.  The  number  and  great  diversity  o 
publications  in  the  area  of  gastroenterology  makes  it  imperative  that  an  appropriate  service  be  avaUable  t^ 
investigators  and  practitioners  so  that  they  may  be  apprised  of  progress  with  a  minimum  of  delay.  Our  aim  is  t 
provide  the  readers  with  a  readily  systematized  compilation  of  current  published  work.  The  publication  wi: 
provide  the  greatest  usefulness  if  these  interested  investigators  will  contribute  their  ideas  and  comments  fo 
consideration  whenever  possible. 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  published  monthly  and  includes  citations  an 
abstracts  from  the  biomedical  world  literature  as  they  are  currently  received.  In  addition,  yearly  cumulate 
subject  and  author  indexes  are  published.  Requests  from  qualified  individuals  to  receive  fiee  copies  of  th 
publication,  and  address  changes  and  other  communications  from  these  individuals  should  be  addressed  to: 


Scientific  Communications  Office 

Gastroenterology  Abstracts  and  Citations 

National  Institute  of  Arthritis  and  Metabolic  Diseases 

National  Institutes  of  Health 

Bethesda,  Maryland  20014 
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hr 
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kg 
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uv 
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niilligram(s) 
minute(s) 
milliliter(s) 
milUmeter(s) 
maximum  tolerated  dose 
nanogram  (10-9) 
picogram  (10-12) 

orally 

parts  per  million 

Roentgen 

red  blood  cells  (erythrocytes), 

red  blood  count 
respectively 

review  (only  in  citations) 
ribonucleic  acid 
subcutaneous 
second(s) 

serum  glutamic-oxalacetic  transaminase 
serum  glutamic-pyruvic  transaminase 
unit(s) 
ultraviolet 
white  blood  cells  (leukocytes), 

white  blood  count 
year(s) 
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PRECLINICAL  SCIENCES 
MORPHOLOGY,  CELLULAR  STRUCTURE  AND  HISTOCHEMISTRY 


2618 


PROTOCOLLAGEN  PROLINE  HYDROXYLASE 
IN  NORMAL  LIVER  AND  IN  HEPATIC  FIBRO- 
SIS.  (E.)    Takuechi,  T.  (PhUadelphia  Gen.  Hosp.,  Pa.)  and 
D.  J.  Prockop.    Gastroenterology  56(4):744-750,  1969. 
Significant  levels  of  protocollagen  proline  hydroxylase  activity 
were  demonstrated  both  in  normal  rat  liver  and  in  a  single 
specimen  of  human  liver.   The  enzymatic  activity  in  rat  and 
human  liver  was  similar  to  protocollagen  proline  hydroxylase 
isolated  from  chick  embryos  in  that  it  was  inhibited  by  poly- 
L-proline  II,  and  it  required  ascorbate,  a-ketoglutarate,  and 
ferrous  iron.   When  hepatic  fibrosis  was  produced  in  rats  with 
carbon  tetrachloride  or  with  a  choUne-deficient  diet,  Uver  levels 
of  protocollagen  proline  hydroxylase  increased  over  4-fold.    In 
all  of  the  experiments  the  increase  in  protocollagen  proUne 
hydroxylase  activity  occurred  more  promptly  and  it  was  more 
marked  than  the  increase  in  collagen  hydroxy  proline. 


2619 


FURTHER  STUDIES  REGARDING  THE 
QUESTION  OF  CELLULAR  IMMUNITY  IN 
MOUSE  THYROID.    (E.)    Rowley,  D.  (Dept  Microbiol., 
U.  Adelaide,  AustraUa)  and  C.  R.  Jenkin.   Aust  J  Exp  Biol 
Med  Set  46(4): 447-463,  1968. 

Two  strains  of  Salmonella  enteritidis  and  typhimurium,  1  strain 
of  paratyphi,  a  strain  of  L.  monocytogenes,  and  dried  BCG 
were  administered  to  male  and  female  Swiss-Webster  mice  (18 
to  20  g  body  v/eight)  in  living-attenuated  and  in  kUled-vaccine 
forms.  In  vivo  and  in  vitro  bacterial  killing  were  used  to  study 
antibody  and  cellular  responses  to  infection.    Killed  vaccines 
of  virulent  strains  of  Salmonella  were  more  protective  than 
killed  vaccines  of  avirulent  strains.    Macrophage  bactericidal 
activity  was  increased  by  live-attenuated  vaccines  but  was  un- 
affected by  killed  vaccines.    Both  killed  and  attenuated  forms 
induced  antibody  formation.    Increased  phagocytic  activity  by 
macrophages  was  stimulated  by  uraelated  bacteria  and  required 
some  antibody  to  be  effective. 

2620  CELLULAR  UNCOUPLING  IN  CANCEROUS 
STOMACH  EPITHELIUM.    (E.)    Kanno,  Y. 

(Hiroshima  U.,  Japan)  and  Y.  Matsui.   Nature  218(5 142):775- 
776,  1968. 

Normal  and  cancerous  human  stomach  segments  were  isolated 
in  Krebs  solution.  There  was  no  detectable  ionic  communica- 
tion between  the  cancerous  epithelium  and  the  cell  input  re- 
sistances were  substantially  higher  than  in  normal  epithelium. 
The  membrane  potentials  at  zero  current  were  significantly 
lower  than  in  normal  epithelia.  All  measurements  were  made 
\Vi  hr  after  the  normal  blood  supply  had  been  interrupted. 

2621  FUNCTIONAL  AND  MORPHOLOGICAL 
EFFECTS  OF  COELIAC  AXIS  COMPRESSION 

ON  THE  AFFECTED  ORGANS.    AN  EXPERIMENTAL 

STUDY.    (E.)    Koikkalainen,  K.  (U.  Cent.  Hosp.,  Helsinki, 
Finland),  P.  T.  Haijola,  E.  Laustela  and  L.  Teppo.   Ann  Chir 
Gynaec  Fenn  57(2): 239-243,  1968. 

Ten  of  12  mongrel  dogs,  average  weight  15  kg,  had  Ameroid 
constrictors  (inner  lumen  2.7  mm)  placed  about  the  root  of  the 
celiac  axis  at  laparotomy,  leaving  the  other  2  animals  as  sham 
operation  controls.    Four  to  10  days  after  the  first  procedure. 


transfemoral  aortography  was  performed  and  the  dogs  reoperated 
to  obtain  pre-  and  postconstriction  pressures  and  specimens  of 
Uver,  spleen,  pancreas,  duodenum  and  ventricle.    Blood  samples 
drawn  before  the  second  procedure  were  tested  for  SGOT, 
protein  (electrophoresis),  amylase,  Upase,  blood  sugar,  P  +  P, 
and  platelets  and  found  to  be  normal.   One  dog  died  2  days 
after  the  first  procedure  with  celiac  thrombosis  and  a  second 
animal  died  2  days  after  the  second  procedure  from  the  same 
cause.   This  animal  showed  massive  infarction  at  the  time  of 
biopsy.   None  of  the  others  showed  ischemic  changes.   Two 
of  the  animals  showed  celiac  occlusion  with  retrograde  fUling 
and  one  of  these  showed  an  aortic-celiac  systolic  gradient  of 
140  mm  Hg.   The  lowest  gradient  was  recorded  (31  mm  Hg) 
in  a  dog  with  50%  narrowing.   Only  acute,  complete  occlusion 
of  the  celiac  artery  produced  massive  hemorrhagic  infarction 
in  the  organs  in  the  area.    Even  powerful  stenosis  of  the  artery 
caused  no  functional  or  morphological  changes  if  the  coUaterals 
were  intact. 
2622  STUDIES  ON  THE  TRANSMISSION  OF  THE 

AGENT  OF  INFECTIOUS  HEPATITIS  TO 
PATAS  MONKEYS.  (E.)  Bearcroft,  W.  G.  C.  (West  African 
Council  Med.  Res.,  Yaba,  Lagos,  Nigeria).  J  Med  Microbiol 
1(1):1-21,  1968. 

Adult  patas  monkeys  received  p.o.  or  i.p.  suspensions  of  bver 
obtained  from  normal  humans  and  monkeys,  humans  with  vary- 
ing liver  pathology,  humans  with  fuhninant  infectious  hepatitis 
and  monkeys  infected  with  hepatitis.  Few  animals  became  ill 
and  very  few  died.  The  most  frequently  observed  signs  of  the 
infectious  hepatitis  were  neutropenia  and  liver  damage.  The 
disease  increased  in  severity  on  passage.  The  onset  of  neutro- 
penia was  rapid  after  inoculation  p.o.  of  infected  Uver  and 
slower  after  inoculation  i.p.  The  Uver  lesions  were  variable  in 
severity  and  usuaUy  consisted  of  smaU  foci  of  parenchyma  and 
Kupffer  ceUs  with  increased  nucleolar  and  cytoplasmic  baso- 
philia. Liver  function  studies  were  usually  normal  Electron 
microscopy  of  affected  Uvers  revealed  irregularity  of  the  nuclear 
membrane,  increased  numbers  of  mitochondria,  hypertrophy  of 
the  Golgi  apparatus  and  internal  structures  within  the  lysosomes. 
No  viral  particles  were  seen.  The  infective  agent  passed  tlirough 
bacteria-stopping  fUters  and  was  heat  and  cold  stable.  It  was  not 
isolated  in  artificial  media  or  tissue  cultures  and  did  not  cause 
clinical  disease  in  any  other  laboratory  animals. 

2623  LIPID  COMPOSITION  OF  THE  BRUSH  BORDERS 

OF  RAT  INTESTINAL  EPITHELIAL  CELLS. 

(E.)  MiUington,  P.  F.  (Med.  Sch.,  Bristol,  England)  and  D.  R. 
Critchley.  Lj/e5d  7(15):839-845, 1968. 

Brush  border  fractions  of  rat  intestinal  mucosa  were  obtained  by 
scraping  and  then  subjected  to  electron  microscopy  and  thin- 
layer  and  column  chromatography  to  rule  out  contamination 
and  to  identify  the  Upid  composition  of  the  tissue.  There  was 
Uttle  or  no  contamination.  PhosphoUpids  and  cholesterol  were 
the  major  components  along  with  free  fatty  acids.  Triglycerides 
along  with  mono-  and  diglycerides  were  found.  Cholesterol 
esters  were  absent.  The  phospholipid: cholesterol  ratio  was  3.53 
in  the  mucosa  and  1.42  to  1.6  in  the  brush  border.  The  major 
lipids  present  were,  in  decreasing  concentrations:  phosphatidyl 
ethanolamine  (40%),  phosphatidyl  choUne  (30%),  the  combined 
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phosphatidyl  insitol  and  phosphatidyl  serine  (20%),  sphingo- 
myelin (5%)  and  lysolecithin.  Difficulty  was  experienced  in 
the  lipid  extraction  procedures. 

2624  IMMUNOELECTROPHORESIS  OF  HUMAN 

LIVER  PROTEINS.    (E.)    Santamaria,  P. 
(Dept.  Microbiol.,  U.  Navarra,  Pamplona,  Spain),  A.  Chordi 
and  E.  Ortiz  de  Lanzaduri.   Path  Europ  2(4): 427-436,  1967. 

Liver,  kidney,  lung,  spleen,  and  prostate  antigens  were  obtained 
from  human  organs  collected  after  autopsies  performed  within 
10  after  death.    Acetone-desiccated  powder  prepared  from  the 
organ  tissue  was  used  in  electrophoresis.    Forty  antigenic  com- 
ponents were  revealed  in  the  human  liver:    8  were  common 
with  human  serum,  20  with  other  organs  (kidney,  lung,  spleen, 
brain,  and  prostate),  and  12  existed  only  in  the  liver.    The  40 
components  were  grouped  in  10  electrophoretic  zones:    7  were 
human  serum  zones  and  3  were  new.    A  mitochondrial  prepara- 
tion of  human  hepatic  tissue  with  anti-liver  immunoserum  ab- 
sorbed with  normal  human  serum  also  was  subjected  to  immuno- 
electrophoresis.    This  revealed  that  8  of  the  components  found 
in  the  human  liver  were  present  in  liver  mitochondria.   The 
chemical  nature  and  the  sedimentation  coefficient  of  some  of 
these  components  are  given. 

2625  THE  SECRETION  OF  GASTRIC  CANCER 
CELLS.   (E.)    Kondo,  K.  (Ctr.  Adult  Dis.,  Osaka, 

Japan),  H.  Taniguchi  and  K.  Takemura.  Ann  Rpt  Center  Adult 
Dis  7(l):36-45,  1967. 

Cancer  tissues  were  obtained  from  patients  with  gastric  cancer 
and  immediately  fixed,  buffered,  dehydrated,  and  embedded  in 
epoxy  resin.    Staining  was  with  uranyl  acetate  and  lead  citrate. 
Electron  microscopy  was  with  a  JEM  6C  electron  microscope. 
For  light  microscopy  serial  sections  were  made  from  the  same 
block  of  specimen  used  for  electron  microscopy.    Thickness  of 
the  sections  was  2  yt.   Three  types  of  cancer  cells  containing 
large  amounts  of  mucus  were  classified:    the  intracellular  mi- 
crocyst  containing  mucus;  a  type  resembling  goblet  cells;  and 
the  3rd  with  mucous  degeneration  of  cytoplasm.    Thirteen 
plates  illustrate  these  findings. 

2626  THE  LIPID  COMPOSITION  OF  THE  MICRO- 
SOMAL FRACTION  IN  NORMAL  LIVER  AND 

IN  HEPATOMA.   (Ger.j    Theise,  H.  (Inst.  Ceil  Physiol.,  German 
Acad.  Sci.,  Berlin,  Germany)  and  H.  Bielka.   Arch  Geschwulst- 
forsch  32(1/2):  11-19,  1968. 

The  lipid  composition  of  microsomal  fractions  was  determined 
in  the  livers  from  female  Wistar  rats  (150-200  g)  and  in  trans- 
plantable hepatomas  induced  by  feeding  diethylnitrosamine. 
The  Upid  composition  was  found  to  be  quaUtatively  similar,  but 
quantitatively  very  different.    Hepatoma  microsomes  showed  a 
smaller  proportion  of  phosphatides  (66.5%)  than  normal  liver 
microsomes  (81.5%);  more  phosphorus-free  lipids  (33.5% 
versus  18.5%);  a  higher  content  of  cholesterol  (8.5%  versus 
4.5%).    The  difference  in  the  composition  of  phosphatides  was 
significantly  different:    hepatoma  microsomes  contained  more 
animophosphatides  (42.3%  versus  28.0%)  than  normal  liver 
microsomes;  more  plasmalogens  (8.1%  versus  3.0%);  but  less 
choline-containing  phosphatides  (52.2%  versus  60.2%)  and 
phosphatidyUnositol  +  acid  phosphatide  (5.5%  versus  11.8%). 


Some  minor  and  unidentified  fractions  present  in  the  hepatoma 
microsomes  were  not  found  in  normal  liver  microsomes.    Gas 
chromatography  of  the  fatty  acids  in  the  phosphatide  fractions 
showed  greater  amounts  in  the  hepatoma  microsomes,  especially 
of  the  18:1,  18:2,  20:4  and  22:6  types.    The  higher  content  of 
phosphotidylethanolamine  in  the  hepatoma  microsomes  (29.3 
versus  23.2)  may  be  ascribed  to  damage  of  the  enzyme  system 
which  changes  phosphatidylethanolamine  to  phosphatidylcho- 
hne;  the  enzyme  activity  for  this  change  in  tumor  cells  is  less 
than  10%  of  that  found  in  normal  tissue. 


2627  SMALL  BOWEL  MORPHOLOGY  IN  CHILD- 

HOOD.   (E.)    Walker-Smith,  J.  A.  (Royal 
Alexandra  Hosp.  Child.,  Sydney,  Australia).   Med  J  Aust 
l(8):382-387,  1969. 

As  part  of  the  diagnostic  investigation  of  children  with  mal- 
absorption, chronic  diarrhea  and  failure  to  thrive,  165  consecu- 
tive proximal  small  intestine  biopsies  were  taken.    A  flat  mu- 
cosa was  found  in  37,  thickened  ridges  in  50  and  leaf-like  villi 
in  78  cases.   The  appearance  of  the  proximal  jejunum  and  the 
distal  ileum  at  autopsy  in  21  cases  (12  who  had  died  from 
gastroenterological  and  9  from  nongastroenterological  disease) 
showed  that  short,  thick  ridges  were  seen  only  in  patients  with 
gastroenterologic  disease,  that  finger-like  villi  were  most  often 
seen  in  the  ileum  of  patients  who  had  had  nongastroenterologic 
disease,  and  tongues  in  the  bowel  were  seen  in  those  who  had 
had  gastroenterologic  disease. 


2628  GASTRIC  EOSINOPHILIA  IN  RATS  IMMUNIZED 

WITH  STOMACH.    (E.j    Yee,  R.  D.  (Massachusetts 
Gen.  Hosp.,  Boston),  B.  G.  Amason  and  P.  M.  Dreyfus.   Proc 
Soc  Exp  Biol  Med  131(2):498-500,  1969.  \ 

Lewis  and  Sprague-Dawley  rats  received  0.1  ml  of  an  antigen-       | 
adjuvant  mixture  from  gastric  serosa  of  rats  or  Hartley  guinea 
pigs  or  the  adjuvant  alone.    Animals  were  sacrificed  7,  10,  14, 
21,  28,  35,  or  40  days  after  immunization  and  the  stomach, 
duodenum,  ileum,  ascending  colon,  lung,  liver  and  spleen  taken 
and  fixed  in  formalin.    Tissue  eosinophilia  was  arbitrarily  scored 
as  0  (few),  +  (moderate),  or  ++  (many).    All  sections  were  read 
blind.    All  groups  remained  healthy  and  gained  weight  through- 
out.   Seven  days  after  immunization  there  was  no  increase  in 
eosinophilia  in  the  stomach  over  that  found  in  normal  rats. 
At  10  days,  and  thereafter,  most  stomach-immunized  rats 
showed  increased  eosinophilia  throughout  the  tissues  of  the 
stomach  wall.    This  was  most  apparent  in  the  submucosa  and 
occurred  whether  the  rats  had  been  given  isologous  (Lewis), 
homologous  (Sprague-Dawley)  or  heterologous  (guinea  pig) 
stomach.    Liver-immunized  controls  showed  no  such  response. 
The  difference  was  significant  at  the  1%  level.    In  a  small  \ 

number  of  animals  studied  after  28  days,  increased  eosinophilia    [ 
was  no  longer  found.    No  eosinophilia  was  found  in  the  Uver, 
spleen  or  lung  at  any  time.    The  production  of  auto-antibodies 
directed  against  organ-specific  antigens  in  the  stomach  extracts 
and  interaction  of  these  antibodies  with  organ-specific  antigen 
in  the  stomach  may  be  responsible  for  the  stomach  eosinophilia. 
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DIPHASIC  DISAPPEARANCE  OF  META- 
CHROMASIA  IN  THE  RAT  GASTRIC  MUCOSAL 
MAST  CELLS  AFTER  A  SINGLE  INJECTION  OF  INSULIN. 

(E.)    Rasanen,  T.  (Dept.  PathoL,  U.  Helsinki,  Finland),   Scand 
JGastroent  4(2):  133-1 36,  1969. 

Nonfasted  Sprague-Dawley  rats  weighing  260-384  g  were  in- 
jected with  diluted  insulin,  1  U  each,  and  the  changes  in  the 
metachromasia  of  the  mast  cells  in  their  gastric  mucosa  ob- 
served for  35  min  to  5  hr  after  the  injection.    The  metachro- 
masia decreased  up  to  2.5  hr,  increased  during  the  next  3-4  hr, 
and  began  to  decrease  5  hr  after  the  injection.    In  mucosa 
specimens  fixed  in  Bouin's  fluid  and  stained  with  hemalum- 
eosin,  the  mast  cells  of  the  mucosa  could  be  distinguished  by 
the  kidney  shape  of  the  nucleus  and  the  granules  of  varying 
size.    The  latter  took  on  a  light  reddish  stain.    In  the  first 
degranulation  stage  no  changes  of  the  granules  from  normal 
could  be  seen  in  these  specimens,  but  in  the  later  stage  deple- 
tion of  the  protoplasmic  granules  was  observable.    The  mast 
cells  of  the  submucosal  connective  tissue  could  not  be  dis- 
tinguished in  these  specimens  stained  with  hemalum-eosin. 


2630 


NEW  FINDINGS  IN  THE  ANATOMY  OF  THE 
LIVER.    (Ger.)    Wirbatz,  W.  (Inst.  Cancer  Res., 
German  Acad.  Sci.,  BerUn,  Germany),  J.  Kiessling,  G.  Bauke, 
B.  Mateev  and  W.  Richter.   Deutsch  Gesundh  23(52):2449- 
2454,  1968. 


2631  LIVER  SEGMENTATION.    (Sp.)    Gimenez,  R.  E. 

(Fac.  Med.,  Natl.  U.  Cordoba,  Argentina).   Rev 
Esp  Enferm  Apar  Dig  27(10):  1421-1426,  1968. 


2632  THE  SURFACE  COAT  OF  GASTROINTESTINAL 

EPITHELIAL  CELLS.    [EDITORL\^L]    (E.) 

Trier,  J.  S.  (Boston  U.  Sch.  Med.,  Mass.).    Gastroenterology 
56(3):618-622,  1969. 


2633  THE  ABDOMINAL  VAGAL  SYSTEM  IN  RATS. 

AN  ANATOMICAL  STUDY  WITH  EMPHASIS 


UPON  THE  DISTRIBUTION  OF  THE  GASTRIC  VAGI  TO 
THE  STOMACH.    (E.)    Legros,  G.  (Dept.  Surg.,  U.  Washington 
Sch.  Med.,  Seattle)  and  C.  A.  Griffith.   /  Surg  Res  9(3):  183- 
186,  1969. 

2634  A  COMPARATIVE  CYTOLOGIC  STUDY  OF 
THE  CULTIVATION  OF  HEPATOMAS  OF 

DIFFERENT  GROWTH  RATES.    (E.j    Watanabe,  H.  (Cornell 
U.  Med.  Coll.,  New  York,  N.  Y.)  and  E.  Essner.   Cancer  Res 
29(3):631-644,  1969. 

2635  LIVER  35 '-NUCLEOTIDE  PHOSPHODIESTER- 
ASE AND  ITS  ACTIVITY  IN  RAT  LIVERS 

PERFUSED  WITH  INSULIN.    (E.)    Menahan,  L.  A.  (U. 
Washington  Sch.  Med.,  Seattle),  K.  D.  Hepp  and  O.  Wieland. 
Europ  J Biochem  8(3):435-443,  1969. 

2636  ELECTRON  MICROSCOPY  OF  THE  BAT  EXO- 
CRINE PANCREAS  IN  HIBERNATING  AND 

NONHIBERNATING  STATES,  WITH  SPECIAL  REFERENCE 
TO  THE  OCCURRENCE  OF  INTRACISTERNAL  GRANULES 
AND  CRYSTALLOIDS.    (Jap.)    Watari,  N.  (Inst.  Endocrinol., 
Gunma  U.,  Maebashi,  Japan).  Acta  Anat  Nippon  43(3):  152- 
176, 1968. 

2637  HISTOCHEMICAL  AND  ELECTRON  MICRO- 
SCOPIC STUDIES  ON  THE  FUNCTION  AND 

THE  FINE  STRUCTURE  OF  HUMAN  GASTRIC  PARIETAL 
CELL.  (Jap.)  Miyoshi,A.(Dept.  Intern.  Med.,  Kyoto  U.,  Japan), 
Y.  Okuda,  M.  Ohbayashi,  S.  Ohkawa,  T.  Miyake,  M.  Moriga, 
N.  Iwai  and  H.  Sugimoto.   Jap  Arch  Int  Med  15(4):  103-115, 
1969. 

2638  THE  ARDRENERGIC  INNERVATION  IN  THE 
ESOPHAGUS  AND  RESPIRATORY  TRACT 

OF  THE  RABBIT.    (E.)    Nishimura,  T.  (Nagoya  City  U.  Med. 
Sch.,  Japan)  and  T.  Takasu.   Otolaryngol  67(4):444-452,  1969. 

2639  SUBFRACTIONATION  OF  RAT  LIVER  PLASMA 
MEMBRANES.    (E.)    Evans,  W.  H.  (Natl.  Inst. 

Med.  Res.,  London,  England).   Febs  Letters  3(4):237-241, 
1969. 


See  also:    2643,2670,2696,2993,3069,3124,3257 
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2640  EFFECT  OF  BICARBONATE  ON  SODIUM 
ABSORPTION  BY  THE  HUMAN  JEJUNUM. 

(E.)    Sladen,  G.  E.  (St.  Bartholomew's  Hosp.,  London,  England) 
and  A.  M.  Dawson.   Nature  218(5138):267-268,  1968. 

Continuous  steady  state  perfusion  of  jejunal  segments  using  a 
double-lumen  tube  in  15  normal  adults  and  a  triple-lumen  tube 
in  1 3  was  performed  using  various  saline,  bicarbonate  and  glu- 
cose solutions.    The  absorption  effects  of  56  mM  glucose  were 
used  as  a  standard  in  demonstrating  that  maximum  rates  of 
sodium  and  water  absorption  occur  from  isotonic  solutions,  56- 
84  mM,  with  respect  to  glucose.    Bicarbonate  has  a  significant 
effect  on  sodium  and  water  absorption,  particularly  on  the  for- 
mer in  which  it  is  comparable  to  the  maximum  effect  on  sodium 
exerted  by  glucose.    Glucose  has  a  more  striking  effect  on  water 
absorption.    A  similar  pH  for  the  infused  solutions  did  not  alter 
the  effect  significantly. 

2641  STUDIES  ON  THE  ACTIVITY  OF  SO-CALLED 
EXCRETORY  ENZYMES  IN  EXPERIMENTAL 

OBSTRUCTIVE  JAUNDICE  IN  RABBITS.    II.    SERUM  ALKA- 
LINE PHOSPHATASE  (AlkP),  LEUCINE  AMINOPEPTIDASE 
(LAP)  AND  GAMMA  GLUTAMYL  TRANSPEPTIDASE 
(GGTP)  ACTIVITIES.    (E.)    Lukasik,  S.  (Clin.  Int.  Dis.,  Med. 
Acad.,  Wroclaw,  Poland),  B.  Osifiski  and  W.  Lukasikowa.  Acta 
Med  Pol  9(l):S7-93,  1968. 

In  14  rabbits  with  obstructive  jaundice  induced  by  ligation  of 
the  common  bile  duct,  serum  activities  of  alkaline  phosphatase 
(AlkP,  gamma-glutamyl  transpeptidase  (GGTP)  and  leucine 
aminopeptidase  (LAP)  were  determined  before  and  at  various 
times  after  surgery.    The  normal  level  of  AlkP  is  nearly  the  same, 
and  GGTP  and  LAP  slightly  higher  than  in  humans.    Following 
ligation  AlkP  and  GGTP  activities  rose  quickly  and  markedly 
while  LAP  remained  unchanged.    The  maximum  rise  in  GGTP 
was  several  times  higher  than  that  of  AlkP,  despite  much  higher 
levels  of  AlkP  than  GGTP  in  the  bile  of  rabbits.    Until  cirrhosis 
developed,  both  enzyme  activities  decreased  (AlkP  more  quickly), 
despite  increasing  bile  retention  and  rising  bilirubin  levels.    Af- 
ter removal  of  the  ligatures  GGTP  returned  to  normal  much 
more  slowly  than  AUcP. 

2642  EFFECT  OF  DIAZOXIDE  AND  CHLORTHUZIDE 
ON  ABSORPTION  FROM  THE  SMALL  INTESTINE 

IN  VIVO.   (E.)  Gutman,  Y.  (Hebrew  U.-Hadassah  Med.  Sch., 
Jerusalem,  Israel),  F.  Bergmann  and  F.  Banzekein.  Life  Sci  7(3): 
189-195,  1968. 

Fifty  ml/kg  of  0.9%  NaCl  containing  1%  inulin  was  instilled 
through  a  stomach  tube  into  groups  of  male  albino  (Hebrew  U.) 
rats.  Chlorthiazide  (CTZ)  or  solvent  was  injected  i.v.  5  min  before 
saline  loading  and  after  30  min  the  small  intestine  fluid  volume 
and  inulin  concentration  were  assayed.  Isolated  20  cm  loops  of 
cat  intestine  were  filled  with  a  similar  saUne  solution  containing 
inulin  1%  and  samples  taken  after  0,  10,  20,  and  30  min  for  inulin 
concentrations.  This  was  repeated  with  CTZ  and  diazoxide  ad- 
ministered i.v.  or  dissolved  in  the  solution.  The  volume  of  saline 
absorbed  in  the  rat  decreased  by  14.3%  after  i.v.  50  mg/kg  CTZ 
and  25.8%  after  200  mg/kg.   CTZ  administered  into  the  cat  in- 
testinal lumen  as  well  as  5  times  as  much  given  i.v.  inhibited  sodium 
absorption.  By  itself  diazoxide  had  no  effect  on  absorption  but 


diminished  the  inhibitory  effect  of  CTZ.  CTZ  did  not  affect 
distilled  water  absorption  from  the  ileum  nor  that  of  added 
glucose.  Diazoxide  did  not  affect  glucose  absorption. 

2643  GASTRIC  MUCOSAL  ANTIBODIES  AND 
IRON  ABSORPTION.    (E.j    Murray,  M.  J.  (Dept. 

Med.,  U.  Minnesota,  Minneapolis)  and  N.  Stein.   Proc  Soc  Exp 
Biol  Med  131(2):  565-568,  1969. 

Studies  were  made  of  the  effect  of  1)  antigastric  mucosal 
antibody  on  iron  absorption  by  normal  rats  and  4  groups  of 
10  rats  made  anemic  by  iron  depletion,  2)  antigastric  mucosal 
antibody  on  the  secretion  of  HCl  by  12  male  Sprague-Dawley 
rats  in  the  unlikely  event  that  depression  of  acid  secretion 
would  decrease  iron  absorption,  and  3)  antigastric  mucosal  anti- 
body on  the  binding  of  iron  by  gastric  juice  in  vitro.    When 
antigastric  mucosal  antibody  was  present  in  rabbit  serum,  it 
significantly  reduced  absorption  of  59Fe.    No  significant  dif- 
ferences in  pH,  volume,  total  acid  output  and  acid  per  hr  in 
mEq  were  noted  in  rats  treated  with  the  antibody  when  com- 
pared to  untreated  animals.   In  vitro  studies  showed  that 
normal  rat  gastric  juice  slightly  binds  59Fe;  anemic  rat  gastric 
juice  has  virtually  no  iron  binding  capacity;  normal  rabbit 
serum  has  considerable  iron  binding  capacity,  but  is  strikingly 
reduced  by  mixing  it  with  either  normal  or  anemic  rat  gastric 
juice;  and  antigastric  mucosal  serum  also  binds  59Fe  well,  but 
this  binding  is  not  reduced  by  mixing  with  either  normal  or 
anemic  gastric  juices. 

2644  A  TRANSEPITHELIAL  PUMP  FOR  WEAK 
ELECTROLYTES.    (E.)    Stevens,  C.  E.  (New  York 

State  Vet.  Coll.,  Ithaca),  A.  Dobson  and  J.  H.  Mammano.   Amer 
J  Physiol  216(4):983-987,  1969. 

2645  EFFECT  OF  pH  ON  THE  VITAMIN  B 1 2-BINDING 
CAPACITY  OF  INTRINSIC  FACTOR.  (E.) 

Goldberg,  L.  S.  (U.  California  Sch.  Med.  San  Francisco)  and 
H.  H.  Fudenberg.    J  Lab  Clin  Med  73(3):469-475,  1969. 

2646  TRANSPORT  IN  THE  LARGE  INTESTINE 
MUCOSA  WITH  PARTICULAR  ATTENTION  TO 

WATER  AND  SOME  MONOVALENT  IONS.    (Dan.)    Dalmark, 
M.  (Gentofte  Hosp.,  Copenhagen,  Denmark).    Ugeskr  Laeg 
131(ll):451-457,  1969. 


2647 


1969. 


2648 


THE  ECONOMY  OF  THE  COLUMNAR  EPITHE- 
LIAL CELL.  (E.J  Smyth,  D.H.  GMrl0(l):2-5, 


SERUM  LIPID  RESPONSES  TO  ETHYL-p- 
CHLOROPHENOXYISOBUTYRATE  WITH  DIF- 
FERENT DIETARY  FATS.    (E.J    Kokatnur,  M.  G.  (Louisiana 
State  U.  Sch.  Med.,  New  Orleans),  G.  T.  Malcom  and  R.  D. 
Martinez.  Metabolism  18(l):73-80,  1969. 

2649  PERSORPTION  OF  METALLIC  IRON  PARTI- 

CLES.   (E.J    Volkheimer,  G.  (Dept.  Gastroent., 
Humboldt  U.,  Berlin,  Germany),  F.  H.  Schulz,  A.  Lindenau 
and  U.  Beitz.    Gut  10(l):32-33,  1969. 
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2650  ABSORPTION  AND  UTILIZATION  OF  POLY- 

GLUTAMYL  FORMS  OF  FOLATE  IN  MAN. 

E.)  Perry,  J.  (M.  R.  C.  Exp.  Haematol.  Res.  Unit,  London, 
England)  and  I.  Chanarin.  Brit  Med  J  4(5630):546-549,  1968. 


2651  INTESTINAL  RESPONSE  TO  THE  BODY'S 

REQUIREMENT  FOR  IRON.    CONTROL  OF 
IRON  ABSORPTION.    (E.)    Crosby,  W.  H.  (New  England  Med. 
Ctr.  Hosp.,  Boston,  Mass.)..  JAMA  208(2):347-351,  1969. 


See  also:    2815,2831 
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2652  EFFECT  OF  AMPICILLIN  ON  THE  EXTRA- 
HEPATIC  BILE  DUCTS.    I.  IN  VITRO  ACTIV- 
ITY ON  THE  COMMON  BILE  DUCT  AND  GALLBLADDER. 

(It.)    Arrigoni,  E.  (Inst.  Pharmacol.,  U.  Pavia,  Italy)  and  G. 
Benzi.   Boll  Soc  ltd  Biol  Sper  44(19):  1557-1560,  1968. 

Experiments  with  the  isolated  common  bile  ducts  of  57  calves 
and  the  isolated  gallbladders  of  36  guinea  pigs  and  8  cats  dem- 
onstrated that  ampicillin  has  marked  myolytic  activity  at 
concentrations  normally  reached  during  treatment  of  biUary 
tract  infections.   When  the  common  bile  ducts  were  suspended 
in  oxygenated  Tyrode's  solution  at  37C,  ampiciUin  (62.5-2000 
/Jg/ml)  produced  muscular  relaxation  and  counteracted  the  ef- 
fects of  serotonin  (0.10-0.20  jUg/ml),  histamine  (0.05-0.15 
/ig/ml),  BaCl2  (3.3-4.5  jUg/ml  +  atropine),  and  carbaminoyl- 
choline  (0.07-0.13  \J%lTn\).   The  effects  of  the  last  2  agents 
were  inhibited  70.6%  and  15.6%,  resp.  by  an  ampicillin  con- 
centration of  500  /ig/ml.    A  significant  decrease  in  gallblad- 
der tone  and  motility  was  also  produced  by  ampicillin  at  con- 
centrations above  125  /ig/ml.    The  effect  of  cholecystokinin 
(0.10-0.20  /Jg/ml)  on  the  isolated  gallbladder  was  significantly 
counteracted  by  ampicillin  concentrations  above  31.25  /Jg/ml, 
although  the  depressive  effect  was  sometimes  followed  by  a 
temporary  increase  in  contractions. 

2653  THE  PERISTALTIC  REFLEX  IN  THE  ISO- 
LATED GUINEA  PIG  ILEUM  DURING  DRUG- 
INDUCED  SPASM  OF  THE  LONGITUDINAL  MUSCLE.    (E.j 

Gregory,  J.  E.  (Monash  U.,  Clayton,  Victoria,  Austraha)  and 
G.  A.  Bentley.  Aust  J  Exp  Biol  Med  Sci  46(1):  1-16,  1968. 

Fresh  segments  of  proximal  guinea  pig  ileum  were  obtained 
from  animals  of  both  sexes  weighing  400-800  g  and  suspended 
in  modified  Kreb's  solution  by  their  oral  and  aboral  ends  to 
the  short  arms  of  J-tubes.    Peristalsis  was  initiated  by  injecting 
fluid,  and  intraluminal  pressure  monitoring  of  circular  muscle 
contractions  was  performed  after  longitudinal  contraction  had 
been  induced  by  various  drugs.    Lengthening  of  the  bowel 
segment  was  always  associated  with  circular  muscle  contractions, 
was  not  prevented  by  guanethidine,  was  not  observed  in  parts 
of  ileum  adjacent  to  parts  undergoing  persistalsis,  and  could 
be  produced  by  contracting  the  circular  muscle  in  preparations 
blocked  by  procaine.    When  the  shortening  of  the  circular  mus- 
cle was  mechanically  limited,  the  lengthening  of  the  longitudi- 
nal muscle  was  decreased. 

2654  THE  PROPAGATION  OF  CONTRACTILE 
WAVES  FROM  DUODENUM  TO  JEJUNUM. 

(E.)  Rinecker,  H.  (Inst.  Exp.  Surg.,  U.  Munich,  Germany), 
C.  Chaussy  and  W.  Brendel.  Pflugers  Arch  305(3):210-218, 
1969. 

In  4  12-kg  mongrel  dogs,  extraluminal  strain-gauge  transducers 
were  sutured  to  the  duodenum  immediately  distal  to  the  pan- 
creas and  to  the  upper  jejunum  10  cm  distal  to  the  duodeno- 
jejunal flexure.    Simultaneous  measurements  in  the  unanes- 
thetized  state,  using  a  technique  which  excluded  bowel  motility 
during  deep  inspiration,  failed  to  demonstrate  an  independent 
pacemaker  in  the  duodenojejunal  flexure  region.   Jejunal  rhythm 
was  strongly  coupled  to  that  of  the  duodenum,  apparently 
because  of  the  conduction  of  a  coordinating  impulse  having 


variable  speed.  It  is  concluded  that  peristaltic  contraction 
waves  run  continuously  from  the  duodenum  to  the  upper 
jejunum  without  interruption. 

2655  EFFECT  OF  SECRETIN  AND  PANCREOZY- 
MIN ON  DUODENAL  MOTILITY.    (It.) 

Lanfranchi,  G.  A.  (U.  Bologna,  Italy).  Minerva  Gastroent 
14(4):  197-204,  1968. 
Duodenal  motility  was  studied  by  electroduodenography, 
electromanometry,  and  roentgen-cinematography  in  8  normal 
subjects  injected  i.v.  with  80  U  secretin,  in  6  normal  subjects 
injected  i.v.  with  90  U  pancreozymin;  and  in  3  dogs  injected 
with  1/3  these  quantities  of  hormones.   Pancreatic  secretory 
response  was  evaluated  by  an  intraduodenal  pH-meter.   In  5 
subjects  given  secretin,  a  series  of  rhythmic  duodenal  contrac- 
tions was  produced  after  an  average  of  1.7  min  for  an  average 
of  5.6  min.   The  basal  electric  rhythm  was  not  modified  after 
hormonal  stimulation,  but  the  width  of  the  waves  and  the 
spike  frequency  increased.   In  5  subjects  given  pancreozymin, 
after  an  average  of  3.8  min,  duodenal  contractions  were  present 
for  a  period  of  21.1  min.    Also  the  width  of  the  waves  and 
spike  frequency  increased.    Both  the  hormones,  especially  secre- 
tin, caused  a  variation  in  pH  relatively  independent  of  the 
motor  phenomena.    Results  obtained  in  dogs  confirmed  these 
findings.  ! 

2656  EFFECTS  OF  INTRALUMINAL  PRESSURE  IN 
THE  COLON  ON  ITS  VASCULAR  PRESSURE- 
FLOW  RELATIONSHIPS.    (E.)    Hanson,  K.  M.  (Ohio  State  U. 
CoU.  Med.,  Columbus)  and  F.  T.  Moore.   Proc  Soc  Exp  Biol 
Med  131(2):373-376,  1969. 

The  effects  of  distension  of  the  colon  on  various  vascular  re- 
sponses to  changes  in  arterial  or  venous  pressure  were  studied 
in  dogs  in  which  the  colon  was  exposed  and  freed  of  its 
mesenteric  attachments  and  whose  caudal  mesenteric  artery  was 
joined  to  the  femoral  artery  cannula  of  a  perfusion  donor  dog. 
As  arterial  perfusion  was  reduced  some  evidence  of  autoregula- 
tion  was  seen  under  control  conditions  in  all  18  experiments 
conducted.    Distension  of  the  colon  so  that  intraluminal  pres- 
sure was  held  at  50  mm  Hg  resulted  in  dramatic  changes  in 
pressure-flow  correlations.    Evidence  of  autoregulation  was  ab- 
sent in  every  case.    Over  the  100-60  mm  Hg  pressure  range, 
mean  changes  in  flow  and  resistance  were  -65  ±  4  and  +11  ±11 
(SE)%,  resp.    Papavarine  infusion  resulted  in  increased  colon 
blood  flow  and  also  aboUshed  autoregulation.    Elevation  of 
venous  pressure  from  0  to  25  mm  Hg  resulted  in  a  significant 
decrease  in  colon  blood  flow  and  increase  in  resistance  (-44  ± 
3%  and  +52  ±  4%,  resp.).    When  the  colon  was  distended  to 
a  pressure  of  50  mm  Hg  effects  of  elevated  venous  pressure 
(0-25  mm  Hg)  on  flow  (13  ±  2%  decrease)  and  resistance  (14  ± 
2%  decrease)  were  not  statistically  significant. 

2657  EFFECT  OF  BRADYKININ  ON  ISOLATED  j 

RAT  INTESTINE  IN  ISOTONIC  SODIUM  j 

CHLORIDE  WITH  THE  ADDITION  OF  7.1%  TETTUCCIO 
WATER  (RINGER-MESSINI).    (It.)    Grassi,  M.  (Inst.  System. 
Med.  Ther.  Med.  Hydrol.,  U.  Rome,  Italy),  F.  Grossi  and  T. 
Traetta.    Epatologia  14(l):47-54,  1968. 
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2658 


INTESTINAL  MOTILITY.    (E.)    Bortoff,  A. 
(State  U.  New  York  Med.  Or.,  Syracuse,  N.  Y.)- 
New  EngJMed  280(24):1335-1337,  1969. 


2660  THE  RELATION  BETWEEN  THE  INHIBITORY 

NEURON  CONCERNED  WITH  THE  INTRINSIC 
INTESTINAL  REFLEXES  AND  VAGAL  INHIBITION.    (Jap.) 
Fukuda,  H.  (Okayama  U.  Med.  Sch.,  Japan).   J  Physiol  Soc 
Jap  30(9):702-709,  1968. 


J659  PHYSIOLOGY  AND  PHYSIOPATHOLOGY  OF 

GASTRIC  EVACUATION.  (Fr.j  Lenz,  H. 
Med.  U.  Polyclin.,  Bonn,  Germany),  A.  Hemmati  and  P. 
ijhavami.  Ann  Radiol  10(9/10):689-697,  1967. 


2661  THE  INHIBITORY  EFFERENT  NEURON  CON- 

CERNED WITH  THE  INTRINSIC  INTESTINAL 
REFLEXES.    (Jap.)    Fukuda,  H.  (Okayama  U.  Med.  Sch., 
Japan).  J  Physiol  Soc  Jap  30(9):697-701,  1968. 


See  also:    2760,2761,2764,2865,3014,3020 
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2662  IN  VITRO  INSULINOGENIC  EFFECT  OF 
MATERIAL  HARVESTED  FROM  INCUBATED 

GUT  LOOPS  OF  RATS.   (E.)    Haddad,  J.  G.  Jr.  (U.  Virginia 
Med.  Ctr.,  ChariottesvLUe)  and  J.  A.  Owen  Jr.   Metabolism 
18(l):71-72,  1969. 

Inverted  loops  of  small  intestine  from  normal  Sprague-Dawley 
rats  were  incubated  for  45  min  in  media  with  25  mg%  glucose. 
When  the  serosal  material  from  these  loops  was  added  to  pieces 
of  rat  pancreas  which  were  incubated  in  60  mg%  glucose  for 
varying  intervals,  the  assayable  insulin  in  the  medium  was  more 
than  doubled;  this  insulinogenic  effect  was  not  due  to  added 
glucose. 

2663  PRESENCE  OF  COMPOUNDS  CONTAINING 
IRON  IN  THE  DIGESTIVE  SYSTEM.    (E.) 

Steeves,  H.  R.  (Dept.  Biol.,  Virginia  Polytechnical  Inst., 
Blacksburg).   Nature  218(5 139):393-394,  1968. 

The  hepatopancreas  and  hind-gut  of  12  specimens  (5  to  12 
inches  in  length)  of  the  benthonic  isopod,  Bathynomus  giganteus, 
were  freshly  fixed  and  stained  for  iron  containing  compounds. 
There  were  2  types  of  hepatocellular  cells,  one  of  which  (the 
I  cells)  demonstrated  iron-containing  granules  that  predominated 
in  their  basal,  subnuclear  portions.    Lesser  amounts  of  similar 
granules  were  seen  in  the  epithelium  of  the  hind-gut. 

2664  THE  EFFECT  OF  TWO  SUCCESSIVE  IRRADIA- 
TIONS ON  THE  CELLULAR  POPULATION  OF 


RAT  LIEBERKUHN'S  CRYPTS.   THE  INFLUENCE  OF 
CYSTAMINE.    (Fr.)    Simar,  L.  J.  (Lab.  Path.  Anat.,  U.  Liege, 
Belgium).    CR  Soc  Biol  (Paris)  162(5-6):  1233-1237,  1968. 

2665  THE  SIGNIFICANCE  OF  THE  BILE-PRODUC- 

ING FUNCTION  OF  THE  LIVER  IN  LIPID 
AND  PROTEIN  METABOLISM  OF  THE  ORGANISM.    (Rus.) 
Zamychkina,  K.  S.  (Acad.  Med.  Sci.,  Moscow,  USSR).    Vestn 
Akad  Med  Nauk  SSSR  23(12):20-27,  1968. 


2666  THE  ROLE  OF  THE  DIGESTIVE  TRACT  IN 
THE  REGULATION  OF  LIPID  METABOLISM. 

(Rus.)  Martsevich,  M.  S.  (Acad.  Med.  Sci.,  Moscow,  USSR), 
S.  I.  Filippovich,  L.  A.  Shekun  and  E.  D.  Klimenko.  Vestn 
Akad  Med  Nauk  SSSR  23(12):  11-20,  1968.  I 

2667  EFFECTS  OF  METABOLIC  INHIBITORS  ON 
POTASSIUM  TRANSPORT  IN  SUBMAXILLARY 

GLANDS.   (E.)    Siegel,  I.  A.  (Dept.  Pharmacol.,  State  U. 
New  York,  Buffalo).  A mer  J  Physiol  216(4):728-733,  1969. 

2668  ROLE  OF  GASTROINTESTINAL  FACTORS 
IN  REACTIVE  HYPOGLYCEMIA.    [CASE 

REPORT]    (E.)    Veverbrandts,  E.  (Harvard  Med.  Sch.,  Boston,, 
Mass.),  W.  Olsen  and  R.  A.  Arky.   Metabolism  18(1):6-12, 
1969. 
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EXPERIMENTAL  DATA  ON  THE  EXCRETION 
OF  ELECTROLYTES  AND  PEPSIN  WITH  THE 
GASTRIC  JUICE.    (Pol.)    Bugajski,  J.  (Dept.  Pharmacol., 
Polish  Acad.  Sci.,  Krakow,  Poland).   Postepy  Hig  Med  Doswiad 
22(5):727-791,  1968. 

The  results  of  202  gastric  secretion  studies  (57  on  dogs  and  145 
on  cats)  are  reported  which  involved  determinations  of  the 
electrolyte  composition  in  1364  samples  of  gastric  juice  and 
212  samples  of  serum.    These  results  indicate  that  short-term 
secretion  under  the  influence  of  histamine  or  gastrin  does  not 
produce  significant  changes  in  the  serum  electrolyte  levels  in 
either  dogs  or  cats.    During  insulin-stimulated  secretion,  how- 
ever, there  is  a  significant  decrease  in  serum  K  in  both  cats  and 
dogs'  and  an  inaease  in  serum  Ca  in  dogs.    SimUar  results  are 
obtained  with  reserpine,  indicating  that  these  2  drugs  have  a 
similar  mechanism  of  action.    Prolonged  histamine-induced 
hypersecretion,  which  leads  to  the  development  of  gastric  ulcers 
in  cats,  is  accompanied  by  pronounced  disturbances  in  the  serum 
electrolytes:    increases  in  K  and  Ca  and  decreases  in  Na  and  CI. 
Reserpine  and  insulin  have  a  simUar  effect  on  pepsin  secretion, 
which  is  stronger  than  that  of  histamine  or  gastrin,  and  reserpine 
is  the  most  powerful  of  the  known  agents  which  affect  gastric 
chloride  and  acid  secretion.    This  effect  should  be  taken  into 
consideration  when  reserpine  is  given  for  therapeutic  purposes. 
The  electrolyte  composition  of  the  gastric  juice  varies  with  the 
particular  type  of  stimulus  and  is  determined  by  the  relative 
intensity  of  secretory  activity  in  the  various  types  of  gastric 
mucosal  cells.    Regardless  of  the  stimulus,  the  Na  and  Ca  con- 
centrations of  the  gastric  juice  remain  inversely  proportional 
to  the  HQ  concentration.    The  pepsin  concentration  in  the 
gastric  juice  is  largely  proportional  to  the  Na  and  Ca  levels. 
The  relation  between  the  K  and  HCl  concentrations  in  the 
gastric  juice  indicates  that  K  plays  an  important  role  in  gastric 
acid  secretion. 


2670  EFFECT  OF  PREDNISOLONE  ON  GASTRIC 

FUNCTION  AND  STRUCTURE  IN  MAN.    (E.) 

Strickland,  R.  G.  (Stanford  U.  Sch.  Med.,  Palo  Alto,  Calif.), 
J.  M.  Fisher  and  K.  B.  Taylor.  Gastroenterology  56(4):675- 
686,  1969. 

Administration  of  prednisolone  in  a  dosage  of  20  mg/day  for 
1  month  caused  a  modest  but  significant  increase  in  stimulated 
gastric  acid  secretion  in  a  group  of  14  healthy,  institutionalized 
male  subjects.    In  contrast,  a  control  group  not  taking  corti- 
costeroids showed  no  significant  change  in  stimulated  acid 
secretion  when  tested  on  two  occasions  1  month  apart.    The 
inaease  in  stimulated  acid  output  foUowing  prednisolone  was 
the  result  of  an  increase  in  acid  concentration.    Stimulated 
secretory  volume  was  not  significantly  altered  by  prednisolone. 
Gastric  biopsies  prior  to  prednisolone  administration  revealed 
chronic  superficial  gastritis  in  5  of  the  14  subjects.    However, 
acid  production  in  these  subjects  did  not  significantly  differ 
from  that  in  persons  with  normal  gastric  histology;  stimulated 
acid  concentration  increased  in  both  groups  during  prednisolone 
administration.    Gastric  mucosal  structure  in  both  normal  and 
gastritic  subjects  was  unchanged  by  prednisolone,  and  no  ulcers 
were  observed  in  these  subjects  in  a  prospective  radiological 
study. 


2671  POTENTL\TION  OF  GASTRIC  ACID  RE- 

SPONSE IN  THE  DOG.    (E.)    Johnson,  L.  R. 
(VA  Qr.,  Los  Angeles,  Calif.)  and  M.  I.  Grossman. 
Gastroenterology  56(4):687-692,  1969. 

In  dogs  having  fistulas  of  the  total  stomach,  gastric  acid  secre- 
tion was  measured  in  response  to  continuous  intravenous  in- 
fusions of  histamine,  gastrin,  and  combinations  of  histamine 
and  gastrin  and  histamine  and  bethanechol.    The  response  to 
histamine  was  potentiated  by  0.20  g/kg/hr  of  gastrin  and  0.04 
mg/kg/hr  of  bethanechol,  but  not  by  0.05  g/kg/hr  of  gastrin. 
When  potentiation  occurred  the  slope  of  the  line  relating  log- 
arithm of  dose  to  response  was  significantly  steeper  and  the 
observed  maximal  response  was  much  higher.    The  most  strik- 
ing finding  was  the  near-doubling  of  the  observed  maximal 
outputs  during  potentiation,  from  about  10  mEq/15-min  period 
to  about  17  mEq/15-min  period.    Maximal  acid  responses  were 
also  calculated  from  the  Lineweaver-Burk  transformation  of 
the  data  and  found  to  be  approximately  equal  when  potentia- 
tion was  not  occurring.    During  potentiation,  however,  calcu- 
lated maximal  responses  increased  as  much  as  100%.    It  was 
concluded  that  in  the  dog  the  maximal  secretory  capacity  de- 
pends on  the  nature  of  the  stimulant  or  stimulants  as  well  as 
on  the  functionally  secreting  mass  of  the  stomach. 

2672  ATROPINE  INHIBITION  OF  INSULIN-, 

HISTAMINE-,  AND  PENTAGASTRIN-STIMU- 
LATED  GASTRIC  ELECTROLYTE  AND  PEPSIN  SECRETION 
IN  THE  DOG.   (E.)    Hirschowitz,  B.  I.  (VA  Hosp.,  Birmingham, 
Ala.)  and  G.  Sachs.    Gastroenterology  56(4):693-702,  1969. 
Atropine  (80  JUg/kg)  was  injected  i.v.  into  9  fistula  dogs  secret- 
ing in  response  to  insulin  hypoglycemia,  causing  immediate 
(100%)  and  prolonged  (>  IVi  hr)  inhibition.    The  same  dose 
was  given  90  min  after  the  start  of  a  continuous  infusion  of 
either  pentagastrin  (1.5  /ug/kg/hr)  or  histamine  (1  mg  base/hr). 
Histamine-stimulated  volume  output  fell  by  about  30%,  and 
pepsin  output  fell  by  80%,  but  electrolyte  composition  was 
largely  unchanged,  whereas  gastrin  effects  were  blocked  75 
to  95%  and  comprised  a  large  drop  in  volume,  as  well  as  de- 
creases in  Cr,  H"^,  and  K"^  concentrations  and  a  rise  in  Na+ 
concentration.    Pepsin  concentrations  were  greatly  reduced  in 
both,  being  higher  to  start  with  in  the  pentagastrin  experiments. 
The  action  of  atropine  in  inhibiting  pentagastrin  action  empha- 
sizes the  similarities  between  the  actions  of  this  group  of  pep- 
tides and  cholinergic  agents. 


2673  EFFECT  OF  EXCLUSION,  ACIDIFICATION, 

AND  EXCISION  OF  THE  DUODENUM  ON 
GASTRIC  ACID  SECRETION  AND  THE  PRODUCTION  OF 
PENTAGASTRIN-INDUCED  PEPTIC  ULCERS  IN  CATS. 

(E.)    Konturek,  S.  J.  (Med.  Sch.,  Krakow,  Poland),  J.  Dubiel 
and  B.  Gabrys.    Gastroenterology  56(4):703-710,  1969. 

Gastric  acid  secretion  and  peptic  ulcer  production  induced  by 
pentagastrin  infusion  were  studied  in  two  separate  series  of 
cats  after  the  following  procedures:    1)  transplantation  of  the 
common  biliary  duct  and  pancreatic  duct  to  the  proximal 
jejunum,  2)  formation  of  the  duodenal  Thiry  fistula  open 
distally  for  perfusion  with  saline  or  acid,  3)  excision  of  the 
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duodenal  fistula,  and  4)  transplantation  of  the  biliary  and 
pancreatic  ducts  to  the  distal  jejunum.    Exclusion  and  subse- 
quent excision  of  the  duodenum  were  followed  by  an  increase 
in  basal  acid  secretion  and  in  a  shift  to  the  left  of  the  dose-re- 
sponse curve  to  pentagastrin.    The  maximal  acid  output  was 
significantly  higher  only  after  the  excision  of  the  isolated  duo- 
denal loop.    Basal  achlorhydria  and  a  decrease  of  the  dose- 
response  curve  to  pentagastrin  with  a  shift  to  the  right  occurred 
after  acidification  of  the  duodenal  loop.    The  greatest  produc- 
tion of  peptic  ulcers  induced  by  24-hr  infusion  of  pentagastrin 
in  the  dose  of  16  jUg/kg/hr  was  found  in  the  group  of  duo- 
denectomized  animals  with  the  biliary  and  pancreatic  ducts 
transplanted  to  the  distal  jejunum.    No  statistically  significant 
difference  in  the  ulcer  area  was  found  between  the  group  of 
cats  with  the  duodenum  left  in  the  normal  position  and  with 
the  bile  and  pancreatic  juices  diverted  to  the  upper  jejunum, 
and  the  groups  with  excluded  or  resected  duodenum,  and  with 
the  alkaline  juices  diverted  to  the  upper  jejunum  near  the 
gastrojejunal  junction.    The  acid  perfusion  of  the  duodenal  loop 
completely  prevented  the  production  of  peptic  ulcerations.    It 
is  concluded  that  the  inflow  of  bUe  and  pancreatic  juices  plays 
an  important  role  in  the  production  of  pentagastrin-induced 
peptic  ulcers  in  cats. 

2674  GASTRIN  AND  ITS  DERIVATIVES.    OUR 
CLINICAL  USE  OF  SYNTHETIC  HUMAN 

GASTRIN.    (It.)    Dalmonte,  P.  R.  (U.  Bologna,  Italy),  E. 
Fiore  and  R.  Cremonini.    G  Clin  Med  49(8):810-826,  1968. 

Production  of  pepsin,  acid  juice  and  intrinsic  factor  were 
evaluated  in  3  normal  subjects  and  2  ulcer  patients  after  slow 
i.v.  infusion  (60  min)  of  2  )L(g/kg  body  weight  of  synthetic  II 
human  gastrin,  diluted  in  100  cc  physiologic  solution.    The 
results  were  compared  with  those  after  s.c.  infusion  of  100  mg 
betazole  hydrochloride  (Histalog),  and  in  3  subjects,  after  slow 
perfusion  (60  min)  of  6  jUg/min  pentagastrin.    After  gastrin 
the  average  volume  of  gastric  secretion  increased  from  a  basal 
level  of  108  ml  to  304  ml  after  60  min,  and  to  364  ml  after 
75  min.    After  Histalog,  the  average  volume  increased  from 
106  ml  to  231  ml  (60  mm)  and  293  ml  (75  min).    The  quan- 
tity of  hydrochloric  acid  increased  after  gastrin  from  6.2  mEq 
to  37.74  mEq  (60  min)  and  to  42.24  mEq  (75  min);  and  after 
Histalog,  from  6.20  mEq  to  23.26  mEq  (60  min)  and  29.19 
mEq  (75  min).   The  quantity  of  intrinsic  factor  increased  after 
gastrin,  from  5209  U  to  23,111  U  (75  min).    Pentagastrin  was 
slightly  less  active  than  gastrin  in  the  3  subjects.    After  gastrin, 
pepsin  production  increased  from  600  U/ml  gastric  juice  to 
5220/ml  (60  min)  and  to  6320/ml  (75  min);  after  Histalog  it 
increased  from  560/ml  to  4165/ml  (60  min)  and  to  4990/ml 
(75  min).    No  side  effects  were  observed  during  or  after  the 
administration  of  gastrin. 

2675  SELECTIVE  LABELING  OF  HISTAMINE  IN 
RAT  GASTRIC  MUCOSA:    APPLICATION  TO 

MEASUREMENT  OF  TURNOVER  RATE.    (E.)    Beaven,  M.  A. 
(Natl.  Heart  Inst.,  NIH,  Bethesda,  Md.),  Z.  Horakova,  W.  B. 
Severs  and  B.  B.  Brodie.   J  Pharmacol  Exp  Ther  161(2):  320- 
328,  1968. 

Labeled  histamine  (250  MC/kg;  i.v.)  was  administered  to  male 
Sprague-Dawley  rats  in  order  to  measure  the  turnover  rate  of 
gastric  histamine.    Within  one  hr  after  injection,  the  labeled 
amine  taken  up  by  the  stomach  disappeared  by  an  exponential 


decay  with  a  half-life  of  about  one  hr.    The  histamine  in  the 
gastric  juice  had  the  same  specific  activity  as  that  in  the  stom- 
ach.   The  turnover  rate  of  the  endogenous  amine  was  calculated 
from  the  product  of  the  histamine  level  and  the  rate  constant 
for  the  histamine  specific  activity  decline  in  the  stomach.   The 
magnitude  of  this  value,  15-20  jUg/hr/g  of  rat  stomach,  indicated 
that  the  histamine  in  the  mucosa  turned  over  at  a  rapid  rate. 
A  decrease  in  gastric  secretion  caused  by  atropine  (10  mg/kg), 
or  exclusion  of  saliva  from  the  stomach,  was  accompanied  by 
a  decrease  in  the  turnover  rate  of  histamine.    An  increase  in  the 
gastric  secretion  produced  by  cholinergic  stimulation  was  ac- 
companied by  an  increase  in  the  turnover  rate  of  histamine. 
However;  the  changes  in  the  turnover  rate  were  not  accompanied 
by  changes  in  histamine  levels,  indicating  that  the  rate  of  hist- 
amine synthesis  was  increased  or  decreased  parallel  to  changes 
in  the  rate  loss.   These  results  suggest  that  the  turnover  of 
gastric  histamine  is  related  to  the  secretory  activity  of  the  gas- 
tric mucosa  and  that  a  regulatory  mechanism  exists  for  rapid 
adjustment  of  histamine  synthesis  to  maintain  constant  levels 
of  histamine. 

2676  GASTRIC  SECRETION  OF  HCl,  PEPSIN  AND 

INTRINSIC  FACTOR  IN  MAN  AFTER  STIMULA- 
TION WITH  SYNTHETIC  HUMAN  GASTRIN.    (It.)    Dal  Monte, 
P.  R.  (Inst.  Spec.  Med.  Path.,  U.  Bologna,  Italy),  E.  Fiore,  R. 
Cremonini  and  G.  De  Luca.   Boll  Sac  Ital  Biol  Sper  44(1):  1617- 
1620, 1968. 

Synthetic  human  gastrin  II  (2  jUg/kg  by  slow  i.v.  infusion)  was 
compared  with  betazole  HCl  (Histalog;  100  mg  s.c.)  in  studies 
on  7  patients  (20-47  yr  old),  2  of  whom  had  duodenal  ulcers 
while  5  had  apparently  normal  gastric  function.    The  mean 
volume  of  gastric  juice  secreted  in  60  min  was  231  ml  after 
Histalog  and  304  ml  after  gastrin,  while  the  total  acid  seaetion 
in  the  same  time  period  was  23.26  mEq  and  34.47  mEq,  resp. 
Synthetic  gastrin  also  had  a  greater  effect  on  pepsin  secretion 
(5220  U/ml  and  4165  U/ml,  resp.  after  60  min),  and  had  a 
marked  stimulatory  effect  on  intrinsic  factor  secretion  (from  a 
basal  level  of  5209  to  23,111  U  in  75  min).    It  is  concluded 
that  synthetic  human  gastrin  is  an  effective  stimulant  of  gastric 
secretion,  producing  a  greater  response  than  a  maximal  dose 
of  Histalog,  without  side  effects. 

2677  RESPONSE  OF  THE  PYLORUS  AND  OESO- 
PHAGEAL LIGATED  RAT  TO  GASTRIN  AND 

A  RELATED  PEPTIDE.    (E.)    Hansky,  J.  (Monash  U., 
Melbourne,  Australia).   Aust  J  Exp  Biol  Med  Sci  46(4): 473- 
478, 1968. 

Fasting  male  and  female  Wistar  rats  (90  to  190  g  in  weight) 
were  subjected  to  pyloric  and  esophageal  ligations  adjacent  to 
their  stomachs  which  preserved  both  vessels  and  vagi  Gastrin 
(5-40  jUg),  pentagastrin  (25-200  jjg),  and  insulin  (2  U)  were  in- 
jected s.c.  in  varying  regimens  at  the  time  of  the  procedure. 
The  3-hr  gastric  acid  levels  were  increased  above  basal  controls 
by  5  jUg  gastrin  and  25  jUg  pentagastrin,  and  maximal  secretion 
was  obtained  by  20  and  100  iJg  resp.  Supramaximal  doses  in- 
hibited acid  secretion. 

2678  RELATIONS  BETWEEN  THE  CHEMICAL 
STRUCTURE  OF  A  NEW  DERIVATIVE  OF  A 

DICARBOXYLIC  AMINO  ACID  (XYLAMIDE)  AND  ITS 
ANTIGASTRIN  ACTIVITY  IN  THE  RAT.  (It.)  Rovati,  A.  L. 
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(Rotta  Res.  Labs.,  Milan,  Italy).  Minerva  Med  60(23):  1011-1016, 
1969. 

In  experiments  on  60  Sprague-Dawley  rats,  the  effects  of  xylamide 
(N-benzoyl-N',N'-<li-n.-propylisoglutamide;  500  mg/kg)  and 
benzoylglutamic  acid  (375  mg/kg)  were  compared  against  gastric 
acid  secretion  stimulated  by  gastrin  (25  jug/kg/hr)  and/or  hista- 
mine (5  mg/kg/hr).  Whereas  both  xylamide  and  benzoylglutamic 
acid  were  effective  against  histamine-stimulated  secretion,  and 
neither  were  effective  against  secretion  stimulated  by  a  combina- 
tion of  gastrin  and  histamine,  only  xylamide  was  effective  against 
gastrin-stimulated  secretion.  It  thus  appears  that  xylamide  has 
specific  anti-gastrin  activity  which  is  furnished  by  the  transforma- 
tion of  one  of  the  carboxyl  groups  of  benzoylglutamic  acid  into 
an  amide  group.  It  is  noteworthy  that  gastrin  activity  also  ap- 
pears only  when  the  carboxyl  group  of  the  terminal  amino  acid 
(phenylalanine)  is  converted  to  an  amide.  The  LD50  in  mice, 
antisecretory  activity  in  rats,  and  mudriatic  activity  in  mice  are 
tabulated  for  16  dicarboxylic  acid  derivatives  based  on  data  in 
the  literature. 

2679  COMPARATIVE  STUDIES  ON  THE  EFFECT 
OF  PENTAGASTRIN  AND  HISTAMINE  ON 

MAXIMAL  GASTRIC  SECRETION.  (Pol.)   Mlodzki,  M. 
(Gastroent.  Clin.,  SDL,  Acad.  Med.  Warsaw,  Poland).  Pol  Arch 
Med  Wewnet  42(4): 649-654,  1969. 

In  37  patients  (14  men  and  23  women,  19-63  yr  old)  with  various 
gastrointestinal  diseases,  the  secretory  response  to  histamine 
(0.024  mg/kg)  was  compared  with  that  to  pentagastrin  (0.006 
mg/kg)  given  2-26  days  later.  The  average  basal  secretion  before 
the  2  stimuU  did  not  differ  significantly  (2.9-3.1  mEq/hr)  and 
showed  a  good  correlation  (r  =  0.92)  between  the  2  series.  The 
maximal  gastric  secretion  was  16.3  ±  13.3  mEq/hr  after  hista- 
mine and  17.3  ±  12.1  mEq/hr  after  pentagastrin,  which  again 
was  not  significantly  different.  There  was  again  an  excellent  cor- 
relation (r  =  0.93)  between  the  2  series.  However,  while  penta- 
gastrin produced  only  negligible  side  effects  in  a  few  cases,  this 
dose  of  histamine  produced  severe  side  effects  in  almost  all  cases. 
Pentagastrin  is  concluded  to  be  the  best  stimulant  for  tests  of 
gastric  secretion  in  view  of  its  histamine-like  effectiveness  com- 
bined with  a  virtual  absence  of  significant  side  effects. 

2680  REVERSED  JEJUNAL  SEGMENTS  AND  GAS- 
TRIC HYPERSECRETION.    (E.j    Kimura,  S. 

(VA  Hosp.,  Des  Moines,  Iowa)  and  L.  R.  Dragstedt  II.  Arch 
Surg  (Chicago)  98(6):713-715,  1969. 

Ten  female  mongrel  dogs  (10-15  kg)  had  denervated  Heidenhain 
stomach  pouches  constructed  which  were  drained  externally 
by  cannulae.    After  38  control   24-hr   secretion  collections  were 
obtained,  15  cm  reversed  jejunum  segments  were  made  on  6 
dogs  and  8  cm  reversed  segments  in  4  dogs.    Seven  similar  ani- 
mals had  distal-75%-small-intestinal  resection  along  with  the 
construction  of  Heidenhain  pouches.    Following  baseline  24-hr 
sampling  of  gastric  secretions,  the  same  reversal  of  segments 
was  made.    In  the  first  group  gastric  emptying  time  was  more 
increased  with  the  reversal  of  the  shorter  length  (65%  vs  45%) 
while  the  longer  reversal  showed  a  greater  increase  in  pouch 
secretion  (67%  vs  44%).    In  the  second  group  the  emptying 
time  was  greater  after  the  shorter  reversal  (44%  vs  38%)  and 
there  was  also  more  secretion  with  the  reversal  of  the  shorter 
segment  (63%  vs  61%).    It  may  be  useful  to  reverse  8-  to  10-cm 


Stomach 

jejunal  segments  in  treating  the  dumping  syndrome,  the  short 
bowel  syndrome,  and  postvagotomy  diarrhea. 

2681  AN  ENDOSCOPIC  METHOD  TO  INVESTIGATE 

THE  GASTRIC  ACID  SECRETION.    (E.) 

Okuda,  S.  (Ctr.  Aduh  Dis.,  Osaka,  Japan),  T.  Saegusa,  T.  Ito, 
H.  Inui  and  N.  Senda.    Ann  Rpt  Center  Adult  Dis  7(l):46-52, 
1967. 

A  method  for  endoscopic  observation  of  the  gastric  mucosa 
during  stimulation  of  gastric  acid  secretion  is  described.    The 
stomach  is  washed  out  with  a  Levine  tube  with  about  400  ml 
lukewarm  5%  sodium  bicarbonate  solution  and  20-30  ml  0.3% 
Congo  Red  solution  introduced.    By  changing  the  body  position 
and  manipulation  of  the  abdomen  the  dye  can  be  applied  to 
the  relevant  portion  of  the  gastric  wall.    A  Gastrofibercamera 
or  Gastrofiberscope  is  inserted  followed  by  s.c.  administration 
of  2  mg/kg  histalog.   The  endoscopic  examination  is  continued 
for  20-30  min  after  stimulation  until  a  clearly  distinguishable 
stable  bluish-black  zone  associated  with  gastric  acid  secretion 
can  be  observed.    In  tests  with  50  human  subjects:    gastritis 
(8),  chronic  ulcers  (22),  gastric  polyp  (2),  gastric  cancer  (14), 
and  without  gastrointestinal  pathology  (8),  the  secretion  began 
2-15  min  after  stimulation  in  43  subjects.    Bluish-black  spots 
appeared  and  gradually  enlarged  and  fused  to  become  a  stable 
acid  secretion  area  after  20-30  min.   The  zone  remained  stable 
even  during  10  min  observation.    No  difference  in  the  time  of 
onset  of  acid  secretion  was  observed  with  Histalog  (2  mg/kg) 
given  in  25  and  histamine  (0.04  mg/kg)  given  in  15  cases.   The 
test  was  reproducible  as  indicated  by  identical  results  observed 
in  2  cases  studied  again  after  1  and  3  months,  resp.    Studies 
were  also  carried  out  in  dogs.    Histological  findings  are  reported 
in  dogs  and  human  subjects. 

2682  CHROMATOGRAPHIC  ANALYSIS  OF  FREE 

AMINO  ACIDS  OF  GASTRIC  JUICE  IN  PA- 
TIENTS WITH  CANCER  AND  OTHER  STOMACH  DISEASES. 

(E.)    Abasov,  I.  T.  (Azerbaijan  Inst.  Radiol.  Oncol.,  Baku, 
USSR).  Neoplasma  (Bratisl)  14(4):429-434,  1967. 
Chromatographic  studies  were  made  of  the  free  amino  acids  in 
the  gastric  juice  of  240  persons:    25  normal  controls,  48  pa- 
tients with  chronic  gastritis,  55  with  gastric  and  duodenal 
ulcers,  12  with  gastric  polyposis,  and  100  with  cancer  of  the 
stomach.    A  second  study  was  made  of  20  patients  after  re- 
section of  the  stomach.    One-dimensional  ascending  chromatog- 
raphy and  a  semi-quantitative  method  were  employed.    In  nor- 
mal subjects  and  patients  with  chronic  gastritis,  gastric  polyposis, 
and  ulcers,  the  frequency  and  occurence  and  color-intensity  of 
amino  acid  spots  were  nearly  identical:    an  average  of  10.6- 
11.0  spots  were  detected  on  the  chromatogram  and  intense 
spots  were  rare.    In  stomach  cancer  patients  the  number  of 
spots  averaged  13.4  and  intense  spots  occurred  frequently: 
especially  those  for  leucine,  alanine,  valine  and  lysine.    More 
than  half  the  patients  with  stomach  cancer  had  a  cystine  (with 
cysteine)  spot  while  in  other  subjects  cystine  was  found  2-3 
times  less  frequently.   In  cancer  patients  the  leucine  and  alanine 
content  of  gastric  juice  is  more  than  double  that  in  patients 
with  other  gastric  diseases.    After  stomach  resection,  amino 
acids  secreted  by  the  stomach  stump  decreased  to  near  normal 
values.    A  totally  different  picture  was  observed  in  3  patients 
with  recurrent  tumor.   The  determination  of  amino  acids  in 
gastric  juice  may  be  useful  in  differential  diagnosis. 
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2683  COMPARISON  OF  THE  GASTRIC  SECRETORY 
RESPONSES  TO  PENTAGASTRIN  AND  TO  IN- 
SULIN.   (E.)    Payne,  R.  A.  (Royal  Postgrad.  Med.  Sch.,  London 
England)  and  A.  G.  Cox.    Gastroenterology  56(5):  882-886, 
1969. 

Gastric  acid  secretion  in  response  to  pentagastrin  (6  /Jg/kg/hr 
for  2  hi  i.v.)  and  insulin-induced  hypoglycemia  (0.25  U/kg  i.v.) 
was  compared  in  24  patients  admitted  with  dyspeptic  symp- 
toms; the  response  to  maximal  histamine  (40  /ig/kg/hr)  stimu- 
lation was  also  determined  in  10  patients.    The  mean  output 
(40.4  mEq)  after  pentagastrin  was  significantly  higher  than  the 
mean  output  (29.6  mEq)  after  insulin.    In  only  1  patient  was 
the  response  to  insulin  higher  than  that  to  pentagastrin.    There 
was  a  highly  significant  correlation  between  the  responses  to 
pentagastrin  and  insulin  hypoglycemia.    Both  the  volumes  of 
gastric  secretions  and  their  concentrations  were  greater  after 
pentagastrin  than  after  insulin.    In  the  standard  histamine  in- 
fusion test,  the  response  to  insulin  was  lower  than  the  response 
to  the  other  2  stimuli.    Insulin  did  not  inhibit  gastric  secretion. 

2684  SUSTAINED  INHIBITION  OF  GASTRIC  SECRE- 
TION BY  REPEATED  RAPID  INTRAVENOUS 

INJECTIONS  OF  GASTRIN.  (E.)  Master,  S.  P.  (Western 
Infirm.,  Glasgow,  Scotland),  B.  S.  Bedi,  A.  P.  deSousa  and 
I.  E.  Gillespie.    Gastroenterology  56(5):875-881,  1969. 

A  single  rapid  i.v.  injection  of  10  jug  of  pentagastrin  was  given 
to  4  Heidenhain  pouch  dogs  after  a  plateau  of  acid  response 
to  continuous  i.v.  histamine  infusion  had  been  obtained.   The 
pentagastrin  injection  was  repeated  twice  after  the  acid  re- 
sponses had  returned  to  within  15%  of  the  original  plateau. 
The  degree  and  duration  of  the  inhibition  were  the  same  after 
all  3  injections,  with  resuhs  identical  in  all  dogs.    The  inhibi- 
tion was  reproducible  with  no  evidence  of  escape  following 
successive  injections.    In  a  second  group  of  experiments  to 
determine  the  possibility  of  achieving  continuous  prolonged 
suppression  of  the  histamine  response  by  a  series  of  spaced 
injections,  further  injections  of  pentagastrin  were  given  as  soon 
as  the  inhibiting  effects  of  the  previous  one  began  to  wear 


off.   There  was  no  evidence  of  diminution  in  the  degree  or 
duration  of  the  inhibition.    Sustained  inhibition  of  the  pouch 
responses  to  either  the  continuous  i.v.  infusion  of  histamine 
or  to  a  meat  meal  were  achieved  in  the  series  of  spaced  penta- 
gastrin injections,  without  observable  side  effects. 

2685  THE  BLOOD  SUPPLY  OF  THE  STOMACH. 

(E.)    Jacobson,  E.  D.  (U.  Oklahoma  Med.  Ctr., 
Oklahoma  City).   Surg  Clin  N  Amer  49(3):559-564,  1969. 

2686  GASTROIONOGRAM.    A  NEW  METHOD  OF 
APPROACHING  THE  STUDY  OF  INORGANIC 

ELEMENTS  OF  GASTRIC  JUICE.    (Sp.)    Meeroff,  J.  C. 
(Gregorio  A.  Alfaro  Polyclin.,  Buenos  Aires,  Argentina),  J.  A. 
Rofrano  and  M.  Meeroff.   Rev  Esp  Enferm  A  par  Dig  28(2): 
181-190,  1969. 

2687  REVERSAL  BY  POTASSIUM  OF  AN  EFFECT 
OF  BARIUM  ON  THE  FROG  GASTRIC  MUCOSA. 

(E.)    Pacifico,  A.  D.  (U.  Alabama  Med.  Ctr.,  Birmingham),  M. 
Schwartz,  T.  N.  MacKrell,  S.  G.  Spangler,  S.  S.  Sanders  and 
W.  S.  Rehm.  Amer  J  Physiol  216(3):536-541,  1969. 


2688  ELECTROPHYSIOLOGICAL  EFFECTS  OF 
METHOXYFLURANE  (PENTHRANE)  ON  FROG 

GASTRIC  MUCOSA.    (E.j    MacKrell,  T.  N.  (U.  Louisville, 
Dept.  Anesthesiol.  Engin.  Phys.,  Ky.)  and  M.  Schwartz.  Amer 
J  Physiol  216(3):572-576,  1969. 

2689  THE  IRON-BINDING  PROPERTIES  OF 
GASTRIC  JUICE.    (E.)    Jacobs,  A.  (Welsh  Natl. 

Sch.  Med.,  Cardiff,  Wales).    Clin  Chim  Acta  24(1):  87-92,  1969. 

2690  EFFECTS  OF  GASTRIN  AND  ITS  DERIVA- 
TIVES IN  MAN.   (E.)    Makhlouf,  G.  M.  (U. 

Alabama  Med.  Ctr.,  Birmingham).   Fed  Proc  27(6):1322-1327, 
1968. 


See  also:    2629,2780,2803,2817,2818,2964,3015,3023 
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691  DESOXYRIBONUCLEASE  IN  DIAGNOSIS  OF 

EXOCRINE  PANCREAS  DISEASES:    EXPERI- 
MENTAL STUDY.    (It.)    Santambrogio,  C.  (Inst.  Gen.  CUn. 
4ed.,  U.  Milan,  Italy),  S.  Negri,  L.  Tenconi,  F.  Civaidi  and 
vl.  Massari.   Biol  Lot  21(l):73-79,  1968. 
n  male  rats  acute  and  chronic  pancreatitis  was  induced  by 
rthionine  intoxication.    Lesions  caused  by  pure  ductal  stasis 
md  by  ductal  stasis  associated  with  cholestasis  were  induced 
jy  tying  the  pancreatic  ducts  or  biliary  ducts.   Desoxyribo- 
luclease  I  level  was  determined  in  pancreatic  juice  and  serum 
jy  a  turbidimetric  method.    The  enzyme  level  in  serum  of 
ats  injected  with  2  U/kg  pancreozymin  decreased  17%  in  acute 
panaeatitis  and  1.9%  in  chronic  panaeatitis.    In  stasis  condi- 
tions it  increased  20%.    The  average  values  in  pancreatic  juice 
ifter  hormonal  stimulation  decreased  40%  in  acute  pancreatitis, 
ind  3%  in  chronic  pancreatitis.    The  assay  for  this  enzyme, 
especially  at  the  serum  level,  is  useful  in  the  functional  diag- 
nosis of  the  exocrine  pancreas. 


2692 


SERUM  TRYPTIC-LIKE  ACTIVITY  IN  DIAG- 
NOSIS OF  EXOCRINE  PANCREAS  DISEASES: 
EXPERIMENTAL  STUDY.    (It.)    Tenconi,  L.  (Inst.  Clin. 


Med.,  U.  Milan,  Italy),  C.  Santambrogio,  F.  Civardi,  S. 
Procaccia  and  N.  Massari.    Biol  Lat  21(l):82-87,  1968. 

A  study  was  carried  out  on  normal  male  rats,  in  rats  with 
induced  acute  and  chronic  pancreatitis  (by  ethionine  intoxica- 
tion), in  rats  with  lesions  caused  by  pure  ductal  stasis,  and 
with  lesions  by  ductal  stasis  associated  with  cholestasis.   Trypsin 
level  in  serum  and  in  pancreatic  juice  was  determined  by  a 
method  based  on  benzoyl-arginine-betanaphthylamide  hydro- 
lysis.  The  average  values  of  enzyme  activity  in  serum,  after 
hormonal  stimulation  with  pancreozymin  (2  U/kg)  increased 
75%  in  controls;  decreased  21%  in  acute  pancreatitis;  no  modi- 
fication in  chronic  pancreatitis;  and  increased  more  than  50% 
in  stasis  conditions.    In  pancreatic  juice,  the  enzyme  activity 
after  hormonal  stimulation,  increased  88%  in  controls,  113% 
in  acute  pancreatitis  and  38%  in  chronic  conditions.    Serum 
assay  of  trypsin  activity  is  useful  in  the  diagnosis  of  exocrine 
pancreas  malfunction. 

2693  AN  "ISOLATED  FUNCTIONAL  SEGMENT" 

PANCREATIC  FISTULA  IN  THE  DOG.    (EJ 

Sherman,  F.  C.  (Yale  U.  Sch.  Med.,  New  Haven,  Conn.)  and 
W.  W.  Lindenmuth.   J  Surg  Res  9(3):  11 3-1 17,  1969. 


See  also:    2837 
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2694  EFFECT  OF  HYPOKALEMIA  ON  THE  RE- 
DUCTIVE AMINATION  OF  a-KETOGLUTARATE 

BY  MITOCHONDRIA  FROM  NORMAL  AND  CIRRHOTIC 
RAT  LIVER.    (E.)    Gumucio,  J.  J.  (U.  Michigan  Med.  Sch., 
Ann  Arbor),  E.  G.  Laughrey  and  K.  S.  Henley.    Gastroenterology 
56(4):737-743,  1969. 

The  reductive  amination  of  a-ketoglutarate  by  glutamic  dehy- 
drogenase with  malate  as  the  hydrogen  donor  has  been  studied 
under  anaerobic  conditions,  with  added  ATP,  in  normal  and 
cirrhotic  rat  liver  mitochondria  isolated  from  normokalemic 
and  hypokalemic  animals.    The  formation  of  glutamate  and 
aspartate  was  measured  as  an  index  of  the  amount  of  ammonia 
incorporated.    There  was  no  difference  in  the  amount  of  am- 
monia incorporated  by  normal  and  cirrhotic  rat  liver  mito- 
chondria.   Hypokalemia  lowered  the  ability  of  liver  mitochon- 
dria to  incorporate  ammonia  by  the  reductive  amination  of 
Q!-ketoglutarate  in  normal  animals,  and  more  strikingly  in  cir- 
rhotic animals,  although  the  concentration  of  potassium  in  the 
mitochondria  was  unchanged.    Incubation  of  mitochondria 
from  hypokalemic  animals  with  potassium  partially  restored 
the  abihty  to  incorporate  ammonia,  but  without  a  significant 
change  in  the  total  mitochondrial  potassium  concentration. 

2695  ACTIVATION  OF  THE  PHOSPHOFRUCTO- 
KINASE  OF  RAT  LIVER  BY  THYROID  HOR- 
MONES/iV  VIVO  AND  IN  VITRO.    (It.)    Rinaudo,  M.  T. 
(Inst.  Biol.  Chem.,  U.  Turin,  Italy).   Boll  Soc  Ital  Biol  Sper 
44(19):1637-1638,  1968. 

When  male  albino  rats  (initially  220-250  g)  were  fed  dry  thy- 
roid extract  (2%  in  the  diet)  for  10  days,  they  lost  weight, 
the  basal  metabolic  rate  increased  by  30%,  and  the  phospho- 
fructokinase  activity  in  the  Uver  homogenates  (measured  in 
Tris  Buffer,  pH  8.0  at  20C  in  the  presence  of  ATP,  MgS04, 
KCl  and  fructose-6-phosphate)  increased  by  58%  compared  to 
controls  fed  a  normal  diet.   When  thyroxine  (lO'^M)  was 
added  to  normal  rat  liver  homogenates,  the  phosphofructo- 
kinase  activity  was  also  increased  by  36%  (to  0.151  jUmoles/ 
g/hr  compared  to  0.121  in  liver  homogenates  from  normal 
controls  without  the  addition  of  thyroxine). 

2696  SERUM  AND  LIVER  /3-GLUCURONIDASE  AC- 
TIVITY IN  THE  COURSE  OF  EXPERIMENTAL 

HEPATOCARCINOGENESIS  INDUCED  BY  DIETHYL  NI- 
TROSAMINE  IN  MICE.    (E.J    Kordac,  V.  (Fac.  Gen.  Med., 
Charles  U.,  Prague,  Czechoslovakia),  A.  Braun  and  E.  Schon. 
Neoplasma  (Bratisl)  14(4):377-384,  1967. 

White  mice  of  both  sexes  weighing  33-36  g  were  given  diethyl- 
nitrosamine  in  their  drinking  water  in  daily  doses  of  0.009 
g/kg  body  weight.    The  experiment  lasted  15  weeks  and  the 
average  total  dose  of  the  agent  was  0.945  g/kg.    Five  mice 
each  from  the  treated  and  the  control  groups  were  sacrificed 
at  4,  6,  10  and  15  weeks.    At  autopsy  the  organs  were  ex- 
amined macroscopically;  the  livers  were  weighed  and  a  sample 
taken  from  each  for  enzyme  determination.   The  remainder  of 
the  Uvers  was  fixed  for  histological  study.    A  noticeable  de- 
crease in  body  weight  in  treated  mice  was  seen  as  early  as  the 
4th  week.    Gross  alterations  of  the  liver  parenchyma  were  ob- 
served in  treated  mice.    As  early  as  the  6th  week  livers  appeared 


moderately  enlarged;  from  the  10th  week  on  they  were  en- 
larged and  of  granulated  surface,  and  by  the  15th  week  tiny, 
yellow-whitish  multiple  nodules  appeared.    Livers  of  control 
animals  were  macroscopically  and  histologically  normal.    His- 
tological findings  in  livers  of  treated  animals  were  normal  un- 
til the  6th  week,  when  considerable  regressive  changes  occurred. 
Several  hepatocytes  were  protracted  or  of  irregular  triangular 
shape,  their  cytoplasm  was  basophilic  and  the  nucleus  mod- 
erately pyknotic.    By  the  15th  week  Uver  cells  resembled  atypi- 
cal hepatomas.   Increase  in  serum  |3-glucuronidase  activity  began 
in  treated  animals  as  early  as  the  6th  week;  at  15  weeks  the 
values  were  twice  that  of  controls.    Liver  j3-glucuronidase  ac- 
tivity began  to  increase  later  and  noticeably  after  the  10th 
week;  by  the  15th  week  the  values  were  more  than  double  those 
for  the  controls.   The  differences  were  statistically  highly  sig- 
nificant; there  was  good  correlation  between  morphological 
changes  and  increased  enzyme  activity. 

2697  ROLE  OF  PROTEIN  IN  REMOVAL  OF 

COPPER  FROM  THE  LIVER.  (E.j  Gregoriadis, 
G.  (McGill  U.,  Lab.  Chem.  Neurobiology,  Quebec,  Canada)  and 
T.  L.  Sourkes.  Nature  218(5138):290-291,  1968. 

Copper  sulfate  (1.25-2.50  mg  Cu++/kg/day)  was  given  i.p.  to 
Sprague-Dawley  rats  (100-200  g  body  weight)  alone,  before,  at 
the  same  time  as,  or  after  the  i.p.  administration  of  actinomycin 
D  (0.08  mg/kg),  DL-ethionine  (500  mg/kg)  or  acetocyclohexa- 
mide  (0.25  mg/kg).    All  drugs  were  given  daily  for  3-5  days. 
D  given  with  the  injected  copper  or  subsequently,  resulted  in 
the  retention  of  considerably  more  copper  than  when  copper 
sulfate  was  given  alone.    The  concentration  of  copper  in  the 
hver  of  rats  chronically  fed  an  iron  deficient  diet  has  been  re- 
ported to  increase  above  control  values.    Protein  synthetic  mech- 
anisms may  also  regulate  the  concentration  of  hepatic  copper. 


2698  ALTERATION  OF  GLYCEROKINASE  ACTIVITY 
IN  RAT  LIVER  IN  DIFFERENT  NUTRITIONAL 

AND  HORMONAL  STATES.    (E.)    Kampf,  S.  C.  (Inst. 
Physiological  Chem.,  U.  Hamburg,  Germany),  H.  J.  Seitz  and 
W.  Tamowski.    Life  Sci  7(16):815-825,  1968. 

Liver  glycerokinase  activity  was  studied  during  starvation,  fat 
feeding,  in  alloxan  diabetes,  after  substitution  of  alloxan  di- 
abetes with  insulin,  and  after  Cortisol  injection  into  adrenalecto- 
mized  groups  of  male  Wistar  rats  weighing  150-200  g  (in  ex- 
periments with  alloxan  diabetes  250-300  g).    There  was  a  sig- 
nificant decrease  with  starvation  that  was  eUminated  within  18 
hr  of  refeeding.    Diminished  enzyme  activity  was  noted  in  allox- 
an diabetes,  but  increases  were  observed  when  insulin  was  ad- 
ministered, when  Cortisol  was  given  the  adrenalectomized  ani- 
mals, and  during  fat  feeding.   The  increases  of  glycerokinase 
activity  were  suppressed  by  actinomycin.    Alterations  of  enzyme 
activity  did  not  depend  on  the  blood  glycerol  offered  the  liver. 

2699  DIVERSE  EFFECTS  OF  SKF  525-A  AND  ANTI- 
OXIDANTS ON  CARBON  TETRACHLORIDE- 

INDUCED  CHANGES  IN  LIVER  MICROSOMAL  P-450 
CONTENT  AND  ETHYLMORPHINE  METABOLISM.  (E.) 
Castro,  J.  A.  (Natl.  Heart  Inst.,  Bethesda,  Md.),  H.  A.  Sasame, 
H.  Sussman  and  J.  R.  Gillette.  Life  Sci  7(3):  129-136,  1968. 
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Carbon  tetrachloride  (CC^)  2.5  ml/kg  was  administered  p.o.  to 
3  groups  of  fasting  Sprague-Dawley  rats  (140-180  g),  one  pre- 
Ueated  with  d,l  a-tocopherol  acetate  (575  mg/kg  i.p.  in  corn  oil 
40  hr  before  CCI4,  the  second  pretreated  with  DPPD  (N,N-di- 
phenyl-p-phenylenediamine),  600  mg/kg  i.p.  in  corn  oU  24  hr, 
48  hr  and  10  min  before  CCI4,  and  the  third  SKF  525-A  (^i- 
ethylaminoethyl  diphenylpropylacetate  HCl)  (50  mg/kg  in  saUne 
i.p.)  30  min  before  CCI4.  Within  3  hr  of  administration  of  CCI4 
without  pretreatment,  the  metabolism  of  ethylmorphine  and 
the  amount  of  the  microsomal  cytochrome  P-450  was  decreased 
55-68%.  Pretreatment  with  tocopherol  and  DPPD  did  not  pre- 
vent this  impairment  but  SKF  525-A  delayed  the  loss  of  enzyma- 
tic activity  for  several  hr.  SKF  525-A  pretreatment  mitigated 
the  necrosis  caused  by  CCI4  but  not  the  loss  of  liver  architectural 
pattern.  DPPD  prevented  the  loss  of  liver  architectural  pattern 
but  not  the  necrosis  caused  by  CCI4 . 

2700  INTERRELATIONSHIPS  BETWEEN  ETHANOL 

AND  PHENYLETHYLBIGUANIDE  ON  HEPATIC 
GLUCONEOGENESIS/iV  F/r/?a   (E.)  Sandler,  R.  (Northwestern 
U.  Med.  Ctr.,  Chicago,  lU.),  L.  Vinnick  and  N.  Freinkel.  Life  Sci 
7(10):459-465,  1968. 

Slices  of  Uver  from  freshly-killed  male  albino  rabbits  (4-7  pounds) 
were  incubated  for  90  min  in  Krebs-Ringer  Bicarbonate  (KRB), 
pH  7.4,  containing  1  mM  HC-L-alanine  (1  )MC)  and:  a)  nothing 
else,  b)  10  mM  ethanol  (ETOH),  c)  0.8  mM  phenylethylbiguanide- 
HCl(PEBG),  or  d)  10  mM  ethanol  plus  0.8  mM  (PEBG).  ETOH 
caused  a  small  reduction  in  alanine  uptake  and  a  greater  reduction 
in  the  convercion  of  alanine  carbons  to  14c-02  and  Hc-glucose. 
There  was  an  increase  in  l^c-lactic  acid  evolution  and  a  diminished 
generation  of  14c-aspartic  acid.  1 4c-Glyceride-glycerol  was  pre- 
served despite  reduced  l^c-glucose.  PEBG  produced  similar  ef- 
fects except  aspartic  acid  was  preserved,  alanine  uptake  was  not 
greatly  reduced  and  14c  glyceride-glycerol  was  inhibited  at  least 
as  much  as  14c  glucose.  When  the  2  were  combined,  additive 
depressions  were  exerted  on  QO2  uptake,  14c  glucose  and 
14C-02  while  the  effect  of  ETOH  predominated  on  14c  lactic 
acid  and  14C  aspartic  acid,  and  that  of  PEBG  on  14c  glyceride- 
glycerol. 

2701  DIFFERENCES  IN  THE  KINETICS  OF  BENZ- 

PYRENE  HYDROXYLATION  BY  HEPATIC 
DRUG-METABOLIZING  ENZYMES  FROM  PHENOBARBITAL 
AND  3-METHYLCHOLANTHRENETREATED  RATS.  (E.) 

Alvares,  A.  P.  (Wellcome  Res.  Lab.,  Tuckahoe,  N.  Y.),  G.  R. 
Schilling  and  R.  Kuntzman.  Biochem  Biophys  Res  Commun 
30(5):588-593, 1968. 

Liver  homogenates  obtained  from  male  Sprague-Dawley  rats 
who  had  received  either  phenobarbital  (PB)  (50  mg/kg  i.p.  daily) 
for  4  days  or  1  dose  of  3-methylcholanthrene  (3-MC),  20  mg/kg 
dissolved  in  corn  oil  i.p.,  were  incubated  with  2,  4,  6,  8,  and 
10  jug  of  3,4-benzpyrene  and  an  NADPH-generating  system  to 
measure  the  formation  of  8-hydroxy-3,4-benzpyrene.  Liver 
homogenates  from  untreated  rats  or  PB-induced  rats  revealed 
Michaelis  constants  that  were  significantly  different  from  those 
of  the  3-MC  treated  ones.  The  maximal  velocity  was  inaeased 
4-fold  after  a  single  injection  of  3-MC  and  2.7-fold  in  rats  treated 
with  PB  for  4  days.  Similar  differences  in  kinetic  constants  were 
observed  using  a  supernatant  (equivalent  to  4  mg  liver,  wet 
weight)  obtained  by  centrifugation  at  9000  X  g. 


2702  A  COMPARATIVE  STUDY  OF  THE  META- 

BOLIC DISORDERS  PRODUCED  IN  THE  RAT 
LIVER  BY  ADMINISTRATION  OF  ALCOHOL  AND  OTHER 
COMPOUNDS.  IV.  THE  EFFECTS  OF  INTRAPERITONEAL 
INJECTION  OF  GLUCOSE.  (Fr.)   Baron,  P.  (Lab.  Human. 
Nutrit.,  I.N.S.E.R.M.,  Paris,  France),  G.  Griffaton  and  R.  Lowy. 
Enzym  Biol  Clin  (Basel)  10(2):  137-145,  1969. 

When  fasting  male  Wistar  rats  were  given  i.p.  injections  of  glucose 
(5.2  g/kg)  and  sacrificed  15-90  min  later,  there  was  an  increase 
in  the  hepatic  concentrations  of  lactate,  a-glycerophosphate, 
dihydroxyacetone  phosphate,  malate  and  oxaloacetate,  a  decrease 
in  the  hepatic  concentrations  of  pyruvate,  j3-hydroxybutyrate  and 
acetoacetate,  and  no  change  in  the  hepatic  concentrations  of 
NAD+  and  NADH.  These  changes,  which  are  ascribed  to  accelera- 
tion of  the  Krebs  cycle,  an  antiketogenic  effect  and  increased 
Upogenesis,  were  essentially  the  same  as  those  previously  obtained 
in  experiments  with  glucose.   A  quantitative  comparison  of  the 
results  of  fructose  and  glucose  injections  indicates,  however,  that 
the  latter  does  not  enter  into  the  metabolic  pathways  as  readily. 


2703  THE  BILIARY  EXCRETION  OF  A  SINGLE  DOSE 

OF  BROMSULFALEIN  IN  THE  WISTAR  RAT. 
II.  CONSEQUENCES  OF  DISTURBANCES  IN  THE  PORTAL 
AND  HEPATIC  CIRCULATION.  (Fr.)  Bernades,  P.  (Bichat 
Hosp.,  Paris,  France),  S.  Bonfils  and  O.  Halle-Pannenko.  Path 
Biol  17(9/10):493-500,  1969. 

In  experiments  on  male  Wistar  rats,  the  biliary  excretion  of  a 
single  dose  of  BSP  (%  mg/100  g  i.v.  at  a  concentration  of  10 
mg/ml)  was  not  significantly  affected  by  injection  of  talcum 
powder  into  the  mesenteric  vein,  nor  even  by  ligation  of  the 
hepatic  artery.  Neither  the  general  form  of  the  excretion  curve, 
the  total  percentage  excreted  in  3  hr,  nor  the  time  required  for 
50%  excretion  was  altered  by  the  disturbances  in  hepatic  circu- 
lation. In  both  experimental  and  control  rats,  the  BSP  concen- 
tration in  the  bile  passed  through  2  phases:  one  with  a  high 
constant  concentration  followed  by  a  phase  of  falling  concentra- 
tion; during  the  2nd  phase,  the  BSP  output  was  an  exponential 
function.  On  the  other  hand,  the  relative  importance  of  the 
intermediate  phase  was  increased  in  the  experimental  animals,  at 
the  expense  of  the  early  constant-output  phase.  This  effect  is 
ascribed  to  vascular  exclusion  of  part  of  the  hepatic  parenchyma. 

2704  GLYCOLYTIC  REGULATION  IN  RAT  LIVER 

AND  HEPATOMAS.    (E.)    Lo,  C.-H.  (Temple  U. 
Sch.  Med.,  Philadelphia,  Pa.),  F.  Farina,  H.  P.  Morris  and  S. 
Weinhouse.  Advances  Enzym  Regulat  6:453-464,  1968. 

Whole  fortified  Uver  homogenates  were  incubated  with  fructose 
diphosphate  (FDP)  as  substrate  and  2-deoxyglucose,  inorganic 
phosphate  and  yeast  hexokinase  were  added  to  regenerate  ADP 
from  ATP  formed  by  glycolysis,  respiration,  and  glycolytic  and 
respiratory  phosphorylation.    Endogenous  respiration  was  high 
in  well-differentiated  tumors  and  low  in  poorly-differentiated 
ones,  and  in  both  types  P/0  ratios  were  1  to  2.    Addition  of 
FDP  to  homogenates  of  well-differentiated  tumors  caused  only 
low  lactate  formation  and  low  glycolytic  phosphorylation  and 
no  change  in  respiration  or  respiratory  ATP  production.    In 
contrast,  FDP  addition  to  poorly-differentiated  ones  caused 
high  glycolysis;  and  though  oxidative  phosphorylation  was 
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negligible,  and  respiration  was  not  lowered,  glycolytic  phos- 
phorylation was  high.    Replacement  of  particles  of  mitochon- 
drial and  supernatant  fractions  from  a  low-respiring,  poorly- 
differentiated  tumor  by  those  of  a  high-respiring,  well-differ- 
entiated one  resulted  in  a  pronounced  Pasteur  effect.    Replac- 
ing high-respiring  tumor  particles  with  those  of  a  low- respiring 
one  resulted  in  decreased  respiration  and  respiratory  phosphory- 
lation and  increased  glycolysis.    Pyruvate  kinase  levels  in  the 
poorly-differentiated  tumors  were  up  to  20  times  higher  than 
in  the  well-differentiated  ones.    The  high  level  of  pyruvate 
kinase  isoenzyme  in  the  poorly-differentiated  tumor  consists 
mainly  of  the  nonadsorbed  form  while  the  low  level  in  the 
well-differentiated  ones  is  largely  adsorbable. 

2705  ENERGY-DEPENDENT  CONTROL  OF  THE 
TRICARBOXYLIC  ACID  CYCLE  BY  FATTY 

ACID  OXIDATION  IN  RAT  LIVER  MITOCHONDRU.    (E.) 

Garland,  P.  B.  (U.  Bristol,  England),  D.  Shepard,  D.  G. 
NichoUs  and  J.  Ontko.  Advances  Enzym  Regulat  6:3-30,  1968. 

In  isolated  mitochondria  of  rat  liver,  palmitoyl-(-)-carnitine 
oxidation  had  the  following  effects:    (I)  inhibition  of  citrate 
synthase,  (II)  inhibition  of  pyruvate  dehydrogenase,  (III)  in- 
inhibition  of  both  NAD  and  NADP-specific  isocitrate  dehydro- 
genases, (IV)  activation  of  pyruvate  carboxylation  and  (V)  ac- 
tivation of  acetoacetate  synthesis.    AU  of  these  regulatory  ef- 
fects were  released  when  energy  conservation  was  abolished 
with  uncoupling  agents.    The  mechanisms  for  the  regulatory 
effects  of  fatty  acid  metabolism  are  discussed  in  terms  of  the 
kinetic  properties  of  the  enzymes  concerned.    The  effects  of 
pahnitoyl-carnitine  oxidation  on  adenine  nucleotide  transloca- 
tion across  the  mitochondrial  membrane  are  considered  to  be 
of  considerable  importance  in  regulating  the  phosphorylation 
of  intramitochondrial  adenine  nucleotides. 

2706  THE  ROLE  OF  CYCLIC  AMP  IN  THE  CONTROL 
OF  LIVER  METABOUSM.    (E.)    Exton,  J.  H. 

(Vanderbilt  U.  Sch.  Med.,  Nashville,  Tennessee)  and  C.  R.  Park. 
Advances  Enzym  Regulat  6:391-407,  1968. 

Gluconeogenesis  from  lactate  in  the  perfused  rat  liver  was  stimu- 
lated by  blood  levels  of  glucagon  and  high  levels  of  catechol- 
amines, apparently  through  cyclic  AMP  mediation.    The  ab- 
sence of  any  effect  of  glucagon  on  glucose  or  lactate  formation 
from  fructose  suggests  that  cyclic  AMP  does  not  produce  any 
significant  effect  on  reactions  between  triose-P  and  glucose  or 
on  the  conversion  of  P-pyruvate  to  pyruvate.    Gluconeogenesis 
appears  to  be  as  sensitive  as  glycogenolysis  to  stimulation  by 
glucagon,  catecholamines  and  cyclic  AMP.    The  nucleotide 
mimics  the  actions  of  the  hormones  on  urea  production  and 
K"*"  release  by  the  perfused  liver.    The  accumulation  of  cyclic 
AMP  in  the  liver  is  promoted  by  much  lower  levels  of  glucagon 
than  catecholamines  and  the  maximum  AMP  concentration 
with  glucagon  is  20  to  30  fold  higher  than  with  epinephrine. 
Isopropyl  norepinephrine  stimulated  glycogenolysis  and  cyclic 
AMP  formation  in  the  liver  and  the  effects  of  epinephrine  are 
blocked  by  pronethalol.    Insulin  deficiency  produced  by  anti- 
insulin  serum  or  alloxan  causes  an  elevation  of  the  Uver  cyclic 
AMP  level  in  vivo  which  can  be  reversed  by  insulin.    Perfused 
livers  from  antiserum-treated  rats  also  show  an  increase  in 
cyclic  AMP  which  is  reversed  by  insulin.    Insulin  also  antago- 
nizes the  action  of  glucagon  and  epinephrine  on  glucose  output. 
It  lowers  the  level  of  cyclic  AMP  in  normal  livers  and  in  those 


treated  with  glucagon  or  obtained  from  rats  injected  with  anti- 
serum.   Adrenal  glucocorticoids  are  required  for  a  normal 
gluc^on  effect  on  lactate  gluconeogenesis. 

2707  LIVER  LIPIDS  OF  RATS  ADMINISTERED 
EXCESSIVE  AMOUNTS  OF  RETINOL.    (E.j 

Misra,  U.  K.  (V.  P.  Chest  Inst.,  U.  Delhi,  India).    Canad  J 
Biochem  46:697-701,  1968. 

The  effect  of  i.m.  administration  of  100,000  lU/day  retinol 
for  13  days  on  the  liver  lipid  metabolism  of  young  rats  was 
studied.    Excessive  amounts  of  retinol  did  not  affect  body 
weight  or  daily  food  consumption.    Retinol-treated  rats  showed 
a  significant  enlargement  of  the  liver  compared  with  controls. 
The  values  for  liver  total  lipids,  total  cholesterol,  total  glycerides, 
total  fatty  acids,  and  retinol  were  59.9  ±  0.9,  2.5  ±  0.1, 
24.2  ±  1.3,  27.9  ±  1.8,  and  1.35  ±  0.14  mg/g  wet  tissue,  resp., 
in  retinol-treated  compared  with  control  values  of  37.0  ±  0.9, 
1.8  ±  0.06,  9.5  ±  0.46,  17.6  ±  1.5,  and  0.024  ±  0.008.   Thin- 
layer  chromatography  revealed  that  excessive  retinol  administra- 
tion caused  significant  increases  in  the  concentrations  of  free 
cholesterol,  esterified  cholesterol,  monoglycerides,  triglycerides, 
lysophosphatidylcholine,  phosphatidylcholine,  and  phospha- 
tidylethanolamine  and  significant  decreases  in  the  concentration 
of  phosphatidylinositol. 

2708  PERFUSION  OF  ISOLATED  UVER:    DETER- 
MINATION OF  ENZYMATIC  ACTIVITIES. 

(It.)    Santambrogio,  C.  (Inst.  Gen.  Clin.  Med.,  U.  Milan,  Italy), 
S.  Negri,  L.  Tenconi,  F.  Civardi  and  S.  Procaccia.   Biol  Lat 
21(l):89-93,  1968. 

Enzyme  activity  was  determined  in  the  homogenates  of  male 
rat  liver,  perfused  by  a  perfusional  circuit  based  on  Miller's 
apparatus.    Results  showed  a  slight,  but  consistent  increase  in 
pseud ocholinest erase;  an  unchanged  activity  of  leucineamino- 
peptidase;  and  a  decrease  in  all  other  enzymes  determined: 
after  1  hr  for  lactic  dehydrogenase,  malic  dehydrogenase,  aldo- 
lase, and,  slightly,  for  glucose  6-phosphodehydrogenase;  after 
4  hr  for  glutaric  oxalacetic  transaminase,  glutaric  pyruvic 
transaminase,  glutaric  dehydrogenase,  sorbitol  dehydrogenase 
and  glucose  6-phosphatase.    There  was  a  slight  decrease  in  al- 
kaline phosphatase  and  in  betaglucuronidase.    The  enzymatic 
damage  involves  all  the  metabolic  pathways  although  at  dif- 
ferent times. 

2709  MODIFICATION  OF  ENZYME  ACTIVITIES 
IN  DIETARY  CIRRHOSIS  AND  FATTY  IN- 
FILTRATION OF  RAT  LIVER.   (E.)    Hendelman,  L.  U.  (U. 
Michigan  Med.  Sch.,  Ann  Arbor),  E.  G.  Laughrey  and  K.  S. 
Henley.   Enzym  Biol  Qin  10(9):  1-7,  1969. 

The  activities  of  enolase,  phosphohexose  isomerase  and  lactate 
dehydrogenase  in  cirrhotic  and  fatty  livers  were  determined  in 
27  male  Sprague-Dawley  rats  placed  on  a  cirrhogenic  diet  for 
from  12-24  weeks.    The  number  of  parenchymal  cells  in  the 
fatty  livers  averaged  60,000  ±  203/mg  of  tissue.    Enzyme  ac- 
tivities in  fatty  livers  were  similar  to  those  in  cirrhotic  livers. 
There  was  no  difference  between  fatty  and  cirrhotic  liver  in  the 
(  weight  of  the  insoluble  tissue  protein  or  the  concentration  of 
•the  supernatant  protein.    The  activity  per  cell  of  the  three 
enzymes  was  increased  in  all  abnormal  animals  when  compared 
with  controls.   When  enzyme  activity  was  expressed  on  a 
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basis  of  fresh  weight  corrected  for  the  insoluble  portion  of 
the  homogenate,  all  three  enzyme  activities  were  increased  in 
the  fatty  liver  as  compared  to  controls  whUe  only  lactate  de- 
hydrogenase was  elevated  in  the  cirrhotic  animals. 

2710  INTRACELLULAR  DISTRIBUTION  OF  HEPAT- 

IC CARBONIC  ANHYDRASE  IN  MICE  BEAR- 
ING EHRLICH  ASCITES  CARQNOMA  OR  WITH  SPON- 
TANEOUS MAMMARY  CARCINOMA.    (E.)    Suzuki,  S.  (Sch. 
Med.,  Gunma  U.,  Maebashi,  Japan)  and  E.  Ogawa.    Gunma  J 
Med  Sci  16(l):74-78,  1967. 

Aduh  male  ddN  mice  were  inoculated  i.p.  with  Ehrlich  ascites 
carcinoma  ceUs  (5  x  IO6/O.I  ml  in  saline)  and  sacrificed  after 
7  days.    Swiss  female  albino  mice  with  spontaneous  mammary 
carcinoma  were  also  sacrificed.    Samples  were  prepared  and 
assays  for  carbonic  anhydrase  activity  performed.    Hepatic 
carbonic  anhydrase  activity  was  decreased  in  homogenate, 
microsomal,  and  supernatant  fractions  as  compared  with 
controls.    Protein  blood  carbonic  anhydrase  activity,  hemo- 
globin concentration  and  liver  weight  were  unchanged  in  every 
fraction.    In  mice  with  the  spontaneous  mammary  carcinoma, 
hepatic  carbonic  anhydrase  activity  was  decreased  in  homoge- 
nate mitochondrial,  microsomal,  and  supernatant  fractions  as 
compared  with  controls.    Protein  in  the  mitochondrial  fraction 
was  increased  without  producing  any  alterations  in  the  other 
ftactions.    Blood  carbonic  anhydrase  activity  and  hemoglobin 
concentration  were  decreased.    There  was  a  marked  gain  in 
liver  weight  in  the  carcinoma-bearing  group. 

2711  ALDOLASE  ACTIVITIES  IN  THE  LIVER  AND 
IN  THE  KIDNEY  OF  RATS  CHRONICALLY 

POISONED  WITH  HgCl2.  (E.)  Riario-Sforza,  G.  (Inst.  Chem. 
Biol.,  Siena,  Italy),  M.  GentiU,  P.  Martini,  E.  Marinello  and  R. 
Pagani.   ItalJ  Biochem  16(6):  382-386,  1967. 

2712  ENZYMES  OF  THE  PYRUVATE  CYCLE  IN  A 
CASE  OF  GLYCOGENOSIS.    (E.)    Bossu,  M. 

(Inst.  Chem.  Biol.,  U.  Urbino,  Italy),  M.  Gargano  and  G. 
Fornaini.   ItalJ  Biochem  17(2):107-117,  1968. 


2713  INTERMEDIARY  METABOLITES  OF  GLYCO 
LYSIS  AND  ADENINE  NUCLEOTIDES  IN 

RAT  LIVER  IN  VIVO.    I.    EFFECTS  OF  AN  ISCHEMIC 

CYCLE.   (Fr.)    Leroux,  J.  P.  (Lab.  Med.  Enzymology,  Nat. 
Inst.  Hlth.  Med.  Res.,  Paris,  France),  H.  Lorer  and  P.  H.  Cartier. 
CR  Soc  Biol  (Paris)  162(5-6):  1059-1064,  1968. 

2714  INTERMEDIARY  METABOLITES  OF  GLYCO- 
LYSIS AND  ADENINE  NUCLEOTIDES  IN  RAT 

LIVER  IN  VIVO.    II.    THE  EFFECTS  OF  2,4- DINITRO- 
PHENOL.    (Fr.)    Lorer,  H.  (Lab.  Med.  Enzymology,  Nat.  Inst. 
Hlth.  Med.  Res.,  Paris,  France),  J.  P.  Leroux  and  P.  H.  Cartier. 
CR  Soc  Biol  (Paris)  162(5-6):  1120-1 123,  1968. 

2715  ALCOHOL  DEHYDROGENASE  AND  ETHANOL 
METABOLISM.    (E.)    Ting-Kai,  L.  (Peter  Bent 

Brigham  Hosp.,  Boston,  Mass.)  and  B.  L.  Vallee.    Surg  Clin  N 
Amer  49(3):577-582,  1969. 

2716  ELECTROPHORETIC  AND  IMMUNOELECTRO- 
PHORETIC  CHARACTERISTICS  OF  BILE 


Hepatobiliary  Tract 

PROTEINS.  (Sp.)  Diaz-Rubio,  M.  Jr.  (Fac.  Med.,  U.  Madrid, 
Spain)  and  M.  Diaz-Rubio.  Rev  Esp  Enferm  Apar  Dig  28(2): 
173-180,  1969. 

2717  NONSPECIFIC  CARBON  TETRACHLORIDE 
INTOXICATION  OF  VITAL  CELL  FUNCTIONS 

IN  THE  LIVERS  OF  ADRENALECTOMIZED  RATS  ON 
CORTISOL  THERAPY.    (Ger.)    Seitz,  H.  J.  (Inst.  Physiol. 
Chem.,  U.  Hamburg,  Germany)  and  W.  Tarnowski.   Hoppe 
Seyler' Z  Physiol  Chem  349(12):  1800-1802,  1968. 

27 18  HISTOCHEMICAL  STUDIES  OF  THE  ENZYMES 
ADENOSINE  TRIPHOSPHATASE,  ALKALINE 

AND  ACID  PHOSPHATASE,  AND  SUCCINIC  DEHYDRO- 
GENASE IN  THE  HEPATIC  PARENCHYMA  OF  RATS  IN 
THE  PRESENCE  OF  THE  CARCINOGEN,  DIETHYLNITRO- 
SOAMINE.    (Ger.)    Borner,  P.  (Max  Planck  Inst.  Virol., 
Tubingen,  Germany)  and  W.  Gossner.   Z  Naturforsch  [B] 
23(8):  1085-1091,  1968. 

2719  EFFECT  OF  ALCOHOL  ON  GLUCONEO- 
GENESIS  USING  THE  ISOLATED  RAT  LIVER 

PERFUSION  TECHNIQUE.    (E.)    Kaden,  M.  (U.  Pittsburgh 
Sch.  Med.,  Pa.),  N.  W.  Oakley  and  J.  B.  Field.   Amer  J  Physiol 
216(4):756-763,  1969. 

2720  EFFECT  OF  ACID-BASE  STATUS  ON  RENAL 
AND  HEPATIC  GLUCONEOGENESIS  IN 

DIABETES  AND  FASTING.    (E.)    Kamm,  D.  E.  (U.  Rochester 
Sch.  Med.  Dent.,  N.  Y.)  and  G.  F.  Cahill  Jr.   Amer  J  Physiol 
216(5):1207-1212,  1969. 

2721  EFFECT  OF  ALBUMIN  CONCENTRATION 

ON  ALBUMIN  SYNTHESIS  IN  THE  PERFUSED 
LIVER.   (E.)    Rothschild,  M.  A.  (New  York  U.  Sch.  Med., 
N.  Y.),  M.  Oratz,  J.  MongeUi  and  S.  S.  Schreiber.   Amer  J 
Physiol  216(5):1127-1130,  1969. 

2722  STUDY  OF  THE  BIOLOGICAL  ACTION  OF 
BENZO(a)PYRENE.    I.    THE  EFFECT  OF  UV 

IRRADIATION  AND  SOME  CHEMICAL  AGENTS  ON  LIVER 
HYDROXYLASE  INDUCTION  PRODUCED  BY  BENZO{a)PY- 
RENE.   (Fr.)    Rondia,  D.  (Lab.  Toxicol.,  U.  Liege,  Belgium) 
and  P.  Delwaide.   Biochem  Pharmacol  17(10):2171-2177,  1968. 


2723  DIETARY  INDUCTION  OF  SOME  ENZYMES 
OF  AMINO  ACID  METABOLISM  DURING  2- 

ACETYLAMINOFLUORENE  FEEDING.    (E.)    Poirier,  L.  A. 
(Med.  Sch.  U.  Wisconsin,  Madison)  and  H.  C.  Pitot.    Cancer  Res 
29(2):464-469,  1969. 

2724  DIETARY  INDUCTION  OF  SOME  ENZYMES 
OF  CARBOHYDRATE  METABOLISM  DURING 

2-ACETYLAMINOFLUORENE  FEEDING.    (E  )    Poirier,  L.  A. 
(Med.  Sch.,  U.  Wisconsin,  Madison),  M.  C.  Poirier  and  H.  C. 
Pitot.    Cancer  Res  29(2):470-474,  19G9. 

2725  DIETARY  INDUCTION  OF  SOME  ENZYMES 
OF  AMINO  ACID  METABOLISM  DURING  AZO 

DYE  FEEDING.    (E.)    Poirier,  L.  A.  (Med.  Sch.,  U.  Wisconsin, 
Madison)  and  H.  C.  Pitot.    Cancer  Res  29(2):475-480,  1969. 
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nib  THE  EFFECTS  OF  ESSE>mAL  FATTY  ACID 

DEFICIENCY  ON  THE  LIVER  MITOCHONDRIA 
OF  THE  RAT  AND  MOUSE.    STRUCTURAL  AND  FUNC- 
TIONAL ALTERATIONS.    (E.)    Smithson,  J.  E.  (Brown  U. 
Div.  Biol.  Med.  Sci.,  Providence,  R.  I.).    Lab  Invest  20(2):207- 
212,  1969. 

2727  SYNTHESIS  OF  DNA  AFTER  PARTLVL 
HEFATECTOMY  WITHOUT  CHANGES  IN  THE 

LIPID  AND  GLYCOGEN  CONTENTS  OF  THE  LIVER.    (E.) 

Simed,  J.  F.  (U.  Pittsburgh,  Sch.  Med.,  Pa.),  F.  Rubin  and  I. 
Lieberman.  Biochem  Biophys  Res  Commun  30(5):571-575, 
1968. 

2728  BILE  SALT  REGULATION  OF  HEPATIC 
EXCRETORY  FUNCTION.    [EDITORIAL]    (E.) 

Javitt,  N.  B.  (New  York  Hosp.  Cornell  Med.  Ctr.,  N.  Y.). 
Gastroenterology  56(3):622-625,  1969. 

2729  NUCLEIC  ACIDS  AND  PROTEIN  SYNTHESIS 
IN  CANCER  CELL  MITOCHONDRIA.    II. 

AMINO  ACID  INCORPORATION  INTO  PROTEINS  OF  RAT 
LIVER  AND  HEPATOMA  CELL  MITOCHONDRIA.    (E.j 

Inaba,  K.  (Okayama  U.  Med.  Sch.,  Japan).  Acta  Med  Okayama 
22(2):101-112,  1968. 

2730  STIMULATION  OF  IN  VITRO  GROWTH  OF 
RAT  LIVER  CELLS  WITH  CALF  SERUM 

DRAWN  FOLLOWING  PARTIAL  HEPATECTOMY.    (E.) 
Hays,  D.  M.  (U.  Southern  California  Sch.  Med.,  Los  Angeles), 
I.  Tedo  and  Y.  Matsushima.   J  Surg  Res  9(3):  133-1 37,  1969. 


2731  STATISTICAL  STUDY  ON  THE  RATIO  BETWEEN 
/3-  AND  a-LIPOPROTEINS,  TRIGLYCERIDES 

AND  CHOLESTEROL.    (E.)    Antonini,  F.  M.  (U.  Florence, 
Italy),  A.  Bucalossi,  A.  D'Alessandro,  P.  Contini  and  G.  Pazzagli. 
Clin  ChimActa  24(1):  19-21,  1969. 

2732  THE  METABOLIC  INTERRELATIONSHIP  AND 
PHYSICOCHEMICAL  ANALYSIS  OF  C-REACTIVE 

PROTEIN  AND  HEPATIC  CATALASE.    (E.j    Hokama,  Y.  (U. 
Hawaii  Sch.  Med.,  Honolulu),  K.  Yamada,  S.  N.  Moikeha  and 
E.  T.  Nishimura.   Cancer  Res  29(3):542-548,  1969. 

2733  DIETARY  CARBOHYDRATES  AND  BODY 
LIPIDS  IN  RATS.    (E.)    Bhattathiry,  E.  P.  M. 

(U.  Malaya,  Kuala  Lumpur,  Malaysia).  Med  J  Malaya  23(2): 
123-126,  1968. 


2734  THE  EFFECTS  OF  CARBON  TETRACHLORIDE 

ADMINISTRATION  ON  THE  LIPID  AND  FATTY 
ACID  COMPOSITIONS  IN  RAT  LIVER.    (E.)    Hasegawa,  S. 
(Mie  Prefect.  U.  Sch.  Med.,  Tsu,  Japan),  K.  Kasama  and  N. 
Uezumi.  Mie  Med  J  11  i3):235-247,  1968. 


2735  RETICULOENDOTHELIAL  FUNCTION  IN  THE 

ISOLATED  PERFUSED  LIVER.    IV.    PHAGOCY- 
TOSIS OF  AGGREGATED-BSA  AND  COLLOIDAL  GOLD. 
EVIDENCE  FOR  NONSPECIFIC  OPSONINS.    (E.)    Jeunet, 
F.  S.  (Variety  Club  Heart  Hosp.,  Minneapolis,  Minn.)  and  R.  A. 
Good.  Proc  Soc  Exp  Biol  Med  131(1):112-115,  1969. 
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2736  EFFECTS  OF  SULFATION  OF  TAUROLITHO- 

CHOLIC  AND  GLYCOLITHOCOLIC  ACIDS  ON 
THEIR  INTESTINAL  TRANSPORT.    (E.j    Low-Beer,  T.  S. 
(Duke  U.  Med.  Ctr.,  Durham,  N.  C),  M.  P.  Tyor  and  L.  Lack. 
Gastroenterology  56(4):721-726,  1969. 
The  intestinal  transport  of  the  3-a-sulfate  esters  of  glycolitho- 
choUc  and  taurolithochoUc  acids  was  studied  in  a  perfused, 
isolated  segment  of  guinea  pig  smaU  intestine  with  an  intact 
blood  supply.    Absorption  of  these  compounds  was  by  active 
transport  and  was  limited  to  the  ileum.    This  contrasts  with 
the  nonsulfated  compounds  which  can  be  reabsorbed  from 
aU  sections  of  the  smaU  bowel.    Absorption  of  the  nonsulfated 
compounds  was  greater  in  the  distal  region,  probably  reflecting 
two  processes:    1)  active  absorption  and  2)  passive  diffusion. 
In  the  proximal  regions,  only  passive  diffusion  occurred.    Ileal 
transport  of  sulfated  taurolithocholate  was  depressed  by  the 
presence  of  sodium  taurocholate.   These  results  support  the 
concept  that  sulfation  of  the  potentially  toxic  UthochoUc 
acid  bUe  salts  could  curtail  their  intestinal  absorption  and  en- 
hance their  fecal  elimination  rates. 

2737  AMINO  ACIDS  AND  BIOELECTRIC  POTENTIALS 

IN  THE  SMALL  INTESTINE  OF  THE  GREEK 
TORTOISE.  (E.j  Gilles-BaUlien,  M.  (Dept.  Biochem.,  U.  Liege, 
Belgium)  and  E.  Schoffeniels.  Life  Sci  7(l):53-63,  1968. 
Transmucosal  and  transserosal  electrical  potentials  were  measured 
in  isolated  active  tortoise,  smaU  intestine  that  was  placed  in  a 
saUne  bath  to  which  amino  acids  were  added.  The  addition  of 
L-alanine  resulted  in  an  increase  in  transepitheUal  potential 
through  an  increased  transserosal  potential.  The  dicarboxyUc 
acids  L-glutamate  and  L-aspartate  increased  both  transmucosal 
and  transserosal  potentials.  The  basic  amino  acids  L-lysine  and 
L-arginine  affected  none  of  the  potentials.  When  the  KCl  con- 
centration of  the  mucosal  saline  bath  was  increased  in  the  pres- 
ence of  L-alanine  no  effect  was  noted.  When  its  concentration 
in  the  serosal  bath  was  inaeased  from  2.5  to  6.4  mM  there  was 
a  large  decrease  in  transepithelial  potential.  With  a  ten-fold  dUu- 
tion  of  NaQ  in  the  mucosal  bath  in  the  presence  of  L-alanine, 
the  increase  in  transepithelial  potential  due  to  L-alanine  was 
greatly  reduced.  A  ten-fold  dilution  of  NaCl  in  the  serosal  bath 
under  the  same  conditions  greatly  increased  transepithelial  po- 
tential. The  addition  of  L-alanine  to  sulphated  saline  induced 
an  inaease  of  transepithelial  potential  as  it  did  when  the  epithe- 
lium had  been  washed  several  times  in  sulphated  solutions.  L-ala- 
nine is  actively  transported  across  the  Greek  tortoise  intestinal 
epithelium.  The  mechanism  (that  could  be  related  to  the  syn- 
thesis of  this  amino  acid)  is  located  at  the  serosal  border  and  is 
controlled  by  sodium  ions. 

2738  BIOSYNTHESIS  OF  METHIONINE  IN  THE 

LIVER  OF  LEUKAEMIC  MICE.  (E.) 

Pristoupilova,  K.  (Inst.  Hematology  Blood  Transfusion,  Prague, 
Czechoslovakia).  Neoplasma  (Bratisl)  14(4):353-358,  1967. 
Inbred  male  and  female  AKR  mice,  6-8  weeks  old,  were  given 
i.p.  inoculations  of  L  14  AKR  leukemia  ceUs.  Inbred  male  and 
female  C57  Black  mice  were  inoculated  i.p.  with  LaH  VUFB 
leukemia  cells.  The  mean  survival  time  of  animals  inoculated 
with  either  leukemia  was  8-10  days.  The  experimental  mice  were 


sacrificed  and  the  enzyme  activity  determined  in  extracts  from 
homogenized  livers.    Methionine  biosynthesis  was  determined 
from  the  amount  of  l^c  incorporated  into  methionine  from 
DL-3-14C  serine.    A  significant  increase  in  methionine  bio- 
synthesis was  found  in  all  leukemic  mice  at  the  7th  day  after 
inoculation  with  L  14  AKR  leukemia.     To  confirm  that  the 
increase  was  due  to  the  leukemic  process,  the  livers  of  AKR 
mice  with  spontaneous  leukemia  were  also  studied.    Methionine 
biosynthesis  was  also  increased  in  all  these  animals  but  values 
in  controls  remained  low.    Methionine  biosynthesis  was  also 
studied  in  relation  to  various  phases  of  leukemia.    Even  on  the 
5th  day  after  inoculation  an  increase  in  methionine  biosynthesis 
was  detected.   The  differences  in  the  formation  of  methionine 
in  normal  and  leukemic  mice  corresponded  to  the  development 
of  the  disease  and  were  not  caused  by  a  difference  in  reaction 
kinetics. 

2739  LIPOLYTIC  ACTIVITY  OF  FUNGI  IN  THE 

INTESTINAL  FLORA.    (It.)    Ferri,  S.  (Inst. 
Clin.  Gen.  Med.,  U.  Bologna,  Italy)  and  L.  Sammarro.   Riv 
Gastroent  20(3):  202-210,  1968. 

Seventy-nine  specimens  were  examined:    49  were  Candida, 
11  Geotrichum,  3  Cryptococcus,  7  Aspergillus,  5  Penicillium 
and  3  Rhizopus.    AU  the  Candida,  Geotrichum,  Cryptococcus, 
and  Penicfllium  specimens  had  Upolytic  activity  while  only  4 
of  7  of  the  Aspergillus  and  1  of  3  of  the  Rhizopus  showed  such 
activity.    Lipolytic  activity  was  most  apparent  after  3-4  days 
of  culture,  although  Aspergillus  fumigatus  activity  was  demon- 
strated after  10  days.    Candida  albicans,  Candida  tropicatis, 
Candida  brumptii,  Geotrichum  candidum  and  PenicilUum  showed 
the  most  and  the  earliest  lipolytic  activity. 


2740  CELL  TURNOVER  IN  THE  RAT  SMALL 

INTESTINAL  MUCOSA:    AN  APPRAISAL  OF 
CELL  LOSS.    (E.)    Loehry,  C.  A.  (St.  Thomas  Hosp.,  London, 
England),  D.  N.  Croft,  A.  K.  Singh  and  B.  Creamer.    Gut 
10(1):13-18,  1969. 

Cell  turnover  in  the  small  intestinal  mucosa  was  studied  in  both 
normal  and  abnormal  rats.    CeU  turnover  was  studied  in  normal 
rats  by  techniques  evaluating  cell  loss  since  it  was  found  that 
cell  migration  from  the  crypts  to  the  villi  in  the  small  intes- 
tinal mucosa  could  not  be  a  direct  process.    Small  intestinal 
perfusions  were  performed,  desquamated  cells  collected,  and 
their  total  volume  was  assessed  by  the  rate  of  DNA  loss  in  the 
perfusions.    In  addition  newly  formed  crypt  cells  were  labelled 
with  59Fe,  and  the  radioactivity  was  counted  in  the  cells  des- 
quamated at  varying  time  intervals  after  injection  of  the  isotope. 
Histological  sections  of  the  intestine  after  a  4  hr  perfusion 
showed  no  evidence  of  damage  or  appreciable  trauma  to  villous 
structures.   The  mean  DNA  excretion  rate  from  5  normal  rats 
was  2.2  mjLtg  atoms  of  DNA-P/min.    There  was  a  high  initial 
level  of  radioactivity  in  perfusions  performed  immediately  after 
the  injection  of  59Fe.    This  was  followed  by  a  decrease  to  a 
baseline  at  5  hr.    There  was  then  no  further  rise  in  the  speci- 
mens until  36  hr  after  injection  when  a  prominent  peak  ap- 
peared.   After  48  hr  there  was  a  return  to  baseline.    It  was  felt 
that  the  epithelial  cells  emerging  from  the  crypts  move  in  some 
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way  to  be  channeled  onto  the  villi.  The  intervillous  ridges  seen 
between  the  adjacent  crypts  probably  represent  these  epithelial 
migration  lines.    In  abnormal  rats  with  a  small  intestinal  mucosa 


'flattened'  after  infestation  with  the  nematode  Nippostrongylus 
brasiliensis,  a  considerably  increased  rate  of  cell  loss  was  demon- 
strated suggesting  an  increased  turnover  state. 


See  also:  2647 
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2741  GASTRIC  MUCOSAL  BLOOD  FLOW  DURING 
SECRETORY  INHIBITION  BY  GASTRIN  PENTA- 

PEPTIDE  AND  GASTRONE.  (E.)  Cowley,  D.  J.  (Mayo  Clin., 
Rochester,  Minn.),  C.  F.  Code  and  R.  Fiasse.  Gastroenterology 
56(4):659-665,  1969. 

The  aminopyrine  clearance  technique  was  used  in  3  female 
dogs  to  quantitate  the  gastric  mucosal  blood  flow  during  secre- 
tory inhibition  by  a  single,  rapid  i.v.  injection  of  gastrin  penta- 
peptide  (ICI  50,123)  and  of  gastrone.    A  dose  of  40  or  50  fJg 
of  gastrin  produced  a  68%  reduction  of  blood  flow  and  a  72% 
reduction  of  secretion.    Reduction  of  blood  flow  appeared  to 
precede  reduction  of  secretion,  and  blood  flow  subsequently 
recovered  more  rapidly  than  did  secretion.    A  dose  of  150  ^ig 
of  gastrone  produced  a  55%  reduction  of  blood  flow  and  a 
66%  reduction  of  secretion,  but  there  was  a  lag  of  1  hr  after 
the  injection  of  gastrone  before  secretion  or  blood  flow  was 
affected.    Changes  in  blood  flow  and  secretion  were  closely 
related  during  secretory  inhibition  by  both  gastrin  (r  =  0.95) 
and  gastrone  (r  =  0.92). 

2742  PATHOPHYSIOLOGIC  EFFECTS  OF  BOWEL 
DISTENTION  ON  INTESTINAL  BLOOD  FLOW. 

(E.)   Boley,  S.  J.  (Montefiore  Hosp.  Med.  Ctr.,  Brooklyn, 
N.  Y.),  G.  P.  Agrawal,  A.  R.  Warren,  F.  J.  Veith,  B.  S.  Levowitz 
W.  Treiber,  J.  Dougherty,  S.  S.  Schwartz  and  M.  L.  Gliedman. 
Amer  J  Surg  117(2):228-234,  1969. 

One  or  more  segments  of  small  or  large  bowel  (12-18  and  6-12 
inches  long,  resp.)  were  isolated  in  35  mongrel  dogs  so  as  to 
receive  their  blood  supply  from  a  single  artery.    A  multihole 
catheter  was  inserted  into  each  segment,  attached  to  a  constant- 
pressure  apparatus  which  maintained  intraluminal  pressure  with 
air  at  selected  levels,  and  the  segments  were  ligated  at  both 
ends.   Intraluminal  pressures  above  30  mm  Hg  consistently 
produced  a  decrease  in  intestinal  blood  flow.    Increasing  pres- 
sures produced  a  further  decline  in  blood  flow  until  an  irre- 
ducible 20-35%  of  flow  remained.   With  decreased  flow  there 
was  an  associated  decrease  in  the  arteriovenous  oxygen  differ- 
ence.  With  pressures  above  60-90  mm  Hg  only  submucosal 
and  serosal  vessels  were  filled.    Krypton  85  washout  studies 
at  these  pressures  suggested  a  shift  of  blood  away  from  the 
mucosa.    It  is  suggested  that  increased  intraluminal  pressure, 
intestinal  ischemia,  and  hypoxia  play  a  role  in  the  colitis  de- 
veloping proximal  to  colonic  neoplasms. 

2743  EXCHANGE  QRCULATION  OF  THE  SMALL 
INTESTINE  ON  CONTROLLED  BLEEDING  IN 

THE  RAT.    (E.)    Nylander,  G.  (U.  Hosp.,  Uppsala,  Sweden). 
Scand  J  Gastroent  4(2):121-125,  1969. 

The  uptake  of  a  diffusable,  water-soluble  test  substance  (131i 
Na)  &om  a  dimensionally  and  positionally  defined  intestinal 
segment  was  measured  in  90  male  Sprague-Dawley  rats.    Im- 
mediately after  and  5  hr  after  the  removal  of  5  ml  and  6  ml 
of  blood,  27%  and  33%  of  the  total  blood  volume,  resp.,  the 
exchange  circulation  of  the  intestinal  mucosa  was  either  negli- 
gibly reduced  or  not  at  all.    Hemorrhagic  necrosis  in  the  small 
intestine  mucosa  occurred  in  only  3  (after  5  hr  and  extraction 
of  6  ml  of  blood).    All  of  these  animals  were  excluded.   The 
others  showed  no  signs  of  irreversible  shock  and  all  survived 
the  5-hr  period  between  the  bleedings  and  the  recordings. 


A  loss  of  up  to  30%  of  the  total  blood  volume  caused  only  an 
extremely  shght  reduction  of  the  exchange  circulation  of  the 
intestinal  mucosa.   The  capillary  flow  in  the  mucosa  necessary 
for  practically  normal  elimination  of  the  l^lj  was  thus  retained 
in  spite  of  a  major  loss  of  blood.    Reduction  of  the  capillary 
flow  in  the  intestinal  mucosa  seems  not  to  occur  until  the  final, 
total  collapse,  when  shock  becomes  irreversible  and  the  hemor- 
rhagic necrosis  is  the  morphological  expression  of  the  anoxic 
damage  to  the  intestinal  mucosa. 


2744  SIMULTANEOUS  MEASUREMENTS  OF  HE- 
PATIC AND  PORTAL  VENOUS  BLOOD  FLOW 

IN  THE  SHEEP  AND  DOG.    (E.)    Katz,  M.  L.  (New  York 
State  Veterinary  Coll.,  Ithaca)  and  E.  N.  Bergman.  Amer  J 
Physiol  216(4):946-952,  1969. 

2745  PHYSIOLOGIC  ROLE  OF  RENINLIKE  CON- 
STITUENT OF  SUBMAXILLARY  GLAND  OF 

THE  MOUSE.    (E.)    Takeda,  T.  (U.  Texas  Southwestern  Med. 
Sch.,  Dallas),  J.  DeBusk  and  A.  Grollman.   Amer  J  Physiol 
216(5):1194-1198,  1969. 

2746  MEMBRANE  POTENTIALS  IN  UNSTIMULATED 
PAROTID  GLAND  OF  THE  CAT.    (E.)    Fritz, 

M.  E.  (U.  Pennsylvania,  Sch.  Med.,  Philadelphia)  and  S.  Y. 
Botelho.  Amer  J  Physiol  2\6(,S):nm-n%'i,  1969. 

2747  EFFECT  OF  PROLONGED  STARVATION  ON 
BLOOD  LIPID  LEVELS  OF  OBESE  SUBJECTS. 

(E.)    Jackson,  I.  (Royal  Infirm.,  Glasgow,  Scotland).  Metabolism 
18(1):13-17,  1969. 

2748  PHYSICAL  STATE  OF  BILE  ACIDS  IN  INTES- 
TINAL CONTENTS  OF  GERMFREE  AND  CON- 
VENTIONAL RATS.    (E.)    Gustafsson,  B.  E.  (Karolinska  Inst., 
Stockholm,  Sweden)  and  A.  Norman.   Scand  J  Gastroent  3(6): 
625-631,  1968. 

2749  RHEOGRAPHIC  DATA  ON  THE  HEMO- 
DYNAMICS OF  THE  HEPATIC  AREA  DURING 

PHYSICAL  ACTIVITY.    (It.)    Rottini,  E.  (Inst.  Med. 
Symptomatol.,  U.  Perugia,  Italy)  and  M.  Martinelli.  Ann  Fac 
Med  Chir  Univ  Perugia  59(1):91-103,  1967. 

2750  EGG-PRODUCTION  IN  ANCYLOSTOMA  IN 
RELATION  TO  THE  SEX  RATIO  AND  THE 

DURATION  AND  INTENSITY  OF  INFECTION.    (Ger.)    Hinz, 
E.  (Inst.  Trop.  Hyg.  Publ.  Hlth.,  U.  Heidelberg,  Germany). 
Z  Tropenmed  Parasit  18(4):403-408,  1967. 

2751  THE  EFFECT  OF  CERTAIN  DRUGS  ON  THE 
ALBUMIN  BINDING  CAPACITY  FOR  BILIRUBIN 

(IN  VITRO).    (Gr.)    Malaka-Zafeiriou,  K.  (Pediat.  Clin., 
Aristotelian  U.  Thessalonika,  Greece),  V.  Khormova  and  S. 
Kharokopos.    Galenus  9(8):483-500,  1967. 

2752  THE  TRANSPORT  OF  NON-CONJUGATED 
BILIRUBIN  IN  THE  PLASMA.    (Fr.)    Housset,  E., 

J.  P.  Etienne  and  J.  P.  Petite.   Ann  Biol  Clin  (Paris)  25(10/12): 
969-983,  1967. 
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2753  INTESTINAL  RESPONSE  TO  CHANGING 
GASEOUS  ENVIRONMENTS:    NORMOBARIC 

AND  HYPERBARIC  OBSERVATIONS.    (E.j    Saltzman,  H.  A. 
(Duke  U.  Med.  Ctr.,  Durham,  N.  C.)  and  H.  O.  Sieker.   Ann  NY 
Acad  Sci  150(1):  31-39,  1968. 

2754  THE  ROLE  OF  INTESTINAL  FLORA  IN  GAS 
FORMATION.    (E.)    GaU,  L.  S.  (IBM  Corp.,  Space 


Systems  Ctr.,  Bethesda,  Md.).   Ann  NY  Acad  Sci  150(l):27-30 
1968. 


2755  GASTROENTEROLOGIC  ASPECTS  OF 

MANNED  SPACEFLIGHT:    COMMENTS  ON 
GASTROINTESTINAL  GAS  AND  ENVIRONMENTAL 
STRESS.    (E.)    Pfeiffer,  C.  J.  (Harvard  Sch.  Publ.  Hlth.,  Boston, 
Mass.).  Ann  NY  Acad  Sci  150(l):40-48,  1968. 
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2756  STUDIES  ON  THE  POSSIBLE  CARDIOVASCU- 
LAR COMPLICATIONS  DURING  INTRA- 
MUSCULAR CHOLANGIOCHOLECYSTOGRAPHY  USING 
A  NEW  HEXAIODINATED  CONTRAST  MEDIUM.    (It.) 
Strozzi,  C.  (Inst.  Gen.  Med.  Qin.,  U.  Ferrara,  Italy)  and  A. 
Biolcati-Rinaldi.  Arch  Ital  Mai  Appar  Dig  35(3):27I-302,  1968. 

When  20  patients  (10  males  and  10  females,  15-80  yr  old) 
were  subjected  to  i.m.  cholangiocholecystography  with  Bilivistan 
(ioglycamide;  24-28  cc  mixed  with  hyaluronidase)  for  the  radio- 
logical diagnosis  of  hepatobiliary  disease  (acute  cholangitis, 
cholelithiasis,  hepatic  insufficiency),  there  were  no  significant 
side  effects.    Qinical,  electrocardiographic  and  blood  pressure 
studies  revealed  neither  allergic  reactions  nor  any  effects  on  the 
cardiovascular  system,  even  though  5  of  these  patients  had 
cardiovascular  disease  (myocardiosclerosis,  previous  myocardial 
infarction,  cerebral  arteriosclerosis)  and  others  had  glomerulo- 
nephritis or  other  conditions  which  would  normally  render 
them  hypersensitive  to  toxic  agents.    The  visualization  of  the 
gallbladder  and  bile  ducts  was  generally  excellent,  and  was 
comparable  to  that  produced  by  i.v.  Bilivistan,  which  has  been 
responsible  for  many  severe  complications  and  even  death.    In- 
dividual case  reports  are  presented  for  the  20  patients.    These 
results  cortfirm  the  general  safety  of  i.m.  Bilivistan  as  reported 
in  the  literature,  based  on  experience  with  more  than  2000 
cases. 

2757  THE  INDUCED  URINARY  EXCRETION  OF 
BSP:    ITS  USE  IN  THE  DIAGNOSIS  OF  JAUN- 
DICE.  (Fr.)    Toulet,  J.  (Intematl.  Hosp.,  U.  Paris,  France), 

J.  Lunel,  J.  Rousselet  and  G.  Albot.   Actmlites  Hepatogastroent 
Hotel  Dieu  5(1):B11-B38,  1969. 

A  technique  is  described  for  the  induced  urinary  BSP  excretion 
test  and  preliminary  results  are  presented  for  1 3  patients  illus- 
trating how  this  test  can  assist  in  the  proper  diagnosis  of  jaun- 
dice.   These  1 3  cases,  each  of  which  is  presented  individually 
in  considerable  detail,  included  patients  with  obstructive  jaun- 
dice due  to  choledochal  lithiasis,  cancer  of  the  common  duct, 
compression  of  the  common  duct  by  tubercular  lymph  nodes, 
icterigenic  viral  hepatitis,  drug-induced  cholestatic  hepatitis, 
and  subacute  alcoholic  hepatitis  complicated  by  viral  hepatitis. 
The  urinary  BSP  excretion  curve  is  concluded  to  be  particularly 
valuable  in  the  diagnosis  of  slowly-developing  biliary  tract  ob- 
struction and  cholestatic  hepatitis,  which  are  often  misdiagnosed 
on  the  basis  of  the  clearance  of  BSP  from  the  blood.    The 
urinary  excretion  test  can  provide  a  correct  diagnosis  in  about 
75%  of  those  cases  (amounting  to  about  30%  of  all  patients 
tested)  in  which  the  blood  clearance  curve  is  indecisive.    Of 
the  remaining  8%  of  all  cases,  about  half  cannot  be  diagnosed 
accurately  by  either  technique,  and  in  about  half  (4%  of  the 
total)  the  urinary  test  yields  a  misleading  result  which  contra- 
dicts the  result  of  the  blood  clearance  curve. 

2758  THE  VALUE  AND  LIMITATIONS  OF  THE 
COMMON  RADIOLOGICAL  FINDINGS  IN  THE 

DIAGNOSIS  OF  MALIGNANT  NEOPLASMS  OF  THE  PAN- 
CREAS.  (It.)   GaveUi,  G.  P.  (Inst.  Radiol.,  U.  Bologna,  Italy), 
R.  Roversi  and  L.  de  Florio.   Riv  Gastroent  20(2):97-148, 
1968. 


Among  47  patients  (28  men  and  19  women,  41-79  yr  old)  with 
primary  pancreatic  neoplasms  (34  of  the  head,  5  of  the  body, 
3  of  the  tail,  and  5  diffuse)  confirmed  by  surgery  or  autopsy, 
only  6  were  definitely  diagnosed  before  surgery  (in  addition 
to  17  doubtful  cases)  but  another  11  diagnoses  (as  well  as  27 
doubtful  cases)  were  considered  to  have  been  radiologicaUy 
possible  a  posteriori.    The  most  common  radiological  signs 
were  infiltration  or  compression  of  the  duodenum  (23  and  19 
cases,  resp.)  and  compression  or  infiltration  of  the  stomach 
(14  and  6  cases,  resp.).    Other  findings,  generally  seen  only 
in  cases  of  diffuse  pancreatic  cancer,  included  urinary  tract 
anomalies,  abnormalities  revealed  by  a  direct  examination  of 
the  abdomen,  and  involvement  of  the  lungs,  bones  or  biliary 
tract.    Some  radiological  sign  indicative  of  pancreatic  cancer 
was  present  in  81%  of  the  cases,  but  none  of  these  signs  could 
be  considered  pathognomic.    It  is  concluded  that  determining 
the  neoplastic,  inflammatory  or  benign  nature  of  a  particular 
lesion  is  generally  easier  than  determining  its  specific  origin  in 
the  pancreas.    The  literature  on  the  radiological  diagnosis  of 
pancreatic  cancer  is  also  reviewed,  with  a  tabulation  of  the 
success  rates  and  the  most  common  radiological  signs  in  the 
gastroduodenal  tract. 

2759  MEASUREMENT  OF  GASTROESOPHAGEAL 

REFLUX.   (E.)    Kantrowitz,  P.  A.  (Harvard  Med. 
Sch.,  Boston,  Mass.),  J.  G.  Corson,  D.  J.  Fleischli  and  D.  B. 
Skinner.    Gastroenterology  56(4):666-674,  1969. 

A  test  for  the  detection  of  gastroesophageal  reflux  incorporat- 
ing the  use  of  esophageal  manometry,  intraluminal  pH  record- 
ing, an  acid  microparticle  suspension  of  barium,  and  fluor- 
oscopy was  used  in  12  patients  and  17  control  subjects  (no 
demonstrable  hiatal  hernias  and/or  symptoms  of  reflux).    The 
method  used  involved  monitoring  the  pH  5  cm  above  the  lower 
esophageal  sphincter  (located  by  manometry)  with  a  known 
volume  of  acid  barium  in  the  stomach  while  the  subject  per- 
formed a  series  of  postural  and  respiratory  maneuvers  in  an 
unvaried  sequence.    Radiography  did  not  add  substantially  to 
the  information  obtained  by  pH  monitoring,  but  was  useful 
in  verifying  the  presence  of  massive  reflux.    The  test  proved 
valid  in  distinguishing  between  normal  and  abnormal  reflux 
on  a  semiquantitative  scale.    This  method  provides  an  objective 
technique  to  investigate  the  effects  of  drugs  and  various  opera- 
tions on  the  gastroesophageal  junction,  and  to  determine  fur- 
ther understanding  of  normal  and  abnormal  function. 

2760  RADIOTELEMETRY  FOR  THE  STUDY  OF  IN- 

TESTINAL PERISTALSIS.  (Dan.)  Banke,  L. 
(State  Hosp.,  Copenhagen,  Denmark).  Ugeskr  Laeger  130(12): 
500-504,  1968. 

A  detailed  description  is  presented,  with  block  and  wiring  dia- 
grams, of  a  radiotelemetering  capsule  developed  by  Electronics 
Industrial  Ltd.  of  London  for  the  measurement  of  intraluminal 
pressure  changes.  This  capsule,  which  operates  on  the  principle 
of  variable  inductance  (movement  of  a  ferrite  rod  attached  to  a 
membrane)  at  frequencies  between  300  and  400  kilocycles/ 
sec,  is  25.5  mm  long  with  a  diameter  of  9.4  mm.    Its  sensi- 
tivity to  both  pressure  and  temperature  changes  is  high  (30 
kilocycles/sec  per  100  cm  H2O  and  the  equivalent  of  14  cm 
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H2O  per  degree  Centigrade),  and  the  capsule  can  operate  for 
40-50  hr  thanks  to  a  MoUery  RM  312  H  battery.  Signals  are 
received  by  a  sensitive  FM-receiver  (modified  Heathkit  model 
RG-1  communications  receiver)  via  an  amplified  antenna  and 
recorded  by  a  Southern  direct-recording  ultraviolet  oscillograph 
M  1300  with  an  SMI/P  galvanometer  and  a  paper  speed  of  17 
mm/min.  Some  preliminary  records  of  intestinal  motility  ob- 
tained by  this  device  in  healthy  volunteers  are  illustrated.  It  is 
pointed  out  that  the  pressure  curves  obtained  in  this  way  require 
automatic  analysis,  which  prevents  routine  use  of  this  technique 
in  daily  practice. 

2761  SIMULTANEOUS  MEASUREMENT  OF  INTRA- 
LUMINAL PRESSURE  AND  pH  IN  THE  STOM- 
ACH AND  ESOPHAGUS:  A  SPECIAL  STUDY  PERTAINING 
TO  THE  DIAGNOSIS  OF  HIATUS  HERNIA  AND  CARDIAL 
INSUFFICIENCY.  (Dan.)  Borgeskov,  S.  (State  Hosp.,  Copenhagen, 
Denmark)  and  K.  Lockwood.  Ugeskr  Laeger  130(12)1:493-498, 
1968. 

Simultaneous  measurements  of  pressure  and  pH  (by  means  of  a 
Statham  pressure  transducer  and  a  glass  electrode,  resp.)  were 
carried  out  in  27  patients  with  hiatus  hernia,  7  of  whom  were 
studied  both  pre-  and  postoperatively.  Among  9  patients  with 
dysphagia  and  heartburn  who  did  not  come  to  surgery,  3  had 
regurgitation  on  the  basis  of  pH  measurements  and  2  others  had 
a  hiatus  hernia  on  the  basis  of  pressure  measurements  (confirmed 
by  X-ray),  but  other  hernias  revealed  by  X-ray  were  not  diagnosed 
by  the  combined  technique.  Among  9  patients  with  definite 
hernias  (6  sUding,  2  combined  and  1  paraesophageal)  later  treated 
surgically,  4  had  normal  preoperative  pH  measurements  and  3 
had  normal  pressure  readings.  The  postoperative  findings  in  16 
patients  (including  7  of  the  previous  9)  showed  persistent  esopha- 
geal reflux  in  7  cases,  while  pressure  measurements  revealed  only 
1  case  of  persistent  hernia;  postoperative  X-rays  were  normal  in 
all  but  2  cases.  It  is  concluded  that  pH  measurements  are  valu- 
able in  the  diagnosis  of  cardial  insufficiency  and  esophageal  re- 
flux. Pressure  measurements  are  most  valuable  in  assuring  proper 
placement  of  the  pH  electrode  in  the  esophageal  hiatus,  but  by 
themselves  they  contribute  little  to  the  differential  diagnosis  of 
hiatus  hernia.    Measurements  of  this  type  are  also  valuable  in 
the  postoperative  follow-up  of  patients  operated  on  for  hiatus 
hernia. 

2762  PREOPERATIVE  INDUCTION  OF  DUMPING 
WITH  APOMORPHINE.    (Dan.)    Gudmand-Hoyer, 

E.  (State  Hosp.,  Copenhagen,  Denmark)  and  H.  J.  Fenger. 
Ugeskr  Laeger  130(24):1010-1013,  1968. 

The  results  of  a  simple  new  prognostic  test  for  postoperative 
dumping,  using  0.5  mg  of  apomorphine  s.c,  were  compared 
with  those  of  glucose  provocation  (50  g  p.o.)  and  with  the 
actual  postoperative  results  in  66  patients  operated  on  for  peptic 
ulcers  and  in  16  healthy  volunteers  (total  of  497  tests).    Pre- 
liminary studies  in  the  16  volunteers  showed  that  the  dumping 
stimulus  produced  by  280  ml  of  18%  glucose  was  about  the  same 
as  that  produced  by  0.5  mg  apomorphine,  while  0.75-1.0  mg 
apomorphine  produced  stronger  reactions.   This  correlation  was 
also  demonstrated  (p  <  0.001)  by  tests  on  44  patients  with 
gastrectomy-induced  dumping  syndromes,  a  discrepancy  being 
noted  in  only  1  case.    Furthermore,  all  10  patients  with  mod- 
erate-severe spontaneous  dumping  also  showed  moderate-severe 
dumping  in  response  to  apomorphine,  and  32  of  the  34  patients 


with  little  or  no  spontaneous  dumping  also  showed  insignificant 
dumping  in  response  to  apomorphine.    In  22  additional  ulcer 
patients  tested  before  and  after  vagotomy  and  pyloroplasty, 
only  2  of  whom  had  clinical  dumping,  the  apomorphine  test 
revealed  no  significant  change  in  dumping  disposition.    It  is 
concluded  that  the  apomorphine  test  is  valuable  in  the  pre- 
operative prognosis  of  gastrectomy-induced  dumping. 

2763  THE  VALUE  OF  RADIOLOGICAL  INVESTI- 
GATIONS OF  THE  ALIMENTARY  TRACT 

IN  CHILDREN  WITH  THE  COELLVC  SYNDROME.    (E.) 
Haworth,  E.  M.  (Queen  Elizabeth  Hosp.  Child.,  London, 
England),  C.  J.  Hodson,  E.  M.  Pringle  and  W.  F.  Young. 
Clin  Radiol  19(l):65-76,  1968. 

Plain  films,  flocculating  and  nonflocculating  media  were  used 
to  evaluate  the  small  bowel  of  78  children  with  gluten  intoler- 
'  ance  and  42  with  malabsorption  due  to  other  causes  (e.g., 
protein-losing  enteropathy  from  lympangiectasia,  cystic  fibrosis, 
malrotation  of  the  bowel  and  stagnant-loop  syndrome).    In  all 
69  acute  and  subacute  episodes  of  gluten  intolerance  the  plain 
films  showed  dilatation,  while  only  38  nonflocculating  media 
studies  out  of  51  performed  during  such  episodes  were  positive. 
All  37  studies  with  flocculating  media  were  abnormal  during 
these  episodes.    Bowel  diameter  decreased  in  all  cases  and 
flocculation  variably  improved  as  the  patient's  clinical  course 
improved.    The  radiological  appearance  in  other  malabsorption 
states  was  distinguished  firom  gluten  intolerance  only  when 
anatomical  abnormalities  were  present. 

2764  DESCRIPTION  OF  A  METHOD  FOR  EVALUAT- 
ING GASTRO-DUODENO-JEJUNO-ILEAL 

TRANSIT  TIMES  OF  A  TEST  MEAL.  (It.)  Fontana,  G.  (Inst. 
Spec.  Med.  Pathol.,  U.  Bologna,  Italy),  A.  G.  Lanfranchi  and  P. 
Vezzadini.   Minerva  Gastroent  14(4):205-213,  1968. 

A  multiway  probe  (300  cm  long  and  6  mm  in  diameter)  was 
introduced  p.o.  in  normal  subjects.    The  4  ways  were  situated 
at  the  level  of  the  stomach,  the  third  duodenal  portion,  the 
proximal  jejunum  and  the  ileum.   The  meal  consisted  of  a 
balanced  composition  of  proteins,  lipids  and  glucides,  to  which 
a  radioactive  tracer  (1  juC  albumin  51cr)  and  15  g  of  poly- 
ethylene glycol  (PEG)  were  added  to  determine  the  concentra- 
tion of  the  meal  in  the  aspirated  samples.    In  8  normal  subjects 
the  average  arrival  and  total  transit  times  of  the  meal  were 
resp.:    8  and  210  min  in  duodenum;  11  and  215  min  in  jejunum; 
35  and  183  min  in  ileum.    The  average  values  of  intestinal  con- 
tents evaluated  in  5  subjects  were:    372  ml  in  duodenum  and 
392  ml  in  jejunum.    PEG  concentration  was  38%  in  duodenum      ' 
and  33%  in  jejunum  and  analysis  of  51cr  ratio  showed  similar 
results. 


2765  A  TECHNIQUE  FOR  THE  ENZYMATIC 

DIAGNOSIS  OF  GLYCOGEN  STORAGE 
DISEASE  ON  VERY  SMALL  TISSUE  SPECIMENS.    (E.) 

Ockerman,  P.  A.  (U.  Hosp.,  Lund,  Sweden).  Acta  Paediat 
Scand  51(2):  105-109,  1968. 

Methods  were  developed  to  utilize  very  small  amounts  of  Uver 
tissue,  as  obtainable  with  a  fine  needle,  for  the  diagnosis  of 
glycogen  storage  disease.    Using  Uver  biopsy  specimens  from  7 
controls  and  biopsy  and  autopsy  specimens  from  8  cases  of 
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[  different  types  of  glycogen  storage  disease,  analysis  of  glucose- 
)-phosphate,  phosphorylase,  amylo-l,6-glucosidase,  a-glucosidase, 
glycogen  and  protein  on  0.5-2.0  mg  fragments  of  liver  tissue 
vere  performed.   The  methods  involved  incubation  of  very  small 
volumes,  assay  of  phosphorus  by  a  newly-described,  highly  sen- 
dtive  method,  and  assay  of  glucose  by  the  hexokinase-glucose- 
)-phosphate  dehydrogenase  with  fluorimetric  measurement  of 
^ADPH.    Protein  and  glycogen  could  be  assayed  in  a  more  con- 
rentional  way.   The  sensitivity  of  the  methods  was  acceptable 
'or  the  amount  of  tissue  available  from  the  fine-needle  biopsies. 


2766 


SINOGRAPHY  OF  ABDOMINAL  STAB 
WOUNDS.   (E.)    Trimble,  C.  (Denver  Gen.  Hosp., 
Colo.),  M.  Pomerantz  and  B.  Eiseman.   Amer  J  Surg  117(3): 
426-429,  1969. 

In  30  patients  with  abdominal  stab  wounds,  rubber  catheters 
were  inserted  through  the  wounds  under  sterile  conditions  and 
50  cc  of  60%  Renografin  (meglumine  diatrizoate)  were  injected 
in  order  to  visualize  peritoneal  penetration.    Multiple  X-ray 
views  revealed  8  cases  of  penetration  (7  of  which  were  later  con- 
firmed by  laparotomy)  and  22  negative  cases;  among  the  latter, 
8  were  nevertheless  subjected  to  laparotomy,  which  confirmed 
the  sinographic  findings  in  4  cases  and  revealed  4  false-negatives. 

2767  ELECTROMYOGRAPHIC  STUDY  OF  GASTRIC 

MOTILITY  IN  CONSCIOUS  SHEEP.    (Fr.) 

Ruckebush,  Y.  (Inst.  Natl.  Sci.  Appl.  Lyon,  France)  and  J.  P. 
Laplace.    CR  Soc  Biol  (Paris)  161(7):1581-1588,  1967. 

Gastric  motility  was  studied  in  4  sheep  and  2  lambs  by  re- 
cording the  electric  activity  of  different  points  in  the  rumen, 
reticulum,  omasum  or  abomasum.    Records  of  electric  activity 
in  the  reticulum  and  in  the  rumen  during  consecutive  rumina- 
tions confirmed  the  classical  phenomena  of  acceleration  in  the 
frequency  of  extrinsic  contractions,  and  the  elevation  of  the 
basal  tone  of  the  rumen-reticulum  pouch  during  eating.    A  di- 
rect correlation  was  found  between  abomasum  motility  and 
evacuation  of  omasum  content.   On  this  basis  it  seems  that 
the  end  of  a  period  of  rumination  is  concomitant  with  the  re- 
pletion of  omasum,  and  eating  increases  gastrojejunal  transit. 

2768  FUNDAMENTAL  STUDIES  ON  THE  DIAG- 

NOSIS OF  EARLY  GASTRIC  CANCER-ES- 
PECIALLY  ON  THE  OPTIMUM  PHOTOGRAPHIC  CONDI- 
TIONS FOR  GASTROENDOSCOPY  AND  X-RAY.    (Jap.) 
Tasaka,  S.  (Atami  Natl.  Hosp.,  Shizuoka,  Japan),  Y.  Oguro 
andT.  Sakita.  Iryo  21(8):919-931,  1967. 

In  the  detection  of  early  gastric  cancer,  excellent  resolution  is 
required  to  distinguish  a  minute  lesion  and  accurate  color  for 
discrimination  of  the  lesions.    Resolution  has  been  studied 
and  evaluated  using  a  disordered  circle  of  Siemens'  test  chart. 
A  focusing  fiberscope  is  best  for  detailed  observations.    In 
general,  the  resolution  of  gastroendoscopic  instruments  is 
superior  to  X-ray,  but  combinations  of  the  2  should  be  used 
even  in  routine  gastric  examinations.    The  light-volume  of  a 
gastrocamera  should  be  checked  periodically.    High  speed 
photography  is  useful  clinically;  a  gastric  ulcer  was  photo- 
graphed most  sharply  at  a  speed  of  1/60  sec  while  an  early 
gastric  cancer  was  delineated  with  the  best  color  discrimination 
at  a  speed  of  1/30  sec.    Films  for  gastrocameras  were  evaluated. 


2769  THE  PROPHYLACTIC  VALUE  OF  LIVER 

BIOPSY  DONE  ON  AN  OUTPATIENT  BASIS. 

(Ger.)    Frank,  H.  (Erzherzogin-Sophien-Spitals  der  Stadt 
Vienna,  Austria)  and  I.  Leodolter.  Deutsch  Z  Verdau 
Stoffwechselkr  28(5/6):313-316,  1968. 
Liver  biopsies  were  performed  using  the  Menghini  technique 
on  1300  inpatients  and  300  outpatients.    Latent  hepatitis  may 
be  revealed  by  biopsy.   Confusing  X-ray  findings  may  be 
clarified  and  unnecessary  hospitalization  prevented.    Steatosis 
and  hepatic  siderosis  may  be  discovered.    In  a  surprising  per- 
centage of  diabetics  a  fatty  Uver  was  disclosed  by  biopsy  and 
serious  hver  involvement  prevented  by  proper  diet  and  absti- 
nence from  alcohol.    Latent  cirrhosis  was  diagnosed  by  biopsy 
in  the  absence  of  laboratory  findings.    An  unnecessary  ex- 
ploratory laparotomy  may  also  be  prevented. 

2770  DIAGNOSTIC  DIFFICULTIES  IN  A  CASE  OF 

ACUTE  HEPATIC  PORPHYRIA.    (Pol.)    Marks, 
E.  (Milit.  Inst.  Aviat.  Med.,  Warsaw,  Poland).    Wiad  Lek  21(20): 
1823-1825,  1968. 

2771  FINE-NEEDLE  ASPIRATION  BIOPSY  OF  THE 
LIVER  IN  HEALTHY  ADULTS.    (E.)    Lundquist, 

A.  (U.  Hosp.,  Lund,  Sweden),  P.  A.  Ockerman  and  B.  Schersten. 
Enzym  Biol  Clin  10(9):8-12,  1969. 

2772  MOUNTING  AND  STORAGE  OF  GASTRO- 
CAMERA FILMS.    (E.)    Kirkpatrick,  J.  R. 

(Welsh  Natl.  Sch.  Med.,  London,  England)  and  R.  J.  Marshall. 
Gut  10(2):164-165,  1969. 

2773  HYPOTONIC  DUODENOGRAPHY.    [CASE  RE- 
PORT]   (E.)    Berlingeri,  J.  A.  (VA  Hosp.,  San 

Juan,  Puerto  Rico)  and  L.  Ehrlich.   Bol  Asoc  Med  P  Rico 
61(l):35-37,  1969. 

2774  RADIOLOGICAL  STUDY  IN  A  CASE  OF 
CHRONIC  SMALL  INTESTINAL  OBSTRUC- 
TION DUE  TO  CARCINOID.    (E.)    Basu,  S.  P.  (Sch.  Trop. 
Med.,  Calcutta,  India).   Indian  J  Radiology  22(3):  161-163, 
1968. 

2775  WIDESPREAD  ATHEROMATOUS  EMBOLI 
FOLLOWING  ABDOMINAL  AORTOGRAPHY. 

[CASE  REPORT]    (E.)    Nawar,  T.  (Hotel-Dieu  Hosp., 
Montreal,  Quebec,  Canada),  M.  Cadotte,  R.  Lefebvre,  J.  M. 
Rojo-Ortega  and  J.  Genest.    Canad  Med  Ass  J  100(21):  1005- 
1008, 1969. 


2776  PANCREATIC  ASCITES.    CASE  REPORT: 
ASCITIC  FLUID  LIPASE  UTILIZED  FOR  DIAG- 
NOSIS.   (E.)    Wagner,  R.  B.  (VA  Hosp.,  Bronx,  N.  Y.)  and 

S.  H.  Tolins.   J  Mount  Sinai  Hosp  NY  36(3):  216-219,  1969. 

2777  SOME  APPLICATIONS  OF  ISOTOPE  DIAGNO- 
SIS OF  MASSIVE  GASTROINTESTINAL 

BLEEDING.    (Ger.)    Schwartz,  K.  D.  (Radiol.  Clin.,  U. 
Rostock,  Germany).   Z  Ges  Inn  Med  23(23):747-749,  1968. 
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2778  RADIOLOGICAL  DIAGNOSIS  OF  MASSIVE 
GASTROINTESTINAL  BLEEDING.    (Ger.) 

Moldenhauer,  W.  (Med.  Clin.,  U.  Rostock,  Germany).   Z  Ges 
Inn  Med  23(23):744-746,  1968. 

2779  EXPERIENCE  WITH  THE  LOPRESTI  OESOPH- 
AGOSCOPE.    (E.j    Renner,  I.  G.  (Gast.  Unit, 

Queen  Elizabeth  Hosp.,  Woodville,  S.  Australia)  and  A.  K. 
Grant.   MedJ Aust  l(15):767-768,  1969. 

2780  A  TECHNIQUE  FOR  STUDYING  GASTRIC 
SECRETION  IN  PEPTIC  ULCER.    (Rus.j 

Vilyavin,  G.  D.  (Acad.  Med.  Sci.,  Moscow,  USSR)  and  B.  A. 
Berdov.   Khirurgiia  (Moskva)  45(1):9-13,  1969. 

2781  PERITONEOSCOPY  AS  AN  AUXILIARY  ME- 
THOD OF  DIAGNOSIS  IN  ACUTE  SURGICAL 

PATHOLOGY  OF  THE  ABDOMEN.    (Rus.j    Makhov,  N.  I. 
(Munic.  CUn.  Hosp.  No.  33,  Moscow,  USSR),  K.  K.  Merdenov 
and  I.  I.  Zaritskii.   Khirugiia  (Moskva)  45(l):26-28,  1969. 

2782  DUODENO-PANCREATIC  REFLUX.    [CASE 
REPORT]    (It.)    Marchi,  B.  (Inst.  Radiol.,  U. 

Siena,  Italy)  and  T.  De  Cata.  Ann  Radiol  Diagn  (Bologna) 
41(5):378-392,  1968. 

2783  ABDOMINAL  EXPLORATION  IN  OBSTRUC- 
TIVE JAUNDICE.    (Sp.)    Saenz  Domlnguez,  C. 

Cir  Cir  36(5):463-467,  1968. 

2784  INTERPRETATION  OF  CHOLEDOCHAL  RE- 
TENTION IN  OPERATIVE  CHOLANGIOG- 
RAPHY.   (Sp.)    Puig  LaCalle,  J.  (Santa  Cruz  San  Pablo  Hosp., 
Barcelona,  Spain),  M.  Mart!  Brey  and  L.  Gramatica.   An  Hosp 
Santa  Cruz  San  Pablo  28(6):491-494,  1968. 

2785  DIFFERENTIAL  DIAGNOSIS  OF  PANCREA- 
TIC DISEASE  BY  CLINICAL  AND  RADIO 

LOGICAL  METHODS.    (Sp.)    Andreu  Oiler,  L.  (Santa  Cruz 
San  Pablo  Hosp.,  Barcelona,  Spain)  and  J.  M.  Andreu  Morato. 
An  Hosp  S  Cruz  S  Pablo  28(6):447-456,  1968. 

2786  BENIGN  AND  MALIGNANT  EPITHELIAL  TU- 
MORS OF  THE  GASTROINTESTINAL  TRACT: 

THE  VALUE  OF  CHROMOSOME  ANALYSIS  IN  THEIR 
DIAGNOSIS.   (Sp.)    Messinetti,  S.  (Inst.  Surg.  Symptomatol., 
U.  Rome,  Italy),  G.  P.  Zelli,  L.  R.  Marcellino  and  E.  Alcini. 
Rev  Argent  Cancer  10(11):118-131,  1968. 

2787  THE  LEVELS  OF  IMMUNOGLOBULINS  G, 
A  AND  M  IN  HUMAN  SERA.    IV.    IMMUNO- 
GLOBULIN CONTENT  IN  SERA  OF  PATIENTS  WITH 
LIVER  DISEASES.    (Cz.)    Petera,  V.  (Med.  Fac,  Comenius 
U.,  Plzen,  Czechoslovakia)  and  V.  Zavazal.    Cesk  Gastroent 
Vyz  23(1):15-18,  1969. 


2788  SPECTROPHOTOMETRIC  ANALYSIS  OF  COP 

PER  CONCENTRATION  IN  BLOOD  SERUM. 

(Ger.)    Fischer,  P.  (Med.  Polyclin.  Inst.,  Karl  Marx  U.,  Leipzig, 
Germany)  and  D.  Reinelt.   Z  Ges  Inn  Med  23(21);659-662, 
1968. 


2789  INTRADUODENAL  CINEMATOGRAPHY  IN 
NORMAL  AND  PATHOLOGIC  DUODENAL 

BULBS.    (E.)    Belber,  J.  P.  (VA  Hosp.,  Martinez,  Calif.). 
Gastroint  Endosc  15(3):160-161,  1969. 

2790  CREATINE  PHOSPHOKINASE  ACTIVITY:    A 
STUDY  OF  NORMAL  AND  ABNORMAL 

LEVELS.    (E.)    Savignano,  T.  (Hosp.  Albert  Einstein  Coll. 
Med.,  Yeshiva  U.,  Bronx,  N.  Y.),  A.  Hanok  and  J.  Kuo.   Amer 
J  Clin  Path  51(l):76-85,  1969. 

2791  PERITONEOSCOPY  AND  ABDOMINAL  AD- 
HESIONS:   INTENTIONAL  PERFORATION  TO 

IMPROVE  VISIBILITY.    [CASE  REPORT]    (E.)    Smith, 
V.  M.  (Mercy  Hosp.,  Baltimore,  Md.)  and  A.  P.  Cuevas. 
Gastroint  Endosc  15(3):142-144,  1969. 

2792      PHOTOGRAPHY  OF  THE  PYLORUS  AND 

CARDIA.    (E:)    Colcher,  H.  (Columbia  U.  Res. 
Svc,  New  York,  N.  Y.).    Gastroint  Endosc  15(3):  149-150, 
1969. 

2793  EVALUATING  THE  ACTIVITY  OF  THE  HEPA- 

TIC ANTITOXIC  FACTOR  BY  DETERMINING 
THE  BILIARY  EXCRETION  OF  SULFOBROMOPHTHALEIN 
IN  RATS.    (Sp.)    Marchan  Castro,  E.  (Natl.  Inst.  Hyg.,  U. 
Guayaquil,  Ecuador).    Rev  Ecuat  Hig  25(2):  165-172,  1968. 
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ADVANCES  IN  THE  RADIOLOGICAL  EXAMIN- 
ATION OF  THE  STOMACH.   (Ger.)    Teschendorf, 
Landarzt  44(33):  1615-1625,  1968. 


2795  THE  RADIOLOGICAL  DIAGNOSIS  OF  PAN- 
CREATIC DISEASES.    (Ger.)    Wenz,  W.  (Surg. 

Clin.,  U.  Heidelberg,  Germany).   Aerztl  Prax  Bild  (4/5):  100a- 
104,  1968. 

2796  THE  LABORATORY  DIAGNOSIS  OF  DISEASES 
OF  THE  PANCREAS.    (Ger.)    Wust,  H.  (Munic. 

Hosp.,  Karlsruhe,  Germany).   Aerztl  Prax  Bild  (4/5):105a-107, 
1968. 

2797  LIVER  CLEARANCE  OF  BROMSULFON- 
PHTHALEIN  DURING  CIRRHOSIS.    (Sp.)    Rodes, 

J.  (Fac.  Med.,  Barcelona,  Spain),  J.  M.  Bordas,  M.  Bruguera 
and  J.  Tere's.  Rev  Clin  Esp  111(3):303-314,  1968. 
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2862  CORROSIVE  ESOPHAGITIS.   (E.)    Daly,  J.  F. 
(New  York  U.  Sch.  Med.,  N.  Y.).   Otolaryng  Clin 

NAmer  (June):  119-131,  1968. 

Ninety -six  of  105  patients  with  corrosive  esophagitis  were  fol- 
lowed adequately  to  allow  evaluation  of  a  regimen  which  in- 
cluded:   initial  esophagascopy;  no  oral  feeding;  passage  of  a 
nasogastric  polyethylene  tube  for  feeding  and  for  lumen  pre- 
servation; systemic  steroids  and  antibiotics  until  esophagus  is 
healed.   Four  of  the  105  died  of  complications.   Of  the  96  pa- 
tients, steroid  therapy  reactivated  gastric  ulcers  in  3,  and  pas- 
sage of  the  esophagoscope  through  the  burnt  area  resulted  in 
3  perforations.    Of  54  patients  with  mild  ulcerative  esophagitis, 
healing  was  complete  without  strictures  within  28  days.   Of 
47  with  severe  damage,  there  were  2  strictures;  only  5  patients 
required  120  to  165  days  for  healing.    Of  7  patients  with  se- 
vere ulcerative  esophagitis  and  complications,  4  died  early  in 
therapy  and  3  developed  strictures. 

2863  TRAUMATIC  DIAPHRAGMATIC  HERNIA.    (E.) 

Cole,  W.  R.  (Royal  Perth  Hosp.,  Australia).   Aust 
Radiol  12(2):  107-1 17,  1968. 

The  radiological  features  of  10  cases  (7  men  and  3  women; 
18-57  yr)  of  traumatic  diaphragmatic  hernia  are  presented.    Of 
7  cases  of  left-sided  rupture,  the  stomach  had  herniated  in  6 
and  was  the  most  common  structure  to  do  so.   In  one  case  it 
was  the  only  abdominal  organ  above  the  diaphragm.   The  spleen 
and  colon  had  herniated  in  3  cases.   The  spleen  was  lacerated 
and  herniated  in  one  case,  and  lacerated  without  herniation  in 
another.    Omentum  was  found  in  the  hernia  in  3  cases.    On 
the  right  side,  the  radiological  appearances  of  herniation  were 
more  difficult  to  appreciate  when  the  liver  was  the  only  ab- 
dominal organ  herniated  or  lacerated,  and  the  diagnosis  tended 
to  be  delayed  or  discovered  only  at  operation.    All  cases  were 
successfully  operated  on,  the  majority  shortly  after  their  ini- 
tial admission.    In  only  2  cases  was  there  an  interval  of  sev- 
eral years  before  operation. 

2864  THE  PHARYNGOESOPHAGEAL  SPHINCTER. 

(E.)    Zaino,  C.  (Montefiore  Hosp.,  Bronx,  N.  Y.), 
H.  G.  Jacobson,  H.  Lepow  and  C.  Ozturk.   Radiology  89(4): 
639-645,  1967. 

A  1-2  cm  segment  of  esophagus  located  below  the  level  of  the 
lower  pole  of  the  cricoid  cartilage  was  studied  in  70  specimens 
from  adults  ranging  in  age  from  10  to  88  yr,  and  30  specimens 
from  infants  ranging  from  a  3  1/2-month  embryo  to  1  yr  old. 
Of  the  70  adult  specimens  67  were  dissected,  65  had  roentgen 
studies,  12  had  cast  impressions  of  the  area  and  3  were  used 
exclusively  for  histologic  study,  as  were  the  30  infant  speci- 
mens.   The  cricopharyngeal  musculature  was  quite  variable. 
In  60%  of  the  adult  specimens  the  area  at  the  lower  pole  of 
the  cricoid  cartilage  and  cricopharangeus  was  narrowed  and 
this  portion  of  the  esophagus  showed  coarse  circular  muscle 
bundles  with  an  increased  number  of  Auerbach  plexuses  and 
ganglion  cells.    Roentgen  studies  confirmed  the  presence  of 
the  sphincter  zone. 

2865  ACHALASIA  OF  THE  CARDIA:    PHARMA- 

COLOGY AND  HISTOPATHOLOGY  OF  ISO- 
LATED CARDIAC  SPHINCTERIC  MUSCLE  FROM  PA- 
TIENTS WITH  AND  WITHOUT  ACHALASU.    (E.) 


Misiewicz,  J.  J.  (Cent.  Middlesex  Hosp.,  London,  England), 

S.  L.  Waller,  P.  P.  Anthony  and  J.  W.  P.  Gummer.   Quart  J  Med 

38(149):17-30,  1969. 

Muscle  strips  from  the  cardiac  sphincters  of  16  patients  v*dth 
and  13  without  achalasia  were  exposed  to  various  pharmaco- 
logic agents  in  a  physiologic  bath.    In  the  control  group,  the 
relaxation  produced  by  nicotine  in  the  circular  muscle  was 
blocked  by  hexamethonium,  bretylium,  pronethalol  and  phentol- 
amine  but  not  by  Hydergine  or  physostigmine.   Norepinephrine 
produced  a  variable  result  which  was  abolished  by  a-adrenergic 
blocking  agents.    The  relaxation  caused  by  isoprenaline  was 
abolished  by  /J-adrenergic  blocking  agents.    The  histamine  re- 
sponse was  biphasic.    Cholinergic  contractile  activity  and  |3- 
adrenergic  relaxation  are  normally  present  in  the  longitudinal 
layer.   j3-Adrenergic  inhibitory  innervation  in  both  muscle  layers 
is  lost  in  achalasia  and  ganglion  cells  are  almost  entirely  lacking. 
The  myenteric  plexus  is  fibrosed  and  infiltrated  by  lymphocytes. 

2866  HODGKIN'S  DISEASE  OF  THE  OESOPHAGUS. 

(E.)    Hambly,  C.  K.  (Sydney  Hosp.,  Australia)  and 
J.  E.  Blundell.  Aust  Radiol  12(l):43-48,  1968. 

Less  than  20  cases  of  Hodgkin's  disease  of  the  esophagus  were 
found  in  a  literature  review  and  3  patients  (2  female,  1  male), 
from  a  17-yr  survey  of  205  patients  with  Hodgkin's  disease, 
were  noted  to  have  esophageal  involvement.    All  3  were  under 
32  yr  of  age  when  initially  diagnosed,  had  survived  at  least  7  yr 
with  the  disease,  had  presented  with  supraclavicular  nodes  and 
a  mediastinal  mass,  required  several  X-ray  treatments  to  the  in- 
volved areas,  and  had  suggested  esophageal  involvement  through 
dysphagia.    Radiologic  evidence  of  a  nonspecific  esophageal 
constriction  was  present  in  each.    Histologic  evidence  was  lack- 
ing in  one  patient  in  whom  esophagoscopy  and  later  permission 
for  an  autopsy  were  refused. 


2867  ANALYSIS  OF  266  HUTUS  HERNIA  OPERA- 

TIONS BY  HUSFELDT'S  METHOD,  COMPARED 
TO  134  TRANSTHORACIC  OPERATIONS  AND  140  GASTROP 
EXIES.   (E.)    Harjola,  P.-T.  (U.  Cent.  Hosp.,  Helsinki,  Finland), 
P.  Tala,  P.  Ketonen  and  E.  Uramo.  Ann  Chir  Gynaec  Fenn         | 
56(3):286-290,  1967. 

The  average  follow-up  period  for  the  266  hiatus  hernia  patients 
was  21  months  (range  of  6-44  months).    Most  patients  attended 
a  follow-up  examination  and  some  responded  to  a  questionnaire. 
In  the  interim,  6  patients  had  died  and  13  were  lost  to  follow- 
up;  therefore,  the  follow-up  series  consisted  of  247  patients. 
The  patients  whose  status  was  good  or  improved,  numbered  237 
(89.1%).   Among  those  whose  status  was  unimproved,  9  (3.4%) 
were- recidivists  and  reoperation  was  undertaken.    (Three  of 
these  9  were  at  last  report  in  good  health,  4  were  improved,  1 
was  unchanged,  and  1  had  another  recurrence  of  hernia.)   When 
the  results  of  this  series  of  266  were  compared  with  those  of 
134  transthoracic  operations  and  140  gastropexies,  it  was  found 
that  the  recidivation  frequency  was  lowest  (3.4%)  with  the 
transabdominal  approach  (Husfeldt's  method),  18.7%  with 
transthoracal  reconstruction,  and  7.1%  with  gastropexy.   The 
mortality  following  the  use  of  Husfeldt's  method  was  slightly 
lower  than  after  transthoracic  operation,  and  slightly  higher 
than  after  gastropexy. 
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!868  SPONTANEOUS  RUPTURE  OF  ESOPHAGUS 

(BOERHAAVE'S  SYNDROME).    (It.)    Prior,  A. 
Inst.  Pathol.  Spec.  Chir.,  U.  Genoa,  Italy).    Omnia  Med  66(4): 
!29-838,  1968. 

Spontaneous  rupture  of  the  esophagus  occurs  in  males  40-60 
n  old  (80%);  the  lesion  is  generally  longitudinal,  1-8  cm  long, 
ind  in  the  lower  3rd  of  the  esophagus.    It  appears  during 
iolent  vomiting  or  defecatioa    The  clinical  picture  is  charac- 
erized  by  epigastric  or  retrosternal  pain,  shock,  hypertensive 
)neumothorax,  subcutaneous  emphysema.    X-ray  is  essential 
n  diagnosis,  when  rupture  is  suspected.    Drainage  of  the  medi- 
istinum  and  of  the  pleural  cavity  and  direct  repair  of  the 
isophageal  rupture,  after  thoracotomy,  are  the  preferred  treat- 
nent.    The  prognosis  is  always  poor:    100%  of  the  patients 
lied  as  late  as  1945,  30-40%  recently. 

1869  CYTOLOGY  OF  THE  ESOPHAGUS.    (E.) 

Bemier,  L.  (Hotel  Dieu  de  Quebec,  Canada)  and 
A.  L.  Godbout.   Laval  Med  39(1):  11-15,  1968. 

V  study  of  the  cytological  findings  on  130  specimens  from 
123  patients  showed  98  (75.4%)  negative,  6  (4.6%)  suspect, 
Jl  (16.1%)  positive,  and  5  (3.9%)  insufficient  because  of  poor 
).T  necrotic  material.    In  order  to  evaluate  esophageal  cytology, 
jytological  results  were  compared  with  the  pathological  diag- 
losis  when  a  specimen  was  available:    this  was  possible  in  71 
ases  (54.6%).    (In  the  remaining  59  cases  the  gross  appearance 
)f  the  mucosa  did  not  justify  a  biopsy).    In  42  cases  with 
i^ative  cytology  37  were  negative  pathologically  and   5 
showed  carcinoma.    The  21  cases  with  a  positive  cytology  all 
vere  confirmed  as  positive  by  the  pathology.    Among  5  sus- 
pect cases  at  cytology,  2  were  negative  and  3  were  positive  at 
listology.    In  3  with  insufficient  cytology,  pathology  was  nega- 
;ive  in  2  and  positive  in  1.    In  summary  of  the  cytology  versus 
Mthology,  the  former  showed  the  following  results:    no  false 
positive,  5  false  negatives  and  1  case  of  carcinoma.    Details  of 
:he  5  cases  are  given. 

2870  HIATUS  HERNIA:    ITS  RADIOLOGICAL 

DIAGNOSIS.    (Sp.)    Valencia-Parparcen,  J.  (Fac. 
Vied.,  Cent.  U.,  Venezuela,  Caracas),  V.  T.  Lecuna  and  G. 
D'Escrivan.    G£W  23(2):  157-178,  1968. 

Esophageal  examinations  were  performed  on  1027  of  3500 
consecutive  patients.    Results  were  normal  in  728  (70.8%)  and 
pathological  in  299  (29.2%).    Of  the  299  patients  with  eso- 
phageal pathology  243  (81.3%)  had  some  form  of  hiatal  patho- 
logy:   207  hiatus  hernia  (69.2%),  (172  grade  I,  30  grade  II, 
30  grade  III)  and  36  ruptured  hiatus  (12.1%).    Of  the  207 
hiatus  hernias,  128  (61.8%)  were  in  men  and  79  (38.2%)  in 
women.    Only  43  of  the  207  patients  were  between  21  and 
40  yr  of  age,  123  were  41  to  60  yr  and  41  over  60  yr;  79.2% 
were  over  40  yr  of  age.    Radiological  studies  were  made  of 
317  patients:    200  with  normal  esophagus,  62  with  hiatus 
hernia  grade  I,  44  with  grade  II,  9  with  grade  III  and  2  with 
grade  IV,  317  in  all.    The  findings  included  the  following: 
The  phrenic  ampule  decreases  in  length  and  increases  in  di- 
ameter when  there  is  hiatus  hernia.    In  normal  patients  the 
esophageal  sphincter  is  difficult  to  visualize.    The  distance  be- 
tween the  diaphragm  and  the  lower  esophageal  sphincter  in- 
creases with  the  d^ee  of  herniation.   Esophageal  irritability 
is  present  in  a  high  percentage  of  cases  with  hiatus  hernia,  but 


is  infrequent  (8.5%)  in  normal  esophagus.    Although  the  sub- 
merged segment  is  evident  in  the  majority  of  normal  cases 
(85%)  it  disappears  in  cases  of  hiatus  hernia  and  is  replaced  by 
a  false  submerged  segment  corresponding  to  an  intrahiatal  gas- 
tric mucosa.    In  grade  I  hiatus  hernia  the  vestibule  can  be 
visualized  in  87%  of  the  cases. 

2871  RADIATION  THERAPY  OF  ESOPHAGEAL 

CANCER  AND  ITS  RESULTS.  (E.)  Voutilainen, 
A.  (U.  Cent.  Hosp.,  Helsinki,  Finland)  and  M.  Koulumies.  Ann 
Chir  Gynaec  Fenn  56(2):  126-129,  1967. 

Between  July  1,  1962  and  the  end  of  1964,  162  patients  with 
esophageal  cancer  were  treated:    12  were  given  X-ray  (230  kV) 
treatment,  84  telecobalt,  44  X-ray  of  betatron  33  MeV,  and 
22  were  not  treated  because  of  their  poor  general  condition. 
There  were  77  men  and  85  women  in  the  series;  the  mean  age 
of  the  men  and  women  was  60  and  74.5  yr,  resp.    The  radio- 
therapy follow-up  period  was  2  yr  for  162  patients  and  3  yr 
for  86.    One  of  the  12  patients  treated  by  X-ray  has  survived 
over  3  yr  and  is  still  asymptomatic.    Of  84  patients  treated 
by  telecobalt,  21  (25%)  survived  1  yr,  6  (7%)  survived  2  yr 
and  none  survived  3  yr.    Of  the  44  patients  treated  by  beta- 
tron X-ray,  17  (39%)  survived  1  yr,  17  (23%)  survived  2  yr, 
and  3  survived  3  yr.    The  therapeutic  results  with  betatron 
X-ray  were  the  best,  whether  fixed  field  or  pendulum  therapy 
was  used. 

2872  REFLUX  ESOPHAGITIS  AFTER  SOME  OPERA- 
TIONS ON  THE  CARDIA  AND  ESOPHAGUS. 

(Rus.)    Kharitonov,  L.  G.    Khirurgiia  (Moskva)  45(2y.l&-2l, 
1969. 

2873  CARDIOSPASM.   (Dan.)    MoUer,  H.  J.  (Comm. 
Hosp.,  U.  Aarhus,  Denmark).    Ugeskr  Laeg 

131(4):139-141,  1969. 

2874  DLVPHRAGM  HERNIA  IN  ADULTS.    SURGICAL 
AND  CLINICAL  CONSIDERATIONS.    (Sp.) 

Loyarte,  H.  F.  (Mar  del  Plata  Hosp.,  Argentina)  and  C.  A. 
Cavagnaro.   Rev  Esp  Enferm  Apar  Dig  28(2):  227-240,  1969. 

2875  ANATOMICAL  AND  PHYSIOLOGICAL  MECH- 
ANISMS OF  THE  CARDIAC  SPHINCTER  AND 

DISTURBANCES  CONNECTED  WITH  HIATUS  HERNIA. 

(Sp.)    Pi-Figueras,  J.   Rev  Esp  Enferm  Apar  Dig  28(2):219- 
226,  1969. 

2876  ESOPHAGEAL  RECONSTRUCTION  -  COLON 
TRANSPLANT  -  IN  TWO  BROTHERS  WITH 

EPIDERMOLYSIS  BULLOSA.    (E.)    Absolon,  K.  B.  (Northwest 
Texas  Hosp.,  Amarillo,  Tex.),  L.  A.  Finney,  G.  M.  Waddill  Jr. 
and  C.  Hatchett.    Surgery  65(5):  832-836,  1969. 

2877  ESOPHAGEAL  ATRESIA.    (E.)    Neuhauser, 

E.  B.  D.  (ChUd.  Hosp.  Med.  Ctr.,  Boston,  Mass.). 
Postgrad  Med  45(5):67-69,  1969. 

2878  ESOPHAGEAL  INJURY  BY  LIQUID  CHLORINE 
BLEACH:    EXPERIMENTAL  STUDY.    (E.) 

Weeks,  R.  S.  (Dept.  Surg.,  U.  Chicago,  lU.)  and  M.  M.  Ravitch. 
J Pediat  74(6):911-916,  1969. 
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2879  CARDIOSPASM:    A  RARE  COMPLICATION 
AFTER  SELECTIVE  VAGOTOMY.    (Fr.) 

Dahm,  K.  (Marien  Hosp.,  Hamburg,  Germany).   Acta  Gastroent 
Belg  31(12):  883-888,  1968. 

2880  DYSPHAGIA  AFTER  SUB-DIAPHRAGMATIC 
VAGOTOMY.    (Fr.j    Adloff,  M.  (U.  Hosp.  Ctr., 

Strasbourg,  France),  J.  J.  Kohler  and  A.  G.  Weiss.  Acta 
Gastroent  Belg  31(12):873-882,  1968. 

2881  A  RARE  COMPLICATION  OF  PRETHORACIC 
ESOPHAGOJEJUNOSTOMY.    (It.)    Alfano,  C. 

(Inst.  Gen.  Surg.  Clin.,  U.  Naples,  Italy)  and  A.  Ciaidiello. 
Rassint  Clin  Ter  48(21):1322-1329,  1968. 

2882  DEMONSTRATION  OF  OESOPHAGEAL  RE- 
FLUX USING  LIVE  SNAKES.    (E.)    Johnson, 

A.  C.  (Christian  Med.  Coll.  Hosp.,  Vellore,  India)  and  S. 
Johnson.    Clin  Radiol  20(1):  107-109,  1969. 

2883  RADIATION  THERAPY  IN  CANCER  OF  THE 
ESOPHAGUS.    (E.)   Takaoka,  A.  (Kyoto 

Prefectural  U.  Med.,  Japan),  M.  Maeda,  M.  Urano,  S.  Kikkawa, 
H.  Orisaka,  Y.  Nakatani  and  M.  Hasegawa.  Nippon  Acta 
Radiol  27(12):  1601 -1621,  1968. 

2884  FOREIGN  BODIES  IN  THE  ESOPHAGUS. 

(E.)    Vettath,  J.  K.  (Christian  Med.  CoU.  Hosp., 
Ludhiana,  India),  A.  S.  Sandhu,  S.  K.  Sharma,  C.  M.  Singh 
and  F.  C.  Eggleston.   Punjab  Med  J  18(5):  190-192,  1968. 

2885  BLEEDING  OESOPHAGEAL  VARICES.    (E.) 

Williams,  R.   Postgrad  Med  J  45(521):230-232, 


1969. 


2886 


C.  A. 


ACUTE  CORROSIVE  OESOPHAGITIS.    (E.) 

Dafoe,  C.  S.  (Edmonton,  Alberta,  Caiwda)  and 
Ross.    Thorax  24(3):  291-294,  1969. 


2887  VASCULAR  ANOMALIES  COMPRESSING 
THE  OESOPHAGUS  AND  TRACHEA.    (E.j 

Lincoln,  J.  C.  R.  (Hosp.  Sick  Child.,  London,  England),  P.  B. 
Deverall,  J.  Stark,  E.  Aberdeen  and  D.  J.  Waterston.  Thorax 
24(3):295-306,  1969. 

2888  SPONTANEOUS  ESOPHAGEAL  RUPTURE. 

(It.)    Tassini,  T.  (Munic.  Hosp.,  Udine,  Italy). 
FriuUMed  23(2): 243-256,  1968. 


2889 


2890 


ESOPHAGEAL  DIVERTICULA.    (Sp.) 
Nasio,  J.    Galicia  Oin  41(l):44-59,  1969. 


CARCINOGEN  IN  A  TRANSKEIAN  BANTU 
FOOD  ADDITIVE.    (E.)    DuPlessis,  L.  S. 

(Rhodes  U.,  Grahamstown,  S.  Africa),  J.  R.  Nunn  and  W.  A. 

Roach.  Nature  222(5 199):  1198-1 199,  1969. 

2891  CARCINOSARCOMA  OF  THE  ESOPHAGUS. 
[CASE  REPORT]    (E.)    Bardenheier,  J.  A.  (St. 

Louis  U.,  Mo.)  and  R.  R.  Maginn.  Missouri  Med  66(6):421- 
426,  1969. 

2892  FISTULIZATION  BETWEEN  THE  ESOPHAGUS, 
AORTA,  AND  TRACHEA  AS  A  COMPLICATION 

OF  ACUTE  CORROSIVE  ESOPHAGITIS:    REPORT  OF  A 
CASE.    (E.)    McCabe,  R.  E.  Jr.  (St.  Luke's  Hosp.  Ctr., 
New  York,  N.  Y.),  J.  R.  Scott  and  M.  G.  Knox.  Amer  Surg 
35(6):450-454,  1969. 

2893  SUBMUCOSAL  PERFORATION  OF  THE 
ESOPHAGUS  IN  THE  NEONATE.    (E.)    Eklof, 

O.  (KaroUnska  Inst.,  Stockholm,  Sweden),  G.  Lohr  and  L. 
Okmian.  Acta  Radiol  8(2):187-192,  1969. 

2894  CERVICAL  ESOPHAGEAL  DIVERTICULA 
CAUSING  COMPLETE  OBSTRUCTION.    (E.) 

Polk,  J.  W.  (Missouri  State  Sanatorium,  Mt.  Vernon),  M. 
Medina  and  E.  Sarno.  Eye  Ear  Nose  Throat  Monthly  48(4): 
251-254,  1969. 

2895  A  NEW  TECHNIQUE  FOR  THE  REPAIR  OF 
TRAUMATIC  DIAPHRAGMATIC  HERNIA 

USING  POLYPROPYLENE  MESH.    (E.)    Brady,  M.  P. 
St.  Vincent's  Hosp.,  DubUn,  Ireland),  P.  Farrell  and  P.  A. 
Fitzgerald.  J  Irish  Med  Ass  6101 0)■.U2-U^,  1969. 

2896  TREATMENT  OF  CARCINOMA  OF  THE  ESOPH- 
AGUS AND  LUNG  WITH  CONCENTRATED 

RADIATION  FOLLOWED  BY  SURGERY.  JE.)    Groves,  L.  K. 
(Cleveland  Clin.  Found.,  Ohio)  and  A.  Rodriguez-.\ntunez. 
Ann  Thorac  Surg  6(2):  154-162,  1968. 


2897  COMPRESSION  OF  THE  OESOPHAGUS  BY 

THE  AORTA.    (E.)    McMillan,  I.  K.  R.  (South- 
ampton Chest  Hosp.,  England)  and  I.  Hyde.    Thorax  24(1): 
32-38,  1969. 


See  also:    2638,2759,2761,2779,2804,2822,2954,3006,3071 
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STOMACH 
(Gastric  ulcer  is  placed  with  peptic  ulcer) 


898  CHRONIC  GASTRITIS  AND  THE  MEDICAL 
HISTORY:    A  CONTRIBUTION  TO  THE 

sTIOLOGY  OF  CHRONIC  GASTRITIS.    (Ger.)    Wolff,  G. 
Inst.  Cancer  Res.,  German  Acad.  Sci.,  Berlin,  Germany). 
4unchen  Med  Wschr  lll(15):854-859,  1969. 

iastric  biopsies  were  performed  on  1006  unselected  patients 
all  over  50  yr  of  age)  who  were  then  interviewed  in  a  retro- 
pective  study  of  the  incidence  of  other  diseases  in  relation  to 
;hronic  gastritis.    The  subjects  included  301  healthy  controls, 
!57  with  malignant  tumors  (not  including  stomach  cancer), 
147  with  upper  abdominal  symptoms  not  due  to  ulcer,  108 
vith  recently  detected  diabetes,  and  93  others.    Statistical 
inalysis  revealed  no  relation  between  the  incidence  of  histologi- 
;ally-proven  gastritis  and  a  previous  history  of  hepatitis,  diph- 
heria,  scarlet  fever,  syphilis,  pneumonia,  pleuritis,  tuberculosis, 
)arasitic  infestation  or  dystrophy.    Patients  with  a  history  of 
ddney  stones  had  a  lower  incidence  of  gastritis  than  the  aver- 
ige,  but  miscarriages  and  a  history  of  nonspecific  gastric  com- 
)laints  occurred  more  often  in  patients  found  to  have  chronic 
jastritis. 

899  THE  PROTECTIVE  EFFECT  ON  THE 
STOMACH  OF  A  NEW  DRUG  (XYLAMIDE) 

'OR  THE  GASTRIC  DISORDERS  RESULTING  FROM 
^.DMINISTRATION  OF  CORTICOSTEROIDS.    (Sp.)    Gobbi, 
^.  (Inst.  Spec.  Med.  Path.,  U.  Modena,  Italy).   Medicim  (Mex) 
19(1054):124-128,  1969. 

Vmong  1 1  patients  with  gastric  symptoms  due  to  prolonged 
jorticosteroid  therapy  (prednisone,  betamethasone)  for 
^odgkin's  disease  or  other  hematological  or  malignant  condi- 
;ions,  treatment  with  xylamide  (400  mg  p.o.  3  times  daily 
'or  5-15  days)  markedly  decreased  the  uropepsinogen  excre- 
:ion.   This  decrease  was  accompanied  by  disappearance  of  ab- 
lominal  pain,  and  persisted  despite  withdrawal  of  xylamide 
md  continued  administration  of  corticosteroids.    Control 
jtudies  also  showed  that  administration  of  corticosteroids  re- 
iulted  in  a  sharp  increase  in  uropepsinogen  excretion.    No  sig- 
lificant  variation  in  uropepsinogen  excretion  was  obtained 
OTth  xylamide,  however,  in  8  male  volunteers  who  had  not 
Been  treated  with  corticosteroids  and  had  no  gastric  symptoms. 

:900  SOME  PRINCIPLES  AND  RESULTS  OF  SUR- 

GERY FOR  CANCER  OF  THE  STOMACH. 

'Rus.)    Lur'ie,  A.  S.  (Sci.-Res.  Inst.  Surg.,  Moscow,  USSR). 
Khirurgiia  (Moskva)  44(11):9-15,  1968. 

During  a  20-yr  period,  1018  radical  operations  were  performed 
for  cancer  of  the  stomach  (84.3%  stage  III  and  7.4%  stage  IV), 
including  454  subtotal  resections  of  the  distal  stomach,  346 
total  gastrectomies,  and  217  proximal  gastric  resections.    Dur- 
ing subtotal  distal  resection  and  total  gastrectomy  for  cancer 
involving  the  lesser  curvature,  the  lymph  nodes  along  the  com- 
mon hepatic  artery  were  resected  en  bloc.    The  postoperative 
mortality  in  the  3  groups  was  6.16%,  18.2%  and  14.27%,  resp. 
The  5-yr  survival  was  42.3%  among  421  patients  followed  up 
after  subtotal  distal  gastrectomy,  30.4%  among  273  patients 
followed  up  after  total  gastrectomy,  25.5%  among  176  patients 
followed  up  after  proximal  resection,  and  25.47%  among  90 
patients  subjected  to  combined  gastric  resection  and  extirpa- 
tion of  parts  of  the  liver,  large  intestine  or  pancreas.    The 


most  common  histological  type  was  adenocarcinoma  (561 
cases),  but  the  5-yr  survival  was  highest  (42-45.5%)  in  patients 
with  solid  and  undifferentiated  carcinomas,  followed  by  those 
with  mucous,  small-ceU  or  adenocarcinoma  (31-37.7%);  the 
5-yr  survival  among  patients  with  scirrhous  cancer  was  only 
17.3%. 

2901  GASTRECTOMY-A  REEVALUATION.    (E.) 

Roesel,  R.  W.  (U.  Illinois,  Sch.  Med.,  Chicago). 
Chicago  Med  71(21):805-807,  1968. 

One  hundred  consecutive  gastrectomy  patients,  57  males 
and  43  females,  were  reviewed.    In  56  there  was  a  gastric  ulcer, 
in  39  duodena,  and  in  5  males  a  marginal  ulcer  was  found. 
Most  (46)  were  operated  on  because  there  was  no  response 
to  medical  therapy.    Sixty-eight  cases  had  Billroth  I  resections, 
32  Billroth  II,  13  had  vagotomies  and  antrectomies  and  9  had 
Billroth  II  and  vagotomy.    In  2  cases  the  spleen  was  ruptured 
and  removed  at  surgery.    Duodenal  stump  drainage  occurred  in 
3  patients,  2  of  whom  died  subsequently,  and  4  had  pulmonary 
emboli  which  were  fatal  in  2.    Fifty  patients  (43  males  and 
7  females)  having  vagotomies  and  drainage  procedures  for  peptic 
ulcerations  were  compared  to  the  gastrectomy  group.    In  the 
former  group  there  were  no  deaths  and  few  complications; 
operating  times  were  shorter  but  convalescence  was  the  same 
for  uncomplicated  cases  in  both  groups. 


2902  EFFECT  OF  PYRODIFENIUM  BROMIDE 

ON  GASTRIC  ACTION  POTENTIALS  OF  MAN. 
(E.)    Ono,  K.  (Hirosaki  U.,  Sch.  Med.,  Aomori-ken,  Japan), 
Y.  Watanabe,  Y.  Suzuki,  H.  Tsuchida,  M.  Abo,  Y.  Sugiyama,  T. 
Sugisawa,  S.  Nozaki,  J.  Kakizaki,  N.  Kudo  and  M.  Takeuchi. 
Asian  Med  J  ll(6):437-446,  1968. 

Eight  patients  undergoing  laparotomies  had  bipolar  electrodes 
placed  on  the  wall  of  their  stomachs  and  small  intestines.    The 
electrodes  were  connected  to  an  amplifier  to  record  action 
potentials  after  light  food  loading  and  pyrodifenium  bromide 
(PDB)  administration  to  patients  4  days  postoperatively.    Five 
patients  received  2  mg  of  PDB  i.v.  with  discharge  inhibition 
beginning  5  min  later  and  normalcy  returning  in  20-25  min. 
One  patient  received  7.5  mg  PDB  i.m.  and  in  spite  of  bethanacol 
chloride  administration  there  was  marked  diminution  of  spike 
discharges  from  the  antrum  and  sphincter.    One  patient  given 
15  mg  of  PDB  p.o.  showed  diminished  spike  discharge  amplitude 
in  20  min  and  the  1  patient  given  10  mg  PDB  p.o.  followed 
by  an  additional  30  mg  p.o.  after  35  min  showed  discharge 
inhibition  10  and  15  min  after  ingestion.    No  side  effects  were 
noted  in  any  of  the  patients. 

2903  THE  MORPHOLOGY  OF  GASTRIC  CARCINOMA 
IN  RELATION  TO  5-YEAR  SURVIVAL.    (E.) 

Urban,  A.  (Inst.  Oncol.,  Krakow,  Poland),  J.  Oszacki  and  M. 
Lenczyk.   /4cra  Med  Po/ 9(4): 373-389,  1968. 

Among  345  patients  subjected  to  gastrectomy  for  cancer  of 
the  stomach,  43  died  immediately  after  surgery  and  70  (23.2%) 
survived  5  yr  or  longer.    The  5-yT  survival  rates  in  the  302  pa- 
tients who  survived  the  operation  were  correlated  with  tumor 
morphology,  with  emphasis  on:    a)  type  of  cancerous  infiltra- 
tion; b)  characteristics  of  the  stroma;  c)  presence  of  lymph 
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node  metastases;  and  d)  depth  of  infiltration  of  the  gastric 
wall.    A  good  prognosis  can  be  expected  when  the  tumor  is 
less  than  5  cm  in  diameter,  has  not  produced  lymph  node 
metastases  or  serosal  infiltration,  and  has  infiltrated  by  pushing, 
leaving  the  stroma  soft. 

2904  INCIDENCE  OF  MALIGNANT  NEOPLASMS 
OF  THE  STOMACH  IN  POLAND  AND  THE 

QTY  OF  WARSAW-MORTALITY  FROM  NEOPLASMS 
IN  POLAND  IN  THE  YEARS  1962-1964.    (E.)    Gadomska,  H. 
(Inst.  Oncol.,  Warsaw,  Poland),  T.  Koszarowski  and  Z. 
Drozdzewska.  /4cfa  Med  Po/ 9(4):  359-363,  1968. 

In  Poland  during  the  period  1962-64,  the  percentage  of  regis- 
tered new  cases  and  deaths  from  cancer  of  the  stomach  in 
males  greatly  exceeded  that  in  females,  yielding  a  sex  ratio  of 
about  1.9.   Gastric  cancer  was  the  most  common  malignancy 
in  males,  followed  by  cancer  of  the  bronchus  and  lung,  skin, 
lip  and  hepatobiliary  tract,  while  in  females  gastric  and  hepato- 
biliary cancer  were  in  3rd  and  4th  place  behind  neoplasms  of 
the  cervix  and  breast.    In  Warsaw,  however,  lung  cancer  was 
somewhat  more  common  than  stomach  cancer  in  males.    The 
mean  age  of  newly  registered  cases  of  stomach  cancer  in  1964 
was  60.9  yr  in  men  and  62.8  yr  in  women,  while  the  mean 
age  at  death  was  63.3  and  66.2  yr,  resp.   The  percentage  of 
registered  new  cases  and  mortality  rates  for  both  sexes  were 
higher  in  rural  than  in  urban  areas. 

2905  GASTRIC  MUCOSA  IN  GASTRIC  RESECTION 
FOR  ULCERS.    (It.)    Saracco,  C.  (Inst.  Clin. 

Med.  Gen.,  U.  Turin,  Italy),  F.  Balzola  and  V.  Lombardo. 
Minerva  Gastroent  14(4):214-219,  1968. 

Gastric  biopsy  was  made  in  82  patients  (22-65  yr  old)  gastric 
resectioned  between  4  months  and  24  yr  earlier  by  means  of 
Debray's  probe  with  radioscopic  control.    A  dolorous  dyspeptic 
symptomatology  was  found  in  67  patients.    Histologic  examina- 
tion showed  a  normal  aspect  of  the  mucosa  in  21  (25.6%) 
primarily  young  subjects,  a  gastritis  in  61  (74.4%)  of  the  pa- 
tients.   Gastritis  was  classifiable  as  superficial  in  26  (31.7%), 
preatrophic  in  20  (24.4%),  and  atrophic  in  15  (18.3%).    Pre- 
atrophic and  atrophic  gastritis  were  generally  found  in  old  pa- 
tients subjected  to  gastric  resection  many  years  before.    Calyci- 
form  heterotopia  was  found  in  21.9%  patients  with  inflamma- 
tory and  regressive  alterations.    There  was  no  relation  between 
the  histologic  alteration  of  the  mucosa  and  the  postoperative 
symptomatology. 

2906  CAROTINEMIA  BEHAVIOR  IN  GASTRIC 
RESECTIONED  PATIENTS.    (It.)    Pera,  A. 

(Inst.  Clin.  Med.,  U.  Turin,  Italy),  S.  Gabasio  and  F.  Balzola. 
Minerva  Gastroent  14(4):220-223,  1968. 

In  100  patients  with  gastric  resection  performed  6  months-20 
yr  earlier,  and  in  100  normal  subjects  the  percentage  of  serum 
carotene  was  determined.    In  the  controls  the  average  was 
2  75  ±  76  iL/g/100  ml  and  in  aU  the  patients  152  ±  74.61 
jUg/100  ml,  a  significant  difference  from  the  controls  (P  <C0.01). 
In  25  patients  (25%)  the  serum  level  of  carotene  was  lower 
than  120  jUg/100  ml.    In  the  asymptomatic  patients  the  average 
serum  carotene  was  198  ±  68.6  jug/lOO  ml;  in  the  symptomatic 
patients  it  was  129  ±  66.94  /.(g/lOO  ml.    The  latter  patients 
were  divided  into  patients  with  functional  diseases  (19),  who 


showed  an  average  serum  carotene  of  184.9  ±  67.6  jiig/lOO  ml; 
and  patients  with  organic  diseases  (48)  (ulcers,  gastritis,  stoma- 
titis, gastrointestinal  hemorrhage,  low  body  weight,  diarrhea 
and  steatorrhea)  who  showed  an  average  serum  carotene  of 
107  ±  52.9  jlig/ 100  ml.    It  is  pointed  out  that  while  in  the  sub- 
jects with  organic  diseases  excepting  steatorrhea  the  average 
serum  carotene  was  117.31  ±  51.9  /^lg/100  ml,  in  the  subjects 
with  steatorrhea  the  average  was  69.6  ±  38.84  jug/100  mL    It 
is  concluded  that  this  test  is  useful  to  demonstrate  alterations 
in  nutrition. 

2907  PREOPERATIVE  IRRADIATION  WITH 
BETATRON  ELECTRON  BEAM  IN  GASTRIC 

CANCER.    (Jap.)    Amino,  S.  (Tokyo  Med.  CoU.,  Japan),  K. 
Umeda,  K.  Abe,  H.  Nishio,  T.  Niwa,  A.  Sakurai,  T.  Ishizuka, 
S.  Suzuki  and  S.  Okamoto.   Nippon  Acta  Radiol  28(5):546- 
557,  1968. 

Betatron  electron  beam  preoperative  irradiation  (24-26  MEV) 
was  performed  on  48  patients  with  gastric  cancer,  16  of  whom 
were  irradiated  in  combination  with  5-FU,  a  radiosensitizer. 
As  a  result  of  the  betatron  irradiation,  a  marked  improvement 
was  noted  in  the  rate  of  resection  (70.4%).    Endoscopic  and 
histologic  examination  revealed  only  mild  general  disturbance 
due  to  the  irradiation.    In  the  16  cases  that  received  the  com- 
bined treatment  with  the  5-FU,  one-half  to  two-thirds  of  the 
irradiation  dose  was  sufficient  to  produce  similar  results. 

2908  SEROTONIN  AND  BRADYKININ  IN  THE 
DUMPING  SYNDROME.    (E.)    MacDonald, 

J.  M.  (U.  Pittsburgh  Hlth.  Ctr.  Hosp.,  Pa.),  M.  M.  Webster  Jr., 
C.  H.  Tennyson  and  T.  Drapanas.   Amer  J  Surg  117(2):204- 
213,  1969. 

In  32  healthy  adult  mongrel  dogs  weighing  10-25  kg,  catheters 
were  placed  in  the  splenic  vein,  splenic  or  femoral  artery,  and 
distal  duodenum  and  samples  of  portal  and  arterial  blood  were 
obtained  before,  during  and  after  the  instillation  of  150  cc  of 
50%  glucose  into  the  duodenum.    Serial  spectrofluorometric 
analyses  and  bioassays  of  serotonin,  bradykinin  and  brady- 
kininogen  from  both  circulations  and  of  arterial  p-tosyl-L- 
arginine  methyl  ester  (TAME)  esterase  showed  that  serotonin 
values  began  to  rise  within  15  min,  reaching  maxima  101-116% 
above  portal  and  arterial  control  values.    Arterial  TAME  esterase 
rose  immediately  following  glucose  instillation,  as  did  portal 
and  arterial  bradykinin;  the  latter  2  parameters  reached  peaks 
37  and  33%  above  controls,  resp.    Portal  and  arterial  brady- 
kininogen  demonstrated  an  immediate  decUne,  to  minima  35 
and  38%  below  control  values,  resp.    It  is  concluded  that 
bradykinin  is  responsible  for  the  early  vasomotor  symptoms 
in  the  dumping  syndrome  while  serotonin  is  the  cause  of  the 
delayed  gastrointestinal  responses. 

2909  LONG-TERM  SURVIVAL  (10  TO  56  YEARS) 
AFTER  SURGERY  FOR  CARCINOMA  OF  THE 

STOMACH.    (E.)    Remine,  W.  H.  (Mayo  Clin.,  Rochester, 
Minn.),  M.  M.  R.  Gomes  and  M.  B.  Dockerty.    Amer  J  Surg 
117(2):177-184,  1969. 

Among  4586  patients  who  underwent  curative  surgery  for 
carcinoma  of  the  stomach  during  the  period  1907-55,  1067 
survived  10  yr  or  longer  and  957  of  these  (696  men  and  261 
women,  26-82  yr  old  at  surgery)  had  adenocarcinomas.   Of 
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these  patients,  68  had  a  palpable  preoperative  mass  and  a 
large  proportion  had  lesions  in  the  lower  half  of  the  stomach; 
904  of  the  lesions  were  smaller  than  10  cm.    Of  the  957  pa- 
tients, 285  had  half  or  less  of  their  stomachs  removed,  505 
had  three  fourths  or  more  removed,  17  had  complete  gastrec- 
tomies and  150  had  indeterminate  amounts  removed.    Some 
free  acid  was  present  in  434  patients  and  375  were  achlorhydric. 
Symptoms  had  been  present  for  one  year  or  longer  in  497  pa- 
tients, microscopic  invasion  of  the  serosa  was  seen  in  380,  and 
281  had  lymph  node  involvement.    Grade  III  or  IV  adenocar- 
cinoma was  found  in  480  of  the  patients.    Survival  curves  were 
similar  after  10  yr  regardless  of  nodal  involvement,  the  mi- 
croscopic grade  of  the  lesion  or  preoperative  diagnosis.   They 
paralleled  those  in  the  normal  population  adjusted  for  age  and 
sex. 

2910  A  COMPARATIVE  STUDY  ON  PHASE 
MICROSCOPIC  AND  STAIN  FINDINGS  OF 

EXFOLIATED  GASTRIC  CANCER  CELLS  (  A  PRELIMINARY 
REPORT).    (E.)   Tamura,  H.  (Ctr.  Adult  Dis.,  Osaka,  Japan), 
S.  Nakano  and  Y.  Watanabe.   Ann  Rpt  Center  Adult  Dis 
7(l):59-63,  1967. 

The  materials  used  were  fresh  exfoliated  gastric  cancer  cells 
obtained  by  gastro fiber  scopic  biopsy  or  during  surgery.    Phase 
microscopy  proved  useful  in  studying  the  constituents  of  the 
cytoplasm.    Under  phase  microscopy  the  cytoplasm  of  exfoli- 
ated gastric  cancer  cells  had  a  granular  appearance  consisting 
of  large  and  small  constituents  with  high  and  low  optical  den- 
sities.   Under  microscopy  the  cytoplasm  of  the  same  cells  with 
Giemsa  staining  had  a  foamy  appearance  as  though  consisting 
of  small  vacuoles. 

2911  GASTRIC  POLYPOSIS  SIMULATED  BY 
FOREIGN  BODIES  OF  ALIMENTARY  ORIGIN. 

(It.)   Bemardi,  P.  (Inst.  Qin.  Chir.  Gen.,  U.  Bologna,  Italy)  and 
L.  Zanella.   Arch  Ital  Mai  Appar  Dig  35(l):63-70,  1968. 

An  unusual  case  report  is  presented  for  a  female,  58  yr  old, 
affected  by  severe  epigastric  pain,  with  posterior  radiation,  and 
with  acid  vomitus.    On  the  basis  of  radiology,  the  diagnosis 
was  diffuse  gastric  polyposis  with  pyloric  stenosis.    At  opera- 
tion, instead  of  polyposis,  about  50  cherry  seeds  and  plum 
stones  were  found.    These  seeds,  normally  easily  eliminated, 
accumulated  in  the  stomach,  since  it  was  impossibile  for  them 
to  pass  through  the  abnormal  pylorum.    The  use  of  Trendelem- 
burg's  position  during  radiologic  examination  of  the  stomach 
for  a  differential  diagnosis  is  stressed. 

2912  PRESSURE  INJURY  TO  THE  GASTRIC 
MUCOSA.    STUDIES  ON  AN  IN  VIVO  MODEL 

OF  ACUTE  GASTRIC  DILATATION.    (E.j    Bulkley,  G. 
(Harvard  Med.  Sch.,  Boston,  Mass.),  H.  Goldman  and  W.  Silen. 
AmerJSurg  117(2):  193-203,  1969. 

The  roles  of  elevated  transmural  pressure  and  intraluminal 
acidity  in  the  production  of  gastric  injury  were  studied  in  57 
rabbits  with  isolated  stomachs  having  intact  blood  and  nerve 
supply.    Bleeding  rates,  pathologic  changes,  and  alterations  in 
the  net  fluxes  of  H"*",  Na"*",  K"*"  and  Q"  across  the  gastric  mu- 
cosa were  observed  and  compared  with  those  induced  by  acid 
and  acetylsalicyUc  acid.    The  combination  of  acetylsalicylic 
acid  and  acid  within  the  lumen  produced  slight  bleeding  and  a 
pattern  of  widespread  but  superficial  ulceration.    Large  increases 


in  the  net  efflux  of  H"*"  and  Q'  from  the  lumen  were  associated 
with  marked  increases  in  Na"*"  and  K"*"  influx.    High  transmural 
pressure  without  intraluminal  acidity  produced  a  pathological 
picture  of  subepithelial  hemorrhage  and  edema  without  ulcera- 
tion.   A  small  but  significant  decrease  in  the  net  movement  of 
Na"*"  into  the  lumen  was  observed,  but  there  were  no  significant 
changes  in  the  net  fluxes  of  the  other  ions  measured.    There 
was  no  appreciable  bleeding  into  the  lumen.    The  combination 
of  intraluminal  acidity  and  30  cm  H2O  transmural  pressure 
produced  gross  bleeding  and  deep,  confluent,  hemorrhagic 
ulcers,  occasionally  associated  with  transmural  infarctions.    A 
significantly  increased  efflux  of  H"*"  from  the  lumen  was  ob- 
served in  association  with  marginal  changes  in  K"*"  and  CI' 
fluxes.    There  was  no  change  in  net  Na"*"  influx.    A  transmural 
pressure  of  20  cm  H2O  in  the  presence  of  acid  produced  slighter 
changes  of  the  same  kind.    None  of  the  ion  flux  changes  pro- 
duced by  pressure  was  as  large  as  those  observed  in  association 
with  acetylsalicylic  acid. 

2913  CLINICAL  ENDOSCOPIC  OBSERVATIONS  OF 

GASTRIC  ACID  SECRETION.    (E.)    Okuda,  S. 
(Ctr.  Adult  Dis.,  Osaka,  Japan),  T.  Saegusa,  H.  Inui  and  N. 
Senda.    Ann  Rpt  Center  Adult  Dis  7(l):53-58,  1967. 

Using  a  method  for  the  determination  of  the  extent  of  func- 
tioning fundal  mucosa  in  the  stomach,  4  normal  humans, 
8  cases  of  gastritis,  22  of  chronic  ulcer  and  scar  of  the  corpus, 
2  of  gastric  polyp,  and  14  of  gastric  cancer  (50  cases  in  all) 
were  studied.    Three  patterns  of  acid  secreting  area  were  classi- 
fied:   Pattern  A,  with  an  apparently  normal  fundus-antrum 
border  clearly  defined;  Pattern  B,  with  the  fundus-antrum 
border  partially  defined;  and  Pattern  C,  without  an  acid-secret- 
ing area.    All  normal  patients  showed  Pattern  A.    In  various 
lesions.  Pattern  B  was  more  frequently  observed  than  Pattern 
A  or  C.    The  patterns  show  a  parallel  relationship  with  acidity: 
83%  of  the  Pattern  A  cases  had  hyper-  or  normoacidity;  55% 
Pattern  B  cases  and  all  Pattern  C  cases  show  hypo-  or  anacidity. 
When  comparisons  of  gastric  acid  secretion  were  made  between 
cases  of  gastric  cancer  and  ulcer,  it  was  found  that  12  cases 
of  gastric  ulcer  and  10  cases  of  scarred  ulcer  in  the  corpus 
had  a  comparatively  wide  mucosal  area  surrounding  the  lesion 
which  showed  no  acid  secretion.    Conversely,  in  8  of  14  cases 
of  malignancy,  (6  of  1 1  cases  of  type  lie  lesion,  2  of  3  cases 
of  Borrmann  II  type  lesion)  the  acid  secreting  area  was  well 
defined  on  the  mucosa  margin  surrounding  the  lesion.    In  the 
third  case  of  Borrmann  11  type  cancer  acid  secretion  showed 
on  the  entire  mucosa  surrounding  the  lesion.    Histological 
examinations  were  made  of  17  cases  (14  cancer,  2  ulcer,  and 
1  gastritis).    In  8  cases  of  cancer  of  the  corpus  the  well  defined 
acid  secreting  area  adjacent  to  the  mucous  cancerous  lesion 
was  proven  to  be  fundus  gland  mucosa  without  inflammatory 
changes.    The  remainder  of  the  cancer  cases  (6  of  14)  showed 
histological  evidence  of  inflammatory  changes.    Histological 
examinations  of  11  ulcer  patients  whose  acid  secretion  had  not 
been  endoscopically  examined  showed  no  fundus  glands  in 
the  neighborhood  of  the  ulcer  but  wide-spread  inflammatory 
changes  in  the  fundus  gland  mucosa. 


2914  NEW  FINDINGS  IN  THE  FIELD  OF  ENZYME 

TREATMENT  OF  STOMACH  AND  INTESTINAL 
DISEASES.    (Por.)    De  Barbieri,  A.  (Inst.  Serum  Ther.,  MUan, 
Italy).   Rev  Brasil  Med  25(lO):655-663,  1968. 
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2915  EMPHYSEMATOUS  GASTRITIS  SECONDARY 
TO  LYE  INGESTION.    REPORT  OF  A  CASE. 

(E.)    Clearfield,  H.  R.  (Episcopal  Hosp.,  Philadelphia,  Pa.)., 
Y.  H.  Shin  and  B.  K.  Schreibman.  Amer  J  Dig  Dis  14(3):  195- 
199,  1969. 

2916  DUPLICATION  OF  THE  STOMACH  RESEM- 
BLING HYPERTROPHIC  PYLORIC  STENOSIS. 

(E.)    Kammerer,  G.  T.  (MiUs  Mem.  Hosp.,  San  Mateo,  Calif.). 
JAMA  207(11):2101-2102,  1969. 

2917  PYLORIC  DIAPHRAGM  IN  AN  ADULT.    [CASE 
REPORT]    (E.)    Shartsis,  J.  M.  (Henry  Ford 

Hosp.,  Detroit,  Mich.)  and  T.  A.  Fox.    Gastroenterology  56(3): 
580-582,  1969. 

2918  CONSIDERATIONS  IN  DIAGNOSING  GASTRIC 
SARCOMA.    (Rum.)    Jocu,  I.  (I.  Cantacuzino 

Hosp.,  Bucharest,  Romania)  and  E.  Hie.  Med  Intern  (Bucur) 
21(l):ll-20,  1969. 

2919  QUESTIONS  ON  GASTROLOGY.    (Fr.)    Chene, 
P.    Gaz  Med  76(5):939-944,  1969. 

2920  CARCINOMA  AND  GLOMUS  OF  THE  STOM- 
ACH.   (Rus.)    Chistov,  A.  P.  (Shakhov  Raikoad 

Hosp.,  Gorky,  USSR).  Arkh  Pat  30(12):54-56,  1968. 

2921  DEVELOPMENT  OF  A  GASTRIC  CARCINOID 
WITH  HEPATIC  METASTASES.    (Ft.)    Lapeyrere, 

J.  (Toulouse,  France),  P.  Davidovitch  and  G.  Moreau.   Arch 
MalApparDig  57(ll):925-932,  1968. 

2922  LIPOSARCOMA  OF  STOMACH:    REPORT  OF 
A  CASE.   (E.)    Orita,  K.  (Okayama  U.  Med. 

Sch.,  Japan),  Y.  Kokumai,  K.  Kawada,.  T.  Kawahara  and  S. 
Takagi.  Acta  Med  Okayama  22(3):167-173,  1969. 

2923  STUDIES  ON  THE  SYNTHESIS  OF  CARCINO- 
GENIC NITROSAMINES  IN  THE  STOMACH. 

(Ger.)    Sander,  J.  (Hyg.  Inst.,  U.  Tubingen,  Germany),  F. 
Schweinsberg  and  H.  P.  Menz.   Hoppe  Seyler  Z  Physiol  Chem 
349(12):1691-1697,  1968. 

2924  TREATMENT  AND  PREVENTION  OF  ACUTE 

GASTROPLEGIA  AFTER  VAGOTOMY.    (Fr.) 
Henrion,  C.  (92  Rue  de  Caraman,  Boussu,  Belgium).  Acta 
Gastroent  Belg  31(12):892-905,  1968. 

2925  THE  VALUE  OF  TEMPORARY  DRAINAGE 

GASTROSTOMY  IMMEDIATELY  AFTER 
DOUBLE  VAGOTOMY  FOR  DUODENAL  ULCER.    (Fr.) 
Jung,  A.  (St.  Blandine  Hosp.,  Metz,  France)  and  F.  Jung.  Acta 
Gastroent  Belg  31(12):889-891,  1968. 

2926  HEMIGASTRECTOMY  COMBINED  WITH  BI- 

LATERAL SELECTIVE  VAGOTOMY:    MODIFI- 
CATION OF  A  PERSONAL  TECHNIQUE.    (Sp.)    Narbona 
Arnau,  B.  (Prov.  Hosp.,  Valencia,  Spain).   Cir  Ginec  Urol 
22(5):578-584,  1968. 


2927  A  PSYCHOSIS  IN  THE  FORM  OF  A  COMPLEX 
DELIRIUM  AND  BLACK-OUT  IN  THE  COURSE 

OF  DECOMPENSATED  STRICTURE  OF  THE  PYLORUS. 

(Pol.)    Kopylow,  A.  (2nd  Clin.  Intern.  Dis.,  Pomeranian  Acad. 
Med.,  Szczecin,  Poland)  and  K.  Synoradzka.    Wiad  Lek  21(21): 
1967-1972,  1968. 

2928  SURGERY  IN  GASTRIC  BURNS.    (Rus.) 
Shoniya,  L.  F.  (Tiflis  State  Inst.  Postgrad  Med., 

USSR).   Khirurgiia  (Moskva)  45(1):112-113,  1969. 

2929  TAMPONADE  OF  THE  DUODENUM  STUMP 
WITH  THE  OMENTUM  ON  A  PEDICLE  IN 

GASTRIC  RESECTIONS.    (Rus.)    Gutnik,  G.  P.  (Ukrainian 
Inst.  Postgrad.  Med.,  USSR).   Khirurgiia  (Moskva)  45(1):  110- 
112,  1969. 

2930  CONTRIBUTION  TO  THE  STUDY  OF  GASTRIC 
NEURINOMA.    (It.)    Romano,  B.  (A.  Cardarelli 

Hosp.,  Naples,  Italy)  and  F.  Candela.   Rass  Int  Clin  Ter  48(21): 
1351-1358,  1968. 

2931  PERSONAL  EXPERIENCE  IN  THE  DIAGNOSIS 
AND  TREATMENT  OF  CHRONIC  GASTRITIS. 

(Sp.)    Ferrando  CXicarella,  J.  (Fac.  Med.,  Valencia,  Spain).  Rev 
Esp  Enferm  Apar  Dig  27(10):  1497-1501,  1968. 

2932  EVERTING  PYLOROPLASTY.   (E.)    Schowengerdt 
C.  G.  (U.  Cincinnati  Coll.  Med.,  Ohio).   Amer 

Surg  35(4):265-266,  1969. 

2933  INTRAMURAL  CHEMOTHERAPY  DURING 
GASTRIC  RESECTION  FOR  CANCER.    (E.) 

Koszarowski,  T.  (Inst.  Oncol.,  Warsaw,  Poland)  and  J.  Meyza. 
Acta  Med  Pol  9(4):417-419,  1968. 

2934  EVALUATION  OF  THE  FACTORS  OF  PROGNO- 
SIS IN  STOMACH  CANCER  TREATMENT. 

(E.)    Bajenowa,  A.  P.  (P.  A.  Herzen  Moscow  Oncol.  Res.  Inst., 
USSR),  E.  V.  Kozlowa  and  I.  B.  Troitskaya.  Acta  Med  Pol 
9(4):431-433,  1968. 

2935  ON  THE  MORPHOLOGY  OF  EXOPHYTIC  GAS- 
TRIC CARCINOMA.    (E.)    Smirnov,  N.  M.  (N.  N. 

Petrov  Res.  Inst.  Oncol.,  USSR  Min.  Publ.  Hlth.,  Leningrad). 
Acta  Med  Pol  9(4):369-371,  1968. 

2936  END  RESULTS  IN  GASTRIC  CANCER.    (E.) 

Os7.aJ..:,  J.  (Inst.  Oncol.,  Krakow,  Poland),  M. 
Lenczyk  and  H.  Nosek.   Acta  Med  Pol  9(4):435-437,  1968. 

2937  ULCER-CANCER  OF  THE  STOMACH.    (E.) 

Urban,  A.  (Inst.  Oncol.,  Krakow,  Poland),  J. 
Oszacki  and  M.  Lenczyk.  Acta  Med  Pol  9(4):391-394,  1968. 

2938  DIAGNOSIS  AND  MANAGEMENT  OF  CANCER 
STOMACH.   (E.)    Subramaniam,  R.  (Govt.  Gen. 

Hosp.,  Madras,  India).  Punjab  Med  J  18(5):173-179,  1968. 

2939  GASTRIC  CANCER  INCIDENCE  IN  THE  CRA- 
COW REGION.   (E.)    Kolodziejska,  H.  (Inst. 
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)ncol.,  Kiakow,  Poland)  and  H.  Nosek.  Acta  Med  Pol  9(4): 
65-367,  1968. 
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MORTALITY  RATE  IN  PATIENTS  WITH  GAS- 
TRIC CANCER.   (E.)    Oszacki,  J.  (Inst.  Oncol., 

ijakow,  Poland)  and  J.  Kulpa.  Acta  Med  Pol  9(4):443-445, 
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REPEATED  OPERATIONS  FOR  CANCER  IN 
THE  RESIDUAL  STOMACH  AFTER  GASTRIC 
lESECTION,  ACCORDING  TO  DATA  OF  THE  INSTITUTE 
)F  EXPERIMENTAL  AND  CLINICAL  ONCOLOGY,  ACAD- 
EMY OF  MEDICAL  SCIENCES  OF  USSR.    (Fr.)    Yanishevsky, 
/.  J.  (Inst.  Exp.  Clin.  Oncol.,  Acad.  Med.  Sci.  USSR,  Moscow) 
ind  A.  A.  Klimenkov.  Acta  Med  Pol  9(4):821-825,  1968. 
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BODY  COMPOSITION  STUDIES  IN  PATIENTS 
WITH  GASTRIC  CANCER.   (E.)    Oszacki,  J. 

Inst.  Oncol.,  Krakow,  Poland)  and  A.  Marczynska.  Acta  Med 

M  9(4):395-400,  1968. 

2943  BALANCE  STUDIES  IN  PATIENTS  WITH  GAS- 
TRIC CANCER.    (E.)    Marczynska,  A.  (Inst. 

Oncol.,  Krakow,  Poland)  and  J.  Oszacki.  Acta  Med  Pol  9(4): 
401-405,  1968. 

2944  BIOLOGICAL  ASPECTS  OF  GASTRIC  CANCER 
SURGERY.   (E.)    Rakov,  A.  I.  (Res.  Inst.  Oncol., 

Min.  Publ.  Hlth.,  Leningrad,  USSR).  Acta  Med  Pol  9(4):  355- 
357,  1968. 

2945  CARDIAC  METASTASIS  OF  STOMACH  CAN- 
CER DIAGNOSED  INTRA  VITAM.    A  CASE 

REPORT  AND  REVIEW  OF  THE  LITERATURE.    (It.) 
Bonofiglio,  A.  (Pietro  Cosma  Munic.  Hosp.,  Composampiero, 
Padua,  Italy),  L.  Bugaro  and  A.  Pantaleoni.   Friuli  Med  23(2): 
225-242,  1968. 

2946  COMPARISON  OF  IPECAC-INDUCED  EMESIS 
WITH  GASTRIC  LAVAGE  IN  THE  TREAT- 
MENT OF  ACUTE  SALICYLATE  INGESTION.    (E.)    Boxer, 
L.  (Dept.  Pediat.,  Stanford  U.,  Calif.),  F.  P.  Anderson  and 

D.  S.  Rowe.   J  Pediat  74(5):800-803,  1969. 

2947  EOSINOPHILIC  GASTRIC  GRANULOMA.    (It.) 
Mangani,  G.  (Fatebenefratelli  Hosp.,  Milan,  Italy). 

Polictinico  [Prat]  76(16):514-519,  1969. 


2948  GEOGRAPHICAL  DISTRIBUTION  OF  STOM- 
ACH CANCER  IN  CZECHOSLOVAKIA.    (E.) 

Gregor,  O.  (1st  Med.  CUn.,  U.  Hosp.,  Prague,  Czechoslovakia), 
R.  Toman,  F.  Prusova,  V.  Drnkova'  and  J.  Pastorova.    Gut 
10(2):150-154,  1969. 

2949  PRESENT  POSITION  OF  THE  ELECTRICAL 
STIMULATION  TEST.    (E.)    Burge,  H.  (West 

London  Hosp.,  England),  T.  B.  L.  Roberts,  R.  D.  Stedeford 
and  M.  J.  Lancaster.    Gut  10(2):155-159,  1969. 

2950  HISTOLOGIC  STUDY  ON  THE  EFFECT  OF 
PREOPERATIVE  IRRADIATION  OF  GASTRIC 

-CANCER.    (E.)    Hoshi,  H.  (Dept.  Surg.,  Tohoku  U.,  Sendai, 
Japan).    Tohoku  J  Exp  Med  96(3):293-303,  1968. 

2951  STUDIES  ON  CHRONIC  GASTRITIS  BY  BLIND 
SUCTION  BIOPSY.    I.    IDIOPATHIC  CHRONIC 

GASTRITIS.   (Jap.)    Sugiura,  Y.  (Gifu  U.  Sch.  Med.,  Japan). 
Acta  Sch  Med  Univ  Gifu  15(2):  187-197,  1968. 

2952  STUDIES  ON  CHRONIC  GASTRITIS  BY  BLIND 
SUCTION  BIOPSY.    II.    RELIABILITY  OF  GAS- 
TRIC BIOPSY.   (Jap.)    Sugiura,  Y.  (Gifu  U.  Sch.  Med.,  Japan). 
Acta  Sch  Med  Univ  Gifu  15(2):  198-207,  1968. 

2953  STUDIES  ON  CHRONIC  GASTRITIS  BY  BLIND 
SUCTION  BIOPSY.    III.    FOLLOW-UP  OBSER- 
VATIONS ON  THE  SUBJECTS  WITH  NORMAL  GASTRIC 
MUCOSA  AND  WITH  SLIGHT  SUPERFICIAL  GASTRITIS. 

(Jap.)    Sugiura,  Y.  (Gifu  U.  Sch.  Med.,  Japan).  Acta  Sch  Med 
Univ  Gifu  15(2):208-213,  1968. 

2954  CANCER  PATTERNS  AT  KAIMOSI  HOSPITAL 
IN  WESTERN  KENYA.    (E.)    Kisia,  I.  A. 

(Kaimosi  Hosp.,  Kenya,  Africa)  and  D.  P.  Burkitt.   E  Afr  Med 
/45(11):706-712,  1968. 


2955  PATHOLOGICAL  STUDY  OF  METASTATIC 
INVOLVEMENTS  OF  STOMACH  CANCERS. 

(E.)    Yamagiwa,  H.  (Mie  Prefect.  U.  Sch.  Med.,  Tsu,  Japan). 
Mie  Med  J  17(3):  255-271,  1968. 

2956  GASTROILEOSTOMY.   (E.)    Bachulis,  B.  L. 
(Ohio  State  U.  Coll.  Med.,  Columbus)  and  N.  R. 

Thomford.   Arch  Surg  98(6):786-789,  1969. 


See  also:    2625,2628,2643,2681,2682,2761,2762,2768,2772,2792,2794,2847,2878,2995,2999,3000,3009,3013,3134,3139, 
3292,3301 
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2957  TUMORS  OF  THE  SMALL  INTESTINE.    (Out.) 

Van  Rhede  van  der  Kloot,  J.  F.  (Diaconessen 
Hosp.,  Leiden,  Netherlands)  and  M.  Helfferich.   Nederl  T 
Geneesk  11 3(9):  377-382,  1969. 

Among  22  patients  (6  men  and  16  women,  27-76  yr  old,  aver- 
age 54  yr)  admitted  for  tumors  of  the  small  intestine  to  the 
Municipal  Hospital  at  The  Hague  during  the  period  1958-68, 
21  came  to  surgery  and  1  died  soon  after  admission  due  to 
peritonitis  caused  by  perforation  of  a  reticulum  cell  sarcoma. 
The  other  21  cases  included  6  carcinomas,  4  sarcomas,  3  car- 
cinoid tumors,  3  myomas,  3  angiomas,  1  lipoma  and  1  polyp. 
The  jejunum  was  affected  11  times  and  the  ileum  10  times, 
while  one  patient  had  diffuse  small  intestinal  involvement. 
Although  9  patients  had  had  chronic  intermittent  obstruction 
(sub-ileus)  for  0.5-2  yr,  6  patients  had  had  recurrent  gastroin- 
testinal bleeding  for  1.5-13  yr,  and  5  patients  had  had  local 
peritonitis  for  0.5-2  yr,  most  of  the  tumors  were  only  diagnosed 
after  laparotomy.    Repeated  X-ray  examination  of  the  small 
intestine  is  urged  for  all  patients  with  similar  symptoms.    Cura- 
tive operations  were  performed  in  3  of  6  patients  with  adeno- 
carcinoma, 4  of  5  with  sarcoma  and  all  3  with  carcinoid  tumors. 
There  was  only  one  postoperative  death  (pulmonary  embolism). 
Case  reports  are  presented  for  2  of  these  patients  (27-yr-old 
woman  with  leiomyoma  and  54-yr-old  woman  with  leiomyo- 
sarcoma), and  the  literature  on  the  subject  of  small  bowel 
tumors  is  reviewed. 

2958  CARCINOID  TUMOURS.    (E.)    Sharpe,  C. 
(Royal  Prince  Alfred  Hosp.,  Sydney,  Australia). 

MedJAust  l(20):844-846,  1968. 

During  a  15-yr  period  in  which  all  appendices  were  not  ex- 
amined routinely,  8  cases  of  appendiceal  and  16  cases  of 
extra-appendiceal  carcinoids  (9  cases  involving  ileum,  2  the 
duodenum,  1  each  in  the  rectum,  stomach,  descending  colon, 
jejunum  and  an  unknown  primary)  were  noted.    In  12  of  the 
16  extra-appendiceal  carcinoids  metastases  were  found.    The 
extra-appendiceal  carcinoids  were  found  predominantly  in  pa- 
tients over  40  yr  while  the  appendiceal  neoplasms  were  more 
often  found  in  patients  below  this  age,  and  6  occurred  in 
males.    Seven  of  the  16  patients  with  extra-appendiceal  tu- 
mors died  of  their  lesions  and  6  of  the  total  group  presented 
themselves  incidentally.    Three  cases  presented  with  the  car- 
cinoid syndrome. 

2959  DIAGNOSIS  AND  TREATMENT  OF  ACUTE 
ABDOMINAL  CONDITIONS  WITH  SPECIAL 

REFERENCE  TO  ROENTGENOGRAPHIC  FINDINGS.    (E.) 

Matsukura,  S.  (Nippon  Med.  Sch.  Tokyo,  Japan)  and  A.  Shirota 
AmerJ  Surg  115(6):804-811,  1968. 

Of  839  patients  operated  on  for  acute  mechanical  obstruction 
over  a  32-yr  period,  62  had  small  bowel  volvulus,  42  had 
sigmoid  volvulus,  and  7  volvulus  of  the  cecum.    Preoperative 
diagnoses  were  correct  in  only  19  of  the  small  bowel  volvulus 
cases  which  were  noted  to  occur  earlier  than  those  of  the 
large  bowel  and  in  a  3:1  male  to  female  ratio.    From  1935- 

1950  the  mortality  rate  was  12%  as  compared  to  5.4%  from 

1951  to  1966.    The  important  roentgenographic  sign  in  small 
bowel  torsion  was  the  so-called  gas  negative  picture  along  with 


the  usual  obstructive  findings.   Improved  anesthesia,  antibiotic* 
and  earlier  diagnoses  were  credited  for  the  improvement  in 
survival  rate. 

2960  HYPERBARIC  OXYGEN  IN  THE  TREATMENT 

OF  VOLVULUS  OF  THE  MIDGUT:    AN  EX- 
PERIMENTAL STUDY.   (E.)   Smith,  B.  (Child.  Hosp.  Res. 
Found.,  Columbus,  Ohio),  E.  Okamoto,  E.  Leal  and  H.  W. 
Clatworthy  Jr.  J  Pediat  Surg  3(l):32-35,  1968. 

In  122  Wistar  rats  volvulus  of  the  midgut  was  produced  and 
untwisted  one  to  3  hr  later.    Bowel  wall  infarction  varying 
from  moderate  to  very  severe  occurred  in  88  animals,  45  of 
which  were  exposed  to  100%  oxygen  at  3  Atmospheres  for  1 
hr.    In  the  hyperbaric-oxygen-treated  group  20(44%)  survived. 
In  the  control  group  7(16%)  survived.    When  75  animals  with 
extensive  infarction  were  considered,  the  survival  rate  for  the 
hyperbaric-oxygen-treated  animals  was  35%  against  2.7%  for 
the  controls.    In  animals  that  did  not  survive  through-and- 
through  involvement  of  the  bowel  wall  with  hemorrhagic  ne- 
crosis and  impending  perforation  at  many  sites  was  present  at 
autopsy.    In  animals  that  died  the  average  survival  was  less 
than  4  hr;  this  was  felt  to  be  the  probable  reason  why  no 
bowel  perforations  occurred.    In  most  of  the  hyperbaric-oxyger 
treated  animals  intestinal  distension  was  considerably  less  than 
before  the  hyperbaric  oxygen  exposure.    In  the  hyperbaric- 
oxygen-treated  survivors  that  were  sacrificed,  the  bowel  was 
often  edematous  with  many  areas  of  mucosal  ulceration.    The 
smooth  muscle  was  generally  well  preserved  with  necrotic 
changes  extending  to  the  submucosa,  but  no  further. 


2961  INTESTINAL  BIOPSY  IN  ACUTE  NUTRITION 
DISORDERS  IN  INFANTS  AND  SMALL 

CHILDREN.  (E.)  Burdea,  M.  (Infantile  Clin.,  Hosp.  No.  1, 
lasi,  Rominia),  I.  Rusu,  R.  Mocranski,  S.  Jauca  and  D.  MLrtu. 
Romanian  Med  Rev  12(4):30-36,  1968.  i 

A  total  of  52  duodenal  biopsies  were  obtained  using  an  aspir- 
ation-suction biopsy  catheter  from  42  children  who,  except 
for  4  over  4  yr,  were  1  month  to  3  yr  in  age.    The  clinical 
diagnoses  included  acute  dyspepsia  (21),  severe  dyspepsia  (7), 
toxicosis  (3),  and  chronic  relapsing  dyspepsia  (11)  with  or 
without  ear  and  respiratory  infections.    In  16  cases  the  etiology 
was  determined:    E.  coli  (12  cases)  and /*.  vulgaris  (4).    Eleven 
of  the  dyspepsia  cases  had  normal  linings  to  the  duodenum. 
The  lesions  noted  were  as  follows:    an  exudative  process  some-i 
times  associated  with  intestinal  hemorrhage  that  occurred  durin 
the  first  3  to  4  days  in  3  cases  of  acute  dyspepsia;  a  dystrophic 
change  encountered  in  2  cases  of  severe  dyspepsia  and  in  1  of 
toxicosis;  a  lymphoplasmocytic  infiltrate  in  6  cases  of  relapsing 
chronic  dyspepsia  and  in  4  cases  of  acute  dyspepsia;  and  villous 
atrophy  in  6  cases  of  relapsing  chronic  dyspepsia,  2  of  severe 
dyspepsia  and  in  3  cases  of  acute  dyspepsia.    There  were  no      j 
significant  compUcations  of  the  procedure. 

2962  STUDIES  OF  INTESTINAL  HEALING.    IV. 
PREVENTION  OF  ADHESIONS  FOLLOWING 

INVERTING  AND  EVERTING  BOWEL  ANASTOMOSES  WIT 

PROMETHAZINE  AND  DEXAMETHASONE.    (E.j    Kho,  E. 

f 
J 


347 


(\LL  INTESTINE 


Chicago,  111.),  R.  Replogle  and  M.  M.  Ravitch.   Arch  Surg 
cagoj  98:764-765,  1969. 

iting  and  inverting  ileal  anastomoses  were  each  performed 
8  mongrel  dogs.    Half  of  each  group  received  promethazine 
dexamethasone  i.m.  (1  mg/kg)  3  hr  and  6  hr  preoperatively, 
same  dose  of  steroids  in  50  ml  of  saline  was  instilled  into 
peritoneal  cavity  at  surgery  and  again  i.m.  every  4  hr  6 
!s,  starting  2  hr  after  surgery.    All  animals  were  killed  7 
>  postoperatively  and  evaluated  for  adhesions.    In  the  con- 
series  25%  had  slight  adhesions;  75%  had  moderate  to 
re  adhesions  in  the  everting  group  of  24  dogs;  while  in  the 
rting  group,  46%  had  slight  and  54%  moderate  to  severe 
;sions.    In  the  steroids  treated  series  only  33.3%  of  the 
ted  group  had  moderate  to  severe  adhesions  and  8.4%  of 
inverted  group  had  moderate  to  severe  adhesions. 

•3  CONGENITAL  ATRESIA  AND  STENOSIS 

OF  THE  JEJUNUM  AND  ILEUM.    (E.) 

X)rimier,  A.  A.  (U.  California  Med.  Ctr.,  San  Francisco), 
N.  Fonkalsrud  and  D.  M.  Hays.  Surgery  65(5):819-827, 
9. 

otal  of  619  cases  of  jejunal  and  ileal  atresia  and  stenosis 
ited  at  65  institutions  were  analyzed.    The  survival  rate  for 
ints  with  jejunal  atresia  was  58.3%  and  for  ileal  atresia  72%. 
!  causes  of  death  were  respiratory  factors,  sepsis  and  "func- 
lal"  obstruction  at  the  anastomosis.    Resection  of  the  proxi- 

bowel  plus  end-to-end  anastomosis  for  jejunal  atresia  sig- 
cantly  improved  the  survival  rate  but  proximal  resection 

ileal  atresia  did  not  affect  the  survival  rate.    Of  64  surgeons 
ed  to  indicate  their  preferred  operative  technique,  44  pre- 
ed  end-to-end  (end-to-side  or  end-to-oblique)  anastomosis, 
le  indicated  side-to-side  anastomosis,  6  the  Mikulicz  enteros- 
ly,  5  the  Bishop-Koop  enterostomy,  and  7  the  Santulli  pro- 


Caby,  F.  and  Lascar.  Mem  Acad  Chir  (Paris)    95(10/1 1):315- 
316,  1969. 

2967  EXTRAUTERINE  PREGNANCY  WITH  PERFORA- 
TION INTO  THE  ILEUM  WITH  INTESTINAL 

OBSTRUCTION  AND  INTESTINAL  BLEEDING.    (It.) 
Tessarolo,  N.  (Munic.  Hosp.,  Udine,  Italy),  O.  Perini  and  E. 
Scanavacca.    FnW/Med  23(3):447-457,  1968. 

2968  THE  CONTROL  OF  FLUSHING  AND  DIARRHOEA 
IN  CARCINOID  SYNDROME  BY  AN  ANTI- 
SEROTONIN  AGENT,  BC105.    (E.)    Loong,  S.  C.  (Prince 

Henry  Hosp.,  Sydney,  Australia),  J.  W.  Lance  and  K.  C.  T. 
Rawle.   MedJAust  2(19):845-848,  1968. 

2969  COUMADIN  INDUCED  SMALL  BOWEL  OB- 
STRUCTION:   REPORT  OF  A  CASE.    (E.) 

Chamberlain,  M.  S.  (Gen.  Surg.  Ser.  Wilford  Hall  USAF  Hosp., 
Lackland  AFB,  Texas  )  and  W.  E.  Evans.   Ann  Surg  169(1): 
145-148,  1969. 

2970  CONSIDERATIONS  IN  DIVERTICULOSIS  OF 
THE  SMALL  INTESTINE.    (Rum.)    Brauner,  R. 

(Brincovenesc  Hosp.,  Bucharest,  Romania),  V.  Savulescu,  M. 
Popescu,  D.  Olaneanu  and  R.  Lazar.  Med  Intern  (Bucur) 
21(1):3-10,  1969. 

2971  ACCIDENTS  DUE  TO  THE  PRESENCE  OF 
MECKEL'S  DIVERTICULUM.    (Fr.)    Francillon, 

J.  and  J.  Vignal.  J  Med  Lyon  49(1155):2005-2009,  1968. 

2972  DUODENAL  LYMPHOSARCOMAS.    (Fr.)    Stoppa, 
R.  (Cent.  Hosp.,  Amiens,  France),  A.  Dhaussy, 

M.  Quintyn,  H.  Abourachid,  X.  Henry  and  C.  Duclaye.  Ann 
Chir  22(23/24):1331-1339,  1968. 


64  CHANGES  IN  GASTRIC  ACID  SECRETION 

FOLLOWING  RESECTION    OR  EXCLUSION 
DIFFERENT  SEGMENTS  OF  THE  SMALL  INTESTINE. 

I   Santillana,  M.  (Johns  Hopkins  U.  Sch.  Med.,  Baltimore, 
.),  L.  Wise,  M.  Schuck  and  W.  F.  BalUnger.    Surgery  65(5): 
'-782,  1969. 

i  mechanism  of  gastric  hypersecretion  following  removal  or 
;lusion  of  different  segments  of  the  small  intestine  was 
died  in  18  female  Heidenhain  pouch  dogs.    A  striking  in- 
ase  in  gastric  acid  secretion  followed  resection  of  the  proxi- 
1  third  of  the  small  intestine.    A  variable  and  less  significant 
rease  occuned  after  midthird  resections.    There  was  no  sig- 
icant  change  following  distal  third  resections.    Regardless  of 
:  segment  removed,  gastric  acid  secretion  diminished  after 
;otomy  by  an  average  of  47%.    Lack  of  serotonin  release 
m  the  excluded  or  resected  proximal  intestine  may  be  re- 
)nsible  for  the  gastric  hypersecretion. 

5  HEMANGIOMA  AS  A  CAUSE  OF  ILEUS  OF  THE 
SMALL  INTESTINE.    (Pol.)    Puchalski,  Z.  (1st 

.  Surg.  Acad.  Med.,  Bialystok,  Poland)  and  K.  Turecki. 
iLek  22(7):651-653,  1969. 

6  EXTENSIVE  TRAUMATIC  NECROSIS  OF  THE 
DUODENUM  IN  A  4  YEAR  OLD  CHILD.    (Fr.) 


2973  POSTBULBAR  DUODENAL  SPASM  SYNDROME 

IN  CHRONIC  OVARITIS.  (Pol.)  Kalina,  Z. 
(1st  Clin.  Intern.  Dis.,  Katowice,  Poland),  M.  Machalski,  Z. 
Foremny  and  J.  Pater.  Pol  Tyg  Lek  24(13):473-475,  1969. 


2974  PATHOLOGY  OF  MECKEL'S  DIVERTICULUM. 

(Rus.)    Kobets,  1.  S.    Khirurgiia  (Moskva)  45(1): 


78-81,  1969. 


2975  CONTROL  OF  ABDOMINAL  WALL  DIGESTION 

AFTER  ILEOSTOMY  BREAKDOWN-A  COM- 
PLICATION OF  OBESITY:    REPORT  OF  A  CASE.    (E.) 

Larson,  R.  A.  (Yale  U.  Sch.  Med.,  New  Haven,  Conn.)  and  J.  C. 
Cleveland.   Dis  Colon  Rectum  12(3):176-178,  1969. 


2976  HYPOCHROMIC  ANEMIA  DUE  TO  HEMANGIO- 

MA OF  THE  JEJUNUM.    (E.)    Diamond,  E.  F. 
(Stritch  Sch.  Med.,  Loyola  U.,  Blue  Island,  111.),  M.  Gordon 
and  E.  Bauer.  Med  Times  97(3):174-176,  1969. 

2977  INTESTINAL  OBSTRUCTION  COMPLICATING 

FAMILIAL  MEDITERRANEAN  FEVER.    (E.) 

Schrager,  G.  (Westfield,  N.  J.).  J  Pediat  74(6):966-968,  1969. 
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2978  PERFORATION  OF  MECKEL'S  DIVERTICULUM 
BY  A  FISH  BONE,  PRODUCING  INTESTINAL 

OBSTRUCTION.   (Rus.)    Nikol'skaya,  O.  D.  (Div.  Med.  Hygiene, 
Volgograd  ShipbuUding  Plant,  USSR).   Khirurgiia  (Moskva) 
45(1):113-114,  1969. 

2979  SURGICAL  TREATMENT  OF  MECONIUM 
ILEUS.    (Ger.)    Morger,  R.  (East.  Swiss  Hosp., 

Infants  Child.,  St.  Gallen,  Switzerland).  Schweiz  Med  Wschr 
99(3):78-81,  1969. 

2980  EXTENSIVE  RESECTION  OF  THE  SMALL 
INTESTINE:    A  CLINICAL  AND  METABOLIC 

STUDY.    (Sp.)    Salvioli,  J.  E.  (Fac.  Med.  Sci.  La  Plata,  Buenos 
Aires,  Argentina)  and  P.  Caffe.   Rev  Esp  Enferm  Apar  Dig 
27(10):1474-1482,  1968. 

2981  A  CASE  OF  ACUTE  BLEEDING  FROM 
MECKEL'S  DIVERTICULUM  WITH  PULMONARY 

COLLAPSE  IN  THE  POSTOPERATIVE  PERIOD.    (Pol.) 
Rodecki,  A.  (Munic.  Hosp.,  Nowa  Huta,  Poland)  and  Z. 
W^sowicz.  Pediat  Pol  43(6)  J 65-1 61,  1968. 

2982  DUODENAL  CANCER.    (Sp.)    Balague  Formiguera, 
J.  (Our  Lady  Sacred  Heart  Jesus  Hosp.,  Barcelona, 

Spain).  An  Med  [Med]  54(4):546-556,  1968. 

2983  ILIACO-APPENDICEAL  FISTULA  FOLLOWING 
DACRON  AORTIC  GRAFT.    [CASE  REPORT] 

(E.)    Tyson,  R.  R.  (Temple  U.  Hlth.  Sci.  Ctr.,  Philadelphia, 
Pa.),  W.  P.  Maier  and  S.  DiPietrantonio.  Amer  Surg  35(4):241- 
243,  1969. 

2984  GALLSTONE  ILEUS-A  PITFALL  FOR  THE 
SURGEON.   (E.)    Hossain,  Z.  (WUmington  Med. 

Ctr.,  Del.),  G.  Reish,  H.  Rafal  and  C.  Edwards.   Delaware  Med 
/41(5):150-154,  1969. 

2985  NODULAR  LYMPHOID  HYPERPLASIA  OF 
THE  SMALL  INTESTINE  ASSOCIATED  WITH 

HYPOGAMMAGLOBULINAEMIA.    [CASE  REPORT]    (E.) 
Goulston,  K.  (Royal  Prince  Alfred  Hosp.,  Sydney,  Australia) 
and  D.  Stephen.  Aust  Radiol  12(3):225-227,  1968. 

2986  BLEEDING  IN  THE  DIGESTIVE  TRACT  CAUSED 
BY  PROLAPSE  OF  A  GASTRIC  POLYP  IN  THE 

DUODENUM.   (Pol.)    Chirowski,  C.  (Munic.  Hosp.,  No.  2, 
Bytom,  Poland),  A.  Kulicz  and  A.  Podwinski.  Pol  Tyg  Lek 
24(25):972-973,  1969. 

2987  POLYP  OF  THE  SECOND  PORTION  OF  THE 
DUODENUM  (MIXED  ADENOMA:    BRUNNER'S 

GLAND  AND  LIEBERKUHN  GLAND).  (It.)  Petrin,  C.  Qnst. 
Semeiotic  Surg.,  U.  Bologna,  Italy),  R.  Galli  and  P.  P.  Pirazzoli. 
Cancro  21(2):  149-164,  1968. 


2988  PERMEABILITY  CHARACTERISTICS  OF  THE 

CHOLERA-INFECTED  SMALL  INTESTINE. 

(E.)    Love,  A.  H.  G.  (Dept.  Med.,  The  Queen's  U.,  Belfast, 
England).    Gut  10(2):  105-107,  1969. 

2989  VITELLINE  ARTERY  CAUSING  SMALL 

BOWEL  OBSTRUCTION  IN  AN  ADULT.    (E.) 
Prust,  F.  W.  (William  Beaumont  Hosp.,  Royal  Oak,  Mich.) 
and  J.  Abouatme.   Surgery  65(4):7 16-720, 1969. 


2990  THE  SEX  RATIO  OF  MECKEL'S  DIVERTICU- 

LUM.   (E.)    Androulakis,  J.  A.  (Piedmont  Hosp., 
Atianta,  Ga.),  S.  W.  Gray,  B.  Lionakis  and  J.  E.  Skandalakis. 
Amer  Surg  35(6):455-460,  1969. 


2991 


1969. 


CARCINOID  OF  MECKEL'S  DIVERTICULUM. 

(Rev.)(E.)   Weitzner,  J.   Cawcer  23(6):  1436-1440, 


2992  RUPTURED  INTESTINE  IN  ARMOURED 

PERSONNEL  CARRIER  ACCIDENTS.    A 
REPORT  OF  TWO  CASES.   (E.)    Kirby,  N.  G.  (British  MUit. 
Hosp.,  England).    J  Roy  Army  Med  Corps  115(2):70-72,  1969. 
1969. 


2993  TOXICITY  STUDIES  IN  MICE  TREATED  WITH 

1-13-D-ARABINOFURANOSYLCYTOSINE 
(ara-C).    (E.)    Leach,  W.  B.  (U.  Alabama  Med.  Qr., 
Birmingham),  W.  R.  Laster  Jr.,  J.  G.  Mayo,  D.  P.  Griswold  Jr. 
and  F.  M.  Schabel  Jr.    Qincer  Res  29(3):529-535, 1969. 


2994  JEJUNAL  ATRESLV  IN  TWINS  WITH  PRE- 
SUMED CONGENITAL  RUBELLA.    (E.) 

Esterly,  J.  R.  (Dept.  Pathol.  Obstet.  Gynecol.,  U.  Chicago,  111.) 
and  J.  L.  Talbert.  Lancet  1(7604):  1028-1030,  1969. 

2995  IDIOPATHIC  ADULT  INTUSSUSCEPTION. 
CASE  REPORTS.    (E.)    Keltner,  R.  M.  (Hancodc 

Mich.).   Missouri  Med  65(iy.43-41,  1968. 

2996  SMALL  BOWEL  OBSTRUCTION  SECONDARY 
TO  REPANE  INGESTION.    REPORT  OF  A 

CASE  AND  REVIEW  OF  THE  LITERATLTRE.  (E.)  Vernon, 
J.  K.  (Cambridge  Hosp.,  Mass.).  Arch  Surg  98(6):717-719,  , 
1969.  I 

2997  INTESTINAL  ISCHEMIC  SYNDROMES.    (E.) 

Bergan,  J.  J.  (Northwestern  U.  Med.  Sch., 
Chicago,  m.),  L.  Dry,  J.  Conn  and  O.  H.  Tiippel.  Ann  Surg 
169(1):  120-126,  1969. 


See  also:    2627,2640,2651,2680,2773,2774,2775,2789,2810,2820,2908,2914,2956,3000,3140,3145 
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•8  THE  EFFECTIVENESS  OF  XYDE  (XYLAMIDE- 

CR  242)  IN  THE  TREATMENT  OF  GASTRO- 
ODENAL  ULCERS.    (Sp.)    Giordano,  G.  (Inst.  Spec.  Med. 
h.,  U.  Naples,  Italy)  and  L.  Comi.   Medicine  (Mex)  49(1054): 
J-132,  1969. 

lamide  (800  mg/day  p.o.  or  i.v.  for  14-30  days)  was  used 
the  treatment  of  21  patients  (18  men  and  3  women,  24-69 
old)  with  refractory  abdominal  pain  and  dyspepsia,  includ- 
15  with  radio  logically  diagnosed  gastroduodenal  ulcers  (2 
whom  had  blood  in  the  feces),  4  with  previous  gastric  sur- 
y,  and  4  with  definite  gastroduodenitis.    Marked  improve- 
nt  was  obtained  in  18  cases,  starting  during  the  first  few 
^s  of  treatment.    Bleeding  stopped  in  the  2  cases  with  fecal 
od,  and  the  secretion  of  free  and  total  acid  decreased  sharply 
the  1 1  cases  studied.    In  most  cases  followed,  the  improve- 
nt  persisted  several  months  after  discontinuation  of  treat- 
nt.   The  3  cases  with  a  poor  response  included  one  patient 
;h  chronic  liver  disease  and  cirrhosis,  one  with  gastric  symp- 
ns  resulting  from  the  prolonged  use  of  corticosteroids  for 
onic  lymphatic  leukemia,  and  one  with  a  gastrectomy-in- 
ced  recurrent  ulcer  and  no  free  HCl. 

)9  CLINICAL  TRIAL  OF  A  NEW  NON-ANTI- 

CHOLINERGIC  COMPOUND  WITH  PROTECTIVE 
)D  ANTISECRETORY  ACTIVITY  IN  THE  TREATMENT 
'  GASTRITIS  AND  GASTRODUODENAL  ULCERS.    (Sp.) 
ntino,  M.  (Gen.  Surg.  Clin.,  U.  Turin,  Italy)  and  L.  Roccia. 
dicim  (Mex)  49(1054):114-123,  1969. 

e  therapeutic  effectiveness  of  xylamide  (10  cc/day  i.v.  for 
-34  days,  5  cc/day  i.m.  for  20-30  days,  or  4  tablets/day 
).  for  20-30  days)  was  tested  in  a  clinical  trial  on  70  patients 
1  men  and  19  women,  19-64  yr  old)  with  gastroduodenal 
ions  of  1-14  yr  duration.    The  group  included  27  patients 
th  duodenal  ulcers,  15  with  gastric  ulcers,  4  with  peptic 
;ers  of  other  localizations,  and  24  with  gastroduodenitis. 
lile  42  patients  were  given  the  drug  i.v.,  16  received  it  i.m. 
d  12  were  treated  by  the  oral  route.   Gastralgia,  pyrosis, 
ychic  tension  and  vomiting  disappeared  by  the  end  of  treat- 
;nt  in  all  cases,  and  within  the  first  7  days  in  most.    There 
;re  no  side  effects.    Based  on  pre-  and  post-treatment  X-ray 
aluation,  27  patients  were  cured,  34  showed  improvement, 
d  9  were  unchanged.    Gastric  secretion  studies  showed  that 
pth  spontaneous  and  histamine-stimulated  acid  secretion  were 
arkedly  decreased  by  xylamide. 

00  TREATMENT  OF  SOME  TYPES  OF  CHRONIC 

GASTRODUODENITIS  AND  PEPTIC  ULCERS 
ITH  A  DERIVATIVE  OF  AN  ALICYCLIC  CARBOXYLIC 
CID  (XYLAMIDE)  WHICH  CAN  EITHER  BY  INJECTED 
(TRAVENOUSLY  OR  INTRAMUSCULARLY  OR  BE  GIVEN 
V  MOUTH.    (Sp.)    Abbona,  C.  (Gen.  Med.  Clin.,  U.  Genoa, 
aly),  P.  L.  Gatto  and  G.  C.  Bezante.   Medicina  (Mex) 
H1054):132-141,  1969. 

he  nonanticholinergic  antisecretory  agent  xylamide  (N-benzoyl- 
',N'-di-n.-propylisoglutamine)  was  administered  to  3  normal 
lale  controls,  11  patients  (8  males  and  3  females),  12-65  yr- 
Id)  with  dyspepsia  due  to  nonspecific,  chronic  gastroduodeni- 
s  (including  5  with  chronic  superficial  and  4  with  chronic 


atrophic  or  preatrophic  gastritis  as  shown  by  gastric  biopsy), 
and  12  patients  (7  men  and  5  women,  25-81  yr  old)  with  con- 
firmed peptic  ulcers  as  well  as  gastritis.    The  drug  was  given 
at  a  dosage  of  800-1600  mg/day  i.v.  plus  400-800  mg/day 
p.o.  for  12-40  days.    There  was  no  effect  on  gastric  secretion 
or  histology  in  the  3  normal  controls.    Studies  of  spontaneous 
and  histamine-stimulated  gastric  acid  and  pepsin  secretion  be- 
fore and  after  treatment  revealed  only  slight  and  generally  in- 
significant decreases  i  n  the  11  patients  with  nonspecific  gastro- 
duodenitis; in  the  patients  with  peptic  ulcers,  however,  there 
were  marked  decreases  in  both  parameters,  accompanied  in 
most  cases  by  an  improvement  in  the  histological  appearance 
of  the  mucosa  and  by  alleviation  of  symptoms  such  as  dys- 
pepsia, abdominal  pain,  nausea,  pyrosis,  sialorrhea,  meteorism 
and  esophageal  reflux,  usually  within  5-7  days.   There  were 
no  side  effects.    Radiological  studies  showed  that  the  i.v.  in- 
jection of  1200  mg  of  xylamide  produced  parietal  hypotonia 
equal  to  that  produced  by  anticholinergic  agents.    However, 
the  mechanism  of  action  of  this  effective  antisecretory  agent 
remains  unclear. 

3001  EXPERIMENTAL  TOXICOLOGY  AND 
PHARMACOLOGY  OF  A  NEW,  NON-ANTI- 

CHOLINERGIC,  ANTISECRETORY  PREPARATION  (CR-242, 
XYLAMIDE,  XYDE)  HAVING  A  PROTECTIVE  EFFECT 
ON  THE  GASTRIC  MUCOSA.    (Sp.)    Rovati,  A.  L.  (Rotta 
Res.  Lab.,  Milan,  Italy),  P.  L.  Casula  and  G.  da  Re.   Medicina 
(Mex)  49(1054):88-106,  1969. 

Detailed  data  are  presented  on  the  antisecretory  activity  of 
xylamide  in  pylorus-ligated  (Shay),  gastric-fistula,  and  duo- 
denum-clamped rats,  guinea  pigs  and  dogs  (all  gastric  secretion), 
mice  (lacrimal  secretion),  rabbits  (parotid  gland  secretion),  and 
intact  rats  (biliary  secretion),  the  comparative  antisecretory 
activity  of  xylamide,  atropine  and  serotonin,  the  protective 
effect  of  xylamide  against  glucose-,  Ugation-  and  restraint-in- 
duced ulcers,  the  effects  of  xylamide  on  the  cardiovascular 
and  respiratory  systems  (cats,  rats  and  rabbits),  the  effect  of 
xylamide  on  intestinal  motility  in  the  guinea  pig  (isolated 
ileum),  rat  (intestinal  transit)  and  cat  (duodenum),  the  effect 
of  xylamide  on  the  central  nervous  system  (rats  and  mice), 
the  antihistaminic,  analgesic,  mydriatic  and  antiinflammatory 
activities  of  xylamide  (guinea  pigs,  mice  and  rats),  the  acute 
and  chronic  general  toxicity  of  xylamide  (mice  and  dogs),  and 
the  possible  effects  of  xylamide  on  reproduction  (rats,  mice, 
rabbits  and  chick  embryos).    It  is  concluded  that  xylamide 
is  a  specific  inhibitor  of  gastric  secretion  lacking  all  atropinic 
activity,  which  has  both  a  direct  protective  effect  on  the  gas- 
tric mucosa  and  a  musculotropic  antispasmodic  action.    Its 
mechanism  of  action  is  different  from  that  of  either  atropine 
or  serotonin,  and  its  toxicity  is  extremely  low.    No  evidence 
of  teratogenicity  could  be  demonstrated. 

3002  PEPTIC  ULCERS  AND  ADRENOCORTICAL 
FUNCTION:    NEW  ASPECTS  OF  AN  OLD 

PROBLEM.    (It.)    Cagnoni,  M.  (Inst.  Gen.  Med.  Clin.,  U. 
Florence,  Italy),  B.  Tarquini,  F.  Fantini  and  R.  Orzalesi.    Arch 
Ital  Mai  Appar  Dig  35(3):232-246,  1968. 

In  16  patients  with  peptic  ulcers,  temporal  studies  of  adreno- 
cortical function  in  relation  to  the  time  of  day  revealed  a 
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ciicadian  rhythm  with  a  3-hr  lag  compared  to  the  rhythm  ob- 
served in  33  healthy  controls.    Studies  in  7  peptic  ulcer  pa- 
tients after  surgical  treatment  (gastrectomy  in  3  and  bilateral 
vagotomy  in  4)  demonstrated  that  this  desynchronization  of 
the  adrenocortical  activity  persists  after  peptic  ulcer  surgery. 
In  6  additional  peptic  ulcer  patients,  the  adrenocortical  re- 
sponse to  hypoglycemic  stress  (0.1  U/kg  of  insulin  i.v.  while 
fasting)  was  found  to  be  sharply  increased  compared  to  that 
in  7  controls.   The  results  suggest  an  exaggerated  adrenocorti- 
cal response  to  hypoglycemia  in  patients  with  peptic  ulcers, 
and  indicate  that  desynchronization  of  adrenocortical  activity 
may  play  a  role  in  the  pathogenesis  of  this  disease. 


3003  THE  USE  OF  SULPIRIDE  IN  THE  TREATMENT 

OF  PEPTIC  ULCERS.    (Fr.j    Cornet,  A. 
(Laennec  Hosp.,  Paris,  France)  and  M.  Grivaux.    Sem  Hop 
Paris  45(13):840-861,  1969. 

In  view  of  the  proposed  role  of  the  hypothalamus  in  regulating 
the  motor  and  secretory  activity  of  the  stomach  and  hence 
in  the  pathogenesis  of  peptic  ulcers,  sulpiride  [N-(l-ethyl-2- 
pyrrolidylmethyl)-2-methoxy-5-sulfamoylbenzamide;  150  mg/day 
initiaUy,  decreased  to  100  mg/day  for  15-20  days],  which  is 
a  centrally  acting  antiemetic  and  analgesic,  was  used  in  the 
treatment  of  60  patients  (51  men  and  9  women)  with  a  long- 
term  history  of  refractory  peptic  ulcer  disease  (46  ulcers  of 
the  duodenal  bulb,  11  stomach  ulcers,  and  3  patients  with 
prior  peptic  ulcer  surgery,  one  of  whom  had  a  double  ulcer). 
As  a  result  of  sulpiride  therapy,  pain  decreased  in  54  cases 
and  there  was  radiological  improvement  in  39.    Postoperative 
histopathological  studies  confirmed  the  curative  effect  of  this 
new  agent  in  a  large  number  of  intractable  cases,  and  acute 
attacks  went  into  rapid  remission.    The  pharmacological  activity 
of  the  drug  in  experimental  animals  is  reviewed  at  length,  and 
preUminary  studies  are  reported  which  confirm  the  activity  of 
sulpiride  on  gastric  secretion  and  motility  in  man,  presumably 
via  an  indirect  mechanism  involving  the  central  nervous  system. 
Thus,  among  40  subjects  in  whom  the  gastrointestinal  motility 
was  recorded  before  and  after  100  mg  of  sulpiride  i.v.,  27 
showed  strong  active  contractions  involving  the  stomach,  duo- 
denum and  jejunum,  10  showed  only  moderate  activity,  and 
3  showed  no  response.    Among  27  patients  with  ulcers  of  the 
duodenal  bulb,  19  showed  a  decrease  in  gastric  acidity  after 
sulpiride,  although  in  many  cases  hyperchlorhydria  returned 
despite  continuation  of  treatment. 

3004  A  STUDY  OF  THE  SERUM  PROTEIN  FRAC 

TIONS  IN  PATIENTS  WITH  GASTRIC  ULCERS. 

(Pol)    Adamczyk,  B.  (2nd  Surg.  Clin.,  Acad.  Med.  Krakow, 
Poland)  and  K.  Durek.   Pol  Przegl  Chir  48(5):553-558,  1968. 
An  immunoelectrophoretic  study  of  the  serum  proteins  in  15 
patients  with  gastric  ulcers  and  14  healthy  controls  revealed 
no  significant  differences  between  the  two  groups.    The  total 
protein  was  6.7  and  7.42  g%,  resp.,  the  albumin  was  3.35  and 
3.88  g%,  the  globulin  distribution  was  simUar,  and  both  groups 
showed  10-15  precipitation  lines  (average  12.87  and  12.16, 
resp.),  including  1  each  for  albumin  and  a-globulin,  0-2  for  the 
^2  globulins,  1-3  for  the  jSi  globulins,  and  2-7  for  the  a-glo- 
bulins.    Precipitation  tests  by  the  method  of  Hitzig,  using 
specific  antisera,  revealed  somewhat  higher  concentrations  of 
a-2M-globulin,  a-2-lipoprotein,  (3-2M-globulin  and  /3-Upopro- 
tein  in  patients  with  gastric  ulcers. 
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3005  FUNCTIONAL  STUDY  OF  THE  PARATHYROID 
GLANDS  IN  CASES  OF  GASTRODUODENAL 

ULCER  IN  THE  CYCLE  OF  CLINICAL  ACTIVITY.    (It.) 
Mirabile,  E.  (Inst.  Gen.  Clin.  Surg.,  U.  Catania,  Italy),  M. 
Zanghi  and  N.  Alberti.   Chir  ltd  20(l):75-86,  1968. 
Parathyroid  gland  function  was  studied  in  100  men  (between 
the  ages  of  19-62  yr)  with  cUnically  active  gastroduodenal 
ulcers.    Studies  included  serum  calcium,  inorganic  phosphorus 
levels,  and  the  Howard,  Hopkins  and  Connor  tests.    Results 
showed  22%  of  patients  had  signs  of  hypoparathyroidism  (as 
evidenced  by  a  consistent  reduction  in  plasma  calcium,  a  con- 
sistently high  serum  phosphorus,  normal  or  reduced  alkaline 
phosphatase  activity,  and  positive  reactions  to  the  histamine 
test)  and  3%  signs  of  hyperparathyroidism. 

3006  REAPPRAISAL  OF  THE  LONG-TERM  EFFECTS 
OF  SELECTIVE  VAGOTOMY.    (E.)    Smith,  G.  K.  •* 

(Good  Samaritan  Hosp.  Med.  Ctr.,  Los  Angeles,  CaUf.)  and  J.  M. 
Farris.  Amer  J  Surg  117(2);222-227,  1969. 
Seventy  patients  who  had  selective  (bilateral,  anterior  or  poster- 
ior) vagotomies  and  pyloroplasty  for  gastric  and/or  duodenal 
ulcers,  esophageal  hiatal  hernias  or  peptic  esophagitis  were 
evaluated  an  average  of  5.2  yr  postoperatively.   Ten  patients 
presented  evidence  of  the  jejunal  hyperosmotic  syndrome.    Nine 
others  experienced  significant  alterations  in  bowel  habits  and 
one  complained  of  intermittent  diarrhea.   There  was  no  corre- 
lation between  symptoms  and  the  type  of  selective  procedure. 
Three  patients  had  postoperative  bleeding  and  6  underwent  re- 
operation for  malfunctioning  pyloroplasties.    Compared  to  a 
group  of  similar  patients  with  truncal  vagotomies  there  was  no 
difference  in  the  incidence  of  extragastric  side-effects.    Since 
selective  vagotomy  is  considerably  more  difficult  to  perform, 
the  indications  for  this  procedure  should  be  carefully  reviewed. 


3007  SURGICAL  MANAGEMENT  OF  RECURRENT 

PEPTIC  ULCERS.  (E.j  Jaffe,  B.  M.  (Dept.  Surg., 
Washington  U.,  St.  Louis,  Mo.),  W.  T.  Newton,  D.  R.  Judd  and 
W.  F.  Ballinger  H.   Amer  J  Surg  117(2):214-221,  1969. 

A  retrospective  study  of  107  patients  (92  men  and  15  women, 
mean  age  49  yr)  with  recurrent  peptic  ulcers  revealed  that  56     j 
had  initially  been  treated  by  partial  gastrectomy,  29  by  gastro-  ; 
jejunostomy,  and  22  by  vagotomy  and  either  antrectomy,  pylorc 
plasty,  or  gastrojejunostomy.    Eighty-nine  had  originally  present! 
with  duodenal  ulcers,  9  with  gastric  ulcers  and  4  with  both. 
At  the  time  of  the  secondary  procedures,  31%  had  serious 
medical  ilhiesses,  6  had  undergone  prior  operations  for  mar- 
ginal ulcers,  and  8  others  had  dumping  symptoms.    After  one 
procedure  for  recurrence  57%  had  good  results  and  after  two 
procedures  65%  improved.   Vagotomy  was  most  successful 
after  partial  gastrectomy  and  the  latter  achieved  occasional 
success  when  the  initial  treatment  had  been  Umited  to  vagotom 
There  were  6  postoperative  deaths,  not  including  any  treated 
by  vagotomy  alone. 

3008  GASTRIC  ULCER  AND  ALKALINE  REGURGl-  j 

TATION.    (E.)    Nelson,  P.  G.  (Royal  Melbourne 
Hosp.,  Australia).   MedJ  Aust  1(5):216-218,  1969. 
Six  control  patients  without  evidence  of  duodenal  ulcer  failed 
to  demonstrate  pyloric  regurgitation  of  radioopaque  material. 
Two  patients  with  duodenal  scarring,  however,  showed  vigorou; 
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iflux  of  the  same  material  due  to  pyloric  incompetence.    De- 
liled  case  reports  are  presented  for  2  patients  with  duodenal 
leer  associated  with  and  preceding  gastric  ulcers,  as  well  as 
patients  with  gastric  ulcers  developing  in  stomach  remnants 
'ter  gastrectomy  for  duodenal  ulcer.    In  the  first  2  cases,  re- 
ux  due  to  duodenal  scarring  is  postulated  as  playing  a  role 
1  the  etiology  of  the  gastric  ulcers,  while  in  the  latter  cases 
ile  or  alkaline  jejunal  reflux  is  incriminated. 

909  GASTRIC  BIOPSY  AND  GASTRIC  JUICE 

AFTER  HISTAMINE  STIMULATION  IN 
ATIENTS  GASTRECrOMIZED  FOR  DUODENAL  ULCERS. 

't.)   Colavolpe,  V.  (S.  Camillo  Hosp.,  Rome,  Italy)  and  R.  C. 
asUe.  Arch  Ital  Mai  Appar  Dig  34i2):193-205,  1967. 

eroral  gastric  biopsy  was  performed  on  41  patients  (males 
nly,  aged  30-67  yr)  4  months  to  37  yr  after  gastrectomy 
Jillioth  II)  for  duodenal  ulcers.    Histological  examination  was 
ormal  in  25  and  showed  gastritis  in  16  patients  (39%):    super- 
cial  in  1,  interstitial  in  9,  preatrophic  in  1,  and  atrophic  in 
.   Achylia  was  found  in  29  (1  with  superficial  gastritis,  7  with 
iterstitial,  1  with  preatrophic,  5  with  atrophic);  hypoachylia 
I  6  (2  with  interstitial  gastritis);  normoachylia  in  2  and  hyper- 
;hylia  in  4  (with  normal  mucosa).    No  hyperachyUa  was  found 
1  patients  over  60  yr.    It  was  impossible  to  establish  a  corre- 
ition  between  the  presence  of  gastric  lesions,  gastric  juice 
;udy,  the  patient's  age  and  the  time  elapsed  after  operation. 

OlO  STUDIES  ON  GOLD  THIOGLUCOSE  ULCERO- 

GENESIS.    (E.)    LupareUo,  T.  J.  (State  U.  New 
ork,  Downstate  Med.  Ctr.,  Brooklyn).   J  Psycho som  Res 
3(1):113-118,  1969. 

lold  thioglucose  (0.5  and  0.25  mg/g  i.p.)  was  given  to  several 
roups  of  50  Harley-strain  male  guinea  pigs  weighing  350-450 
.   Each  group  revealed  peak  gastric  ulceration  in  2  days  which 
leared  at  the  lower  dose  level  in  5  days.    When  varying  doses 
).0015-0.1  mg/g)  were  administered  to  groups  of  10  animals 
ia  either  the  internal  carotid  artery  or  the  jugular  vein,  the 
itracarotid  route  proved  5.5  times  as  ulcerogenic.    Pretreat- 
lent  of  guinea  pigs  with  0.3  mg/g  of  gold  thioglucose  failed 
3  cause  a  significant  difference  in  gastric  ulcerogenesis  when 
lie  animals  challenged  50  days  later  with  the  same  dose  along 
'ith  controls.   When  the  animals  challenged  50  days  later  with 
he  same  dose  along  with  controls.    Pretreatment  with  this 
3se  also  did  not  affect  restraint  ulcer  formation.    No  destruc- 
ve  changes  were  noted  in  the  hypothalamus  in  any  of  the 
cperiments. 

911  INFLUENCE  OF  AGE,  SEX,  SEASONS  AND 

CERTAIN  METEOROLOGICAL  FACTORS  ON 
EMORRHAGES  OF  GASTRO-DUODENAL  ULCERS.    BASED 
N  2108  CASES  OBSERVED  IN  ATHENS  OVER  A  TEN 
EAR  PERIOD.    (Fr.)    Maschas,  H.  (Athens,  Greece),  G. 
hilaiditis,  L.  Sparros  and  A.  Floras.  Arch  Franc  Mai  Appar 
i;?  5 8(3):  129-1 38,  1969. 

ised  on  2108  cases  (1408  males  and  680  females)  of  gastric 
;morrhage  resulting  from  ulcers,  the  incidence  of  hemorrhage 
xurred  more  frequently  in  males,  and  between  the  ages  of 
3-69  yr.   Daily  recordings  of  the  influence  of  and  variations 
!,  atmospheric  temperature  and  pressure  were  maintained  for 
585  of  these  cases  over  a  8  yr  period.    Although  hemorrhages 
;curred  more  frequently  during  cold  periods,  they  appear  to 


be  influenced  by  sudden  significant  variations  in  temperature 
(decrease)  and  pressure,  than  by  the  cold. 

3012  A  CO-OPERATIVE  DOUBLE-BLIND 
EVALUATION  OF  GASTRIC  FREEZING 

IN  THE  TREATMENT  OF  DUODENAL  ULCER.    (E.) 
Ruffin,  J.  M.  (Duke  U.  Med.  Ctr.,  Durham,  N.  C),  J.  E. 
Grizzle,  N.  C.  Hightower,  G.  McHardy,  H.  Shull  and  J.  B. 
Kirsner.   New  Eng  J  Med  281(1):  16-19,  1969. 

A  double-blind  evaluation  of  gastric  freezing  in  the  treatment 
of  duodenal  ulcer  was  initiated  in  1963  and  conducted  simul- 
taneously in  5  institutions  on  a  total  of  160  patients;  82  of 
these  had  the  true  freeze  with  the  temperature  of  the  coolant 
at  -IOC  while  78  had  a  sham  procedure  with  the  temperature 
of  the  coolant  at  37C.   The  average  duration  of  peptic  ulcer 
disease  in  both  groups  was  9.3  yr,  and  29  and  26  patients, 
resp.,  had  a  history  of  bleeding.    Follow-up  extending  as  long 
as  2  yr  showed  conclusively  that  the  freezing  procedure  is  no 
better  than  sham  freezing  in  the  treatment  of  duodenal  ulcers. 
There  was  no  significant  difference  in  relief  of  pain,  secretory 
suppression,  the  number  and  severity  of  recurrences,  or  the 
development  of  "end  points"  (perforation,  hemorrhage,  ob- 
struction, emergency  surgery)  in  the  two  groups.    It  is  reason- 
able to  assume  that  the  relief  of  pain  and  subjective  improve- 
ment reported  by  earlier  investigators  were  probably  due  to 
the  psychologic  effect  of  the  procedure. 

3013  BIOPSY  EXAMINATIONS  OF  THE  STOMACH 
IN  CASES  OF  ULCER.    (Ger)    Seifert,  E.  (First 

Med.  Div.,  Hanuse  Hosp.,  Vienna).   Med  Welt  19(1):67-71,  1968. 

Biopsies  of  the  gastric  mucosa  were  obtained  by  a  suction  probe- 
excision  device  (Kenning  and  Heinkel)  in  1000  non-selected 
cases  of  abdominal  disorders  (including  672  without  ulcers  or 
gastric  resection,  83  with  gastric  ulcers  and  143  with  duodenal 
ulcers).    Statistically  significant  differences  in  alteration  of  the 
gastric  mucosa  were  found  only  in  the  group  of  patients  with 
duodenal  ulcers.    Biopsies  from  the  fundus  ventriculi  of  duo- 
denal ulcer  patients  showed  the  mucosa  to  be  frequently  lighter 
and  rarely  more  markedly  altered  than  those  of  the  comparison 
group  consisting  of  the  672  patients  without  ulcer  or  gastric 
resection.    The  differences  are  age  dependent,  and  patients  in 
the  duodenal  ulcer  group  were  younger  than  those  in  the  com- 
parison group.    The  mucosa  of  ventricular  ulcer  patients  showed 
marked  damage  more  frequently  than  that  of  duodenal  ulcer 
patients.    These  findings  suggest  that  description  of  ulcers  with 
"accompanying  gastritis"  is  not  justified  because  gastritis  in  the 
corpus  is  an  entity  separate  from  the  ulcer. 


3014  GASTRIC  EMPTYING  RATE  IN  GASTRIC 

AND  DUODENAL  ULCERATION.    A  CLINICAL 
STUDY  INCLUDING  THE  CHANGES  OF  THE  GASTRIC 
CONTENTS  AFTER  A  LIQUID  TEST  MEAL.    (E.)    Bromster, 
D.  (Dept.  Surg.,  Serafimlasarettet,  Stockhobn,  Sweden).   Scand 
J  Gastroent  4(2):  193-201,  1969. 

The  gastric  emptying  rate  and  the  changes  of  the  gastric  con- 
tents 2  hr  after  intake  of  a  liquid  meal  were  investigated  in  13 
healthy  volunteers,  7  patients  with  gastric  ulcer,  15  patients 
with  duodenal  ulcer,  8  patients  operated  on  for  duodenal  ulcer 
and  3  patients  with  pernicious  anemia.    In  controls  the  mean 
half-life  of  the  test  meal  was  37  min;  in  patients  with  gastric 


352 


SMALL  INTESTINE 


wu:. 


fits  a 

i»|ia-j 


ulcer,  62  min;  and  in  patients  with  duodenal  ulcer  31  min.   The 
3  patients  with  pernicious  anemia  had  mean  values  of  79  min 
and  each  showed  values  which  exceeded  the  highest  values  of 
the  controls.    The  changes  of  the  gastric  contents  (pH,  osmo- 
larity  and  hydrochloric  acid  secretion)  indicated  that  the 
quantities  of  gastric  juice  secreted  were  small  in  gastric  ulcera- 

3015  REDUCTION  OF  GASTRIC  ACID  SECRETION 

ON  A  LOW-SALT  DIET  AND  FUROSEMIDE. 

(E.)   Kothari,  M.  L.  (Charitable  Hosp.,  Bombay,  India),  J.  C. 
Doshi,  H.  G.  Desai,  A.  B.  Vaidya,  U.  K.  Sheth  and  J.  M. 
Mehta.    Gut  10(l):71-73,  1969. 

Gastric  acid  secretion  was  studied  in  18  subjects  (17  males 
and  1  female)  either  by  the  augmented  histamine  test  in  7 
of  the  subjects  (1  healthy  control  and  6  duodenal  ulcer  pa- 
tients) who  were  placed  on  a  low-salt  diet  or  by  the  histamine 
infusion  test  in  the  remaining  11  subjects  (5  healthy  controls 
and  6  duodenal  ulcer  patients)  who  were  given  furosemide 
(40  mg  twice  daily  for  10  days,  p.o.).    All  7  subjects  in  the 
first  group  showed  a  significant  decrease  in  acid  output,  which 
also  occurred  in  9  of  the  11  furosemide  subjects.   These  re- 
sults may  indicate  a  new  approach  to  the  management  of 
peptic  ulcer. 


3016  MORTALITY  IN  PERFORATED  PEPTIC 
ULCERS.    ANALYTICAL  STUDY  OF  81 

CASES.   (Sp.)    Manrique,  J.  (San  Martin  Polyclin.,  Argentina), 
O.  J.  Ferrari,  A.  Imposti  and  A.  S.  IntrozzL   Rev  Argent  Cir 
13(l-2-3):43-45,  1967. 

The  mortality  rate  in  a  series  of  81  patients  with  gastroduo- 
denal  ulcers  (46  with  stomach  ulcers  and  35  with  duodenal 
ulcers)  was  studied.    MortaUty  in  perforated  ulcer  cases  was 
found  to  be  related  to  the  foUowing  factors:    age  (0  mortaUty 
under  40  yr,  23.5%  between  40-59  yr,  and  33.0%  over  59  yr); 
sex  (17.3%  mortaUty  in  males,  33.3%  in  females);  acute  irri- 
tation with  collapse;  abdominal  distention  (a  sign  of  diffuse 
peritonitis);  abdominal  drainage;  shock,  fibrosis;  and  lesion 
size  (100%  mortality  when  lesion  was  greater  than  10  mm  in 
diameter).    More  health  and  medical  education  is  recommended 
to  shorten  the  period  between  inception  of  the  complication 
and  initiation  of  treatment-an  important  consideration  for 
survival.   Gastrectomy  is  prefened  over  a  simple  closure  pro- 
cedure in  cases  where  the  sclerotic  ulcer  is  larger  than  10  mm 
in  diameter. 

3017  ANTRECTOMY  AND  VAGOTOMY  IN  TREAT- 
ING PEPTIC  ULCER.    (Por.)    De  Siqueira,  J.  T. 

and  D.  S.  J.  Bichara.   Hospital  (Rio)  74(5):  1649-1669,  1968. 

3018  WHICH  OPERATION  IN  ELECTIVE  TREAT- 
MENT FOR  BENIGN  GASTRIC  ULCER?    (E.) 

Strode,  J.  E.  (Straub  Clin.,  Honolulu,  Hawaii).   Postgrad  Med 
45(5):94-98,  1969. 

3019  PEPTIC  ULCER.    AN  ABNORMALITY  IN  GAS- 
TRIC SECRETION.    (E.I    Dragstedt,  L.  R.  (Dept. 

Surg.,  U.  Florida,  Gainesville).  Amer  J  Surg  117(2):143-156, 
1969. 

3020  THE  IMMEDIATE  EFFECTS  OF  TRUNCAL 
AND  SELECTIVE  VAGOTOMY.    (Fr.)    Alexiu, 
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O.  (Babes  Hosp.,  Bucharest,  Romania)  and  E.  Pacescu.  Acta 
Gastroent  Belg  31(12):843-844,  1968. 

3021  COMPLICATIONS  AND  MORTALITY  AFTER 
VAGOTOMY  FOR  DUODENAL  ULCERS.    (Fr.) 

Pietri,  P.  (Dept.  CUn.  Surg.,  Fac.  Med.,  U.  Modena,  Italy), 

P.  A.  Fantoni  and  R.  Domeniconi.  Acta  Gastroent  Belg  31(12): 

858-860,  1968. 

3022  THE  FUNCTIONAL  RESULTS  OF  VAGOTOMY: 
EARLY  CHANGES  IN  PROTEIN  AND  LIPID 

REABSORPTION.    (Fr.)    Pietri,  P.  (Inst.  Clin.  Surg.,  U. 
Modena,  Italy),  V.  Piaggi  and  P.  A.  Fantoni.  Acta  Gastroent 
Belg  31(12):91 1-914,  1968. 

3023  GASTRIC  SECRETION  IN  RELATION  TO  THE 
EVOLUTION  OF  ULCERS.    (It.)    Rocchi,  V. 

(Inst.  Gen.  Surg.  CUn.,  U.  Rome,  Italy),  V.  Ziparo  and  M. 
Borghese.   Fegato  14(4):5 15-523,  1968. 

3024  RESULTS  OF  THE  SURGICAL  TREATMENT 
OF  GASTRODUODENAL  ULCERS.    (Sp.) 

Martinez-Pineiro  Carames,  M.  (Gran  Beneficencia  Hosp., 
Lozano,  Spain),  P.  A.  Serrano  Sanchez  and  A.  Clerigue.   Cir 
Ginec  Urol  22(5):503-509,  1968. 

3025  THE  EFFECTIVENESS  OF  TREATING  PATIENTS 
WITH  PEPTIC  ULCERS  UNDER  THE  CONDI- 
TIONS OF  A  DISTRICT  HOSPITAL.    (Rus.)    Ostashevskaia, 

le.  D.  (Lenin  Distr.  Hosp.,  Odessa,  USSR).   Sovet  Med  31(11): 
110-114,  1968. 

3026  VAGOTOMY  IN  CASES  OF  PEPTIC  ULCERS. 

(Rev.)(Rus.)  Bershadenko,  D.  D.  (P. 
Lumumba  U.  Friendship  Nations,  Moscow,  USSR).   Khirurgiia 
(Moskva)  45(2):  118-123,  1969. 

3027  PERFORATED  PEPTIC  ULCER:    A  REVIEW 
OF  29  CASES.    (E.)    Nagar,  R.  K.  (M.  L.  N. 

Med.  CoU.,  Allahabad,  India).  Punjab  Med  J  18(5):  196-200, 
1968. 

3028  CHOLEDOCHODUODENAL  FISTULA  COM- 
PLICATING CHRONIC  DUODENAL  ULCER  IN 

NIGERIANS.    (E.)    Lewis,  E.  A.  (Dept.  Med.  Radiol.,  U. 
Ibadan,  Nigeria)  and  S.  P.  Bohrer.    Gut  10(2):  146-149,  1969. 


3029  STUDIES  ON  THE  COURSE  OF  GASTRIC 
ULCER.   (Jap.)    Ikehata,  A.  Nichidai  I  Z  2^0): 

281-300,  1969. 

3030  THE  CYBERNETICS  OF  PEPTIC  ULCER.    (E.) 
Harvey,  N.  A.  (Glens  Falls  Hosp.,  N.  Y.).  New 

York  J  Med  69(3):430-435,  1969. 


3031 


3032 


POSTERIOR  PERFORATED  ULCER.    (E.) 

Alvarez,  W.  C.  Mod  Med  37(9):99-100,  1969. 


PEPTIC  ULCER  PERFORATION  OF  THE  GAS- 
TRODUODENAL ARTERY  COMPLEX:    CLINI- 
CAL FEATURES  AND  OPERATIVE  CONTROL.   (E.)    Berne, 
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:.  J.  (U.  Southern  California  Sch.  Med.,  Los  Angeles)  and  L. 
Losoff.  Ann  Surg  169(1):  141-144,  1969. 


3033 


PEPTIC  ULCER  IN  MASSACHESETTS  PHYSI- 
CIANS. (E.)   Monson,  R.  R.  (Harvard  Sch.  Publ. 


Peptic  Ulcers 

Hlth.,  Boston,  Mass.)  and  B.  Mac  Mahon.  New  EngJMed 
281(1):11-15,  1969. 

3034  ACTIVATION  LEVEL  AND  THE  PRODUCTION 

OF  GASTRIC  ULCERATION  IN  THE  RAT.  (E.) 
Hornbuckle,  P.  A.  (Virginia  Commonwealth  U.,  Richmond,  Va.) 
and  W.  Isaac.   Psychosom  Med  31(3):247-250,  1969. 


See  also:    2673,2678,2780,2815,2879,2880,2905,2924,2925,2937,3284 
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3035  EMERGENCY  SURGERY  IN  REGIONAL 

ENTERITIS  (CROHN).    (Fr.)    Turai,  I. 
(Emergency  Hosp.,  U.  Bucharest,  Romania),  E.  Lupu,  P. 
Blidaru,  E.  Rojeala,  M.  Dimitriu  and  S.  Stan.   Rev  Med 
Moyen  Orient  24(4):299-309,  1967. 

Among  21,793  hospitalized  patients  in  4  yr,  7586  were  ad- 
mitted because  of  acute  abdominal  conditions,  and  25  (0.33%) 
of  these  were  for  regional  enteritis.    Fourteen  patients  were 
below  45  yr  and  11  above  45  (17  were  male  and  8  female). 
Nineteen  were  in  stage  I  and  10  of  the  19  were  complicated; 
6  were  in  stage  II  and  5  of  the  6  were  complicated.   The  most 
frequent  localization  was  the  ileum  (10),  the  ileum  with  other 
sites  (9),  the  jejunum  (4),  and  the  duodeno-jejunum  (1). 
Radiological  studies  were  made  in  only  3  preoperatively.   Twenty- 
three  were  treated  surgically.    There  have  been  8  recurrences 
during  a  4  yr  followup.    Radiotherapy  was  useful  in  the  acute 
phase.   Prognosis  is  reserved  and  work  capacity  limited. 

3036  THE  OPERATIVE  TREATMENT  OF  CROHN'S 

DISEASE  COMPLICATED  BY  FISTULAE. 
A  PERSONAL  CONSECUTIVE  SERIES.    (E.)    Enker,  W.  E. 
(U.  Chicago  Hosp.,  Ul.)  and  G.  E.  Block.   Arch  Surg  98(4): 
493-499,  1969. 

The  preoperative  management  and  surgical  treatment  of  19 
patients  (10  men  and  9  women,  17-59  yr  old)  having  regional 


enteritis  with  fistulae  are  presented.    Ten  of  the  19  patients  had  ; 
had  a  total  of  20  operations  for  regional  enteritis.    Enterocu- 
taneous  (10),  enteroenteric  (4),  entero cavitary  (5),  ileocolic  (3) 
and  enterovesicocutaneous  (1)  fistulae  were  encountered.    Cor- 
ticosteroid therapy  had  been  given  to  68%  of  the  patients  for 
2  weeks  to  3  yr.    Operative  procedure  consisted  of  the  trans^      ' 
verse  abdominal  incision  and  en  bloc  resection  of  the  diseased 
bowel  in  continuity  with  the  contaminated  fistula  tract,  anas- 
tomosis of  the  end  of  the  small  bowel  to  the  side  of  the  colon, 
and  drainage  of  abdominal  abscesses  and  fistulae  tracts.    Co- 
pious irrigation  of  the  abdomen  with  normal  saline  was  used 
in  all  patients  without  intra-abdominal  antibiotics.    There  were 
no  operative  deaths;  two  late  deaths  (one  from  nutritional  cir- 
rhosis and  the  other  from  metastatic  adenocarcinoma  of  the 
small  bowel)  were  umelated  to  surgery. 


3037 


1968. 


REGIONAL  ENTERITIS.    (Sp.j    Pera  Jimenez, 
C.   Rev  Esp  EnfermApar  Dig  27(10):  1483-1496, 


3038  ADENOCARCINOMA  OF  THE  SMALL  INTES- 

TINE AND  OTHER  MALIGNANT  TUMORS 
COMPLICATING  REGIONAL  ENTERITIS.    CASE  REPORT 
AND  REVIEW  OF  THE  LITERATURE.    (E.)    Tyers,  G.  F.  0. 
(Philadelphia  VA  Hosp.,  Pa.),  E.  Steiger  and  S.  J.  Dudrick. 
Ann  Surg  169(4):510-518,  1969. 


See  also:    3042,3103,3115,3120 
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139  INCREASED  RATIO  OF  GLYCINE-  TO  TAU- 

RINE-CONJUGATED  BILE  SALTS  IN  PATIENTS 
ITH  ILEAL  DISORDERS.    (E.)    Garbutt,  J.  T.  (Duke  U. 
jd.  Ctr.,  Durham,  N.  C),  K.  W.  Heaton,  L.  Lack  and  M.  P. 
ror.   Gastroenterology  56(4):71 1-720,  1969. 

le  relative  conjugation  of  cholic  acid  with  glycine  and  taurine 
l:T  ratio)  was  studied  in  duodenal  fluid  obtained  from  13 
tients  with  ileal  disorders,  4  patients  with  disorders  which 
i^olved  the  duodenojejunum  primarily  (2  with  nontropical 
rue  and  2  with  Whipple's  disease),  and  5  student  volunteers, 
le  enterohepatic  recirculation  of  sodium  taurocholate-24-l'+C 
IS  studied  in  all  subjects,  and  the  relative  conjugation  (G:T 
tio)  of  deoxycholate-l^c,  derived  from  bacterial  metabolism 

the  injected  taurocholate-l^C,  was  measured  in  appropriate 
lodenal  samples.   In  selected  experiments,  unconjugated  bile 
Its,  cholic  acid-l^c  and  deoxycholic  acid-14c,  were  each  ad- 
inistered  i.v.,  and  their  relative  conjugation  (G:T  ratio)  was 
easured  in  duodenal  samples  obtained  throughout  an  initial 
liT  period  and  serially  thereafter.    For  both  bile  salts,  the 
west  G:T  ratio  exhibited  by  patients  with  a  disorder  of  the 
;um  was  higher  than  the  highest  G:T  ratio  observed  in  either 
jdent  volunteers  or  patients  with  duodenojejunal  disorders, 
lese  changes  were  related  to  the  markedly  decreased  entero- 
:patic  recirculation  of  injected  taurocholate-l^c  and  injected 
lOxycholate-l^C  in  patients  with  ileal  disorders.   The  G:T 
tio  of  cholic  acid-l^c  and  deoxycholic  acid-l^C  was  elevated 

comparable  levels  in  duodenal  fluid  sampled  throughout  the 
hr  period  following  intravenous  injection  of  these  bile  salts 
to  patients  with  ileal  disorders.    Serial  determinations  of 
:T  ratio  for  deoxycholate-l^c  were  similar  to  initial  values 
ter  injection  of  either  deoxycholate-l^C  or  taurocholate-l^C. 
lus,  the  hepatic  origin  of  these  altered  G:T  ratios  has  been 
smonstrated.    Although  the  precise  mechanism  involved  in 
e  production  of  these  changes  was  not  determined,  oral  ad- 
inistration  of  taurine  to  patients  with  ileal  disorders  resulted 

a  marked  decrease  in  G:T  ratio,  demonstrating  a  maintained 
ipacity  for  conjugation  with  taurine.    Patients  with  Whipple's 
sease  exhibited  G:T  ratios  for  both  bile  salts  which  were  in- 
rmediate  between  those  of  student  volunteers  and  patients 
ith  nontropical  sprue,  on  the  one  hand,  and  patients  with 
:al  disorders  on  the  other,  decreasing  to  a  normal  range  after 
eatment. 

'040  CALCIUM  KINETIC  STUDIES  IN  PATIENTS 

WITH  MALABSORPTION  SYNDROME.    (E.) 

anison,  J.  E.  (Toronto  Gen.  Hosp.,  Ontario,  Canada),  A.  J.  W. 
itchman,  J.  M.  Finlay  and  K.  G.  McNeill.    Gastroenterology 
5(4):751-757,  1969. 

»  a  group  of  12  patients  with  steatorrhea  secondary  to  various 
;iologies,  defective  calcium  absorption  and  negative  calcium 
ilance  occurred  in  all  patients  with  biochemical  osteomalacia, 
osses  of  body  calcium  resulted  from  obligatory  endogenous 
seal  losses.   High  endogenous  fecal  calcium  values  appeared 
)  be  due  to  increased  digestive  juice  secretions  as  well  as  de- 
!ctive  reabsorption.    Bone  calcium  turnover  in  osteomalacia 
iried  from  below  to  well  above  the  normal  range  in  agreement 
ith  reported  data  on  bone  biopsy  studies.    Markedly  elevated 
one  calcium  accretion  rates  were  found  in  idiopathic  steator- 
lea  alone  and  were  associated  with  advanced  bone  disease. 


3041  STUDIES  OF  MALABSORPTION  OCCURRING 

IN  PATIENTS  WITH  LAENNEC'S  CIRRHOSIS. 

(E.)    Marin,  G.  A.  (Philadelphia  Gen.  Hosp.,  Pa.),  M.  L.  Clark 
and  J.  R.  Senior.    Gastroenterology  56[4)Jn-136,  1969. 

The  review  of  autopsy  protocols  and  histological  sections  of 
154  patients  with  Laennec's  cirrhosis  revealed  an  incidence  of 
pancreatic  lesions  of  28%.    A  prospective  study  of  the  small 
bowel  absorptive  function  of  20  alcoholic  cirrhotics  revealed 
steatorrhea  in  10  of  them.    No  other  parameter  of  small  bowel 
absorption  showed  significant  abnormality.    Radiological  studies 
of  the  intestine.  Schilling  tests,  and  small  bowel  biopsies  were 
within  normal  limits.    The  D-xylose  test  was  normal  in  the  20 
patients  as  judged  by  normal  blood  levels;  decreased  5-hr  urinary 
excretion  was  only  found  in  those  patients  with  ascites  or  de- 
creased renal  function.    Normal  bacterial  population  was  found 
in  the  duodenum  of  19  of  these  patients.   The  steatorrhea  found 
in  the  10  patients  could  be  ascribed  to  neomycin  administration 
in  3  of  them  and  to  severe  pancreatic  insufficiency  in  another 
4.   The  remaining  3  patients  had  maximal  bicarbonate  concen- 
trations below  normal  levels  and,  therefore,  probable  pancreatic 
insufficiency.   The  results  reveal  that  the  steatorrhea  found  in 
these  patients  with  Laennec's  cirrhosis  was  secondary  to  either 
neomycin  administration  or  pancreatic  insufficiency,  rather  than 
to  the  cirrhotic  process  per  se.    These  results  indicate  that  small 
bowel  absorptive  function  is  normal  in  cirrhosis  and  that  the 
steatorrhea  commonly  found  in  association  with  this  disease 
is  secondary  to  a  variety  of  other  disorders. 

3042  IMMUNOGLOBULIN  G  (IgG)  METABOLISM  IN 
GASTROINTESTINAL  PROTEIN  LOSS.    (Dan.) 

Soltoft,  J.  (State  Hosp.,  Copenhagen,  Denmark),  H.  Westergaard, 
G.  Bendixen,  K.  Bro-Jorgensen,  M.  Yssing  and  S.  Jarnum. 
Ugeskr  Laeger  130(21):892-897,  1968. 

Immunoglobulin  G  (IgG)  and  albumin  metabolism  was  investi- 
gated by  the  use  of  radioiodine-labeled  substrates  in  1 8  patients 
(1-59  yr  old)  with  gastrointestinal  protein  loss  (due  to  lymphan- 
giectasis,  Crohn's  disease,  ulcerative  jejunitis,  Menetrier's  disease, 
the  Cronkhite-Canada  syndrome,  or  unknown  factors)  and  in  1 1 
healthy  controls  (29-91  yr  old)  in  order  to  determine  whether 
protein-losing  enteropathy  affects  albumin  and  immunoglobulins 
to  the  same  extent.    For  the  18  patients  as  a  group  and  for  the 
7  patients  with  lymphagiectasis  in  particular,  albumin  loss  (as 
a  percentage  of  the  intravscular  pool  per  day)  was  greater  than 
IgG  loss  (17-60%/day  and  16-47%/day,  resp.  for  lymphangiecta- 
sis),  probably  because  plasma  proteins  with  lower  molecular 
weights  tend  to  be  lost  more  rapidly  than  those  with  higher 
molecular  weights.    The  normal  average  IgG  loss  in  the  1 1  con- 
trols was  6.6%/day.    In  5  patients  with  Crohn's  disease,  however, 
IgG  loss  was  greater  than  albumin  loss  (12-29%/day  and  11- 
20%/ day,  resp.),  and  in  3  of  these  IgG  synthesis  was  up  to  10 
times  as  high  as  the  normal  average  (155-318  mg/kg/day  com- 
pared to  16-57  mg/kg/day  in  controls).    Similar  stimulation  of 
immunoglobulin  metabolism  is  seen  in  other  types  of  intestinal 
inflammation. 

3043  BLIND  LOOP  SYNDROME  IN  CHILDREN: 
MALABSORPTION  SECONDARY  TO  INTESTINAL 

STASIS.    (E.)    Hayes,  B.  J.  (Res.  Inst.,  Hosp.  Sick  Children, 
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Toronto,  Canada)  ana  J.  R.  Hamilton.   >lrc/2  Dis  Childh  44(233): 
76-81,  1969. 

Case  reports  aie  presented  for  4  patients  (1  male  and  2  female 
infants,  2  wk  to  2  yr  of  age,  plus  a  10-yr-old  boy)  with  malab- 
sorption secondary  to  intestinal  stasis.    Stunting  of  growth  and 
increased  fecal  fat  excretion  were  noted  in  each  case,  but  the 
latter  decreased  in  3  cases  after  tetracycline  therapy.    Three  of 
the  cases  followed  intestinal  surgery  and  1  was  due  to  a  con- 
genital mid-jejunal  diaphragm.    In  3  children,  trypsin  and  chy- 
motrypsin  studies  were  normal  and  in  the  other  the  pancreas 
was  normal  at  post  mortem.   A  megaloblastic  bone  marrow  and 
abnormal  Schilling  test  with  a  normal  FIGLU  test  were  found 
in  one  of  two  patients  subjected  to  hematologic  studies.    Suc- 
cessful surgery  was  performed  on  two  of  the  patients  and  in 
each  the  duodenal  mucosa  was  normal. 

3044  ACTIVE  ABSORPTION  OF  D-XYLOSE  IN 

CHILDREN.    (E.)    Beyreiss,  K.  (Child.  Hosp., 
Karl-Marx  U.  Leipzig,  Germany),  H.  Theile  and  H.  Willgerodt. 
German  Med  Monthly  13(ll):544-548,  1968. 

Xylose  and  arabinase  were  separately  administered  p.o.  as  one 
dose  after  an  8  hr  fast  and  again  as  a  10%  solution  i.v.  over  a 
1  hr  period  to  12  healthy  children  (9  months  to  4  yr  of  age). 
D-xylose  was  better  metabolized  when  given  i.v.  (29%  recovered 
from  the  urine  versus  41%  of  the  arabinase)  and  better  absorbed 
when  given  p.o.  (20%  versus  9.9%  recovery).    Ten  healthy  chil- 
dren (9  to  13  months  old)  received  the  same  amount  of  pentose 
with  glucose  (2  g/kg)  48  hr  after  administration  of  xylose  p.o. 
Arabinase  and  glucose  were  given  1  week  later.    The  absorption 
of  xylose  was  significantly  inhibited  by  glucose  while  arabinase 
was  unaffected.    The  absorption  of  xylose  was  normal  in 
children  (14  months  to  4  yr)  with  celiac  disease  who  were  on 
a  gUadine-free  diet  and  was  significantly  reduced  by  gliadine 
administration.    Arabinase  absorption  was  not  influenced  by 
gliadine  but  was  lower  in  celiac  disease. 

3045  ABO  BLOOD  GROUPS,  SECRETOR  STATUS, 

AND  INTESTINAL  ALKALINE  PHOSPHATASE 
CONCENTRATIONS  IN  PATIENTS  WITH  CELIAC  DISEASE. 

(E.j    Langman,  M.  J.  S.  (Dept.  Med.,  U.  Nottingham,  England). 
J.  G.  BanweU,  J.  S.  Stewart  and  E.  B.  Robson.  Gastroenterology 
57(l):19-23,  1969. 

The  incidence  of  ABO  blood  groups  and  ABH  secretors  together 
with  serum  intestinal  alkaline  phosphatase  levels  in  212  patients 
with  celiac  disease  were  compared  with  63,000  controls.   Dif- 
ferences were  slight  and  intestinal  alkaline  phosphatase  was  un- 
altered in  the  presence  of  the  disease.    Any  genetic  predisposi- 
tion to  celiac  disease  is  apparently  not  associated  with  these 
factors. 
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England),  A.  Brzechwa-Ajdukiewicz  and  C.  F.  McCarthy. 
J  Dig  Dis  14(3):200-205,  1969. 


3048 


Amer 


MALABSORPTION  IN  PATIENTS  WITH  PUL- 
MONARY TUBERCULOSIS  TESTED  WITH  D- 
XYLOSE.    (Pol.)    Florkiewicz,  H.  (Acad.  Med.,  Lublin,  Poland), 
S.  Grodzki  and  G.  Horubala.  Pol  Tyg  Lek  24(13):485-487,  1969, 

3049  THE  PLACE  OF  MEDIUM  CHAIN  TRIGLY- 
CERIDES.   [EDITORIAL]    (E.)    Senior,  J.  R. 

(Philadelphia  Gen.  Hosp.,  Penna.).  Amer  J  Med  Sci  257(2): 
75-80,  1969. 

3050  STEATORRHOEA  AND  INTRA-ABDOMINAL 
LYMPHOMA.    (E.)    Shreeve,  D.  R.  (Dept.  Path., 

Manchester  U.,  England),  P.  Horrocks  and  A.  R.  Mainwaring. 
Scand  J  Gastroent  3(6):577-585,  1968. 

3051  INTESTINAL  MALABSORPTION.    (A  STUDY 
OF  22  CASES).    (Por.)    Berlin,  S.  O.,  G.  Brant, 

C.  G.  Lofgren  and  S.  G.  Sjoberg.  Arq  Hosp  Santa  Casa  14(2): 
87-90,  1968. 

3052  MALIGNANCY  AND  ADULT  COLLI  AC  DIS- 
EASE.   (E.j   Cooke,  W.  T.  (Gen.  Hosp.,  Birminghan 

England),  H.  Thompson  and  J.  Alexander  Williams.   Gut  10(2): 
108-111,  1969. 

3053  INTESTINAL  DIS ACCH ARID ASE  ACTIVITY 
IN  PSORIASIS  VULGARIS.    (E.)    Madzarovova" 

Nohejlova,  J.  (2nd  Inter.  Clin.,  Charles  U.,  PlzSn,  Czechoslovakia; 
and  M.  Pokorny.    T  Gastroent  12(1):9-17,  1969. 

3054  THE  IMMUNOGLOBULINS  OF  INTESTINAL 
MUCOSA  OF  CHILDREN  IN  CELIAC  DISEASE 

AND  OTHER  PATHOLOGICAL  CONDITIONS.    (E.j    Nordio, 
S.  (Dept.  Pediat.  U.  Genoa,  Italy),  C.  Borrone,  A.  G.  Marchi 
and  G.  Vignola.   Helv  Paediat  Acta  22(3):  320-330,  1967. 

3055  SJOGREN-LARSSON  SYNDROME  WITH  ' 
EXUDATIVE  ENTEROPATHY:    INFLUENCE 

OF  MEDIUM-CHAIN  TRIGLYCERIDES  ON  THE  SYMPTOMA- 
TOLOGY.   [CASE  REPORT]    (E.j    Hooft,  C.  (Dept.  Pediat., 
State  U.,  Ghent,  Belgium),  J.  Kriekemans,  K.  van  Acker,  E. 
Devos,  S.  Traen  and  G.  Verdonk.   Helv  Paediat  Acta  22(5): 
447-458,  1967. 

3056  COELIAC  DISEASE:    A  REVIEW.    (E.j 
Townley,  R.  R.  W.  (Queen  Victoria  Hosp.,  , 

Victoria,  Australia)  and  C.  M.  Anderson.  Ergebn  Inn  Med 
Kinderheilk  26:1-44,  1967. 


3046  ACTIVE  COELIAC  DISEASE  IN  CHILDHOOD. 
CLINICAL  AND  LABORATORY  FINDINGS 

OF  FORTY-TWO  CASES.   (E.j    Hamilton,  J.  R.  (Hosp.  Sick 
Child.,  Toronto,  Canada),  M.  J.  Lynch  and  B.  J.  ReiUy.   Quart 
J  Med  38(150):135-158,  1969. 

3047  INTESTINAL  PSEUDO-OBSTRUCTION  WITH 
BACTERIAL  OVERGROWTH  IN  THE  SMALL 

INTESTINE.    (E.j    Pearson,  A.  J.  (Southmead  Hosp.,  Bristol, 


3057  A  CASE  OF  CONGENITAL  LACTOSE  IN- 
TOLERANCE WITH  TRANSITORY  LACTOSURI 

(It.j    Centa,  A.  (Dept.  Human  Genetics,  U.  Genoa,  Italy). 
Minerva  Pediat  19(27):1376-1381,  1967. 

3058  INTESTINAL  PATHOLOGY  OF  TROPICAL 
SPRUE.    (E.j    England,  N.  W.  J.  (Eastern 

Command  Lab.,  London,  England).   Amer  J  Clin  Nutr  21(9): 
962-975,  1968. 
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3059 


COMPARISON  OF  STAGNANT-LOOP  SYN- 
DROME WITH  CHRONIC  TROPICAL  SPRUE. 


(E.)    Booth,  C.  C.  (Postgrad.  Med.  Sch.,  London,  England), 
S.  Tabaqchali  and  D.  L.  Mollin.  Amer  J  Qin  Nutr  2 1(9):  1097- 
1109, 1968. 


See  also:    2763,2823,2825,2861,2906,3022,3132,3200,3267 
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3060  NEUROAUTONOMIC  DYSTONIA  IN  META- 

AMEBIC  COLOPATHY:    PS YCHOPATHO LOGI- 
CAL ASPECTS  OF  THE  STUDY  OF  THE  PERSONALITY. 

(Fr.)  Dupre,  N.  (R.  Picque  Milit.  Teaching  Hosp.,  Bordeaux, 
France)  and  C.  Jean- Jean.  Actualites  Hepatogastroent  Hotel 
Dieu  5(1):B1-B10,  1969. 

Based  on  laboratory,  clinical  and  psychological  studies  of  34 
male  patients  with  a  history  of  intestinal  amebiasis  dating  back 
an  average  of  15.5  yr,  the  neuroautonomic  dystonia  seen  in 
such  patients  is  described  as  an  intermediate  stage  between  pure 
colitis  and  pure  psychopathology.    Studies  of  the  heart  rate, 
orthostatic  stability  and  the  response  to  ocular  and  abdominal 
compression  revealed  predominant  vagotonia  in  50%  of  these 
patients,  amphotonia  in  35%,  and  ortho sympathetic  tone  in 
15%;  in  patients  with  vagotonia,  atropine  therapy  may  be  in- 
dicated.   In  over  50%  of  the  cases,  spasmophilia  was  noted 
which  sometimes  required  magnesium  therapy;  finally,  about 
50%  also  showed  histamine  hypersensitivity.    The  Minnesota 
Multiphasic  Personality  Inventory  indicated  a  compulsive  type 
of  neurosis  in  48%  and  anxiety  in  40%,  with  only  4  normal 
results  out  of  34.    Projective  Rorschach  studies  indicated  a 
psychasthenic  or  obsessive  personality  in  42.8%  and  a  generally 
hysterical  personality  in  another  40%.    Based  on  integrated 
study  of  the  patient's  personality  and  clinical  symptoms,  it  is 
possible  to  distinguish  those  cases  in  which  tranquilizers  are 
indicated  and  those  which  will  respond  best  to  psychotherapy 
alone. 

3061  A  STUDY  OF  250  CASES  WITH  TUMORS 
OF  THE  RECTUM  AND  SIGMOID.    (Fl.j 

Vandamme,  J.  P.  (St.  Jozef  Clin.,  Bmgge,  Belgium)  and  R. 
Maenhoudt.   Acta  Chir  Belg  67(8):821-838,  1968. 

Among  250  patients  (56%  male;  12-91  yr  old,  average  64.5) 
with  primary  carcinoma  of  the  rectum  and/or  sigmoid  colon 
(confirmed  histologically  in  80%)  treated  during  the  period 
1948-66,  most  had  had  symptoms  (constipation,  abdominal 
pain,  mucus  discharge,  bleeding,  weight  loss,  diarrhea)  for 
7-8  months,  49%  had  a  severe  associated  illness,  78%  were 
still  locally  resectable,  and  12%  required  extensive  surgery. 
Although  the  approach  was  generally  radical,  only  74%  were 
actually  resected  and  only  50%  were  considered  curable  at 
time  of  operation.    The  postoperative  mortality  (30  days) 
was  4.3%  among  those  resected,  compared  to  17.2%  among 
those  subjected  to  surgery  in  whom  the  tumor  could  not  be 
excised.    The  5-  and  10-yr  survivals  for  the  entire  group  of 
patients  were  51%  and  29%,  resp.,  but  for  the  "curable"  cases 
the  comparable  figures  were  71%  and  43%.    Techniques  em- 
ployed included  the  Mikulicz  resection  (6%),  low  abdominal 
resection  (6%),  conventional  resection  with  reanastomosis 
(24%),  and  abdominoperineal  amputation  of  the  rectum  (50%). 
Complications  which  could  be  referred  specifically  to  the 
operation  included  stenosis  of  the  anastomosis,  debridement 
of  cicatricial  tissue,  fistula  and  abscess  formation,  adhesions, 
and  hemorrhage.    Radical  surgery  immediately  after  diagnosis 
is  recommended  for  patients  with  malignancies  of  the  large 
bowel. 

3062  THE  USE  OF  GENTAMICIN  FOR  PREOPERA- 
TIVE PREPARATION  OF  THE  LARGE  BOWEL. 


(E.)    Houghton,  G.  W.  (Prince  Henry  Hosp.,  Sydney,  Australia). 
Med  J  Aust  l(19):796-799,  1968. 

Sixteen  patients  undergoing  colon  surgery  had  routine  mechani- 
cal as  well  as  gentamicin  (50  mg  every  4  hr  for  48  hr)  bowel 
preparations.   Pre-  and  post-treatment  rectal  cultures  were  ob- 
tained and  plated  on  sodium  azide  blood,  MacConkey's, 
Sabouraud's,  tomato  juice  and  mannitol-salt  agars.    Gentamicin 
was  effective  in  eliminating  most  pathogenic  bacteria  and  dem- 
onstrated in  vitro  activity  against  strains  of  staphylococci  resis- 
tant to  neomycin  and  kanamycin.   There  were  no  side  effects 
attributable  to  gentamicin,  but  it  allowed  the  overgrowth  of 
yeast  organisms  in  some  instances.   No  systemic  effects  occurred 
in  the  cases  studied. 


3063  ACUTE  APPENDICITIS  IN  A  UNIVERSITY 
HEALTH  SERVICE.    OBSERVATION  OF 

DOUBTFUL  CASES  IMPROVES  DIAGNOSTIC  ACCURACY 
WITHOUT  INCREASING  MORBIDITY.    (E.)    Perry,  T.  Jr. 
(Rhode  Island  Hosp.,  Providence).   Rhode  Island  Med  J  5 1(1): 
34-37,  1968. 

Among  72  male  university  students  with  a  preoperative  diagno- 
sis of  appendicitis,  1  patient  had  a  perforated  diverticulum,  1 
regional  enteritis,  2  mesenteric  adenitis  and  1  no  pathology. 
Of  61  cases  available  for  analysis,  53  were  operated  upon  with- 
in 30  hr  of  their  first  symptoms  and  none  who  were  observed 
for  periods  longer  than  18  hr  before  hospitalization  had  rup- 
tured appendices.   Of  55  patients  with  unruptured  appendicitis, 
54  were  discharged  to  classes  within  10  days. 

3064  SIGMOID  VOLVULUS.   (E.)    Binns,  F.  (Royal 
Prince  Alfred  Hosp.,  Sydney,  Australia).  Med  J 

Aust  l(20):846-848,  1968. 

During  a  ten-yr  review  of  intestinal  obstruction,  20  cases  of 
sigmoid  volvulus  (15  female  and  5  male)  were  found  represent- 
ing 1.9%  of  the  total  cases.    Pain  averaging  3-4  days  duration 
occurred  in  16  cases,  distention  in  14,  vomiting  in  10  and  con- 
stipation in  11.   Physical  examination  revealed  distention  in  18 
and  tenderness  in  4.    Five  patients  were  admitted  in  shock  and 
3  of  these  died.    X-ray  findings  were  typical  of  volvulus  in  10 
cases.   A  Paul-Mikulicz  procedure  was  performed  in  7  cases, 
resection  and  end-to-end  anastomosis  in  7,  laparotomy  with 
aspiration  and  untwisting  in  2  and  a  rectal  tube  passed  and 
subsequently  guided  into  the  colon  at  surgery  in  1  case.   Ten  of 
the  17  patients  who  received  operative  treatment  developed  com- 
plications, and  the  overall  mortality  in  the  series  was  30%. 

3065  INCISIONAL  HERNIAS  AS  A  FUNCTION  OF 

AGE.    (E.)    Viljanto,  J.  (U.  Turku,  Finland)  and 
E.  Vanttinen.  Ann  Chir  Gynaec  Fenn  57(2):246-249,  1968. 
Eighty-eight  patients  reevaluated  3  to  7  yr  after  abdominal 
surgery  and  found  to  have  incisional  hernias  were  compared 
with  patients  with  peptic  ulcer  procedures  and  gallbladder  sur- 
gery for  the  same  postoperative  yr.   In  1  yr  the  age  and  sex 
distribution  of  appendectomized  patients  was  recorded.    After 
cholecystectomy  males  seemed  to  have  incisional  hernias  5  times 
as  often,  and  after  partial  gastrectomies  4  times  as  often  as 
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females.   After  appendectomies,  hernias  were  twice  as  common 
in  males.   The  McBurney  incision,  even  when  infected,  was  the 
safest  abdominal  incision  followed  by  the  upper  midhne  and 
transrectal  incisions.   Twenty  of  24  patients  with  incisional 
hernias  after  cholecystectomy  were  sutured  with  chromic  cat- 
gut.   The  ages  of  patients  with  hernias  after  peptic  ulcer  surgery, 
cholecystectomy,  and  appendectomy  were  apparently  10,  7, 
and  20  yr  more  than  average.   The  youngest  patient  with  an 
incisional  hernia  after  a  noninfected  cholecystectomy  incision 
was  40,  in  the  partial  gastrectomy  group  43,  and  at  appendec- 
tomy 39.    Renal  function  was  normal  in  all  the  cases,  but  there 
were  4  times  as  many  external  hernias  as  in  the  controls.    Of 
the  whole  group  of  88  hernias,  36  occurred  after  wound  infec- 
tion. 

3066  TENIECTOMY  FOR  COLONIC  ELONGATION 

(NAJAFI-BEATTIE  PROCEDURE).    (E.) 

Hovnanian,  A.  P.  (St.  Francis  Hosp.,  Evanston,  111.)  and  R. 
Prudencio.  /«r  5w/-^  50(1):  149-154,  1968. 

Measurements  of  normal  colon  sections  obtained  at  the  autopsy 
of  48  unselected  patients  were  made  before  and  after  the  exci- 
sion of  tenia  coli.    The  ascending,  descending,  transverse  and 
pelvisigmoid  colons  all  showed  elongation  after  the  removal  of 
at  least  one  tenia.   The  average  elongation  after  triple  tenectomy 
for  the  entire  colon  was  21.5  cm,  after  dual  tenectomy  7.5  cm, 
and  after  single  tenectomy  5.2  cm. 


3067  CLINICAL  ASPECTS  OF  CONGESTIVE  PROCTI- 

TIS.   (It.)    Muratori,  F.  (Turin  Gen.  Hosp.,  Italy) 
and  F.  Presti.   Minerva  Gastroent  14(4):237-241,  1968. 

A  survey  of  568  patients  (313  males  and  255  females)  subjected 
to  rectoscopy  revealed  in  256  (45%)  diffuse  congestive  proctitis. 
In  25.7%  (29  males  and  37  females)  the  proctitis  was  primitive, 
in  43%  (67  males  and  44  females)  it  was  hemorrhoidal,  in  11% 
(20  males  and  9  females)  it  was  hemorrhoidal  associated  with 
other  pathologic  conditions  of  the  large  intestine,  in  19%  (22 
males  and  28  females)  it  was  hemorrhoidal,  associated  with 
other  pathologic  conditions  (allergy,  ionic  radiation  injury, 
diverticulosis,  prostatic  hypertrophy,  uterine  fibromatosis,  and 
fecaloma).    Symptomatology  was  asthenia,  pain,  anal  itching, 
anemia,  mucous  hypersecretion,  alteration  of  alvus,  proctor- 
rhagia.   The  endoscope  picture  was  characterized  by  red  cyano- 
tic mucosa,  hypersecretion  of  mucus,  and  hemorrhagic  pheno- 
mena.  Histologic  examination  showed  lymphomonocitic  infil- 
trations in  tunica  propria,  dilatations  of  capillary  vessels,  muci- 
parous hyperactivity,  erosions  of  mucosa. 

3068  SOME  OBSERVATIONS  ON  1091  RECTOS- 

COPIES.    (It.)    Saracco,  C.  (Inst.  Clin.  Gen.  Med., 
U.  Turin,  Italy),  R.  Bertero  and  G.  Bruno.   Minerva  Gastrent 
14(4):230-236,  1968. 

Rectoscopies  were  performed  on  1091  patients  (699  males  and 
422  females).    Rectal  bleeding  was  present  in  60.7%;  anorectal 
symptomatology  in  35.9%;  abdominal  pain  in  32.8%  diarrhea 
in  28.9%,  loss  of  weight  in  27.7%,  stypsis  in  16.1%;  and  melena 
in  2.8%  of  the  patients.    Results  revealed  normal  conditions  in 
27.2%;  tumors  (mainly  within  18  cm.  of  the  anal  orifice)  in 
12.9%;  ulcerous  rectocolitis  in  7.3%;  polyposis  in  5.1%,  sigmoidi- 
tis in  4.4%;  proctosigmoiditis  in  3.5%;  stenosis  in  1.4%;  soUtary 
ulcers  in  0.6%;  granuloma  in  0.2%  of  the  patients.   The  analysis 


of  the  symptomatology  in  association  with  proctologic  condi- 
tions failed  to  reveal  any  unequivocally  characteristic  symptoms, 
except  for  ulcer-hemorrhagic  rectocolitis,  in  which  the  symptoms: 
diarrhea,  rectal  bleeding,  and  abdominal  pain  were  present  in 
almost  100%  of  cases. 

3069  SYMPATHETIC  INNERVATION  OF  THE  COLON 
IN  HIRSCHSPRUNG'S  DISEASE:    A  HISTO- 

CHEMICAL  STUDY.    (E.)    Ehrenpreis,  T.  (Dept.  Histol., 
Karolinska  Inst.,  Stockholm,  Sweden),  K.  A.  Norberg  and  C. 
Wirsen.   J  Pediat  Surg  3(l):43-49,  1968. 

Rectosigmoidectomy  specimens  from  10  patients  with  Hirsch- 
sprung's disease  were  studied  histochemicaUy  by  a  fluorescence 
technique,  permitting  selective  visuaUzation  of  adrenergic  nerve 
terminals.   In  histologically  normal  segments  of  bowel,  synaptic 
arborizations  around  the  intrinsic  ganglia  were  present  and  had 
the  same  appearance  as  demonstrated  earlier  in  several  animal 
species.    In  aganglionic  bowel,  no  adrenergic  synapses  were 
found.   These  findings  imply  that  the  mediation  of  not  only 
parasympathetic  but  also  sympathetic  influences  to  aganglionic 
bowel  are  interrupted.    Functional  denervation  promotes  spastic 
contraction,  which  is  the  main  characteristic  of  the  distal  agangli- 
onic segment  of  bowel  in  Hirschsprung's  disease. 

3070  XHE  RESULTS  OF  53  RIGHT  HEMICOLECTO- 
MIES FOR  NONCANCEROUS  LESIONS.    (Fr.) 

Peycelon,  R.  (Surg.  Clin.  B,  Fac.  Med.  Lyon,  France),  X.  Delore 
and  B.  Croizat.   Lyon  Chir  65(l):36-54,  1969. 

Right  hemicolectomy,  rather  than  conservative  or  temporary 
surgery,  was  performed  in  53  cases  during  the  period  1943-67. 
In  all  but  one  case  (perforation  of  the  ileal  loop  12  yr  after 
ileotransversostomy),  the  right  hemicolectomy  was  performed 
as  a  single-stage  procedure,  the  technique  for  which  is  described 
in  detail.    The  principal  indications  for  this  operation  were: 
nonspecific  inflammatory  granulomas  (16  cases),  stercoral  fistu- 
las (8  cases),  ileocecal  tuberculosis  (7  cases),  Crohn's  disease  of 
the  colon  (5  cases),  surgical  injuries  to  the  ileocecal  segment 
(4  cases),  lesions  of  the  terminal  ileum,  volvulus  or  invagination 
of  the  right  colon,  benign  tumors  of  the  mesentery  and  meso- 
colon, intestinal  infarction,  and  postoperative  peritonitis.    The 
main  postoperative  complications  were  fistula  formation  (5  cases), 
occlusion  (3  cases),  and  thromboembolism  (3  cases),  but  in  30 
cases  the  postoperative  course  was  smooth  with  an  average  hos- 
pital stay  of  only  23  days.   The  postoperative  mortality  was 
13.2%,  but  3  of  the  7  deaths  could  not  be  ascribed  to  the  type 
of  surgery  performed;  the  mortahty  rate  increased  sharply  with 
age  over  70.   The  diagnosis  and  long-term  results  in  each  type 
of  condition  are  discussed,  with  brief  case  reports,  and  it  is 
pointed  out  that  the  functional  results  were  generally  excellent. 


3071  INTRAUTERINE  GROWTH  RATE  IN  RELATION 

TO  ANORECTAL  AND  OESOPHAGEAL  ANOM- 
ALIES.   (E.J    Cozzi,  F.  (Hosp.  Sick  Child.,  London,  England) 
and  A.  W.  Wilkinson.  Arch  Dis  Childh  44(233):59-62,  1969. 

Between  1958  and  1967,  168  babies  less  than  1  month  old  were 
observed  with  esophageal  and/or  anorectal  anomalies.  They  were 
divided  into  three  groups:  75  (50  boys  and  25  girls)  with  ano- 
rectal anomalies  only,  76  (39  boys  and  37  girls)  with  esophageal 
anomalies,  and  17  (9  boys  and  8  girls)  with  both.  The  incidence 
of  prematurity  (gestation  of  less  than  38  weeks)  was  6.6%, 
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10.5%  and  47%  in  the  3  groups.    A  total  of  54  babies  had  birth 
weights  of  2500  g  or  less,  and  27  of  these  had  normal  gesta- 
tion periods.    Intrauterine  growth  retardation  was  noted  in  12%, 
21%  and  11%,  resp.   Compared  to  premature  infants,  the  low- 
birth-weight  babies  with  normal  gestation  periods  had  a  lower 
mortality  rate,  but  a  higher  incidence  of  hydramnios  and  twin- 
ning. 

3072  NONMETASTATIC  CUTANEOUS  MANIFESTA- 
TIONS OF  CANCER  OF  THE  COLON.    (E.) 

Rosato,  F.  E.  (U.  Pennsylvania  Sch.  Med.,  Philadelphia),  W.  B. 
Shelley,  W.  T.  Fitts  Jr.  and  L.  D.  MiUer.  Amer  J  Surg  117(2): 
277-281,  1969. 

A  review  of  1084  cases  of  colonic  cancer  seen  over  a  15-yr 
period  revealed  5  cases  (1  man  and  4  women,  49-76  yr  old) 
with  nonmetastatic  cutaneous  lesions.    Three  of  the  patients  had 
erythema  multiform,  one  had  the  skin  lesions  of  dermatomyositis, 
and  one  had  a  nonspecific  dermatitis.    Four  of  the  5  presented 
initially  with  their  cutaneous  manifestations,  while  the  other  had 
simultaneous  skin  and  bowel  complaints.    A  tumor  antigen  is 
postulated  as  being  responsible  for  the  associated  dermatologi- 
cal  condition. 

3073  EXPERIENCE  WITH  PARTIAL  RESECTION  OF 
THE  PUBORECTALIS  MUSCLE.    (E.)    Wallace, 

W.  C.  (Greenville,  S.  C.)  and  W.  M.  Madden.   Dis  Colon  Rectum 
12(3):196-200,  1969. 

Thirty-three  adults  and  13  children  underwent  partial  resection 
of  the  puborectalis  muscle  to  correct  increasing  constipation, 
impaction,  soiling,  incontinence  and  inability  to  evacuate  the 
rectum  in  spite  of  training.    Preoperative  X-rays  ruled  out  or- 
ganic disease.    Tissue  reports  showed  fibrosis  and,  occasionally, 
hypertrophy  of  the  skeletal  muscle.    General  improvement  was 
noted,  and  the  procedure  is  highly  recommended,  although  the 
follow-up  period  has  so  far  not  exceeded  2-3  yr. 

3074  CROHN'S  COLITIS.    (E.)    Stening,  G.  F.  (Royal 
Prince  Alfred  Hosp.,  Sydney,  Australia).  Med  J 

Aust  l(20):841-843,  1968. 

In  10  yr  18  patients  were  seen  with  Crohn's  colitis;  11  were 
under  40  and  7  were  over  50.   Thirteen  of  the  18  had  diffuse 
colitis  and  9  of  these  also  had  involvement  of  the  terminal 
ileum.    Four  of  the  other  5  had  single  strictures,  and  1  multiple 
narrowings.    None  had  disease  confined  to  the  distal  colon. 
The  female  to  male  ratio  was  2:1  and  the  presenting  symptoms 
were  diarrhea  and  colicky  abdominal  pain  in  14,  anal  lesions  in 
2,  and  rectal  bleeding  in  2.    Anal  lesions  were  diagnostic  in  4 
of  7  patients  biopsied.    All  18  patients  had  laparotomies,  with 
bowel  resection  in  17  and  mesenteric  lymph  node  biopsy  in  1. 
Rectal  biopsies  were  nondiagnostic  in  3  patients  with  rectal 
involvement.    The  disease  appears  to  run  an  indolent  course  in 
those  over  50  while  it  resembles  Crohn's  disease  of  the  small 
bowel  in  those  under  50.    Operative  mortaUty  in  the  series  was 
11%. 

3075  APPENDECTOMY  AND  CANCER  RISK.    (E.) 

Hyams,  L.  (Rutgers  Med.  Sch.,  New  Brunswick, 
N.  J.)  and  E.  L.  Wynder.   /  Chronic  Dis  21(6):391-415,  1968. 

An  extensive,  epidemiologically  oriented  questionnaire  was  ad- 
ministered to  1582  subjects  (900  males,  682  females)  with  and 


and  without  cancer  and  another  was  self-administered  by  700 
healthy  young  persons  in  order  to  assess  cancer  risk  following 
appendectomy.    Men  with  Hodgkin's  disease  evidenced  signifi- 
cantly higher  rates  of  appendectomy  than  controls.   No  other 
firm  correlations  between  appendectomies  and  cancer  were 
made.    An  appendectomy  procedure  itself  was  directly  related 
to  race  (Negro  only  5.8%  incidence)  and  to  other  abdominal 
operations  in  males  and  to  American  birth,  increasing  educa- 
tional levels,  increased  socio-economic  status,  private  hospital 
accomodations  and  abdominal  operations  in  women. 

3076  STRANGULATED  INGUINAL  HERNIA  IN  THE 
NEONATAL  PERIOD.    (E.j    Cartledge,  J.  McP. 

(Alder  Hey  Child.  Hosp.,  Liverpool,  England).  Aust  Paediat  J 
4(3):196-199,  1968. 

In  the  course  of  11  years,  2015  children  were  operated  upon 
for  inguinal  hernia.    Of  these,  140  (7%)  were  strangulated,  and 
33  (1.6%)  were  less  than  1  month  old.    Reduction  of  the  stran- 
gulated hernia  by  taxis  was  successful  in  14  cases,  unsuccessful 
in  6  and  was  not  attempted  in  13  because  of  signs  of  intestinal 
obstruction,  or  because  the  inguinal  swelling  was  extremely 
tender.   There  was  no  relationship  between  length  of  history 
and  the  success  or  failure  of  taxis.   Herniotomy  was  performed  , 
either  urgently  or  subsequently  on  every  child.   Gangrene  of       I 
the  intestine  requiring  resection  occurred  in  only  1,  the  related 
testicle  was  infarcted  in  1,  and  the  testis  was  engorged  but  viable 
in  5  others.   There  were  2  deaths,  neither  of  which  was  directly 
coimected  with  the  hernia. 

3077  EPIDERMOID  CARCINOMA  OF  THE  PERIANAL 
SKIN  AND  ANAL  CANAL.    (E.)    Kuehn,  P.  G. 

(85  Jefferson  St.,  Hartford,  Conn.),  H.  Eisenberg  and  J.  F.  Reed 
Cancer  22(5):932-938,  1968. 

A  tumor  registry  review  of  30  years  revealed  200  cases  with  a 
diagnosis  of  cancer  of  the  anus.   Of  189  (average  age  60)  with 
an  adequate  follow-up  112  were  women  and  77  men.   Frequent 
diffuse  metastases  were  present  in  42  cases  where  there  was  a 
delayed  diagnosis.    Rectal  bleeding  (109),  rectal  pain  (66),  the 
sensation  of  an  anal  mass  (29),  and  male  pruritus  (17)  were  the 
common  symptoms.   The  mucocutaneous  junction  (109  cases) 
was  the  most  common  primary  site  and  was  associated  with  al- 
most all  hepatic  and  pulmonary  metatases.   The  absolute  5-yr 
survival  rate  in  all  patients  with  inguinal  metastases  was  below 
5%.   In  those  with  radical  groin  dissections  it  was  20%.   When 
inquinal  nodes  were  positive  at  the  initial  visit  none  survived 
5  yr.   The  overall  5-yr-survival  rate  for  all  forms  of  therapy  in 
aU  anal  carcinoma  cases  was  46%.   These  included  local  ex- 
cision (75.2%  survival),  abdominal  perineal  resection  (46.8%), 
local  excision  and  radiation  (20%)  and  radiation  alone  (20%). 

3078  INTESTINAL  VESICAL  FISTULA.    (E.) 
Scardino,  P.  L.  (Savannah  Urological  Clin.,  [ 

Ga.)  and  W.  H.  Lippitt.    Trans  Amer  Ass  Genitourin  Surg 
59:84-90,  1967. 

Five  cases  are  presented  which  justify  the  conclusion  that 
primary  bowel  resection  is  the  treatment  of  choice  except  for 
that  fistula  which  communicates  with  a  3rd  o^an.    Attention 
to  the  fistula  was  in  all  cases  directed  by  the  urinary  symptoms, 
confirmed  by  cystoscopic  examination  and  supported  in  part 
by  X-ray  of  the  bowel.    Hospitalization  has  been  significantly     ^ 
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;duced  by  primaxy  resection.    The  history,  physical  examina- 
jon  and  cystoscopy  were  useful  in  diagnosis,  but  little  informa- 
lon  was  obtained  from  X-ray  studies  of  urinary  barium  sedi- 
lent  after  barium  enema.    Studies  with  various  dyes  were  un- 
iiccessful. 

1079  SIMULTANEOUS  ABDOMINOTRANSSACRAL 

RESECTION  AND  ANASTOMOSIS  FOR  MID- 
iECTAL  CANCER.  (E.)  Localio,  S.  A.  (New  Yoric  U.  Sch. 
led.,  N.  Y.)  and  W.  M.  Stahl.  Amer  J  Surg  117(2): 282-289, 
969. 

ifteen  patients  (8  males  and  7  females,  42  75  yr-old  with  an 
verage  of  61.3)  had  abdominotranssacral  procedures  for  rectal 
arcinomas  6-12  cm  from  the  anal  verge.    The  descending  colon 
/as  anastomosed  to  the  distal  colon  without  diverting  colosto- 
lies.   AU  patients  survived  the  short  follow-up  (1.5-17  months) 
nd  had  normal  defecation  sensations.    Operative  complications 
Deluded  2  anastomotic  leaks  necessitating  transverse  colostomies, 
ine  leak  with  pelvic  abscess  requiring  a  colostomy,  and  a  late 
losterior  fecal  fistula  which  closed  spontaneously.    In  the  ab- 
ence  of  long-terrn  studies,  however,  the  procedure  must  be  con- 
idered  experimental  and  highly  selective. 

3080  INTESTINO-VESICAL  FISTULA.    (E.)    Lindstedt, 
E.  (Dept.  Surg.,  U.  Lund,  Sweden).   Scand  J  Urol 

Nephrol  l(3):253-258,  1967. 

•ourteen  cases  (12  male  and  2  female  patients,  ranging  in  age 
rom  2-69  yr)  of  acquired  intestino-vesical  fistula  were  studied, 
ren  of  the  14  fistulae  arose  from  the  sigmoid  colon.    The 
itiology    was  diverticulitis  in  7  patients,  carcinoma  of  the  sig- 
noid  colon  in  3,  actinomycosis  of  the  cecum  in  1,  and  regional 
;nteritis  in  1.   The  other  2  cases  occurred  after  surgery;  1  after 
lansvescical  prostatectomy  for  prostatic  carcinoma,  not  diag- 
losed  preoperatively,  and  the  other  following  partial  intestinal 
:esection  for  Hirschsprung's  disease.    Cystoscopy  den^pnstrated 
;he  fistula  in  7  patients,  strongly  suggested  it  m  2,  but  failed 
:o  show  it  in  3.    Roentgen  examination  of  the  colon  revealed 
;he  fistula  in  only  4  cases.    Six  of  the  patients  were  referred 
ivith  a  diagnosis  of  suspected  bladder  tumor.    The  operation 
was  usually  performed  in  3  stages:    colostomy,  resection,  and 
closure.   The  prospect  of  healing  is  favorable  if  the  renal  damage 
is  not  too  far  advanced.    A  carcinoma  of  the  sigmoid  with  a 
fistula  to  the  urinary  bladder  need  not  be  inoperable.    Three  of 
12  patients  are  well  5  yr  postoperatively,  and  the  3  patients 
with  cancer  of  the  sigmoid  are  well  2,  3,  and  5  yr  postoperatively 

3081  DIVERTICULOSIS,  DIVERTICULITIS,  AND 
DIABETES:    A  REVIEW  OF  740  CASES.    (E.) 

Schowengerdt,  C.  G.  (U.  Cincinnati  Med.  Ctr.,  Ohio),  G.  R. 
Hedges,  P.  B.  Yaw  and  W.  A.  Altemeier.  Arch  Surg  98(4): 
500-504,  1969. 

In  a  review  of  740  patients  with  diverticular  disease  of  the 
colon  (206  with  diverticulitis  and  534  with  diverticulosis),  the 
incidence  of  diabetes  mellitus  was  found  to  be  more  than  twice 
as  high  in  diverticulitis  (22.8%)  as  in  diverticulosis  (10.5%). 
When  diabetes  was  coexistent  with  diverticulitis,  the  following 
alterations  were  observed  in  the  manifestations  of  diverticulitis: 
appearance  at  a  later  age;  a  shorter  symptomatic  course;  greater 
involvement  of  the  female;  a  greater  incidence  of  bleeding  and 
fistula  formation;  and  a  higher  mortality  (19.1%  and  10.7%, 


resp.).    Diabetes  should  be  suspected  in  those  patients  with 
major  complications  of  diverticulitis  and  appropriate  treatment 
should  be  instituted  if  it  is  present. 

3082  TREATMENT  OF  MASSIVE  DIVERTICULAR 
HEMORRHAGE.    (E.)    Taylor,  F.  W.  (Marion 

County  Gen.  Hosp.,  Indianapolis,  Ind.)  and  L.  I.  Epstein.  Arch 
Surg  98(4):505-508,  1969. 

Some  reports  suggest  that  emergency  colonic  resection  is  the 
treatment  of  choice  in  patients  with  massive  diverticular  hemor- 
rhage.   A  review  of  76  consecutive  cases,  however,  provides  a 
strong  argument  against  early  and  aggressive  operative  manage- 
ment and  favors  a  more  conservative  approach.   Thus,  47% 
(8  of  17)  of  those  operated  on  died  compared  to  only  2  of 
59  treated  conservatively  with  blood  transfusions.    Recurrent 
hemorrhage  occurred  in  30%.    The  amount  of  blood  required 
could  be  used  as  a  basis  for  judging  the  severity  in  both  operated 
and  unoperated  bleeders. 

3083  SURGICAL  MANAGEMENT  OF  COLONIC 
DIVERTICULITIS  WITH  FREE  PERFORATION 

OR  ABSCESS  FORMATION.    (E.)    Rodkey,  G.  V. 
(Massachusetts  Gen.  Hosp.,  Boston)  and  C.  E.  Welch.   Amer 
J  Surg  117(2):265-269,  1969. 

The  treatment  of  50  patients  with  diverticulitis  of  the  colon 
and  either  extensive  free  perforation  (15  men  and  13  women) 
or  gross  abscess  formation  (9  men  and  13  women)  was  evaluated 
to  establish  the  most  effective  surgical  approach.    Although 
the  age  range  was  17-82  yr,  22%  were  between  the  ages  of  17 
and  40;  76%  had  had  symptoms  for  less  than  one  week  and  in 
68%  there  had  been  no  preceding  chronic  bowel  symptoms. 
Two  of  34  patients  having  three-stage  procedures  died,  as  did 
one  subjected  to  exploratory  laparotomy.    For  the  remainder, 
the  length  of  the  hospital  stay  averaged  62.3  days  with  a  total 
morbidity  of  7.6  months.    Two  patients  treated  by  exterioriza- 
tion of  the  perforated  segment  averaged  79  days  of  hospitaliza- 
tion and  18  months  morbidity.   Two  patients  treated  by  pri- 
mary resection  and  anastomosis  averaged  27.5  days  in  the 
hospital  and  2  months  morbidity.    It  is  concluded  that  primary 
excision,  bringing  the  proximal  loop  out  as  a  colostomy  and 
closing  or  exteriorizing  the  distal  loop,  combines  the  safety  of 
the  staged  operations  with  the  advantages  of  immediate  extirpa- 
tion of  the  diseased  bowel. 

3084  ATRESIA  OF  THE  COLON.    (E.)    Coran, 

A.  G.  (Child.  Hosp.  Med.  Ctr.,  Boston,  Mass.) 
and  A.  J.  ErakUs.    Surgery  65(5):828-831,  1969. 

The  clinical  course  and  findings  in  9  infants  (5  boys  and  4  girls) 
with  colonic  atresia  are  presented.    Physical  examination 
showed  abdominal  distension  of  varying  degrees  and  no  mecon- 
ium in  the  rectal  ampulla.    A  flat  plate  and  upright  X-ray  of 
the  abdomen  showed  a  high  degree  of  mechanical,  low  intes- 
tinal obstruction  with  multiple  air-fluid  levels.    A  barium  enema, 
carried  out  preoperatively  in  3  of  the  9  infants,  revealed  a 
microcolon  distal  to  the  sigmoid  colon  in  1,  atresia  at  the  hepa- 
tic flexure  in  another,  and  an  entire  microcolon  in  the  third. 
In  1  infant  with  cecal  atresia,  a  resection  with  primary  ileocolic 
anastomosis  was  carried  out.    The  other  8  infants  were  treated 
by  a  Mikulicz  colostomy  or  ileocolostomy  as  a  temporary  pro- 
cedure.   A  closure  of  the  temporary  enterotomy  was  performed 
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at  a  later  time.    Six  of  the  9  infants  survived.    Two  of  the 
three  deaths  occurred  late  in  the  clinical  course  following 
successful  closure  of  the  Mikulicz  colostomy. 

3085  THE  ILEOPTOMISTS  OF  CHICAGO.    (E.) 

Sparberg,  M.  (Northwestern  U.  Med.  Sch.,  Chicago, 
m.).   Chicago  Med  m8y.291-292,  1968. 

3086  CONGENITAL  HERNIATION  OF  THE  LARGE 
BOWEL  INTO  THE  PERICARDIAL  CAVITY. 

SURVIVAL  INTO  ADULTHOOD  DESPITE  A  GENERALIZED 
CONNECTIVE  TISSUE  DISORDER.    (E.)    Moss,  A.  J.  (U. 
Rochester  Sch.  Med.,  N.  Y.)  and  D.  J.  Harris.   Dis  Chest  55(4): 
301-305,  1969. 

3087  PULMONARY  INFILTRATIONS  WITH  EOSIN- 
OPHILIA  AS  A  MANIFESTATION  OF  CAR- 
CINOMA.   (E.)    Boone,  A.  W.  (USAF  Hosp.,  Great  FaUs, 
Montana).   Dis  Chest  55(4):341-344,  1969. 


3088  MANAGEMENT  OF  ACUTE  PAIN  SYNDROME 

OF  THE  ANUS.    (Fr.J    Chabanon,  M.  R.   /  Med 
Lyon  50(1157):127-133,  1969. 

3089  TRANSVERSE  COLONIC  ISCHEMIC  STENOSIS. 

(Fr.)    Sarris,  M.  (Hippocrates  Hosp.,  Athens, 
Greece)  and  P.  Poungouras.   Ann  Chir  22(23/24):134M345, 
1968. 

30^0  ACQUIRED  DIVERTICULA  OF  THE  APPEN 

DIX.    (Rus.)    Kahteevskii,  P.  F.  (Munic.  Hosp. 
CUn.  No.  67,  Moscow,  USSR).   Arkh  Pat  30(12):48-54,  1968. 

3091  FACTORS  INFLUENCING  MORTALITY  RATES 
IN  APPENDECTOMY.    (Sp.J    de  la  Fuente  Bradley, 

H.  (Hosp.  Vina  de  Mar,  Chile).   Rev  Med  Valpar  21(4):  103- 
105,  1968. 

3092  LARGE  INTESTINE  OBSTRUCTION  BY  ENDO- 
METRIOSIS.   (Sp.j    Villagran,  A.  V.  (Carlos  van 

Buren  Hosp.,  Valparafso,  Chile),  C.  L.  Silva  and  H.  Apablaza. 
Rev  Med  Valpar  21(4):129-131,  1968. 

3093  COLON  PREM  ALIGN  ANT?    (E.j    Prohaska,  J.  V. 
(U.  Chicago  Sch.  Med.,  lU.).   Postgrad  Med  45(3): 

217-220,  1969. 

3094  ENTEROGENOUS  PHLEGMONS  OF  THE  SIG- 
MOID.   (Rus.)    TeitelTsaum,  I.  B.  (United  Hosp. 

Kalinin  Region,  Leningrad,  USSR).    Khirurgiia  (Moskva)  45(1): 
85-89,  1969. 


3097  SIMPLE  ULCERS  OF  THE  COLON  AND  REC- 
TUM.   (Sp.)    Ruiz  Ochoa,  V.  (Fac.  Med.,  Santiago 

de  Compostela,  Spain),  J.  Potel  Lesquereux  and  J.  L.  Puente 
Dominguez.    Rev  Esp  Enferm  Apar  Dig  27(10):  1467-1473,  1968. 

3098  COLOSTOMIES:    A  GUIDE  FOR  THE  PATIENT. 

(E.)    Lennenberg,  E.  (New  England  Deaconess 
Hosp.,  Boston,  Mass.)  and  A.  N.  Mendelssohn.    Dis  Colon 
Rectum  12(3):201-217,  1969. 

3099  FURTHER  STUDIES  OF  THE  MANAGEMENT 
OF  PRURITUS  ANI.    (E.)    Brooks,  L.  H. 

(Cleveland,  Ohio).   Dis  Colon  Rectum  12(3):  193-195,  1969. 

3100  MEGACOLON  IN  ADULTS.    (E.)    Hughes,  E.  S.  R. 
(Royal  Melbourne  Hosp.,  Australia),  K.  J.  Hardy 

and  A.  M.  Cuthbertson.   Dis  Colon  Rectum  12(3):  190-192, 
1969. 

3101  ANOPLASTY-WHAT,  WHEN,  HOW,  WHY.    (E.) 
Laird,  D.  R.  (Amer.  Proctol.  Soc,  Denver,  Col.), 

N.  J.  Campbell,  C.  E.  Hardwick,  W.  A.  McMahon  and  E.  D. 
Parkinson.   Dis  Colon  Rectum  12(3):179-189,  1969. 

3102  SURGICAL  JUDGMENT  AND  COLONIC  ANAS- 
TOMOSES.   (E.)    Hunt,  T.  K.  (San  Francisco 

Gen.  Hosp.,  Calif.)  and  P.  R.  Hawley.   Dis  Colon  Rectum 
12(3):167-171,  1969. 

3103  CROHN'S  DISEASE  OF  THE  LARGE  INTES- 
TINE.   (It.)    D'Afflitto,  V.  (Elena  d'Aosta  Hosp., 

Naples,  Italy),  L.  Baffa  and  G.  P.  Jori.  Rass  Int  Clin  Ter 
48(21):1312-1321,  1968. 

3104  DIFFUSE  POLYPOSIS  OF  THE  RECTUM  AND 
COLON.    (It.)    Pisani,  P.  (United  Hosp.  Naples, 

Italy),  V.  Galloro  and  L.  De  Tommasis.   Rass  Int  Clin  Ter 
48(21):1338-1350,  1968. 

3105  ENDOMETRIOSIS  OF  THE  RECTOSIGMOID 
AREA:    CLINICAL  AND  HISTOPATHO LOGI- 
CAL CONSIDERATIONS.    (It.)    Repossini,  L.  (Munic.  Hosp., 
Legnano,  Italy)  and  E.  Strobino.    Chir  Ital  20(1):  137-148,  1968. 

3106  PROBLEMS  POSED  BY  SPHINCTER  INCON- 
TINENCE IN  ELDERLY  SUBJECTS.    (Fr.) 

Monod-Broca,  P.   Rev  Franc  Geront  14(5):239-242,  1968. 

3107  PSEUDOTUMOR  OF  THE  LARGE  INTESTINE 
PRODUCED  BY  A  FOREIGN  BODY.    (Ser.) 

Sokacic,  F.  (Med.  Ctr.,  Vukovar,  Yugoslavia).    Lijecn  Vjesn 
90(8):755-760,  1968. 


3095  GARDNER'S  SYNDROME:    A  CHALLENGE  IN 

CANCER  PREVENTION.  (E.)  Johnson,  J.  G. 
(West  Virginia  U.  Med.  Ctr.,  Morgantown),  A.  L.  Watne  and 
B.  Zimmermann.   Med  Times  97(4):  15 1-157,  1969. 


3108  LIGATION  TREATMENT  OF  HAEMORRHOIDS 

IN  THE  SURGERY:    AN  APPRAISAL.    (E.) 
Muir,  D.  (Dept.  Surg.,  U.  Tasmania,  Australia).   Med  J  Aust 
1(5):213-215,  1969. 


3096  THE  IMPORTANCE  OF  NEUROHISTOLOGI 

CAL  STUDY  IN  ACUTE  APPENDICITIS.    (Rus.) 
Mitasov,  I.  G.  (Kharkov  Med.  Inst.,  USSR).    Khirurgiia  (Moskva) 
45(l):89-94,  1969. 


3109  COLON  ILEUS  ASSOCIATED  WITH  LOW 

SPINE  DISEASE.    (E.)    Melamed,  M.  (Grant 
Hosp.,  Chicago,  111.),  S.  E.  Rabushka  and  J.  L.  Melamed.    Clin 
Radiol  20(1):47-51,  1969. 
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31 10  PRIMARY  ACTINOMYCOSIS  OF  THE  TRANS- 

VERSE MESOCOLON.  (E.j  Palmisano,  D.  J. 
(Tulane  U.,  Sch.  Med.,  New  Orleans,  La.)  and  D.  J.  Russin. 
MilitMed  134(4):281-283,  1969. 


3113  NON-PERFORATED  APPENDICITIS  PRE- 

SENTING AS  SHOCK  AND  UVER  ABSCESS. 

(E.)   Grayer,  S.  P.  (Walson  Army  Hosp.,  Fort  Dix,  N.  J.). 
Amer  Surg  35(6):461-462,  1969. 


3111  DRUG  RESISTANCE  AND  R  FACTORS  IN  THE 

BOWEL  BACTERIA  OF  LONDON  PATIENTS 
BEFORE  AND  AFTER  ADMISSION  TO  HOSPITAL.    (E.) 
Datta,  N.  (Royal  Postgrad.  Med.  Sch.,  London,  England).   Brit 
Wed/2(5654):407-411,  1969. 


3114  CARCINOMA  OF  THE  LEFT  COLON  PRE- 

SENTING AS  SURGICAL  EMPHYSEMA.    (E.) 
Beesley,  W.  N.  (Sir  Patrick  Dun  Hosp.,  Dublin,  Ireland)  and 
R.  D.  Quill.   J  Irish  Med  Ass  62(381):94-96,  1969. 


3112  TECHNIQUES  OF  APPENDECTOMY  IN 

OBSTETRICS  AND  GYNECOLOGY.    (E.) 
Jovanovic,  D.  (Dept.  Obstet.  Gynec,  U.  Chicago,  111.).   / 
Reprod  Med  2(5):251-255,  1969. 


3115  ANORECTAL  PRODROMES  AS  MANIFESTA- 

TION OF  CROHN'S  ILEOCOLITIS.  (E.) 
Scharf,  V.  (Mount  Sinai  Hosp.,  Cleveland,  Ohio).    Ohio  Med 
J  65(5):490-491,  1969. 


See  also:    2656,2742,2826,2853,2876,2914,2958,2959,2984,2992 
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3116  VASCULAR  RESISTANCE  OF  THE  RECTAL 

MUCOSA  IN  PATIENTS  WITH  ULCERATIVE 
COLITIS.    (Dan.)    Binder,  V.  (Copenhagen  County  Hosp., 
Gentofte,  Denmark).    Ugeskr  Laeger  130(4):  125-129,  1968. 

Using  a  new  technique  based  on  the  extent  and  rapidity  of 
bleeding  from  the  mucosa  under  a  suction  pressure  of  200  mm 
Hg,  as  seen  with  a  specially  equipped  rectoscope,  the  rectal 
bleeding  tendency  (capillary  fragiUty)  was  measured  128  times 
in  77  patients  (33  men  and  44  women,  average  age  35.3  yr) 
with  ulcerative  colitis,  as  well  as  in  50  control  subjects  (15  men 
and  35  women,  average  age  47.7  yr)  with  a  macro-  and  micro- 
scopically normal  rectal  mucosa  (although  14  had  an  "irritable 
colon"  syndrome)  and  31  patients  with  various  types  of  colonic 
inflammation  other  than  ulcerative  colitis  (Crohn's  disease, 
salmonellosis,  diverticuUtis,  enterocolitis,  polyps,  anal  fissures, 
etc.).   Increased  capillary  fragiUty  in  the  rectal  mucosa  was 
limited  almost  entirely  to  patients  with  ulcerative  colitis,  and 
was  generally  proportional  to  the  degree  of  inflammation  ex- 
cept in  the  group  with  inactive  colitis,  of  whom  40%  had  in- 
creased capillary  fragiUty  and  60%  had  a  normal  vascular  re- 
sistance.  The  possibiUty  of  a  pathogenetic  difference  between 
these  two  subgroups  is  discussed.    A  sUght  increase  in  capillary 
fragiUty  was  also  seen  in  a  few  patients  with  acute  infectious 
enterocoUtis. 

3117  THE  SURGICAL  TREATMENT  OF  ULCERA- 
TIVE COLITIS  IN  CHILDHOOD.    A  STUDY 

OF  38  CASES.  (E.)  Schneider,  K.  M.  (Mount  Sinai  Sch.  Med., 
New  York,  N.  Y.),  J.  M.  Becker,  B.  I.  KoreUtz,  I.  H.  Kiasna  and 
A.  E.  Kark.   J  Pediat  Surg  3(1):  12-18,  1968. 

Of  38  children  operated  on  for  ulcerative  coUtis  (22  boys  and 
16  girls;  16  yr  or  younger),  23  underwent  surgery  after  steroids 
were  administered  and  15  were  operated  upon  before  steroid 
treatment.    Steroids  did  not  increase  the  interval  between  disease 
onset  and  necessity  for  surgery,  but  did  change  the  indications 
for  surgery.    In  the  15  steroid  post-surgery  cases,  surgery  for 
acute  exacerbation  was  indicated  in  11  (73%)  and  for  chronic 
invaUdism  in  4  (27%).    In  the  23  children  receiving  steroid 
treatment,  surgery  for  acute  exacerbation  was  indicated  in  9 
(39%)  and  for  chronic  invalidism  in  14  (61%).    Ileostomy  and 
subtotal  colectomy  was  the  most  common  operation  (25  cases). 
Seven  patients  had  total  resection  of  the  colon  and  rectum  in 
one  stage.    There  were  no  deaths  foUowing  these  extensive  pro- 
cedures performed  in  the  19  cases  in  the  past  10  yr.    The  overall 
mortaUty  was  13%  and  there  was  no  difference  in  the  steroid 
pre-  or  post-surgery  groups. 

3118  HEPATOBILIARY  PATHOLOGY  IN  ULCERA- 
TIVE COLITIS.    (It.)  Mazzacca,  G.  (Inst.  Spec. 

Med.  Path.,  U.  Naples,  Italy)  and  G.  P.  Jori.   Epatologia  14(2): 
115-125,  1968. 

Anatomical  and  functional  conditions  of  the  Uver  were  examined 
in  6  patients  with  ulcerative  coUtis  during  a  5-yr  period.    Results 
showed  2  to  be  suffering  from  cUnicaUy  unsuspected  Uver  dis- 
orders.   One  case  had  diffuse,  marked  Uver  steatosis,  and  the 
other  chronic  hepatitis  with  pericholangitis.    These  2  diseases 
are  probably  the  most  frequent  Uver  disorders  found  in  ulcerative 
coUtis.    Less  frequently  found  are:    cholangitis,  postnecrotic 


cirrhosis  and  biUary  carcinoma.    The  incidence  of  cirrhosis 
in  ulcerative  coUtis  varies  from  1.5%  to  19%;  the  predominat- 
ing type  being  postnecrotic. 

3119  PRESERVATION  OF  CONTINENCE  AFTER 

MUCOSAL  GRAFT  IN  THE  RECTUM  AND 
ITS  FEASIBILITY  IN  MAN.    (E.j    Glotzer,  D.  J.  (Tufts  U. 
Sch.  Med.,  Boston,  Mass.)  and  B.  G.  Pihl.    Amer  J  Surg  117(3): 
403-409,  1969. 

In  5  mongrel  dogs,  partial  colectomy  with  sphincter  preserva- 
tion was  accompUshed  by  combined  mucosal  stripping  per  rec- 
tum and  abdominal  resection,  replacing  the  rectal  mucosa  with 
mucosa  from  the  upper  colon.    There  was  one  death  due  to 
sepsis  but  the  other  4  dogs  were  continent  within  3  weeks. 
Anorectal  responses  were  present  in  all  survivors  and  at  autopsy 
there  was  good  adherence  of  the  mucosal  isograft.    Case  reports 
are  also  presented  for  2  patients  with  ulcerative  colitis  who 
had  total  abdominoperineal  colectomies  with  rectal  reconstruc- 
tion using  ileal  mucosa.    The  first  was  unsuccessful  because  of 
a  postoperative  stricture,  but  the  second  was  successful 


3120  IDIOPATHIC  ULCERATIVE  COLITIS  AND 
ILEOCOLITIS.    11  CASES.    (Fr.)    Vachon,  A. 

(Lyon,  France),  P.  PaUard,  J.  Gauthier,  R.  Tete  and  GuiUaud. 
Arch  Franc  Mai  Appar  Dig  58(3):  101-128,  1969. 

Idiopathic  ulcerative  ileocoUtis  may  be  defined  anatomicaUy 
by  the  existence  of  muUiple  and  diffuse  ulcerations  with  in- 
flammation and  edema  of  the  submucosa  affecting  the  right 
half  of  the  colon.    However,  the  distribution  of  the  lesions 
makes  it  possible  to  distinguish  3  types:    ileocoUc,  on  the  j 

right  coUc  segment,  and  rectocoUc.    The  rectocoUc  type  is  ! 

often  transitional  toward  a  regular  hemorrhagic  rectocoUtis, 
but  in  the  others  the  rectum  is  either  unaffected  or  only 
slightly.   The  1 1  cases  presented  in  detaU  faU  into  the  3  cate- 
gories:   ulcerative  ileocoUtis  in  5,  segmental  ulcerative  coUtis 
without  rectal  involvement  in  4,  and  rectocoUtis  in  2.    CUnical 
symptoms  resemble  an  acute  or  subacute  coUtis:    serious  di- 
arrhea refractory  to  symptomatic  treatment,  fever,  and  malaise. 
Hemorrhage  and  dysentery-Uke  symptoms  are  absent.    Ulcera- 
tive coUtis  is  usuaUy  more  serious  than  hemorrhagic  rectocoU- 
tis:   remissions  are  rare  and  incomplete;  complications  (e.g., 
perforations,  colectasia)  are  possible;  and  the  faUure  of  medical 
treatment  often  leads  quickly  to  surgery  (performed  in  7  of 
11  cases  reported)  which  usuaUy  yields  good  results.    Some 
cases,  particularly  those  in  which  the  terminal  Ueum  is  involved,' 
are  similar  to  Crohn's  disease.    Some  are  difficult  to  classify.      j 

3121  CARCINOMA  OF  THE  TERMINAL  ILEUM 
AND  SARCOIDOSIS  IN  A  CASE  OF  ULCERA- 
TIVE COLITIS.    (E.)    Jalan,  K.  N.  (Western  Gen.  Hosp., 
Edinburgh,  Scotland),  N.  MacLean,  J.  M.  Ross,  W.  Sircus  and 
S.  T.  G.  Butterworth.    Gastroenterology  56(3):583-588,  1969. 


3122  ULCERATIVE  COLITIS.    (E.)    Aylett,  S.  O. 

(Gordon  Hosp.,  London,  England).   Postgrad  Med 
45(4):176-178,  1969. 
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123  G ASTRO-COLIC  FISTULA  AS  A  COMPLICA- 

TION OF  CHRONIC  ULCERATIVE  COLITIS. 

i.j   Jones,  R.  S.  (St.  Joseph's  Hosp.,  Reading,  Pa.).   Med  Rec 
3(6):171,  1969. 

•24  NATURAL  ISO-ANTIBODIES  SPECIFIC  FOR 

TISSULAR  GROUP  ANTIGENS  OF  THE  COLON 
■J  DOG  AND  RABBIT.    (E.)    Zweibaum,  A.  (Broussais  Hosp., 
iris,  France)  and  V.  Steudler.  Nature  223:84-86,  1969. 


125 


THE  RESPONSE  TO  PSYCHOTHERAPY  IN 
CHRONIC  ULCERATIVE  COUTIS.    II.    FAC- 


TORS ARISING  FROM  THE  THERAPEUTIC  SITUATION, 

(E.J  Karush,  A.  (Coll.  Phys.  Surg.,  Columbia  U.,  New  York, 
N.  Y.),  G.  E.  Daniels,  J.  F.  O'Connor  and  L.  O.  Stern. 
Psychosom  Med  31(3):201-226,  1969. 

3126  PORTAL  BACTEREMLV  IN  CASES  OF  ULCERA- 
TIVE COLITIS  SUBMITTED  TO  COLECTOMY. 

(E.)    Bade,  M.  N.  (United  Birmingham  Hosp.,  England)  and 
B.  N.  Brooke.    Lancet  1(7603):  1008-1009,  1969. 

3127  INDICATIONS  FOR  COLECTOMY  IN  ULCERA- 
TIVE COLITIS.    (Dut.j    HeUemans,  N.  (Qin. 

Intern.  Med.,  State  U.,  Groningen,  Netherlands).   Acta  Chir 
Belg  (Suppl.  2):  120-128,  1967. 
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3128  AN  EXPERIMENTAL  STUDY  OF  SUTURELESS 

CLOSURE  OF  WOUNDS  IN  THE  PANCREATIC 
PARENCHYMA.    (Ger.)    Neef,  H.  (Surg.  CUn.,  Martin  Luther 
U.,  Halle-Wittenberg,  Germany),  K.  P.  Preusser,  H.  D. 
Wollenweber  and  H.  J.  Bunge.    Bruns  Beitr  Klin  Chir  216(7): 
651-658,  1968. 

Healing  of  the  pancreatic  parenchyma  following  partial  pancre- 
atectomy (wedge-shaped  excision  of  5  cm  of  the  tail  of  the 
pancreas,  plus  resection  of  the  uncinate  process  in  6  cases)  was 
compared  in  26  dogs,  including  15  in  which  the  cut  surfaces 
were  treated  with  the  tissue  adhesive  methyl-2-cyanoacrylate 
before  compression;  in  the  case  of  uncinate-process  resection, 
the  surfaces  were  also  covered  with  native  or  lyophilized  peri- 
toneum to  prevent  hemorrhage.    The  animals  were  examined 
by  relaparotomy  or  autopsy  at  30  min,  2  and  8  days,  and  3, 
8,  9  and  15  weeks.    In  animals  treated  with  adhesive,  heaUng 
took  place  via  formation  of  macro scopically  solid  scar  tissue, 
although  histological  examination  revealed  abscess  formation 
during  the  first  2  weeks  and  eventual  fibrosis  around  the  ad- 
hesive.   There  were  no  signs  of  pancreatitis,  however,  while  in 
control  animals  septic  complications  and  fistula  formation 
were  common.    Sutureless  closure  of  pancreatic  wounds  is 
concluded  to  be  technically  feasible,  but  possibly  inadvisable 
clinically,  with  the  presently  available  adhesives,  because  of 
the  marked  local  inflammation. 

3129  RESULTS  OF  STUDIES  FOLLOWING  EXPERI- 

MENTAL TRANSPLANTATION  OF  THE 
PANCREAS.    (Ger.j    Largiader,  F.  (Cantonal  Hosp.,  Zurich, 
Switzerland).   Munchen  Med  Wschr  lll(12):652-654,  1969. 

In  a  compilation  and  summary  of  original  work  also  published 
elsewhere,  it  is  pointed  out  that  acute  pancreatitis  was  observed 
in  only  2  of  76  dogs  subjected  to  orthotopic  homotransplanta- 
tion  of  the  pancreas  following  duodenopancreatectomy,  indicat- 
ing that  manipulation  and  temporary  ischemia  are  well  tolerated 
by  the  pancreas.    All  animals  received  antibiotics  (1  g  chlor- 
amphenicol daily)  and  immunosuppressive  therapy  (azathio- 
prine,  6-8  mg/kg/day  initially,  reduced  to  3-4  mg/kg/day)  dur- 
ing the  postoperative  period.    The  main  cause  of  death  was 
thrombosis.    The  endocrine  function  of  the  transplanted  pan- 
creas remained  well  preserved  for  several  weeks,  with  hyper- 
glycemia developing  only  after  immunological  rejection  had 
set  in  or  in  connection  with  peritonitis  and  thrombosis.    Signs 
of  rejection  (ulcerative  duodenitis  with  perforation)  were  seen 
in  only  3  of  the  70  animals  which  died  during  the  first  30  days, 
and  the  serum  amylase  was  found  to  be  of  little  help  in  the 
early  detection  of  homograft  rejection.   The  other  6  dogs  died 
(32-49  days  postoperatively)  after  varying  periods  of  normal 
pancreatic  function,  and  in  these  cases  the  serum  amylase 
seemed  to  have  a  greater  prognostic  significance.    It  is  men- 
tioned that  some  studies  have  also  been  carried  out  with  hetero- 
topic iUac  transplantation  of  the  pancreas. 

3130  PROTEIN  CONTENT  AND  PANCREATIC 

ENZYME  ACTIVITIES  OF  DUODENAL  JUICE 
IN  NORMAL  CHILDREN  AND  IN  CHILDREN  WITH  EXO- 
CRINE PANCREATIC  INSUFFICIENCY.    (E.)    Zoppi,  G. 
(U.  Pediat.  Dept.,  Kinderspital  Zurich,  Switzerland),  W.  H. 
Hitzig,  H.  D.  Shmerling,  H.  Pluss,  B.  Hadorn  and  A.  Prader. 
Helv  Paediat  Acta  23(6):577-590,  1968. 


Duodenal  juices  of  10  controls,  of  5  children  with  mucovisci- 
dosis and  of  3  children  with  exocrine  pancreatic  insufficiency 
of  unknown  but  noncystic  fibrosis  origin  were  analyzed  before 
and  after  pancreozymin  and  secretin  stimulation.    Protein  elec- 
trophoresis, Immunoelectrophoresis,  and  two-dimensional  im- 
munodiffusion techniques  were  used  along  with  biochemical 
analyses  of  enzymes  in  the  raw  juice  and  after  elution  of  single 
protein  bands  from  the  electrophoretic  strips.    A  good  correla- 
tion between  protein  and  enzyme  contents  was  found  in  normj 
children  but  not  in  those  with  exocrine  insufficiencies,  in  whor 
enzyme  activity  was  virtually  absent.    Protein  electrophoresis 
in  the  latter  group  demonstrated  serum  albumin  and  an  uniden 
tified  protein  (peak  1),  an  unidentified  PAS-positive  constituen 
in  peak  2,  trypsin  (peak  3),  a-amylase  (peak  4),  and  IgA  (peak 
5). 


3131  CLINICAL  CORRELATIONS  WITH  PANCRE 

ATIC  FUNCTION  TESTS.  (E.)  Hershfield,  N.  B 
(Winnipeg  Gen.  Hosp.,  Manitoba),  J.  F.  Und  and  J.  A.  Hildes. 
Canad  Med  Ass  J  98(4):  185-188,  1968.  j 

Pancreatic  function  tests  with  measurement  of  gastric-juice 
volume,  amylase  and  maximal  bicarbonate  concentrations  were 
performed  on  145  patients  suspected  of  having  pancreatic  dys- 
function.   In  70  patients  the  tests  were  normal;  adequate  fol- 
low-up was  possible  in  48  of  these  patients  and  the  results  wer 
confirmed  in  the  latter.   The  tests  were  a  useful  indicator  of 
pancreatic  disease  in  patients  showing  more  than  one  abnormal 
result  in  the  three  tests.    Patients  with  only  one  abnormal  valu 
had  little  evidence  of  pancreatic  disease,  and  it  was  concluded 
that  one  abnormal  value  is  a  poor  criterion  for  detection  of 
dysfunction.    Bilirubin  response  to  pancreozymin  proved  to  be 
a  valuable  indicator  of  biliary  disease.    Serum  enzyme  response 
to  stimulation  was  of  no  *alue  in  pancreatic  disease  diagnosis. 
Routine  cytological  examination  was  not  successful  in  demon- 
strating tumor  cells  in  patients  in  whom  carcinoma  of  the  pan- 
creas or  contiguous  organs  was  subsequently  proved. 


3132  DISACCHARIDES  AND  CYSTIC  FIBROSIS  OF 

THE  PANCREAS.  (E.j  Gibbons,  I.  S.  E. 
(Hosp.  Sick  Child.,  London,  England).  Arch  Dis  Childh 
44(233):63-68,  1969.  . 

Seventeen  convalescent  patients  with  cystic  fibrosis  of  the       f 
pancreas,  ages  2  to  16,  underwent  stool  and  urine  analyses 
after  varying  dietary  levels  of  3-O-methyl-D-glucose,  sucrose 
and  lactose.    Jejunal  biopsy  in  the  one  patient  who  showed     \ 
both  clinical  and  biochemical  intolerance  to  disaccharides  r&-  ' 
vealed  villous  atrophy  and  reduced  disaccharidase  activity.   An' 
increased  dietary  disaccharide  content  resulted  in  sugar  in  the 
stools  of  4  children  as  opposed  to  2  before  the  change.    A 
mixed  disaccharide  load  resulted  in  disacchariduria  in  only  3 
of  9  patients.    Six  children  had  mono-  and  disaccharides  in 
their  stools  after  a  sucrose  load  and  5  others  had  significant 
suCTOsuria.    Abnormal  3-O-methyl-D-glucose  excretion  was 
found  in  2  of  14  children.    Lactose  loading  in  2  children  with 
previous  small  bowel  resections  for  meconium  ileus  resulted  in 
shortened  transit  times  in  both  and  disaccharides  in  the  urine 
and  stool  in  one.  , 
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33  PANCREATIC  EXOCRINE  FUNCTION  FOLLOW- 
ING MESOCAVAL  SHUNTING.    (E.j    Rudick,  J. 

ount  Sinai  Sch.  Med.,  New  York,  N.  Y.),  M.  J.  Zerpa  and 
A.  Dreiling.   Ann  Surg  169(l):67-73,  1969. 

ven  adult  mongrel  dogs  (16-21  kg  in  body  weight)  had 
lomas  cannulae  placed  in  their  duodenums  following  ligation 
the  accessory  pancreatic  duct,  and  then  had  gastric  cannulae 
iced  to  divert  gastric  acid  secretions.    Control  secretory  ob- 
vations  were  made  4  weeks  after  operation  and  five  animals 
;n  had  mesocaval  shunting  procedures  while  the  others  were 
ejected  to  sham  operations.    Pancreatic  stimulation  was  re- 
ated  2  weeks  later  by  i.v.  secretin  1  U/kg,  5  U/kg  and  finally 
a  combination  of  secretin  1  U/kg  and  pancreozymin  1  U/kg 
i  the  secretions  collected  from  the  major  pancreatic  duct, 
tal  volume,  bicarbonate,  chloride  and  amylase  concentrations 
xe  measured  and  all  but  the  chloride  concentration  were 
ninished  after  shunting.    No  microscopic  or  macroscopic 
anges  were  noted  in  the  livers  at  autopsy.    Sham  operations 
i  no  effect  on  secretions. 

34  EXOCRINE  PANCREATIC  FUNCTION  BEFORE 
AND  AFTER  BILLROTH  II  GASTRECTOMY. 

)   Wagner,  E.  (Dept.  Surg.,  U.  Giessen,  Germany).    German 
d  Monthly  12(ll):527-532,  1967. 

triple-channel  double  balloon  (Bartelheimer)  was  used  to 
lect  the  entire  duodenal  contents  of  healthy  subjects  and  of 
ients  before  gastrectomy.    For  postoperative  studies  a  spe- 
lly-designed  tube  was  passed  nasally  into  the  stomach  for  the 
lection  of  gastric  juice.    Patients  with  gastric  stenosis  and 
)se  with  a  bleeding  ulcer  were  excluded.   The  exocrine  func- 
n  of  the  pancreas  was  tested  quantitatively  after  stimulation 
[h  pancreozymin  or  secretin.    The  rates  of  enzyme  secretion 
er  pancreozymin  were  virtually  within  the  same  range  for 
healthy  subjects  and  20  ulcer  patients.    Fourteen  of  the 
er  patients  were  studied  again  within  3-4  months  after  par- 
l  gastrectomy.   The  differences  in  rates  of  enzyme  secretory 
ume,  and  bicarbonate  level  were  not  statistically  significant. 
10  of  the  14  ulcer  patients  studied,  the  rate  of  secretion  of 
irly  all  enzymes  was  greater  after  secretin  than  after  pan- 
ozymin  stimulation.   The  rate  of  volume  secreted  was  not 
ninished  pre-  or  4-months-postoperatively.    Four  or  more  yr 
stoperatively,  38  of  59  postgastrectomy  patients  showed  a 
sociated  or  complete  failure  of  pancreatic  enzyme  produc- 
n.   In  16  patients  the  secretory  volume,  and  in  26  the  bicar- 
nate  concentration  were  below  normal.   These  findings  em- 
isize  the  need  for  a  short,  retrocolic  afferent  loop  and  a 
I  gastroenterostomy  (Polya-Reichel  modification)  in  the 
Iroth  II  gastrectomy. 


3135  IMMEDIATE  RESULTS  OF  THE  WORLD'S 

FIRST  TRANSPLANT  OF  THE  PANCREAS 
WITH  LIGATION  OF  THE  PANCREATIC  DUCTS.    (Por.) 
Teixeira,  E.  D.  (Silvestre  Hosp.,  Guanabara,  Brazil),  R.  Faria, 
G.  Monteiro,  R.  Bandeira,  M.  De  Cenzo,  T.  Calicchio,  J. 
Rodrigues  and  J.  J.  Bergan.   Hospital  (Rio)  75(1):147-151, 
1969. 


3136  DIFFICULTIES  IN  THE  DIAGNOSIS  AND 

STAGING  OF  PANCREAS  CANCER.    (Pol.) 
Dziwiiiski,  S.  (2nd.  Clin.  Int.  Dis.,  Acad.  Milit.  Med.,  Warsaw, 
Poland),  T.  Grabowski  and  A.  Zulawnik.    Mad  Lek  21(21): 
1981-1984,  1968. 


3137  SOME  METABOLIC  ASPECTS  OF  EXOCRINE 

PANCREATIC  DISEASE.    (E.)    Banks,  P.  A. 
(Mount  Sinai  Sch.  Med.,  New  York,  N.  Y.)  and  H.  D.  Janowitz. 
Gastroenterology  56(3):601-617,  1969. 


3138  THE  CLINICAL  ASPECTS  AND  SYMPTOMS  OF 

DISEASES  OF  THE  PANCREAS.    (Ger.) 
Forell,  M.  M.  (2nd  U.  Med.  Clin.,  Munich,  Germany). 
Rdntgenblatter  22(l):20-23,  1969. 


3139  THREE  CASES  IN  CHILDREN  OF  PSEUDO- 

CYST OF  THE  PANCREAS  ANASTOMOSED 
WITH  THE  STOMACH.    (Pol.)    Pron,  A.  (Munic.  Pediat.  Hosp., 
Sosnowiec,  Poland).  Pol  Tyg  Lek  24(9):324-325,  1969. 


3140  MECONIUM  ILEUS  SECONDARY  TO  PARTIAL 

APLASIA  OF  THE  PANCREAS:  REPORT  OF 
A  CASE.  (E.)  Auburn,  R.  P.  (U.  Chicago  Hosp.,  111.),  S.  A. 
Feldman,  T.  R.  Gadacz  and  M.  I.  Rowe.  Surgery  65(4):689- 
693, 1969. 


3141  CYSTIC  FIBROSIS  OF  THE  PANCREAS.   [EDI- 
TORIAL]   (E.)  Anonymous.  Brit  J  Clin  Pract 

23(5):185,  1969. 

3142  PANCREATIC  TRAUMA.    (E.)    Foley,  W.  J.  (U. 
Michigan  Med.  Ctr.,  Ann  Arbor).   Postgrad  Med 

45(6):  106-109,  1969. 


See  also:    2758,2776,2782,2785,2795,2796,2839,2844,3236,3274 
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3143  A  COMPARATIVE  STUDY  OF  PANCREATOG- 

RAPHY AND  ENZYME  SECRETION  FOLLOW- 
ING DRAINAGE  OF  THE  PANCREATIC  DUCT.    (Sp.) 

Artigas,  V.  (S.  Cruz  S.  Pablo  Hosp.,  Barcelona,  Spain),  M.  T. 
Ribera  and  J.  Puig  la  Calle.   Rev  Esp  Enferm  Apar  Dig  27(7): 
1013-1018,  1968. 

In  12  patients  treated  for  pancreatic  insufficiency  due  to 
chronic  recurrent  pancreatitis  (of  biliary,  metabolic  or  alcoholic 
origin),  4  of  whom  had  obstruction  of  the  distal  pancreatic 
duct,  the  results  of  pancreatography  and  studies  of  pancreatic 
amylase  secretion  (basal  and  stimulated  with  prostigmine)  were 
followed  before  and  after  drainage  of  the  pancreatic  duct.    The 
pancreatographic  picture  was  normal  8-13  days  postoperatively 
in  8  of  the  9  cases  in  which  it  had  been  abnormal  at  surgery, 
while  1  patient  still  showed  slight  dilatation  of  the  pancreatic 
duct  at  7  days.    Pancreatic  amylase  secretion  increased  rapidly 
after  ductal  drainage  in  all  4  cases  of  ductal  obstruction  and 
in  some  of  the  others,  but  remained  below  normal  in  all  cases 
in  which  ductal  obstruction  was  not  the  primary  problem.    The 
importance  of  taking  ductal  or  parenchymal  pathology  into 
consideration  in  the  treatment  of  pancreatic  disease  is  empha- 
sized, along  with  the  inadequacy  of  pancreatic  duct  drainage 
in  cases  of  pancreatic  insufficiency  not  due  primarily  to  ductal 
obstruction. 

3144  THE  PATHOGENESIS  OF  ACUTE  HEMOR- 

RHAGIC NECROSIS  OF  THE  PANCREAS. 

(Ger.)    Hoferichter,  J.  (Surg.  Chn.,  U.  Erlangen,  Germany). 
Munchen  Med  Wschr  lll(12):654-658,  1969. 

Among  50  patients  with  acute  necrosis  of  the  pancreas  (con- 
firmed by  biopsy),  14  had  a  definite  history  of  pancreatic 
trauma  (including  13  of  19  postoperative  cases)  and  7  had 
occlusion  of  the  outflow  ducts  due  to  stones  in  the  ampulla 
(4  cases)  or  common  bile  duct  (3  cases).    Only  8  of  these  pa- 
tients survived.    The  fatal  course  of  acute  pancreatic  necrosis 
is  ascribed  to  the  formation  of  extremely  toxic  globin  hemo- 
chromes  during  the  enzymatic  breakdown  of  released  blood. 
Such  hemochromes  can  be  demonstrated,  thanks  to  their  typical 
absorption  curve,  in  patients  in  irreversible  shock  due  to  acute 
pancreatitis  and  in  patients  with  strangulation  ileus.    The  prob- 
able mechanisms  of  this  complication  are  outlined  in  detail. 
Other  etiological  factors  which  may  contribute  to  the  develop- 
ment of  acute  pancreatic  necrosis  by  creating  the  conditions 
under  which  hemoglobin  breakdown  can  take  place  are  an 
increase  in  intraabdominal  pressure,  stenosis  of  the  ampulla 
due  to  stones,  ascariasis  or  duodenal  diverticula,  and  disorders 
of  pancreatic  enzyme  secretion  caused  by  increased  pancreatic 
blood  flow,  alcoholism,  hyperUpemia,  hyperparathyroidism, 
or  activation  of  the  pancreatic  enzymes. 

3145  CLINICAL  OBSERVATION  OF  PANCREATITIS 

CAUSED  BY  ANASTOMO-FUNCTIONAL  AL- 
TERATIONS OF  DUODENUM  AND  ITS  SPHINCTERIC 
APPARATUS.    (It.)    Gemma,  G.  B.  (Inst.  CUn.  Gen.  Surg. 
U.  Genoa,  Italy),  E.  Berti-Riboli  and  A.  Gramegna.    Gaz  Med 
Chir  73(22):  1966-1980,  1968. 

Regressed  experiments  on  animals  showed  that  a  severe  endo- 
duodenal  hypertension  for  a  long  period  or  with  insufficiency 


I 


of  Oddi's  sphincteral  mechanism  can  cause  pancreatopathy. 
The  experimental  demonstration  was  confirmed  in  3  clinical 
cases:    1  partial  duodenal  occlusion  (with  intraluminal  hyper- 
tension); 1  partial  duodenal  stenosis  associated  with  sphincterO' 
tomy;  1  sphincterotomy.    While  in  the  1st  patient,  with  a 
normal  sphincteral  defense,  there  was  a  slight  histologic  altera- 
tion of  the  pancreas  of  doubtful  meaning,  in  the  2nd  and  3rd 
cases  evident  anatomical-pathologic  alterations  were  present: 
connectival  infiltration  of  the  gland,  periductal  sclerosis,  cyto- 
plasmic vacuolization  and  nuclear  pyknosis. 


3146  EXPERIMENTAL  PANCREATITIS:    TREATMENT 
BY  COLLOID  REPLACEMENT  AND  ADRENO- 

CORTICOSTEROID  THERAPY  COMBINED  WITH  THORACIC    j 
DUCT  DRAINAGE.    (E.)    Schiller,  W.  R.  (Northwestern  Med.       ' 
Sch.,  Chicago,  111.),  A.  Duprez,  W.  B.  lams,  M.  Suwa  and  M.  C. 
Anderson.  Arch  Surg  (Chicago)  98(6):698-702,  1969. 

After  obtaining  a  control  volume  of  lymph  flow  from  cannulated 
thoracic  ducts  of  healthy  adult  mongrel  dogs,  pancreatitis  was 
produced  by  infusing  10  to  15  ml  of  fresh  lyophilized  trypsin 
into  the  pancreatic  ducts  and  ligating  the  superior  pancreatic 
vein.    Lymph  samples  were  obtained  every  30  min  for  6-8  hi 
during  which  time  5  dogs  received  no  treatment,  22  dogs  were 
treated  with  commercial  dextran  (25  ml/kg)  plus  lymph  re- 
placement, 13  received  dextran  40,  and  12  animals  were  given 
100  mg  hydrocortisone  i.v.  and  100  mg  cortisone  acetate  i.m. 
along  with  dextran  40  at  the  start  of  the  procedure.    All  the 
dogs  in  the  first  three  groups  died.    The  greatest  amount  of 
abdominal  fluid  was  present  when  dextran  40  was  given.    A 
combination  of  adrenocorticosteroids  and  dextran  40  resulted 
in  augmented  lymph  flow,  less  abdominal  fluid  and  increased 
survival. 

3147  ASSESSMENT  OF  METHEMALBUMIN  AS  A  j 
DIAGNOSTIC  TEST  FOR  ACUTE  PANCREATI- 
TIS.  (E.)    Anderson,  M.  C.  (Northwestern  U.  Med.  Sch., 
Chicago,  Ul.),  I.  R.  Toronto,  S.  B.  Needleman  and  L.  Gramatica. 
Arch  Surg  (Chicago)  98(6):776-780,  1969. 

Following  ligation  of  the  accessory  duct  of  the  pancreas,  the 
major  duct  was  cannulated  in  19  healthy  mongrel  dogs  (10-19 
kg).    It  was  infused  with:    buffer  diluent  (1  animal),  with  10- 
15  ml  of  trypsin  which  contained  8000-10,000  U  tryptic  ac- 
tivity/ml (5),  a  similar  dose  of  trypsin  which  was  allowed  to 
undergo  autoincubation  (2),  carbowax  (2),  100  mg  fresh  lipase 
(2),  a  10  ml  mixture  of  lipase  (10  mg/ml)  and  whole  blood 
(1),  and  15  ml  of  trypsin  followed  by  Ugation  of  the  superior      j 
pancreatic  vein  (6).    In  7  other  animals  a  segment  of  jejunum       i 
was  strangulated  and  in  3  others  the  superior  mesenteric  artery 
was  occluded.    Eight  of  1 1  dogs  developed  hemorrhagic  pancre- 
atitis after  infusion;  6  of  7  dogs  subjected  to  strangulation  and 
the  3  with  acute  occlusion  demonstrated  methemalbumin  in  their 
peripheral  venous  blood. 

3148  CHANGES  IN  THE  SERUM  ELECTROLYTE 
LEVELS  DURING  ACUTE  PANCREATITIS. 

(Rus.)    Liul'ko,  A.  V.  (Dnepropetrovsk  Med.  Inst.,  USSR), 
V.  F.  Pekarskii  and  N.  D.  Loskutova-  Chukhriienko.    Klin  Med 
(Moskva)  47(4):68-71,  1969. 
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Flame  photometry  revealed  a  moderate  increase  in  serum  K  and 
lecrease  in  serum  Na  during  the  first  3  days  of  acute  pancre- 
ititis  in  about  60%  of  75  patients  (22  men  and  53  women, 
24-76  yr  old).   Thus,  compared  to  control  values  of  4.1-5.6  and 
130-152.2  mEq/liter,  resp.,  47  patients  had  K  levels  of  6.7- 
11.5  mEq/Uter,  26  patients  had  normal  K  levels,  2  had  hypo- 
calemia  of  3.1-3.6  mEq/liter,  44  had  Na  levels  of  100.4-125.2 
nEq/liter,  and  31  had  normal  Na  levels.    After  clinical  recovery, 
;he  serum  Na  and  K  levels  were  normal  in  38  of  52  patients. 
\  similar  increase  in  serum  K  was  observed  in  30  dogs  in  which 
icute  pancreatitis  was  produced  experimentally  by  ligation  of 
the  pancreatic  duct,  with  or  without  instillation  of  bile  and 
iuodenal  contents.    In  dogs,  however,  hypokalemia  was  noted 
>nly  just  before  death.    These  shifts  in  serum  electrolyte 
evels  should  be  taken  into  consideration  in  the  treatment  of 
icute  pancreatitis. 

3149  A  CASE  OF  ACUTE  HEMORRHAGIC 

PANCREATIC  NECROSIS  IN  A  FETUS.  (It.) 
Jaruzzi,  G.  (Inst.  Anat.  and  Hist.  Pathol.,  U.  Bologna,  Italy). 
\rch  Ital  Amt  Istol  Pat  42(4) .3 13-3 27,  1968. 

\  rare  case  is  reported  of  a  fetus  affected  by  acute  hemor- 
hagic  pancreatitis  and  born  dead.    The  mother  had  a  toxicosis 
vith  hyperazotemia,  albuminuria  and  fever  during  the  4th-5th 
nonth  of  pregnancy,  but  recovered  after  therapy.    The  autopsy 
)f  the  fetus  showed  generalized  acute  stasis  with  hemorrhage 
)f  serosa  and  hemoperitoneum;  massive  hemorrhage  of  the 


pancreas  and  the  adrenals,  mainly  the  left  one;  presence  of 
Botallo's  foramen  and  duct  (diameter  3  mm);  fetal  atelectasia 
of  the  lungs.    The  histologic  diagnosis  was:    in  the  pancreas 
acute  hemorrhagic  pancreatitis  and  necrosis;  in  the  liver  severe 
hepatocellular  degeneration  with  acute  stasis  and  erythroblasto- 
sis; and  in  the  spleen  acute  stasis,  atrophy  of  the  lymphatic 
tissue  and  erythroblastosis. 

3150  CHRONIC  PANCREATITIS:    ITS  PATHOGENE- 
SIS, DIAGNOSIS  AND  SURGICAL  TREATMENT. 

(It.)    Roecker,  F.   Ri forma  Med  %3(2):SA-S%,  196^. 

3151  PANCREATIC  ASCITES.    [CASE  REPORT] 

(E.)    Lazaro,  E.  J.  (New  Jersey  Coll.  Med.  and 
Dent.,  Newark),  P.  B.  Das  and  P.  V.  Abraham.  Amer  J 
Gastroent  51(4):287-292,  1969. 

3152  CHRONIC  CALCAREOUS  PANCREATITIS  AND 
CHOLEDOCHAL  STENOSIS  ABOVE  THE  PAN- 
CREAS. (It.)  Accarpio,  G.  (Inst.  Spec.  Surg.  Path.,  U.  Genoa, 
Italy),  U.  Valente  and  P.  Alitta.  Rass  Arch  Chir  6(6):  35 1-359, 
1968. 


3153  ANGIOGRAPHY  IN  ACUTE  PANCREATITIS. 

(E.)    Aakhus,  T.  (UllevSl  Hosp.,  Oslo,  Norway), 
M.  Hofsli  and  E.  Vestad.  Acta  Radiol  8(2):  119-128,  1969. 


See  also:    2691,2692 
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3154  ACUTE  INTERMITTENT  PORPHYRIA  AND 

ITS  BIOCHEMICAL  PATHOGENESIS.    (Ger.) 
HeUmeyer,  L.  (Inst.  Med.  Sci.,  Ulm,  Germany).   Munchen  Med 
Wschr  lll(16):905-909,  1969. 

Studies  of  urinary  heme-precursor  excretion  in  2  patients  with 
acute  intermittent  porphyria  and  2  with  Giinther's  congenital 
porphyria  showed  that  in  the  former,  the  urine  contained  20- 
200  times  as  much  5-aminolevuIinic  acid  and  porphobilinogen 
as  porphyrins.    In  congenital  porphyria,  on  the  other  hand, 
more  porphyrins  are  excreted  in  the  urine.    It  was  also  shown 
that  prophyrins  can  be  formed  spontaneously  from  porpho- 
bilinogen in  the  urine  and  that  most  of  the  porphyrin  formed 
is  of  isomeric  type  I,  the  type  which  predominates  in  the  urine 
of  patients  with  porphyria.    Finally,  biochemical  studies  with 
a  liver  homogenate  prepared  from  a  patient  with  acute  inter- 
mittent porphyria  showed  considerably  less  formation  of  uro- 
porphyrin than  in  normal  liver  homogenates.    It  is  concluded 
that  acute  intermittent  porphyria  is  due  to  a  defect  in  porpho- 
bilinogen deaminase  combined  with  a  simultaneous  increase  in 
precursor  formation. 

3155  THE  AVOIDANCE  OF  PRIMARY  HYPOXIC 

ORGAN  DAMAGE  DURING  LIVER  TRANS- 
PLANTATION BY  SUITABLE  PERFUSION  WITH  NON- 
HEMOGLOBIN-CONTAINING  PERFUSION  FLUIDS.    (Ger.) 
Zimmermann,  W.  E.,  M.  Kessler,  D.  W.  Lubbers,  D.  Seitz  and 
R.  Dierkesmann.    Langenbeck  Arch  Klin  Chir  322(Kongressber.): 
1145-1151,  1968. 

A  perfusion  technique  is  described  which  makes  it  possible  to 
extend  the  perfusion  period  of  pig  livers  with  hemoglobin-free 
solutions  up  to  8  hr  while  guaranteeing  a  tissue  p02  of  50- 
540  mm  Hg,  which  eUminates  the  danger  of  hypoxic  damage. 
The  principal  feature  of  the  technique  is  that  perfusion  is  be- 
gun while  the  liver  is  still  in  situ,  via  the  hepatic  artery  (pres- 
sures of  160/80  mm  Hg  and  a  flow  of  180/230  cc/min)  and 
portal  vein  (pressure  of  20-30  cm  H2O  and  flow  of  800-900 
cc/min),  combined  with  hypothermia  to  18-20C.    The  Uver 
is  then  transferred  to  a  specially  designed  perfusion  chamber 
and  a  medium  is  used  which  contains  5%  albumin  or  isooncotic 
dextran  to  prevent  edema,  bicarbonate  or  Tris-buffer  to  keep 
the  pH  above  7.25,  coenzyme  A,  glucose,  reduced  nicotinamide 
adenine  dinucleotide,  pyruvate  and  sodium  capronate.    Experi- 
ments with  pig  livers  in  which  the  tissue  p02,  p02  of  the  per- 
fusion fluid,  and  the  loss  of  hepatoceUular  enzymes  were  moni- 
tored showed  that  only  the  first  parameter  is  sufficiently  sensi- 
tive to  detect  incipient  hepatic  hypoxia.    Hypothermia  had  to 
be  achieved  within  15-20  min  after  removal  of  red  blood  cells 
from  the  perfusing  medium  in  order  to  avoid  irreversible  liver 
damage. 

3156  SECONDARY  HEPATIC  LESIONS  COMPUCAT- 

ING  CHOLELITHIASIS.    (Sp.)    Aznar  Reig,  A. 
(Fac.  Med.,  Sevilla,  Spain),  E.  Zamora  Madarias,  F.  Bonilla 
Mir,  J.  Lopez  Campos  and  R.  Majua  Delgado.   Rev  Esp  Enferm 
Apar  Dig  27(7):  1019-1040,  1968. 

Liver  biopsies  and  a  battery  of  liver  function  tests  (galactose 
and  sodium  benzoate  loading,  flocculation  tests  for  the  plasma 
proteins,  and  131i.Rose  Bengal  and  coUoidal  198au  clearance) 


were  performed  in  20  patients  (30-61  yr  old)  with  radiologically 
and  surgically  confirmed  gallbladder  lithiasis  who  presented  with 
a  long  history  (4-180  months)  of  acute  paroxystic  pain  some- 
times associated  with  jaundice  or  subicterus.    The  plasma  pro- 
teins were  abnormal  in  60-77%  and  the  hippuric  acid  and  galac- 
tose excretion  were  abnormal  in  15-35%,  but  there  was  no 
parallel  between  these  4  tests,  which  are  concluded  to  be  of 
little  use  in  the  diagnosis  of  these  syndromes.    The  isotope 
studies,  on  the  other  hand,  were  highly  sensitive  (abnormal 
values  in  all  cases)  and  revealed  3  distinct  subgroups:    general- 
ized nonspecific  secondary  hepatitis  in  30%,  mesenchymal  non- 
specific secondary  hepatitis  (not  affecting  the  parenchyma)  in 
38%,  and  hepatitis  involving  only  the  intrahepatic  portal  or 
reticuloendothelial  system  in  30%.    There  was  also  no  parallel 
between  disturbances  in  liver  function  and  the  histological  find- 
ings, which  were  minimal  except  for  consistent  anisokaryocy- 
tosis  and  lymphoplasmocytic  infiltration  of  the  Kieman's  spaces. 
The  hepatic  involvement,  which  is  ascribed  to  biliary  sepsis  and 
the  indirect  effects  of  bacterial  toxins,  had  no  apparent  effect 
on  the  course  of  the  cholelithiasis  and  was  unrelated  to  the 
duration  of  illness. 

3157  THE  OUTCOME  FOR  THE  JAUNDICED 

PATIENT.    (E.)    Honner,  R.  (Royal  Prince 
Alfred  Hosp.,  Sydney,  AustraUa).   Med  J  Aust  l(20):836-838, 
1968. 

All  94  jaundiced  patients  hospitalized  during  a  1-yr  period 
were  reviewed  and  found  to  include  43  men  and  51  women 
whose  ages  were  mostly  between  50  and  80.    There  were  56 
cases  of  obstructive  jaundice  and  38  cases  of  nonobstructive 
jaundice  among  the  94  whose  diagnoses  included  nonmalignant 
biliary  disease  (32),  infectious  hepatitis  (15),  carcinoma  of  the 
pancreas  (13),  liver  damage  due  to  drugs,  alcohol,  or  miscel- 
laneous diseases  (14),  unknown  etiologies  (9),  primary  malig- 
nant disease  (7),  and  metastatic  involvement  of  the  liver  (4). 
Twenty  percent  of  both  the  obstructive  and  nonobstructive 
jaundice  groups  died  in  the  hospital.    Of  the  32  cases  of  non- 
malignant  disease,  26  were  treated  surgically,  of  which  1  was 
acute  cholecystitis;  the  remaining  6  cases  (all  acute  cholecystitis) 
were  treated  conservatively.    Four  cases  of  primary  gallbladder 
malignancy  were  observed;  2  of  them  presented  as  choleUthiasis 
and  jaundice. 

3158  PROLONGED  OBSTRUCTIVE  JAUNDICE  IN 

BANTU  INFANTS.    (E.j    Pretorius,  P.  J.  (U. 
Pretoria,  South  Africa),  1.  W.  Simpson,  C.  R.  Jansen,  J.  G. 
Prinsloo,  L.  S.  de  Villiers  and  C.  van  Heerdon.   S  Afr  Med  J 
42(21):518-527,  1968. 

Twenty  Bantu  infants,  all  of  whom  were  under  5  months  of 
age,  but  one  (1  yr  old),  were  investigated  oecause  of  clinical 
jaundice  and  elevated  serum  bilirubin.    Serological  tests  for 
syphilis,  and  toxoplasmosis,  blood  counts  and  cultures,  urine 
cytologies  for  cytomegalic  inclusion  disease,  tests  for  urinary 
reducing  substances  and  131i  Rose  Bengal  tests  were  obtained 
in  addition  to  total  serum  proteins,  thymol  turbidity  and  floc- 
culation, alkaline  phosphatase,  total  and  conjugated  serum 
biUrubin,  SGOT,  SGPT,  and  LDH.    Liver  biopsies  were  per- 
formed in  9  patients,  wedge  biopsies  in  3,  and  in  2  the  liver 
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was  examined  at  autopsy.    The  causes  of  jaundice  and  serum 
bilirubin  elevation  included  neonatal  hepatitis  (5),  syphilitic 
hepatitis  (5),  extrahepatic  biliary  atresia  (3),  cirrhosis  of 
unknown  etiology  (2),  veno-occlusive  disease  (2),  sepsis  (1), 
and  etiology  unknown  (2).    The  131i  Rose  Bengal  test  proved 
useful  in  distinguishing  between  biliary  atresia  and  neonatal 
hepatitis.    Liver  biopsy  may  often  reveal  the  cause  of  obstruc- 
tive jaundice,  and  together  with  the  l^lj  test,  should  estabUsh 
the  etiology  in  most  cases. 

3159  HEPATIC  ARTERY  LIGATION.    (E.)    Prakash, 
A.  (All-India  Inst.  Med.  Sci.,  New  Delhi)  and  M. 

C.  Tanga.   Int  Surg  50(1):  167-174,  1968. 

In  27  adult  albino  rats  (100-375  g  body  weight)  the  hepatic 
artery  was  ligated  beyond  the  origin  of  the  right  gastric  and 
gastroduodenal  vessels,  and  in  19  others  a  sham  operation  was 
perfonned.    The  animals  were  sacrificed  at  intervals  of  2  hr; 
1,  2,  3  and  5  days;  and  2,  4,  6,  8,  and  12  weeks.    Gross  and 
microscopic  examination  of  the  hepatic  tissues  were  made  and 
fafled  to  reveal  any  significant  changes  in  1 8  of  the  control 
animals.    One  of  the  controls  died  of  biliary  obstruction  due  to 
an  adhesion.    The  gross  changes  of  congestion  and  ischemia, 
and  the  microscopic  changes  of  necrosis,  infection,  and  glycogen 
(and  fatty)  infiltration  were  spotty  and  inconstant  in  the  ani- 
mals with  the  ligations.    Three  animals  in  the  ligation  group 
died  within  24  hi  of  surgery.    No  scarring  or  cirrhosis  was  seen 
in  any  of  the  animals.    The  contribution  of  the  hepatic  artery 
to  circulation  appears  negligible. 

3160  SPONTANEOUS  RUPTURE  OF  THE  LIVER  IN 
PREGNANCY.    (E.j    Notelovitz,  M.  (King  Edward 

VIII  Hosp.,  Durban,  South  Africa)  and  D.  Crichton.   S  Afr  Med 
y42(19):476-480,  1968. 

The  etiology,  precipitating  factors  and  pathology  of  spontaneous 
rupture  of  the  liver  in  4  cases  during  pregnancy  is  presented  to- 
gether with  a  review  of  the  literature.    Attention  is  drawn  to  the 
pathognomonic  triad  of  symptoms:    eclampsia,  sudden  right- 
sided  hypochondrial  or  epigastric  pain,  and  subsequent  vascular 
collapse.    Successful  treatment  is  dependent  on  very  rapid  in- 
stitution of  adequate  blood  replacement  of  massive  hemorrhage 
and  immediate  hemostasis.   The  importance  of  team-work  is 
self-evident,  as  is  early  laparotomy  with  adequate  exposure. 
Best  exposure  is  achieved  through  a  transverse  upper  abdominal 
incision.   If  a  diagnosis  of  hemonhage  emanating  from  the  upper 
abdominal  viscera  can  be  surmised  through  a  lower  abdominal 
incision,  there  is  no  purpose  in  further  extension  of  the  vertical 
incision.    Immediate  temporary-followed  by  effective  perman- 
ent-hemostasis  is  imperative.    When  hemostasis  cannot  be 
achieved  by  the  usual  measures,  ligation  of  the  hepatic  artery 
should  be  considered.   Gentle  handling  of  the  Uver  is  advocated 
because  further  stripping  of  the  capsule,  and  rupture  of  the 
further-exposed  subcapsular  hemotomata,  may  seriously  aggra- 
vate the  condition  and  render  a  previously  manageable  procedure 
inoperable. 

3161  VENESECTION  THERAPY  IN  IDIOPATHIC 
HAEMOCHROMATOSIS:    AN  ANALYSIS  OF 

40  TREATED  AND  18  UNTREATED  PATIENTS.    (E.) 

Williams,  R.  (King's  Coll.  Hosp.,  London,  England),  P.  M.  Smith, 
E.  J.  F.  Spicer,  M.  Barry  and  S.  Sherlock.    Quart  J  Med  38(149): 
1-16,  1969. 


Forty  patients  with  idiopathic  hemochromatosis  treated  by 
venesection  were  compared  with  18  untreated  individuals, 
most  of  whom  had  died  before  venesection  therapy  became 
accepted.   The  5-yr  mortality  rate  was  11%  in  the  treated  group 
as  opposed  to  67%  of  those  untreated.    Mean  survival  times 
averaged  8.2  and  4.9  yr,  resp.    A  hepatoma  was  the  cause  of 
the  death  in  4  of  the  treated  patients.   Weekly  bleedings  re- 
moved a  mean  total  of  12  g  of  iron  and  diminished  pigmenta- 
tion and  hepatosplenomegaly  while  improving  the  results  of 
liver  function  studies.    There  was  less  improvement  demonstrable 
by  liver  biopsy.    Eight  of  26  patients  with  diabetes  in  the 
treated  group  showed  improvement  in  carbohydrate  tolerance 
and  3  were  able  to  discontinue  insulin.    No  improvement  was 
noted  in  the  untreated  group. 

3162  SIMPLIFIED  TECHNIC  FOR  HUMAN 

AUXILIARY  LIVER  TRANSPLANTATION. 

(E.)    SheU,  A.  G.  R.  (Royal  Prince  Alfred  Hosp.,  Sydney, 
Australia),  J.  Rogers,  J.  May,  B.  Storey,  J.  Kuruvila,  C.  George, 
F.  R.  Berry  and  J.  H.  Stewart.   Amer  J  Surg  117(3):359-362, 
1969. 

A  simplified  technique  for  auxiliary  transplantation  of  the  liver, 
developed  in  cadavers  and  successfully  used  in  dogs,  was  applied 
to  a  45-yr-old  man  with  rapidly  worsening  cirrhosis.    The  pa- 
tient died  4  days  postoperatively  due  to  prolonged  hypotension. 
In  this  technique,  the  allograft  is  placed  in  the  right  paracolic 
gutter  with  the  right  lobe  inferior  and  the  hilum  medial   The 
superior  aspect  of  the  allograft  vena  cava  is  anastomosed  to  the 
recipient  infrarenal  vena  cava.    The  donor  celiac  axis  is  anasto- 
mosed to  the  front  of  the  recipient  aorta  and  the  portal  vein 
to  the  recipient  superior  mesenteric  vein.    Biliary  drainage  is  by 
Roux-en-Y  anastomosis  of  the  jejunum  to  the  gallbladder.    Au- 
topsy revealed  anoxic  damage  to  the  liver  and  kidney  and 
hemorrhage  into  the  pituitary. 

^^^^  IMPROVED  TECHNIQUE  FOR  HUMAN 

HEPATIC  RESECTION.    (E.)    Gentile,  J.  M. 
(Royal  Victoria  Hosp.,  McGill  U.,  Montreal,  Quebec,  Canada) 
and  L.  D.  MacLean.   Amer  J  Surg  117(3):424-425,  1969. 

A  new  technique  is  described  which  was  designed  to  eliminate 
the  dangers  of  avulsion  of  the  hepatic  vein  from  the  inferior 
vena  cava  or  Ugation  of  a  vein  draining  a  part  of  the  Uver 
which  is  not  to  be  resected.    An  umbilical  tape  is  placed  around 
the  intrapericardial  part  of  the  inferior  vena  cava.    Intermittent 
occlusion  by  traction  on  the  tape  produces  engorgement  of  the 
intrahepatic  veins  and  improves  their  identification.    Each  large 
vessel  can  then  be  ligated  and  transected  individually. 

3164  EXPERIENCE  WITH  HEPATIC  RESECTION  IN 

CHILDHOOD.  (E.)  Taylor,  P.  H.  (Harvard  Med. 
Sch.,  Boston,  Mass.),  R.  M.  Filler,  R.  A.  Nebesar  and  M.  Tefft. 
Amer  J  Surg  117(4):435-441,  1969. 

Twenty-two  children  underwent  partial  hepatectomy  for  primary 
malignancy  (9),  lymphangiomas  (4),  metastatic  WUm's  tumor 
(3),  simple  cyst  (2),  trauma  (1),  hamartoma  (2)  and  adenoma 
(1)  during  a  15-yr  period.    Only  1  was  older  than  8  yr  and 
14  were  under  2.    There  were  3  intraoperative  hemorrhage 
deaths,  1  air  embolus  death  at  surgery  and  2  children  died  of 
tumor  metastases.    Three  operative  deaths  were  in  children 
under  1  yr  of  age.    Preoperative  radioisotope  scans,  and  hepatic 
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and  superior  mesenteric  arteriograms  were  helpful  in  delineat- 
ing liver  masses  and  hepatic  artery  anomalies.  Postoperative 
scans  were  useful  in  evaluating  liver  regeneration  and  timing 
of  chemotherapy.  Blood  loss  and  replacement  were  critical 
and  central  venous  pressure  monitoring  was  used.  Long  term 
survivors  reveal  no  evidence  of  growth  and  development  im- 
pairment. 

3165  HEPATIC  INJURY  IN  CHRONIC  INDUSTRIAL 
SATURNISM.    (Fr.)    Banciu,  T.  (Inst.  Med. 

Timisoara,  Romania),  L.  Georgescu,  Z.  Sirbu,  M.  Banciu,  C. 
Lesnic  and  T.  Koos.   Rev  Intern  Hepat  17(7):635-650,  1967. 

Of  350  patients  studied,  255  had  chronic  lead  poisoning  and 
95  had  an  elevated  absorption  of  lead.    Males  represented  86% 
and  females  14%  of  the  patients  studied.   The  majority  of  the 
patients  with  lead  poisoning  (52.7%)  had  been  employed  in  the 
industrial  machining  of  lead  and  25%  of  them  had  histories  of 
acute  lead  intoxication.    Of  the  350  cases,  14.9%  were  found 
to  have  liver  pathology  histologically  confirmed.    Patients  with 
other  causes  of  hepatic  injury  were  excluded  from  this  study. 
The  liver  lesions  observed  were  believed  specific  for  lead  poison- 
ing:   hepatocellular  injury  with  increases  in  SGOT  and  SGPT 
in  86%,  and  a  combined  7-,  /J-  and  a-euglobins  pattern.   There 
was  histological  evidence  of  hepatic  epithelial  degeneration  with 
intracellular  pigment,  and  minimal  inflammatory  reaction.    Lead 
apparently  attacks  the  oxidative  mitochondrial  systems  directly, 
and  indirectly  induces  an  intrahepatic  circulatory  disturbance. 
Diagnosis  is  difficult:    liver  puncture  is  necessary  for  differential 
and  positive  diagnosis. 

3166  SERUM  GUANASE  IN  DIAGNOSIS  OF  LIVER 
DISEASE.   (E.)    Coodley,  E.  L.  (Hahnemann 

Med.  Coll.,  Philadelphia,  Pa.).  Amer  J  Gastroent  50(l):55-62, 
1968. 

Spectrophotometric  measurements  of  serum  guanase  levels 
were  made  along  with  SGOT,  SGPT,  alkaline  phosphatase  and 
protein  determinations  in  75  (49  males,  26  females)  patients 
with  suspected  liver  disease  and/or  jaundice.    Guanase  activity 
was  elevated  in  48  of  54  patients  with  proven  hepatitis.    Sera 
were  drawn  from  the  other  6  more  than  10  days  after  the  on- 
set of  jaundice.    A  small  increase  of  guanase  was  noted  in  10 
of  21  patients  with  other  diseases,  but  this  exceeded  5  U  in 
only  5.    SGOT  and  SGPT  gave  comparable  results  and  provided 
the  diagnosis  in  2  cases  where  guanase  was  normal.    In  5  pa- 
tients, however,  guanase  provided  the  diagnosis  of  hepatitis 
when  the  other  enzymes  were  normal. 

3167  STUDIES  ON  THE  RESULTS  OF  TEMPORARY 
HEPATIC  ASSISTANCE  IN  THE  DOG.    III. 

HISTOLOGICAL  AND  ULTRASTRUCTURAL  FINDINGS  IN 
THE  TRANSPLANTED  LIVER.    (Fr.j    Chrzanowska,  M.  (Ed. 
Herriot  Hosp.,  Lyon,  France),  J.  Feroldi  and  Y.  Mallet-Guy. 
Lyon  Chir  65(l):20-35,  1969. 

Histological  and  (in  8  cases)  electron  microscopic  studies  of 
the  transplanted  liver  were  carried  out  in  42  dogs  between  15 
min  and  8  hr  after  heterotopic  implantation  of  a  donor  Uver 
maintained  by  extracorporeal  circulation.    The  recipient's  own 
liver  was  also  studied  by  biopsy  5-6  hr  after  the  operation.    In 
most  animals,  regardless  of  the  surgical  procedure,  perfusion 
technique  and  variations  in  hepatic  blood  flow  (0.25-1.25 
cc/g/min),  histological  deterioration  of  the  transplant  was  noted 


after  about  3  hr,  characterized  by  alterations  in  the  hepatic 
sinusoids,  hyperplasia  of  the  Kupffer  cells,  and  areas  of  hemor- 
rhagic necrosis.    Biopsy  specimens  of  the  recipients'  livers  were 
normal  in  only  one  of  16  cases,  the  others  also  showing  sinu- 
soidal changes,  accumulation  of  cellular  debris  and  congestion 
progressing  to  necrosis.    The  first  ultrastructural  changes  in  the 
donor  livers  (decreased  glycogen,  cytoplasmic  damage,  lesions 
in  the  endothelium  and  the  walls  of  the  sinusoids)  were  seen 
even  earlier,  however,  between  1  and  2  hr  after  transplantation. 
These  lesions  resembled  those  seen  after  arterialization  of  the 
portal  vein.    It  is  concluded  that  perfusion  of  a  donor  liver 
through  the  portal  circulation  only  may  be  preferable  to  the 
use  of  both  circulations,  and  that  a  relatively  low  blood  flow 
is  better  tolerated. 

3168  SOME  OBSERVATIONS  ON  THE  FINE 

STRUCTURE  OF  THE  HUMAN  LIVER  IN 
CONGENITAL  BILIARY  ATRESIA.    (Jap.)    Abe,  R.  (Fac. 
Med.,  Kyushu  U.,  Fukuoka,  Japan).  Arch  Histol  Jap  28(5): 
503-524,  1967. 

Electron  microscopy  studies  were  performed  on  the  livers  of 
20  patients  (2-6  months  old)  with  congenital  biliary  atresia  and 
on  7  control  babies.    Embryonic  livers  from  15  human  fetuses 
were  also  examined.    In  congenital  biliary  atresia  a  characteristic 
feature  of  the  liver  cells  is  anomalous  microvillous  cell  borders 
which  line  the  elongated  perisinusoidal  and  extensively  developed 
intercellular  space.    Other  striking  features  are  displacement  of 
the  nucleus  and  the  rugged  shape  of  the  hepatocyte.    The  nor- 
mal embryonic  Uver  shows,  even  in  the  6-week  fetus,  hepato- 
cytes  arranged  to  contact  each  other  with  the  usual  width  of 
intercellular  space  seen  in  the  adult  liver.    A  single  teratogenic 
factor  may  cause  both  the  malformation  of  the  bile  duct  and       , 
the  surface  change  of  the  hepatocyte.  I 

^^^^  ENZYME  AND  FUNCTION  CHANGES  AFTER 

EXTENSIVE  LIVER  RESECTION  IN  MAN. 

(E.)    Almersjo,  O.  (U.  Gbteborg,  Gothenburg,  Sweden),  S. 
Bengmark,  L.  O.  Hafstrom,  and  R.  Olsson.  Ann  Surg  169(1): 
111-119,  1969. 

Liver  function  studies,  including  SGOT,  SGPT,  alkaline  phos- 
phatase, bilirubin  and  BSP  retention,  were  performed  preop- 
eratively  and  up  to  4  weeks  after  hepatic  resection  in  12  pa- 
tients.   SGOT  and  SGPT  elevations  varied  considerably  postop- 
eratively and  bore  no  relation  to  the  extent  of  resection  but 
were  inversely  correlated  with  the  duration  of  surgery.    Serum 
alkaline  phosphatase  was  minimally  affected  by  operation,  a 
marked  elevation  being  observed  only  when  there  were  marked 
elevations  preoperatively.    Serum  bilirubin  concentration  and 
BSP  retention  were  directly  related  to  the  extent  of  resection. 

3170  CLINICAL  AND  LABORATORY  FINDINGS  IN 

PATIENTS  WITH  HEPATOMA:    A  PRELIMI- 
NARY REPORT.    (E.)    Font,  R.  G.  (Tulane  U.  Sch.  Med., 
New  Orleans,  La.)  and  R.  D.  Sparks.   J  Louisiana  Med  Soc 
120(4):178-186,  1968. 

Of  610  autopsies  performed  over  a  2  yr  period,  8  revealed 
primary  hepatic  parenchymal  cell  carcinomas.    All  were  male 
and  the  average  age  was  58.    Three  patients  had  a  history  of 
alcoholism  and  1  of  chronic  hepatiris.    Abdominal  pain  was  the 
presenting  symptom  in  6,  jaundice  in  1,  and  abdominal  swelling 
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in  1.   Nodular  hepatomegaly  was  noted  in  all,  splenomegaly  in 
2,  hepatic  bruit  in  2,  and  ascites  in  5.   Laboratory  data  included 
the  following:    moderate  leukocyte  elevations  and  increased 
BSP  retention  in  all;  and  serum  alkaline  phosphatase  and  SGOT 
elevations  in  7.   Histologic  sections  at  atuopsy  revealed  post- 
necrotic cirrhosis  (2),  posthepatic  cirrhosis  (5)  and  no  cirrhosis 
(1).    Three  abnormal  Uver  scans  were  noted.    Survival  time  after 
the  onset  of  symptoms  was  3  months. 

3171  LIVER  FUNCTION  TESTS  IN  CANCER  OF  THE 

LIVER.    PRIMARY  AND  METASTATIC  STUDY 
OF  54  CASES.   (E.)    Horiuchi,  N.  (Ctr.  Adult  Dis.,  Osaka, 
Japan),  T.  Kitamura,  F.  Nakagawa  and  K.  Omori.  Ann  Rpt 
Center  Adult  Dis  7(1):8-18,  1967. 

Liver  function  tests  were  performed  on  54  patients  (23  with 
primary  hepatic  cancer  9  of  whom  also  had  liver  cirrhosis; 
31  with  metastatic  tumor  5  of  whom  had  liver  cirrhosis.   En- 
largement of  the  liver  was  seen  in  all  patients  with  primary 
Uver  cancer,  while  in  5  of  31  patients  with  metastatic  carcinoma 
it  was  not  palpable.   The  serum  bilirubin  index  was  below  9  in 
14  patients  with  primary  cancer  (61%)  and  in  18  patients  with 
secondary  cancer  (17%)  and  5  cases  of  metastatic  cancer  (16%). 
The  zinc  sulfate,  thymol  turbidity  and  cephalin  cholesterol 
flocculation  tests  showed  abnormal  values  for  cirrhosis  of  the 
liver  with  or  without  primary  cancer.    These  tests  seem  to  have 
no  specific  diagnostic  value  for  hepatic  carcinoma.   The  Ro 
cobalt  reaction  was  observed  in  a  higher  percentage  of  patients 
with,  than  in  those  without,  Uver  cancer.   The  BSP  test  was 
sensitive,  but  nonspecific:    72%  of  the  patients  (regardless  of 
primary  or  secondary)  showed  impaired  BSP  (above  11%) 
clearance.    Normal  BSP  retention  (values  below  5%  in  45  min) 
occurred  in  only  2  of  54  patients.    Alkaline  phosphatase  activity 
was  relatively  specific  and  sensitive  for  diagnosis:    90%  of  the 
patients  with  hepatic  cancer  showed  an  increase  (more  than  4 
Bodansky  U).   Patients  with  chronic  hepatitis  or  liver  cirrhosis 
had  a  low  concentration  of  alkaUne  phosphatase  (less  than  3.9 
Bodansky  U).   The  mean  values  were  10.3  Bodansky  U  in  the 
primary  cancer  group  and  11.7  Bodansky  U  in  the  metastatic 
cancer  group.    Leucine  aminopeptidase  (LAP)  activity  was 
normal  in  only  17%  of  the  patients  with  hepatic  cancer,  but 
normal  in  72%  of  the  patients  with  chronic  hepatitis  or  Uver 
cirrhosis.    A  number  of  patients  with  hepatic  cancer  showed 
elevated  SGOT  and  SGPT  activities;  however,  extremely  high 
levels  were  unusual.   The  SGOT/SGPT  ratio  was  more  than 
1  for  a  majority  of  the  cases  of  Uver  cancer  and  cirrhosis; 
whereas  it  was  less  than  1  for  a  majority  of  chronic  hepatitis 
cases. 


3172  HEPATIC  STORAGE  AND  MAXIMAL  BILIARY 

TRANSPORT  OF  SULFOBROMOPHTHALEIN 
IN  PATIENTS  WITH  PORTAL  HYPERTENSION.    (E.) 

Maddrey,  W.  C.  (Inst.  Postgrad.  Med.  Ed.  Res.,  Calcutta,  India), 
J.  Thomas,  A.  K.  Basu  and  F.  L.  Iber.   Johns  Hopkins  Med  J 
124(3):157-162,  1969. 

The  hepatic  storage  and  maximal  excretory  rate  for  BSP  were 
determined  in  46  patients  with  portal  hypertension  from  post- 
necrotic cirrhosis  (24),  extrahepatic  portal  venous  obstruction 
(16),  or  idiopathic  portal  fibrosis  (6)  and  compared  with  a 
group  of  14  normal  control  subjects.    Significant  lowering  of 
both  hepatic  ceUular  storage  and  maximal  biliary  excretion 


was  observed  in  patients  with  postnecrotic  cirrhosis  and  in  pa- 
tients with  extrahepatic  portal  venous  obstruction.    Histological 
alteration  of  hepatic  cells  was  not  necessary  for  functional 
changes  to  be  observed.    A  feature  common  to  the  disorders 
with  functional  changes  ia  a  reduced  portal  venous  blood  sup- 
ply.   The  prolonged  BSP  infusion  method  of  Wheeler  was  used 
with  3  infusion  periods  of  50  min  with  the  2nd  and  3rd  in- 
fusates  1/3  and  2/3,  resp.,  of  the  concentration  of  the  first 
period  (0.3-0.4  mg  BSP/kg  body  weight/min). 

3173  ANGIOMA  OF  THE  LIVER  IN  THE  NEWBORN. 

(Pol.)    Stoba,  C.  (Clin.  Pediat.  Surg.,  Gdansk, 
Poland)  and  M.  Cimaszewski.    Wiad  Lek  21(22):2039-2042, 
1968. 


3174 


3175 


TYPES  OF  LIVER  SUTURES.    (Rm.j    Palpal, 
A.  K.    Vestn  Khir  Grekov  102(1):  145,  1969. 


A  GIANT  HEPATIC  CYST  IN  AN  INFANT. 

(Pol.)    Bittner;  K.  (2nd  Pediat.  CUn.,  Poznan, 
Poland),  Z.  Bartkowiak,  J.  Stryczynski  and  K.  Wojciechowski. 
Wiad  Lek  21(20):1851-1854,  1968. 

3176  HEPATIC  AND  PULMONARY  POROCEPHALIA- 
SIS IN  A  MALAYSIAN  ORANG  ASLI 

(ABORIGINE).    (E.)    Prathap,  K.  (Dept.  Path.,  U.  Malaya, 
Malaysia),  C.  P.  Ramachandran  and  N.  Haug.  Med  J  Malaya 
23(2):92-95,  1968. 

3177  PROLONGED  JAUNDICE  OF  PREGNANCY. 
(  A  CASE  REPORT).    (E.)    Subramaniam,  R. 

(Govt.  Gen.  Hosp.,  Madras,  India),  N.  Madanagopalan  and  M. 
Chinnaswami.  Antiseptic  66{2):\29-U2,  1969. 

3178  ASPECTS  OF  LIVER  DISEASES  IN  CHILDREN, 

(Ger.)    Rossi,  E.  (Pediat.  CUn.,  U.  Bern, 
Switzerland)  and  H.  Pfeiffer.   Praxis  57(48):  1700-1707,  1968. 

3179  AMEBIC  LIVER  ABSCESSES  IN  PREGNANT 
WOMEN.    TWO  CASES  SIMULATING  PUL- 
MONARY EMBOLISM.    (Fr.)    Herreman,  G.  (Boucicaut  Hosp., 
Paris,  France),  J.  Himbert,  J.  Lissac,  J.  Reynier,  J.  Langlois, 

F.  Nicolas  and  R.  Benaim.   Bull  Soc  Med  Hop  Paris  119(11): 
907-913,  1968. 

3180  HYDATIC  CYSTS  OF  THE  LIVER.    TOTAL 
CYSTECTOMY  WITH  DELAMINATION  IN 

OPEN  AND  CLOSED  CYSTS.    (Fr.)    Geagea,  E.  (Beirut, 
Lebanon)  and" is**.  Chakar.   Bull  Soc  Int  Chir  27(3): 223-228, 
1968. 

3181  JAUNDICE:    SYMPOSIUM  AT  THE  20TH  CON- 
GRESS OF  GASTROENTEROLOGY  IN  BRAZIL. 

(Por.)    VasconceUos,  D.,  N.  De  Almeida   Jr.,  G.  Silveira,  R. 
Daher,  F.  Alvariz  and  J.  Salvador.   Rev  Esp  Enferm  A  par  Dig 
28(1):97-142,  1969. 

3182  CELLULAR  IMMUNE  RESPONSE  DURING  RE- 
JECTION OF  A  LIVER  TRANSPLANT  IN  MAN. 

(E.)    Eddleston,  A.  L.  W.  F.  (King's  CoU.  Hosp.,  London, 
England),  R.  WiUiams  and  R.  Y.  Calne.   Nature  222(5194): 
685-687,  1969. 
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3183 


HEPATOLENTICULAR  DEGENERATION. 

REPORT  OF  A  CASE.    (E.J    Singh,  M.  (All-India 
Inst.  Med.  Sci.,  New  Delhi,  India).  Indian  J  Pediat  36(253): 
44-47,  1969. 


3184 


990,  1969. 


PHOTOTHERAPY  AND  HYPERBILIRUBINE- 
MIA.   (E.j    Behrman,  R.  E.   //'ec?wr  74(6): 989- 


3185  ULTRASTRUCTURAL  ASPECTS  OF  THE  LIVER 
IN  SECONDARY  HEPATIC  AMYLOIDOSIS 

COMPLICATING  PLASMACYTOMA.    (It.)    Bacci,  G.  (Inst. 
(3en.  Med.  Clin.,  U.  Bologna,  Italy),  R.  Di  FeUciantonio,  F.  B. 
Bianchi  and  S.  Ferri.    Fegato  14(4):45 1-460,  1968. 

3186  CLINICAL  AND  MORPHOLOGICAL  STUDY 
OF  THE  LIVER  IN  THE  COURSE  OF  CHRONIC 

RESPIRATORY  INSUFFICIENCY.  (It.)  Conti,  F.  (Inst. 
Pharmacol.,  U.  Milan,  Italy),  G.  Pelosi,  M.  Martini  and  O. 
Greco.   Fegato  14(4):477-492,  1968. 

3187  THE  LIVER  AND  DIABETES.    (It.)    Tagliaferro, 
E.  (Maggiore  Hosp.,  Trieste,  Italy),  F.  Franca, 

A.  Campos  and  U.  Pietron.  Minerva  Med  Giuliana  8(4);  323- 
326,  1968. 

3188  BENIGN  OBSTRUCTIVE  JAUNDICE.    (Sp.) 
Puente  Pereda,  F.  (Natl.  Fac.  Med.,  Natl.  Auto- 
nomous U.  Mexico,  University  City).    Cir  Cir  36(5):45 1-455, 
1968. 

3189  OBSTRUCTIVE  JAUNDICE  NOT  DUE  TO 
TUMORS:    CLINICAL  AND  LABORATORY 

ASPECTS.    (Sp.)    Ocaranza,  M.,  J.    C/r  C/r  36(5):456-462, 
1968. 

3190  BENIGN  OBSTRUCTIVE  HEPATIC  JAUNDICE: 
PATHOANATOMICAL  ASPECTS.    (Sp.) 

Gonzalez  Angulo,  A.  (Div.  Path.,  Dept.  Sci.  Invest.,  C.  M.  N., 
I.  M.  S.  S.,  Mexico  City).    Cir  Cir  36(5):441-450,  1968. 

3191  LIVER  FUNCTION  IN  ARTIFICIALLY  IN 
DUCED  TERMINAL  STATES.    (It.)    Shapiro, 

V.  M.  (Lab.  Exp.  Physiol.,  Acad.  Med.  Sci.,  Moscow,  USSR). 
Epatologia  14(2):  103-1 13,  1968. 

3192  STATISTICAL  STUDIES  ON  THE  PATHO- 
GENESIS OF  FATTY  LIVER.    II.    PATHO- 
GENETIC FACTORS  IN  HEPATIC  STEATOSIS.    (Ger.) 
Hanefeld,  M.  (Carl  Gustav  Carus  Med.  Acad.,  Dresden,  Germany 
H.  J.  Naumann  and  F.  Renger.   Deutsch  Gesundh  23(52): 
2467-2470,  1968. 

3193  MASSIVE  LIVER  HEMORRHAGE  IN  PATIENTS 
WITH  TOXEMIA  OF  PREGNANCY.    (Sp.) 

Perez  Rojas,  E.  (San  Camilo  Hosp.,  San  Felipe,  Chile)  and  E. 
Vaiablanca.   Rev  Med  Valparaiso  2 1(3): 86-88,  1968. 

^^"^^  CHRONIC  IDIOPATHIC  NONHEMOLYTIC 

JAUNDICE  SYNDROMES.    NOTE  1.    CLINI- 
CAL, FUNCTIONAL  AND  ULTRASTRUCTURAL  FINDINGS 
IN  A  CASE  OF  DUBIN-JOHNSON  DISEASE.    (It.) 


Naccarato,  R.  (Inst.  Spec.  Med.  Path.,  U.  Padua,  Italy),  L. 
Okolicsanyi,  G.  Previato,  U.  Fagiolo,  A.  Rizzo  and  P.  F. 
Gambari.    G  Clin  Med  49(11):  1053-1067,  1968. 

3195  JAUNDICE  IN  ELDERLY  SUBJECTS.    (Fr.) 

Vignalou,  J.  and  H.  Beck.  Rev  Franc  Geront 
14(5):257-262,  1968. 

3196  RARE  ANOMALIES  OF  THE  PORTAL  CIRCU- 

LATION. (Ger.)  Breining,  H.  (Inst.  Path.  Anat., 
U.  Erlangen,  Germany)  and  A.  Schuch.  Zbl  Allg  Path  111(5): 
517-520,  1968. 

3197  PRIMARY  CYSTIC  CARCINOMA  OF  THE 

LIVER.    (E.)    Dean,  D.  L.  (VA  Hosp.,  San 
Fernando,  Calif.)  and  H.  M.  Bauer.   Amer  J  Surg  117(3):416- 
420, 1969. 


3198 


Japan). 


3199 


STUDIES  ON  VARIABILITY  OF  MALIGNANT 
TUMOR.   (Jap.)    Sasaoka,  I.  (Gifu  U.  Sch.  Med., 
Acta  Sch  Med  Univ  Gifu  15(2):214-236,  1968. 


TREATMENT  OF  HEPATIC  ENCEPHALO- 
PATHY.   (E.)    Toghill,  P.  J.  Postgrad  Med  J 
45(521):227-229,  1969. 

3200  LIVER  DISEASE  AND  MALABSORPTION. 

(E.)    Losowsky,  M.  S.  (Gen.  Infirm.,  Leeds, 
England)  and  B.  E.  Walker.    Gastroenterology  56(3):5 89-600, 
1969. 

3201  AMOEBIC  ABSCESS  OF  THE  LIVER.    AUTOPSY 
STUDY  OF  44  CASES.    (E.)    Dave,  J.  K.  (Dept. 

Clin.  Path.,  Haffkine  Inst.,  Bombay,  India)  and  S.  G. 
Subbuswami.   //  Group  Hosp  Grant  Med  Coll  14(1):  17-22, 
1969. 


3202 


3203 


3204 


ASPECTS  OF  ASCITES.    (E.)    Knill-Jones,  R. 
Postgrad  Med  J  45(521):220-222,  1969. 

PRIMARY  LIVER  CANCER  IN  DAKAR.    (Fr.) 
Bourgom,  J.  J.   Lyon  Med  219(1): 372-373,  1968. 


HISTOCHEMISTRY  AND  ULTRASTRUCTURE 
OF  THE  DUBIN-JOHNSON  SYNDROME.    A 
REVIEW  OF  SIX  CASES.    (Sp.)    Oliva,  H.  (Jimenez  Diaz 
Found.,  Dept.  Path.  Anat.,  Madrid,  Spain),  V.  Navarro  and  A. 
Barat.   Rev  Clin  Esp  110(5):397-406,  1968. 

3205  ICTERUS  DURING  DIABETES  TREATED  WITH 
SULFONYLUREA.    A  CLINICAL  CASE  OF 

ICTERUS  CAUSED  BY  TOLAZAMIDE.    (It.)    Rotolo,  V. 
(Munic.  Hosp.,  FriuH,  Italy).    Friuli  Med  23(2):257-275,  1968. 

3206  REVIEW  OF  TWO  CASES  OF  BLEEDING  FROM 
THE  DIGESTIVE  APPARATUS  IN  PORTAL 

HYPERTENSION.    (Por.)    Lemos  Torres,  U.  (Santa  Casa  2nd. 
Med.  Svc,  Sao  Paulo,  Brazil).  Arq  Hosp  Santa  Casa  14(2): 
107-112,  1968. 
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3207  DEVELOPMENTS  IN  JAUNDICE.    (E.j 

Thompson,  R.  P.  H.  and  R.  Williams.  Postgrad 
A/ed/45(521):196-201,  1969. 


3208 


3209 


IRON  OVERLOAD.    (E.)    Smith,  P.  M.   Postgrad 
Mec?/45(521):214-219,  1969. 


FAMILIAL  OCCURRENCE  OF  FORMIMINO- 
TRANSFERASE  DEFICIENCY  SYNDROME. 

(E.)  Arakawa,  T.  (Dept.  Pediat.,  Tohoku  U.,  Sendai,  Japan), 
T.  Tamura,  K.  Ohara,  K.  Narisawa,  K.  Tanno,  Y.  Honda  and 
O.  Higashi.    Tohoku  J  Exp  Med  96(3):21 1-218,  1968. 

3210  ACCUMULATION  AND  RELEASE  OF  THY- 
ROID HORMONES  BY  THE  NORMAL  AND 

DISEASED  HUMAN  LIVER.    (E.j    Zaninovich,  A.  A.  (Dept. 
Med.,  U.  Toronto,  Canada),  R.  Volpe,  R.  J.  Soto  and  C. 
Ezrin.   Acta  Endocr  60i3)A12-422,  1969. 

3211  HEPATOGENOUS  JAUNDICE  IN  PATIENTS 
WITH  PULMONARY  TUBERCULOSIS  TREATED 

WITH  VARIOUS  REGIMENS  OF  ANTITUBERCULOUS 
DRUGS.  (Pol.)  Kubiak,  Z.  (Acad.  Med.,  Lodz,  Poland). 
Gruzlica  36(11):1133-1135,  1968. 


3212  A  REVIEW  OF  SOME  RECENT  TRENDS  IN 
THE  TREATMENT  OF  HEPATIC  COMA.    (E.) 

Thomas,  E.  (Stanley  Med.  Coll.,  Madras,  India).   Antiseptic 
66(3):193-195,  1969. 

3213  IMPAIRED  AMMONIA  METABOLISM  IN 
SEVERE  HEPATIC  DISEASE.    (E.)    Lechi,  C. 

(Inst.  Med.  Path.  U.  Padua,  Italy),  A.  Lechi  and  V.  Lo  Cascio. 
Clin  ChimActa  24(1):  181-182,  1969. 

3214  VARIANT  ALKALINE  PHOSPHATASE  IN 
HUMAN  HEPATOCELLULAR  CANCERS.    (E.) 

Warnock,  M.  L.  (Dept.  Pathol.,  U.  Chicago,  111.)  and  R.  Reisman. 
Clin  ChimActa  24(1):5-11,  1969. 


3215  JAUNDICE-PATHOLOGY  AND  DL\GNOSIS. 

(E.)    Pai,  K.  M.  (Kasturba  Med.  Coll.,  Mangalore, 
India).   Antiseptic  66{2):\AZ-\SQ,  1969. 


3216 


102,  1969. 


LIVER  ABSCESSES.    (E.)    Herbert,  S.  (Christian 
Hosp.,  Jagadhii,  India).   J  Abdom  Surg  1 1(5): 96- 


Seealso:  2618,2626,2630,2634,2641,2751,2756,2757,2765,2769,2770,2771,2783,2787,2793,2799,2800,2806,2807, 
2808,2809,2811,2812,2813,2814,2819,2821,2828,2829,2830,2833,2834,2835,2836,2838,2848,2851,2852, 
2854,2904,2921,3065,3113 
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3217  ATTACKS  OF  "PSEUDOLITHIASIS"  OCCUR- 

RING IN  THE  COURSE  OF  CHRONIC  ACTIVE 
HEPATITIS.    (Sp.)    Cavalle,  F.  (Fac.  Med.,  Barcelona,  Spain) 
and  J.  R.  Malagelada.   Med  Clin  (Barcelona)  51(3):  311-316, 
1968. 

DetaUed  case  reports  are  presented  for  7  patients  (2  men  and 
5  women,  36-72  yr  old)  with  chronic  active  hepatitis  in  the 
precirrhotic  phase,  without  cholelithiasis,  who  nevertheless 
presented  with  attacks  of  acute  pain  preceded  by  shivering 
and  followed  (in  4  and  5  cases,  resp.)  by  fever  and  jaundice, 
which  could  not  be  distinguished  from  biliary  colic.    Six  of 
the  7  patients  had  repeated  attacks  of  this  type,  but  the  ab- 
sence of  cholelithiasis  was  demonstrated  by  X-ray  in  all  7,  by 
the  surgical  findings  in  3,  and  by  autopsy  in  1.    The  most  com- 
mon histological  findings  were  hepatic  necrosis,  fibrosis,  cellular 
infiltration  and  degenerative  changes,  while  cholestasis  was 
found  in  only  3  of  6  cases  and  neocanaliculi  in  4  of  6.    The 
value  of  liver  biopsy  in  the  diagnosis  of  patients  with  clinical 
evidence  of  cholelithiasis  and  normal  X-ray  findings  is  empha- 
sized. 

3218  A  STUDY  OF  LIVER  FUNCTION  IN  ALCO 

HOLICS  WITH  PULMONARY  TUBERCULOSIS. 

(Pol.j    Gryminski,  J.  (TBC  Inst.,  Warsaw,  Poland),  J.  Lyczewska, 
H.  Styszewska  and  J.  Walczak.    Gmzlica  36(5):431-441,  1968. 
Liver  function  studies  in  62  heavy  drinkers  (all  males)  with 
pulmonary  tuberculosis,  representing  about  13%  of  the  486 
men  with  tuberculosis  at  the  institution,  revealed  liver  damage 
in  only  21  cases  (34%),  and  even  in  these  the  impairment  was 
usually  slight  (the  maximal  45-min  BSP  retention  was  21%). 
Patients  with  and  without  liver  damage  were  comparable  with 
regard  to  duration  and  type  of  tuberculosis,  associated  illnesses, 
and  the  results  of  plasma  protein  studies.   The  BSP  retention, 
which  was  abnormal  in  20  of  the  21  cases,  was  the  most  valu- 
able test,  since  the  other  tests  used  (thymol  turbidity,  McLagen, 
serum  transaminase  levels,  serum  aldolase,  serum  bilirubin) 
failed  to  reflect  the  degree  of  liver  damage;  serum  transaminases 
were  elevated,  for  example,  in  9-12  of  the  21  cases,  and  the 
serum  bilirubin  was  abnormally  elevated  in  only  1  case.    Al- 
terations in  the  plasma  proteins  (decreased  total  protein  in 
19%,  decreased  serum  albumin  in  43%,  and  an  abnormal 
albumin/globulin  ratio  in  52%)  were  ascribed  to  the  tubercular 
process  rather  than  to  any  effect  of  alcohol  on  the  liver. 

3219  PERFORATING  INJURIES  OF  THE  BOWEL 
COMPLICATING  PERITONEAL  CATHETER 

INSERTION.    (E.)    Simkin,  E.  P.  (Liverpool  Regional  Urological 
Ctr.,  England)  and  F.  K.  Wright.    Lancet  1:64-67,  1968. 
During  a  2-yr  period  443  peritoneal  dialysis  catheters  were 
inserted  with  6  known  abdominal  viscus  injuries.    Five  of  these 
occurred  in  the  first  year  and  in  each  case  the  gut  was  perfor- 
ated.   A  perfect  record  in  the  second  year  was  spoilt  by  1 
bladder  perforation.    Severe  intraabdominal  hemorrhage  oc- 
curred twice  during  the  two  years.   Three  of  the  patients  with 
bowel  perforations  died. 

3220  CLINICAL  OBSERVATIONS  ON  104  CASES 
OF  AMEBIC  LIVER  ABSCESS.    (Kor.)    Han, 


Y.  S.  (Kyungpook  Natl.  U.  Sch.  Med.,  Taegu,  Korea),  H.  M. 
Chung,  Y.  C.  Kim,  S.  K.  Doh,  J.  K.  Park  and  J.  S.  Lee.    Korean 
J  Intern  Med  ll(10):615-623,  1968. 

Needle  aspiration  or  open  biopsy  were  used  to  confirm  the 
diagnosis  of  amebic  Uver  abscess  in  104  cases  (87  males  and  17 
females,  73.9%  in  the  3rd  or  4th  decade)  seen  at  Kyungpook 
University  Hospital  during  the  period  1961-67.    A  past  or 
present  history  of  diarrhea  was  noted  in  40.3%  of  these  cases. 
The  most  frequent  complaint  was  upper  abdominal  pain  (81.7%), 
and  the  most  common  finding  was  tenderness  in  the  upper  ab- 
domen (92.3%).   An  incorrect  tentative  diagnosis  was  made  in 
30.8%.    Localized  bulging  in  the  upper  abdomen  was  present  in 
40.3%.    BSP  retention  was  over  10%  in  46.9%,  bilirubin  levels 
were  above  1.5  mg%  in  27.1%,  and  a  serum  alkaline  phospha- 
tase of  more  than  10  Bodansky  U  was  seen  in  5.4%.    The  ab- 
scess was  localized  in  the  left  lobe  in  only  4  cases.    Septic 
complications  were  seen  in  34.6%  of  the  cases.    Abnormalities 
in  the  chest  X-ray  were  seen  in  about  90%  of  the  patients,  the 
most  common  being  an  elevation  of  the  right  diaphragm  (77.5%). 
Therapeutic  needle  aspirations  were  required  an  average  of  5 
times  per  patient,  with  a  total  aspirate  volume  of  less  than 
1000  cc  in  71%  of  cases  and  over  3000  cc  in  2  cases.    The 
mortality  rate  in  this  group  was  2.9%. 

3221  ACUTE  ALCOHOLIC  HEPATITIS.    (It.)    Jori, 

G.  P.  (Inst.  Med.  Pathol.,  U.  Naples,  Italy)  and  G. 
Mazzacca.   Epatologia  14(4):349-358,  1968. 
A  male,  30-yr-old  university  student  with  hematemesis,  ascites, 
fever,  slight  jaundice,  and  coma  was  studied.    A  history  of  acute 
alcoholism  was  given.    Laparoscopy  showed  an  enlarged  liver, 
with  an  irregular  and  reddish  surface.    Liver  needle  biopsy 
showed  mainly  polymorphonuclear  inflammatory  exudation  in 
the  lobe  and  in  the  portal  spaces;  fibrosis;  fatty  infiltration 
and  degeneration  of  the  hepatocytes,  and  intracellular  Mallory 
bodies;  necrosis.    A  diagnosis  of  acute  alcoholic  hepatitis  and 
moderate  portal  fibrosis  was  made.    Corticoid  therapy  was 
useful  in  treatment.    The  cUnical,  biochemical  and  histological 
relations  between  alcoholism  and  liver  cirrhosis  are  discussed 
and  reviewed. 

3222  xHE  LIVER  TOXICITY  OF  ORAL  CONTRA- 
CEPTIVES:   A  CRITICAL  REVIEW  OF  THE 

LITERATURE.    (E.)    Roman,  W.  (Inst.  Med.  &  Vet.  Sci., 
Adelaide,  Australia)  and  R.  Hecker.    Med  J  Aust  2(16):682- 
688,  1968. 

3223  GUANINE  DEAMINASE  ACTIVITY  IN  THE 
RAT  KIDNEY,  LIVER  AND  BLOOD  DURING 

EXPERIMENTAL  INTOXICATION  WITH  URANYL  NITRATE. 

(Fr.)    Bastide,  J.  (Nat.  Counc.  Sci.  Res.,  Paris,  France)  and  P. 
Bastide.    C  R  Sac  Biol  (Paris)  162(5-6):  1169-1171,  1968. 

3224  A  HISTOLOGICAL  AND  HISTOCHEMICAL 
STUDY  OF  THE  TOXIC  EFFECTS  OF  LITHO- 

COLIC  ACID  ON  THE  LIVERS  OF  ANIMALS.    (It.) 
Albertini-Petroni,  V.  (S.  Giacomo  Hosp.,  Ctr.  Study  Liver 
Dis.,  Rome,  Italy),  A.  Beni  and  G.  Marinucci.    Epatologia 
14(2):127-135,  1968. 
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A  CASE  OF  GIANT-CELL  HEPATITIS  IN  AN 
INFANT.   (Pol.)    Modzelewska,  I.  (2nd  Pediat. 

lin.,  Acad.  Med.  Lublin,  Poland)  and  J.  Cholewa.   Pediat  Pol 

3(5):633-635,  1968. 

1226  TUNNELED  TRACT  WOUNDS  OF  THE  LIVER: 

REPORT  OF  A  CASE.   (E.)    Poticha,  S.  M. 
Northwestern  U.  Med.  Sch.,  Chicago,  lU.).  Milit  Med  134(4): 
84-286,  1969. 

'227  ACUTE  EFFECTS  OF  DIGOXIN  INTOXICA- 

TION ON  RAT  HEPATIC  AND  CARDL\C 
:ELLS.   STRUCTURAL  AND  FUNCTIONAL  CHANGES  IN 
HE  ENDOPLASMIC  RETICULUM.    (E.)    Arcasoy,  M.  M. 
Dept.  Path.  Pediat.,  U.  Washington,  Seattle)  and  E.  A. 
;muckler.   Lab  Invest  20(2):  190-201,  1969. 


>228 


CARBON  TETRACHLORIDE  POISONING: 
A  DISCUSSION  OF  ONE  DEATH.    A  REVIEW 


OF  A  CASE  OF  CHLORINATED  ALIPHATIC  HYDROCAR- 
BON ABSORPTION.   (Fr.)    Anonymous.  Bruxelles  Med 
48(4):  255-256,  1968. 

3229  TRAUMATIC  LESIONS  OF  THE  LIVER 
(CLINICAL  TREATMENT:    FOUR  CASE 

REPORTS).    (It.)    Morra,  A.  (Munic.  Hosp.  Cassino,  Italy) 
and  U.  Pettinelli.    Gazz  Int  Med  Chir  74(4):  345-356,  1969. 

3230  ACUTE  HEPATIC  NECROSIS  FOLLOWING 
AN  OVERDOSE  OF  PARACETAMOL.    [CASE 

REPORT]    (E.)    Toghill,  P.  J.  (King's  Coll.  Hosp.,  London, 
England),  R.  Williams,  J.  D.  Stephens  and  J.  D.  CairolL 
Gastroenterology  56(4): 77 3-776,  1969. 

3231  ACUTE  COPPER  SULFATE  POISONING  WITH 
JAUNDICE.    (CASE  REPORT]    (E.) 

Papadoyanakis,  N.,  N.  Katsilambros  and  B.  Patsourakos.  J  Irish 
Med  Ass  62(381):99-100,  1969. 


See  also:    2717,2718,2805 
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3232  THE  PATHOLOGICAL  ANATOMY  OF  THE 

DYSTROPHIC  AND  QRRHOTIC  FORMS  OF 
VIRAL  HEPATITIS.    (Ger.)    Zollinger,  H.  U.  (Inst.  Path.,  U. 
Freibuig/Br.,  Germany).   Munchen  Med  Wschr  111(15):817- 
821,  1969. 

A  review  of  10,000  unselected  autopsies  revealed  27  cases  of 
hepatic  dystrophy  complicating  viral  hepatitis,  including  7  of 
acute  yellow  dystrophy  and  20  of  subacute  red  dystrophy,  6 
of  which  showed  transition  to  postdystrophic  cirrhosis.    The 
liver  weights,  age  distribution,  and  characteristic  pathological 
findings  in  these  3  types  are  described  in  detaU.    The  sequellae 
of  postdystrophic,  cholangitic  and  Laennec's  cirrhosis  are  com- 
pared, and  it  is  pointed  out  that  hepatocellular  carcinoma  is 
a  rare  compUcation  of  postdystrophic  cirrhosis  (2  among  103 
cases  compared  to  19  among  445  cases  of  Laennec's  cirrhosis). 
It  is  concluded  that  the  regenerative  functions  of  the  hepatic 
parenchyma  are  much  less  pronounced  in  postdystrophic  cir- 
rhosis.   Depending  on  the  relative  degree  of  parenchymal  dam- 
age and  proliferative  response,  hepatic  dystrophy  can  apparently 
result  in  either  cirrhosis  or  chronic  hepatitis. 


3233  ENZYMOLOGICAL  EVALUATION  OF  THE 

STAGE  OF  RECOVERY  IN  PATIENTS  WITH 
VIRAL  HEPATITIS.    (Pol.)    Drozdz,  H.  (2nd  Clin.  Int.  Dis., 
Acad.  Med.  Krakow,  Poland),  A.  Jedrychowski  and  K.  Zasowska. 
Pol  Arch  Med  Wewnet  42(4):621-625,  1969. 
The  serum  GOT,  GPT,  lactic  dehydrogenase,  prothrombin  com- 
plex, acetylcholinesterase,  gamma-glutamyltranspeptidase  and 
cystine  aminopeptidase  activities  were  compared  with  the  re- 
sults of  the  BSP  test  in  60  adult  patients  convalescing  from 
viral  hepatitis.    Abnormal  results  for  the  prothrombin  complex 
activity  were  obtained  in  79.5%  of  49  patients  tested,  compared 
to  41.3%  for  the  gamma-glutamyltranspeptidase  activity,  16.6% 
for  the  BSP  test,  15.7%  for  SGOT,  12.2%  for  SGPT,  10.3%  for 
acetylcholinesterase,  8.6%  for  cystine  aminopeptidase  and  5.7% 
for  lactic  dehydrogenase.    It  is  concluded  that  gamma-glutamyl- 
transpeptidase and  the  prothrombin  complex  are  very  valuable 
for  evaluating  the  recovery  from  viral  hepatitis,  being  a  more 
accurate  indicator  of  impaired  Uver  function  than  the  BSP 
clearance. 

3234  LAPAROTOMY  IN  VIRAL  HEPATITIS.    (E.j 

Hardy,  K.  J.  (Royal  Melbourne  Hosp.,  Australia) 
and  E.  S.  R.  Hughes.   Med  J  Aust  1(17):710-712,  1968. 

Thirty  laparotomy  patients  with  viral  hepatitis  proven  by 
biopsy  (27)  or  liver  function  tests  (3)  have  been  studied.    There 
were  14  patients  in  the  acute  and  16  in  the  chronic  phase  of 
the  disease.    Follow-up  was  4-8  yr.    The  postoperative  course 
of  3  patients,  20-30  yr  old,  who  had  had  appendectomies  for 
right  iliac  fossa  pain  with  normal  appendices  and  developed  the 
jaundice  of  viral  hepatitis  1-2  days  later,  was  uneventful.   The 
same  was  true  following  2  cesarean  sections  in  patients  jaundiced 
for  2  weeks.    One  of  9  viral  hepatitis  patients  with  a  preopera- 
tive diagnosis  of  obstructive  jaundice  developed  a  mild  tachy- 
cardia during  the  first  24  postoperative  hr.    Of  16  patients  with 
chronic  hepatitis  diagnosed  at  laparotomy,  3  had  a  compUcated 
postoperative  course  and  2  died. 


3235  CHROMATOGRAPHY  OF  SULFOBROMO- 

PHTHALEIN  AND  THREE  AMINO  ACIDS  CON- 
JUGATED WITH  IT  IN  THE  SERUM  OF  PATIENTS  WITH 
VIRAL  HEPATITIS.    (Pol.)    Kowalczyk,  M.  (Infect.  Dis.  Clin., 
Acad.  Med.,  Warsaw,  Poland)  and  H.  Poznanska.   Pol  Arch  Med 
Wewnet  42(l):47-53,  1969. 

In  33  patients  with  viral  hepatitis  (13  acute,  10  convalescent 
and  10  chronic)  and  10  controls,  blood  samples  were  taken  5, 
20  and  45  min  after  an  mjection  of  BSP  and  subjected  to  2- 
dimensional  ascending  paper  chromatography  using  acetone- 
urea  and  butanol-acetic  acid-water.   The  second  chromatograms 
revealed  glutathione  and  glutamic  acid  in  both  the  "free-BSP" 
and  "BSP  metabolites"  spots,  together  with  cystine  or  cysteine 
in  the  latter.    It  is  suggested  that  BSP  may  be  conjugated  with 
glutathione  or  glutamic  acid  before  it  reaches  the  Uver. 

3236  PANCREATIC  AND  SMALL  INTESTINAL 

ENZYMES  DURING  CHRONIC  HEPATITIS 
AND  CIRRHOSIS  OF  THE  LIVER.    (Rus.j    Valenkevich,  L.  N. 
(Leningrad  Inst.  Sanit.  Hyg.  Med.,  USSR).    Klin  Med  (Moskva) 
47(4):71-75,  1969. 

Spontaneous  and  stimulated  (0.  5%  HCl  and  sunflower  seed 
oil)  pancreatic  and  duodenal  secretion  were  studied  in  43  pa- 
tients with  cirrhosis  (12  decompensated)  and  48  patients  with 
chronic  hepatitis  (active  in  33,  inactive  in  15).    Pathological 
decreases  in  the  secretion  of  trypsin,  Upase,  amylase  and  bi- 
carbonate were  observed  in  88%  of  those  with  cirrhosis,  76% 
of  those  with  chronic  active  hepatitis  and  60%  of  those  with 
inactive  chronic  hepatitis.    In  most  cases  of  cirrhosis  (but  not 
active  hepatitis),  the  duodenal  enterokinase  activity  was  also 
decreased,  and  the  chloride  content  of  the  duodenal  juice  rose 
as  the  bicarbonate  fell.   There  was  a  definite  parallel  between 
the  severity  of  hepatic  disease  of  all  types  and  the  degree  of 
impairment  of  pancreatic  lipase  and  trypsin  secretion.    Amylase 
activity  was  not  strictly  parallel,  probably  because  amylase  is 
also  produced  by  other  organs  besides  the  pancreas.    The  al- 
kaline phosphatase  activity  of  the  duodenal  juice  increased  with 
the  severity  of  cirrhosis,  although  it  was  depressed  in  active 
chronic  hepatitis. 


3237  EFFECT  OF  GLUCOCORTICOID  THERAPY  ON 

BLOOD  PYRUVIC  ACID  LEVELS  IN  THE 
COURSE  OF  VIRAL  HEPATITIS.    (Pol.)    Kita,  R.  (Infect. 
Dis.  Clin.,  Acad.  Med.  Bialystok,  Poland).   Pol  Arch  Med  Wewnet 
42(4):643-647,  1969. 

In  116  patients  with  viral  hepatitis  (74  males  and  42  females, 
16-67  yr  old),  the  blood  pyruvic  acid,  serum  bilirubin,  SGOT 
and  SGPT  were  determined  at  10-day  intervals  during  the 
course  of  treatment.    The  blood  pyruvate  averaged  1.22  mg% 
in  32  patients  with  mild  hepatitis,  1.59  mg%  in  37  patients 
with  intermediate  degrees  of  hepatitis,  2.51  mg%  in  31  patients 
with  moderately  severe  hepatitis,  and  2.39  mg%  in  16  patients 
with  severe  hepatitis  who  were  subsequently  treated  with  glu- 
cocorticoids (Encorton  Polfa,  650-700  mg/course  p.o.);  in  con- 
trols, the  blood  pyruvate  was  0.77  mg%.    These  values  decreased 
by  57.4%,  63.8%,  64.1%  and  69.3%,  resp.,  during  the  1st  10 
days  of  treatment.    It  is  concluded  that  patients  with  viral 
hepatitis  show  an  elevation  in  blood  pyruvate  levels  which  is 
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)roportional  to  the  severity  of  the  disease,  and  that  these  levels 
Irop  during  the  course  of  successful  treatment. 

>238  MOUSE  HEPATITIS  VIRUS  (MHV3)  INFECTION 

IN  CHRONIC  MURINE  SCHISTOSOMIASIS 
^NSONI.    (E.)    Warren,  K.  S.  (Western  Res.  U.  Sch.  Med., 
:neveland,  Ohio),  M.  S.  Rosenthal  and  E.  O.  Domingo.   Bull 
WY  Acad  Med  45(2):211-224,  1969. 

Df  425  adult  Swiss  albino  female  mice  (18-22  g),  282  were  in- 
lected  s.c.  with  20  cercariae  of  a  Puerto  Rican  strain  of 
Schistosoma  rmnsoni.    At  8  and  16  weeks  the  worm  burden 
of  10  animals  was  estimated  and  at  16  weeks  the  infected  and 
control  groups  were  each  divided  into  2  more  groups,  one  of 
which  was  given  0.1  ml  of  undiluted  mouse  hepatitis  virus 
(MHV3)  i.p.    At  8  and  16  weeks  all  the  animals  were  infected 
and  8  of  10  each  time  had  bisexual  infections.    One  of  the 
mice  with  hepatitis  alone  (H),  2  with  schistosomiasis  alone  (S) 
and  10  with  schistosomiasis-hepatitis  (S-H)  died  within  10  days 
after  hepatitis  was  injected.    In  the  H  mice  there  was  a  splenic 
weight  increase,  a  fall  in  albumin  and  a  rise  in  globulin.    In 
S  mice  the  liver  was  also  enlarged  and  in  the  S-H  mice  all  these 
changes  were  most  severe.    Virus  was  detected  in  liver  samples 
1,  3,  and  5  days  after  exposure  to  MHV3  in  17  of  18  S-H 
mice  and  6  of  18  H  mice  (virus  titers  at  5  days  were  resp.  4.04 
and  18.76  TCID50  per  mg  liver  in  the  H  and  S-H  groups). 
Typical  focal  destructive  hepatic  lesions  were  seen  up  to  5 
days  after  exposure  to  the  virus  in  6  of  18  H  mice;  more  severe 
lesions  were  seen  in  10  of  18  S-H  mice.    There  were  no  signs 
of  chronic  hepatitis  30  and  90  days  after  exposure  to  the  virus. 
Parasitic  disease  may  enhance  the  acute  effects  of  hepatitis 
virus,  but  there  is  no  evidence  that  a  chronic  cinhosis-like 
picture  results. 

3239  SERUM  TRANSAMINASES  IN  THE  PRE- 

VENTION OF  TRANSFUSION  HEPATITIS. 

(It.)   Teofili,  M.  T.  (Inst.  Clin.  Chir.  Gen.,  U.  Rome,  Italy) 
and  G.  Tucci.   Epatologia  14(4):  359-366,  1968. 

The  determination  of  SCOT  and  SGPT  activity  in  7500 
potential  blood  donors  showed  possible  hepatitis  in  only  1.58%. 
The  low  incidence  was  made  possible  by  the  careful  selection 
of  all  would-be  donors  on  the  basis  of  extensive,  and  accurate 
histories  and  determinations  of  SGOT  and  SGPT. 

3240  ANTILIVER  ANTIBODIES  DURING  VIRAL 

HEPATITIS.    (It.)    Paci,  P.  (United  Hosp., 
Florence,  Italy)  and  G.  P.  Cirri.   Progr  Med  (Rome)  24(21): 
807-810,  1968. 

One  hundred  fifty-two  cases  of  acute  viral  hepatitis  were 
studied  (86  males  and  66  females,  with  an  average  age  of 
28  yr  and  a  range  of  15  to  58  yr).    Hemagglutination  tests 
were  carried  out  in  these  patients  and  in  30  patients  without 
liver  pathology.    Antiliver  antibodies  were  found  in  10  of  the 
152  patients  with  viral  hepatitis  (titers  of  1:10  in  3  patients, 
of  1:20  in  2,  of  1:40  in  4,  and  1:60  in  1).    Repeat  tests  were 
positive  in  6  patients.    The  antibodies  disappeared  rapidly  and 
all  tests  were  negative  in  4  patients  30  days  after  onset.    In  4 
cases  of  leptospirosis  and  8  cases  of  recurrent  hepatitis  tests 
were  negative. 

3241  AUSTRALIA  ANTIGEN  AND  THE  QUEST 

FOR  A  HEPATITIS  VIRUS.    (E.)    Sutnick,  A.  I. 


Viral  Hepatitis 

(Inst.  Cancer  Res.,  Philadelphia,  Pa.),  W.  T.  London  and  B.  S. 
Blumberg.   Amer  J  Dig  Dis  14(3):  189-194,  1969. 

3242  TREATMENT  OF  A  CASE  OF  SERIOUS 
ICTERUS  DUE  TO  HEPATITIS  FROM  INOCU- 
LATION BY  GUERISON'S  ORIGINAL  METHOD  OF  EX- 
CHANGE TRANSFUSION.    [CASE  REPORT]    (Fr.)    Muller, 
J.  M.  (Grenoble  U.  Hosp.  Ctr.,  France),  M.  Guignier,  D. 
Cordonnier,  I.  Bachelot,  J.  Miguet  and  X.  Phelip.   Lyon  Med 
221(7):331-339,  1969. 

3243  CLINICAL  SIGNIFICANCE  OF  THE  ALKALINE 
RESERVE  OF  WHOLE  BLOOD  IN  CHILDREN 

SUFFERING  FROM  EPIDEMIC  HEPATITIS.    (Rus.)    Ismailova, 
M.  Kh.  (Pirogov  Med.  Inst.  No.  2,  Moscow,  USSR)  and  I.  I. 
Zubikova.    Vop  Okhr  Materin  Dets  13(1 2):  34-37,  1968. 

3244  BLOOD  TRANSFUSION  IN  CHILDREN  SUF- 
FERING FROM  EPIDEMIC  HEPATITIS.    (Rus.) 

Sharlai,  1.  V.  (Leningrad  Pediat.  Med.  Inst.,  USSR)  and  L.  A. 
Isaeva.    Vop  Okhr  Materin  Dets  13(12):42-45,  1968. 

3245  SOME  INDICES  OF  BILE  COMPOSITION  IN 
CHILDREN  WITH  VIRAL  HEPATITIS.    (Rus.) 

Kubasova,  E.  G.  (Med.  Inst.,  Rostov-on-Don,  USSR).    Vop 
Okhr  Materin  Dets  13(12):  30-34,  1968. 

3246  CATALASE  ACTIVITY  OF  SERUM  AND 
HEPATIC  TISSUE  IN  EXPERIMENTAL  MURINE 

HEPATITIS  BY  MHV-3  VIRUS  AND  IN  ACUTE  EXPERI- 
MENTAL CCI4  POISONING.    (E.)    De  Ritis,  F.  (Clin.  Infect. 
Dis.,  U.  Naples,  Italy),  G.  Ruggiero  and  E.  Filosa.   Enzym 
Biol  Clin  10(2):  122-1 30,  1969. 

3247  A  STUDY  ON  THE  DEVELOPMENT  OF  DIS- 
ABILITY IN  CHRONIC  POSTVIRAL  HEPA- 
TITIS.   (Fr.)    Georgescu,  A.  (Inst.  Eval.  Treat.  Indust. 
Disability,  Bucharest,  Romania),  E.  Gulan,  T.  Georgescu,  C. 
Comisioner  and  L.  Gradinaru.   Epatologia  14(2):  3-8,  1968. 

3248  CHRONIC  HEPATITIS  THERAPY.    (Rum.) 
Fodor,  O.  (Inst.  Med.  Pharmacol.,  Quj,  Romania). 

Med  Intern  (Bucw)  20(10):  1155-1160,  1968. 

3249  FUNCTIONAL  DISORDERS  OF  ALBUMIN 
TRANSPORT  IN  EPIDEMIC  HEPATITIS  AND 

CIRRHOSIS  OF  THE  LIVER.    (Rum.)    Cs6g6r,  S.  (Found. 
Sci.  Res.,  Acad.  Socialist  Rep.  Romania,  Tirgu  Mures)  and 
A.  Nagy.   Med  Intern  (Bucw)  20(10):1215-1218,  1968. 

3250  ELECTROCARDIOGRAPHIC  CHANGES  AND 
ICTEROGENIC  VIRAL  HEPATITIS.    (It.) 

De  Pasquale,  B.    Gazz  tnt  Med  Chir  74(4): 335-344,  1969. 

3251  POST-HEPATITIS  SYNDROME  (A  CLINICAL 
STUDY).    (E.)    Jayaram,  B.  M.  (Bangalore  Med. 

CoU.,  India).   Antiseptic  66(3):  171-172,  1969. 


3252  AUSTRALIA  ANTIGEN  AND  HEPATITIS 

Blumberg,  B.  S.  (Cancer  Res.,  Fox  Chase, 
Philadelphia,  Pa.),  A.  I.  Sutnick  and  W.  T.  London.   JAMA 
207(10):1895-1896,  1969. 
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3253  FURTHER  STUDIES  ON  THE  TRANSMISSION 

OF  THE  AGENT  OF  INFECTIOUS  HEPATITIS 
TO  PATAS  MONKEYS.    (E.)    Bearcroft,  W.  G.  C.  (W.  Afr. 
Counc.  Med.  Res.,  Yaba,  Lagos,  Nigeria).   Brit  J  Exp  Path 
50(l):56-65,  1969. 


3256  IMMUNE  SERUM  GLOBULIN  FOR  PREVEN- 

TION OF  VIRAL  HEPATITIS.   (E.)    Anonymous. 
Indust  Med  Surg  38(4):67-68,  1969. 


3254  AN  OUTBREAK  OF  INFECTIVE  HEPATITIS 
AT  GAUHATI-A  STUDY.    (E.)    Lyngdoh,  E. 

Antiseptic  66(2):83-90,  1969. 

3255  INFECTIVE  HEPATITIS.    (E.j    Pai,  M.  K. 
(Kasturba  Med.  Coll.,  Mangalore,  India).  Antiseptic 

66(3):223-229,  1969. 


3257  ENHANCING  EFFECT  OF  THE  MURINE  SAR- 

COMA VIRUS  (MSV)  ON  THE  REPLICATION 
OF  THE  MOUSE  HEPATITIS  VIRUS  (MHV).    (E.)    Chany,  C. 
(Saint  Vincent  de  Paul,  Hosp.,  Paris,  France)  and  F. 
Robbe-Maridor.  Proa  Soc  Exp  Biol  Med  131(l):30-35,  1969. 


See  also:    2622,3262,3263 
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3258  LONG-TERM  SURGICAL  RESULTS  AND  THE 
CHANGES  IN  WORKING  CAPACITY  IN  PA- 
TIENTS WITH  PORTAL  HYPERTENSION.    (Rus.) 
lemel'ianova,  lu.  M.  (Sci.-Res.  Inst.  Eval.  Working  Capacity, 
Leningrad,  USSR).   Khirurgiia  (Moskva)  44(9):27-31,  1968. 
The  surgical  techniques  employed  in  1 1 1  cirrhotic  patients 
(68  men  and  43  women)  treated  for  portal  hypertension  and 
followed  for  periods  of  1-10  yr  or  longer  included  portacaval 
shunt  (27  cases),  splenectomy  with  or  without  omentorenopexy 
(67  cases),  splenectomy  with  splanchnic  artery  Ugation  (10 
cases),  splanchnic  artery  ligation  alone  (3  cases),  and  omento- 
reno-  or  omentohepatopexy  (4  cases).    Portacaval  shunts  were 
effective  in  20  of  27  cases,  whUe  among  54  of  the  77  patients 
subjected  to  splenectomy,  7  had  recurrent  bleeding.    Analysis 
of  the  clinical  status  of  these  patients  indicated  that  the  type 
of  surgery  has  httle  effect  on  the  long-term  results,  the  most 
important  factor  being  the  stage  of  the  disease  at  the  time  of 
surgery.    Regardless  of  the  type  of  treatment,  the  working 
capacity  was  regained  only  slowly,  and  only  50%  of  the  pa- 
tients were  ever  able  to  return  to  work  (generally  to  a  job  with 
reduced  physical  exertion). 

3259  THE  XYLOSE  TEST  IN  CIRRHOSIS  OF 
THE  LIVER.   (Pol.)    Kryszewski,  A.  (1st  Clin. 

Int.  Dis.,  Acad.  Med.  Gdansk,  Poland).   Pol  Arch  Med  Wewnet 
42(l):63-66,  1969. 

A  xylose  absorption  test  (measurement  of  blood  and  urinary 
xylose  levels  for  5  hi  after  an  oral  dose  of  5  g)  was  performed 
in  28  patients  (16  men  and  12  women,  16-74  yr  old)  with 
cirrhosis  of  the  liver  (including  18  with  ascites)  but  normal 
kidney  function,  as  well  as  in  14  controls  (20-60  yr  old).    The 
maximal  blood  xylose  level  ranged  from  9.06  to  20.65  mg% 
and  was  not  significantly  different  in  the  2  groups,  averaging 
12.83  mg%  in  cirrhotic  patients  with  ascites,  12.00  mg%  in 
those  without  ascites,  and  16.21  mg%  in  controls  (1-hr  values). 
However,  the  disappearance  of  xylose  from  the  blood  tended 
to  be  slower  in  patients  with  ascites.    The  mean  urinary  xylose 
excretion  in  5  hr  was  1.13  ±  0.49  g  in  patients  with  ascites, 
1.77  ±  0.45  g  in  those  without  ascites,  and  1.78  ±  0.40  g  in 
controls.   The  serum  albumin  was  also  somewhat  lower  in  pa- 
tients with  ascites  (2.5  g%)  than  in  those  without  (3.1  g%). 

3260  THE  ETIOLOGY  OF  QRRHOSIS  OF  THE 

LIVER.    (Ger.)   Gleiniger,  J.  (Distr.  Hosp., 
Magdeburg-Altstadt,  Germany),  G.  Herms  and  K.  A.  Koelsch. 
Z  Aerztl  Fortbild  (Jem)  63(1):  30-33,  1969. 

Among  250  patients  with  histologically  confirmed  cinhosis  of 
the  liver  (162  of  whom  had  died  before  the  end  of  the  study), 
only  25  (10%)  revealed  no  predisposing  factors  in  their  histories 
46.8%  had  a  history  of  biliary  tract  disease  (mostly  including 
cholelithiasis),  27.2%  were  alcoholics,  18.8%  and  16.4%  had  a 
history  of  hepatitis  or  intestinal  disease,  resp.,  14%  were  dia- 
betics, and  12.4-13.2%  had  a  history  of  kidney  disease  or  pul- 
monary tuberculosis  (often  treated  with  tuberculostatic  drugs). 
A  history  of  dietary  protein  deficiency  was  reported  by  only 
5.3%.    Almost  all  of  these  patients  had  more  than  one  pre- 
disposing illness  (usually  2-3),  and  some  had  6  or  more  con- 
tributory factors.    Among  the  30.4%  in  which  only  one  such 
factor  could  be  found,  however,  it  was  biliary  tract  disease  in 


13.2%,  alcohol  or  gastrointestinal  disease  in  4.8%  each,  and 
hepatitis  or  pulmonary  tuberculosis  in  2.4%  each.    Protein  de- 
ficiency was  not  the  sole  factor  in  any  of  these  patients,  while 
28.2-29.3%  of  those  with  biUary  tract  or  gastrointestinal  disease 
had  these  diseases  as  the  only  contributory  factor,  and  another 
47.5-43.9%  had  these  diseases  as  the  primary  compUcation. 
Alcoholism,  pulmonary  tuberculosis  and  hepatitis  were  the  sole 
etiological  factor  in  17.6%,  18.2%  and  12.8%  of  the  patients 
with  these  diseases,  resp.    It  is  concluded  that  biliary  tract 
disease  probably  plays  a  significant  role  in  the  etiology  of 
cirrhosis. 


3261  URINARY  HYDROXYPROLINE  EXCRETION 
IN  CIRRHOSIS  OF  THE  LIVER.    (Ger.) 

Kratzsch,  K.  H.  (Med.  Clin.,  U.  Leipzig,  Germany).  Acta 
Hepatosplen  16(1):  2-8,  1969. 

In  32  patients  (24  males  and  7  females,  16-71  yr  old)  with 
histologically  confirmed  cirrhosis  of  the  liver,  the  24-hr  urinary 
excretion  of  total,  bound  and  free  hydroxyproUne  was  signifi- 
cantly increased  compared  to  that  in  controls  (20  men  and  12 
women,  23-73  yr  old,  with  compensated  heart  disease,  func- 
tional symptoms,  and  uncertain  diagnoses).    The  normal  average 
values  for  bound  and  total  urinary  hydroxyproline,  resp.,  were 
32.5  and  33.5  mg/day  in  males  and  27.3  and  28.2  mg/day  in 
females;  the  corresponding  values  for  the  cirrhotic  patients 
were  45.5  and  54.5  mg/day  in  males  and  38.2  and  40.3  mg/day 
in  females,  the  highest  value  for  24-hr  bound  hydroxyproline 
excretion  being  103.9  mg.    The  increase  in  bound  hydroxypro- 
Une is  ascribed  mainly  to  increased  collagen  metabolism,  while 
that  in  free  hydroxyproline  is  ascribed  to  disturbances  in 
hepatic  amino  acid  metabolism.    There  was  no  correlation  be- 
tween the  urinary  hydroxyproline  excretion  and  the  usual 
liver  function  tests,  but  this  determination  may  provide  addi- 
tional information  as  to  the  activity  of  the  disease  process. 

3262  STUDIES  OF  BONE  MARROW  FUNCTION  IN 
PATIENTS  WITH  CHRONIC  LIVER  DISEASE: 

A  CONTRIBUTION  TO  THE  PROBLEM  OF  "HYPER- 
SPLENISM".   (Ger.)    Weimeich,  J.  (Med.  Clin.,  Med.  Acad. 
Lubeck,  Germany).   Acta  Hepatosplen  16(l):18-24,  1969. 

In  29  patients  with  chronic  liver  disease  (20  with  cirrhosis 
and  9  with  chronic  hepatitis,  including  18  with  portal  hyper- 
tension and  splenomegaly),  bone  marrow  function  was  studied 
by  determining  the  response  of  the  peripheral  leukocyte  count 
to  administration  of  the  lipopolysaccharide  Pyrexal  (0.04  /Lig). 
The  total  leukocyte  count  increased  by  an  average  of  2240  ± 
535/mm3  in  17  of  the  18  cases  with  portal  hypertension  and 
splenomegaly  and  by  an  average  of  6160  ±  1374/mm3  in  the 
1 1  patients  without  these  complications.    In  both  groups, 
there  was  also  an  increase  in  the  proportion  of  immature 
granulocytes,  the  shift  to  the  left  being  somewhat  more  pro- 
nounced in  the  second  group.    It  is  concluded  that  portal 
hypertension  and  splenomegaly  have  no  effect  on  bone  marrow 
function,  but  that  a  congested  spleen  and  portal  vein  may  play 
an  increased  role  as  a  leukocyte  reservoir. 

3263  EPIDEMIOLOGICAL  STUDIES  ON  THE 

PROBLEM  OF  POSTHEPATITIC  CIRRHOSIS 
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OF  THE  LIVER.    (Ger.)   Kreig,  D.  (Eisenhuttenstadt  Munic.  Hosp. 
Germany)  and  E.  Weigl.   Acta  Hepatosplen  16(l):25-34,  1969. 

An  epidemiological  study  of  viral  hepatitis  in  the  Eisenhutten- 
stadt district  during  the  period  1960-65  revealed  2  epidemics 
(in  1960  and  1965)  with  morbidity  rates  of  50.7-52.3/10,000; 
during  these  epidemics,  the  incidence  rates  were  particularly 
high  in  children.    In  1961  and  1964,  the  morbidity  was  only 
17.7-18.1/10,000,  and  in  1962-63  it  was  only  3.5-6.7/10,000. 
Among  the  923  cases  of  viral  hepatitis  recorded  during  this 
period  in  the  district,  762  were  followed  for  periods  of  2-7  yr 
and  69  were  subjected  to  liver  biopsy.    Complete  recovery 
was  observed  in  82.2%  of  those  followed,  but  the  remaining 
136  showed  various  sequellae:    4  patients  with  cirrhosis  (3  men 
and  1  woman),  59  with  chronic  hepatitis  (27  men  and  32  wo- 
men), and  73  with  jaundice,  biliary  disease  and/or  neurasthenia. 
Although  the  59  patients  with  chronic  hepatitis  were  followed 
for  2-7  yr,  none  developed  cirrhosis  and  the  4  patients  who  did 
develop  cirrhosis  did  so  immediately  after  recovery  from  the 
acute  phase  of  hepatitis.   The  literature  on  the  subject  of  post- 
hepatitic cirrhosis  is  critically  reviewed. 

3264  PRODUCTION  OF  NUTRITIONAL  CIRRHOSIS 

IN  M4C4CC4  MULATTA  MONKEYS.    (E.) 
Rutherford,  R.  B.  (Johns  Hopkins  Hosp.,  Baltimore,  Md.), 
J.  K.  Boitnott,  J.  S.  Donohoo,  S.  Maigolis,  J.  Sebor  and  G.  D. 
Zuidema.  Arch  Surg  (Chicago)  98(6): 720-730,  1969. 

Twelve  M.  mulatta  monkeys  (3100  to  4500  g),  8  males  and 
4  females)  were  placed  on  a  diet  virtually  free  of  choline, 
with  less  than  5%  protein  content,  and  high  in  cholesteroL 
Studies  were  repeated  after  3,  5,  8,  10,  12,  14,  16,  18,  and 
24  months  on  the  diet  and  included  total  and  direct  bilirubin, 
alkaline  phosphatase,  BSP  retention,  SCOT,  SGPT,  total  serum 
protein,  the  albumin  globulin  ratio,  prothrombin  time,  serum 
urea  nitrogen,  sodium,  chloride,  potassium,  cholesterol,  creati- 
nine, fasting  blood  sugar,  hemoglobin  and  during  the  second 
year,  blood  ammonia.    After  24  months  an  open  wedge  biopsy 
of  the  hver  was  obtained,  portal  pressure  monitored,  and  direct 
portal  phlebography  performed.    There  was  a  progressive  eleva- 
tion of  BSP  retention,  SGOT,  SGPT,  alkaline  phosphatase, 
cholesterol,  fatty  infiltration  and  fibrosis.    There  was  a  fall 
in  albumin  with  a  rise  in  globulin  during  the  first  half  year; 
total  protein  remained  unchanged  during  the  study.    Portal 
pressures  began  to  rise  after  5  months,  blood  ammonia  in- 
creased after  1  yr,  and  phlebography  revealed  portal  venous 
blunting.    Only  4  animals  liver  24  months. 

3265  ETIOPATHOGENESIS,  CLINICAL  ASPECTS 
AND  THERAPEUTIC  CRITERIA  IN  CHOLE- 
STATIC HEPATOSCLEROSIS  OF  LITHIASIC  ORIGIN. 

(It.)    Teofili,  M.  T.  (Inst.  Qin.  Chir.,  U.  Rome,  Italy). 
Epatologia  14(4):  367-377,  1968. 

Three  cases  of  cholestatic  cirrhosis,  after  surgery  for  chole- 
lithiasis, and  1  case  of  stones  of  the  gallbladder  and  of  the 
bile  duct  with  an  anicteric  cholestatic  cirrhosis  are  presented. 
In  the  last  case,  in  spite  of  a  lack  of  the  clinical  symptoms 
of  angiocholitis,  laboratory  data  (increase  in  bilirubin  and  in 
alkaline  phosphatase,  cholesterolemia  and  altered  hepatic 
function)  indicated  biliary  stasis.    Preoperative  radiologic  ex- 
amination showed  stones  of  the  gallbladder,  without  visualiza- 
tion of  the  bile  duct.    During  cholecystectomy  and  the  supra- 
duodenal choledochoduodenostomy,  stones  of  the  gallbladder 


,  and  of  the  bile  duct  were  found.    Intraoperative  liver  biopsy 
showed  cirrhosis.    Of  the  4  cases,  1  recovered,  2  were  improved 
and  1  died  in  hepatic  coma. 

3266  AMYLASE  IN  HEPATIC  CIRRHOSIS  STUDIED 
BY  AGAR  GEL  ELECTROPHORESIS.    (It.) 

Ferri,  S.  (Inst.  CUn.  Gen.  Med.,  U.  Bologna,  Italy),  R. 

Di  Feliciantonio,  G.  Bacci  and  L.  Frizziero.   Riv  Gastroent 

20(3):  244-252,  1968. 

Sera  from  18  patients  with  cirrhosis,  vorified  by  clinical, 
laboratory,  and  biopsy  findings,  were  studied  for  amylase  ac- 
tivity by  agar  gel  electrophoresis.    Five  groups  were  delineated: 
normal  (3);  a  lower  activity  of  all  4  bands  (7);  band  1  scarcely 
visible,  but  band  3  clearly  increased  (4);  merging  of  bands  2 
and  3  (2);  and  increased  activity  in  bands  1  and  4  (2).    The 
results  indicate  that  serum  amylase  is  of  doubtful  value  in 
cirrhosis  di^nosis,  but  may  indicate  pancreatic  involvement. 

3267  PROTEIN-LOSING  ENTEROPATHY  IN  PA- 
TIENTS WITH  LIVER  CIRRHOSIS.    (E.) 

Davcev,  P.  (Med.  Fac,  U.  Skopje,  Yugoslavia),  B.  Vanovski, 
D.  Sestakov  and  I.  Tadzer.   Digestion  2(1):  17-22,  1969. 

In  18  cases  of  advanced  liver  cirrhosis,  enteral  protein  loss 
was  evaluated  by  the  131i  polyvinylpyrrolidone  (l^lj-pvP) 
method.    In  2  cases  enteral  131i.pvp  excretion  was  markedly 
abnormal  (11.0%  and  3.12%)  and  peroral  biopsy  specimens 
of  intestinal  mucosa  showed  lymphangiectasia  and  cell  infil- 
tration.   In  4  other  patients  131i-pvp  excretion  was  only 
slightly  (less  than  3%)  elevated.    Portal  hypertension  and  dis- 
turbed outflow  of  lymph  in  liver  cirrhosis  are  possible  causes 
for  enteral  protein  loss.    Albumin  synthesis  is  not  necessarily 
impaired  in  patients  with  liver  cirrhosis  even  though  the  serum 
level  is  low.    Gastrointestinal  protein  loss  as  a  common  clinical 
entity  comparable  to  proteinuria  could  be  significant  in  the 
reduction  of  total  body  protein  pools  in  some  cirrhotic  pa- 
tients. 

3268  PORTACAVAL  SHUNTS  IN  CIRRHOSIS. 

(Fr.)    Bel,  M.  A.  (Red  Cross  Hosp.,  Lyon,  France). 
J  Med  Lyon  49(1155):1985-2003,  1968. 

3269  RADIOLOGICAL  CHANGES  OF  THE  ESOPH- 
AGUS, STOMACH  AND  DUODENUM  IN  ALCO- 
HOLIC CIRRHOSIS  OF  THE  LIVER.    (Fr.)    Alary,  R.  (Red 
Cross  Hosp.,  Lyon,  France)  and  B.  Savoye.   J  Med  Lyon 
49(1155):2011-2020,  1968. 

3270  OXYHEMOGLOBIN  DESATURATION  IN 
CIRRHOSIS.    ALVEOLO-CAPILLARY  SYN- 
DROME DUE  TO  FIBROUS  ALVEOLITIS  IN  A  YOUNG 
WOMAN  STRICKEN  WITH  BILIARY  CIRRHOSIS.    (Fr.) 

Galy,  P.  (Lyon,  France),  J.  Brune,  T.  Wiesendanger,  M.  Brune 
and  F.  Eyraud.   Bull  Soc  Med  Hop  Paris  119(9):761-772,  1968. 
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3271 


(Fr.) 

mi 


THE  INCREASE  OF  UVER  CIRRHOSIS  IN- 
QDENCE  IN  PROSPEROUS  COUNTRIES. 

Anonymous  Rev  Prat  19(8):5-7,  1969. 


HEMATOLOGIC  ABNORMALITIES  IN  THE 
ALCOHOLIC  PATIENT.    (E.)    Hardison,  J.  E. 
(VA  Hosp.,  Atlanta,  Ga.).   Med  Times  97(3):  148-151,  1969. 
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3273  CONTENT  AND  DISTRIBUTION  OF  NUCLEIC 
ACID  (DNA  AND  RNA)  IN  HOMOGENATES 

OBTAINED  BY  LIVER  BIOPSY  FROM  PATIENTS  WITH 
QRRHOSIS.  (It.)  Guala,  L.  (Inst.  Med.  SymptomatoL,  U. 
Naples,  Italy).   Fegato  14(4):577-592,  1968. 

3274  DISRUPTION  OF  SOME  FUNCTIONS  OF  THE 
PANCREAS  IN  CIRRHOSIS  COMPLICATED 

BY  PORTAL  HYPERTENSION.  (Rus.)  Ashrapova,  M.  A. 
(Tashkent  Med.  Inst.,  USSR)  and  L.  Kh.  Panian-Gasparyan. 
Med  Zh  Uzbek  (ll):41-44,  1968. 


3275 


287,  1968. 
3276 

1969. 
3277 


INDIAN  CHILDHOOD  CIRRHOSIS.    (E.) 
Khanna,  K.  K.  Indian  J  Pediat  35(245):285- 


HYPERSPLENISM  IN  ORRHOSIS.    (E.) 
Blendis,  L.  M.   Postgrad  Med  J  45(52i):223-226, 


INFANTILE  CIRRHOSIS  OF  THE  LIVER  IN 
TWINS.    (E.)    Majumdar,  D.  K.  (Dept.  Pediat., 


K.  G's  Med.  CoU. ,  Lucknow,  India),  V.  K.  Kapoor  and  N.  L. 
Sharma.  Indian  J  Pediat  36(253):  39-43,  1969. 


3278  INFANTILE  CIRRHOSIS  OF  THE  LIVER. 

A  CORRELATIVE  HISTOPATHO LOGICAL 
STUDY.    (E.)    Patil,  S.  D.  (Med.  Coll.  Aurangabad,  India)  and 
K.  D.  Shaima.  Indian  J  Pediat  36(253):35-38,  1969. 


3279  CARDIAC  HEMODYNAMICS  IN  ALCOHOLIC 

PATIENTS  WITH  CHRONIC  LIVER  DISEASE 
AND  A  PRESYSTOLIC  GALLOP.    (E.)    Gould,  L.  (VA  Hosp. 
Bronx,  N.  Y.),  M.  Shariff,  M.  Zahii  and  M.  Di  Lieto.   /  Clin 
Invest  48(5): 860-868,  1969. 


3280  PROTEIN  SUPPLEMENTATION  DURING 

THE  INITIAL  HOSPITALIZATION  OF  ALCO- 
HOLICS.   (E.)    Corley,  K.  C.  Jr.  (Med.  CoU.  Virginia,  Richmond) 
and  E.  C.  Hoff.  Quart  J  Stud  Alcohol  29(4):931-938,  1968. 


See  also:    2694,2709,2797,2827,3041,3236,3249 
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3281  THE  CAUSES  OF  COMPLAINTS  FOLLOWING 

OPERATIONS  ON  THE  BILIARY  TRACT. 

(Ger.)    Schwarz,  W.  (Med.  Clin.,  U.  Heidelbeig,  Germany), 
B.  Kommerell,  K.  H.  Grozinger,  D.  Krumhaar  and  H.  W. 
Schuler.   Munchen  Med  Wschr  lll(15):859-863,  1968. 

Among  948  patients  subjected  to  cholecystectomy  for  extra- 
hepatic  biliary  disease  between  1943  and  1962,  357  reported 
postoperative  symptoms  (pain  and  colic,  fat  intolerance,  feeUng 
of  fullness,  meteorism,  constipation,  nausea,  vomiting,  and 
weight  gain).    Detailed  follow-up  studies,  including  relaparotomy, 
on  160  of  these  patients  (35  males  and  125  females,  average 
age  54  yr)  revealed  histologicaUy-proven  hepatic  lesions  or  dis- 
orders of  the  bile  ducts  (as  shown  by  i.v.  cholangiography)  in 
about  33%.   Only  10  of  these  patients,  however,  had  stones 
in  the  common  bile  duct  or  cystic  stump,  and  none  of  these 
10  had  increased  serum  alkaUne  phosphatase  levels.    In  another 
33%,  the  presence  of  similar  lesions  was  suggested  by  abnormal 
liver  function  tests  (ESP,  plasma  proteins,  serum  bilirubin)  and 
the  clinical  findings,  but  in  the  last  33%  there  was  no  evidence 
of  organic  biliary  tract  disease  or  liver  damage. 

32^2  SOME  ASPECTS  OF  SURGERY  ON  THE 

SPHINCTER  OF  ODDI.    (Fr.j    Arianoff,  A.  A. 
(St.  Elisabeth  Hosp.,  Brussels,  Belgium),  G.  Vielle  and  P. 
Van  Reepinghen.  Acta  Chir  Belg  61{8y.n9-791,  1968. 

The  indications,  contraindications,  techniques,  complications 
and  results  of  Oddi  sphincterotomy  are  discussed  on  the  basis 
of  378  personal  cases  (including  190  patients  over  the  age  of 
60)  and  more  than  5000  similar  operations  reported  in  the 
literature.    Sphincterotomy  was  performed  in  15.3%  of  2468 
patients  operated  on  for  nonmalignant  biliary  tract  disease, 
mostly  because  of  stones  located  low  in  the  common  bile  duct 
or  ampuUa  or  because  of  stenotic  inflammation  of  the  sphincter. 
In  102  cases,  the  sphincterotomy  was  complemented  by  ex- 
ternal (75  cases)  or  internal  (27  cases)  biliary  drainage.    Sur- 
gical errors  in  4  cases  were  of  Uttle  consequence,  but  there 
were  8  postoperative  deaths  (2.1%,  including  3  elderly  patients 
who  died  of  heart  failure,  2  cases  of  acute  pancreatitis,  1  of 
hemorrhage,  1  of  decompensated  cirrhosis,  and  1  of  chole- 
dochal  fistula).    The  mortality  rate  of  2.1%  could  be  compared 
with  an  overall  rate  of  2.2%  among  all  2468  patients  operated 
on  for  nonmalignant  bihary  disease,  and  with  a  rate  of  4.5% 
for  patients  with  acute  cholecystitis.    Postoperative  complica- 
tions developed  in  37  cases,  but  only  10  of  these  could  be  re- 
lated in  any  way  to  the  sphincterotomy  (hemobilia,  biliary 
tract  fistulas,  subphrenic  or  perinephric  abscess,  acute  gastric 
dilatation,  and  excessive  fluid  loss  through  the  drain).    Among 
326  surviving  patients,  there  were  only  6  true  failures  and  16 
with  minor  disorders,  yielding  93.1%  with  excellent  results. 
It  is  concluded  that  sphincterotomy  yields  no  increase  in  mor- 
bidity or  mortaUty  following  biliary  tract  surgery  and  is  the 
procedure  of  choice  in  most  conditions  involving  the  sphincter 
and  lower  duct.    The  long-term  results  are  superior  to  those 
of  other  techniques,  particularly  when  the  type  of  sphinctero- 
tomy is  properly  chosen  on  the  basis  of  cholangiographic  find- 
ings. 

3283  THE  ENTEROHEPATIC  QRCULATION  OF 

SULFOBROMOPHTHALEIN  SODIUM.    RESULTS 


OF  A  STUDY  ON  24  PATIENTS.    (E.)    Deshpande,  S.  Y. 
(Washington  D.  C.  Gen.  Hosp.).  Med  Ann  DC  37(3):  164-166, 
1968. 

The  enteric  absorption  of  BSP  (10.0  mg/kg  body  weight,  p.o.) 
was  studied  in  24  patients  (18  men  and  6  women;  11  with 
Laennec's  cirrhosis,  one  with  hepatomegaly  and  the  remaining 
12  with  no  evidence  of  Uver  disease).   The  BSP  was  detected 
in  the  serum  as  early  as  15  min  in  some  of  the  patients  with- 
out liver  disease  but  was  not  absorbed  in  60  min  by  8  of  9 
patients  with  Laennec's  cirrhosis.    Since  the  serum  concentra- 
tion of  BSP  is  usually  2-3%  in  patients  without  liver  disease  and 
0%  in  patients  with  Laennec's  cirrhosis  for  the  first-hr  period, 
it  seems  that  the  enterohepatic  circulation  of  BSP  does  not 
affect  the  efficiency  of  the  BSP  test  for  hepatic  function  when 
a  dose  of  5  mg/kg  is  used. 

3284  BILIARY  DYSKINESIA  IN  GASTRO-DUODENAL 

ULCER.    (It.)    Rocchi,  V.  (Inst.  Gen.  Suig.,  U. 
Rome,  Italy),  A.  F.  Maccioni  and  P.  B.  Sandona.   Fegato 
14(3):335-339,  1968. 

Radiological  examination  of  the  biliary  tract  in  311  patients 
(27 1  with  duodenal  and  40  with  gastric  ulcers)  revealed  no 
pathological  alterations  in  71.7%.    A  reduced  cholecystic  con- 
centrating activity  was  found  in  15  (4.8%),  2  of  whom  had 
gastric  and  13  had  duodenal  ulcers.    AltCTations  in  tonus  and 
cholecystic  motility  were  found  in  29  (9.3%),  3  with  gastric 
and  26  with  duodenal  ulcers.    Alterations  in  hepatobiliary 
tonus  and  motility  were  observed  in  12  (3.9%),  all  of  whom 
had  duodenal  ulcers.   The  frequency  of  these  functional 
changes  was  almost  identical  in  the  2  types  of  ulcer. 


3285  PERCUTANEOUS  TRANSHEPATIC  CHOLANGI- 
OGRAPHY:   A  REPORT  OF  19  CASES.    (E.) 

Miller,  W.  D.  (Royal  Prince  Alfred  Hosp.,  Sydney,  Australia). 
Med  J  Aust  l(20):835-836,  1968. 

Percutaneous  transhepatic  cholangiography  was  performed  in 
19  patients  for  the  following  indications:    known  or  suspected 
biliary  stricture;  to  distinguish  cholangiolytic  from  hepatic 
duct  obstruction;  and  to  exclude  a  surgically  remedial  cause 
of  jaundice.   Twelve  of  the  patients  had  had  previous  biliary 
surgery  (3  of  them  for  biliary  stricture);  most  were  jaundiced 
and  of  these,  3  were  considered  too  poor  a  risk  for  diagnostic 
surgery.   The  diagnoses  in  the  1 3  patients  successfully  examined 
by  this  method  included  carcinoma  of  the  head  of  the  pancreas 
(3),  impacted  stone  at  the  ampulla  of  Vater  (1),  duct  carcinoma 
(3),  primary  biliary  stenosis  (1),  stenosing  cholangitis  (2),  and 
postoperative  biliary  stricture  (3).    In  1  case  bleeding  into  the 
bile  ducts  occurred. 

3286  SURGICAL  TREATMENT  OF  PORTAL 
HYPERTENSION.    (E.)    Harjola,  P.  T.  (Kemi 

Cent.  Hosp.,  Finland)  and  E.  Laustela.   Ann  Chir  Gynaec  Fenn 
57(l):40-44,  1968. 

Thirteen  patients,  mean  age  40  with  a  1:1  sex  ratio,  under- 
went portal  decompression  for  esophageal  varices  and  portal 
hypertension.    Nine  had  cirrhosis  and  4  portal  thrombosis. 
Hematemesis  and  melena  necessitated  12  procedures  and  1 
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prophylaxis.   Side  to  side  portacaval  shunts  were  made  in  6  pa- 
■ients,  end  to  side  in  3,  splenorenal  shunts  in  4,  and  in  2  pa- 
ients  whose  recurrent  esophageal  bleeding  required  reoperation 
nesentericocaval  shunts  were  made.    Both  of  these  latter  had 
portal  thrombosis.   Two  cirrhosis  patients  with  varying  amounts 
jf  hepatic  reserves  died  postoperatively,  one  of  a  myocardial 
infarction.    One  patient  died  23  months  after  surgery  due  to 
»mmon  duct  stones  and  obstructive  jaundice.    The  remaining 
10  have  been  followed  for  an  average  of  39  months;  7  of  the 

8  X-rayed  have  clear  varices.    Splenoportography  and  differ- 
aitial  glucose  tests  indicated  shunt  patency  in  6.    Only  2  pa- 
tients suffered  from  mild  encephalopathy. 

3287  BENIGN  STRICTURE  OF  THE  BILE  DUCTS. 

(E.)    Stewart,  G.  R.  (Royal  Prince  Alfred  Hosp., 
Sydney,  Australia).   Med  J  Aust  1{20):838-841,  1968. 
Previous  cholecystectomy  was  implicated  as  the  cause  of  28  of 
the  29  cases  of  benign  extrahepatic  bile  duct  strictures  noted 
during  a  6  yr  retrospective  study.    In  11  of  the  28  cases, 
exploration  of  the  common  bile  duct  was  performed  and  in 
10  of  these  T-tube  drainage  was  used  postoperatively.    The  1 
nontraumatic  stricture  followed  a  pericholedochal  abscess. 
In  1  of  the  28  operative  cases  there  was  acute  edematous  chole- 
cystitis and  in  another  empyema  of  the  gallbladder.    Three 
anomalies  in  Calot's  triangle  were  noted,  and  12  cases  of  chronic 
fibrotic  cholecystitis:    2  retrograde  cholecystectomies  were 
performed,  and  in  2  cases  hemostasis  was  difficult.    An  average 
10  months  elapsed  before  the  effects  of  stricture  necessitated 
repair.   Two  cases  were  recognized  at  surgery  and  2  in  the  im- 
mediate postoperative  period.    Clinical  jaundice  was  present  in 
23  cases.    Recurrent  cholangitis  occurred  in  11  cases.   Over 
70%  of  the  cases  had  an  elevated  alkaline  phosphatase  and  bili- 
rubin with  bile  in  their  urine.    A  total  of  46  attempts  were 
made  to  relieve  the  strictures.    Duct  dilatation  and  T-tube 
drainage  was  repeatedly  unsuccessful.   There  were  2  deaths, 

9  patients  had  complete  relief,  6  had  recurrent  symptoms  and 
12  were  lost  to  follow-up. 

3288  MALFORMATIONS  OF  THE  EXTRAHEPATIC 

BILE  DUCTS.  (Fr.)  Mester,  E.  (2nd  Surg.  Clin., 
U.  Budapest,  Hungary)  and  J.  Molnar.  Lyon  Chir  65(1):5-14, 
1969. 

Among  1200  patients  subjected  to  biliary  tract  surgery  under 
cholangiographic  control  during  the  period  1957-67,  160  had 
various  biliary  tract  anomalies:    35  with  accessory  hepatic  ducts, 
56  with  cystic  duct  anomaUes,  67  with  irregularities  in  the 
common  bUe  duct,  and  2  with  variations  in  the  region  of  the 
ampulla.    Pancreatic  reflux  was  noted  in  a  total  of  214  cases, 
167  of  which  had  a  common  point  of  entry  of  the  panaeatic 
duct  and  common  bUe  duct  into  the  duodenum.    These  sta- 
tistics are  compared  with  those  in  the  literature,  and  some  of 
the  surgical  consequences  of  such  undetected  anomalies  are 
pointed  out.    Preoperative  cholangiography  is  urgently  recom- 
mended as  a  precautionary  measure  in  all  cases. 


3289  THE  POSTOPERATIVE  EVALUATION  OF  THE 

FUNCTION  OF  PAPILLA  AND  ITS  CONSE- 
QUENCES.   (Ger.)    Mattig,  H.  (St.  George  Dist.  Hosp.,  Leipzig, 
Germany)  and  H.  J.  Hitschfeld.    Zbl  Chir  93(22):771-777,  1968. 
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In  36  patients  the  function  of  the  papilla  was  evaluated  im- 
mediately after  surgery  and  until  normalization  took  place  by 
means  of  residual  pressure  determinations,  measurements  of 
bUe  flow,  and  cinematography  of  the  papilla.    Initially,  in  80% 
of  the  patients  the  residual  pressure  and  the  bile  flow  were 
altered  pathologically.    Seventy-two  hr  postsurgery  the  residual 
pressure  and  the  bile  flow  had  returned  to  normal  in  94.5% 
of  the  patients  and  in  100%  96  hr  postsurgery.    After  common 
bile  duct  surgery  some  pathological  sphincter  activity  is  to  be 
expected  since  the  sphincter  of  Oddi  reacts  to  mechanical  ir- 
ritation with  a  distinct  prolongation  of  the  contraction  phase, 
i.e.,  spasm.    Greater  irritation  results  in  edema.    The  study  of 
the  36  patients  and  an  examination  of  the  results  of  28,950 
gallbladder  procedures  confirms  that  T-drainage  is  the  safest 
treatment  method  for  most  choledochotomies.    In  all  routine 
choledochotomies  the  T-drain  can  be  completely  clamped  on 
the  3rd  postoperative  day;  thereby  eliminating  many  of  its 
disadvantages. 

3290  CARCINOMA  AT  THE  JUNCTION  OF  THE 

MAIN  HEPATIC  DUCTS.    (E.j    Whelton,  M.  J. 
(Royal  Free  Hosp.,  London,  England),  M.  Petrelli,  P.  George, 
W.  B.  Young  and  S.  Sherlock.    Quart  J  Med  38(150):211-230, 
1969. 

The  clinical,  biochemical,  pathological,  radiological  and  surgical 
features  of  23  patients  with  carcinoma  of  the  hepatic  duct 
junction  were  analyzed.    Abdominal  exploration  had  been  per- 
formed in  17  patients  and  no  biliary  obstruction  discovered. 
In  every  instance  the  significance  of  the  collapsed  gallbladder 
and  bile  ducts  in  the  presence  of  a  turgid,  enlarged  liver  was 
not  recognized.    Men  (13)  were  affected  slightly  more  than 
women  (10).    Histology  of  the  liver  can  show  clear  evidence 
of  extrahepatic  biliary  obstruction.    A  needle  biopsy  specimen 
is  adequate.    The  most  valuable  radiological  examination  is 
percutaneous  transhepatic  cholangiography  which  confirmed 
the  diagnosis  in  20  patients  and  which  was  also  useful  in  the 
selection  of  the  proper  surgical  procedures.    Biochemical  find- 
ings were  the  nonspecific  ones  of  cholestasis.    Serological 
testing  for  mitochondrial  antibodies  gave  negative  results. 
Hepatic  scintiscanning  was  sometimes  misleading  and  needed 
cautious  interpretation.    Poor  uptake  of  isotope  did  not  neces- 
sarily indicate  the  presence  of  secondary  deposits  of  carcinoma 
of  the  liver.    Patients  who  had  been  treated  with  corticosteroids 
did  not  withstand  surgery  as  well  as  others.    The  combination 
of  obstructive  jaundice  in  a  middle-aged  patient  with  hepato- 
megaly, no  splenomegaly  and  a  collapsed  gallbladder  and  bile 
duct  at  laparotomy  is  almost  diagnostic. 

^291  CARCINOMA  OF  THE  EXTRAHEPATIC  BILE 

DUCTS.    (E.)    El-Domeiri,  A.  A.  (Mem.  Hosp. 
Cancer  Allied  Dis.,  New  York,  N.  Y.),  R.  D.  Brasfield  and 
J.  L.  O  'Quinn.  Ann  Surg  169(4):525-532,  1969. 

3292 

EFFECT  OF  GASTRECTOMY  ON  BILIARY 

DYNAMICS.    (EJ    Wyatt,  A.  P.  (War  Mem. 

Hosp.,  Woolwich,  London,  England).    Gut  10(2):91-93,  1969. 

3293  BILIARY  PERITONITIS  DUE  TO  PERFORA- 

TION.   (FrJ    Barraya,  L.,  J.  P.  BoreUi  and  R. 
Lauriere.   Rev  Prat  19(4):457-465,  1969. 


LIVER  AND  BILIARY  TRACT 
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3294 

BI-LOBED  GALLBLADDER  OF  CONGENITAL 

ORIGIN.    [CASE  REPORT]     (Fr.j    Seror,  J. 

B.  Mentouri  and  B.  Meradji.  Mem  Acad  Chir  (Paris)  95(1-2-3): 

41-47,  1969. 

129S 

^^^^  CHOLECYSTIC  BLEEDING.    (It.)    Tartato,  S. 

(E.  Danieie-E.  Romasi  Munic.  Hosp.,  Lecce,  Italy). 

Rassint  Clin  Ter  48(22):1412-1416,  1968. 

^2^^  INDICATIONS  FOR  THE  SURGICAL  TREAT- 

MENT OF  CARRIERS  OF  SALMONELLAE  IN 
THE  BILIARY  TRACT.    (Sl.j    Hruzik,  J.  (Med.  Fac, 
Comensky  U.,  Bratislava,  Czechoslovakia),  P.  Cernak,  F.  Micek 
and  V.  Pisut.   Bratisl  Lek  Listy  50(5):659-666,  1968. 

3297  PERSONAL  EXPERIENCE  WITH  SPHINCTERO- 

TOMY IN  1012  CASES.    (Sp.)    Llaurado",  A. 
(S.  Cruz  S.  Pablo  Hosp.,  Barcelona,  Spain)  and  R.  Trias.  An 
Hosp  S  Cruz  S  Pablo  28(4):277-290,  1968. 


Infirm.,  Bristol,  England)  and  H.  J.  Espiner.    Gut  10(2):94-97, 
1969. 


3298 


267,  1968. 


3299 


GALLBLADDER  AGENESIS.    (Por.)    Massiere, 
F.  and  V.  S.  De  MeUo.   Brasil  Med  82(4): 266- 


NEW  TRENDS  IN  BILIARY  SURGERY.    (Ger.j 
Mester,  E.  (2nd  Surg.  Clin.,  Med.  U.  Budapest, 
Hungary).   Acta  Chir  Acad  Sci  Hung  9(4):449-467,  1968. 

3300 

•*•*""  BILE-PLUG  SYNDROME:    A  CORRECTABLE 

CAUSE  OF  OBSTRUCTIVE  JAUNDICE  IN  IN- 
FANTS.   (E.)    Bernstein,  J.  (Albert  Einstein  CoU.  Med.,  Bronx, 
N.  Y.),  R.  Braylan  and  A.  J.  Brough.  Pediatrics  43(2):273- 
276,  1969. 

3301 

PYLORIC  OBSTRUCTION  SECONDARY  TO 

ACUTE  CHOLECYSTITIS  AND  PERICHO- 
LECYSTITIS. (E.)  Frederick,  W.  C.  (St.  Vincent's  Med. 
Ctr.  Richmond,  Staten  Island,  N.  Y.).  Amer  J  Gastroent 
51(4):293-297,  1969. 

3302  IMPORTANCE  OF  THE  SIZE  OF  THE  STOMA 

IN  CHOLEDOCHO-DUODENOSTOMY.    (E.) 
Johnson,  A.  G.  (Charing  Cross  Hosp.,  London,  England)  and 
A.  E.  Stevens.    Gut  10(l):68-70,  1969. 


3304 


1969. 


3305 


VAGOTOMY  IN  BILIARY  TRACT  DISEASE. 

(E.)    Anonymous.   Roche  Med  Image  ll(2):6-9 , 


3303 


CARCINOMA  OF  BILE  DUCTS  IN  HUSBAND 
AND  WIFE.    (E.J    McCarthy,  C.  F.  (Royal 


A  SYSTEMATIC  PLAN  FOR  HEPATIC  DUCT 
EXPLORATION.    (E.)    Glassman,  J.  A.  (Jackson 

Mem.  Hosp.,  Miami  Beach,  Fla.).  Amer  Surg  35(6):412-417, 

1969. 

3306  CONCRETIONS  IN  THE  PANCREATIC  DUCT 

DIAGNOSED  BY  CHOLANGIOGRAPHY.   [A 
CASE  REPORT]    (E.j  Andersson,  C.  A.  (U.  Umea,  Sweden),  C. 
Edstrom,  G.  P.  Saltzman  and  B.  Schampi.  Acta  Radiol  8(2): 
183-186,  1969. 


3307  CHOLEDOCHAL  CYST.   (E.J    Rohatgi,  S.  K. 
(Sofdarjang  Hosp.,  New  Delhi,  India),  S.  K. 

Bhargava  and  S.  Ghosh.  Indian  Pediat  5(10):472-474,  1968. 

3308  DIABETIC  CHOLECYSTOMEGALY.    (E.J    Bloom' 
A.  A.  (Bronx-Lebanon  Hosp.  Ctr.,  N.  Y.)  and 

R.  Stachenfeld.  JAMA  208(2):357-359,  1969. 

3309  EMPHYSEMATOUS  CHOLECTYSTITIS:    RE- 
PORT OF  TWO  CASES.    (E.J    Palmisano,  D.  J. 

(Dept.  Surg.,  Tulane  U.  Sch.  Med.,  New  Orleans),  S.  H. 
Roberson  and  W.  A.  Guynes.  J  Louisiana  Med  Soc  121(5): 
158-161,  1969. 

3310  BILIARY  DISEASE  AND  ADVANCING  AGE. 

(E.J    Hermann,  R.  E.  (Cleveland  CUn.  Found., 
Ohio)  and  J.  C.  Martin.    Geriatrics  24(4):  139-145,  1969. 

3311  ACUTE  CHOLECYSTITIS  IN  THE  DIABETIC. 

(E.J    Schein,  C.  J.  (Albert  Einstein  Coll.  Med., 
Bronx,  N.  Y.).    Gastroenterology  51(6):511-515,  1969. 

3312  STUDIES  ON  ETIOLOGY  OF  STRAWBERRY 
GALLBLADDER:    EXPERIMENTAL  PRODUC 

TION  AND  CHEMICAL  COMPOSITION  OF  BILE.    (Jap.J 
Nabeyama,  K.  (Fac.  Med.,  Kyushu  U.,  Fukuoka,  Japan).  Acta 
Med  (FukuokaJ  38(6):717-734,  1968. 


See  also:    2652,2782,2784,2816,2832,2860,3039,3118,3152,3265 
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>313  DEVELOPMENT  OF  A  TECHNIQUE  FOR 

PERITONEAL  DIALYSIS  WITH  KANAMYCIN 
N  DIFFUSE  PERITONITIS.    (Rus.)    Fedorov,  V.  D.  (N.  I. 
>irogov  2nd  Moscow  Med.  Inst.,  USSR),  E.  F.  Saksen,  V.  I. 
klaksimov,  L.  K.  Rubtsova  and  V.  G.  Koroleva.    Khirurgiia 
Moskva)  44(9):  54-60,  1968. 

during  recent  years,  70  patients  with  diffuse  peritonitis  result- 
ng  from  acute  appendicitis,  perforation  of  the  small  bowel  due 

0  ulcers  or  injuries,  intestinal  obstruction,  and  other  diseases 
lave  been  treated  by  irrigation  of  the  abdominal  cavity  and 
lowing  peritoneal  dialysis  against  saline  containing  kanamycin 
)r  monomycin  at  a  concentration  of  1  g/liter.    Results  have 
)een  satisfactory,  with  cures  being  obtained,  for  example,  in  13 
)f  16  cases  of  acute  appendicitis  and  9  of  11  cases  of  small 
jowel  injury.    Detailed  clinical  and  laboratory  studies  of  the 
canamycin  concentration  in  the  blood,  urine  and  irrigation  fluid 
vere  carried  out  in  15  of  these  patients  (11  males  and  4  fe- 
nales,  13-73  yr  old),  treated  for  stage  1  (3  cases),  stage  II  (8 
ases)  or  stage  III  (4  cases)  peritonitis  due  to  acute  appendicitis 
;9  cases),  perforated  peptic  ulcer  (2  cases),  small  bowel  injury 

;i  case),  intestinal  obstruction  (1  case)  or  previous  surgery  (2 
:ases).   These  determinations  showed  that  an  irrigation  rate 
jf  2-3  liters/day  is  insufficient  to  ensure  proper  dialysis  and 
m  adequate  level  of  kanamycin  in  the  bloodstream.    Only  a 
rate  of  5  liters/day,  maintained  for  3  days,  is  able  to  guarantee 

1  kanamycin  concentration  of  10-20  Aig/ml.    The  satisfactory 
:linical  resuhs  obtained  at  this  rate  also  indicate  that  absorption 
yi  antibiotic  from  the  abdominal  cavity  remains  good  in  cases 
af  diffuse  peritonitis. 

3314  ABDOMINAL  SYNDROMES  DUE  TO  VISCERAL 

DISPLACEMENT  CAUSED  BY  A  DECREASE  IN 
INTRAABDOMINAL  PRESSURE.    (Sp.)    Gallego  Tejedor,  M. 
(Reina  Victoria  Soc.  Security  Hosp.,  Madrid,  Spain).   Rev  Esp 
Enferm  Apar  Dig  27(7):969-984,  1968. 

Based  on  a  review  of  8  personal  cases  and  a  theoretical  dis- 
cussion of  the  dynamic  interactions  between  the  diaphragm, 
abdominal  wall  and  the  distribution  of  the  internal  organs,  it 
is  concluded  that  a  drop  in  pressure  in  a  particular  region  of 
the  abdomen  plays  an  etiological  role  in  the  signs  and  syndromes 
of  visceral  displacement,  caused  by  the  tendency  of  the  hollow 
organs  to  fill  a  partial  vacuum.    The  most  characteristic  symp- 
toms of  this  condition  are  pain  and  disturbances  in  transit 
through  the  hollow  organs.    In  asymptomatic  cases,  the  X-ray 
findings  can  easily  lead  to  erroneous  diagnoses.    In  the  present 
series,  the  drop  in  intraabdominal  pressure  and  consequent 
visceral  displacement  (compUcated  by  volvulus  and  stenosis) 
were  caused  by  atrophy  of  the  left  lobe  of  the  liver,  partial 
hepatectomy  for  hydatid  cysts,  partial  gastrectomy,  and  paraly- 
sis or  malformation  of  the  diaphragm.    In  general,  this  syn- 
drome can  be  caused  either  by  a  loss  of  abdominal  contents 
(atrophy  or  surgery),  an  increase  in  abdominal  capacity  (hernia 
or  anomalies  of  the  diaphragm),  or  by  a  redistribution  of  the 
abdominal  contents  resuhing  in  localized  increases  and  decreases 
in  pressure  (the  upper  abdominal  syndrome  of  athletes). 

3315  EVERTING  SUTURE  OF  THE  BOWEL:    EXPERI- 

MENTAL AND  CLINICAL  EXPERIENCE  IN 


DUODENAL  CLOSURE  AND  COLORECTAL  ANASTOMO- 
SIS.   (E.j    Buyers,  R.  A.  (Sacred  Heart  Hosp.,  Norristown,  Pa.) 
and  L.  A.  Meier.   Surgery  63(3):475-480,  1968. 

When  simple  one-layer  everting  sutures  were  used  to  close  the 
duodenum  following  partial  gastrectomy  in  5  miniature  pigs, 
there  was  no  evidence  of  leakage  1-10  weeks  later  and  the  sur- 
face of  the  bowel  was  macroscopically  smooth  with  httle  forma- 
tion of  adhesions.    Excellent  results  were  also  obtained  by  this 
method  in  3  patients  with  stenotic  postbulbar  duodenal  ulcers 
and  dilatation  of  the  stomach  and  pylorus,  as  well  as  in  2  pa- 
tients with  routine  duodenal  closures  and  in  1  patient  with  edema 
and  scarring  of  the  mucosa  and  erosion  of  the  duodenal  ulcer 
through  the  posterior  segment  of  the  duodenum  into  the  pan- 
creas.   Colorectal  anastomosis  was  also  performed  in  miniature 
pigs  by  the  everting  suture  technique  (anchoring  the  distal  mu- 
cosa to  the  serosa  of  the  proximal  invaginated  segment  of  bowel), 
following  resection  of  the  sigmoid;  the  postoperative  course  was 
uneventful  in  all  cases,  and  autopsy  after  1-8  weeks  revealed  a 
smooth  suture  hne  with  an  almost  imperceptible  Une  of  anasto- 
mosis.   Among  9  patients  (4  men  and  5  women,  41-78  yr  old) 
treated  in  this  way  (for  diverticulitis,  carcinoma,  rectal  prolapse 
or  fecal  impaction),  there  was  only  one  failure  (a  fecal  fistula, 
which  could  have  been  avoided  by  using  the  method  of  Black, 
in  a  63-yr-old  woman  treated  for  carcinoma  of  the  mid-rectum). 

3316  THE  EFFECT  OF  HOSPITALIZATION  AND 
ANTIBIOTIC  THERAPY  ON  GRAM-NEGATIVE 

FECAL  FLORA.    (E.)    Rose,  H.  D.  (Marquette  U.  Sch.  Med., 
Milwaukee,  Wis.)  and  J.  Schreier.  Amer  J  Med  Sci  255(4): 
228-236,  1968. 

The  fecal  carrier  rate  of  the  common  gram-negative  bacilli  was 
determined  in  234  patients  on  the  day  of  hospitalization  at  a 
large  Veterans  Administration  Hospital.    Of  the  original  234 
patients  100  were  available  for  repeat  study  after  21  days. 
Fifty  of  these  served  as  controls  and  did  not  receive  antibiotics. 
Fecal  flora  was  unchanged  in  this  group.    All  of  the  50  patients 
in  the  other  group  had  received  at  least  5  days  (median  of  10.1 
days)  of  antibiotics  for  infections.    The  total  number  of  strains 
of  gram-negative  bacteria  other  than  E.  coli  was  significantly 
greater  after  3  weeks.    The  carrier  rate  of  Klebsiella  pneumoniae 
increased  from  10  to  34%.    PencUlin  G,  ampicillin,  and  anti- 
biotic combinations  caused  the  greatest  alteration  in  fecal  flora. 
The  acquisition  of  fecal  gram-negative  bacteria  other  than  E.  coli 
was  secondary  to  antibiotic  therapy. 

3317  AN  OUTBREAK  OF  GASTROENTERITIS 
ASSOCIATED  WITH  ECHO  VIRUS  TYPE  1.    (E.) 

Field,  P.  R.  (Inst.  Clin.  Pathol.  Med.  Res.,  Lidcombe,  Australia), 
A.  M.  Murphy,  H.  B.  Gibson  and  T.  F.  Rennie.   Med  J  Aust 
1(1):9-11,  1968. 

Fifty-eight  patients,  including  3  adults,  with  vomiting  and  di- 
arrhea were  hospitalized  during  a  10-week  period.    The  majority 
of  the  children  were  between  2  weeks  and  2  yr  of  age,  and  of 
the  aboriginal  population.    Three  children  died  early  in  the  out- 
break.   AU  patients  came  from  in  and  around  a  small  town. 
House  to  house  and  mass  media  explanations  encouraged  the 
elimination  of  flies.    The  cultured  feces  of  6  of  1 1  children 
yielded  echovirus  type  1  as  did  2  of  the  water  samples  tested. 
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3318  ALCOHOLISM  IN  DUBLIN.    (E.)    Walsh,  D. 
(St.  Loman's  Hosp.,  Palmerstown,  Ireland).    / 

Irish  Med  Ass  61(371):153-156,  1968. 

During  1962  there  were  169  first  admissions  to  psychiatric 
hospitals  in  Dublin  for  alcoholism,  139  male  and  30  female. 
For  males  this  was  a  crude  rate  of  63.4,  and  for  females  11.2 
per  100,000  population.    The  widowed  male  was  at  greatest 
risk,  but  with  age  adjustment  the  married  male  was  at  less  risk 
than  those  single.   The  married  female  still  shows  a  rate  double 
that  of  the  spinster  even  after  adjustment.    There  were  300 
readmissions  with  the  same  diagnosis  and  similar  male  to  fe- 
male ratios  and  crude  rates  of  incidence  were  noted. 

3319  THE  TREATMENT  OF  INTUSSUSCEPTION: 
THIRTY  YEARS'  EXPERIENCE  AT  GOTHEN- 
BURG'S CHILDREN'S  HOSPITAL.    (E.)    Bjarnason,  G. 
(Gothenburg's  Child.  Hosp.,  Sweden)  and  G.  Pettersson. 

J  Pediat  Surg  3(l):19-23,  1968. 

During  the  years  1936-1966,  428  cases  of  acute  intussusception 
were  treated  at  the  Gothenburg's  Children,  Hospital,  Sweden. 
Of  these,  221  cases  were  treated  by  hydrostatic  reduction  alone 
with  simultaneous  roentgen  control,  and  207  cases  underwent 
surgery.   Intestinal  resection  was  performed  on  10  of  the  207 
surgical  cases,  either  followed  by  entero-enterostomy  or  exteri- 
orization following  Miculicz'  method.    There  were  11  deaths 
before  1953,  but  no  mortality  since  1954.    This  combined 
treatment  is  highly  recommended,  and  the  necessity  of  pre- 
operative fluid  balance  is  underlined. 

3320  INFANTILE  GEOHELMINTHIASIS  IN  THE 
MIDDLE  AND  LOW  BASIN  OF  SESIA  RIVER 

WITH  REFERENCES  TO  THE  SOCIO-ECONOMICAL  AND 
HYGIENIC  FAMILIAL  CONDITIONS  AND  TO  SCHOLASTIC 
EFFICIENCY.    (It.)    de  Carneri,  I.  (Inst.  Parasitol.,  U.  Pavia, 
Italy)  and  P.  T.  Ricciardiello.    G  Mai  Infett  20(4):  358-368, 
1968. 

Samples  of  the  feces  of  330  school  chUdien,  living  in  the  river 
Sesia  area,  were  examined.    Trichuriasis  was  found  in  91 
(27.6%),  and  in  8  (2.4%)  associated  with  ascariasis.   The  Tri- 
churiasis burden,  measured  by  egg  output,  was  modest:    only 
in  4.2%  was  it  higher  than  2000  egg/g  of  feces.    The  Ascaris 
burden  was  lower  than  26,400  egg/g.    The  higher  percentage 
of  parasitosis  was  found  in  children  from  poor  families  and 
socio  economically  depressed  areas.    There  was  no  significant 
correlation  between  parasitosis  found  and  low  results  at  school, 
both  were  caused  by  familial  conditions. 

3321  AMBILHAR  IN  THE  TREATMENT  OF 
SCHISTOSOMIASIS  MANSONI.    (E.)    Fadl,  A. 

(Fac.  Med.,  U.  Khartoum,  Sudan),  M.  Hussein  and  M.  A. 
Haseeb.   /  Trop  Med  Hyg  70(10):255-258,  1967. 

Twenty-five  patients  were  treated  with  Ambilhar  (niridazole; 
nitrothiamidazol)  for  infestation  with  Schistosoma  rmnsoni. 
All  were  in-patients,  and  were  kept  under  strict  medical  super- 
vision for  about  4  months.    Stools  were  examined  directly  by 
concentration  and  the  hatching  methods.    Antihistamine  tablets 
were  given  concomittantly  to  7  patients  during  treatment  with 
Ambilhar  for  7  days  to  prevent  allergic  reactions  to  protein 
from  the  worms  killed  by  the  latter  drug.    However,  3  patients 
developed  severe  toxic  effects.    Severe  side  reactions  also 


developed  in  3  of  18  patients  who  did  not  receive  antihistamine 
orally;  they  were  given  antihistamine  by  injection.    Antihistamines 
did  not  seem  to  prevent  the  side  effects.    The  stools  of  24-25 
patients  became  free  of  Schistosoma  mansoni  ova  4-10  days 
after  treatment  and  remained  so  during  the  4-month  follow-up. 
Signs  and  symptoms  of  infestation  (blood,  mucus  and  ova  in 
the  stools)  developed  in  1  patient  58  days  after  treatment. 
Side  effects  were  mild  in  16  and  severe  in  6  patients.    Enlarged 
Uvers  were  present  on  admission  in  8  patients,  3  of  whom 
experienced  severe  side  effects.    Liver  enlargement  was  not  ob- 
served in  3  others  who  experienced  severe  side  effects.   The 
side  effects  lasted  in  some  cases  for  14  days  after  initiation  of 
treatment;  they  eventually  disappeared  without  permanent 
disability. 

3322  THE  INCIDENCE  OF  INTESTINAL  DIVERTIC- 
ULOSIS  IN  PATIENTS  WITH  TUBERCULO- 
SIS.   (It.)    Emanuele,  B.  (S.  Luigi  Gonzaga  Hosp.,  Turin,  Italy), 
A.  Bignamini  and  U.  Ferraro.  Minerva  Med  60(24):  1095-1 105, 
1969. 

A  review  of  500  gastrointestinal  X-ray  studies,  284  autopsy  re- 
ports on  patients  dying  from  various  causes,  and  11  cases  sub- 
jected to  surgery  for  symptoms  of  acute  abdomen  revealed  a 
close  association  between  diverticular  disease  and  intestinal 
tuberculosis.    Thus,  among  the  500  patients  subjected  to  gas- 
trointestinal X-ray  (75%  male,  with  an  age  range  of  25-70  yr), 
33%  were  negative,  33%  had  nonspecific  functional  or  inflam- 
matory changes,  and  33%  had  specific  pathological  findings, 
including  114  cases  of  perivisceritis  (66  of  which  were  periduo- 
denitis), 20  cases  of  calcified  lymphoma,  11  of  intestinal  tuber- 
culosis, and  18  of  diverticulosis  (9  duodenal  and  9  of  the  colon). 
The  284  autopsies  (229  males  and  55  females)  revealed  6  males 
and  1  female  with  intestinal  diverticula  (2  duodenal  and  5  of 
the  colon);  4  of  these  7  patients  were  obese,  and  5  had  intes- 
tinal tuberculosis.    Finally,  positive  tests  for  tuberculosis  were 
obtained  in  3  of  5  patients  subjected  to  radical  surgery  and  2 
of  6  patients  given  palliative  operations,  10  of  the  11  cases 
being  men.    Diverticular  disease  seems  to  be  observed  more 
frequently,  and  at  a  younger  age,  among  patients  with  tuber- 
culosis than  in  the  general  population.   This  is  ascribed  either  to 
specific  tuberculosis  of  the  intestine  or  to  some  nonspecific  ab- 
dominal pathology,  closely  associated  with  tuberculosis,  which 
favors  the  development  of  diverticula. 

3323  XYLAMIDE  (MILID)  IN  THE  TREATMENT  OF 
GASTRODUODENITIS  ASSOCIATED  WITH 

LEAD  POISONING.    (It.)    Gambini,  G.  (Luigi  Devoto  Clin., 
U.  Milan,  Italy)  and  R.  Grisler.   Minerva  Med  60(23):  1017- 
1023,  1969. 

Nine  patients  (30-58  yr  old)  with  occupational  lead  poisoning 
and  radiologically  confirmed  gastroduodenitis,  who  presented 
with  symptoms  of  gastralgia,  gastric  pyrosis,  vomiting,  acid 
regurgitation  and  dyspepsia,  were  treated  with  xylamide  (2  g/day 
i.m.,  i.v.  and/or  p.o.)  and  CaNa2-EDTA  for  15  days;  the  re- 
sponse to  treatment  was  compared  with  that  in  4  controls 
treated    only  with  CaNa2-EDTA,  who  showed  no  change  in  gas- 
trointestinal symptoms  and  no  decrease  in  gastric  secretion. 
As  a  result  of  xylamide  therapy,  complete  remissions  were  ob- 
tained in  6  of  the  9  patients  and  marked  improvement  in  the 
other  3;  the  basal  and  histamine-stimulated  gastric  secretion  de- 
creased in  both  volume  (by  33.0-34.7%)  and  acidity.   There 
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t'ere  no  side  effects.   The  favorable  effects  of  xylamide  in  these 
latients  are  attributed  to  both  the  antisecretory  and  the  anti- 
pasmodic  effects  of  this  drug. 

324  SYSTEMIC  EFFECTS  OF  INTESTINAL  RE- 

VASCULARIZATION.   (E.)    Bergan,  J.  J. 
Northwestern  U.  Med.  Sch.,  Chicago,  111.),  S.  P.  Haid  and  J. 
:onn  Jr.  Amer  J  Surg  117(2):235-241,  1969. 

Revascularization  procedures  for  acute  splanchnic  ischemia 
rere  performed  in  13  patients  (10  men  and  3  women,  37-76 
r  old),  6  of  whom  survived  the  postoperative  period.   The 
roup  included  8  embolectomies  of  the  splanchnic  vessels  with 
successful  revascularizations  and  6  survivors.   Two  of  3  cases 
f  thrombosis  were  revascularized,  but  died  anyway,  while 
either  of  the  2  patients  with  nonorganic  occlusions  had  suc- 
jssful  procedures.    The  2  sudden  deaths  following  successful 
!vascularization  were  due  to  cardiac  and  hepatic  failure,  resp. 
[o  cases  of  severe  acidosis,  massive  hyperkalemia,  or  absorption 
f  toxic  intestinal  contents  were  noted. 

^25  MORTALITY  IN  EXPLORATORY  LAPAROTOMY. 

(E.)    Pock,  G.  (U.  Cent.  Hosp.,  Helsinki,  Finland) 
id  K.  Kospipuro.  Ann  Chir  Gynaec  Fenn  56(2):266-269, 
967. 

etween  1955  and  1964  a  total  of  34,224  patients  were  treated 
t  a  surgical  department:    634  died.    The  annual  mortahty  rate 
as  1.8%  on  average  (range  1.6-2.2%)  during  the  period  studied, 
aparotomies  (1316)  were  performed  for  diagnostic  purposes: 
parotomy  being  defined  as  exploration  of  the  abdominal 
ivity,  including  biopsy  or  other  procedures  (e.g.,  prophylactic 
jpendectomy).    Deaths  occurring  within  7  days  after  opera- 
on  were  considered  operative  deaths.   Of  the  laparotomies, 
17  were  performed  on  women,  and  16  (2%)  died.    In  9  of 
lese,  surgery  revealed  mesenteric  thrombosis  or  embolia;  in 
,  the  planned  palliative  procedure  for  cancer  could  not  be  per- 
wmed  and  the  patient  died.    One  patient  committed  suicide  by 
rinking  concentrated  sulfuric  acid.  Of  the  498  men  undergoing 
irgery  17  (3.4%)  died.    Laparotomy  in  this  group  revealed  in- 
perable  vascular  disease  in  8,  extensive  carcinoma  in  4,  hemor- 
lagic  pancreatitis  in  3,  and  renal  insufficiency  in  1.   One  pa- 
ent  died  of  methyl  alcohol  intoxication.    Only  3  deaths  oc- 
irred  in  women  under  50  yr  of  age,  although  75%  of  the 
Ties  were  women  under  50.    Only  4  deaths  occurred  in  men 
ider  50  yr  of  age.   The  total  mortahty  rate  was  2.6%.   Vas- 
ilar  disease  was  the  commonest  cause  of  death:    52%  of  the 
itients  were  suffering  from  some  vascular  disease.   Carcinoma 
xounted  for  30%,  pancreatitis,  9%  and  intoxication,  6%.   If 
;aths  resulting  from  mesenteric  thrombosis  and  carcinoma 
e  excluded,  the  mortality  rate  is  0.47%.    If  natural  causes  of 
5ath,  carcinomata,  mesenteric  thrombosis  and  intoxications 
e  excluded  the  mortality  is  0.3%.    Because  mortality  is  very 
w,  the  clinician  is  justified  in  suggesting  exploratory  laparo- 
•my  to  elucidate  the  diagnosis  in  uncertain  cases. 

326  SOME  OBSERVATIONS  ON  ELIMINATION 

OF  SABIN'S  VACCINE  VIRUS  FROM  THE 
JTESTINE  OF  VACCINATED  CHILDREN  AND  FRE- 
UENCY  OF  INFECTIOUSNESS  TO  RELATIVES.    (It.) 
uberto,  M.  (Inst.  Hyg.,  U.  Padua,  Italy)  and  C.  Piccoli.    Gior 
enSciMed  23(5-6):45-52,  1968. 


Among  58  subjects  of  15  families  of  a  good  hygienic  level, 
22  children  were  vaccinated  with  Sabin's  oral  poliomyelitis 
vaccine.    Before  administration  enteric  viruses  were  present  in 
fecal  samples  in  9%  of  the  children,  and  in  14%  of  their  rela- 
tives.   After  vaccination  the  percentage  of  elimination  of  at- 
tenuated virus  was,  in  chilldren  and  in  relatives  resp.:    for 
virus  type  1,  9%  and  47%;  for  virus  type  2,  90%  and  47%, 
for  virus  type  3,  72%  and  22%.    The  period  of  elimination  in 
children  was  almost  the  same  for  the  3  types  of  virus:    1  week 
in  35%;  2  weeks  in  40%,  3  weeks  in  20%.    In  relatives  the 
percentage  of  elimination,  during  the  first,  second  and  third 
week  resp.,  was:    virus  type  1,  76%,  11%  and  11%;  virus  type 
2,  47%,  47%  and  6%;  virus  type  3,  25%,  75%  and  0%.    On  the 
basis  of  these  data  the  distinct  possibility  of  infection  among 
relatives  during  vaccination  has  been  documented. 

3327  OBSERVATIONS  ON  THE  MECHANISM  OF 

ABDOMINAL  PAIN.    (E.)    Holdstock,  D.  J. 
(Cent.  Middlesex  Hosp.,  London,  England),  J.  J.  Misiewicz 
and  S.  L.  Waller.    Gut  10(1):  19-31,  1969. 

Intraluminal  pressures  were  measured  in  the  small  or  large 
intestine  of  9  patients  (6  men  and  3  women)  suffering  from 
recurrent  attacks  of  severe  abdominal  pain,  for  which  no  cause 
could  be  found  after  extensive  investigation.    Three  patients 
had  had  previous  surgical  procedures.    Of  these,  2  postgastrec- 
tomy patients  had  intermittent  and  mild  symptoms  of  dumping 
but  these  were  absent  during  the  manometric  studies.    Seven 
patients  developed  typical  attacks  of  abdominal  pain  during 
the  manometric  studies  and  in  every  case  the  symptoms  coin- 
cided with  striking  alterations  in  the  records  of  intraluminal 
pressure.    Such  alterations  occurred  in  all  patients  and  were 
often  the  only  positive  finding  on  investigation.    Pain  coincided 
with  small  intestine  pressure  activity  in  one  of  the  patients 
with  the  postgastrectomy  syndrome  and  in  a  patient  who  had 
had  a  subtotal  colectomy.    The  other  postgastrectomy  patient 
had  upper  and  lower  abdominal  pain  and  changes  in  both  small 
and  large  intestine  motor  activity  were  observed  in  him.    In 
one  of  the  postgastrectomy  patients,  i.v.  serotonin  produced 
pain.    In  5  patients,  the  onset  of  abdomen  pain  coincided 
with  a  marked  increase  in  colon  motor  activity  after  a  meal 
or  an  injection  of  prostigmine.    Two  further  patients  showed 
similar  changes  in  colonic  pressure  but  remained  symptom-free. 
Of  these  7  patients,  5  had  irritable  bowel  syndrome,  while  the 
other  2  suffered  from  the  post-dysenteric  bowel  syndrome  and 
the  postgastrectomy  syndrome,  resp. 


3328  REASSESSMENT  OF  MASSIVE  UPPER 

GASTROINTESTINAL  HEMORRHAGE  ON  THE 
WARDS  OF  THE  BOSTON  CITY  HOSPITAL.    (E.) 

Amir-Ahmadi,  H.  (Harvard  Med.  Sch.,  Boston,  Mass.),  R.  S. 
McCray,  F.  Martin,  W.  Mitch,  P.  A.  Kantrowitz  and  N. 
Zamcheck.    Surg  Qin  N  Amer  49(3):715-726,  1969. 

A  review  of  the  records  of  144  consecutive  patients  admitted 
with  the  diagnosis  of  upper  gastrointestinal  hemorrhage  during 
the  12  months  starting  July  1,  1965  showed  that  the  most  fre- 
quent diagnosis,  hemorrhagic  gastritis,  was  confirmed  at  endos- 
copy or  autopsy  in  24.3%  of  the  series  and  suspected  on  clini- 
cal grounds  in  13.2%  more.    The  mortality  rate  for  the  entire 
group  was  12.5%;  it  was  approximately  twice  as  great  in  the 
47  patients  without  a  confirmed  diagnosis  of  the  bleeding  site 
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as  it  was  in  the  97  patients  in  whom  diagnosis  was  clearly  es- 
tablished.  The  decreased  mortality  as  compared  to  that  in 
1955  (25.4%)  may  be  related  to  the  smaller  percentage  of 
"severe"  bleeders  and  to  improved  management  resulting  from 
more  accurate  diagnosis  and  reduced  need  for  surgery.    The 
increased  used  of  emergency  endoscopy  is  the  major  advance 
in  the  management  of  patients  with  upper  gastrointestinal 
hemorrhage. 

3329  PERITONEAL  SYNDROME  IN  RHEUMATIC 
FEVER.    (Rus.J    Korzon,  I.  K.    Vestn  Khir  Grekov 

102(1):143-144,  1969. 

3330  EXPERIMENTAL  CONTRIBUTIONS  OF  THE 
PROPHYLAXIS  OF  ABDOMINAL  ADHESIONS 

WITH  TRASYLOL.    (Por.)    Grundmann,  E.    Rev  Brasil  Med 
25(10):701-702,  1968. 

^^^^  CHANGES  IN  THE  FLUORESCENT  ANTIBODY 

TITER  IN  58  CASES  OF  INTESTINAL  OR 
URINARY  SCHISTOSOMIASIS  TREATED  WITH  NITRO 
THIAMIDAZOLE.    (Fr.j    Coudert,  J.,  P.  Ambroise-Thomas, 
M.  A.  Pathier  and  T.  Kien  Truong.   Lyon  Med  219(12):1041- 
1046, 1968. 

^^^^  SALMONELLA,  SHIGELLA  AND  ENTERO- 

PATHOGENIC  ESCHERICHIA  COLI  ISOLA- 
TIONS IN  THE  EAST  AND  WEST  SEPIK  DISTRICTS,  TER- 
RITORY OF  PAPUA  AND  NEW  GUINEA.    (E.)    Morahan, 
R.  J.  (Commonwealth  Serum  Labs.,  Wewak,  Australia).  Med 
JAust  2(10):438-440,  1968. 

3333  SERUM  LEVELS  OF  IMMUNOGLOBULINS  IN 
MARASMIC  INFANTS.    (E.)    Najjar,  S.  S.  (Sch. 

Med.,  American  U.  Beirut,  Lebanon),  M.  Stephan  and  R.  Y. 
Asfour.   Arch  Dis  Child  44(233):120-123,  1969. 

3334  TYPHOID  FEVER  IN  AFRICAN  AND  INDIAN 
CHILDREN  IN  DURBAN.    (E.)    Scragg,  J.  (Dept. 

Pediat.,  U.  Natal,  Durban,  S.  Africa),  C.  Rubidge  and  H.  L. 
WaUace.  Arch  Dis  Child  44(233):  18-28,  1969. 

333^  SALIVARY  DUCT  AUTOANTIBODY  IN 

SJOGREN'S  SYNDROME:    CORRELATION 
WITH  FOCAL  SIALADENITIS  IN  THE  LABIAL  MUCOSA. 

(E.)    Whaley,  K.  (Western  Infirm.,  Glasgow  Scotland),  D.  M. 
Chisholm,  R.  B.  Goudie,  W.  W.  Downie,  W.  C.  Dick,  J.  A. 
Boyle  and  J.  Williamson.    Clin  Exp  Immun  4(3):273-282,  1969. 

3336  PENETRATING  INTRA-ABDOMINAL  INJURY 
CAUSED  BY  HIGH-PRESSURE  WATER  JET. 

(E.j    Neill,  R.  W.  K.  (Park  Hosp.,  Manchester  Royal  Inf., 
Manchester,  England)  and  B.  George.   Brit  Med  J  2(565  3):  357- 
358, 1969. 

3337  TYPHOID  FEVER  AND  PREGNANCY.  (It.) 

Ferlazzo,  B.  (Clin.  Infect.  Dis.,  U.  Messina,  Italy) 
and  G.  Russo.   Policlinico  Prat  75(51):1706-1711,  1968. 

3338  THE  ANATOMY  OF  THE  RETROSTERNAL 
SPACE  APPLIED  TO  THE  SURGERY  FOR 

ESOPHAGO-ILEO-COLON  ANASTOMOSIS.    (EJ    Dei  Poll,  G. 


(Inst.  Surg.  Anat.  Operative  Train.,  U.  Turin,  Italy),  R.  Wisz, 
P.  A.  Rosso  and  M.  Dei  Poh.   Panminerva  Med  10(12):503- 
510,  1968. 

3339  THE  RELATIONSHIP  OF  SKIN  DISORDERS 
TO  DISORDERS  OF  THE  ORGANS  OF  THE 

ALIMENTARY  CANAL.    (Rus.)    Torsuiev,  N.  A.  (A.  M. 
Gor'ky  Donetsk  Med.  Inst.,  USSR).   Klin  Med  (Moskva)  49(11) 
18-22,  1968. 

3340  TYPHOID  FEVER.    (Fr.)    Frottier,  J.    Cah  Coll 
Med  Hop  Paris  10(2):77-92,  1969. 

3341  THE  EVOLUTION  OF  INTESTINAL  PARASI- 
TIC DISEASES  DUE  TO  WORMS  IN  MINERS. 

(Fr.)    Bassleer,  J.   Rev  Med  Liege  m6):249-251,  1969. 

3342  THE  PREVALENCE  OF  INTESTINAL  HELMIN- 
THIASIS IN  THE  CITY  OF  ATIQUIZAYA. 

(Sp.)    Navarro  M.,  J.  E.  (Fac.  Med.,  U.  El  Salvador,  San 
Salvador).  Arch  Col  Med  El  Salvador  2 1(4): 267-280,  1968. 

3343  BILIARY  PERITONITIS.    (It.)    Rigattieri,  P. 
(Eretenia  Clin.,  Vicenza,  Italy).  Minerva  Med 

59(104):5991-5998,  1968. 

3344  PERFORATION  OF  THE  SMALL  INTESTINE 
IN  NEWBORN  INFANTS.    (Rus.)    Vozdvizhenskii 

S.  I.  (Cent.  Inst.  Postgrad.  Med.,  Moscow,  USSR),  G.  A. 
Ostromoukhova  and  K.  le.  Dikaia.  Pediatriia  47(10):54-56, 
1968.  ! 

3345  EXPERIENCE  WITH  THE  USE  OF  TECLOZAN 
(FALMONOX)  IN  THE  TREATMENT  OF  IN- 
TESTINAL AMEBIASIS.    (Sp.)    Hasbun,  E.  R.  (Fac.  Med., 
U.  El  Salvador,  San  Salvador)  and  H.  J.  Castaneda  C.  Arch 
Col  Med  El  Salvador  21(3):223-224,  1968. 

3346  SURGERY  IN  GASTROINTESTINAL  DISEASES 
OF  INFANTS  AND  CHILDREN.    (Jap.)    Yamato 

K.  (Kanazawa  Natl.  Hosp.,  Ishikawa,  Japan)  and  T.  Asai.  Iryo 
22(11):1251-1256,  1968. 

33"*^  SPIGELIAN  HERNIA.    (Rus.)    Goldin,  V.  A. 

(Hosp.  Surg.  Clin.,  P.  Lumumba  People's  Friendsh 
U.,  Moscow,  USSR).   Khirurgiia  (Moskva)  45(l):62-65,  1969. 


3348  SALICYLATES  AND  THE  DIGESTIVE  TRACT. 

(Por.)    Siffert,  G.  Jr.  (Gen.  Polyclin.,  Rio  de         j 
Janeiro,  BrazU).   Folha  Med  58(l):45-49,  1969. 

3349  A  COMBINATION  OF  ANTIBIOTICS  IN  TREAT 
ING  ACUTE  DIARRHEA  IN  CHILDREN.    (Por.) 

Larguia,  A.  E.  (Children's  Hosp.,  Buenos  Aires,  Argentina),  E.    • 
Mentasti,  J.  C.  Buscaglia  and  H.  M.  Galan.    Folha  Med  58(1): 
115-120,  1969. 

3350  SUBMAXILLARY  SIALOLITHIASIS.    (Por.)         , 
De  Castro,  P.  (Postgrad.  Sch.  Med.,  Pontifical         | 

Cath.  U.  Rio  de  Janeiro,  BrazU).   Folha  Med  58(1):  1-8,  1969. 
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351  MASSIVE  GASTROINTESTINAL  HEMORRHAGE 

(Ger.)    HoUe,  G.  (Inst.  Pathol.,  Karl  Marx  U., 
sipzig,  Germany).    Z  Ges  Inn  Med  23(23):737-741,  1968. 

352  TREATMENT  OF  NONPARASITIC  CYSTS  OF 
ABDOMINAL  ORGANS.    (Rus.)    BUnov,  N.  I. 

.  M.  Kirov  Inst.  Postgrad.  Med.,  Leningrad,  USSR).    Khimrgiia 
'oskva)  44(12):72-75,  1968. 


153  CIRCULATORY  DISORDERS  OF  THE  INTES- 

TINES.   (Rus.)    Shigaieva,  Z.  V.  (Leningrad  Inst, 
stgrad.  Med.,  USSR).   Khimrgiia  (Moskva)  44(12):66-70,  1968 

'54  TORSION  OF  THE  GREATER  OMENTUM.    (Rus.) 

Beliaiev,  A.  A.  (N.  V.  Sklifosovskii  Sci.  Res.  Inst. 
St  Aid,  Moscow,  USSR),  le.  I.  Fibrus  and  M.  A.  lazykova. 
irurgiia  (Moskva)  44(12):62-66,  1968. 

^^  THE  FITNESS  OF  GASTROINTESTINAL  PA- 

TIENTS FOR  WORK  IN  THE  CHEMICAL  IN- 
JSTRY.  (Dut.)  Bruinse,  C.  J.  and  H.  Van  Diggele.  T  Soc 
neesA:  47(3): 76-81,  1969. 

^*  CLINICAL  STUDIES  WITH  GABRORAL  IN 

TREATING  PARASITIC  DISEASES  OF  THE 
FESTINE.  (Sp.)  Garcia-Moreno,  I.  S.  Rev  Esp  Enferm 
arDig  28(1):143-151,  1969. 

^^  THE  THERAPEUTIC  EFFECT  OF  CYCLAMATE 

OF  TETRAMISOLE,  A  NEW  SYNTHETIC  AN- 
ELMINTIC,  IN  ASCARIASIS.    (For.)    Biagi-F.,  F.  (Infant, 
sp.,  Xochimilco,  Mexico)  and  E.  Navarrete-C.   Hospital  (Rio) 
:5):1581-1587,  1968. 

58  GASTROINTESTINAL  BLEEDING  DURING 

NIRIDAZOL  THERAPY  FOR  INFESTATIONS 

SCHISTOSOMA  MANSONI.    (For.)    Almeida,  N.  Jr.  (2nd 
irm.  Women  Santa  Casa  Mesericordia,  Belo  Horizonte, 
izil),  L.  A.  Penha,  N.  Pereira,  C.  A.  De  Oliveira,  J.  V. 

Oliveira,  A.  Crosara,  P.  Habib,  M.  Jacob  and  S.  De  Oliveira. 
spiral  (Rio)  74(5):1639-1647,  1968. 

'^  COMPARATIVE  STUDY  OF  THREE  AMEBI- 

CIDES:    TECLOZINE.  CLEFAMID  AND  AN 
SOCIATION  OF  CLEFAMIDE  WITH  lODO-CHLORO- 
IQUINOLEIN  AND  STREPTOMYCIN.    (For.)    Rodrigues, 
D.  (Fac.  Med.,  U.  Sao  Paulo,  Brazil),  P.  A.  Jafferian,  M.  P. 
sUa,  A.  A.  Costa  and  E.  B.  De  Mello.   Hospital  (Rio)  74(5): 
i3-1573,  1968. 

'^  A  STUDY  OF  THE  EFFECTS  OF  A  BISMUTH 

PHOSPHATE  GEL  IN  TREATMENT  OF  GAS- 
OINTESTINAL  DISTURBANCES.    (Fr.)    Paris,  J.  (Cent, 
sp.,  U.  Lille,  France)  and  P.  Merveille.    Lille  Med 
10,  Suppl.  7):1038-1040,  1968. 

'^  A  STUDY  OF  THE  RELATIVE  EFFECTIVE- 

NESS OF  POLYMIXIN  AND  MONOMYCIN  IN 
EATING  COLI  INFECTIONS  IN  CHILDREN.    (Rus.) 
3dalevich,  I.  V.  (Med.  Sanit.  Sect.,  Verkhnodneprovskii 
er  Author.,  USSR).    Vop  Okhr  Materin  Dels  13(12):68- 
1968. 


3362  jHE  PATHOGENESIS  OF  CHANGES  IN  WATER, 
SODIUM  AND  POTASSIUM  METABOLISM  IN- 
DUCED BY  FASTING  IN  OBESE  WOMEN.    (Cz.)    Bittnerova, 
H.  (Inst.  Res.  Human  Nutrit.,  Prague,  Czechoslovakia),  R.  Rath 
and  J.  Masek.    Cesk  Gastroent  Vyz  23(l):36-48,  1969. 

3363  STUDIES  OF  THE  RADIOLOGICAL  AND 
CLINICAL  EFFECTS  OF  A  NEW  PREPARATION 

ON  THE  ACTION  OF  BILIARY  AND  DIGESTIVE  TRACTS. 

(It.)     Cosmacini,  G.  (Greater  Hosp.,  Milan,  Italy).   Minerva 
Gastroent  14(4):274-284,  1968. 


3364  SAINT'S  TRIAD  AND  PRECORDIALGIA. 
ANALYSIS  OF  A  CASE.    (It.)    Presti,  F.  (San 

Giovanni  Battista  Munic.  Hosp.,  Turin,  Italy)  and  F.  Muratori. 
Minerva  Gastroent  14(4):252-257,  1968. 

3365  STUDIES  OF  A  NEW    DRUG  FOR  TREATING 
PEPTIC  ULCER  AND  GASTROINTESTINAL 

DISTURBANCES.    (It.)    Bogazzi,  G.  (San  Giovanni  Battista 
Munic.  Hosp.,  Turin,  Italy)  and  E.  Fusco.  Minverva  Gastroent 
14(4):258-264,  1968. 

3366  TRIFLUOPERAZINE  IN  ORGAN  NEUROSES. 

(It.)    Chiti,  E.  (Civil  Hosp.,  Genoa,  Italy). 
Minerva  Gastroent  14(4):265-273,  1968. 

3367  ABDOMINAL  METEORISM  AND  ITS  TREAT- 
MENT.   (Hun.)    Varro,  V.  (U.  Med.  Sci.,  Szeged, 

Hungary).    Orv  Hetil  110(ll):619-620,  1969. 

3368  THE  RELATIONSHIP  OF  SUPERIOR  MESEN- 
TERIC ARTERY  BLOOD  FLOW  TO  GUT 

ELECTROLYTE  LOSS  IN  EXPERIMENTAL  CHOLERA.    (E.) 
C.  D.  J.  Carpenter  (Johns  Hopkins  U.  Sch.  Med.,  Baltimore, 
Md.),  W.  B.  Greenough  III,  and  R.  B.  Sack.    J  Infect  Dis 
119(2):182-193,  1969. 

3369  EXTRAGENITAL  ENDOMETRIOSIS.    (It.) 
Frizzi,  V.  (Santa  Chiara  Civil  Hosp.,  Trento,  Italy), 

A.  Zucchelli  and  L.  Luciani.   Minerva  Chir  24(3):  157-168,  1969. 

3370  MYELO-OPTICO-NEUROPATHY  (SMON)  WITH 
ABDOMINAL  SYMPTOMS.    (Jap.)    Omura,  I. 

(Kure  Natl.  Hosp.,  Hiroshima,  Japan),  O.  Kurimura,  T.  Masuda, 
M.  Amaki,  K.  Ishikawa,  K.  Ichihara,  M.  Nishiuchi,  H.  Kawamo, 
T.  Ishibe,  T.  Inoue,  K.  Seki,  H.  Okita,  J.  Kinugasa,  T.  Murai 
and  Y.  Sekiguchi.   Iryo  22(11):  1262-1 272,  1968. 

3371  TREATING  MALIGNANT  TUMORS  OF  THE 
GASTROINTESTINAL  TRACT  WITH  5-FLU 

OROURACIL.    (Rus.)    Kosaiev,  V.  A.  (Cent.  CUn.  Hosp., 
4th  Main  Direct.,  Min.  Hlth.  USSR,  Moscow)  and  A.  M. 
Nikiforov.    Klin  Med  (Moskva)  47(2):  115-1 19,  1969. 

3372  REPORT  ON  THE  IATROGENIC  DISEASES 
OF  THE  GASTROINTESTINAL  TRACT 

CAUSED  BY  DIAGNOSTIC  PROCEDURES.    (For.)    De  Gouveia, 
O.  F.  (Med.  Fac,  Natl.  U.  Rio  de  Janeiro,  Brazil).    Hospital 
(Rio)  74(5):  15 19-1526,  1968. 
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3373  TREATMENT  OF  LEPTOSPIROSIS  WITH  ANTI- 
BIOTICS OF  THE  CHLOROMYCETIN  AND 

TETRACYCLINE  GROUPS.   (Rus.)    Punkevich-Diamant, 
la.  S.   Klin  Med  (Moskva)  47(2):126-130,  1969. 

3374  TREATMENT  OF  ACUTE  BACTERIAL  DYSEN- 
TERY WITH  "FTAZIN"  (A  NEW  SOVIET  SUL 

FANILAMIDE).    (Rus.)    Pavlovich,  le.  M.  (Astrakhan  Med.  Inst., 
USSR).   Klin  Med  (Moskva)  47(2):123-126,  1969. 

3375  TREATMENT  OF  TAENIASIS  BY  MEANS  OF 
CHLOROSALICYLAMIDE  AND  DICHLORO- 

PHEN.    (Por.)    Alterio,  D.  L.  (Med.  Fac,  U.  Sao  Paulo,  Brazil). 
Rev  Hasp  Clin  Fac  Med  S  Paulo  23(5):259-261,  1968. 

3376  A  SCANDINAVIAN  IMPRESSION  OF  GASTRO- 
ENTEROLOGICAL CENTERS  IN  THE  USA. 

(Dan.)    Anthonisen,  P.  (Copenhagen  Distr.  Hosp.,  Gentofte, 
HeUerup,  Denamrk).   A^orc?  Med  81(6):  169-173,  1969. 

3377  MODIFICATION  OF  INTESTINAL  SECRETION 
IN  EXPERIMENTAL  CHOLERA.    (E.)    Norris, 

H.  T.  (Harvard  Med.  Sch.,  Boston,  Mass.),  P.  F.  Curran  and 
S.  G.  Schultz.  J  Infect  Dis  119(2):117-125,  1969. 

3378  ZOLLINGER-ELLISON  SYNDROME.    (Rus.) 
Kalinin,  A.  P.  (Inst.  Exp.  Endocrinol.  Chem. 

Horm.,  Acad.  Med.  Sci.  USSR,  Moscow)  and  E.  G.  Veinberg. 
Khirurgiia  (Moskva)  45(2):123-128,  1969. 

3379  DISTURBANCES  OF  DIGESTIVE  TRACT  FUNC- 
TION AS  AN  EFFECT  OF  PSYCHOLOGICAL 

STRESS  CAUSED  BY  BEGINNING  SCHOOL.    (Pol.) 
Szczepski,  O.  (2nd  Pediat.  Clin.,  Acad.  Med.  Poznan,  Poland), 
J.  Korbas  and  E.  Korman.   Pediat  Pol  43(6):749-752,  1968. 

3380  FEATURES  OF  THE  CLINICAL  COURSE  AND 
SOME  BIOCHEMICAL  AND  IMMUNOLOGICAL 

INDICES  IN  TYPHOID  AND  PARATYPHOID  FEVER.    (Rus.) 
Musabaiev,  I.  K.  (Uzbek  Sci.  Res.  Inst.  Epidemiol.,  Tashkent, 
USSR).   Sovef  Med  31(1 1):94-100,  1968. 

3381  THE  PREVENTION  AND  TREATMENT  OF 
POSTOPERATIVE  GASTROINTESTINAL  COM- 
PLICATIONS AFTER  INCISION  OF  THE  ABDOMINAL 
AORTA.    (Ger.)    Piza,  F.  (1st  Surg.  Clin.,  U.  Vienna,  Austria). 
Thoraxchirurgie  17(l):22-28,  1969. 

3382  EMERGENCY  SURGERY  IN  PEACE  TIME  IN 
JURIES  OF  ABDOMINAL  ORGANS.    (Rus.) 

Kiiashov,  A.  P.  (N.  I.  Pirogov  Odessa  Med.  Inst.,  USSR). 
Khirurgiia  (Moskva)  45(2):  101-104,  1969. 

3383  METHOCLOPRAMIDE,  A  SYMPTOMATIC  DRUG 
IN  DIGESTIVE  DISTURBANCES.    (Rum.) 

Zega,  N.  (Alexander  Sahia  Hosp.,  Bucharest,  Romania),  G. 
Schmitzer,  C.  Litman,  G.  Radulescu,  V.  Sava  and  G.  Comsa. 
Med  Intern  (Bucur)  21(l):81-88,  1969. 

3384  GASTROINTESTINAL  TOXIC  INFECTIONS: 
SALMONELLOSIS.    (Fr.)    Bertoye,  A.   J  Med 

Lyon  49(1155):1955-1961,  1968. 


3385  PHYSIOPATHOLOGICAL  RESEARCH  ON  SUL- 
PIRIDE IN  GASTROENTEROLOGY.   (Fr.) 

Cornet,  A.  (Laennec  Hosp.,  Paris,  France)  and  M.  Grivaux. 
Bull  Soc  Med  Hop  Paris  11 9(9): 75  3-760,  1968. 

3386  SYNDROMES  OF  PROTEIN  LEAKAGE  OF 
DIGESTIVE  ORIGIN.    (Fr.)    Bernades,  P. 

(Bichat  Hosp.,  Paris,  France).    Gaz  Med  76(4):7 17-726,  1969. 

3387  DYSGLOBULINEMIA  AND  THE  DIGESTIVE 
TRACT.    (Fr.)    J.  Bourreille,  J.  and  P. 

HecketsweiUer.    Gaz  Med  76(4):701-7 14,  1969. 

3388  TREATING  INTESTINAL  OBSTRUCTION.    (Sp. 
Orellana,  H.  G.  (Carlos  van  Buren  Hosp., 

Valparaiso,  Chile),  T.  S.  Watt  and  J.  O.  Cubillos.   Rev  Med 
Valpar  21(4):  119-122,  1968. 

3389  THERAPY  IN  DIGESTIVE  DISEASES  OF 
PSYCHIC  ORIGIN.    (Sp.)    Romero,  J.  T.   Rev 

Esp  Enferm  Apar  Dig  28(l):93-96,  1969. 


3390 


Med. 


3391 


INTESTINAL  ENDOTOXINS  AND  HOST  RESIS 

TANCE.    (E.)    Ravid,  H.  A.  (Wayne  State  U.  Sch, 

Detroit,  Mich.).   Surg  Clin  N  Amer  49(3):583-587,  1969 


TWO-VESSEL  OSTIAL  OCCLUSION  OF  THE 
CELIAC  MESENTERIC  CIRCULATION.    (E.) 

Reiner,  L.  (Bronx-Lebanon  Hosp.  Ctr.,  N.  Y.)  and  A.  A. 
Bloom.   Surg  Clin  N  Amer  49(3):615-620,  1969.  r 

3392  SOME  CONSIDERATIONS  ON  THE  HEALING 
OF  INTESTINAL  ANASTOMOSES.    (E.)    Ravitcl 

M.  M.  (U.  Chicago  Sch.  Med.,  111.).   Surg  Clin  N  Amer  49(3): 
627-635,  1969. 

3393  CONTROL  OF  TUMOR  SPREAD  DURING  GAS 
TROINTESTINAL  OPERATIONS.    (E.)    Cohn, 

I.  Jr.  (Louisiana  State  U.  Sch.  Med.,  New  Orleans).   Surg  Clin 
N  Amer  49{3):62l-625,  1969. 

3394  THE  TREATMENT  OF  FUNCTIONAL  AND 
EMOTIONAL  SYMPTOMS  IN  PATIENTS  WITH 

GASTROINTESTINAL  DISORDERS.    (E.)    Fisher,  J.  W. 
(Swiss  Ave.  Med.  Bldg.,  Dallas,  Tex.);   Curr  Ther  Res  11(5): 
247-251,  1969. 

3395  SPLENOSIS,  AUTOTRANSPLANTATION  OF 
SPLENIC  TISSUE  FOLLOWING  TRAUMA.    A 

PROGRAMMED  REPORT.  (E.)  Gammill,  S.  L.  (Charity 
Hosp.  New  Orleans,  La.)  and  H.  VanCraig.  JAMA  208(8): 
1387-1390,  1969. 

3396  LYE  BURN  REQUIRING  TOTAL  GASTREC- 
TOMY AND  COLON  SUBSTITUTION  FOR 

ESOPHAGUS  AND  STOMACH  IN  A  TWO-YEAR-OLD  BOY. 

(E.)    Shaw,  A.  (Harlem  Hosp.  Ctr.,  New  York,  N.  Y.),  J. 
Garvey  and  B.  Miller.   Surgery  65(5):837-844,  1969. 

^397  ACRODERMATITIS  ENTEROPATHICA:    DE- 

FECTIVE METABOLISM  OF  UNSATURATED 
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FATTY  ACIDS,    (t.)    Cash,  R.  (Sinai  Hosp.,  Detroit,  Mich.) 
and  C.  K.  Berger.  J  Pediat  74(5):717-729,  1969. 

3398  DRUGS  AS  PATHOGENS.    (E.)    Caranasos,  G.  J. 

(Coll.  Med.,  Gainesville,  Fla.).   Hosp  Formulary 
Manage  4(5):30-33,  1969. 


3399  IMMUNOLOGY  AND  DISEASES  OF  THE  GAS- 
TROINTESTINAL TRACT.    (E.)    McGuigan, 

J.  E.  (Washington  U.  Sch.  Med.,  St.  Louis,  Mo.).  Med  Times 
97(3):117-127,  1969. 

3400  ENTERIC-COATED  MICROSPHERULES.    A 
CLINICAL  APPRAISAL  OF  TWO  FORMS  OF 

ASPIRIN.  (E.j  Fosdick,  W.  M.  (Southwestern  Clin.  Res.  Inst., 
Tucson,  Ariz.)  and  W.  L.  Shepard.  /  Clin  Pharmacol  9(2):  126- 
129,  1969. 

3401  PSEUDOMYXOMA  PERITONEI.    NEW  CON- 
CEPTS IN  MANAGEMENT  WITH  A  REPORT 

OF  SEVENTEEN  PATIENTS.  (E.j  Long,  R.  T.  L.  (Med.  CoU. 
Alabama,  Birmingham),  J.  S.  Spratt  Jr.  and  E.  Dowling.  Amer 
J  Surg  117(2):  162-169,  1969. 

^^^  A  CASE  OF  ZOLLINGER  ELLISON  SYNDROME. 

(Rus.)    Chkheidze,  M.  Ya.  (Munic.  Hosp.,  Poti, 
USSR).   Khirurgiia  (Moskva)  45(1):114-116,  1969. 

^^^^  JOINT  SYMPTOMS  OF  DISEASES  OF  THE 

LARGE  AND  SMALL  INTESTINE.    (It.) 
Guadagno,  G.  Rass  Int  Clin  Ter  48(21):1363-1365,  1968. 

3404  XHE  INCIDENCE  OF  AMEBIASIS  AND  ITS 
DIAGNOSIS.    (Rus.)    lakunin,  P.  N.,  A.  M. 

Kolesnichenko,  L.  Kh.  lerenburg,  N.  L.  Kryzhanovskaia  and 
N.  L.  Mozharovskaia.  Med  Zh  Uzbek  (10):59-60,  1968. 

3405  DISORDERS  OF  CARBOHYDRATE  DIGESTION 
IN  CASES  OF  INFESTATION  WITH  GIARDIA 

LAMBLIA.    (Pol.)    Bittner,  K.  (2nd  Pediat.  CUn.,  Acad.  Med., 
Poznan,  Poland).  Pedwr  i'o/ 43(3):343-345,  1968. 

3^*06  SOME  EPIDEMIOLOGICAL  AND  CLINICAL 

ASPECTS  OF  LEPTOSPIROSIS  IN  THE  NOVO- 
CHERKASSK REGION.    (Rus.)    Pupkevich-Diamant,  la.  S. 
(Novocherkassk  Lung  Surg.  Sanatorium,  USSR)  and  V.  S. 
Boguslavskii.   5ovef  Met/ 31(11):106-110,  1968. 

3407  TREATMENT  OF  SCHISTOSOMA  MANSONI 
INFESTATIONS.    (Por.)    Cancado,  J.  R.  (Fac. 

Med.,  Fed.  U.  Minas  Gerais,  Belo  Horizonte,  Brazil).    Brasil 
Med  82(4):257-261,  1968. 

3408  CHRONIC  MALNUTRITION  IN  CHILDREN. 

(Pol.)    Gebala,  A.  (2nd  Pediat.  Clin.  Acad. 
Med.  LubUn,  Poland),  J.  Kalenik  and  G.  Sladkowska.  Pediat 
/'o/43(5):607-614,  1968. 

3409  INTESTINAL  ISCHEMIC  COMPLICATIONS 
AFTER  SURGERY  ON  THE  ABDOMINAL 

AORTA.   (It.)    Pierangeli,  A.  (Inst.  Surg.  Symptomatol.,  U. 


Bologna,  Italy), 
48-66,  1968. 

3410 


C.  Petrin  and  M.  PierangeU.    Chir  Ital  20(1): 


THE  FREQUENCY  OF  INTESTINAL  HELMIN- 
THIASIS IN  HUMANS  IN  TUNISIA.    (Fr)    Ben 

Rachid,  M.  S.  and  M.  Ben  Salem.  Arch  Inst  Pasteur  (Tunis) 
45(2/3):139-151,  1968. 


3411  SGOT  AND  SGPT  CHANGES  IN  PATIENTS  AT 

VARIOUS  TIMES  AFTER  SURGERY.    (It.) 
Luzzatto,  A.  (Dolo  Munic.  Hosp.,  Venice,  Italy)  and  A.  Ghiotto. 
Chir  Ital  20(1):  149-158,  1968. 

^412  ACUTE  INTERMITTENT  PORPHYRIA  IN  THE 

DIAGNOSIS  OF  ABDOMINAL  EMERGENCIES. 

(Rum.)    Zeana,  C.  (Munic.  Emerg.  Hosp.,  Bucharest,  Romania) 
and  N.  CUpea.  Med  Intern  (Bucur)  20(10):  125  3- 125 8,  1968. 

3413  MANAGEMENT  OF  AN  INTESTINAL  OBSTRUC- 
TION OR  OBSTRUCTIVE  SYNDROME  IN  AN 

ELDERLY  SUBJECT.   (Fr.)    Monod-Broca,  P.   Rev  Franc 
Geront  14(5):245-248,  1968. 

3414  EXTRAMEDULLARY  PLASMACYTOMA  OF 
THE  SUBMAXILLARY  GLAND.    (E.)    Pasco, 

H.  R.  (Washington  U.  Sch.  Med.,  St.  Louis,  Mo.)  and  R.  F. 
Dorfman.  Amer  J  Clin  Path  51(4):501-507,  1969. 

3415  COPPER  DEPLETION  AND  DEFICIENCY  IN 
THE  MALNOURISHED  INFANT.    (E.)    Graham, 

G.  G.  (British  American  Hosp.,  Lima,  Peru)  and  A.  Cordano. 
Johns  Hopkins  Med  J  124(3):139-150,  1969. 

3416  INTRAMURAL  INTESTINAL  HEMORRHAGE 
COMPLICATING  ANTICOAGULANT  THERAPY. 

(E.)    Sullivan,  W.  G.  (Fitzsimons  Gen.  Hosp.,  Denver,  Col.)  and 
W.  C.  Gordon  Jr.   Amer  Surg  35(4):234-236,  1969. 

3417 

CYANOACYLATE  TISSUE  ADHESIVES:    AN 
EXPERIMENTAL  AND  CLINICAL  EVALUA- 
TION.   (E.)    Matsumoto,  T.  (Walter  Reed  Army  Med.  Res. 
Development,  Washington,  D.  C),  G.  M.  Nemhauser,  H.  B. 
Soloway,  C.  Heisterkamp  and  G.  Aaby.   Milit  Med  134(4)247- 
252,  1969. 

^^^^  SOLID  BENIGN  MESENTERIC  TUMORS.    (It.) 

Bertolotto,  E.  (Civil  Hosp.,  Genoa,  Italy)  and  A. 
Di  Caio.   Rass  Arch  Chir  6(6):413422,  1968. 

3419 

INJURIES  OF  THE  INTERNAL  ORGANS  IN 
CLOSED  ABDOMEN  TRAUMA.    (Rus.)    Postolov, 

P.  M.  (Tashkent  Med.  Inst.,  USSR).  Med  Zh  Uzbek  (11)19- 

21,  1968. 

^^'^^  BLOOD  CIRCULATION  IN  THE  INTESTINE  OF 

THE  CAT  UNDER  HALOTHANE  ANAESTHESIA. 

(E.)    Westermark,  L.  (King  Gustav  V  Res.  Inst.,  Stockholm, 
Sweden)  and  A.  Wahlin.  Acta  Anaesth  Scand  13(1):47-61,  1969. 

3421  SELECTIVE  DETECTION  OF  19  S  AND  7  S 

ANTIBODIES  IN  VISCERAL  LEISHMANIASIS. 
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(E.)    Rubens,  G.  F.  (Dept.  Microbiol.,  U.  Sao  Paulo,  Brazil) 
and  E.  J.  Chaves.   Arq  Gastroent  5(4):  169-172,  1968. 

3422  RELATIONSHIP  OF  CHLORAMPHENICOL 
THERAPY  WITH  TYPHOID  RELAPSE.    (E.) 

Ghosh,  S.  (Maulana  Azad  Med.  Coll.,  New  Delhi,  India),  P.  C. 
Khandjua  and  K.  N.  Agarwal.  Indian  J  Pediat  35(245): 257- 
261,  1968. 

3423  CHOLERA-A  CLUE  TO    FUNCTIONAL  DIAR- 
RHOEA'?   (E.)    Sladen,  G.  E.  and  A.  M.  Dawson. 

Gut  10(2):82-84,  1969. 


3424 


Brazil). 
3425 


TREATMENT  OF  INTESTINAL  PARASITOSIS. 

(Por.)    Huggins,  D.  (Sch.  Med.,  Fed.  U.  Pernambuco, 
Rev  BrasilMed  25(10):664-667,  1968. 


SMALL  BOWEL  FUNCTIONS  AND  STRUCTURE 
IN  MALNOURISHED  CHILDREN.    (E.)    Amin, 

K.  (Postgrad.  Inst.  Med.  Ed.  Res.,  Chandigarh,  India),  B.  N.  S. 

Walia  and  O.  P.  Ghai.  Indian  Pediat  6(2):67-72,  1969. 

3426  EXPERIMENTAL  STUDY  ON  VASCULAR 
GRAFT.    11.    REPLACEMENT  OF  INFERIOR 

VENA  CAVA  AND  ABDOMINAL  AORTA  WITH  THE  AUTO- 
GENOUS SEGMENT  OF  SMALL  INTESTINE  SUBMUCOSA. 

(E.)    Egusa,  S.  (Okayama  U.  Med.  Sch.,  Japan).  Acta  Med 
Okayama  22(3):  153-165,  1969. 

3427  DIARRHOEA  AND  INTESTINAL  FLUID  AC- 
CUMULATION IN  UNINFECTED  RABBITS 

CROSS  PERFUSED  WITH  BLOOD  FROM  DONOR  RABBITS 
INTRA  INTESTINALLY  INFECTED  WITH  CHOLERA.    (E.) 
WiUiams,  E.  M.  V.  (U.  Oxford,  London,  England)  and  A.  N. 
Dohadwalla.   Nature  222(5 193):586-587,  1969. 


3433  CHANGES  IN  PERMEABILITY  OF  THE 
MUCOSA  DURING  INTESTINAL  COCCIDIOSIS 

INFECTIONS  IN  THE  FOWL.  (E.)  Preston-Mafham,  R.  A. 
(Dept.  Poultry  Res.,  Wye  CoU.,  Ashford,  England)  and  A.  H. 
Sykes.   Experientia  23(ll):972-973,  1967. 

3434  THE  PATHOGENESIS  OF  INTESTINAL 
FLATULENCE.    III.    BLOOD  GAS  CONTENT 

AND  ACID-BASE  EQUILIBRIUM  IN  PARALYTIC  INTES- 
TINAL OBSTRUCTION.    (Pol.)    Lukasiewicz,  H.  (Dept  Exp. 
Surg.,  Polish  Acad.  Sci.,  Warsaw),  W.  Olszewski,  S.  Szyfelbejn, 
H.  Samulska,  W.  Rowinski  and  J.  Nielubowicz.   Pol  Przegl  Chir 
39(9):902-905,  1967. 

3435  ACUTE  LATE  MANIFESTATIONS  OF  J 
BOCHDALEK'S  HERNIA.    (It.)    Bertolini,  A.      * 

(G.  Gaslini  Pediat.  Clin.,  U.  Genoa,  Italy),  R.  Gusmano  and  L. 
Rainero.   Minerva  Pediat  19(27):1511-1517,  1967. 

3436  FISTULAS  OF  THE  DUODENUM,  JEJUNUM, 
ILEUM,  COLON  AND  RECTUM  AS  DIRECTLY 

RELATED  TO  PREVIOUS  INTESTINAL  SURGERY.    (Dut.) 
Huyghe,  J.  (St.  Camillus  Clin.,  Antwerp,  Belgium)  and  G. 
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03046 
BIOPSY, ESOPHAGUS 

02632   02804   02869*  02891 
BIOPSY, GASTROINTESTINAL 

02861 
BIOPSY, LIVER 

02712   02765*  02769*  02771 
03156*  03177   03182   03183 
03220*  03230   03251 
BIOPSY, PANCREAS 

02839 
BIOPSY, SALIVARY  GLAND 

03414 
BIOPSY, SMALL  INTESTINE 
02627*  02961*  02985 
03425 
BIOPSY, STCMACH 

02670*  02898*  02910*  02931 
03013*  03018 
BLEEDING 
SEE  ALSO   ESOPHAGUS  VARICES 
02743*  02779   02802   02848 
02992   03097   03108 
03351   03358   03391 
BLEEDING  DIAGNOSIS 

02777   02778   02798 
BLEEDING  DI AGNOSIS, ENDOSCOPY  IN 

03328* 
BLEEDING  DI AGNOS IS, RADIOLOGY  IN 

03328* 
BLEEDING  ETIOLOGY 

02798   02957*  02981 
03328*  03348   03351 
BLEEDING  IN  CHILDREN 

02798 
BLEEDING  PEPTIC  ULCERS 
03011*  03012*  03351 
BLEEDING  TREATMENT 

03328*  03358   03381 
BLEEDING, GASTROINTESTINAL 

03328* 
BLEEDING, SURGICAL  TREATMENT  OF 

02885   02981   02986   03082*  03142   03226 
BLIND  LOOP  SYNDROME 

030  59 
BLIND  LOOP-INDUCED  MALABSORPTION 

03047 
BLIND  LOCP-INOUCEO  SECONDARY  MALABSORPTION 

03043* 
BLOOD  COAGULATION 

03358   03416 
BLOOD  GROUP  GENETIC  RELATIONSHIPS 

03045* 
BLOCD  GROUP  SECRETOR  STATUS 

03045* 
BONE  DISEASES 
03403 


02696*  02697* 
02706*  02709* 
02718  02719 
02732  02738* 
03169*  03170* 
03213   03222 


03138   03236* 


03236* 


02994   03053   03054 


02951   02952 


02967 
03295 


02807   02852 
03208   03217* 


030S8   03200 
02953   03009* 


02969   02  976 
03328*  03339 


02855 
03161*  03191 
03419   03433 

03295   03328* 


03101   03116*  03144*  03193   03206 


03416 


03417 


02993       03371 


02847      02850 
03072*    03093 


IN 


BRAOYKIMN 

02657       02908* 
BUOD-CHIARI    SYNDROME 

02854 

CALCIUM  ABSORPTION 

03040* 
CALCULI,  PANCREAS 

03152   03306 
CANCER 

03095 
CANCER  CHEMOTHERAPY 

02933   02938   02944 
CANCER  DIAGNOSIS 

02785   02804   02809 

02945   02957*  02982 
CANCER  DIAGNOSIS, BIOPSY 

02891   02910*  03325* 
CANCER  DIAGNOSIS, ENDOSCOPY  IN 

02768* 
CANCER  DIAGNOSIS, LYMPHOGRAPHY  IN 

02  845 
CANCER  DIAGNOSIS, RADIOLOGY  IN 

02758*  02845   03089   03290* 
CANCER  EPIDEMIOLOGY 

02904*  03075* 
CANCER  ETIOLOGY 

02982   03095   03203 
CANCER  IMMUNOLOGY 

03072* 
CANCER  IN  CHILDREN 

03173   03346 
CANCER  PATHOLOGY 

02729   02786 

03393 
CANCER  SURGERY 

02896   02900*  02903*  029C9*  02921 

02939   02940   02941   02942   02943 

03203 


02922 
03136 


02938   02939 
03290*  03291 


03303 


C2903*  02938   02944   02955   03203   03290* 


02942 
03051*  03C79*  C3197 


02934 
02993 


02936 
03061* 


02968 

03393 
CANCER  SURVIVAL  RATES 

02871*  02883   02896 

03077*  03197 
CANCER  TREATMENT 

02900*  02907*  02921 

02944   02957*  02968 

03290*  03291  03371 
CANCER  TREATMENT, RADIATION  THERAPY  IN 

02883  02896  02950 
CANCER  TREATMENT, RADIOTHERAPY  IN 

02871*  02907* 
CANCER, AGE  FACTORS  IN 

02955   03173 
CANCER, ANUS 

03077* 
CANCER, BILIARY  TRACT 

03189   03197   03290*  03291 
CANCER, DISEASES  ASSOCIATED  WITH 

03072*  03203 
CANCER,  DUODENUM 

02972   02982 
CANCER, ESOPHAGUS 

02881  02883  02890 
CANCER, GASTROINTESTINAL 

02786  03371  03393 
CANCER, LARGE  INTESTINE 

03061*  03072*  03087 
CANCER, LIVER 

02723   02729   02787 

03171*  03197  03198 
CANCER, METASTATIC 

02787  02809  02852 
02936  02940  02941 
03087   03198   03203 

CANCER, PANCREAS 

02758*  02785   03136 

;aNCER, RECTUM 
03061*  03079* 

CANCER, SMALL  INTESTINE 
02774   02968   02972 

CANCER, STOMACH 

02620*  02625*  02768*  02847 
02907*  02909*  02910*  02918 
02934  02935  02936  02937 
02942  02943  02944  02945 
03346 

;arbohycrate  absorption 

02815   02825   02827 

;arbohydrate  digestion 

03405 

;arbohycrate  metabolism 

02668   03053   03137   03259* 

;arbohycrate  metabolism, liver 

02702*  02705*  02706*  02718 


02933 
02944 

03290* 


02934   02936 
02950   02957* 
03291   03315* 


02903*  02909*  02936   02940   02948 


02939 
03O79* 


02  94  0 
03197 


02941 
03203 


C3303   03310 


02B91   02896   02954 


03089   03114   03413 


02904* 

02921 

03157* 

03164* 

03170* 

03203 

03214 

03232* 

02891 

02900* 

02903* 

02921 

02934 

02945 

C2950 

02955 

02  968 

03077* 

033  93 

03138 

03157* 

03189 

C2991   03038   03121   03403   03413 


02896 
02920 
02938 
02  94  8 


02900* 
02921 
02939 
02950 


02903*  02904* 
02922   02933 
02940   02941 
02954   02955 


03057   03057   03200   03259*  03423 


0272  5 


02923 


02903*  02909*  02920 
03061*  03104   03114 


02945 
03121 


02  849 

02850 

02855 

02887 

02892 

02997 

03032 

03196 

03227 

03250 

03364 

03366 

03380 

03381 

03391 

03050   03054   03056   03349 


carcinogenesis 

03198 
carcinogenesis, LIVER 

02696*  02718   02723 
CARCINOGENESIS, STOMACH 

02923 
CARCINOGENS 

02718   02722   02890 
CARCINOID  SYNDROME 
SEE  ALSO   SEROTONIN 
02921   02958*  03403 
CARCINOIDS 

SEE   CARCINOID  SYNDROME 
CARCINOMA 

02883   02896 
02982   03038 
03310 
CARCINOSARCOMA 

02891 
CARDIOSPASM 

SEE   ACHALASIA 
CARDIOVASCULAR  SYSTEM 
SEE  ALSO   PORTAL  HYPERTENSION 
02749   02756*  02790 
02897   02945   02989 
03279   03311   03329 
03409   03420   03426 
CAROTENE  ABSORPTION 

02906* 
CARRIER  STATE, SALMONELLOSIS 

03296 
CARRIER  STATE, TYPHOID  FEVER 

03334 
CECUM 

SEE   LARGE  INTESTINE 
CELIAC  DISEASE 

02763*  03044*  03045*  03046 
03391   03442 
CENTRAL  NERVOUS  SYSTEM 

02790   02927   03003*  03010* 
CERULOPLASMIN 

02812 
CHEMICAL  COMPOSITION, LIVER 

02624* 
CHEMICAL  COMPOSITION, SALIVARY  GLAND 

02745 
CHEMICAL  COMPOSITION, SMALL  INTESTINE 

02623* 
CHEMICAL  TOXINS 
SEE  ALSO   TOXIC  EFFECTS  ON  ESOPHAGUS 
SEE  ALSO   TOXIC  EFFECTS  ON  GASTROINTESTINAL 
SEE  ALSO   TOXIC  EFFECTS  ON  LARGE  INTESTINE 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 
SEE  ALSO   TOXIC  EFFECTS  ON  SMALL  INTESTINE 
SEE  ALSO   TOXIC  EFFECTS  ON  STOMACH 
02714   02734   03165*  03223   03231 
CHEMOTHERAPY, CANCER 

02933   02938   02944   02993   03371 
CHILDREN, APPENDICITIS  IN 

02826   03329   03346 
CHILDREN, BILIARY  TRACT  IN 

03288* 
CHILDREN, BLEEDING  IN 

02798 
CHILDREN, CANCER  IN 

03173   03346 
CHILDREN, CIRRHOSIS  IN 

03141   03275   03277   03278 
CHILDREN, DIARRHEA  IN 
SEE  ALSO   CELIAC  DISEASE 

02840   03054   03056   03317*  03349 
CHILDREN, DUODENUM  IN 

02966 
CHILDREN,  DYSENTERY  IN 

03349 
CHILDREN, ESOPHAGUS  IN 

02887 
CHILDREN, GASTROINTESTINAL  DISEASES  IN 

03379 
CHILDREN, GASTROINTESTINAL  TRACT  IN 

03326*  03346   03361 
CHILDREN,HEPATITIS  IN 

03158*  03225   03243   03244 
CHILDREN, HERNIA  IN 

03076*  03346   03435 
CHILDREN, LARGE  INTESTINE  IN 

03084* 
CHILDREN, LIVER  IN 

02838   03158*  03164*  03178 
CHILDREN, MALABSORPTION  IN 

03043*  03054   03057   03132* 
CHILDREN, PANCREAS  IN 
03130* 


02955   02968 
03197   03303 


02724   02733   03192 


CHILDREN, PARASITIC  DISEASES  IN 

03405 
CHILDREN, SMALL  INTESTINE  IN 

02627*  02763*  02<;61*  02S63*  02979 
CHILDREN, STOMACH  IN 

02818   029',6 
CHILDREN, TYPHOID  FEVER  IN 

03334   C3340   03422 
CHILDREN, ULCERATIVE  COLITIS  IN 

03117* 
CHILDREN, VIRAL  HEPATITIS  IN 

03245 
CHOLANGIOGRAPHY 

02756*  02784   02800   02819   02832 

03285*  C3290*  03294   03297   03299 
CHOLANGITIS 

03028      03215 
CHOLECYSTECTOMY 
SEE    ALSO       GALLBLADDER    SURGERY 

03281*  03287*  03294   03296   03299 
CHOLECYSTITIS 

03215   03294 


03319*  03344 


03295   03301 


02856 
03305 


033  04 
03309 


02860   03281* 
03306   03311 


03189   03215   03265*  03305 


02734 
03245 


03252 
03151 


03192 
03343 
CHOLECYSTOGRAPHY 

02843       03294 
CHOLELITHIASIS 

02856   02860   02984   03188 
03306   03310   03311   03364 
CHOLELITHIASIS  DIAGNOSIS 

03217* 
CHOLELITHIASIS  SURGERY 

03282* 
CHOLELITHIASIS  TREATMENT 

03297 
CHOLELITHIASIS, DISEASES  ASSOCIATED  WITH 

03156*  03296 
CHOLERA 

02988   03368   03377   03423   03427   03429 
CHOLESTASIS 

02757*  02819   03188   C3190 
CHOLESTEROL 
SEE  ALSO   LIVER  METABOLISM 

02639   02666   02728   02731   02733 
CHOLESTEROL  MET ABOL ISM,L  IVER 

02648   02666   02707*  02747   02807 
CHOLINERGIC  AGENTS 

02660   02661   03385 
CHRONIC  HEPATITIS 

02787   03217*  03236*  03247   03248 
CHRONIC  PANCREATITIS 

02691*    02692*    03138      03143*    03150 
CHRONIC    VIRAL    HEPATITIS 

03262*    03263* 
CIRCULATION     IN    CIRRHOSIS 

03270   03283* 
CIRCULATION  IN  PANCREATITIS 

03153 
CIRCULATION  IN  PEPTIC  ULCERS 

02  685 
CIRCULATION, GASTROINTESTINAL 
02997   03324*  03409 
_CIRCULAT I  ON, GASTROINTESTINAL  TRACT 
02621* 
CIRCULATION, LARGE  INTESTINE 

02656*  02742*  03353   03420 
CIRCULATION, LIVER 

02621*  02631   02703*  02713 
03155*  03159*  03167*  03191 
CIRCULATION, MESENTERY 

02621*  02997   03353 
CIRCULATION, PANCREAS 

02621* 
CIRCULATION, PORTAL 

02703*  02744   03167*  03172*  03196 
CIRCULATION, RECTUM 

03116* 
CIRCULATION, SMALL  INTESTINE 

02621*  02742*  02743*  03353   03391   03420 
CIRCULAT ION, STOMACH 

02685   02741* 
CIRCULATION, TOXIC  EFFECTS  ON 

03223 
CIRRHOSIS 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


03310   03311 


03152   03439 


02714 
03196 


03368   03391 


02744 
03268 


02749   02348 
03283* 


ASCITES 

ESOPHAGUS  VARICES 

LIVER  COMA 

PORTAL  HYPERTENSION 
02848 
03210 


02709*  02787   02827 
03195   03200   03203 

CIRRHOSIS  CIAGNOSIS 

02797   02812   02831 
03261*  03265*  03267*  03275 

CIRRHOSIS  EPIDEMIOLOGY 
03118*  03263* 


02885 
03212 


03126 
03213 


03183   03187 
03286* 


02851   02852   02854   03041*  03259* 


03277   03278 


03278 


03270   03274 


ENTEROCOLITIS 
GASTROENTERITIS 
REGIONAL  ENTERITIS 


03127 


CIRRHOSIS  ETIOLOGY 

03232*  03260*  03263*  03264*  03265*  03275 
CIRRHOSIS  IN  CHILDREN 

03141   03275   03277   03278 
CIRRHOSIS  PATHOLOGY 

03249   03261*  03265*  03267*  03269   03270   03274 
CIRRHOSIS  TREATMENT 

02769*  03162*  03268   03275 
CIRRHOSIS, ALCOHOL  IN 

03208   03269   03271 
CIRRHOSIS, ASCITES  IN 

02797   03259* 
CIRRHOSIS, BILIARY  TRACT 

03265*  03270 
CIRRHOSIS, CIRCULATION  IN 

03270   03283* 
CIRRHOSIS, DISEASES  ASSOCIATED  WITH 

03170*  03258*  03260*  03262*  03266*  03269 

03276 
CIRRHOSIS, METABOLIC  CHANGES  IN 

02709*  02797   02812   03178   03236*  03249   03259*  03261* 

03273 
CIRRHOSIS, METABOLISM  IN 

02694* 
COLITIS 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

02853 
COLITIS  CCMPLICATIQNS, ULCERATIVE 

03120*  03123   03127 
COLITIS  DIAGNOSIS 

03068* 
COLITIS  DIAGNOSIS, ULCERATIVE 

03120* 
COLITIS  ETIOLOGY, ULCERATIVE 

03120*  03118* 


COLITIS  IN  CHILDREN, ULCERATIVE 

03117* 
COLITIS  PATHOLOGY, ULCERATIVE 

03116*  03120*  03127 
COLITIS  SURGERY, ULCERATIVE 

03117*  03119*  03122   03123 
COLITIS  TREATMENT, ULCERATIVE 

03117*  03125   03127   03376 
COLITIS, CLINICAL  STUDIES  OF  ULCERATIVE 

03123 
COLITIS, DISEASES  ASSOCIATED  WITH  ULCERATIVE 

03118*  03121   03122   03127 
COL  IT  IS, GRANULOMATOUS 

SEE   CROHNS  DISEASE  OF  COLON 
COLITIS, ULCERATIVE 

03122   03124   03126   03403 
COLON 
SEE  ALSO   LARGE  INTESTINE 

03084* 
COLON, CROHNS  DISEASE  OF 

03074* 
COMA, HEPATIC 

SEE   LIVER  COMA 
COMA, LIVER 

02885   03199   03212   03228 
COMMON  BILE  DUCT 
SEE  ALSO   BILIARY  TRACT 

02652*  02728   02784   02860 

03291   03292   03296 

03305   03307   03310 
CONGENITAL  ANOMALIES 

02876   02877   02887 

02994   03055   03057 

03183   03196   03288*  03294 
CONTRACEPTIVE  DRUGS  IN  LIVER  INJURIES 

03207   03222 
COPPER  ABSORPTION 

02788   02830   03183 
COPPER  METABOLISM, LIVER 

02697*  02788   02830 
CORTICOSTEROIDS 

02717   02899*  02915 
CROHNS  DISEASE 

03035*  03036*  03037 

03403 
CROHNS  DISEASE  OF  COLON 

03074* 
CYSTIC  FIBROSIS 

SEE   MUCOVISCIDOSIS 
CYSTS, LIVER 

03180 


03297 


03258* 


03028 
03300 


03177 
03302 


02916   02963*  02979 

03071*  03084*  03086 

03298   03344 


03215 
03303 


02989 
03140 
03346 


03282* 
03304 


02990 

03166* 

03435 


03183 

03002*  03146*  03237*  03275 

03038   03042*  03070*  03103   03115 


03164*  03175 
CYSTS, MESENTERY 

03352 
CYSTS, PANCREAS 

02776   02785 


03352 


03139   03352 


03192   03205   03308   03311 


DIAPHRAGM  HERNIA 
HIATUS  HERNIA 


03435 


03442 


02755 


02723 
02810 


02724 
02890 


03132*  03260*  03303 


TOLOGY, EXFOLIATIVE 
02786 

FECATIQN 

03073*  03106   03119* 
GLUTITION 

02880 
ABETES  MELLITUS 

02B61   03137   03187 
APHRAGM 
EE  ALSO 
EE  ALSO 

02917 
APHRAGM  HERNIA 

02863*  02874   02895 
APHRAGM  RUPTURE 

02895 
ARRHEA 

02680*  02825   02956   02968   02985   03037   03048 

03120*  03228   03345   03368   03370   03423   03425 

03432 
ARRHEA  IN  CHILDREN 
EE  ALSO   CELIAC  DISEASE 

02840   03054   03056   03317*  03349 
ETARY  DEFICIENCIES 

02726   03408   03415 
ETARY  FACTORS 

02648   02650   027C9*  02720 

02747   02748   02754 

02996   03015*  03055 
ETARY  MALABSORPTION  TREATMENT 

03049 
ETETIC  THERAPY 

02810   03049   03272   03280   03386 
GESTION 
EE  ALSO   BILE 
EE  ALSO   SMALL  INTESTINE 

02755   03383   03389 
GESTION, CARBOHYDRATE 

03405 
GESTION, PROTEIN 

32763* 
SACCHARIDE  ABSORPTION 

03132* 
SEASES  ASSOCIATED  WITH  BILIARY  TRACT 

03304   03343 
SEAScS  ASSOCIATED  WITH  CANCER 

03072*  03203 
SEASES  ASSOCIATED  WITH  CHOLELITHIASIS 

03156*  03296 
[SEASES  ASSOCIATED  WITH  CIRRHOSIS 

03170*  03258*  03260*  03262*  03266*  03269 

03276 
[SEASES  ASSOCIATED  WITH  ESOPHAGUS 

02  866* 
SEASES  ASSOCIATED  WITH  GASTRITIS 

02898* 
[SEASES  ASSOCIATED  WITH  GASTROINTESTINAL  TRACT 

03339 
ISEASES  ASSOCIATED  WITH  HEPATITIS 

03262*  03263* 
ISEASES  ASSOCIATED  WITH  JAUNDICE 

03195 
ISEASES  ASSOCIATED  WITH  LARGE  INTESTINE 

03126   03201 
[SEASES  ASSOCIATED  WITH  LIVER 

03126   03199   03202   03216   03254 
ISEASES  ASSOCIATED  WITH  MALABSORPTION 

03200 
[SEASES  ASSOCIATED  WITH  PANCREAS 

03137 
ISEASES  ASSOCIATED  WITH  PANCREATITIS 

03145*  03149*  03343 
ISEASES  ASSOCIATED  WITH  PARASITIC  DISEASES 

03060* 
ISEASES  ASSOCIATED  WITH  PEPTIC  ULCERS 

02937   03C29 
ISEASES  ASSOCIATED  WITH  PORTAL  HYPERTENSION 

03196 
ISEASES  ASSOCIATED  WITH  SMALL  INTESTINE 

03053   03201   03370 
ISEASES  ASSOCIATED  WITH  STOMACH 

02938 
ISEASES  ASSOCIATED  WITH  ULCERATIVE  COLITIS 

03116*  03121   0312?   03127 
ISEASES  ASSOCIATtP  WITH  VIKAL  HEPATITIS 

0323'.*  0323^'^  032"»8 
ISKASES  IN  CHILDREN, GASTROINTESTINAL 

03379 
ISEASES  IN  CHILDREN, PARASITIC 

03405 
ISOROERS, STOMACH  SECRETION 
02645   03009*  U3023 


03056 
03427 


02725  02733 
02919  02923 
03  312   0342  8 


03270   03274 


02661 
03385 


02989   02990 


03365   03383 


03360 
03394 


03321*  03323* 
03361   03363 
03407   03422 


DIVERTICULA,  DUODENUM 

02970 
DIVERTICULA, ESOPHAGUS 

02881   02889   02893   02894 
DIVERTICULA, LARGE  INTESTINE 

03081*  03062*  03090   03322*  03364 
DIVERTICULA, SMALL  INTESTINE 

02970   02971   02974   02978   02991   03059 
DIVERTICULITIS  TREATMENT 

02970 
DIVERTICULITIS, GASTROINTESTINAL 

03322* 
DIVERTICULITIS, LARGE  INTESTINE 

03081*    03083* 
DIVERT  I CULUM,MECKELS 

02798   02969   02971   02974   02978   02981 

02991 
DRUG  ABSORPTION 

03313*  03400 
DRUG  EFFECTS  ON  GASTROINTESTINAL  TRACT 

02664   02846   02969   03348   03363 
03398   03400   03432 
DRUG  EFFECTS  ON  LIVER 

02699*  02700*  02701*  02706*  03157*  03182 
DRUG  EFFECTS  ON  MOTILITY 

02652*  02653*  02659   02762*  02865* 
DRUG  EFFECTS  ON  SMALL  INTESTINE 

02653* 
DRUG  EFFECTS  ON  STOMACH 

02670*  02688   02902*  03034 
DRUG  EFFECTS  ON  STOMACH  SECRETION 

02669* 
DRUG  TREATMENT  OF  BILIARY  TRACT 

02652*  03363 
DRUG  TREATMENT  OF  GASTROINTESTINAL  TRACT 

02968   02999*  03000*  03001*  03048   03313* 

03330   03345   03356   03357   03359 

03365   03366   03371   03374   03375 
DRUG  TREATMENT  OF  LARGE  INTESTINE 

03062* 
DRUG  TREATMENT  OF  LIVER 

03182   03199   03237* 
DRUG  TREATMENT  OF  PANCREAS 

02668 
DRUG  TREATMENT  OF  STOMACH 

03015* 
DRUG  TREATMENT  OF  ULCERS 

02678*  02899*  02998*  02999*  03000*  03001*  03003*  03025 
DRUG-INDUCED  LIVER  INJURIES 

02699* 
DRUG-INDUCED  ULCERS 

02899*  03034 
DRUGS  IN  LIVER  INJURI ES, CONTRACEPTIVE 

03207   03222 
DUBIN-JOHNSON  SYNDROME 

03194   03204 
DUCTS, PANCREAS 

03143* 
DUMPING  SYNDROME, GASTRECTOMY- INDUCED 

026B0*  02762*  02908* 
DUODENITIS 

02789 
DUODENUM 
SEE  ALSO   SMALL  INTESTINE 

02764*  02815   02908*  02973 
DUODENUM  ABSORPTION 

02831 
DUODENUM  ANOMALIES 

02917 
DUODENUM  BIOPSY 

03046 
DUODENUM  CANCER 

02972   02982 
OgODENUM  DIAGNOSIS 

02773   02961*  02966   02986   02987   03028   03307 
DUODENUM  DISEASES 
SEE  ALSO   ULCERS 

02961*  03145* 
DUODENUM  DIVERTICULA 

02970 
DUODENUM  FISTULAS 

02782 
DUODENUM  HISTOLOGY 

02982   02987 
DUODENUM  IN  CHILDREN 

02966 
DUODENUM  MORPHOLOGY 

02789 
DUODENUM  MOTILITY 

02655*  02658   03292 
DUODENUM  MUCOSA 
02789   03046 
DUODENUM  NEOPLASMS,  BENIGN 
02987 


DUODENUM    OBSTRUCTION 
031<i5* 

DUODENUM  POLYPS 
02987 

DUODENUM  RADIOLOGY 

02773   02982   02S86 

DUODENUM  SECRETION 
03130* 

DUODENUM  SURGERY 

02693  02929  02966 
03315*  03402  03^36 

DUODENUM  ULCERS 

02780  02789  02925 
03014*  03019  03021 
03032   03033   03269 


02982   02987   03026   03027   03302 


03005* 
03023 


03006*  03007*  03011*  03012* 
03026   03027   03028   03031 


C3284*  03351 


DYE  STUDY  TECHNIQUES 
SEE   MARKER  STUDIES 
DYSENTERY 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   SHIGELLOSIS 
SEE  ALSO   TYPHOID  FEVER 
03060*  03220* 
DYSENTERY  DIAGNOSIS 

03404 
DYSENTERY  IN  CHILDREN 

03349 
DYSENTERY  TREATMENT 

03345   03349   03374 
DYSPEPSIA 

02683*  02840   02961*  03383 
DYSPHAGIA, ESOPHAGUS 

02865*  02880   02884   02891   02894   02897 

EDEMA 

03046 
ELECTROLYTE  ABSORPTION 

02640*  02644   02646   02647   02667   03202   03362   03368 

03423 
ELECTROLYTE  METABOLISM 

02686   02796   03148*  03362   03377 
ELECTROLYTE  SECRET  ION, STOMACH 

02669*  02672*  02686 
ELECTROLYTES 

02912* 
ELECTRON  MICROSCOPY 

02625*  03168* 
ELECTROPHORESIS 

02624*  03054   03055   03266* 
ELECTROPHYSIOLOGY 

02688 
EMESIS 

SEE   VOMITING 
ENDOMETRIOSIS 

03105      03369 
ENDOSCOPY    IN    BLEEDING    DIAGNOSIS 

03328* 
ENDOSCOPY  IN  CANCER  DIAGNOSIS 

02768* 
ENDOSCOPY, ABDOMEN 

02781 
ENDOSCOPY, GASTROINTESTINAL 

03372 
ENDOSCOPY, SMALL  INTESTINE 

02  789 
ENDOSCOPY, STOMACH 

02681*  02768*  02789   02792   02913* 
ENTERITIS 
SEE   COLITIS 
SEE   ENTEROCOLITIS 
SEE   GASTROENTERITIS 
ENTERITIS, REGIONAL 

02810   03035*  03036*  03037   03038   03074*  03080*  03103 

03115 
ENTEROCOLITIS 
SEE  ALSO   COLITIS 
SEE  ALSO   GASTROENTERITIS 

03042*  03381   03403 
ENTEROCOLITIS  DIAGNOSIS 

02840 
ENTEROCOLITIS  ETIOLOGY 

02742* 
ENTEROCOLITIS  PfllHOLOGY 

03060*  03116* 
ENTEROPATHY, PROTEIN-LOSING 

02810   03042*  03055   03267*  03386   03433 
ENTEROSTOMY 

02984 
ENZYME  TREATMENT  OF  GASTROINTESTINAL  TRACT 

02914 
ENZYMES 
SEE  ALSO   PANCREAS  SECRETION 
SEE  ALSO   STOMACH  SECRETION 


ENZYMES 
CONTINUED 

02790 
ENZYMES, GASTROINTESTINAL 

02632 
ENZYMES, LIVER 

02618*  02635   02639   02641*  02695* 

02705*  02706*  02708*  02709*  02710* 

02715   02717   02718   02719   02722 

02771   02829   03166*  03169*  03182 

03246 
ENZYMES, LIVER  SERUM 
SEE  ALSO   ALKALINE  PHOSPHATASE 
SEE  ALSO   LIVER  DISEASE  DIAGNOSIS 

02808   02813   02814   02829   02838 

03186   03214   03215 

03411 
ENZYMES, PANCREAS 

02691*  02692*  02776 

03133*  03134*  03138 
ENZYMES, PLASMA 

03223 
ENZYMES, SMALL  INTESTINE 

02662*  02825   03045*  03053   03236* 


03218*  03222 


02795   02837 
03143*  03236* 


02696*  02698*  02701* 
02711   02713   02714 
02732   02738*  02765* 
03209   03223   03227 


02842   02851   03131* 
03  23  3*  032  37*  03246 


02844   03129*  03130* 


ENZYMES, SI 

rOMACH 

02637 

EPINEPHRINE 

03228 

ESCHERICHIA  COLI 

03111 

03126   03332 

ESOPHAGITIS 

02761* 

02862*  02872 

02886 

02892 

ESOPHAGUS 

SEE  ALSO 

ACHALASIA 

SEE  ALSO 

HERNIA 

SEE  ALSO 

HIATUS  HERNIA 

02677* 

ESOPHAGUS 

ANOMALIES 

02876 

02877   03071* 

ESOPHAGUS 

ATRESIA 

02893 

ESOPHAGUS 

BIOPSY 

02632 

02804   02869* 

02891 

ESOPHAGUS 

CANCER 

02881 

02883   02890 

02891 

02896 

ESOPHAGUS 

DEVELOPMENT 

02877 

03071* 

ESOPHAGUS 

DIAGNOSIS 

02759* 

02761*  02779 

02804 

02822 

02870* 

02872   02877 

02884 

02885 

02893 

02894   02897 

ESOPHAGUS 

DISEASES 

02866* 

02876 

ESOPHAGUS 

DIVERTICULA 

02881 

02889   02893 

02894 

ESOPHAGUS 

DYSPHAGIA 

02865* 

02880   02884 

02891 

02894 

ESOPHAGUS 

FISTULAS 

02892 

ESOPHAGUS 

HISTOLOGY 

02804 

02865* 

ESOPHAGUS 

IN  CHILDREN 

02887 

ESOPHAGUS 

INJURIES 

02868* 

02878   03396 

ESOPHAGUS 

MORPHOLOGY 

02875 

ESOPHAGUS 

MOTILITY 

02638 

02759*  02761* 

02875 

02882 

ESOPHAGUS 

MUCOSA 

0  26  38 

02759*  02878 

02889 

ESOPHAGUS 

NEOPLASMS 

02869* 

ESOPHAGUS 

NEOPLASMS, BENIGN 

02822 

ESOPHAGUS 

NEOPLASMS, MALIGNANT 

02804 

02871*  02883 

02890 

02891 

ESOPHAGUS 

OBSTRUCTION 

02884 

02894   02897 

ESOPHAGUS 

PATHOLOGY 

02865* 

02866*  02869* 

02876 

02886 

ESOPHAGUS 

PERFORATION 

02892 

02893 

ESOPHAGUS 

PROSTHESIS 

02881 

ESOPHAGUS 

RADIOLOGY 

02804 

02822   02863* 

02870* 

02887 

03269 

ESOPHAGUS 

REFLUX 

02759* 

02761*  02875 

02882 

ESOPHAGUS 

SPHINCTER 

02761* 

02864*  02865* 

ESOPHAGUS 

STRICTURE 

02862* 

02866*  02881 

03066* 

02857   02863*  02869* 
02886   02887   02888 


02897 


02  896   02954 


02919   03269 


02888   02893   02897 


ESOPHAGUS  SURGEKY 

02863*  02865*  02867*  02872   02876   02877 

028R5   028'32   02893   02897   030t>6*  03338 
ESOPHAGUS  TRAUMA 

02863*  02888 
ESOPHAGUS  ULCERS 

03351 
ESOPHAGUS  ULTRASTRUCTURE 

02638 
ESOPHAGUS  VARICES 

02779   028'i8   02885   03286*  03351 
ESOPHAGUS, DISEASES  ASSOCIATED  WITH 

02866* 
ESOPHAGUS. NERVOUS  CONTROL  OF 

02638   02880   02882 
ESOPHAGUS, TOXIC  EFFECTS  ON 

02862*  02886   03396 
ETHNIC  FACTORS 

03341 
EXCRETION, BILE 

02728   02793 
EXCRETION, LIVER  AMMONIA 

02720   02827   03213 
EXCRETION, SODIUM 

03362 
EXFOLIATIVE  CYTOLOGY 

02786 
EXPERIMENTAL  STUDIES  OF  HEPATITIS 

03246 
EXPERIMENTAL  STUDIES  OF  SCHISTOSOMIASIS 

03238* 
EXPERIMENTAL  SURGICAL  TECHNIQUES 

03128*  03129*  03315* 
EXPER  IMENTAL  ULCERS 

02673*  03001*  03010* 


02881 
03396 


=AMILIAL  DISEASES 

02876   02977   02979   03057   03095 
FATS 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 


03154*  03183   03412 


DIGESTION 

LIPID  ABSORPTION 

LIPIDS 

LIVER  LIPID  METABOLISM 

MALABSORPTION 


02698*  02801   02861   03055 
FATTY  ACID  ABSORPTION 

02705*  02726   02823   02861   03022   03397 
FATTY  ACIDS 

02707*  02801 
FATTY  LIVER 

02709*  02806   02807   02812   02814   03187   03192 
FECES 

02748   02801   02840   C3111   03316*  03332 
FIBROSIS, CYSTIC 

SEE   MUCOVISCIDOSIS 
FISTULAS, BILIARY  TRACT 

03028 
FISTULAS, CUOOENUM 

02782 
FISTULAS, ESOPHAGUS 

02892 
FISTULAS. GALLBLADDER 

03028 
FISTULAS, GASTROINTESTINAL 

03436 
FISTULAS, LARGE  INTESTINE 

02983   03070*  03078*  03080*  03436 
FISTULAS, PANCREAS 

02693   02782 
FISTULAS, RECTUM 

02975 
FISTULAS, SMALL  INTESTINE 

02983   03036*  03059   03123   03436 
FISTULAS, STOMACH 

03123 
FOLIC  ACID  ABSORPTION 

02650   03209 
FOLIC  ACID  IN  MALABSORPTION  TREATMENT 

03058 
FOREIGN  BODIES  IN  LARGE  INTESTINE 

03107 
FREE2 ING  TREATMENT 

03012* 

GALLBLADDER 
SEE   BILIARY  TRACT 
SEE   CHOLECYSTITIS 
SEE   CHOLELITHIASIS 
GALLBLADDER  ANGIOGRAPHY 

03311 
GALLBLADDER  ANOMALIES 

03294   03298   03308 
GALLBLADDER  DIAGNOSIS 
02843   02860   03294 


03295   033C9   03310   03311 


GALLBLADO 

03156* 
GALLBLAOD 

03028 
GALLBLADO 

02652* 
GALLBLADO 

03312 
GALLBLAOD 

03311 
GALLBLAOD 

03295 
GALLBLAOD 

02756* 
GALLBLADO 

02800 
GAS 

02753 
GASTRECTO 
SEE  ALSO 
SEE  ALSO 

02900* 

02941 

03134* 
GASTRECTO 

02901* 
GASTRECTO 

02926 
GASTRECTO 

02680* 
GASTRECTO 

02906* 
GASTRECTO 

02682* 
GASTRECTO 

03007* 
GASTRECTO 

02901* 

GASTRIC  A 

SEE  ALSO 

02680* 
GASTRIC  S 

02680* 
GASTRIN 
SEE  ALSO 

02669* 

02741* 
GASTRITIS 

02637 

03404 
GASTRITIS 

02931 
GASTRITIS 

02898* 
GASTRITIS 

02899* 
GASTRITIS 

02931 
GASTRITIS 

02898* 

GASTROENT 

SEE  ALSO 

SEE  ALSO 

03332 
GASTROENT 

03317* 
GASTROENT 

03323* 
GASTROENT 

03000* 
GASTROENT 

02779 
GASTROENT 

03402 
GASTROINT 

02632 
GASTROINT 

02849 
GASTROINT 

02632 
GASTROINT 

02620* 
GASTROINT 

02861 
GASTROINT 

03328* 
GASTROINT 

02786 
GASTROINT 

02997 
GASTROINT 

02779 
GASTROINT 

02762* 

02849 

02986 


ER  DISEASES 

03265*  03311   03312 
ER  FISTULAS 

ER  MOTILITY 

02816 
ER  MUCOSA 

ER  OBSTRUCTION 

ER  PATHOLOGY 

ER  RADIOLOGY 

03309   03311 
ER  SURGERY 

02860   03281*  03295 


03296   03299   03304   03309 


02934   02936 
03050   03123 


02754   02755   03367   03434 
MY 

MALABSORPTION 

MALIGNANT  STOMACH  NEOPLASMS 

02905*  02909*  02921   02928   02933 

02956   03008*  03016*  03018   03024 

03292   03396   03402 
MY  COMPLICATIONS 

02906*  03314* 
MY  TECHNIQUES 

02929 
MY-INOUCED    DUMPING    SYNDROME 

02762*    02908* 
MY-INDUCEO    MALABSORPTION 

KY-INDUCED    METABOLIC    CHANGES 

MY-INDUCED    RECURRENT    ULCERS 

MY, CLINICAL  RESULTS  OF 

03009* 
NALYSIS  TECHNIQUES 

HEIDENHAIN  POUCH  STUDIES 

02817   02818 
ECRETION 


STOMACH 
02671*  02674*  02676*  02677*  02678*  02684*  02690 
03019   03030   03323* 

02905*  02915   02935   02938   02951   02952   02953 

DIAGNOSIS 

ETIOLOGY 

TREATMENT 

02931   02999*  03000*  03001* 
.ATROPHIC 

03009* 
, DISEASES  ASSOCIATED  WITH 

ERITIS 
C0LITJ5 
ENTEROCOLITIS 

ERITIS  EPIDEMIOLOGY 

03428 
ERITIS  ETIOLOGY 

ERITIS  TREATMENT 

03323* 
EROSTOMY 

02924   03301 
EROSTOMY, ROUX 

ESTINAL  ABSORPTION 

02644  02748   02755 

ESTINAL  ANGIOGRAPHY 

02855 

ESTINAL  BIOCHEMISTRY 

ESTINAL  BIOPOTENTIALS 

02737* 
ESTINAL  BIOPSY 


ESTINAL  BLEEDING 

ESTINAL  CANCER 

03371  03393 

ESTINAL  CIRCULATION 

03324*  03409 

ESTINAL  COMPLICATIONS 
03206 

ESTINAL  DIAGNOSIS 

02777  02778   02781 

02855  02861   02915 

03115  03367   03372 


02786 

02803 

02841 

02846 

02916 

02917 

02919 

02  956 

03376 

03431 

i^t^: 


03059 
IMMUNOLOGY 


GASTROINTESTINAL  DISFASE  ETIOLOGY 

03355 

GASTROINTESTINAL  DISEASES 

02858   02'319  03137   03141   03308 

033'.6   03348  03355   03360   03361 

03394   03399  03433   03441 

GASTROINTESTINAL  DISEASES  IN  CHILDREN 

03379 

GASTROINTESTINAL  DIVERTICULITIS 

03322* 

GASTROINTESTINAL  ENDOSCOPY 

03372 

GASTROINTESTINAL  ENZYMES 

02632 

GASTROINTESTINAL  FISTULAS 

03436 

GASTROINTESTINAL  FUNCTION 

02764*  02919 
GASTROINTESTINAL 

02840  03399 
GASTROINTESTINAL  INJURIES 

02  849 

GASTROINTESTINAL  METABOLISM 

02715   02943  03362   03386 

GASTROINTESTINAL  MICROORGANISMS 

02754   02755  02840   03359 

GASTROINTESTINAL  MORPHOLOGY 

02632   02841 

GASTROINTESTINAL  MOTILITY 

02660   02755 

GASTROINTESTINAL  MUCOSA 

02632   02661  02742*  02753 

03433 

GASTROINTESTINAL  NEOPLASMS 

02947   03095  03401 

GASTROINTESTINAL  NEOPL A SMSt BENIGN 

02786   03369 

GASTROINTESTINAL  NEOPLASMS. MAL IGN ANT 

02786   03371  03393 

GASTROINTESTINAL  OBSTRUCTION 

02916   02917  02984 

GASTROINTESTINAL  PATHOLOGY 

02841  03322*  03351   03399 
GASTROINTESTINAL  PERFORATION 

03110   03372 

GASTROINTESTINAL  RADIOLOGY 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 


03328* 
033  72 


03333 
03376 


03339 
03389 


03361   03367   03433 


02760*  03363   03365   03379 


03C54   03110   03369   03432 


02846   02849 
03322*  03363 


02855 
03372 


02777   02778  02841 

02956   02986  03115 

GASTROINTESTINAL  SECRETION 

02666   02755 

GASTROINTESTINAL  SURGERY 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 

02849   02916  02956   C2986   02997 

03346   03382  03386   03393   03411 

GASTROINTESTINAL  TRACT 

02753   02755  02919 

GASTROINTESTINAL  TRACT  ANOMALIES 

02916   02917 

GASTROINTESTINAL  TRACT  CIRCULATION 

02621* 

GASTROINTESTINAL  TRACT  IN  CHILDREN 

03326*  03346  03361 

GASTROINTESTINAL  TRACT , 01  SEA SES  ASSOCIATED  WI 

03339 

GASTROINTESTINAL  TRACT. DRUG  EFFECTS  ON 

02661   02664  02846   02969   03348   03363 

03385   03398  034C0   03432 

GASTROINTESTINAL  TRACT, DRUG  TREATMENT  OF 

02968   02999*  03000*  030C1*  03048   03313* 

03330   03345  03356   C3357   03359   03360 

03365  03366  03371   03374   03375   03394 
GASTROINTESTINAL  TRACT, ENZYME  TREATMENT  OF 

02914 

GASTROINTESTINAL  TRACT .HORMONAL  CONTROL  OF 

02843 

GASTROINTESTINAL  TR ACT .NERVOUS  CONTROL  OF 

02660   02661  03021 

GASTROINTESTINAL  TRACT, TOXIC  EFFECTS  ON 

02664   02915  03323*  03348   03398   03400 

GASTROINTESTINAL  TREATMENT 
SEE  ALSO   GASTROINTESTINAL  SURGERY 

02914   02915  02916   03345   03360   03361 

03366  03367  03376   03382   03389   03394 
GASTROINTESTINAL  ULTRASTRUCTURE 

02632 

GASTROINTESTINAL  WATER  METABOLISM 

03362 
GASTROSCOPY 

SEE   STOMACH  ENDOSCOPY 
GASTROSTOMY 

02925 
GENETIC  RELATIONSHIPS 
SEE   FAMILIAL  DISEASES 


02915   02916 


03324*  03325*  03338 


03365   03383 


03321* 

03361 

03407 


03323* 

03363 

03422 


03363   03365 


GENETIC  RELATIONSHIPS, BLOOD  GROUP 
03045* 


GLUCOSE  ABSORPTION 

02668   02815   02827   03423  02706* 
GLUCOSE  METABOLISM, LIVER 

02713   02714 
GLYCOGEN  STORAGE  DISEASE 

02712   02765*  02771 
GLYCOGEN, LIVER 

02700*  02704*  02706*  02727 
GRANULOMATOUS  COLITIS 
SEE   CROHNS  DISEASE  OF  COLON 

HEIDENHAIN  POUCH  STUDIES 

02669*  02680*  02684*  02741*  02964* 
HEMANGIOMA 

02965   02976 
HEMATOMA 
02969 
HEMOBILIA 

SEE   BILIARY  TRACT 
HEMOCHROMATOSIS 
03161*  03208 
HEMORRHAGE 

SEE   BLEEDING 
HEMORRHOIDS 

03067*  03088   03101   03108 
HEMOSIDEROSIS 

02663*  03161*  03208 
HEPATECTQMY 
SEE  ALSO   LIVER  REGENERATION 

02727   02730   03155*  03163*  03164*  03169*  033U 
HEPATIC  COMA 

SEE   LIVER  COMA 
HEPATIC  VEIN  THROMBOSIS 

SEE   BUDD-CHIARI  SYNDROME 
HEPATITIS 

JAUNDICE 
LIVER 
LIVER  COMA 


03253   03254   03256 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

03200 
HEPATITIS  COMPLICATIONS 

02812   03250 
HEPATITIS  COMPLICATIONS, VIRAL 

03232*  03260* 
HEPATITIS  DIAGNOSIS 

02812   02829   02851   03217*  03221*  03225 
HEPATITIS  DIAGNOSIS, VIRAL 

03233*  03235* 
HEPATITIS  EPIDEMIOLOGY 

02898*  03243   03244   03252 
HEPATITIS  EPIDEMIOLOGY, VIRAL 

03239*  03241   03247   03252 
HEPATITIS  ETIOLOGY 

03156*  03158*  03239* 
HEPATITIS  IMMUNOLOGY, VIRAL 

03240*  03241 
HEPATITIS  IN  CHILDREN 

03158*  03225   03243   03244 
HEPATITIS  IN  CHILOREN,VIRAL 

03245 
HEPATITIS  IN  PREGNANCY 

03254 
HEPATITIS  PATHOLOGY 

03156*  03217*  03243   03255 
HEPATITIS  PATHOLOGY, VIRAL 

03232*  03247   03249   03263* 
HEPATITIS  PROPHYLAXIS, VIRAL 

02814   03254   03256 
HEPATITIS  TREATMENT 

03244 
HEPATITIS  TREATMENT, VIRAL 

03237*  03248   03254   03255 
HEPATITIS, ACUTE 

03221*  03232*  03244 
HEPATITIS, ACUTE  VIRAL 

02787   03240* 
HEPATITIS, CHRONIC 

02787   03217*  03236*  03247   03248   03252 
HEPATITIS, CHRONIC  VIRAL 

03262*  03263* 
HEPATITIS. DISEASES  ASSOCIATED  WITH 

03262*  03263* 
HEPATITIS. DISEASES  ASSOCIATED  WITH  VIRAL 

03234*  03238*  03248 
HEPATITIS, EXPERIMENTAL  STUDIES  OF 

03246 
HEPATITIS, LUPOID 

02811 
HEPATITIS, METABOLIC  CHANGES  IN 

02812   03178   03235*  03236*  03249 


HEPATITIS, SERUM 

0281*   03256 
HEPATITIS, TOXIC 

SEE   TOXIC  EFFECTS  ON  LIVER 
HEPATITIS, VIRAL 

02622*  03157*  03166*  03203   03211   0323'^*  03245   03250 

03251   03255   03257   034*1 
HEPATOLENTICULAR  DEGENERATION 

02697* 
HEPATOMA 

0263',   03198   03214 
HEPATOMEGALY 

02821   02852   03170*  03277 
HERNIA 
SEE  ALSO   DIAPHRAGM  HERNIA 

03086   03180   03347   03401 
HERNIA  IN  CHILDREN 

03076*  03346   03435 
HERNIA, DIAPHRAGM 

02863*  02874   02895   03435 
HERNIA, HIATUS 

02761*  02857   02867*  02870*  02874   02875   03006*  03364 
HIATUS  HERNIA 

02761*  02857   02867*  02870*  02874   02875   03006*  03364 
HIRSCHSPRUNGS  DISEASE 

03069*  03100   03346 
HISTAMINE 

02629*  02669*  02571*  02672*  02674*  02675*  02676*  02678* 

02679*  02683*  02690   02780   02618   03015* 
HODGKINS  DISEASE 

02830   02852   02865*  03050 
HORMONAL  CONTROL  OF  GASTROINTESTINAL  TRACT 

02843 
HORMONAL  CONTROL  OF  LIVER 

02695*  03237* 
HORMONAL  CONTROL  OF  PANCREAS 

02662* 
HORMONAL  CONTROL  OF  PEPTIC  ULCERS 

03030 
HORMONAL  CONTROL  OF  STOMACH 

02629*  03005*  03030 
HORMONAL  CONTROL  OF  STOMACH  SECRETION 

02669*  02672*  02676*  02678*  02579*  02683*  02684*  02690 

02818   03002*  03019   03439 
HYPERCHLORHYDRIA 

03023 
HYPERTENSION  01 AGNOSIS, PORTAL 

02821   02831 
HYPERTENSION  ET lOLOGY , PORTAL 

03286* 
HYPERTENSION  PATHOLOGY, PORTAL 

03206 
HYPERTENSION  TREATMENT, PORTACAVAL  SHUNT  IN  PORTAL 

03286* 
HYPERTENSION  TR EATM ENT , PORTAL 

02848   02885   03258*  03268   03286* 
HYPOCHLORYDRIA 

03023 
HYPOTHALAMUS 

03010* 


ICTERUS 
SEE   JAUNDICE 
ILEOSTOMY 

03085 
ILEUM 
SEE  ALSO 

02653*  02558   02754*  02967   02958   02969 

03085   03115   03121   03140   03338   03377 
ILEUS 
SEE  ALSO 
SEE  ALSO 

02742*  02965 

03413   03434 
IMMUNE  REACTIONS 
SEE  ALSO   MICROORGANISMS 

03240*  03387   03390 
IMMUNOGLOBULINS 

02787   02810   02811   02812 

03256   03333   03387   03421 
IMMUNOLOGY 
SEE  ALSO   MICROORGANISMS 

02716   02731   02825   03326*  03399 
IMMUNOSUPPRESSION 

03182   03387 
IN  BLEEDING  01 AGNOS IS, ENDOSCOPY 

03328* 
IN  BLEEDING  DIAGNOS IS, RADIOLOGY 

03328* 
IN  CANCER  DIAGNOSIS, BIOPSY 

02891   02910*  03325* 
IN  CANCER  DIAGNOSIS, ENDOSCOPY 

02  768* 


SMALL  INTESTINE 

02754*  02967 
03121   03140 

LARGE  INTESTINE  OBSTRUCTION 
SMALL  INTESTINE  OBSTRUCTION 

02979   02984   03109   03140 


02  970 
03436 


03141   03339 


03004*  03042*  03054   03124 


03427   03437   03440 


IN  CANCER  01 AGNOS IS, LYMPHOGRAPHY 

02845 
IN  CANCER  DIAGNOSIS, RADIOLOGY 

02758*  02845   03089   03290* 
IN  CANCER  TREATMENT, RADIATION  THERAPY 

02883   02896   02950 
IN  CANCER  TREATMENT, RADIOTHERAPY 

02871*  02907* 
IN  CANCER, AGE  FACTORS 

02955   03173 
IN  CHILDREN, APPENDICITIS 

02826   03329   03346 
IN  CHILDREN, BILIARY  TRACT 

03288* 
IN  CHILDREN, BLEEDING 

02798 
IN  CHILDREN, CANCER 

03173   03346 
IN  CHILDREN, CIRRHOSIS 

03141   03275   03277   03278 
IN  CHILDREN, DIARRHEA 
SEE  ALSO   CELIAC  DISEASE 

02840   03054   03056   03317*  03349 
IN  CHILDREN, DUODENUM 

02966 
IN  CHILDREN, DYSENTERY 

03349 
IN  CHILDREN, ESOPHAGUS 

02887 
IN  CHILDREN, GASTROINTESTINAL  DISEASES 

03379 
IN  CHILDREN, GASTROINTESTINAL  TRACT 

03326*  03346   03361 
IN  CHILDREN, HEPATITIS 

03158*  03225   03243   03244 
IN  CHILDREN, HERNIA 

03076*  03346   03435 
IN  CHILDREN, LARGE  INTESTINE 

03084* 
IN  CHILDREN, LIVER 

02838   03158*  03164*  03178 
IN  CHILDREN, MALABSORPTION 

03043*  03054   03057   03132* 
IN  CHILDREN, PANCREAS 

03130* 
IN  CHILDREN, PARASITIC  DISEASES 

03405 
IN  CHILDREN, SMALL  INTESTINE 

02627*  02763*  02961*  02963*  02979   03319*  03344 
IN  CHILDREN, STOMACH 

02818   02946 
IN  CHILDREN, TYPHOID  FEVER 

03334   03340   03422 
IN  CHILDREN, ULCERATIVE  COLITIS 

03117* 
IN  CHILDREN, VIRAL  HEPATITIS 

03245 
IN  CIRRHOSIS, ALCOHOL 

03208   03269   03271 
IN  CIRRHOSIS, ASCITES 

02797   03259* 
IN  CIRRHOSIS, CIRCULATION 

03270   03283* 
IN  CIRRHOSIS, METABOLIC  CHANGES 

02709*  02797   02812   03178   03236*  03249   03259*  03261* 

03273 
IN  CIRRHOSIS, METABOLISM 

02694* 
IN  DISEASE, STOMACH  SECRETION 

02682*  02817   02817   02913* 
IN  HEPATITIS, METABOLIC  CHANGES 

02812   03178   03235*  03236*  03249 
IN  JAUNDICE, SERUM  BILE  PIGMENTS 

03177   03184 
IN  LARGE  INTESTINE, FOREIGN  BODIES 

03107 
IN  LIVER  INJURIES, CONTRACEPTIVE  DRUGS 

03207   03222 
IN  MALABSORPTION  D I AGNOS IS, BIOPSY 

03058 
IN  MALABSORPTION  DIAGNOSIS, D  XYLOSE 

02815   03044*  03048   03259*  03425 
IN  MALABSORPTION  TREATMENT, ANT IBIOTICS 

03058 
IN  MALABSORPTION  TREATMENT, FOLIC  ACID 

03058 
IN  PANCREATITIS, CIRCULATION 

03153 
IN  PANCREATITIS, METABOLIC  CHANGES 

03148* 
IN  PEPTIC  ULCERS, AGE  FACTORS 

03016*  03024   03033 
IN  PEPTIC  ULCERS, CIRCULATION 

02685 


4SS»>:; 


IN  PURTAL  HYPERTENSION  TREATMENT , PORTACAVAL  SHUNT 

03286* 
IN  PREGNANCY, HEPATITIS 

03254 
IN  ULCERS, STRESS  FACTORS 

03010*  0303^1 
INFARCTION 
SEE  ALSO   CARDIOVASCULAR  SYSTEM 

02790 
INFECTIONS, ABDOMEN 
SEE  ALSO   PERITONITIS 

03110   03293   03^*01   03419 
INFLAMMATION 

02716   02R26   03094   03128*  03312   03433 
INSTRUMENTS 

02760*  02772   0277S   02949 
INSULIN 

02629*  02635   02662*  02668   02669*  02672*  02683*  02780 

03002*  03135   03187   03274 
INTESTINAL  RESECT  ION- INDUCED  SECONDARY  MALABSORPTION 

02980 
INTOLERANCE, MILK 

03057 
INTRINSIC  FACTOR, STOMACH 

02645   02676* 
INTUSSUSCEPTION 

02798   02995   03070*  03319*  03346 
ION  TRANSPORT 

02644   02646   02647   02667   02686   02688   02746   02912* 

03362 
IRON  ABSORPTION 

02643*  02649   02651   02689   03137   03208 
IRON  METABOLISM, L IVER 

02663*  03161*  03209 
IRON-DEFICIENCY  ANEMIA 

02643* 
ISCHEMIA 

02713   02714   02997   03155*  03324*  03409 


03157* 
03278 


JAUNDICE 

02751   02851   03126 

03250   03255   03275 
JAUNDICE  DIAGNOSIS 

02757*  02802   02813 

03207   03215   03217* 
JAUNDICE  ETIOLOGY 

03157*  03158*  03177 

03211 
JAUNDICE  PATHOLOGY 

03158*  03181   03194 
JAUNDICE  SYNDROMES 

03194   03195   03204 
JAUNDICE  TREATMENT 

03181   03184 
JAUNDICE, DISEASES  ASSOCIATED  WITH 

03  195 
JAUNDICE, NEONATAL 

03055   03158*  03184 
JAUNDICE,  OBSTRUCTIVE 

02641*  02783   02787   02819   02832 

03188   03189   03190   03215   03290* 
JAUNDICE. SERUM  BILE  PIGMENTS  IN 

03177   03184 
JEJUNUM 
SEE  ALSO   REGIONAL  ENTERITIS 
SEE  ALSO   SMALL  INTESTINE 


03181   03209   03230   03231 


02832   02852   03158*  03177   03181 


03181   03189   03190   03195   03205 


03215 


02852 
03300 


03158*  03166* 


02  640* 

02649   02654* 

02680* 

02  764* 

02774 

02881 

02928 

029  70 

02976   02985 

02992 

02994 

03038 

03  05  0 

03053 

03123 

03346   03416 

03423 

0  342  5 

03436 

KIDNEY 

02720 

02757*  03223 

KININS 

SEE  ALSO 

BRADYKININ 

02657 

KWASHIORKOR 

03425 

03442 

LACTASE 

02825 
LACTOSE  ABSORPTION 

02820   02825   03057 
LARGE  INTESTINE 
SEE  ALSO   COLITIS 


DIARRHEA 

DYSENTERY 

ENTEROCOLITIS 

ILEUS 

INTUSSUSCEPTION 

RECTUM 

SIGMOID 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

03062* 
LARGE  INTESTINE  ABSORPTION 

02646   02647   02689   02809 


03114   03413 


03089 
03325* 


LARGE  INTESTINE  ANOMALIES 

03086   03092 
LARGE  INTESTINE  ATRESIA 

03084* 
LARGE  INTESTINE  BIOCHEMISTRY 

02657   03102 
LARGE  INTESTINE  CANCER 

03061*  03072*  03087   03089 
LARGE  INTESTINE  CIRCULATION 

02656*  02742*  03353   03420 
LARGE  INTESTINE  DEVELOPMENT 

03071* 
LARGE  INTESTINE  DIAGNOSIS 

02853   02984   03078*  03086 

03103   03109   03121   03125 
LARGE  INTESTINE  DISEASES 

03060*  03089   03094   03097 

03331   03341   03374   03403 
LARGE  INTESTINE  DIVERTICULA 

03081*  03082*  03090   03322*  03364 
LARGE  INTESTINE  DIVERTICULITIS 

03081*  03083* 
LARGE  INTESTINE  FISTULAS 

02983   03070*  03078*  03080*  03436 
LARGE  INTESTINE  HISTOLOGY 

02993   03069*  03103   03105 
LARGE  INTESTINE  IMMUNOLOGY 

03124 
LARGE  INTESTINE  IN  CHILDREN 

03084* 
LARGE  INTESTINE  INJURIES 

02992   03070* 

<j;arge  intestine  microorganisms 

02739*  03059  03099   03111   03199 

LARGE  INTESTINE  MORPHOLOGY 

02646 

LARGE  INTESTINE  MOTILITY 

02656*  02657  03381   03429 

LARGE  INTESTINE  MUCOSA 

02646   02993  03067*  03094 

03429   03432 

LARGE  INTESTINE  NEOPLASMS 

03093  03104 

LARGE  INTESTINE  NEOPLASMS, BENIGN 

03094  03107 

LARGE  INTESTINE  NEOPLASMS. HAL IGNANT 

03061*  03080*  03087   03114   03393 
LARGE  INTESTINE  OBSTRUCTION 

02959*    02975      02984      03070*    03073* 

03141   03388   03413 
LARGE  INTESTINE  PATHOLOGY 

03069*  03094   03102   03105 
LARGE  INTESTINE  PERFORATION 

03070*  03107   03219* 
LARGE  INTESTINE  PERFUSION 

02656* 
LARGE  INTESTINE  POLYPS 

03093   03095   03104 
LARGE  INTESTINE  RADIOLOGY 

02853   02959*  03086   03089 
LARGE  INTESTINE  SECRETION 

02657 
LARGE    INTESTINE    SURGERY 

02775   02975   02984   03037 

03070*  03076*  03078*  03079*  03080* 

03084*  03092   03094   03098   03100 

03110   03112   03114   03122 

03388   03392   03393   03393 
LARGE  INTESTINE  TRANSPLANTATION 

02976   03396 
LARGE  INTESTINE  TREATMENT 

02914   03098   03388   03424 
LARGE  INTESTINE  ULCERS 

03097 
LARGE  INTESTINE  VOLVULUS 

02959*  03064*  03070* 
LARGE  INTESTINE. DISEASES  ASSOCIATED  H 

03126   03201 
LARGE  INTESTINE. DRUG  TREATMENT  OF 

03062* 
LARGE  INTESTINE. FOREIGN  BODIES  IN 

03107 
LARGE  INTESTINE. NERVOUS  CONTROL  OF 

02657   03060*  03069* 
LARGE  INTESTINE, TOXIC  EFFECTS  ON 

02993 
LEAD 

03165* 
LEPTOSPIROSIS 

03373   03406 
LIPID  ABSORPTION 

02648   02726   02727   02747   02861 

03200   03397 


03092 
03327* 


03093   03094 


03098   03103   03104   03110 


03349   03390   03429 


03119*  03121   03127   03392 


03413 

03076*  03092   03109 

03110   03121   03127 


03093   03103   03121   03125 


03061* 


03126 
03413 


03062* 

03081* 

03102 

03127 

03436 


03063*  03066 
03082*  03083 
03105  03107 
03315*  03338 


03022   03046   03049 


02831   03048   03429 


LIPID    METABOLISM 

026^8       02655       02666       0273<t 
LIPID    MFTABOLISM, LIVER 

02626*    026^8      02698*    02705* 
02806      02807      03192      C3397 
LIPIDS 

02623* 
LIVER 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
02828 


02747 
02707* 


02801   03049 
02724   02733 


03137 
02747 


02727  02729 
03041*  03126 
03224   03227 


02848      03175 


AMEBIASIS 
BILE 

BIL  lARY    TRACT 
BLOOD    COAGULATION 
CHOLESTASIS 
CIRRHOSIS 

GLYCOGEN  STORAGE  CIS 
HEMOSIDEROSIS 
HEPATITIS 
PORPHYRIA 

SULF08R0M0PHTHALEIN 
03264* 
LIVER  ABSCESSES 

03028   03113   03179   03201 
LIVER  AMINO  ACID  METABOLISM 

03261* 
LIVER  AMMONIA  EXCRETION 

02720   02827   03213 
LIVER  ANGIOGRAPHY 

02630   02819   02821 
LIVER  ANOMALIES 

03196 
LIVER  BIOCHEMISTRY 

02618*  02624*  02635 
02698*  02700*  02701*  02702* 
02710*  02711  02712  02713 
02720  02721  02722 
02765*  02771  02827 
03186  03187  03  191 
03223  03224  03227 
LIVER  BIOPSY 

02712   02765*  02769* 
03156*  03177   03182 
03220*  C3230   03251 
LIVER  CANCER 

02723   02729   02787 
03171*  03197   03198 
LIVER  CARBOHYDRATE  METABOLISM 
02702*  02705*  027C6*  02718 
LIVER  CARCINOGENESIS 

02696*  02718   02723   02725 
LIVER  CHEMICAL  COMPOSITION 

02624* 
LIVER  CHOLESTEROL  METABOLISM 

02548   02666   02707*  02747 
LIVER  CIRCULATION 


03216   03220* 


02639 


02726 
02830 
03194 
03273 

02771 

03183 
03273 

02 9 04* 
03203 


02694* 

02704* 

02714 

02727 

02838 

03209 


02799 
03186 
03275 

02921 
03214 


02695*  02696* 
02705*  02706* 
02715   02718 
02728   02732 
03154*  03169* 
03210   03213 


02805  02807 
03204  03208 
03281* 

03157*  03164* 
03232* 


02697* 

02709* 

02719 

02738* 

03170* 

03222 


02852 
03217* 


02724   02733   03192 


02807   03245 


LIVER  GLUCOSE  METABOLISM 

02713   02714 
LIVER  GLYCOGEN 

02700*  02704*  02706*  02727 
LIVER  HISTOLOGY 

02635   02696*  02718 

02811   02814   02852 

03194   03204   03209 

03402 
LIVER  IMMUNOLOGY 

02624*  02735   02793 

03399 
LIVER  IN  CHILDREN 

02838   03158*  03164*  03178 
LIVER  INJURIES 

02859   03155*  03162*  03191 

03231 
LIVER  INJURIES, CONTRACEPTIVE  DRUGS  IN 

03207   03222 
LIVER  INJURIES, DRUG-INDUCED 

02699* 
LIVER  IRON  METABOLISM 

02663*  03161*  03209 
LIVER  LIPID  METABOLISM 

02626*  02648   02698*  02705*  02707* 

02806   02807   03192   03397 
LIVER  METABOLISM 

02665   02698*  02700*  02704*  02705* 

02711   02712   02713   02714   02719 

02834   03154*  03172*  03213 
LIVER  MICROORGANISMS 

03126   03240* 
LIVER  MORPHOLOGY 

02630   02631   03180   03186 
LIVER  NEOPLASMS 

02634   02704*  02724   02729 
LIVER  NEOPLASMS, MALIGNANT 

02626*  02723   02725   02809 

03198   03203   03214   03402 
LIVER  NUCLEIC  ACID  METABOLISM 

02713   02714   03273 
LIVER  PATHOLOGY 

02622*  02630 

02834   02852 

03185   03191 

03224   03225 

03286* 
LIVER  PERFUSION 

02708*  02719 
LIVER  PHOSPHOLIPID  METABOLISM 

02625*  02707* 
LIVER  PLASMA  PROTEINS 

02539   02721 
LIVER  PROTEIN  METABOLISM 


02730  02732  02806 
03161*  03167*  03186 
03230   03273   03278 


02811   02812   03182   03246   03387 


03224   03225   03228   03229 


02724   02733   02747 


02705*  02707*  02708* 
02720   02721   02728 
03235*  03237* 


03201 


02848 


02852 


02641*  02665   02599* 
03150*  03170*  03176 
03192   03193   03194 
03232*  03238*  03246 


02721   02735   03155* 


03222 

02851   03164*  03185 

02921      03171*    03197 


02704*  02765*  02827 

03180  b3183   03184 

03201  03208   03216 

03247  03249   03278 


02621* 

02531 

02703* 

02713 

02714 

02744 

02  749 

02848 

02594* 

02697* 

02717 

02721 

03137 

03249 

03155* 

03159* 

03167* 

03191 

03195 

03268 

03283* 

LIVER  RADIOLOGY 

LIVER  COMA 

SEE  ALSO 

LIVER 

DIAGNOSIS 

0 

02885 

03199 

03212 

03228 

03258* 

02630 

02799 

02809 

02821 

02835 

02848 

02  854  ' 

03175 

LIVER  COPPER  METABOLISM 

03216 

02597* 

02788 

02830 

03183 

LIVER  REGENERATION 

LIVER  CYSTS 

02730 

03164* 

03175 

03180 

03352 

LIVER  RETICULOENDOTHELIAL  SYSTEM 

LIVER  DIAGNOSIS 

02735 

03227 

02757* 

02765* 

02770 

02790 

02799 

02805 

02806 

02807 

LIVER  SECRETION 

02809 

02811 

02819 

02821 

02829 

02833 

02834 

02835 

02834 

02835 

02838 

02842 

02848 

02850 

02851 

02852 

02854 

LIVER  SERUM  ENZYMES 

02968 

03118* 

03156* 

03166* 

03175 

03178 

03183 

03214 

SEE  ALSO 

ALKALINE  PHOSPHATASE 

03216 

03217* 

03220* 

03225 

03233* 

03246 

SEE  ALSO 

LIVER 

DISEASE  DIAGNOSIS 

LIVER  DISEASE  DIAGNOSIS 

02808 

02813 

02814 

02829 

02838 

02842 

02851 

03131* 

SEE  ALSO 

LIVER 

FUNCTION  TESTS 

03186 

03214 

03215 

03218* 

03222 

03233* 

03237* 

03246 

02  759* 

02808 

02812 

02813 

02814 

02819 

02829 

03171* 

03411 

LIVER  DISEASE  ETIOLOGY 

LIVER  SURGERY 

03215 

02630 

02727 

03150* 

03162* 

03163* 

03164* 

03169* 

03173 

LIVER  DISEASE  TREATMENT 

0  3174 

03175 

03197 

03203 

03215 

03226 

03229 

03352 

02530 

03161* 

03178 

03184 

03216 

03220* 

LIVER  TRANSPLANTATION 

LIVER  DISEASES 

03155* 

03162* 

03167* 

03182 

03212 

02622* 

02565 

02770 

02787 

02790 

02827 

02829 

02836 

LIVER  TRAUMA 

02  850 

02851 

02852 

02885 

03023 

03028 

03113 

03126 

03160* 

03164* 

03229 

03158* 

03164* 

03170* 

C3175 

03176 

03178 

03180 

03181 

LIVER  TREATMENT 

03183 

03185 

03194 

03199 

03200 

03201 

03203 

03212 

03160* 

03181 

03229 

03213 

03215 

03225 

03238* 

03275 

03277 

03278 

03279 

LIVER  ULTRASTRUCTURE 

03281* 

03387 

02618* 

02639 

02  694* 

02717 

02718 

02726 

02728 

02729 

LIVER  ENZYMES 

02852 

03125 

03167* 

03185 

03186 

03187 

03194 

03204 

02618* 

02535 

02639 

02641* 

02695* 

02695* 

02698* 

02701* 

03222 

03227 

02705* 

02706* 

02708* 

U2709* 

02710* 

02711 

02713 

02714 

LIVER, AGE 

EFFECTS  ON 

02715 

02717 

02718 

02719 

02722 

02732 

02738* 

02765* 

03195 

02  771 

02829 

03166* 

03169* 

03182 

03209 

03223 

03227 

LIVER, ALCOHOL  EFFECTS  ON 

03245 

02700* 

02719 

02811 

03218* 

03221* 

03260* 

03271 

LIVER  FUNCTION  TESTS 

LIVER, AMEBIASIS 

EFFECTS 

ON 

02622* 

02641* 

02665 

02703* 

02721 

02757* 

02793 

02797 

03201 

03216 

03220* 

02  799 

02805 

02829 

02833 

02834 

02836 

02844 

03046 

LIVER, DISEASES  ASSOCIATED  WITH 

03156* 

03158* 

03156* 

03169* 

03171* 

03172* 

03186 

03191 

03126 

03199 

03202 

03216 

03254 

03207 

03210 

03218* 

03233* 

0  32  3  5* 

03237* 

03251 

03251* 

LIVER, DRUG  EFFECTS  ON 

03264* 

1 

03278 

032R3* 

02599* 

02700* 

02701* 

02706* 

03157* 

03182 

03211 

02814   03187   03192 


02717 

02719 

02722 

02734 

02793 

03207 

03211 

03215 

03218* 

03222 

03228 

C3230 

03231 

03246 

LIVER, DRUG  TREATMENT  OF 

03182   03199   03237* 
LIVER, FATTY 

02709*  02806   02807   02812 
L IVER, HORMONAL  CONTROL  OF 

02695*  03237* 
L IVER, RADIATION  EFFECTS  ON 

02722 
LIVER. TOXIC  EFFECTS  ON 

02710*  02711   02714 

02S05   03165*  03205 

03223   03224   03227 
LUPOID  HEPATITIS 

02811 
LYMPH 

02  82  8 
LYMPH  NODES 

02972   02993 
LYMPH  NOCES, MESENTERY 

02933   C2940   03050 
LYMPHOGRAPHY  IN  CANCER  DIAGNOSIS 

02  845 
LYMPHOMA 

02845   02954   03050 
LYMPHOSARCOMA 

02852   02972 


MALABSORPTION 
SEE  ALSO   SMALL  INTESTINE 

02825   02844   02906*  02985   03051   03442 
MALABSORPTION  DIAGNOSIS 

02861   02906*  03040*  C3044*  03200 
MALABSORPTION  DI AGNOS IS, B lOPSY  IN 

0305B 
MALABSORPTION  DIAGNOSIS, D  XYLOSE  IN 

02815   03044*  03048   03259*  03425 
MALABSORPTION  ETIOLOGY 

03041*  03042*  03045*  03059   03200 
MALABSORPTION  IN  CHILDREN 

03043*  03054   03C57   03132* 
MALABSORPTION  TREATMENT 

02980   03043*  03048 
MALABSORPTION  TREATMENT , ANT  I BIOT ICS  IN 

03058 
MALABSORPTION  TR EATMENT , D lETARY 

03049 
MALABSORPTION  TREATMENT, FOL IC  ACID  IN 

03058 
MALABSORPTION, BLIND  LOOP-INOUCEO 

03047 
MALABSORPTION, BLIND  LOOP-INDUCED  SECONDARY 

03043* 
MALABSORPTION, DISEASES  ASSOCIATED  WITH 

03200 
MALAB SORPTION, GASTRECTOMY- INDUCED 

02906* 
MALABSORPTION, INTESTINAL  RESECTION-INDUCED  SECONDARY 

02  980 
MALAB SORPTION, PR  I  MARY 

02763*  02810   03039*  03040*  03045*  03046   03050   03053 

03054   03056   03057   03C58   03059   03391 
MALABSORPTION, SECONDARY 

03022   03041*  03405 
MALIGNANT  ANUS  NEOPLASMS 

03077* 
MALIGNANT  BILIARY  TRACT  NEOPLASMS 

03291   03303   03310 
MALIGNANT  ESOPHAGUS  NEOPLASMS 

02804   02B71*  02883   02890   02891   02896   02954 
MALIGNANT  GASTROINTESTINAL  NEOPLASMS 

02786   03371   03393 
MALIGNANT  LARGE  INTESTINE  NEOPLASMS 

03061*  03080*  03087   03114   03393   03413 
MALIGNANT  LIVER  NEOPLASMS 

02626*  02723   02725   02809   02852   02921   03171*  03197 

03198   03203   03214   03402 
MALIGNANT  PANCREAS  NEOPLASMS 

02758*  02921   03138 
MALIGNANT  RECTUM  NEOPLASMS 

03061* 
MALIGNANT  SMALL  INTESTINE  NEOPLASMS 

02774   02957*  02968   02972   02982   03038   03121   03413 
MALIGNANT  STOMACH  NEOPLASMS 


02974   02978   02981   02989   02990 


02847   02896 

02922 

02933 

02934 

02935 

02  93  6 

02937 

02938   02939 

02940 

C2941 

02942 

02943 

02944 

02945 

02948   02950 

02  9  54 

02955 

MALNUTRITION 

03151   03333 

03408 

03415 

03425 

03442 

MARKER  STUCIES 

02756*  02759* 

02773 

02774 

02793 

02803 

02805 

02820 

02821   02834 

02846 

02956 

03121 

03180 

03306 

03433 

03086 

03368   03391 


02723   02725   03235* 


03259* 


HECKELS  DIVERTICULUM 

02798   02969   02971 

02991 
MEGACOLON 

03100 
MELENA 

03151 
MERCURY 

02805 
MESENTERY 

03377 
MESENTERY  CIRCULATION 

02621*  02997   03353 
MESENTERY  CYSTS 

03352 
MESENTERY  DIAGNOSIS 

03418 
MESENTERY  LYMPH  NODES 

02933   02940   03050 
MESENTERY  NEOPLASMS,  BENIGN 

03418 
MESENTERY  RADIOLOGY 

03418 
MESENTERY  SURGERY 

03352   03418 
MESENTERY  VASCULAR  DISEASES 

03324*  03325*  03353   03418 
METABOLIC  BALANCE  STUDIES 

02665 
METABOLIC  CHANGES  IN  CIRRHOSIS 

02709*  02797   02812   03178   03236*  03249 

03273 
METABOLIC  CHANGES  IN  HEPATITIS 

02812   03178   03235*  03236*  03249 
METABOLIC  CHANGES  IN  PANCREATITIS 

03148* 
METABOLIC  CHANGES, GASTRECTOMY- INDUCED 

02682* 
METABOLIC  EFFECTS  OF  MICROORGANISMS 

02739*  02754 
METABOLISM  IN  CIRRHOSIS 

02694* 
METABOLISM, AMINO  ACID 

02682*  02713   02714 
METABOLISM, CARBOHYDRATE 

02668   03053   03137 
METABOLISM, ELECTROLYTE 

02686   02796   03148*  03362 
METABOLISM, LIPID 

02648  02665   02666 
METABOLISM, PROTEIN 

02665   03042*  03386 
METASTATIC  CANCER 

02787   02809   02852 

02936   02940   02941 

03087   03198   03203 
MICROORGAMSMS 
SEE  ALSO   AMEBIASIS 
CHOLERA 
LEPTOSPIROSIS 
SALMONELLOSIS 
SHIGELLOSIS 

03316*  03384 
MICROORGANISMS, GASTROINTESTINAL 

02754   02755   02840   03359   03361   03367 
MICROORGANISMS, LARGE  INTESTINE 

02739*  03059   03099   03111   03199   03349 
MICROORGANISMS, LIVER 

03126   03240* 
MICROORGANISMS, METABOLIC  EFFECTS  OF 

02739*  02754 
MICR0ORGANISMS,NORMAL 

02739* 
MICRCORGANISMS, SHALL  INTESTINE 

02739*  03047   03059   03349   03390   03429 
MICROSCOPY, ELECTRON 

02625*  03168* 
MILK  INTOLERANCE 

03057 
MINERAL  ABSORPTION 

SEE   TRACE  ELEMENT  AND  MINERAL  ABSORPTION 
MINERAL  ABSORPTION, TRACE  ELEMENT  AND 

02649  02651   02689   02788   02830   02942 
03137   03183   03208 

MINERAL  DEFICIENCIES, TRACE  ELEMENT  AND 

03415 
MITOSIS 

03402 
MOTILITY 

SEE   SMOOTH  MUSCLE 
MOTILITY  MEASUREMENT  TECHNIQUES 

02760*  02761*  02816 
MOTILITY  PRESSURE  STUDIES 
SEE  ALSO   BILIARY  TRACT  MOTILITY 


03259*  03261 


03377 


02734   02747   02801   03049   03131 


02891 
02945 
03393 


02900*  02903* 
02950   02955 


02921 
02968 


0293- 
0307 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


03433 
03390 


0342' 


02943   03041 


SEE  ALSC 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


MOTILITY  PRESSURE  STUDIES 
CONT INUEO 

ESOPHAGUS  MOTILITY 
GALLBLADDER  MOTILITY 
GASTROINTESTINAL  MOT 
LARGE  INTESTINE  MOTI 
SMALL  INTESTINE  MOTI 
STOMACH  MOTILITY 

02656*  02760*  02761*  02816 
MOTILITY. BILIARY  TRACT 

02652*  02816   0328'>*  03292 
MOTILITY, DRUG  EFFECTS  ON 

02652*  02653*  02659   02762* 
MOTILITY, CUOUENUM 

02655*  02658   03292 
MOTILITY, ESOPHAGUS 

02638   02759*  02761*  02875 
MOTILITY, GALLBLADDER 

02652*  02816 
MOTIL  ITY. GASTROINTESTINAL 

02660   02755   02760*  03363 
MOTILITY, LARGE  INTESTINE 

02656*  02657   03381   03429 
MOTILITY, NERVOUS  CONTROL  OF 

03385 
MOTILITY, SMALL  INTESTINE 

02649       02653*    02654*    02657 

03020   03381   03429 
MOTILITY, STOMACH 

02659   02668   02687 

03003*  03014*  03020 
MUCOPOLYSACCHARIDES 

03401 
MUCOSA, DUODENUM 

02789   03046 
MUCOSA, ESOPHAGUS 

02638   02759*  02878 
MUCOSA, GALLBLADDER 

03312 
MUCOSA, GASTROINTESTINAL 

02632   02661   02742*  02753 

03433 
MUCOSA, LARGE  INTESTINE 

02646   02993   03067*  03094 

03429   03432 
MUCOSA, RECTUM 

03067*  03099   03116* 
MUCOSA, SMALL  INTESTINE 

02623*  02651   02736*  02740* 

02990   02993   03050   C3053 

03425   03429   03432 
MUCOSA, STOMACH 

02620*  02628*  02629*  02633 

02675*  02683*  02685   C2687 

02899*  02912*  02933   02935 

02964*  03000*  03001*  03014* 
MUCOVISCIDOSIS 

02796   02979   03130*  03132* 
MUSCLE  PHARMACOLOGY, SMOOTH 

02659   02902* 
MUSCLE  PHYSIOLOGY, SMOOTH 

02653*  II2656*  02658   02659 
MUSCLE, SMOOTH 

02638   02661 


ILITY 

LITY 

LITY 


03365   03379 


02761* 
03292 


02889 


02767* 
03432 


02762*  02789   02973 
02875   02879   02924 


03054   03110   03369   03432 


03119*  03121   03127   03392 


02743* 

02774 

02775 

02988 

03054 

03058 

03392 

03423 

02643* 

02670* 

02671* 

02673* 

02688 

02741* 

02878 

02898* 

02944 

02951 

02952 

02953 

03015* 

03019 

03432 

03140   03141   03200 


02966   03144*  03199   03212   03228   03230   03253 


NECROSIS 

02775 

03278 
NEONATAL  JAUNDICE 

03055   03158*  03184 
NEOPLASMS, ABDOMEN 

03372   03401 
NEOPLASMS, BENIGN  ABDOMEN 

03070* 
NEOPLASMS,  BENIGN    BILIARY    TRACT 

03310 
NEOPLASMS. BENIGN    DUODENUM 

02987 
NEOPLASMS, BENIGN    ESOPHAGUS 

02822 
NEOPLASMS, BENIGN  GASTROINTESTINAL 

02786   03369 
NEOPLASMS, BENIGN  LARGE  INTESTINE 

03094   03107 
NEOPLASMS, BENIGN  MESENTERY 

03418 
NEOPLASMS,  BENIGN  SMALL  INTESTINE 

02957*  02965   02976 
NEOPLASMS, BENIGN  STOMACH 

02930   03018 
NEOPLASMS, BILIARY  TRACT 

02904* 
NEOPLASMS,  ESOPHAGUS 

02  869* 


02848   02851   03154*  03185 


02896   02954 


03413 
02852   02921   03171*  03197 


03038   03121   03*13 


02934 
02942 


02935 
02943 


02936 
02944 


NEOPLASMS, GASTROINTESTINAL 

02947  03095   03401 
NEOPLASMS, LARGE  INTESTINE 

03093   03104 
NEOPLASMS, LIVER 

02634   02704*  02724   02729 
NEOPLASMS, MALIGNANT  ANUS 

03077* 
NEOPLASMS, MALIGNANT  BILIARY  TRACT 

03291   03303   03310 
NEOPLASMS, MALIGNANT  ESOPHAGUS 

02804   02871*  02883   02890   02891 
NEOPLASMS, MALIGNANT  GASTROINTESTINAL 

02786   03371   03393 
NEOPLASMS, MALIGNANT  LARGE  INTESTINE 

03061*  03080*  03087   03114   03393 
NEOPLASMS, MALIGNANT  LIVER 

02626*  02723   02725   02809 

03198   03203   03214   03402 
NEOPLASMS, MALIGNANT  PANCREAS 

02758*  02921   03138 
NEOPLASMS, MALIGNANT  RECTUM 

0  3061* 
NEOPLASMS. MALIGNANT  SMALL  INTESTINE 

02774   02957*  02968   02972   02982 
NEOPLASMS, MALIGNANT  STOMACH 

02847   02896   02922   02933 

02938   02939   02940   02941 

02948  02950   02954   02955 
NEOPLASMS, RECTUM 

03104 
NEOPLASMS, SALIVARY  GLAND 

03414 
NEOPLASMS, STOMACH 

02847   02947 
NERVOUS  CONTROL  OF  ANUS 

03106 
NERVOUS  CONTROL  OF  ESOPHAGUS 

02638   02880   02882 
NERVOUS  CONTROL  OF  GASTROINTESTINAL  TRACT 

02660   02661   03021 
NERVOUS  CONTROL  OF  LARGE  INTESTINE 

02657   03060*  03069* 
NERVOUS  CONTROL  OF  MOTILITY 

03385 
NERVOUS  CONTROL  OF  SECRETION 

03385 
NERVCUS  CONTROL  OF  SMALL  INTESTINE 

02657 
NERVOUS  CONTROL  OF  STOMACH 

02633   02879   02924   02930   02949   03020 
NERVOUS  CONTROL  OF  STOMACH  SECRETION 

02669*  02817   02926   03003*  03019 
NERVOUS  SYSTEM,  AUTONOMIC 

02865*  02973   03060*  03109 
NERVOUS  SYSTEM, CENTRAL 

02790   02927   03003*  03010* 
NEUROHUMORAL  AGENTS 

02908* 
NEUROMUSCULAR  DISEASES 

02790   03370 
NORMAL  _MICROORGANISMS 

02739* 
NUCLEIC    ACID   METABOL ISM.L IVER 

02713      02714      03273 
NUTRITION 
SEE    ALSO      KWASHIORKOR 
SEE    ALSO      MALABSORPTION 
SEE    ALSO      OBESITY 

02906*    02961*    03203      03264*    03272      03280 


OBESITY 

02747   02975   03362 
OBSTRUCTION, BILIARY  TRACT 

02783   03144*  03189   03285*  03289*  03300 
OBSTRUCTION, DUODENUM 

03145* 
OBSTRUCT  I  ON, ESOPHAGUS 

02884   02894   02897 
OBSTRUCT  I  ON, GALLBLADDER 

03311 
OBSTRUCT  I  ON, GASTROINTESTINAL 

02916   02917   02984 
OBSTRUCT  ION, LARGE  INTESTINE 

02959*  02975   02984   03070*  03073*  03076*  03092 

03141   03388   03413 
OBSTRUCT  I  ON, PANCREAS 

02837 
OBSTRUCT  I  ON, PYLORIC 

02911*  02927   03301 
OBSTRUCTION, SMALL  INTESTINE 

02774   02957*  02959*  02963*  02965 

02978   02979   02984   02989   02990 

03047   03140   03141   03388   03413 


02937 
02945 


03026 


02967 
02994 
03434 


02969 
02995 


03109 


02974 
02996 


■ms^^m:: 


OBSTRUCT  ION, STOMACH 

02918 
OBSTRUCTIVE  JAUNDICE 

026A1*  02783   02787   02819 

03188   03189   03190   03215 
ODDI, SPHINCTER  OF 
SEE  ALSO   BILIARY  TRACT 

02843   02856   03145*  03151 

03305 
OMENTUM 

03352 

PAIN, ABDOMEN 

02770   02776   02858   02915 

03151  03217*  03298   03314* 
03431 

PANCREAS  AMYLASE  SECRETION 

03131*  03135   03266* 

PANCREAS  ANGIOGRAPHY 

02795  03138      03153 

PANCREAS  ANOMALIES 

03140 

PANCREAS  BICARBONATE  SECRETION 

03131* 

PANCREAS  BIOCHEMISTRY 

02776  02837   03130*  03134* 

PANCREAS  BIOPSY 

02839 

PANCREAS  CALCULI 

03152  03306 
PANCREAS  CANCER 

02756*  02785   03136 
PANCREAS  CIRCULATION 

02621* 
PANCREAS  CYSTS 

02776   02785   03139 
PANCREAS  DIAGNOSIS 

02691*  02692*  02758*  C2785 

02839   02843   02844 
PANCREAS  DISEASES 

02691*  02692*  02776 

03137   03138   03141 
PANCREAS  DUCTS 

03143* 
PANCREAS  ENZYMES 

02691*  02692*  02776 

03133*  03134*  03138 
PANCREAS  FISTULAS 

02693   02782 
PANCREAS  HISTOLOGY 

02636   02837   03200 
PANCREAS  IN  CHILDREN 

03130* 
PANCREAS  INJURIES 

03142   03144* 
PANCREAS  MORPHOLOGY 

02693   02782   03200 
PANCREAS  NEOPLASMS, MAL IGNANT 

02758*  02921   03138 
PANCREAS  OBSTRUCTION 

02837 
PANCREAS  PATHOLOGY 

02782   02839   03135 
PANCREAS  RADIOLOGY 

02758*    02782       02785 
PANCREAS    SECRETION 

02693   02837   03019 

03236*  03274 
PANCREAS  SURGERY 

02693   03128*  03129*  03137 
PANCREAS  TRANSPLANTATION 

03129*  03135 
PANCREAS  TRAUMA 

03142 
PANCREAS  TRYPSlr^  SECRETION 

02692*  03138 
PANCREAS  ULTRA5TRUCTURE 

02636 
PANCREAS, DISEASES  ASSOCIATED  WI 

03137 
PANCREAS, DRUG  TREATMENT  OF 

02668 
PANCREAS, HORMONAL  CONTROL  OF 

02662* 
PANCREATITIS 

03137   03146* 
PANCREATITIS  DIAGNOSIS 

02691*  02692*  02785 
PANCREATITIS  ETIOLOGY 

03144*  03145* 
PANCREATITIS  SURGERY 

03150 
PANCREATITIS  TREATMENT 
03143*  03148* 


02832   02852 
03290*  03300 


03158*  03166* 


03282*  03289*  03292   03297 


02973 
0332  7* 


02983 
03364 


03031   03050 
03367   03370 


03137   03138   03236* 


03138   03157*  03189 


03352 


03131* 


02844 
C3378 


02796 
03143* 


02795 
03136 


02796 
03142 


02796   02837 
03151   03153 


02861   02979   03132*  03135 


02837 
03236* 


02844   03129*  03130* 


03274 


02795 


03129* 


02844 
0  3134* 


03136 
03135 


03143*  03153 
03137   03143* 


03139   03142   03143*  03352 


03147*  03150 


PANCREATI 

02691* 

03153 
PANCREATI 

03151 
PANCREATI 

02691* 
PANCREATI 

03153 
PANCREATI 

03145* 
PANCREATI 

03148* 
PANCREC2Y 

02655* 

PARACENTE 

SEE   ABD 

PARASITES 

SEE   AME 

PARASITIC 

03320* 
PARASITIC 

03320* 
PARASITIC 

03176 
PARASITIC 

03441 
PARASITIC 

03356 
PARASITIC 

02750 
PARASITIC 

03405 
PARASITIC 

03060* 

PARASITIC 

SEE   AME 


TIS, ACUTE 
02692*  03129*  03138   03144*  03147*  03148*  03149* 

TIS, ALCOHOLIC 

TIS, CHRONIC 

02692*  03138   03143*  03150   03151   03152   03439 
TIS, CIRCULATION  IN 

TIS, DISEASES  ASSOCIATED  WITH 

03149*  03343 
TIS, METABOLIC  CHANGES  IN 

MIN 

02691*  02692*  03130*  03131*  03133*  03134* 
SIS, ABDOMEN 
CMEN  DIAGNOSIS 

ANO  PARASITIC  DISEASES 
BIASIS 

DISEASE  DIAGNOSIS 

03404 

DISEASE  EPIDEMIOLOGY 

03341   03342   03406 

DISEASE    PATHOLOGY 


03410   03441 


DISEASE  PREVENTION 

DISEASE  TREATMENT 

03357   03358   03373   03375 

DISEASES 

02898*  03176   03201   03331 

DISEASES     IN    CHILDREN 


03424   03441 
03341   03342 


DISEASES, DISEASES  ASSOCIATED  WITH 


DISEASES, PARASITES  ANO 
BIASIS 


03028   03032 


03029   03033   03439 


03032 


02901*  02924 
03021 


02925 
03022 


02926   02941 
03024   03027 


PARATYPHOID  FEVER 
SEE  ALSO   SALMONELLOSIS 

03380 
PENTAGASTRIN 

02672*  02673*  02674*  02677*  02679*  02683*  02684*  02690 
PEPSIN  SECRETION, STOMACH 

02669*  02672*  02674*  02676*  02899*  03000* 
PEPTIC  ULCER  COMPLICATIONS 

03012*  03016*  03023   03027 
PEPTIC  ULCER  DIAGNOSIS 

02841   03004*  03031 
PEPTIC  ULCER  EPIDEMIOLOGY 

03029 
PEPTIC  ULCER  ETIOLOGY 

03002*  03008*  03010*  03019 
PEPTIC  ULCER  PATHOLOGY 

02937   03019   03402 
PEPTIC  ULCER  PERFORATION 

03011*  03016*  03027   03031 
PEPTIC  ULCER  RADIOLOGY 

02841 
PEPTIC  ULCER  SURGERY 

02762*  02879   02880 

03003*  03006*  03007*  03017 

03402 
PEPTIC  ULCER  TREATMENT 

02899*  02998*  02999*  03000*  03001*  03003*  03006*  03007* 

03008*  03012*  03017   03024   03025   03365 
PEPTIC  ULCERS 

02682*  02780   02872   02995 

03206   03351   03355   03378 
PEPTIC  ULCERS, AGE  FACTORS  IN 

03016*  03024   03033 
PEPTIC  ULCERS, BLEEDING 

03011*  03012*  03351 
PEPTIC  ULCERS, CIRCULATION  IN 

02685 
PEPTIC  ULCERS, DISEASES  ASSOCIATED  WITH 

02937   03029 
PEPTIC  ULCERS, HORMONAL  CONTROL  OF 

03030 
PERISTALSIS 

02638   02653*  02658 

03363 
PERITONEOSCOPY 

02781   02791 
PERITONEUM 

02766*  02977   03330 
PERITONEUM  DIAGNOSIS 

02781   03401 
PERITONEUM  RADIOLOGY 

SEE   PERITONEUM  DIAGNOSIS 
PERITONITIS 

02928   03070*  03083*  03113 

03330   03343   03401   03419 


03017   03023   03026   03030 


02659   02760*  02  789   02917   02924 


03401 


032C1 
03434 


03220*  03313*  03329 


03214   03215 


02752 
03437 


02811   02812   03004* 


PERITONITIS  TREATMENT 

03091 
PERITONITISf BILE 

03293 
PERITONITIS, BILIARY  TRACT 

03293 
PERNICIOUS  ANEMIA 

03014* 
PERSONALITY  FACTORS 

03060* 
PHOSPHATASE, ALKAL INE 

02641*  02718   02813   02851 
PHOSPHOLIPID  METABOLISM, L IVER 

02626*  02707* 
PLASMA  ENZYMES 

03223 
PLASMA  PROTEINS 

02624*  02721   02731   02751 
03042*  03218*  03249   03386 
PLASMA  PROTEINS, LIVER 

02639   02721 
POLYPOSIS 

02935 
PCLYPOSIS,RECTOLOLONIC 

03  104 
POLYPS, DUODENUM 

02987 
POLYPS, LARGE  INTESTINE 
03093   03095   03104 
POLYPS, RECTUM 

03088 
POLYPS, STOMACH 

02911*  02935   02986 
PORPHYRIA 

02770   03154*  03412 
PORTACAVAL  SHUNT 

02885   03133*  03202   03258*  03268 
PORTACAVAL  SHUNT  IN  PORTAL  HYPERTENSION  TREATMENT 

03286* 
PORTAL  CIRCULATION 

02703*  02744   03167*  03172*  03196 
PORTAL  HYPERTENSION 

03172*  03202   03262*  03274 
PORTAL  HYPERTENSION  DIAGNOSIS 

02821   02831 
PORTAL  HYPERTENSION  ETIOLOGY 

03286* 
PORTAL  HYPERTENSION  PATHOLOGY 

03206 
PORTAL  HYPERTENSION  TREATMENT 

02B48   02885   03258*  03268   03286* 
PORTAL  HYPERTENSION  TREATMENT, PORTACAVAL  SHUNT  IN 

03286* 
PORTAL  HYPERTENSION. DISEASES  ASSOCIATED  WITH 

03196 
POTASSIUM 

02687   03362 
r-OTASSIUM  ABSORPTION 

02646   02667   03202   03362   03362 
POUCH  STUDIES, HEIDENHAIN 

02669*  02680*  02684*  02741*  02964* 
PREGNANCY 

02650   02744   02967   03160*  03177 
r-REGNANCY, HEPATITIS  IN 

03  2  54 
PRESSURE  STUDIES, MOTILITY 
SEE  ALSO   BILIARY  TRACT  MOTILITY 
ESOPHAGUS  MOTILITY 
GALLBLADDER  MOTILITY 
GASTROINTESTINAL  MOTILITY 
LARGE  INTESTINE  MOTILITY 
SMALL  INTESTINE  MOTILITY 
STOMACH  MOTILITY 
02656*  02760*  02761*  02816   02912* 
PREVENTION, PARASITIC  DISEASE 

03441 
PREVENT  I  ON, SALMONELLOSIS 

02619*  03332 
PRIMARY  MALABSORPTION 

02763*  02810   03039*  03040*  03045*  03046 
03054   03056   03057   03058   03059   03391 
PROSTHESIS, ESOPHAGUS 

02881 
PROTEIN  ABSORPTION 

02763*  03022   03386 
PROTEIN  DIGESTION 

02763* 
PROTEIN  METABOLISM 

02665   03042*  03386 
PROTEIN  METABOLISM, LIVER 

02694*  02697*  02717   02721   03137   03249 
PROTEIN  SYNTHESIS 
02729   03386 


03179   03193   03337 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


03050   03053 


02811   02812   0300** 


03199   03366   03379   03389   03394 


PROTEIN-LOSING  ENTEROPATHY 

02810   03042*  03055   03267*  03386 
PROTEINS, LIVER  PLASMA 

02639   02721 
PROTEINS, PLASMA 

02624*  02721   02731   02751   02752 

03042*  03218*  03249   03386   03437 
PRURITIS  ANI 

03099 
PSYCHOLOGICAL  FACTORS 

02919   03060*  03125 
PSYCHOLOGICAL  STUDIES 
SEE   PEPTIC  ULCERS 
SEE   ULCERATIVE  COLITIS 
PYLORIC  A^TRUM 

03008* 
PYLORIC  OBSTRUCTION 

02911*  02927   03301 
PYLOROPLASTY 

02924   02926   02932   03008*  03032 

RADIATION  EFFECTS  ON  LIVER 

02722 
RADIATION  THERAPY  IN  CANCER  TREATMENT 

02883   02896   02950 
RADIATION, TOXIC  EFFECTS  OF 
SEE  ALSO   TOXIC  EFFECTS  ON  ESOPHAGUS 
SEE  ALSO   TOXIC  EFFECTS  ON  GASTROINTESTINAL 
SEE  ALSO   TOXIC  EFFECTS  ON  LARGE  INTESTINE 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 
SEE  ALSO   TOXIC  EFFECTS  ON  SMALL  INTESTINE 
SEE  ALSO   TOXIC  EFFECTS  ON  STOMACH 
02664 
RADIOISOTOPE  STUDY  TECHNIOUES 

SEE   TRACER  STUDIES 
RADIOLOGY  IN  BLEEDING  DIAGNOSIS 

03328* 
RADIOLOGY  IN  CANCER  DIAGNOSIS 

02758*  02845   03089   03290* 
RADIOLOGY, ABDOMEN 
SEE  ALSO   ABDOMEN  DIAGNOSIS 
02766*  02775   02826   02859 
03430   03435 
RADIOLOGY, ANUS 

SEE   ANUS  DIAGNOSIS 
RADIOLOGY, BILIARY  TRACT 
SEE  ALSO   BILIARY  DISEASE  DIAGNOSIS 
02756*  02784   02785   02800   02819 
03028   03281*  03284*  03290*  03299 
RADIOLOGY, DUODENUM 

02773   02982   02986 
RADIOLOGY, ESOPHAGUS 

02804   02822   02863*  02870*  02887 
03269 
RADIOLOGY, GALL  BLADDER 

02756*  03309   03311 
RADIOLOGY, GASTROINTESTINAL 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 
02777   02778   02841   02846   02849 
02956   02986   03115   03322*  03363 
RADIOLOGY, LARGE  INTESTINE 

02853   02959*  03086   03089 
RADIOLOGY, LIVER 
SEE  ALSO   LIVER  DIAGNOSIS 
02630   02799   02809   02821 
03216 
RADIOLOGY, MESENTERY 

03418 
RADIOLOGY, PANCREAS 

02758*  02782   02785 
RADIOLOGY, PEPTIC  ULCER 

02841 
RADIOLOGY, PERITONEUM 

SEE   PERITONEUM  DIAGNOSIS 
RADIOLOGY, SMALL  INTESTINE 

02658  02763*  02774   02789 
02976   02980   02985 

RADIOLOGY, STOMACH 

02659  02768*  02792 
02986   03123   03269 

RADIOTELEMETRY 

02760*  02818 
RADIOTHERAPY  IN  CANCER  TREATMENT 

02871*  02907* 
RECTOLOLONIC  POLYPOSIS 

03104 
RECTUM 
SEE  ALSO 
SEE  ALSO 

03115 
RECTUM  ANOMALIES 

03071* 
RECTUM  CANCER 

03061*  03079* 


TRACT 


02959*  03031   03314*  03336 


02832 
03302 


02856   02860 
03363 


02888   02893   020^7 


02855 
03372 


03093   03103 


02835   02848 


02915  02916 
03121  03125 
02854   03175 


02795   02844   03136   03143*  03153 


02994 


02820 
03041* 


02957* 
03046 


02959*  02970 
03200 


02794   02918   02931   02937   02947 


HEMORRHOIDS 
ULCERATIVE  COLITIS 
03120* 


RECTUM  CIRCULATION 

03116* 
RECTUM  DIAGNOSIS 

03068* 
RECTUM  DISEASES 

03067*  03068*  03088   03101   03122 
RECTUM  FISTULAS 

02975 
RECTUM  MUCOSA 

03067*  03099   03116* 
RECTUM  NEOPLASMS 

03104 
RECTUM  NEOPLASMS. MALIGNANT 

03061* 
RECTUM  PATHOLOGY 

03105   03116*  03436 
RECTUM  POLYPS 

03088 
RECTUM  SECRETION 

03099 
RECTUM  SURGERY 

03061*  03073*  03079*  03101   031C6   03108   03119*  03122 

03315*  03436 
RECTUM  TREATMENT 

03436 
RECTUM  ULCERS 

03097 
RECTUM, AGE  EFFECTS  ON 

03106 
RECURRENT  ULCERS, GASTRECTOMY- INDUCED 

03007* 
REFLUX, ESOPHAGUS 

02759*    02761*    02875      02882 
REGENERATION, LIVER 

02730 
REGIONAL  ENTERITIS 

02810   03035*  03036*  C3037   03038   03074*  03080*  03103 

03115 
RESECT  ION- INDUCED  SECONDARY  MALA8 SORPT ION , I NTE STI NAL 

02980 
RESPIRATORY  COMPLICATIONS 

03179 
RESPIRATORY  SYSTEM 

02981   03186   03218* 
RETICULOENDOTHELIAL  SYSTEM, LIVER 

02735   03227 
ROUX  GASTROENTEROSTOMY 

03402 
RUPTURE, CIAPHRAGM 

02895 

SALIVA 

03045* 
SALIVARY  GLAND  BIOCHEMISTRY 

02  745 

SALIVARY  GLAND  BIOPSY 

03414 
SALIVARY    GLAND    CHEMICAL    COMPOSITION 

02745 
SALIVARY  GLAND  DIAGNOSIS 

03335   03414 
SALIVARY  GLANC  DISEASES 

03335      03350 
SALIVARY    GLANC    HISTOLOGY 

02746 
SALIVARY    GLAND    IMMUNOLOGY 

03335 
SALIVARY    GLAND    METABOLISM 

02667 
SALIVARY  GLAND  NEOPLASMS 

03414 
SALIVARY  GLAND  SECRETION 

02745   03001* 
SALIVARY  GLAND  SURGERY 

03350   03414 
SALMONELLOSIS 
SEE  ALSO   PARATYPHOID  FEVER 
SEE  ALSO   TYPHOID  FEVER 

03337   C3340   03380   03384   03429   03441 
SALMONELLOSIS  CARRIER  STATE 

03  296 
SALMONELLOSIS  EPIDEMIOLOGY 

03332 
SALMONELLOSIS  IMMUNOLOGY 

02619* 
SALMONELLOSIS  PREVENTION 

02619*  03332 
SALT  ABSORPTION, BILE 

02743 
SARCOMA 

02918   03257 
SCANNING,  SC  INTILLATION 

02799   02809   02819   02821   02835   02854   02968 


02835   02854   02968 
03130*  03133*  03134*  03138 


02913* 


SCHISTOSOMIASIS  IMMUNOLOGY 

03331   03421 
SCHISTOSOMIASIS  TREATMENT 

03321*  03331   03358   03407 
SCHISTOSOMIASIS, EXPERIMENTAL  STUDIES  OF 

03238* 
SCINTILLATION  SCANNING 

02799   02809   02819   02821 
SECRETIN 

02655*  02728   02837   02843 
SECRETION  DISORDERS, STOMACH 

02645   03009*  03023 
SECRETION  IN  DI SEASE, STOMACH 

02682*  02817   02817   02913* 
SECRETION  STUDY  TECHNIQUES 

02669*  02761*  02837 
SECRETION  STUDY  TECHNIQUES, STOMACH 

02679*  02681*  02686   02780   02817   02818 
SECRETION, BILE 

02665  02703*  03001*  03245 
SECRETION, DRUG  EFFECTS  ON  STOMACH 

02669* 
SECRETION, DUODENUM 

03130* 
SECRETION, GASTRIC 

02680* 
SECRET  ION, GASTROINTESTINAL 

02666  02755 

SECRET  ION, HORMONAL  CONTROL  OF  STOMACH 

02669*  02672*  02676*  02678*  02679*  02683*  02684* 

02818   03002*  03019   03439 
SECRETION, LARGE  INTESTINE 

02657 
SECRETION, LIVER 

02834 
SECRET  ION, NERVOUS  CONTROL  OF 

03385 
SECRETION, NERVOUS  CONTROL  OF  STOMACH 

02669*  02817   02926   03003*  03019 
SECRETION, PANCREAS 

02693   02837   03019   03129*  03134*  03135 

03236*  03274 
SECRETION, PANCREAS  AMYLASE 

03131*  03135   03256* 
SECRETION, PANCREAS  BICARBONATE 

03131* 
SECRETION, PANCREAS  TRYPSIN 

02692*  03138 
SECRETION, RECTUM 

03099 
SECRETION, SALIVARY  GLAND 

02745   03001* 
SECRETION, SMALL  INTESTINE 

02657   02662*  02666   03019   03368   03377 
SECRETION, STOMACH 

02629*  02633   02671*  02675*  02680*  02681*  02685 

02687   02689   02741*  02780   02917   03014*  03019 
SECRETION, STOMACH  ACID 

02670*  02671*  02673*  02674*  02676*  02678*  02679* 

02684*  02686   02688   02761*  02780   02817   02818 

02964*  02998*  02999*  03000*  03001*  03003*  03012* 

03019   03022   03023   03323* 
SECRETION, STOMACH  ELECTROLYTE 

02669*  02672*  02686 
SECRETION, STOMACH  PEPSIN 

02669*  02672*  02674*  02676*  02899*  03000* 
SECRETOR  STATUS, BLOOD  GROUP 

03045* 
SEROLOGICAL  DIAGNOSIS 

02788   02829   02830   02840 

03333 
SEROTONIN 
SEE  ALSO   CARCINOID  SYNDROME 

02908*  03212 
SERUM  BILE  PIGMENTS  IN  JAUNDICE 

03177   03184 
SERUM  ENZYMES, LIVER 
SEE  ALSO   ALKALINE  PHOSPHATASE 
SEE  ALSO   LIVER  DISEASE  DIAGNOSIS 

02808   02813   02814   02829   02838   02842   02851 
03218*  03222 


03137   03143* 


02686 
03  020 

02683* 
02912* 
03015* 


02842   03252   03253   03331 


03214   03215 


03233*  03237* 


03186 

03411 
SERUM  HEPATITIS 

02814   03256 
SEX  FACTORS 

02745   02934   02938   02939   02948   02951   02973 

03016*  03024   03027   03033   03251   03271   03370 
SHIGELLOSIS 
SEE  ALSO   DYSENTERY 

03332 
SHOCK 

03016*   03390 
SHUNT    IN    PORTAL    HYPERTENSION   TREATMENT, PORTACAVAL 

03286* 


03131* 
03246 


02990 
03408 


03258*  C3268 


02994   OSCiS 


HUNT. PORTACAVAL 

02885   03133*  03202 
IGMOtD 
SEE  ALSO   LARGE  INTESTINE 

0309'i   03100 
IGMniOCSCOPY 

03100 
JOGBFNS  SYNDROME 

03055   03335 
MALL  INTESTINE 
SEE  ALSO   DUODENUM 
SEE  ALSO   ILEUM 
SEE  ALSO   ILEUS 
SEE  ALSO   INTUSSUSCEPTION 
SEE  ALSO   JEJUNUM 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   PEPTIC  ULCERS 

02653* 
MALL  INTESTINE  ABSORPTION 

026'tO*  02642*  02647   C2651   02689 
02825   03039*  0304U*  03041*  03044* 
03429 
MALL  INTESTINE  ANOMALIES 

02971   02990   03344   03346 
MALL  INTESTINE  BIOCHEMISTRY 

02623*  02642*  02657   02662*  02737* 
MALL  INTESTINE  BIOPSY 
02627*  02961*  02985 
03425 
MALL  INTESTINE  CANCER 
02774   02968   02972 
MALL  INTESTINE  CHEMICAL  COMPOSITION 

02623* 
MALL  INTESTINE  CIRCULATION 

02621*  02742*  02743*  03353 
MALL  INTESTINE  DIAGNOSIS 

02627*  02774   02820   C2974 
02994   03041*  03046   C3051 
03327*  03377 
MALL  INTESTINE  DISEASES 

02666   03331   03341   03356 
MALL  INTESTINE  DIVERTICULA 

02970   02971   02974   C2978 
MALL  INTESTINE  ENDOSCOPY 

02789 
MALL  INTESTINE  ENZYMES 

02662*  02825   03045*  03053 
MALL  INTESTINE  FISTULAS 

02983   03036*  03C59   03123 
MALL  INTESTINE  HISTOLOGY 

02623*  02627*  02740*  02993 
MALL  INTESTINE  IMMUNOLOGY 

02310 
KALL  INTESTINE  IN  CHILDREN 

02627*  02763*  02961*  02963*  02979 
MALL  INTESTINE  INJURIES 

02926 
MALL  INTESTINE  METABOLISM 

03389 
MALL  INTESTINE  MICROORGANISMS 

02739*  03047   03C59   03349 
-MALL  INTESTINE  MORPHOLOGY 

02627*  02740*  03425   03426 
MALL  INTESTINE  MOTILITY 

02649   02653*  02654*  02657 

03020   03381   03429 

;MALL  INTESTINE  MUCOSA 

02623*  02651   02736*  C274C*  02743* 
02990   02993   03050   03053   03054 
03425   03429   03432 
;i»ALL  INTESTINE  N  EOPLA  SMS,  BEN  IGN 

02957*  02965   02976 
iMALL  INTESTINE  NEOPLASMS, MAL IGNANT 

02774   02957*  02968   02972   C2982 
iMALL  INTESTINE  OBSTRUCTION 

02774   02957*  02959*  02963*  02965 
02978   02979   02984   02989 
03047   03140   03141   03388 
IMALL  INTESTINE  PATHOLOGY 

02627*  02740*  02960*  02963*  02974 
02990   03050   03058   03425 
iMALL  INTESTINE  PERFORATION 

02978   03344 
iMALL  INTESTINE  RADIOLOGY 

02658   02763*  02774   02789 
02976   02980   02985   02994 
iMALL  INTESTINE  SECRETION 

02657   02662*  02666   03019 
SMALL  INTESTINE  SURGERY 

02928   02962*  02963*  02964*  02965 
02975   02977   02978   02979 
02995   02996   03036*  C3051 
03319*  03325*  03338   03344 
03436 


02996   03036*  03319*  03356 


02736* 
03048 


03053 
03054 


02815   02823 
03057   03423 


03236* 
03058   03200 


C2991   03038   03121   03403   03413 


03391   03420 


02976 
03054 


03357 


02991 


03236* 


03436 


03C53 


02979 
03115 


03389 
03059 


02984   02985 
03200   03325* 


03403 
03322* 


03319*  03344 


03390   03429 


02658   02762*  02789   02973 


02990 
03413 


02774 

03058 


02775   02988 
03392   03423 


03038   03121   03413 


02967 

02  994 
03434 


02969       02974 
02995       02996 


02976   02977   02985 


02820 
03041* 


02957* 
03046 


02959*  02970 
03200 


03368   03377 


02965 

02968 

02969 

02974 

C298C 

02981 

02  984 

02994 

C3085 

03115 

03302 

03315* 

03388 

03392 

03413 

03426 

03253   03258*  03262*  03276   03277   03395 


03056 


03055   03059   03137 


SMALL  INTESTINE  TREATMENT 

02914   02960*  02965   02995 
03357   03388   03389   03424 
SMALL  INTESTINE  ULCERS 

03014* 
SMALL  INTESTINE  VOLVULUS 

02959*  02960* 
SMALL  INTESTINE, DISEASES  ASSOCIATED  WITH 

03053   03201   03370 
SMALL  INTESTINE, DRUG  EFFECTS  ON 

02653* 
SMALL  INTESTINE, NERVOUS  CONTROL  OF 

02657 
SMALL  INTESTINE, TOXIC  EFFECTS  ON 

02993 
SMOOTH  MUSCLE 

02638   02661 
SMOOTH  MUSCLE  PHARMACOLOGY 

02659   02902* 
SMOOTH  MUSCLE  PHYSIOLOGY 

02653*  02656*  02658   02659 
SODIUM  ABSORPTION 

02646   03362   03423 
SODIUM  EXCRETION 

03362 
SPHINCTER  OF  0001 
SEE  ALSO   BILIARY  TRACT 

02843   02856   03145*  03151   03282*  03289*  03292   03297 
03305 
SPHINCTER, ANUS 

03106   03119* 
SPHINCTER,  ESOPHAGUS 

02761*  02864*  02865* 
SPLEEN 

02859   02993 
SPLENOMEGALY 

03262*  03276 
SPRUE 

03039*  03054 
SPRUE, TROPICAL 

03058   03059 
STEATORRHEA 

02801   03040*  03041*  03043*  03050 
03200   03425 
STEATOSIS, ALCOHOLIC 

02806   02807   02814 
STEROIDS 
SEE  ALSO 
SEE  ALSO 
02962* 
STOMACH 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
02677* 
STOMACH  ACID  SECRETION 

02670*  02671*  02673*  02674*  02676*  02678* 
02684*  02686   02688   02761*  02780   02817 
02964*  02998*  02999*  03000*  03001*  03003* 
03019   03022   03023   03323* 
STOMACH  ANOMALIES 

02916 
STOMACH  BIOCHEMISTRY 

02637   02689 
STOMACH  BIOPSY 

02670*  02898*  02910*  02931 
03013*  03018 
STOMACH  CANCER 

02620*  02625*  02768*  02847 
02907*  02909*  02910*  02918 
02934   02935   02936   02937 
02942   02943   02944 
03346 
STCMACH  CARCINOGENESIS 

02923 
STOMACH  CIRCULATION 

02685   02741* 
STOMACH  DIAGNOSIS 

02761*  02768*  02772 
02910*  02917   02918 
03123   03280 
STOMACH  DISEASES 

02922 
STOMACH  ELECTROLYTE  SECRETION 

02669*  02672*  02686 
STOMACH  ENDOSCOPY 

02681*  02768*  02789   02792 
STOMACH  ENZYMES 

02637 
STOMACH  FISTULAS 

03123 
STOMACH  HISTOLOGY 

02628*  02637   02643*  02670*  02905*  02910* 
02950   02951   03050 


CORTICOSTEROIDS 

LIVER  CHOLESTEROL  METABOLISM 


GASTRITIS 

PYLORIC  OBSTRUCTION 

ULCERS 


02679* 

02818 

03012* 


02683* 
02912* 
03015* 


02951   02952   02953   03009* 


02945 


02779 
02922 


02896 

02900* 

02903* 

02904* 

02920 

02  921 

02922 

02933 

02938 

02939 

02940 

02941 

02948 

02950 

02954 

02955 

02792 
02937 


02794 
02947 


02803 
02986 


02847 
03018 


02913* 


02920   02933 


STOMACH  IMMUNOLOGY 

STRANGULATION 

T 

02628* 

02645 

03413 

STOMACH  IN  CHILDREN 

STRESS  FACTORS 

02818 

02946 

02755 

03379 

STOMACH  INJURIES 

STRESS  FACTORS  IN  ULCERS 

02  878 

02912* 

02S28 

03396 

0  3010* 

03034 

STOMACH  INTRINSIC  FACTOR 

STRICTURE 

, BILIARY  TRACT 

02645 

02676* 

03285* 

03287* 

STOMACH  METABOLISM 

STRICTURE 

, ESOPHAGUS 

02688 

02923 

02862* 

02866* 

02881 

03066* 

STOMACH  MORPHOLOGY 

STRICTURE 

, STOMACH 

02629* 

02659 

02792 

02875 

02S35 

02927 

STOMACH  MOTILITY 

STUDIES  OF  HEPATITIS, EXPERIMENTAL 

02659 

02668 

02687 

02761* 

02767* 

02875 

02879 

02924 

03246 

03003* 

03014* 

03020 

03292 

03432 

STUDIES  OF  SCHISTOSOMIASIS, EXPERIMENTAL 

STOMACH  MUCOSA 

03238* 

02620* 

02628* 

02629* 

02633 

02643* 

02670* 

02671* 

02673* 

STUDIES  OF  ULCERATIVE  COLITIS, 

CLINICAL 

02675* 

02683* 

02685 

02687 

02688 

02741* 

02878 

02898* 

03123 

02899* 

02912* 

02933 

02935 

02944 

02951 

02952 

02953 

STUDY  TECHNIQUES 

,A8S0RPTI0N 

02964* 

03000* 

03001* 

03014* 

03015* 

03019 

03432 

02823 

02861 

STOMACH  NEOPLASMS 

STUDY  TECHNIQUES 

.DYE 

02847 

02947 

SEE   MARKER  STUDIES 

STOMACH  NEOPLASMS, BENIGN 

STUDY  TECHNIQUES 

.RADIOISOTOPE 

02930 

03018 

SEE   TRACER  STUDIES 

STOMACH  NEOPLASMS, MALIGNANT 

STUDY  TECHNIQUES 

.SECRETION 

02847 

02896 

02922 

02933 

02934 

02935 

02  936 

02937 

02669* 

02761* 

02837 

02938 

02939 

02940 

02941 

02942 

02943 

02944 

02945 

STUDY  TECHNIQUES 

.STOMACH  SECRETION 
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02786 

BALAGUE  FORMIGUERA,  J 

03169* 

ALEXIU,  0 

02982 

BENI,  A 

03020 

BALLINGER,  WF 

03224 

ALFANO.  C 

02964* 

BENTLEY,  GA 

02881 

BALLINGER,  WF  II 

02653* 

ALITTA,  P 

03007* 

BENZI,  G 

03152 

BALZOLA,  F 

02652* 

ALMEIDA.  N  JR. 

02905*  02906* 

BERARDI,  P 

03358 

BANCIU.  M 

02911* 

ALMERSJO.  0 

03165* 

BERDOV,  8A 

03169* 

BANCIU,  T 

02780 

ALTEMEIER.  WA 

03165* 

RERGAN,  JJ 

03081* 

BANDEIRA,  R 

02997   03135 

ALTER  10,  OL 

03135 

BERGER,  CK 

03375 

BANKE.  L 

03397 

ALVARES,  AP 

02760* 

BERGERHOF,  HO 

02701* 

BANKS,  PA 

02856 

ALVAREZ,  WC 

03137 

BERGMAN,  EN 

03031 

BANMELL,  JG 

02744 

ALVARIZ,  F 

03045* 

BERGMANN,  F 

03181 

BANZEKEIN,  F 

02642* 

AHAKI,  M 

02642* 

BERLIN,  SO 

03370 

BARAT,  A 

03051 

AMBROISE-THQHAS,  P 

03204 

8ERLINGERI,  JA 

03331 

BARDENHtIEK,  JA 

02773 

AMIN,  K 

02891 

BERNADES,  P 

0342  5 

BARM,  S 

02703*  03386 

AMINO,  S 

02849 

BERNE,  CJ 

02907* 

RARON,  P 

03032 

AMIR-AHMADI,  H 

02702* 

BERNIER,  L 

0332  8* 

BARRAYA,  L 

02869* 

ANDERSON.  CM 

03293 

BERNOU,  JC 

03056 

BARRY,  M 

03442 

ANDERSON,  FP 

03161* 

BERNSTEIN,  J 

02946 

BARTKOWIAK,  Z 

03300 

ANDERSON,  MC 

03175 

BERRY,  FR 

03146*  03147* 

BARUZZI,  G 

03162* 

ANDERSSON,  CA 

03149* 

BERSHADENKO,  DO 

03306 

BASILE.  RC 

03026 

ANOREU  MORATO,  JM 

03009* 

BERTERO,  R 

02785 

BASSLEER.  J 

03068* 

ANOREU  OLLER,  L 

03341 

BERTI-RIBOLI,  E 

02785 

BASTIOE.  J 

03145* 

ANOROULAKIS,  JA 

03223 

BERTOHNI.  A 

02990 

BASTIDE.  P 

03435 

ANSELL.  ID 

03223 

BERTOLOTTO,  E 

02852 

BASU,  AK 

03418 

ANTHONISEN.  P 

03172* 

BERTOYE,  A 

03376 

BASU.  SP 

03384 

ANTHONY.  PP 

02774 

BEYREISS,  K 

02865* 

03044* 

03324* 


BEZANTE,  GO 

03000* 
BHARGAVA,  SK 

03307 
BHATTATHIRY,  EPM 

02733 
BIAGI-F,  F 

03357 
BIANCHl,  FB 

03185 
BIELKA,  H 

02626* 
BIGNAMINI,  A 

03322* 
BINDER,  V 

03116* 
BINET,  JL 

03438 
BINNS,  F 

03064* 
BIOLCATI-RINALOI,     A 

02756* 
BITTNER,  K 

03175   03405 
BITTNEROVA,  H 

03362 
BJARNASON,  G 

03319* 
BLACKBURN,  EK 

02802 
BLAKEMORE,  WS 

02849 
BLENDIS,  LM 

03276 
BLIDARU,  P 

03035* 
BLINOV,  NI 

03352 
BLOCK,  GE 

03036* 
BLOOM,  AA 

03308   03391 
BLUMBERG,  BS 

03241   03252 
BLUNOELL,  JE 

02866* 
BODE,  C 

02808 
BOGAZZI,  G 

03365 
BOGUSLAVSKI,  VS 

03406 
BOHRER,  SP 

03028 
BOITNOTT,  JK 

03264* 
BOLEY,  SJ 

02742* 
BONAKOARPOUR,  A 

02832 
BONFILS,  S 

02703* 
BONILLA  MIR,  F 

03156* 
BONOFIGLIO,  A 

02945 
BOOKSTEIN,  JJ 

02859 
BOONE,  AW 

03087 
BOOTH,  CC 

03059 
BOROAS,  JM 

02797 
BORELLI,  JP 

03293 
BORGESKOV,  S 

02761* 
BORGHESE,  M 

03023 
BORNER,  P 

02718 
BORRONE,  C 

03054 
BORTOFF,  A 

02658 
BOSENBERG,  H 

02840 
BOSSU,  M 

02712 
BOTELHO,  SY 

02746 
BOURGOM,  JJ 
03203 


BOURREILLE,    J 

03387 
BOXER,    L 

029'i6 
BOYLE.    JA 

03335 
BRADY,  MP 

02895 
BRALOW,  SP 

02832 
BRANT,  G 

03051 
BRASFIELD,  RD 

03291 
BRAUN,  A 

02596* 
BRAUNER.    R 

02970 
BRAVO    OLIVA.    J 

03441 
BRAYLAN,  R 

03300 
BRECY,  H 

0343  7 
BREINING,  H 

03196 
BRENOEL,  W 

02654* 
BRO-JORGENSEN,    K 

0304  2* 
BROOIE,  BB 

02575* 
BROHSTER,  0 

03014* 
BROOKE,  BN 

03126 
BROOKS,  LH 

03099 
BROUGH.  AJ 

03300 
BHUGUERA,    M 

02797 
BRUINSE,    CJ 

03355 
BRUNE,  J 

03270 
BRUNE,  M 

03270 
BRUNO,  G 

0306  8* 
6RZECHMA-AJDUKIEWCZ,    A 

0304  7 
BUCALOSSI,    A 

02731 
BUGAJSKI,    J 

02669* 
BUGARO,    L 

02945 
BULKLEY,    G 

02912* 
BUNGE,    HJ 

03128* 
BUROEA,    M 

02961* 
BURGE,    H 

02949 
BURKITT,  DP 

02954 
BUSCAGLIA,  JC 

03349 
BUTTERHORTH,  STG 

03121 
BUYERS,  RA 

03315* 

CA8RE-FI0L,    V 

02804 
CABY,    F 

02966 
CACCIATORE,    L 

02  82  9 
CAOOTTE,    M 

02775 
CAFFE,    P 

02980 
CAGNONI,    H 

0300  2* 
CAHILL,     GF    JR. 

02720 
CALICCHIO,    T 

03135 
CALNE,    RY 

03182 


CAMPBELL,    NJ 

03101 
CAMPOS,    A 

03187 
CANCADO,    JR 

03407 
CANDELA,    F 

02930 
CARANASOS,    GJ 

03398 
CARO,    A 

02828 
CARPENTER,  CDJ 

03368 
CARROLL,  JD 

03230 
CARTIER,  PH 

02713   02714 
CARTLEDGE,  JM 

03076* 
CASH,  R 

03397 
CASTANEOA  C,  HJ 

03345 
CASTRO,  JA 

02699* 
CASULA,  PL 

03001* 
CAVAGNARO,  CA 

02874 
CAVALLE,  F 

03217* 
CENTA,  A 

03057 
CERNAK,  P 

03296 
CHABANON,  MR 

03088 
CHAKAR,  S 

03180 
CHAMBERLAIN,  MS 

02969 
CHANARIN,  I 

02650 
CHANY,  C 

03257 
CHATTERJEE,  C 

03431 
CHAUSSY,  C 

02654* 
CHAVES,  EJ 

03421 
CHENE,  P 

02919 
CHILAIDITIS,  G 

03011* 
CHINNASWAMI ,  M 

03177 
CHIROWSKI,  C 

02  986 
CHISHOLM,  DM 

03335 
CHISTOV,  AP 

02920 
CHITI,  £ 

03365 
CHKHEIDZE,    MYA 

03402 
CHOLEWA,  J 

03225 
CHORD! ,  A 

02624* 
CHRZANOWSKA,  M 

03167* 
CHUNG,  HM 

03220* 
CIARDIELLO,  A 

02881 
CIMASZEWSKI,  M 

03173 
CIRRI,  GP 

03240* 
CIVARDI,  F 

02691*  02692*  02708* 
CLARK,  ML 

03041* 
CLATWQRTHY,  HW  JR. 

02960* 
CLEARFIELD,  HR 

02915 
CLERIGUE,  A 

03024 
CLEVELAND,  JC 

02975 


CLIPEA,  N 

03412 
CLOOI,  PH 

02815 
CODE,  CF 

02741* 
COHN,  I  JR. 

03393 
COLAVOLPE,  V 

03009* 
COLCHER,  H 

02792 
COLE,  HR 

02863* 
COHI,  L 

02998* 
COHISIONER,  C 

03247 
COMSA,  G 

03383 
CONN,  HO 

02827 
CONN,  J  JR. 

02997   03324* 
CONTI,  F 

03186 
CONTINI,  P 

02731 
COOOLEY,  EL 

03166* 
COOKE,  HT 

03052 
CORAN,  AG 

03084* 
CORDANO,  A 

03415 
CORDONNIER,  0 

03242 
CORLEY,  KC  JR, 

03280 
CORNET,  A 

03003*  03385 
CORSON,  JG 

02759* 
COSMACINI.  G 

03363 
COSTA,  AA 

03359 
COUOERT,  J 

03331 
COWLEY,  DJ 

02741* 
COX,  AG 

02683* 
COZZI,  F 

03071* 
CREAMER,  B 

02740* 
CREMONINI,  R 

02674*  02676* 
CREUTZFELDT,  W 

02  814 
CRICHTON,  D 

03150* 
CRITCHLEY,  OR 

02623* 
CROFT,  ON 

02  740* 
CROIZAT,  B 

03070* 
CROSARA,  A 

03358 
CROSBY,  MH 

02651 
CSOGOR,  S 

03249 
CU8ILL0S,  JO 

03388 
CUEVAS,  AP 

02791 
CURRAN,  PF 

03  377 
CUTHBERTSON,  AM 

03100 

D'AFFLITTO,    V 

03103 
O'ALESSANDRO,  A 

02731 
D'ARCY,  FG 

03431 
D'ESCRIVAN,  G 

02870* 


OA  RE,  G 

03001* 
DAFOE,  CS 

02886 
DAHER,  R 

03181 
DAHH,  K 

02879 
OAL  MONTE,  PR 

02574*  02676* 
OALMARK,  H 

02646 
DALY,  JF 

02862* 
DANIELS.  GE 

03125 
DAS,  PB 

03151 
OATTA,  N 

03111 
DAVCEV,  P 

03267* 
DAVE,  JK 

03201 
DAVIDOVITCH,  P 

02921 
DAVIDSON.  JM 

02845 
DAMSON,  AM 

02640*  03423 
DE  ALMEIDA,  N  JR. 

03181 
OE  BARBIERI,  A 

02914 
OE  CARNERI,  I 

03320* 
DE  CARO,  A 

03418 
DE  CASTRO,  P 

03350 
DE  CATA,  T 

02782 
DE  CENZO.  H 

03135  « 

DE  DOMBAL,  FT 

02853 
DE  FLORIO,  L 

02758* 
DE  GOUVEIA.  OF 

03372 
DE  LA  FUENTE  BRADLEY.  H 

03091 
DE  LUCA.  G 

02676* 
DE  MELLO  MOTTA,  HC 

02857 
DE  MELLO.  EB 

03359 
DE  HELLO.  VS 

03298 
DE  OLIVEIRA.  CA 

03358 
OE  OLIVEIRA,  JV 

03358 
DE  OLIVEIRA,  S 

03358 
OE  PASOUALE.  B 

03250 
DE  RITIS.  F 

03246 
DE  SIQUEIRA.  JT 

03017 
OE  VILLIERS,  LS 

03158* 
DEAN,  OL 

03197 
DEBUSK,  J 

02745 
DEI  POLL  G 

03338 
DEI  POLL  M 

03338 
DEICHER,  H 

02811 
OELORE,  X 

03070* 
DELORIMIER.  AA 

02953* 
DELMAIOE.  P 

02722 
DESAI.  HG 

03015* 
DESHPANOE.  S 

03283* 


^; 


OESOUSA.  AP 

0268'»» 
DEVERALLt  PB 

02887 
DEVOS.  E 

03055 
OHAUSSY,  A 

02972 
01  FELICIANTONIO,  R 

03185   03266* 
DI  LIETO,  M 

03279 
OIAMONDt  EF 

02976 
DIAZ-RUBIOt  M 

02716 
DIAZ-RUBIO,  M  JR. 
02716 
{   DICK.  WC 
I    03335 
!   DIERKESMANN.  R 
03155* 
OIETEL.  K 

02798 
OIJAMCOt  MS 

02858 
OIKAIA,  KI 

033*4 
DIMITRIU.    H 

0303  5* 
OIOP.     B 

03442 
DIPIETRANTONIO,  S 

02983 
OOBSON,  A 

02644 
OOCKERTY,  MB 

02909* 
DOH,  SK 
03220* 
OOHAOWALLA,  AN 

03427 
DOLLE,  H 

02808 
DOMENECH-TORNE.  FH 

02823 
DOMENICONI,  R 

03021 
DOMINGO.  EO 

03238* 
DONOHOO,  JS 

03264* 
DORFHAN,  RF 

03414 
OOSHI.  JC 

03015* 
DOUGHERTY.  J 

02742* 
OnwLING,  E 

03401 
OOMNIE.  WM 

03335 
DRAGSTEDT.  LR 

03019 
DRAGSTEDT.  LR  II 

02680* 
DRAPANAS.  T 

02908* 
DREILING.  DA 

03133* 
DREYFUS.  PM 

02628* 
DRNKOVA.  V 

0294  8 
OROZOZ,  H 

03233* 
DROZDZEWSKA,  Z 

02904* 
DRY.  L 
02997 
DUBIEL.  J 

02673* 
DUCLAYE.  C 

02972 
OUORICK.  SJ 

03038 
DUPLESSIS,  LS 

02890 
OUPRE.  N 

03060* 
OUPREZ.  A 

03146* 

DUREK.  K 

03004* 


B 


H 


AA 


OZIWINSKI.  S 
03136 

EAOE.MN 

03126 
EODLESTON,  ALHF 

02854   03182 
EDSTROM,  C 

03306 
EDWARDS.  C 

02984 
EGGLESTON,  FC 

02884 
EGUSA.  S 

03426 
EHRENPREIS,  T 

03069* 
EHRLICH,  L 

02773 
EISEHAN, 

02766* 
EISENBERG. 

03077* 
EKLCF,  0 

02893 
EL-OOMEIRI. 

03291 
ELKINGTON.  SG 

02827 
ELLIOTT,  FB 

03428 
EMANUfcLE,  B 

03322* 
ENGLAND.  NWJ 

03058 
ENKER,  HE 

03036* 
EPSTEIN. 

03082* 
ERAKLIS, 

03084* 
ESPINAR, 

C3303 
ESSNER. 

02634 
ESTERLY. 

02994 
ETIENNE, 

02752 
EVANS.  WE 

02969 
EVANS.  WH 

02639 
EXTON.  JH 

02706* 
EYRAUD.  F 

03270 

EZRIN.  C 

03210 

FADL,  A 

03321* 
FAGIOLQ,  U 

03194 
FANTINI.  F 

03002* 
FANTINO,  M 

02999* 
FANTONI,  PA 

03021   03022 
FARIA.  R 

03135 
FARINA,  F 

02704* 
FARRELL,  P 

02895 
FARRIS,  JM 

03006* 
FEDORaV,  VD 

03313* 
FELDMAN.  SA 

03140 
FENGER.  HJ 

02762* 
FERLAZZO,  B 

03337 
FEROLOl,  J 

03167* 
FERRANDO  CUCARELLA,  J 

02931 
FERRARI,  OJ 

03016* 
FERRARO.  U 

03322* 


LI 


AJ 


HJ 


JR 


JP 


FERRI.  S 

02739*  03185   03266* 
FETTA,  RF 

02836 
FIASSE,  R 

02741* 
FIBRUS.  I  EI 

03354 
FIELD,  JB 

02719 
FIELD.  PR 

03317* 
FIGUEROA,  E 

02839 
FILIPPOVICH,  SI 

02666 
FILLER.  RM 

03164* 
FILOSA,  E 

03246 
FINLAY,  JM 

03040* 
FINNEY,  LA 

02876 
FIORE,  E 

02674*  02676* 
FISCHER.  P 

02788 
FISHER,  JM 

02670* 
FISHER,  JW 

03394 
FITTS,  WT  JR. 

03072* 
FITZGERALD,  PA 

02895 
FLEISCHLI,  OJ 

02759* 
FLETCHER,  DM 

02853 
FLORAS,  A 

03011* 
FLORKIEWICZ,  H 

03048 

FOCK,  G 

03325* 

FODOR,  0 

03248 
FOLEY,  WJ 

03142 
FONKALSRUO,  EW 

02963* 
FONT,  RG 

03170* 
FONT  ANA,  G 

02764* 
FORELL,  MM 

03138 
FOREMNY,  Z 

02973 
FORNAINI,  G 

02712 
FOSDICK,  HH 

03400 
FOX,  TA 

02917 
FRAMENT,  V 

03442 
FRANCA,  F 

03187 
FRANCILLON,  J 

02971 
FRANK,  H 

02769* 
FREDERICK,  WC 

03301 
FREINKEL,  N 

02700* 
FRIORICH,  R 

02835 
FRITZ,  ME 

02746 
FRITZSCHE,  W 

02813 
FRIZZI,  V 

03369 
FRIZZIERO,  L 

03266* 
FROST,  AP 

02854 
FROTTIER,  J 

03340 
FUOENBERG,  HH 
02645 


FUKUDA,  H 

02660   02661 
FUSCO,  E 

03365 

GABASIO,  S 

02906* 
GABRYS,  B 

02673* 
GAOACZ,  TR 

03140 
GADOMSKA,  H 

02904* 
GAEGEA.  E 

03180 
GALAN.  HH 

03349 
GALL,  LS 

02754 
GALLASCH,  E 

02814 
GALLEGO  TEJEOOR,  M 

03314* 
GALL  I,  R 

02987 
GALY,  P 

03270 
GAMBARI,  PF 

03194 
GAMBINI,  G 

03323* 
GAMEROVA,  VM 

02805 
GAMMILL,  SL 

03395 
GARBUTT,  JT 

03039* 
GARCIA  RODRIGUEZ,  DJA 

03441 
GARCIA-BARON.  A 

02841 
GARCIA-MORENO,  IS 

03356 
GARGANO,  M 

02712 
GARLAND,  PB 

02705* 
GARVEY,  J 

03396 
GATTO,  PL 

03000* 
GAUTHIER,  J 

03120* 
GAVELLI,  GP 

02758* 
GEBALA,  A 

03408 
GEMMA,  GB 

03145* 
GENEST,  J 

02775 
GENTILE,  JM 

03163* 
GENTILI,  M 

02711 
GEORGE,  B 

03336 
GEORGE,  C 

03162* 
GEORGE,  P 

03290* 
GEORGESCU,  A 

03247 
GEORGESCU,  L 

03165* 
GEORGESCU,  T 

03247 
GHAI,  OP 

0  3425 
GHAVAHI,  P 

02659 
GHIOTTO,  A 

03411 
GHOSH,  S 

03422 
GIBBONS,  ISE 

03132* 
GIBSON,  HB 

03317* 
GILLES-BAILLIEN,  M 

02737* 
GILLESPIE,  IE 
02684* 


GILLETTEt  JR 

02699» 
GIMENEZ,  RE 

02631 
GIORDANO,  G 

0299  8* 
GIPS.  CH 

02831 
6IRAR0,    M 

0282'. 
GIUSTI,    G 

0282  9 
GLASSMAN,  JA 

03305 
GLEICHMANN.  E 

02811 
GLEINIGER.  J 

03260* 
GLIEDMAN,  ML 

02742* 
GLOTZER,  DJ 

03119* 
G0B8I,  F 

02899* 
GOOBOUT,  ML 

02869* 
GOEBELL,  H 

02808 
GOLDBERG,  LS 

02645 
GOLOIN,  VA 

03347 
GOLDMAN,  H 

02912* 
GOMES,  MMR 

02909* 
GQNCALVES,  A 

02825 
GONZALEZ  ANGULO,  A 

03190 
GOOD,  RA 

02735 
GORDON,  M 

02976 
GORDON,  HC  JR. 

03416 
GOSSNER,  W 

02718 
GOUOIE.  RB 

03335 
GOULD,  L 

03279 
GOULSTON,  K 

02985 
GRABOWSKI,  T 

03136 
GRAOINARU,  L 

03247 
GRAHAM,  GG 

03415 
GRAMATICA,  L 

02784   03147* 
GRAMEGNA,  A 

03145* 
GRANT,  AK 

02779 
GRASSI,  M 

02657 
GRAY,  SM 

02990 
GRAYER,  S? 

03113 
GRECO,  0 

03186 
GREENOUGH,  WB  III 

0336  8 
GREGOR,  0 

0294  8 
GREGORIADIS,  G 

02697* 
GREGORY,  JE 

02653* 
GRIFFATON,  G 

02702* 
GRIFFITH,  CA 

02633 
GRISLER,  R 

0332  3* 
GRISWOLO,  DP  JR. 

02993 
GRIVAUX,  M 

03003*  03385 
GRIZZLE,  JE 

03012* 


GR0D2KI,  S 

03048 
GROLLMAN,  A 

02745 
GROSSI,  F 

02657 
GROSSMAN,  MI 

02671* 
GROSSMANN,  HO 

02810 
GROVES,  LK 

02896 
GROZINGER,  KH 

03281* 
GRUNDMANN,  E 

03330 
GRYMINSKI,  J 

03218* 
GUAOAGNO,  G 

03403 
GUALA,  L 

03273 
GUDMAND-HOYER,  E 

02762* 
GUIGNIER,  M 

03242 
GUILLAUO 

03120* 
GUKASIAN,  AA 

02822 
GULAN,  E 

03247 
GUMMER,  JWP 

02  865* 
GUMUCIU,  J J 

02694* 
GUSMANO,  R 

03435 
GUSTAFSSON,  BE 

02748 
GUTMAN,  Y 

02642* 
GUTNIK,  GP 

02929 
GUYNES,  WA 

03309 

HA8I8,  P 

03358 
HADDAD,  JG  JR. 

02662* 
HADONN,  8 

03130* 
HAFSTROM,  LO 

03169* 
HAIO,  SP 

03324* 
HALLE-PANNENKO,  0 

02703* 
HAMSLY,  CK 

02866* 
HAMILTON,  JR 

03043*  03046 

HAN,  ys 

03220* 
HANEFELD,  M 

03192 
HANKIEWICZ,  J 

02642 
HANOK,  A 

02790 
HANSKY,  J 

02677* 
HANSON,  KM 

02656* 
HARDISON,  JE 

0  32  72 
HAROWICK,  CE 

03101 
HARDY,  KJ 

03100   03234* 
HARJOLA,  PT 

02621*  02867*  03286* 
HARRIS,  DJ 

03086 
HARRIS,  RS 

02853 
HARRISON,  JE 

03040* 
HARTMANN,  L 

03437   03438   03440 
HARVEY,  NA 

03030 


HASBUN,  ER 

03345 
HASEEB,  MA 

03321* 
HASEGAWA,  M 

02883 
HASEGAMA,  S 

02734 
HATCHETT,  C 

02876 
HAUG,  N 

03176 
HAWORTH,  EM 

02763* 
HAYS,  DM 

02730   02963* 
HEATON,  KW 

03039* 
HECKER,  R 

03222 
HECKETSWEILLER,  P 

03387 
HEDGES,  GR 

03081* 
HEILMEYER,  L 

03154* 
HEISTERKAMP,  C 

03417 
HELFFERICH,  M 

02957* 
HELLEMANS,  N 

03127 
HEMMATI,  A 

02659 
HENDELMAN,  LU 

02709* 
HENLEY,  KS 

02694*  02709* 
HENRION,  C 

02924 
HENRY,  X 

02972 
HEPP,  KD 

02635 
HERBERT,  S 

03216 
HERMANN,  RE 

03310 
HERMS,  G 

03260* 
HERREMAN,  G 

03179 
HERSHFIELO,  NB 

03131* 
HESS,  OR 

02801 
HIGASHI,  0 

03209 
HIGHTOHER,  NC 

03012* 
HIGUCHI,  C 

02861 
HILOES,  JA 

03131* 
HIMBERT,  J 

03179 
HINZ,  E 

02750 
HIRSCHOWITZ,  BI 

02672* 
HITCHMAN,  AJW 

03040* 
HITSCHFELD,  HJ 

03289* 
HITZie,  WH 

0313P* 
HUDSON,  CJ 

02  763* 
HOFERICHTER,  J 

03144* 
HOFF,  EC 

03280 
HOFSLl,  M 

03153 
HOKAMA,  Y 

02732 
HOLDSTOCK,  DJ 

03327* 
HOLLE,  G 

03351 
HONDA,  Y 

03209 
HONNER,  R 

03157* 


HOOFT,  C 

03055 
HORAKOVA.  Z 

02675* 
HORIUCHtf  N 

03171* 
HORNBUCKLE,  PA 

03034 
HORROCKS.  P 

03050 
HORUBALA.  G 

03048 
HOSHI,  H 

02950 
HOSSAIN.  Z 

02984 
HOUGHTON,  GW 

03062* 
HOUSSET.  E 

02752 
HOVANIAN.  AP 

03066* 
HRUZIK,  J 

03296 
HUANG.  TT 

02816 
MJGGINS,  0 

03424 
HUGHES,  ESR 

03100   03234* 
HUNT,  TK 

03102 
HUSSEIN,  M 

03321* 
HUYGHE,  J 

03436 
HYAHS,  L 

03075* 
HYDE,  I 

02897 

lAKUNIN,  PN 

03404 
lAMS,  MB 

03146* 
lAZYKOVA,  MA 

03354 
IBER,  FL 

03172* 
ICHIHARA,  K 

03370 
lEMEL'IANOVA,  lUr 

03258* 
I ER EN BURG,  LKH 

03404 
IKEHATA,  A 

03029 
ILIE,  E 

02918 
IMPOST!,  A 

03016* 
INABA,  K 

02729 
INOUE,  T 

03370 
INTROZZI,  AS 

03016* 
INUI,  H 

02681*  02913* 
ISAAC,  H 

03034 
ISAEVA,  LA 

03244 
ISHIBE,  T 

03370 
ISHIKAHA,  K 

03370 
ISHIZUKA,  T 

02907* 
ISMAILOVA,  MKH 

03243 
ITO,  T 

02681* 
IWAI,  N 

02637 

JACKSON,  I 

02747 
JACOB,  M 

03358 
JACOBS,  A 

02689 
JACOBSON.  ED 

02685   02803 


JAC08S0N,  HG 

0286 4» 
JAFFE.  BM 

03007* 
JAFFERIAN,  PA 

03359 
JALAN.  KN 

03121 
JAMESt  WB 

028't6 
JANOWITZt  HO 

03137 
JANSEN.  CR 

03158* 
JARNUHt  S 

03042* 
JAUCA.  S 

02961* 
JAVITT.    N8 

02728 
J  AY  ARAM.     8M 

03251 
JEAN-JEAN,    C 

03060* 
JEORYCHOWSKl,     A 

03233* 
JENKIN,    CR 

02619* 
JEUNET,    FS 

02735 
JIRAYAMA.    A 

02861 
JCCU,     I 

02918 
JCHNSCN,     AC 

02882 
JGHNSGN,     AG 

03302 
JOHNSON,    JG 

03095 
JOHNSON,     LR 

02671* 
JOHNSON,     S 

02882 
JONES,    RS 

03123 
JORl,    GP 

03118*  03221* 
JORPES,  JE 

02843 
JQSKE,  RA 

02844 
JOVANOVIC.  0 

03112 
JUAREZ  FERNANDEZ,  C 

02850 
JUOO,  OR 

03007* 
JUNG.  A 

0292  5 

JUNG.  F 

02925 

KAOEN.  M 

02719 
KAKIZAKI,  J 

02902* 
KALENICK.  J 

0340  8 
KALINA.  Z 

02973 
KALININ.  AP 

03378 
KALITEEVSKII,  PF 

03090 
KAHH.  OE 

02720 
KAMMERER,    GT 

02916 
KAMPF,  SC 

02698* 
KANNQ,  Y 

0262  0* 
KANTROWITZ,     PA 

02759*    03328* 
KAPOUR,    VK 

03277 
KARK,     AE 

03H7* 
KARK,     e 

02813 
KARUSH,     A 

03125 


KASAMA,    K 

02  734 
KATSILAMBROS,    N 

03231 
KATZ,    ML 

02744 
KAWAOA,  K 

02922 
KAWAHARA,     T 

02922 
KAWAMO,  H 

03370 
KEIDEL,  J 

02809 
KELTNER,  RM 

02  995 
KESSLER,  M 

03155* 
KETONEN,  P 

02867* 
KHANOJUA,  PC 

03422 
KHANNA,  KK 

03275 
KHARITONOV,  LG 

02872 
KHAROKOPOS,  S 

02751 
KHO,  E 

02962* 
KHOOALEVICH,  IV 

03361 
KHORMOVA,  V 

02751 
KIEN  TRUONG,  T 

03331 
KIESSLING,  J 

02630 
KIIASHOV,  AP 

03382 
KIKKAWA,  S 

02883 
KIM,  YC 
03220* 
KIMURA,  S 

02680* 
KINUGASA.  J 

03370 
KIRBY,  I^IG 

02992 
KIRKPATRICK.  JR 

02772 
KIRSNER,  JB 

03012* 
KISFALUUY,  S 

02834 
KISIA,  lA 

02954 
KITA,  R 
03237* 
KITAMURA,  T 

03171* 
KLIMENKO,  EO 

02666 
KLIMENKGV,  AA 

02941 
KNILL-JONES,  R 

03202 
KNOX,  MG 

02892 
KUBETS.  IS 

02974 
KOELSCH,  KA 

03260* 
KOHLER,  JJ 

02880 
KOIKKALAINEN,  K 

02621* 
KOKATHUR,  MG 

02648 
KOKUMAI,  Y 

02922 
KOLESNICHENKO,  AM 

03404 
KOLOOZIEJSKA,  H 

02939 
K0MMER6LL,  B 

02812   U3281* 
KONDO,  K 

02625* 
KQNDRAT'IEVA,  AP 

02805 
KONTUREK,  SJ 
02673* 


KOOS,  T 

03165* 
KCPYLOW,  A 

02927 
KORBAS.  J 

03379 
KORDAC,  V 

02696* 
KORELITZ,  BI 

03117* 
KORMAN,  E 

03379 
KOROLEVA,  VG 

03313* 
KORZON,  IK 

03329 
KOSAREV,  VA 

03371 
KOSPIPURO.  K 

03325* 
KOSSLING,  FK 

02806 
KOSZAROWSKl,  T 

02904*  02933 
KOTHAR,  ML 

03015* 
KOULUMIES,  M 

02871* 
KOVACS,  A 

02834 
KOHALCZYK,  H 

03235* 
KOZLOHA,  EV 

02934 
KRASNA,  IN 

03117* 
KRATZSCH,  KH 

03261* 
KREEL,  L 

02819   02821 
KREHER,  GJ 

02806 
KRIEG,  0 

03263* 
KRIEKEMANS,  J 

03055 
KRONER!,  E 

02809 
KRUMHAAR,  D 

03281* 
KRYSZEHSKI,  A 

03259* 
KRYZHANOVSKAIA,  NL 

03404 
KUBASOVA,  EG 

03245 
KUBIAK,  Z 

03211 
KUDO,  N 
02902* 
KUEHN,  PG 

03077* 
KUHCZ,  A 

02986 
KULPA,  J 

02940 
KUNTZMAN,  R 

02701* 
KUO,  J 
02790 

KURIMURA,  0 
03370 

KUROOA,  K 
02  849 

KURUVILA,  J 
03162* 

LACK,  L 

02736*  03039* 
LAIRO,  DR 

03101 
LANCASTER,  HJ 

02949 
LANCE,  JW 

02968 
LANDQR,  JH 

02817 
LANFRANCHI,  GA 

02655*  02764* 
LANGE,  HJ 

02806 
LANGLEY,  RL 

02801 


LANGLOIS,  J 

03179 
LANGMAN,  MJS 

J3045* 
LAPEYRERE,  J 

02921 
LAPLACE,  JP 

02767* 
LARGIADER,  F 

03129* 
LARGUIA,  AE 

03349 
LARSON,  RA 

02975 
LASCAR 
02966 
LASTER,  WR  JR. 

02993 
LAUGHREY,  EG 

02694*  02709* 
LAURIERE,  R 

03293 
LAUSTELA,  E 

02621*  03286* 
LAZAR.  R 

02970 
LAZARO,  EJ 

03151 
LEACH,  WB 

02993 

LEAL,  E 

02960* 

LECHI,  A 

03213 
LECHI,  C 

03213 
LECUNA,  VT 

02870* 
LEE,  JS 
03220* 
LEFEBVRE.  R 

02775 
LEGROS,  G 

02633 
LEHOS  TORRES,  U 

03206 
LENCZYK,  M 

02903*  02936   02937 
LENNENBERG,  E 

03098 
LENZ,  H 

02659 
LEODOLTER,  1 

02769* 
LEPOW,  H 

02864* 
LEROUX,  JP 

02713   02714 
LESNIC,  C 

03165* 
LEVOWITZ,  BS 

02742* 
LEWIS,  EA 

03028 
LIEBERHAN,  I 

02727 
LINCOLN,  JCR 

02887 
LINO,  JF 

03131* 
LINOENAU,  A 

02649 
UNOENMUTH,  WW 

02693 
LINOSTEDT,  E 

03080* 
LIONAKIS,  B 

02990 
LIPPITT,  WH 

03078* 
LISIECKI,  Z 

02838 
LISSAC,  J 

03179 
LITMAN,  C 

03383 
LIUL'KO,  AV 

03148* 
LLAURADO,  A 

03297 
LO  CASCIO,  V 

03213 
LO,  CH 
02704* 


LOCAL  10,  SA 

03079* 
LOCKMOOO.  K 

02761* 
LOEHRV,  CA 

02  740» 
LOFGREN,  CG 

03051 
LOHR>  G 

02893 
LQHBAROQ,  V 

0290  5* 
LONDON,  HT 

03241   03252 
LONG,  BTL 

03401 
LOGNG,  SC 

02968 
LOPEZ  CAMPOS,  J 

03156* 
LORER,  H 

02713      02714 
LOSKUTOVA-CHUKHRIIENKO,    N( 

0314S* 
LQSOWSKV,  MS 

03200 
LOVE,  AHG 

02988 
LOW-BEER,  TS 

02736* 
LOWV,  R 

02702* 
LOYARTE,  HF 

02874 
LUBBERS,  DW 

03155* 
LUCIANO,  L 

03369 
LUKASIEWCZ,  H 

03434 
LUKASIK,  S 

02641* 
LUKASIKGMA,  W 

02641* 
LUNOOUIST,  A 

02771 
LUNEL,  J 

02757* 
LUPARELLO,    TJ 

03010* 
LUPU,     E 

03035* 
LURME,    AS 

02900* 
LUTTWAK,    EH 

02800 
LUZZATO,    A 

03411 
LYCZEWSKA,    J 

03218* 
LYNCH,    MJ 

03046 
LYNGDOH,     E 
03254 

HACCIONI,    AF 

03284* 
MACDONALO,  JM 

02908* 
MACHALSKI,  M 

02973 
MACKRELL,  TN 

02687   02688 
MACLEAN,  LO 

03163* 
MACLEAN,  N 

03121 
MACHAHON.  B 

03033 
HAOANAGDPALAN,     N 

03177 
HAOOEN,  WM 

03073* 
MADOREY,  WC 

03172* 
MADZAROVOVA-NOHEJLOVA,    J 

03053 
MAEOA,    M 

02883 
MAENHOUOT,  R 

03061* 
MAGINN,  RR 

02891 


AR 


MAIER,  WP 

02983 
MAINWARING, 

03050 
MAJUA  OELGAOO,  R 

03156* 
MAJUMDAR,  DK 

03277 
MAKHLOUF,  GM 

02690 
MAKHOV,  NI 

02781 
MAKSIMOV,  VI 

03313* 
MALAGELADA,  JR 

03217* 
MALAKA-ZAFEIRIOU,  K 

02751 
MALCOM,  GT 

02648 
MALLET-GUY,  Y 

03167* 
MAMMANO,  JH 

02644 
MANGANI,  G 

02  947 
MANRIOUE,  J 

03016* 
MARCELLING,  LR 

02786 
MARCHAN  CASTRO,  E 

02793 
MARCHI,  AG 

03054 
MARCHI,  B 

02782 
MARCZYNSKA,  A 
02942   02943 
MARGGLIS,  S 

03264* 
MARIN,  GA 

03041* 
MARINELLG,  E 

02711 
MARINUCCI,  G 

03224 
MARKS,  E 

02770 
MARSHALL,  RJ 

02772 
MARTI  BREY,  M 

02784 
MARTIN,  F 

03328* 
MARTIN,  JC 

03310 
MARTINELLI,  M 

02749 
MARTINEZ-BREY,  M 

02837 
MARTINEZ-PINEIRO  CARAMES, 

03024 
MARTINEZ,  RO 

02648 
MARTINI,  M 

03186 
MARTINI,  P 

02711 
MARTSEVICH,  MS 

02666 
MARTTINEN,  E 

02816 
MASCHA5,  H 

03011* 
MASEK,  J 

03362 
MASSARI,  N 

02691*  02692* 
MASSIERE,  F 

03298 
MASTER,  SP 

02684* 
MASUDA,  T 

03370 
MATEEV,  B 

02630 
HATSUI,  Y 

02620* 
MATSUKURA,  S 

02959* 
MATSUMOTG,  T 

03417 
MATSUSHIMA,  Y 
02  73  0 


MATTIG,  H 

03289* 
MAY,  J 

03162* 
MAYO,  J6 

02993 
MAZZACCA,  G 

03118*  03221* 
HCCABE,  RE  JR. 

02892 
MCCARTHY,  CF 

03047   03303 
MCCRAY,  RS 

03328* 
MCGUIGAN.  JE 

03399 
MCHAROY,  G 

03012* 
MCHAHON,  WA 

03101 
MCMILLAN,  IKR 

02897 
MCNEILL,  KG 

03040* 
MEDINA,  M 

02894 
HEEROFF,  JC 

02686 
MEERGFF,  M 

02686 
MEHTA,  JM 

03015* 
MEIER,  LA 

03315* 
MELAHEO,  JL 

03109 
MELAMEO,  H 

03109 
MELROSE,  AG 

02846 
MENAHAN,  LA 

02635 
MENDELSSOHN,  AN 

03098 
MENTASTI,  E 

03349 
MENTOURI,  B 

03294 
MENZ,  HP 

02923 
HERAOJI,  B 

03294 
MEROENGV,  KK 

02781 
MERVEILLE,  P 

03360 
MESSINETTI,  S 

02786 
MESTER,  E 

03288*  03299 
MEYZA,  J 

02933 
MICEK,  F 

03296 
MIGUET,  J 

03242 
MIKULECKY,  M 

02833 
MILLER,  B 

03396 
MILLER,  LO 

03072* 
MILLER,  RE 

02820 
MILLER,  WO 

03285* 
MILLINGTON,  PF 

02623* 
HIRABILE,  E 

03005* 
MIRTU,  D 

02961* 
MISIEMICZ,  JJ 

02865*  03327* 
MISRA,  UK 

02707* 
MITASOV,  IG 

03096 
MITCH,  W 

03328* 
MIYAKE,  T 

02637 
MIYGSHI,  A 
02  637 


HLODZKI,  H 

02679* 
MOCRANSKI,  R 

02961* 
MODZELEWSKA.  I 

03225 
MOIKEHA.  SN 

02732 
HOLDENHAUER,  M 

02778 
MOLLER,  HJ 

02873 
MOLLIN,  OL 

03059 
HGLNAR,  J 

03288* 
MONGELLl,  J 

02721 
MONNE,  J 

02823 
MONOD-BROCA,  P 

03106   03413 
MGNSONf  RR 

03033 
HGNTALEf  P 

02836 
MONTE IRO,  6       ; 

03135 
MOGRE,  FT 

02656* 
MOORE,  G 

02803 
MORAHAN,  RJ 

03332 
HOREAU,  G 

02921 
HGRGER,  R 

02979 
MORIGA,  N 

02637 
MORRA,  A 

03229 
MORRIS.  HP 

02704* 
MOSS,  AJ 

03086 
HGZHAROVSKAIA,  NL 

03404 
MUIR,  D 

03108 
MULLERt    JM 

03242 
HURAI,    T 

03370 
MURATORI,  F 

03067*  03364 
MURRAY,  MJ 

02643* 
HUSABAIEV,  IK 

03380 
MUTT,  V 

02843 

NABEYAMA,  K 

03312 
NACCARATO,  R 

03194 
NAGAR,  RK 

03027 
NAGY,  A 

03249 
NAJJAR,  SS 

03333 
NAKAGAWA,  F 

03171* 
NAKANG.  S 

02910* 
NAKATANI,  Y 

02883 
NARBGNA  ARNAU,  B 

02926 
NARISAMA,  K 

03209 
NASIO.  J 

02889 
NAUHANN.  HJ 

03192 
NAVARRETE-C,  E 

03357 
NAVARRO  M,  JE 

03342 
NAVARRO,  V 

03204 


SB 


ET 


AWAR.    T 
02775 
EBESAR.    RA 

E8UT,    M 
03438 
lEEDLEMAN, 
03147* 
lEEF,    H 
03128* 
EGRIt    S 
02691*    02708* 
EILL.    RWK 
03336 
lELSON.    PG 
03008* 

EMHAUSER,     GM 
03417 

EUHAUSER,    EBD 
02826      02877 
EWTON,    HT 
03007* 
IICHOLLS.    DC 
02705* 
IICKLIS.    M 
02812 
IICOLAS,    F 
03179 
IICORA,    E 
02836 

lIELUBOWICZt    J 
03434 

IIKIFOROV,     AM 
03371 

IIKOL'SKAYA,    00 
02978 
IISHIMURA. 
02732 

riSHiMURA, 

0263  8 
IISHIO,    H 

02907* 
IISHIUCHI, 

03370 
IIHA.    T 

02907* 
lORBERGi 

03069* 
lOROIOt  S 

03054 
lORMAN.  A 

02748 
40RRIS.  HT 

03377 
lOSEK.  H 

02936       02939 
JOTELOVITZ,    M 

03160* 
tOVAU.    F 

02823 
lOZAKI.    S 

02902* 
itUNNt    JR 

02890 
WSBAUM,    M 

02849 
tlYLANOER.    G 

02743* 

D'CONNORt    JF 

03125 
a*OUINN.    JL 

03291 
aAKLEY.    NW 

02719 
QCARANZA,    MJ 

03189 
OCKERMAN,     PA 

02765*    02771 
OETTE.    K 

02807 
OFFICER,    GO 

02845 
□  GAWA,    E 

02710* 
OGURn,    Y 

02768* 
OHARA.    K 

03209 
OHBAYASHI.    M 

02637 
OHKAHA,    S 

02637 


KA 


OKAMOTO,    E 

02960* 
OKAMOTO,    S 

02907* 
OKITA,    H 

03370 
OKMIAN,  L 

02893 
OKOLICSANYl,  L 

03194 
OKUDA,  S 

02681*    02913* 
OKUDA,    Y 

02637 
OLANEANU,  0 

02970 
OLIVA,  H 

03204 
OLLIER,  MP 

03438      03440 
OLO-GARCIA,    R 

02804 
OLSEN,    M 

02668 
OLSSON,  R 

03169* 
OLSZEWSKI,  M 

03434 
OMORI,  K 

03171* 
OMURA,  I 

03370 
ONO,  K 

02902* 
DNTKO,  J 

02705* 
ORATZ,  M 

02721 
ORELLANA,    HG 

03388 
ORISAKA,  H 

02883 
ORITA,  K 

02922 
ORTIZ  DE  LANZAOURI,  E 

02624* 
GRZALESI,  R 

03002* 
OSINSKI,  B 

02641* 
OSTASHEVSKAIA,  ID 

03025 
OSTROMOUKHOVA,  GA 

03344 
OSZACKI,  J 

02903*  02936   02937   02940 

02942   02943 
OWEN,  JA  JR. 

02662* 
OZTURK,  C 

02  864* 

PACl,  P 

03240* 
PACIFICO,  AD 

02687 
PAGANI,  R 

02711 
PAI,  KM 

03215 
PAI.  MK 

03255 
PAIPAL,  AK 

03174 
PALIARD,  P 

03120* 
PALMISANQ,  DJ 

03110   03309 
PANIAN-GASPARYAN,  LKH 

03274 
PANTALEONl,  A 

02945 
PAPAUOYANAKIS,  N 

03231 
PARIS,  J 

03360 
PARK,  CR 

02706* 
PARK,  JK 

03220* 
PARKINSON,  ED 

031C1 
PASARGIKLIAN,  E 

02851 


MA 


B 


PASCO,  HR 

03414 
PASTOROVA,  J 

02948 
PATER,  J 

02973 
PATHIER, 

03331 
PATIL,  SO 

03278 
PATSOURAKOS, 

03231 
PAVLOVICH,  lEM 

03374 
PAYNE,  RA 

02683* 
PAZZAGLI,  G 

02731 
PEARSON,  AJ 

03047 
PELCSI,  G 

03186 
PENA  YANEZ,  A 

02850 
PENE,  P 

03442 
PENHA,  LA 

03358 
PERA  JIMENEZ,  C 

03037 
PERA,  A 

02906* 
PEREIRA,  N 

03358 
PEREZ  ROJAS.  E 

03193 
PERINI,  0 

02967 
PERIS,  G 

02836 
PERRY,  J 

02650 
PERRY,  T 

03063* 
PETERA,  V 

02787 
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PREFACE 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  a  publication  of  the  National  Institute  of  Arth 
and  Metabolic  Diseases.  This  speciaUzed  information  medium  has  been  initiated  to  fill  an  existing  great  nee 
the  field  of  gastroenterology  and  to  assist  the  Institute  in  meeting  its  obligations  to  foster  and  support  labora 
and  cHnical  research  into  the  nature,  causes,  and  therapy  of  diseases  of  the  gastrointestinal  tract.  Publicatio 
GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  makes  avaUable,  free  to  quaUfied  intere 
investigators  and  practitioners,  citations  of  all  current  papers  relevant  to  this  field  from  medical  joui 
published  throughout  the  world.  Approximately  one-third  of  the  citations  dealing  with  the  major  aspect 
gastroenterology  has  accompanying  abstracts. 

The  issuing  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  under  the  auspices  of  the  Nati 
Institute  of  Arthritis  and  Metabohc  Diseases  will  provide  a  much  needed  current  awareness  tool  to  scientists 
will  facilitate  greater  integration  of  research  and  cUnical  efforts  in  this  field.  The  number  and  great  diversit 
pubUcations  in  the  area  of  gastroenterology  makes  it  imperative  that  an  appropriate  service  be  availabi 
investigators  and  practitioners  so  that  they  may  be  apprised  of  progress  with  a  minimum  of  delay.  Our  aim 
provide  the  readers  with  a  readily  systematized  compilation  of  current  pubhshed  work.  The  publication 
provide  the  greatest  usefulness  if  these  interested  investigators  will  contribute  their  ideas  and  comment! 
consideration  whenever  possible. 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  published  monthly  and  includes  citations 
abstracts  from  the  biomedical  world  Uterature  as  they  are  currently  received.  In  addition,  yearly  cumu 
subject  and  author  indexes  are  published.  Requests  from  qualified  individuals  to  receive  free  copies  of 
publication,  and  address  changes  and  other  communications  from  these  individuals  should  be  addressed  to: 


Scientific  Communications  Office 

Gastroenterology  Abstracts  and  Citations 

National  Institute  of  Arthritis  and  Metabolic  Diseases 

National  Institutes  of  Health 

Bethesda,  Maryland  20014 
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MORPHOLOGY,  CELLULAR  STRUCTURE  AND  HISTOCHEMISTRY 


3443  THREE-DIMENSIONAL  STRUCTURE  OF  THE 
HUMAN  SMALL  INTESTINAL  MUCOSA  IN 

HEALTH  AND  DISEASE.  (E.)  Loehry,  C.  A.  (St.  Thomas 
Hosp.,  London,  England)  and  B.  Creamer.  Gut  10(1):6-12, 
1969. 

Human  small  intestinal  mucosa  were  examined  under  the 
dissecting  microscope  after  autolysis  of  epithelial  cells,  and 
histologically  by  serial  horizontal  cross  sections  of  convention- 
ally fixed  specimens.    The  normal  three-dimensional  mucosal 
structure  proved  to  be  m'ore  compleic  than  had  been  thought. 
It  has  a  preponderance  of  crypts  over  villi,  and  small  inter- 
villous ridges  running  between  the  crypts  and  joining  up  onto 
the  base  of  villi.    As  the  mucosa  becomes  abnormal  these  inter- 
villous ridges  hypertrophy  to  a  varying  degree  as  the  villi 
shorten,  and  are  responsible  for  the  mucosal  patterns  that  are 
seen  in  disease  states. 

3444  STUDIES  OF  THE  IMMUNOCHEMICAL  I 
SPECIFICITY  OF  SOME  ANTIBODIES  TO 

HUMAN  GASTRIN.    (E.)    McGuigan,  J.  E.  (Washington  U. 
Sch.  Med.,  St.  Louis,  Mo.).    Gastroenterology  56(3):429-438, 
1969. 

Antibodies  to  gastrin  obtained  from  rabbits  immunized  with 
human  gastrin  I  (residues  2  through  17)-bovine  serum  albumin 
conjugates  were  evaluated  in  respect  to  specificity  using  a 
variety  of  peptides.    These  antibodies  to  human  gastrin  I 
demonstrated  a  high  degree  of  binding  of  gastrin  molecules 
from  several  other  mammalian  species,  particularly  sheep  and 
dogs.    Limited  antibody  cross-reactivity  was  observed  with 
porcine  cholecystokinin-pancreozymin:    the  extent  of  cross- 
reactivity  was  of  the  same  order  as  seen  with  pentagastrin 
which  contains  the  carboxyl-terminal  tetrapeptide  amide  of 
gastrin.    Among  antibodies  evaluated  in  these  studies  there  was 
minimal  antibody  specificity  demonstrated  exclusively  for  the 
l-through  13-residue  region  of  the  gastrin  molecule. 

3445  SMALL  INTESTINAL  HISTOCHEMICAL  AND 
HISTOLOGICAL  CHANGES  IN  ULCERATIVE 

COLITIS.   (E.)    Jankey,  N.  (Gordon  Hosp.,  London,  England) 
and  L.  A.  Price.    Gut  10(4): 267-269,  1969. 

Histological  comparison  of  small  intestinal  biopsies  from  10 
colitic  and  7  noncoUtic  patients  showed  no  abnormalities  in 
the  noncoljtic  group  but  partial  villous  atrophy  and  a  con- 
voluted mucosal  pattern  under  the  dissecting  microscope  in 
4  of  the  colitics.    No  difference  was  found  between  the  two 
groups  for  any  of  the  enzymes  (alkaline  phosphatase,  acid 
phosphatase,  nonspecific  esterase,  succinic  dehydrogenase  and 
leucinaminopeptidase,  glucose-6-phosphate  dehydrogenase,  and 
monoamine  oxidase)  studied.    No  evidence  was  found,  there- 
fore, of  any  small  intestinal  enzyme  deficiency  in  ulcerative 
coUtics.    Enzyme  deficiency  is  not  likely  to  be  a  cause  of  the 
malabsorption  observed  in  acute  attacks  of  ulcerative  colitis. 

3446  THE  LOCALIZATION  OF  PROTEOLYTIC 
ACTIVITY  IN  RAT  UVER  MITOCHONDRIA 

\ND  ITS  RELATION  TO  MITOCHONDRIAL  SWELLING 
AND  AGING.    (E.j    Alberti,  K.  G.  M.  M.  (Dept.  Biochem., 
U.  Sheffield,  England)  and  W.  Bartley.   Btochem  J  111(5):763- 
776,  1969. 


Rat  (male  Wistar)  liver  mitochondria,  stored  at  OC,  22C  and 
40C,  steadily  increased  during  a  72  hr  period  in  water,  total 
amino  acid  content  and  leakage  of  protein.    These  processes 
were  accentuated  at  the  higher  temperatures.    The  intramito- 
chondrial  accumulation  of  amino  acids  which  occurs  and  pro- 
teolysis of  internal  barriers  may  be  related  to  the  spontaneous 
swelling.    Analysis  of  data  indicated  that  amino  acids  are  pro- 
duced within  mitochondria  and  that  adsorption  and  uptake 
from  the  medium  do  not  contribute  significantly  to  amino  acids 
in  the  pellet.    Beta  glycerophosphate,  a  lysosome  protectant, 
increased  amino  acid  production.    Treatment  with  Triton  X-100 
and  disruption  by  freezing  and  thawing  showed  that  56%  of 
proteolytic  activity  was  'free'  in  whole  mitochondria,  whereas 
only  11%  of  acid  phosphatase  activity,  a  lysosomal  enzyme, 
was  'free'.    'Light'  mitochondria  contained  30%  more  neutral 
proteolytic  activity  but  300%  more  acid  phosphatase  activity 
than  'heavy'  mitochondria.    Mitochondrial  neutral  proteolytic 
activity  does  not  appear  to  reflect  lysosomal  content. 

3447  EFFECTS  OF  ETHANOL  AND  A  FAT-FREE 
DIET  ON  HEPATIC  MITOCHONDRIAL 

FRAGILITY  AND  FATTY  ACID  COMPOSITION.    (E.) 
French,  S.  W.  (Harbor  Gen.  Hosp.,  Torrance,  Calif.),  A. 
Sheinbaum  and  R.  J.  Morin.   Proc  Sac  Exp  Biol  Med  130(3): 
781-783,  1969. 

The  effect  of  essential  fatty  acid  deficiency  and  chronic 
ethanol  ingestion  on  liver  mitochondrial  fragility  and  fatty  acid 
composition  was  studied  in  60  young  male  Charles  River  rats. 
Rats  fed  ethanol  developed  a  significant  increase  in  percentage 
maximum  activity  of  succinic  dehydrogenase.    The  fat-free 
diet  partially  reversed  this  effect.    The  essential  fatty  acid  de- 
ficient diet  partially  protected  the  mitochondria  from  develop- 
ing the  increased  fragility  induced  by  chronic  ethanol  ingestion. 
The  mitochondrial  fragility  induced  by  ethanol  ingestion  was 
not  related  to  changes  in  the  proportions  of  arachidonic  acid 
or  other  mitochondrial  acids.    Chronic  ethanol  feeding  partially 
prevented  the  changes  in  mitochondrial  fatty  acid  composition 
induced  by  essential  fatty  acid  deficiency. 

3448  PORTAL  HYPERTENSION  IN  ACUTE  EX- 
PERIMENTAL VENO-OCCLUSIVE  DISEASE 

OF  THE  LIVER  IN  RATS.    (E.)    McLean,  E.  K.  (Royal  Free 
Hosp.,  London,  England)  and  K.  R.  HiU.   Brit  J  Exp  Path 
50(1):37-41,  1969. 

Portal  pressure  was  measured  in  adult  male  Wistar  rats  (100- 
400  g)  1-14  days  after  an  i.p.  LD50  (30  mg/kg)  of  dimethyl- 
nitrosamine  (DMN).    Centrilobular  necrosis  and  a  significant 
increase  in  portal  pressure  were  found  at  5  and  7  days  after 
DMN,  but  veno-occlusive  lesions  were  not  observed  until  7 
days.    Control  observations  on  rats  receiving  carbon  tetra- 
chloride showed  no  change  in  portal  pressure  attributable  to 
centrilobular  necrosis.    After  14  days  the  portal  pressure  in 
the  DMN-treated  rats  returned  to  normal. 


3449  BILIARY  OBSTRUCTION  SECONDARY  TO 

HEPATIC  VASCULAR  LIGATION  IN  FETAL 
SHEEP.    (E.)    Pickett,  L.  K.  (Yale  U.  Sch.  Med.,  New  Haven, 
Conn.)  and  H.  C.  Briggs.   J  Pediat  Surg  4(1):95-101,  1969. 
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Eleven  Dorset  Delane  lamb  fetuses  with  fetal  ages  of  102  to 
111  days  were  subjected  to  hepatic  artery  ligations.    Three 
others  had  sham  operations.    Three  of  the  ligation  group  and 
1  sham  procedure  ewe  aborted  within  10  to  14  days.    One  of 
the  ligation  group  ewes  was  accidentally  killed  3  days  after 
surgery.    Two  lambs  with  ligations  and  2  sham  procedure  ani- 
mals were  born  without  jaundice  and  with  normal  liver  function 
tests.    Three  of  the  lambs  who  were  born  jaundiced  deteriorated 
rapidly  until  decompression  was  performed.    All  of  these  jaun- 
diced animals  had  elevated  bilirubin  levels,  about  half  of  which 
was  conjugated.    Alkaline  phosphatase  and  SGOT  levels  were 
not  as  consistently  elevated.    A  significant  elevation  of  SGOT 
followed  decompression  procedures.    Autopsy  in  the  jaundiced 
animals  revealed  an  interruption  in  the  common  duct  adjacent 
to  the  ligation  ties.    There  was  a  large  variation  in  the  remain- 
ing blood  supply  to  the  Uver  as  demonstrated  by  aortogram.    A. 
large  amount  of  inflammatory  tissue  was  found  in  all  the  opera- 
ted lambs.    Cholestasis  and  bile  duct  proliferation  were  noted 
in  the  livers  of  all  the  jaundiced  lambs. 

3450  HEPATIC  REVASCULARIZATION.    AN  EX- 

PERIMENTAL METHOD.    (E.j    Goldsmith,  H.  S. 
(Sloan-Kettering  Inst.,  New  Yoric,  N.  Y.),  J.  CastUlo  and  E.  J. 
Beattie  Jr.   Arch  Surg  (Chicago)  98(5):59 1-594,  1969. 
Twelve  healthy  adult  dogs  (14  to  23  kg)  of  both  sexes  had 
their  splenic  artery  mobilized  and  inserted  into  a  tunnel  in  the 
right  middle  lobe  of  the  Uver.    Ten  similar  dogs  had  their  splenic 
vein  inserted  into  a  tunnel  in  the  left  middle  lobe  of  the  liver. 
Five  of  these  dogs  also  had  their  portal  vein  constricted  to  pro- 
duce portal  hypertension.    Four  weeks  later  exploration  re- 
vealed dense  scarring  about  the  arterial  implantation  of  4  dogs, 
patency  (demonstrated  by  pulsation)  in  8  and  pulsatile  flow 
on  cross-section  in  all  12.    The  5  dogs  with  portal  hypertension 
in  addition  to  splenic  vein  impNtitations  had  functioning  ves- 
sels.   The  splenic  veins  not  subjected  to  portal  hypertension 
were  all  thrombosed.    Fluorescein,  Hypaque  and  angiographic 
studies  were  used  to  demonstrate  effective  perfusion  by  the 
implanted  vessels.    The  technique  of  taking  extrahepatic  sources 
of  blood  and  implanting  them  directly  into  the  liver  is  awaiting 
clinical  trial. 

3451  HEPATITIS  ANTIGEN  CORRELATION  WITH 

DISEASE  AND  INFECTIVITY  OF  BLOOD- 
DONORS.    (E.)    Gocke,  D.  J.  (Columbia  U.  Coll.  Physicians 
Surgeons,  New  York,  N.  Y.)  and  N.  G.  Kavey,  Lancet  1(7605): 
1055-1059,  1969. 

A  specific  acute-phase  antigen  was  demonstrated  in  the  sera 
of  patients  with  viral  hepatitis.    In .  ddition,  this  antigen  was 
found  in  some  blood-donors  and  conelated  with  development 
of  hepatitis  in  recipients  of  their  blood.    The  antigen  was  de- 
tected with  a  two-dimensional  immunodiffusion  system,  em- 
ploying sera  from  patients  who  had  received  muhiple  trans- 
fusions as  antisera.    Sera  from  77  patients  with  a  cUnical  diag- 
nosis of  acute  viral  hepatitis  were  studied.    Of  49  tested  in  the 
first  12  days  after  the  onset  cf  symptoms,  39  (80%)  were  posi- 
tive.   No  difference  in  incidence  of  this  factor  in  the  infectious 
and  serum  forms  of  viral  hepatitis  could  be  detected.    The 
presence  of  this  hepatitis  antigen  correlated  closely  with  the 
course  of  acute  viral  hepatitis.    Peak  titers  were  found  before 
clinical  hepatic  injury  reached  a  maximum,  and  the  antigen 


disappeared  before  resolution  of  the  illness.   The  antigen  dis- 
appeared from  6  to  34  days  after  the  onset  of  symptoms,  wit 
an  average  of  18  to  19  days.   This  factor  was  not  present  in 
patients  with  other  types  of  liver  disease  or  in  patients  with 
various  other  conditions.    Hepatitis  antigen  was  found  in  8  of 
1726  apparently  healthy  blood-donors.    Of  the  8  recipients 
of  blood  from  these  donors,  2  died  of  their  underlying  diseasf 
shortly  after  transfusion.    Of  the  remaining  6,  4  developed  a 
positive  test  for  hepatitis  antigen  and  3  of  these  exhibited 
clinical  evidence  of  hepatitis.    The  other  2  remained  well  at  2 
and  4  months  after  transfusion.    None  of  30  recipients  of  23i 
units  of  negative  donor  blood  developed  hepatitis  after  trans- 
fusion. 

3452  CELLULAR  ANALYSIS  OF  LIVER  CARCINO 

GENESIS.    III.    COMPARISON  OF  THE  ULTR 
STRUCTURE  OF  HYPERPLASTIC  LIVER  NODULES  AND 
HEPATOCELLULAR  CARCINOMAS  INDUCED  IN  RAT 
LIVER  BY  2-FLUORENYLACET AMIDE.    (E.)    Merkow,  L. 
(U.  Pittsburgh  Sch.  Med.,  Pa.),  S.  M.  Epstein,  E.  Farber,  M. 
Pardo  and  B.  Bartus.   J  Nat  Cancer  Inst  43(1):  33-63,  1969. 

The  ultrastructure  of  hyperplastic  liver  nodules  and  hepato- 
cellular carcinomas  induced  in  male  Wistar  rat  (150-200  g)  li\ 
by  2-fluorenylacetamide  (2-FAA)  was  studied  and  compared. 
Cells  obtained  from  hepatocellular  malignancies  typically  sho' 
marked  variation  of  their  cytostructure.    In  contrast,  a  relati\ 
uniform  cytological  structure  characterized  hepatocytes  withi 
hyperplastic  Uver  nodules.    The  fine  structure  of  malignant 
hepatoma  ceUs  was  not  significantly  altered  when  the  host 
animals  were  fasted  for  24  hr  before  sacrifice,  whereas  the  hj 
perplastic  Uver  nodule  ceUs  displayed  considerable  difference 
uhrastructure  after  fasting.    A  number  of  similarities  were 
observed  between  organelles  within  ceUs  of  hyperplastic  Uver 
nodules  and  malignant  hepatomas.    Both  lesions  had  similar 
features  including  prominence  of  smooth  endoplasmic  reticul 
often  in  cluster  formation,  and  a  relative  paucity  of  paraUel- 
arrayed,  rough  endoplasmic  reticulum.    Annulate  lameUae,  re 
ported  to  be  present  in  2-FAA-induced  hyperplastic  Uver 
nodules,  were  also  readily  detected  in  maUgnant  hepatomas. 
The  above  alterations  were  not  observed  in  Uver  adjacent  to 
hyperplastic  Uver  nodules.   The  hyperplastic  Uver  nodule  is 
composed  cf  cells  which  differ  significantly  and  reproducibly 
from  those  of  normal  liver  or  from  overtly  malignant  hepatO' 
ceUular  carcinoma. 

3453  INTESTINAL  DISACCHARIDASE  ACTIVITY 

AFTER  BILLROTH  II  RESECTION  FOR  PEF 
ULCER.    (E.)    Gudmand-Hoyer,  E.  (Rigshospitalet,  Copenhg 
Denmark),  S.  Jarnum  and  H.  Worning.    Gut  10(6):45 1-453, 
1969. 

Disaccharide  (lactose,  maltose  and  sucrose)  tolerance  tests  as 
weU  as  concentrations  of  disaccharidases  in  multiple  biopsies 
from  the  first  50  cm  of  the  efferent  loop  were  performed  in 
13  (7  male,  6  female)  patients  with  a  gastrojejunostomy  foU( 
ing  subtotal  gastrectomy.  None  of  the  patients  presented  sig 
of  disaccharide  intolerance.  Concentrations  of  disaccharidast 
varied  systematically  in  the  efferent  loop;  the  lowest  concen- 
trations were  observed  near  the  stoma.  In  the  next  20  cm  tl 
concentration  increased  to  remain  constant  in  the  rest  of  the 
intestine  studied.  In  6  patients  concentrations  of  enzymes  b 
low  the  lowest  normal  value  were  observed  in  biopsies  near  1 
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stoma.   The  histological  picture  of  the  biopsies  was  normal, 
even  in  patients  with  low  concentrations  of  enzymes.    The 
presence  of  low  concentrations  of  enzymes  in  the  first  20  cm 
of  the  efferent  loop  is  of  no  significance  in  the  diagnosis  of 
disaccharide  malabsorption. 


on  the  15th  day  after  irradiation.   The  incidence  of  ulcers 
was  not  increased  by  cortisone,  but  their  formation  seemed 
to  be  accelerated;  they  could  be  detected  as  soon  as  3  days 
after  treatment.    Cortisone  inhibited  the  formation  of  sclerosis 
around  the  lesions. 


3454  POLYMERIC  COLLAGEN  ISOLATED  FROM 
THE  HUMAN  INTESTINAL  SUBMUCOSA. 

(E.)    Steven,  F.  S.  (U.  Manchester,  England),  D.  S.  Jackson, 
J.  D.  Schofield  and  J.  B.  L.  Bard.    Gut  10(6):484-487,  1969. 

Treatment  of  human  intestinal  submucosa,  obtained  from 
small  and  large  bowel  at  necropsy,  with  dilute  acetic  acid  al- 
lowed the  dispersal  of  polymeric  collagen  fibrils  which  were 
purified  by  salt  precipitation.    These  fibrils  were  97%  pure 
collagen.    Pretreatment  of  the  tissue  with  crude  bacterial  a- 
amylase  or  EDTA  resulted  in  the  dispersion  of  pure  polymeric 
collagen  fibrils.    Examination  of  submucosal  polymeric  collagen 
fibrils  dispersed  in  0.1  M  acetic  acid  demonstrated  the  typical 
640  A  striated  fibrils  as  well  as  fibrils  which  were  partially  un- 
ravelled.   The  protofibrils  which  make  up  the  fibril  were  seen 
to  be  organized  in  the  form  of  a  'stocking'  type  of  structure, 
with  some  evidence  of  superhelical  organization. 

3455  STUDIES  ON  THE  PREVENTION  AND  CURE 
OF  EXPERIMENTALLY  INDUCED  FUNC- 
TIONAL AND  MORPHOLOGICAL  LIVER 

CHANGES.    2ND  COMMUNICATION.    (E.)    Neukomm,  S. 
(Solco  Basle  Ltd.,  Switzerland)  and  M.  Kiraly.  Arzneimittel- 
forschung  17(9):  1135-1142,  1967. 

Carbon  tetrachloride  (CCI4)  intoxication  of  the  liver  induced 
in  69  female  CFN  rats  was  treated  with  an  "extralysate"  of 
mammalian  liver  (SHE).    During  the  poisoning  stage  SHE  pre- 
vented the  accumulation  of  saponifiable  lipids,  slowed  down 
the  decrease  in  serum  albumin  level,  minimized  variations  in 
the  BSP  test,  and  significantly  reduced  fatty  degeneration  and 
fibrosis.    During  the  reparation  stage  SHE  completely  and 
quickly  restored  serum  betaj  and  beta2  globulin  levels  ac- 
celerated return  of  the  serum  albumin  level  to  normal,  restored 
the  morphology  of  the  liver  parenchyma  to  normal,  and  re- 
turned the  relative  weight  of  the  liver  to  normal  levels.    The 
principal  site  of  action  of  SHE  seems  to  be  the  endoplasmic 
reticulum  and  the  particles  of  ribonucleic  acid  that  are  in- 
volved in  protein  synthesis. 

3456  EFFECT  OF  CORTISONE  ON  THE  DEVELOP- 
MENT OF  LESIONS  CAUSED  BY  RADIATION 

OF  THE  GASTRIC  MUCOSA.    (Fr.)    Melon,  J.  (Lab.  Anat. 
Path.,  U.  Liege,  France),  J.  Haot  and  E.  H.  Betz.    Path  Europ 
2(3):322-336,  1967. 

Rabbits  (2-3  kg  body  weight)  with  surgically  exteriorized 
stomachs  were  given  X-ray  treatment  at  the  juncture  of  the 
fundic  and  the  antral  zones.    The  extent  of  the  destructive 
lesions  observed  in  irradiated  animals  was  dose-dependent.    A 
dose  of  2500  r  produced  superficial  erosions  of  the  gastric  mu- 
cosa after  12  days  which,  by  the  40th  day,  became  true  peptic 
ulcers.    After  70  days  a  progressive  sclerosis  developed  in  the 
tissues  around  the  ulcers;  healing  was  slow  and  the  ulcers  were 
still  apparent  after  120  days.    The  effect  of  cortisone  on  these 
lesions  was  studied  by  observing  the  gross  and  microscopic 
changes  after  daily  injections  (5  mg/kg  body  weight)  beginning 


3457  OBSERVATION  ON  ESOPHAGEAL  INNERVA- 
TION IN  MAMMALS.    (It.)    Muti,  R.  (Inst. 

Norm.  Human  Anat.,  U.  Turin,  Italy).   Boll  Soc  ltd  Biol  Sper 
44(14):  1156-1158,  1968. 

Study  of  species  with  esophageal  tunica  muscularis  with  striated 
muscular  fibers  (Cavia  cobaya,  Epimys  norvegicus  and  Felix 
domestica),  using  the  Falk-Hillarp  test  for  the  demonstration 
of  catecholamine  in  fluorescent  microscopy,  showed  the 
presence  of  adrenergic  fibers  in  Auerbach's  plexus  of  the 
esophagus.    In  the  3  species,  thin  adrenergic  fibers  were  present 
and  not  very  abundant,  but  more  evident  at  the  ganglion  level 
running  between  nerve  cells  and  very  simple  pericellular  net- 
works, and  interposed  between  the  contractile  elements  of  the 
tunica  muscularis.   No  important  quantitative  differences  were 
observed  in  the  adrenergic  fibers  of  Auerbach's  plexus  between 
striated  and  unstriated  musculature. 

3458  ANATOMIC  SUITABIUTY  OF  LEFT  HEPATIC 
LOBE  FOR  TRANSPLANTATION.    (It.) 

Silvestri,  E.  (Inst.  Surg.  Anat.,  U.  Bari,  Italy)  and  L.  Intini. 
Fegato  14(3):  361-398,  1968. 

An  anatomic  angiographic  study  was  performed  on  40  corpse 
livers  to  investigate  the  possibility  of  using  a  part  of  the  organ 
for  heterotopic  transplantation.    It  has  been  demonstrated  that 
the  left  lobe  (segments  II  and  III)  has  an  independent  ileal 
peduncle  containing  arterio-porto-biUary  components  and  an 
independent  single  suprahepatic  vein.    The  anatomic  isolation 
of  the  lobe  was  performed  by  first  preparing  the  left  branch 
of  the  hepatic  artery,  the  left  branch  of  the  portal  vein,  and 
the  left  hepatic  duct;  then  by  separating  the  left  lobe  from 
the  remaining  parenchyma. 

3459  IMMUNOBIO LOGIC  SEMEIOLOGY  OF  VIRAL 
HEPATITIS.    (It.)    Rosano,  V.  (Inst.  Med. 

Microbiol.,  U.  Messina,  Italy).    Qin  Europ  7(6):728-732,  1968. 

In  32  cases  of  infectious  hepatitis,  clinically  subdivided  into 
extremely  severe,  severe,  mild,  and  of  uncertain  diagnosis,  the 
serum  level  of  lysozyme  and  properdin  were  determined.    When 
the  properdin  level  (determined  by  the  Pillemer  method)  was 
above  4  U/ml,  and  lysozyme  (determined  by  Fogelson  and 
Costa-De  Vita  methods)  was  above  2  /Jg/ml,  the  illness  was  al- 
ways very  benign.    When  properdin  and  lysozyme  were  not  de- 
tectable, the  illness  was  extremely  serious  and  2  patients  died. 
On  the  basis  of  this  data,  the  use  of  properdin  and  lysozyme 
as  coadjuvants  of  viral  hepatitis  in  therapy,  has  been  proposed. 

3460  INTESTINAL  BLOOD  FLOW  AND  DRUG 
ABSORPTION  FROM  THE  RAT  JEJUNUM. 

(E.)    Ochsenfahrt,  H.  (Pharmacol.  Inst.,  U.  Tubingen,  Germany) 
and  D.  Winne.   Life  Sci  7(9):493-498,  1968. 

Jejunal  loops  approximately  25  cm  long  were  made  in  male 
Wistar  rats  (260  ±  23  g),  ligated  at  both  ends  and  perfused  with 
isotonic  buffered  saline  solution  (pH  8  or  6)  containing 
O.S/fXC/ml  of  14c-labeled  antipyrine  (specific  activity  2.95 
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mC/mI<f)  or  salicylic  acid  (specific  activity  15.5  mC/mM)  at 
varying  rates.    Venous  blood  samples  were  subjected  to  liquid 
scintillation  counting.    Diminishing  the  intestinal  blood  flow 
by  a  factor  of  9  reduced  the  absorption  rate  of  antipyrine  to 
about  30%  of  the  maximal  value,  while  the  blood  concentra- 
tion increased  by  a  factor  of  3.   The  ratio  of  blood-to-gut 
concentration  was  between  0.06  and  0.18.    With  salicylic  acid 
a  decrease  of  blood  flow  diminished  the  absorption  rate  and 
increased  the  blood  concentration  as  with  antipyrine,  but  an 
increase  of  blood  flow  did  not  significantly  influence  the  ab- 
sorption rate.    The  ratio  of  blood-to-gut  concentrations  varied 
between  0.05  and  0.30.    The  absorption  rate  of  ionized  sali- 
cylic add  failed  to  increase  when  intestinal  blood  flow  was 
increased  from  low  to  high  values  while  the  absorption  rate 
of  the  undissociated  lipophilic  antipyrine  was  closely  related 
to  blood  flow. 

3461  GASTRIC  MUCOSA  IN  EXCESSIVE  DRINKERS 
OF  ALCOHOL.    HISTOLOGICAL  AND  SECRE- 
TORY STUDY.    (Sp.)    Medina,  L.  L.  A.  (Med.  Sch.,  U.  ChUe, 
Valparaiso),  O.  H.  Aste,  M.  A.  Lucchini  and  R.  L.  Silver. 

Rev  ain  Esp  110(3):  245-248,  1968. 

The  effect  of  alcohol  on  the  gastric  mucosa  was  studied  in 
2  groups:    59  alcoholics  (men  aged  25-70  yr),  and  31  (25  men 
and  6  women)  healthy,  nonsmokers  and  nonalcoholics.   Of 
the  alcoholics  28  had  a  normal  mucosa,  16  had  simple  gastritis 
and  14  had  atrophic  gastritis.   Of  healthy  subjects  under  40  yr, 
15  had  a  normal  mucosa,  6  had  simple  gastritis,  and  1  had 
atrophic  gastritis;  in  healthy  subjects  over  40  yr,  5  had  a  nor- 
mal mucosa,  2  had  simple  gastritis  and  none  had  atrophic  gas- 
tritis.   (Two  are  unaccounted  for.)   Comparative  studies  of  the 
two  groups  indicated  that  alcoholism  does  not  cause  changes 
in  the  gastric  mucosa. 

3462  STUDIES  ON  "GASTRIC  SECRETORY 
INHIBITOR"  AND  "GASTRIC  ATROPHY- 
PRODUCING  FACTOR."    PART  I.    ISOLATION  OF  GASTRIC 
SECRETORY  INHIBITORS  FROM  HUMAN  GASTRIC  JUICE. 

(E.)    Moriga,  M.  (Fac.  Med.,  Kyoto  U.,  Japan).   Jap  Arch  Intern 
Med  15(7):  175-181,  1968. 

Using  a  2-step  gel  filtration  technique,  human  gastric  juice  was 
separated  into  8  fractions  of  gastric  acid  juice  and  anadd  juice. 
The  gastrone  activities  of  these  fractions  were  examined  in  87 
pylorus-ligated  Wistar  rats.    Two  fractions  of  the  add  speci- 
men and  1  fraction  of  the  anacid  specimen  inhibited  gastric 
secretion.    Histochemical  studies  on  Shay  rat  gastric  mucosa 
revealed  that  succinic  dehydrogenase  and  NAD  diaphorase 
activities  were  decreased  after  the  injection  of  these  fractions. 

3463  STUDIES  ON  "GASTRIC  SECRETORY  IN- 
HIBITOR" AND  "GASTRIC  ATROPHY-PRO- 
DUCING FACTOR."    PART  II.    CHARACTERIZATION  OF 
GASTRIC  SECRETORY  INHIBITOR  FROM  HUMAN  GAS- 
TRIC JUICE.   (E.j    Moriga,  M.  (Fac.  Med.,  Kyoto,  U.,  Japan). 
Jap  Arch  Intern  Med  15(7):  183-193,  1968. 

Using  2-step  gel  filtration  technique,  human  gastric  juiCe  was 
separated  into  gastric  acid  juice  and  anacid  juice.    The  gastrone 
was  the  fucomucin  and  the  sialomucin  type  carbohydrate  of 
slow  electrophoretic  mobility  and  a  single  schlieren  peak  of 
8.0S  in  the  ultracentrifuge.    These  inhibitors  originate  in  the 
gastric  mucosa,  the  jejunal  mucosa,  the  salivary  gland,  and 


the  pancreas.    Urogastrone  is  an  excretory  product  of  gastrone 
or  similar  substances.    Gastrone  has  an  acid-binding  capacity. 

3464  A  STUDY  OF  THE  GASTRIC  MUCOSA  IN 

ALCOHOLICS.    (Sp.)    Aste,  H.  (Med.  Dept.,  U. 
Chile,  Valparaiso),  L.  A.  Medina  and  A.  Lucchini.   Rev  Med 
Chile  96(9):586-592,  1968. 

The  morphological  and  functional  effects  of  excessive  alcohol 
consumption  on  the  gastric  mucosa  were  studied  in  125  patients 
from  a  group  of  156  subjects  (150  men  and  6  women)  of  whom 
31  were  not  alcoholics.   Three  groups  were  estabUshed:    1) 
58  alcoholics  without  chronic  Uver  disease;  2)  26  patioits  with 
chronic  liver  disease  due  to  alcohol  consumption;  and  3)  41 
alcoholics  with  peptic  ulcers.    One  case  of  chronic  atrophic 
gastritis  and  8  cases  of  chronic  common  gastritis  were  found 
in  the  nonalcoholic  group.    In  the  first  group  of  patients  14 
(24%)  had  chronic  atrophic  gastritis  and  16  (27%)  had  chronic 
common  gastritis,  thus  indicating  an  incidence  similar  to  the 
nonalcohoUc  group.    In  the  second  group  half  had  a  normal 
gastric  mucosa  and  the  other  half  had  either  atrophic  gastritis 
(6)  or  chronic  common  gastriris  (7).    In  the  third  group  4 
patients  had  chronic  atrophic  gastritis  and  12  had  chronic 
common  gastritis.    Alcohol  does  not  seem  to  have  a  definite 
effect  on  the  morphology  or  secretion  of  the  gastric  mucosa. 

3465  MORPHOLOGICAL  AND  EN ZYMO -CHEMICAL 

ASPECTS  OF  DUODENAL  EXOCRINE  SECRE- 
TION AFTER  SOME  TYPES  OF  PHARMACOLOGICAL 
STIMULATION.    (It.)    Vezzadini,  P.  (2nd  Inst.  Spec.  Med. 
Pathol.,  U.  Bologna,  Italy),  N.  Melchionda,  T.  Salomone  and 
M.  G.  Marlettini.    G  Qin  Med  49(7):716-733,  1968. 

Sprague-Dawley  rats,  with  ligation  of  the  gastrointestinal 
tube  at  the  pylorum  level,  the  duodenojejunal  junction  and 
the  bile  duct,  were  given  intracardiac  injections  of  acetylcho- 
line, serotonin  and  morphine.    These  agents  reduced  the  con- 
tent of  the  mucous  cells  of  the  duodenal  mucosa,  while  atro- 
pine, sorbitol  and  HCl  failed  to  produce  significant  changes. 
A  study  of  the  peptic  and  tryptic  activities  of  duodenal  juice 
demonstrated  that  these  drugs  do  not  cause  any  variation  at 
that  level.    After  administration  of  serotonin  and  sorbitol  a 
70%  and  47%  increase  in  peptic  activity,  and  a  90%  and  58% 
increase  in  tryptic  activity,  resp.  were  observed. 

3466  HISTOCHEMICAL  AND  MORPHOLOGIC 

CHANGES  IN  GASTRIC  MUCOSA  OF  DOGS 
ON  ULCEROGENIC  REGIMEN.    (E.)    Spicer,  S.  S.  (Med. 
Coll.  South  CaioUna,  Charleston)  and  D.  C.  H.  Sun.  Amer  J 
Path  56(1):  129-141,  1969. 

Four  adult  female  mongrel  dogs  subjected  to  combined  sham 
feeding  and  adrenocorticotropic  hormone  (ACTH)  were  ex- 
amined for  changes  in  the  histology  and  carbohydrate  histo- 
chemistry of  the  stomach.   The  combined  stimulation  was 
ulcerogenic  in  the  canine  gastric  mucosa,  inducing  erosions 
of  the  superficial  surface  epithelium.    Gastric  erosions  involved 
loss  of  superfidal,  and  to  a  lesser  extent  of  foveolar,  surface 
epitheUum.   The  floor  of  the  erosion  consisted  of  mucous  neck 
glands,  congested  vessels,  coUagen,  and  infrequent  leukocytes. 
Foci  observed  at  the  border  of  erosions  and  elsewhere  in  the 
gastric  mucosa  showed  diminished  staining  for  mucinous  se- 
cretion in  the  most  superficial  but  not  the  foveolar  part  of  the 
surface  epitheUum.    An  abnormal,  thick  layer  of  mucus  overlay 
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these  foci.    Other  epithelial  changes  included  downward  dis- 
placement of  surface  epithelial  mucous  cells;  focal  hyperplasia 
of  enlarged  and  depressed,  goblet-like  cells  in  the  surface  epi- 
thelium; depletion  of  sulfated  mucosaccharide  in  chief  cells; 
and  ballooning  of  some  of  the  deeper  and  more  distal  parietal 
ceUs.    Stromal  changes  included  mucinous  cells  in  the  super- 
ficial portion  of  the  stroma  papillae;  presence  of  mucopoly- 
saccharide-rich,  calcium-containing  giant  cells  and  cysts  in  the 
lamina  propria;  and  granulation  or  depletion  of  the  normally 
abundant  stromal  mast  cells. 

3467  THE  INHIBITORY  EFFECT  OF  3-METHYL- 
CHOLANTHRENE  ON  NUCLEOLAR  ALTERA- 
TIONS INDUCED  IN  RAT  LIVER  CELLS  BY  3'-METHYL- 
4-DlMETHYLAMINOAZOBENZENE.    (E.)    O'Hegarty,  M.  T. 
(Med.  Sch.,  U.  Coll.,  Dublin,  Ireland)  and  J.  W.  Harman 
Cancer  Res  29(3):521'528,  1969. 

Thirty  male  Wistar  rats  (average  weight  of  134  g)  were  divided 
into  five  groups  which  were  fed  basal  diets  and  varying  con- 
centrations of  3-Methylcholanthrene  and  3'-Methyl-4-dimethyl- 
aminoazobenzene.    The  latter  compound  caused  morphologic 
changes  in  the  hepatic  parenchymal  cell  nucleoU  only.   The 
basic  alteration  consisted  of  a  separation  and  redistribution  of 
nucleolar  components.   There  was  a  consistent  separation  of 
the  nucleolus  from  associated  chromatin  by  an  apparently 
structureless,  electron  translucent  zone.    Fed  simultaneously 
with  the  azo  dye,  3-Methylcholanthrene  significantly  protected 
against  the  morphologic  changes. 

3468  AUSTRALIA  ANTIGEN  DETECTED  IN  THE 
NUCLEI  OF  PATIENTS  WITH  VIRAL  HEPA- 
TITIS BY  THE  FLUORESCENT  ANTIBODY  TECHNIQUE. 

(E.)    MiUman,  1.  (Inst.  Cancer  Res.,  Philadelphia,  Pa.),  V. 
Zavatone,  B.  J.  S.  Gerstley  and  B.  S.  Blumbeig.   Nature 
222(5189):181-184,  1969. 

The  fluorescent  antibody  technique  was  used  to  locaUze  the 
Australia  (Au  1)  antigen  within  or  near  the  nuclei  of  hepatic 
cells  obtained  from  4  patients  with  some  form  of  viral  hepa- 
titis and  Au  (1)  in  their  serum.    Five  patients  with  neither 
known  liver  disease  nor  serum  Au  (1)  failed  to  demonstrate 
the  fluorescent  hepatic  intranuclear  granules.    No  other  tissue 
obtained  from  Au  (1)  positive  individuals  including  sternal 
bone  marrow,  kidney,  jejunum  and  mesenteric  lymph  nodes 
was  positive  for  these  fluorescent  granules.    The  data  support 
the  association  of  Australia  antigen  with  hepatitis.    A  specific 
means  of  diagnosing  viral  hepatitis  using  the  "Au  (1)  fluorescent 
test"  is  being  evaluated. 

3469  /yv  VITRO  LABELING  AND  AUTORADIO- 
GRAPHIC IDENTIFICATION  OF  LIVER  CELLS 

IN  ACTIVE  DNA  SYNTHESIS.    (It.)    Fagiolo,  U.  (Istituto 
Superior  Sanita,  Rome,  Italy).   Epatologia  14(3): 229-235,  1968. 

Liver  fragments  (1-2  mm3)  of  8  day-old  Swiss  mice  were  in- 
cubated at  37C  in  95%  O2  and  5%  CO2  for  1-6  hr  in  Eagle's 
medium  contaming  5%  calf  serum.    ^H-thymidine  (lOC/ml) 


was  added  at  a  concentration  of  8  llC/ml).    Incubation  in 
Hasting's  Shaw-Stadie's,  Elliot's,  and  Krebs  Ringer's  phosphate 
solution  had  less  effect  on  thymidine  incorporation.    If  the 
incubation  time  was  more  than  120  min,  marked  alterations 
of  the  Uver  cells,  due  to  autolysis,  were  observed.   The  labeling 
index  in  vitro,  for  the  first  two  hours,  was  the  same  as  in  vivo 
(12%),  showing  an  active  DNA  synthesis. 


3470  RECRUITMENT  IN  HUMAN  BILE  DUCT 
FORMATION.    (E.)    Ehas,  H.  (Chicago  Med.  Sch., 

111.).   Acta  Hepatosplen  (Stuttgart)  14(5):  253-260,  1967. 

3471  CHANGE  IN  ALCOHOL  DEHYDROGENASE 
ISOENZYME  PATTERN  DURING  DEVELOP- 
MENT OF  HUMAN  LIVER.    (E.)    Pikkarainen,  P.  (State  Ale. 
Monopoly,  Helsinki,  Finland)  and  N.  C.  R.  Raini   Nature 
222(5193):563-564,  1969. 

3472  GIANT  CELL  ADENOCARCINOMA  OF  THE 
ESOPHAGUS.    REPORT  OF  A  CASE.    (E.) 

Tateishi,  R.,  M.  Okada,  H.  Taniguchi,  S.  Imaoka  and  T.  Iwanaga. 
Ann  Rpt  Center  Adult  Dis  7(l):64-67,  1967. 

3473  THE  ROLE  OF  THE  LIVER  IN  FIBRINOLYSIS. 
A  STUDY  OF  HEPATIC  VEIN  BLOOD.    (E.) 

Menon,  I.  S.  (Royal  Victoria  Infirm.,  New  Castle  upon  Tyne, 
England).   J  Indian  Med  Ass  49(10):474-477,  1967. 

3474  A  CONTRIBUTION  TO  THE  PROBLEM  OF 
BIOLOGICAL  ACTIVITY  OF  THE  INTRA- 
HEPATIC PORTAL  BED  IN  THE  PIG.    (E.)    Kaman,  J.  (Dept. 
Anat.,  Vet.  Fac,  Brno,  Czechoslovakia).   Acta  Anat  67(2):  172- 
200,  1967. 

3475  HISTOCHEMICAL  STUDIES  ON  THIAMINE- 
PYROPHOSPHATASE  LOCALIZATION  IN  THE 

ADULT,  EMBRYONIC  AND  NEOPLASTIC  LIVER  CELLS 
USING  LIGHT  AND  ELECTRON  MICROSCOPY.    (E.) 

Vorbrodt,  A.  (Dept.  Tumor  Biol,  Inst.  Oncol.,  Gliwice,  Poland). 
Acta  Histochem  28(2):  204-214,  1967. 


3476  STUDY  OF  ANTIBODY-CONTAINING  CELLS 

IN  THE  WALL  OF  THE  APPENDIX  AND  OTHER 
LYMPHOID  FORMATIONS  OF  THE  INTESTINE.    (Rus.) 
Lebedev,  K.  A.  (Inst.  Biomed.  Problems,  Minist.  Publ.  Health, 
Moscow,  USSR),  N.  V.  Latsinik  and  S.  V.  Novikova.  Arkh  Pat 
30(6):68-72,  1968. 

3477  ULTRASTRUCTURE  OF  GALL  BLADDER 
EPITHELIUM  IN  REGENERATION.    (E.) 

Bader,  G.  (Rostock-Suedstadt  Hosp.,  Germany).   Acta 
Hepatosplen  (Stuttgart)  15(l):25-29,  1968. 


See  also:    3503,3549,3585,3586,4105 
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3478  THE  ASSESSMENT  OF  FUNCTION  OF  THE 

ISOLATED  PERFUSED  PORCINE  LIVER. 

(E.j    Abouna,  G.  M.  (Royal  Victoria  Infirm.,  Newcastle 
upon  Tyne,  England),  T.  Ashcroft,  C.  Hull,  A.  Hodson,  J. 
Kiikley  and  D.  N.  Walder.  Brit  J  Surg  56(4):289-295,  1969. 

A  technique  for  the  isolation  and  perfusion  of  white  pig  (60- 
80  pounds)  liver  uses  a  specially  designed  liver  chamber  to 
which  intermittent  positive  pressure  is  applied.    To  study  the 
changes  in  liver  viability  during  perfusion  as  a  function  of 
time  and  to  assess  the  value  of  a  variety  of  liver  function  tests, 
12  experiments  were  carried  out  in  which  the  isolated  liver 
was  perfused  via  the  hepatic  artery  and  the  portal  vein  with 
homologous  blood  for  8-10  hr.   Good  blood  flow  was  main- 
tained throughout,  oxygen  consumption  and  bilirubin  produc- 
tion reached  peaks  after  2  hr  and  liver  glycogen  was  broken 
down  within  the  first  30  min  of  perfusion  and  again  after  5  hr. 
BSP  excretion  into  the  bile  was  over  90%  in  the  second  hr  of 
perfusion  in  5  livers  with  high  oxygen  consumption  (group  A) 
and  4  with  lower  corisumption  levels  (group  B).    In  group  A 
BSP  retention  was  18%  in  the  sixth  hr  as  compared  to  almost 
complete  retention  in  group  B.   The  pattern  of  bilirubin  clear- 
ance was  similar  in  the  2  groups.   Group  A  was  able  to  main- 
tain a  steady  pyruvate/lactate  ratio  throughout  while  lactate 
levels  rose  after  2  hr  of  perfusion  in  group  B.   Group  A 
eliminated  2.3  to  2.4  m^  galactose/min  throughout  the  per- 
fusion but  in  group  B  the  clearance  at  6  hr  was  one-third  that 
at  2  hr.    Ammonia  was  rapidly  cleared  by  all  the  livers  both 
early  and  late  in  the  perfusion.    Bile  output  and  oxygen  con- 
sumption are  good  indicators  of  total  liver  function  and  the 
clearance  of  lactate,  the  lactate/pyruvate  ratio,  and  the  clear- 
ance of  galactose  are  sensitive  indicators  of  liver-cell  function. 
BSP  and  bilirubin  clearance  are  good  particularly  when  their 
biliary  excretion  is  also  measured.    Ammonia  clearance  alone 
is  of  little  value. 


3479  ABSORPTION  OF  SATURATED  AND  UN- 

SATURATED FATTY  ACIDS  BY  RAT  JEJUNUM 
AND  ILEUM.    (E.j   Gallagher,  N.  D.  (Dept.  Med.,  U.  Sydney, 
Australia)  and  M.  R.  Playoust.    Gastroenterology  57(1):9-18, 
1969. 

The  absorption  of  l^C-labeled  octanoic,  myristic,  pahnitic, 
stearic,  oleic  and  linoleic  acids  was  studied  in  vivo  in  isolated 
loops  of  intestine  from  Sprague-Dawley  rats.    Fatty  adds  of 
shorter  chain  length,  or  unsaturated,  were  absorbed  more  ef- 
ficiently than  were  long  chain  saturated  fatty  acids.    All  fatty 
acids  were  absorbed  more  rapidly  from  micellar  solutions  con- 
taining monoglyceride  and  bile  salt  than  from  solutions  prepared 
with  albumin.    It  was  also  found  that  aJbumin  inhibited  the 
absorption  of  micellar  fatty  acid.    Absorption  of  albumin-com- 
plexed  fatty  acid  was  more  efficient  from  the  upper  jejunum 
than  from  the  distal  ileum;  this  difference  was  observed  in 
the  presence  or  absence  of  bile  salt.    Micellar  unsaturated  fatty 
acids  were  equally  well  absorbed  by  both  parts  of  the  intestine, 
but  micellar  saturated  fatty  acids  were  pooriy  absorbed  by  the 
ileum  unless  taurchoJate  in  a  very  high  concentration  was  pres- 
ent initiaUy.    The  instability  of  micellar  solutions  in  the  ileum, 
which  is  the  site  of  active  bile  salt  absorption,  explains  these 
observations. 


3480  ABSORPTION  OF  IRON  FOLLOWING  X-IR- 

RADIATION  OF  THE  EXTERIORIZED  SMALL 
INTESTINE.    (E.)    Donati,  R.  M.  (Walter  Reed  Army  Res.  Inst., 
Washington,  D.  C),  A.  R.  Berman,  H.  R.  Jervis,  L.  R.  Stromberg 
and  H.  Sprinz.  Proc  Soc  Exp  Biol  Med  130(3):  822-827,  1969. 

The  intestinal  absorption  of  radioiron  was  determined  after 
X-irradiation  of  the  exteriorized  small  intestine  in  female  Wistar 
rats.   The  morphologic  lesion  resulting  was  discontinuous,  with 
areas  of  intestinal  radiation  injury  alternating  with  areas  which 
were  essentially  intact  or  hypertrophic.    There  was  an  increase 
in  radioiron  absorption  after  irradiation  which  may  have  been 
due  to  augmented  absorption  in  the  parts  of  the  small  intestine 
which  did  not  develop  the  morphologic  characteristics  of  severe 
radiation  injury. 

3481  QUANTIFICATION  OF  CHOLESTEROL  AB- 

SORPTION IN  MAN  BY  FECAL  ANALYSIS 
AFTER  THE  FEEDING  OF  A  SINGLE-ISOTOPE  LABELED 
MEAL.    (E.)    Borgstrom,  B.  (Div.  Physiol.  Chem.,  U.  Lund, 
Sweden).   J  Lipid  Res  10(3):331-337,  1969. 
The  fecal  excretion  of  14c-cholesterol-4-  and  3H-/3-sitosterol- 
22,23  was  studied  in  normal  human  subjects  after  ingestion 
of  a  single  tagged  meal.  When  150  mg  of  j3-sitosterol  (in  the 
butter  of  a  standard  breakfast)  was  eaten  by  20  subjects  the 
mean  recovery  of  the  isotope  in  the  feces  was  90%.    When 
plant  sterols  (70%  jS-sito sterol,  30%  campesterol)  were  com- 
bined with  cholesterol  and  used  as  an  internal  standard  to 
correct  for  losses  of  cholesterol  during  intestinal  transit  and 
analytical  procedures,  excretion  of  dietary  cholesterol  was 
found  to  be  60-80%.    The  amount  fed  over  the  range  150- 
1910  mg  had  no  effect.    If  absorption  of  cholesterol  is  calcu- 
lated from  these  figures,  no  saturation  of  the  cholesterol  ab- 
sorption mechanism  is  indicated  for  the  amounts  of  cholesterol 
fed.    The  reason  for  the  differences  between  these  findings  and 
those  reported  with  other  procedures  is  not  clear,  but  may  be 
related  to  the  acute  administration  of  a  single  dose  of  choles- 
terol in  this  study. 

3482  INSULIN  STIMULATED  TRANSPORT  OF 
3-(9-METHYL  GLUCOSE  ACROSS  THE  RAT 

JEJUNUM.    (E.)    Dubois,  R.  S.  (U.  Colorado  Med.  Ctr., 
Denver)  and  C.  C.  Roy.   Proc  Soc  Exp  Biol  Med  130(3):931- 
934,  1969. 

Segments  of  upper  jejunum  (20  cm)  with  an  intact  circulation 
were  removed  from  male  Sprague-Dawley  rats  and  perfused 
extracorporeally  and  the  transport  of  3-0-methyl-D-glucose 
studied.    Intestinal  preparations  from  alloxan-diabetes  animals 
had  a  significantly  higher  percentage  minute  absorption  of  the 
substrate.    Insulin  failed  to  modify  the  transport  rate  in  both 
the  control  and  the  alloxan-treated  animals.    However,  insulin 
stimulation  of  transport  was  observed  in  experiments  carried 
out  in  a  group  of  rats  where  diabetes  was  induced  by  anti- 
insuUn  serum. 

3483  THE  INTERACTION  OF  CHOLESTEROL  AB- 
SORPTION AND  CHOLESTEROL  SYNTHESIS 

IN  MAN.    (E.J    Grundy,  S.  M.  (Rockefeller  U.,  New  York, 
N.  Y.),  E.  H.  Ahrens  Jr.  and  J.  Davignon.  J  Lipid  Res  10(3): 
304-315,  1969. 
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The  interaction  of  cholesterol  absorption  and  synthesis  was 
studied  in  1  normal  and  5  hypercholesteremic  subjects  after  in- 
gestion of  varying  amounts  of  dietary  cholesterol.    Feeding 
large  amounts  of  cholesterol  to  the  normocholesteremic  patient 
caused  an  expansion  of  body  pools  by  as  much  as  20  g  before 
the  amount  of  cholesterol  re-excreted  as  fecal  neutral  steroids 
each  day  came  into  balance  with  the  colesteroi  absorbed  from 
the  diet.   There  was  no  detectable  decrease  in  total  body 
synthesis  of  cholesterol  nor  any  increase  in  conversion  of 
cholesterol  into  bile  acids.    However,  feedback  control  of 
cholesterol  synthesis  was  demonstrable  when  large  quantities  of 
plant  sterols  were  fed:    in  the  hypercholesteremic  patients 
studied,  the  absorption  of  both  endogenous  and  exogenous 
cholesterol  was  then  greatly  reduced,  and  a  compensatory  in- 
crease in  synthesis  occurred.    That  feedback  control  by  dietary 
cholesterol  is  relatively  unimportant  in  man,  may  be  because 
in  the  metaboUc  steady  state,  the  absorption  mechanism  is 
essentially  saturated  by  the  large  amounts  of  endogenous 
cholesterol  available  for  reabsorption. 

3484  STUDIES  ON  THE  ELIMINATION  OF  CATE- 
CHOLAMINE IN  THE  DOG'S  LIVER  IN  VIVO 

AFTER  THE  ADMINISTRATION  OF  ADRENALINE  AND 
NORADRENALINE.   (E.)    Noritomi,  S.  (Nagasaki  U.  Sch.  Med., 
Japan).   Acta  Med  Nagasaki  13(l-2):94-112,  1968. 

Under  pentobarbital  anesthesia,  47  mongrel  dogs  of  both  sexes 
(10-15  kg)  received  a  mixture  of  100  JUg/kg  each  of  adrenaline 
and  noradrenaline  i.v.  and  portal  and  hepatic  vein  concentra- 
tions were  measured  fluorimetrically  at  varying  intervals.    In 
intact  dogs,  the  reduction  of  catecholamine  in  the  Uver  1  min 
after  administration  of  adrenaline  and  noradrenaline  was  over 
70.1%  for  adrenaline  and  56.1%  for  noradrenaline.    The  con- 
tent of  catecholamines  was  markedly  reduced  at  3  min,  and  the 
reduction  rate  was  less  at  3  min  than  at  1.    In  carbon  tetra- 
chloride (CCI4)-  and  chloroform  (CHCI3)-  intoxicated  dogs  the 
reduction  rate  of  catecholamine  in  the  liver  was  lowered  10 
to  30%.    In  dogs  with  common  bile  duct  ligations  and  jaundice 
the  reduction  rate  was  between  that  of  the  intact  and  that  of 
the  intoxicated  animals.    Levels  of  SGOT  and  SGPT  were  in- 
versely proportional  to  the  reduction  rate  of  catecholamines  in 
the  liver.    Hepatic  glucose  release  in  intact  dogs  began  1  to  3 
min  after  catecholamine  infusion  and  peaked  in  7  min  while 
there  was  abnost  no  glucose  release  in  the  Ca4  and  CHCI3 
dogs  after  catecholamine  infusion.   Glucose  output  in  jaundiced 
dogs  was  less  than  that  of  the  intact  animals. 

3485  ACTIVE  INTESTINAL  ABSORPTION  OF  L- 
GLUCOSE.    (E.)   Neale,  R.  J.  (Dept.  Physiol., 

U.  Sheffield,  England)  and  G.  Wiseman.   Nature  218(5140): 
473-474,  1968. 

The  active  intestinal  absorption  of  /-glucose  was  investigated 
by  using  sacs  (each  about  9  cm  long)  of  everted  mid-small 
intestines  from  rats  kept  on  a  restricted  diet  (6-10  g  food/day 
for  9  days).    The  animals'  body  weight  had  decreased  on  the 
diet  from  about  250  g  to  about  170  g.    The  small  intestine 
was  removed  under  'Nembutal'  anesthesia  (0.15  ml  i.p.),  washed 
with  bicarbonate-saline  solution  and  equilibrated  with  95%  O2 
and  5%  CO2  in  a  Warburg  both  for  1  hr  at  37C.    Initial  serosal 
(inner)  volume  of  the  sac  was  0.8  ml  and  the  initial  mucosal 
(outer)  volume  was  20  ml.    The  initial  serosal  and  mucosal 
fluids  contained  8.33  mM  (150  mg%)  /-glucose;  the  gas  phase 


and  incubation  period  were  as  noted  above.    Initial  serosal/mu- 
cosal /-glucose  concentration  ratio  was  1.00.    Intestines  from 
the  semistarved  rats  transferred  /-glucose  and  water  into  the 
serosal  fluid:  the  final  concentration  ratio  was  1.32.   The  /- 
glucose  moved  against  its  concentration  gradient  and  therefore, 
was  actively  absorbed.    Distention  of  the  sacs  by  increasing  the 
initial  serosal  fluid  volumes  (from  0.8  ml  to  2  ml)  did  not 
change  the  final  /-glucose  concentration  ratio.    In  contrast,  sacs 
from  rats  fed  freely  (20-25  g  food/day)  yielded  a  final  /-glu- 
cose concentration  ratio  of  0.80.    Great  distention  of  the  sacs 
from  the  intestines  of  normal  rats  (initial  serosal  fluid  volumes 
increased  from  0.8  ml  to  2.3  ml)  altered  the  final  /-glucose 
concentration  ratio  slightly  to  0.95.    In  experiments  with  the 
normal  rat  intestine  the  final  /-glucose  concentration  in  the 
serosal  fluid  was  always  well  below  the  initial  concentration; 
therefore,  the  difference  in  absorption  of  /-glucose  observed 
for  the  normal-rat  and  semistarved-rat  intestines  were  not  caused 
by  a  net  movement  of  water.    Transport  of  /-glucose  against 
its  concentration  gradient  did  not  occur  in  the  absence  of 
oxygen,  or  in  the  presence  of  8.33  mM  (150  mg%)  d-glucose, 
10  mM  /-histidine,  or  10"6  M  phlorhizin.    Active  absorption 
of  /-glucose  was  reduced,  but  not  abolished,  by  10'8  mM 
phlorhizin.    The  behavior  of  /-glucose  in  the  presence  of  <i-glu- 
cose  and  low  concentrations  of  phlorhizin  suggests  that  its 
active  absorption  mechanism  is  similar  to  that  of  c?-glucoae. 
The  current  hypothesis  that  sugars  require  the  cf-pyranose  ring 
structure  for  active  absorption  is  no  longer  tenable. 

3486  EFFECT  OF  PANCREOZYMIN  ON  IRON 

ABSORPTION  FROM  THE  DIGESTIVE 
TRACT.    (Cz.j    Brodanova,  M.  (Fac.  Med.,  Charles  U.,  Prague, 
Czechoslovakia),  V.  Hoenig,  V.  Kordac,  V.  Brodan  and  E. 
Kuhn.    Cesk  Gastroent  Vyz  22(7):438-442,  1968. 

Seven  patients  with  liver  cirrhosis,  confirmed  by  biopsy,  and 
9  controls  were  given  90  U  pancreozymin  i.v.  after  the  oral 
administration  of  Ferronate  C  (22  mg  divalent  iron  and  20  mg 
ascorbic  acid)  to  investigate  the  effect  of  the  hormone  on  iron 
absorption  from  the  digestive  tract.    All  subjects  were  given 
the  iron  compound  alone  and  with  pancreozymin.    In  patients 
with  Uver  cirrhosis  pancreozymin  caused  a  statistically  significant 
drop  in  iron  absorption,  but  in  healthy  subjects  it  did  not. 


3487  ABSORPTION  AND  INTESTINAL  TRANSPORT 

OF  14C-MENADI0NE.    (E.)    Mezick,  J.  A.  (CoU. 
Med.,  Ohio  State  U.,  Columbus),  R.  K.  Thomkins  and  D.  G. 
Cornwall.   Z,//e  5c/ 7(3):  153-158,  1968. 

A  mixture  of  labeled  vitamin  K3  (l^c-menadione)  and  unlabeled 
menadione  with  a  specific  activity  of  0.06  jUC/mg  was  admin- 
istered (1.2  jUC  in  1  ml  corn  oil)  directly  into  the  isolated  duo- 
denum of  250  g  white  male  rats  with  and  without  portal  vein 
ligations  and  with  biliary  flow  exclusion.    Using  a  closed  jejunal 
loop  in  6  mongrel  dogs  (17  kg  average  weight)  a  similar  dose 
was  instilled  with  the  thoracic  and  bile  ducts  cannulated  in  1 
group  of  3  and  the  hepatic  lymph  node  efferents  excluded  in 
another  group  of  3.    Radioactivity  was  found  in  the  systemic 
blood  of  the  control  and  bile  exclusion  groups  within  15  min. 
The  specific  activity  in  portal  and  aortic  blood  was  identical 
in  these  2  groups.    Portal/aorta  ratio  was  1.6  versus  2.5  in  rats 
with  portal  vein  ligations.    Radioactivity  was  found  in  both 
portal  and  systemic  dog  blood  after  15  min.   The  portal/aorta 
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ratio  was  1.4.    Significant  radioactivity  was  found  in  the 
thoracic  duct  lymph  of  both  groups  of  dogs. 


3488  REGIONAL  VARIATION  OF  PROPIONATE 

TRANSPORT  IN  RAT  SMALL  INTESTINE. 

(E.)    Jackson,  M.  J.  (Dept.  Physiol.,  Sheffield  U.,  England). 
Ij/e5d7(9):5 17-523,  1968. 

Everted  sacs  of  upper,  middle  and  lower  small  intestine  were 
obtained  from  male  white  rats  and  fiUed  with  and  suspended 
in  the  bicarbonate  saline  of  Krebs  and  Henseleit.    Ten  mEq/1 
chloride  were  replaced  with  propionate.   Without  glucose,  net 
transfer  of  fluid  occurred  from  mucosal  to  serosal  sides  in  all 
sacs  but  there  was  a  net  gain  of  propionate  in  only  the  upper 
and  middle  regions  of  the  smaU  intestine  where  the  propionate 
concentration  transferred  to  the  serosal  side  was  greater  than 
the  propionate  concentration  initially  present  in  the  saline.    The 
sac  from  the  lower  portion  of  the  small  bowel  contained  a 
final  serosal  propionate  concentration  lower  than  the  final 
mucosal  concentration  and,  due  to  the  diffusion  of  propionate 
into  the  sac  wall  from  the  serosal  fluid,  also  lower  than  the 
initial  propionate  concentration.    The  addition  of  28  mM  glu- 
cose to  the  saline  resulted  in  similar  qualitative  transfers  but 
larger  quantities  of  both  fluid  and  propionate.    These  differences 
in  propionate  transport  along  the  intestine  can  best  be  explained 
by  concluding  that  the  jejunal  region  is  specificafly  adapted  to 
propionate  transport. 

3489  RETENTION  AND  STORAGE  SITES  OF 

RADIOACTIVE  POLYVINYLPYRROLIDONE. 

(E.)    Hulme,  B.  (U.  Birmingham,  England),  P.  W.  Dykes,  I. 
Appleyard  and  D.  W.  ArkeU.   J Nucl  Med  9(7): 389-393,  1968. 
The  storage  sites  of  131l-  labeled  polyvinylpyrrolidone  (PVP) 
with  different  molecular  weights  were  studied  in  different 
species  including  man.    131l-PVP  with  a  molecular  weight  of 
less  than  45,000  was  rapidly  excreted  by  the  kidney  while 
higher-molecular  weight  material  was  selectively  stored  in  the 
reticuloendotheUal  system;  4-6%  of  the  administered  dose  was 
retained  in  the  liver.    Rats  excreted  a  larger  proportion  of  each 
PVP  fraction  than  did  man.   The  irradiation  after  the  adminis- 
tration of  20  IXC  of  125i-  or  131l-  PVP  was  not  hazardous. 

3490  EFFECT  OF  GASTRIC  JUICE  ON  IRON  AB- 

SORPTION IN  PATIENTS  WITH  GASTRIC 
ATROPHY.    (E.)    Jacobs,  A.  (Welsh  Natl.  Sch.  Med.,  Cardiff, 
Wales)  and  G.  M.  Owen.    Gut  10(6):488-490,  1969. 
59Fe-labeled  ferric  citrate  was  administered  to  16  patients 
with  the  histamine-fast  achlorhydria  of  pernicious  anemia.    All 


the  patients  were  fully  treated  for  their  disease  and  iron  ab- 
sorption was  measured  prior  to  and  simultaneously  with  the 
administration  of  neutralized  and  unneutcalized  normal  gastric 
juice.    Both  forms  of  gastric  juice  significantly  increased  iron 
absorption. 

3491  EXPERIMENTAL  STUDIES  OF  THE  EFFECT 
OF  COBALT -60  IRRADIATION  ON  FAT 

ABSORPTION.  (Jap.)  Doi,  E.  (Fac.  Med.,  Kumamoto  U., 
Japan).  Nippon  Acta  Radiol  28(5):590-603,  1968. 
The  effect  of  simple  fractionated  doses  of  60co  to  the  rabbit 
abdomen  on  intestinal  fat  absorption  was  studied  using  131i- 
triolein.  In  two  groups  of  4  rabbits  each  receiving  200  r  60co 
daily  to  the  upper  or  the  lower  abdomen,  blood  radioactivity 
did  not  decrease  statistically  significantly.  After  total  doses  of 
4000  r,  fecal  radioactivity  did  not  increase,  but  did  increase 
to  a  statistically  significant  degree  after  total  doses  of  6000  r 
and  8000  r.  Fat  absorption  was  reduced  after  total  doses  of 
6000  r  and  8000  r.  In  the  groups  receiving  400  r  60co  daily 
to  the  upper  abdomen,  fecal  radioactivity  increased  significantly 
after  total  doses  of  2000  r;  whereas,  similar  total  dose  to  the 
lower  abdomen  produced  only  a  sUght  increase.  After  total 
doses  of  4000  r  or  6000  r  to  the  lower  abdomen  the  increase 
in  fecal  radioactivity  was  statistically  significant.  Fat  absorp- 
tion was  reduced  after  total  doses  of  2000  r. 

3492  IN  VIVO  STUDIES  ON  THE  INTESTINAL 
HYDROLYSIS  OF  STARCH  DURING  CHILD 

HOOD.    (It.)    Auricchio,  S.  (Inst.  Pediat.,  U.  Naples,  Italy), 

F.  Ciccimarra,  D.  Delia  Pietra  and  L.  Moauro.   Pediatria  (Napoli) 

75(4);529-540,  1967. 

3493  INTESTINAL  CALCIUM  ABSORPTION  IN  THE 
LAYING  FOWL  AND  ITS  IMPORTANCE  IN 

CALCIUM  HOMEOSTASIS.    (E.)    Hurwitz,  S.  (Volcani  Inst. 
Agric.  Res.,  Rehovot,  Israel)  and  A.  Bar.   Amer  J  Clin  Nutr 
22(4):  391-395,  1969. 

3494  THE  INTESTINAL  ABSORPTION  OF  CARDIAC 
GLYCOSIDES  IN  VITRO  AND  IN  VIVO.    (Ger.) 

Forth,  W.  (Inst.  Pharm.  Toxicol.,  U.  Saar,  Homburg,  Germany), 
E.  Furukawa  and  W.  Rummel.   Naunyn  Schmiedeberg  Arch 
Pharm  Exp  Path  262(l):53-72,  1969. 

3495  EVALUATION  OF  THE  INTESTINAL  AB- 
SORPTION OF  XYLOSE  AND  CAROTENE 

AFTER  GASTRECTOMY.    (Pol.)    Strat,  C.  (Med.-Pharm.  Inst., 
Jassy,  Romania),  N.  Popesco  and  E.  Popesco.   Przegl  Lek 
23(ll):773-777,  1967. 
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3496  THE  EFFECT  OF  METOCLOPRAMIDE  ON 

GASTROINTESTINAL  ELECTROMYOGRAMS 
IN  NORMAL  AND  VAGOTOMIZED  DOGS.    (Sp.)    Naveiio, 
J.  J.  (J.  Ramos  Munic.  Hosp.,  Buenos  Aires,  Argentina),  C.  A. 
Linares  and  C.  J.  MoreL  Prensa  Med  Argent  55(39):  1870- 
1872,  1968. 

A  gastrointestinal  electromyograph  with  antral,  prepyloric, 
duodenal  and  jejunal  electrodes  was  employed  in  the  study 
of  10  anesthetized  dogs  (9-18  kg  body  weight)  and  the  effect 
of  metoclopramide  (2  mg/kg  of  body  weight  i.v.)  recorded. 
The  average  frequencies  and  regularity  of  the  base  line  were 
compared  before  and  after  vagotomy,  and  before  and  after 
metaclopramide.    Metaclopramide  did  not  significantly  change 
the  base  line  electrical  rhythm  in  the  stomach,  duodenum  or 
jejunum.    A  small  increase  in  frequency  was  observed  in  the 
duodenum. 


3497  CHOLECYSTOKINETIC  ACTIVITY  OF  THE 

NEW  PEPTIDE  CAERULEIN  IN  MAN.    (E.) 
Bertaccini,  G.  (Inst.  Pharmacol.,  U.  Parma,  Italy),  T.  Braibanti 
and  F.  Uva.    Gastroenterology  56(5): 862-867,  1969. 

Caerulein,  an  active  decapeptide  isolated  from  methanol  ex- 
tracts from  frog  skin,  was  tested  in  42  normal  individuals  and 
in  10  cholecystopathic  subjects  for  its  cholecystokinetic  activity. 
The  threshold  cholecystokinetic  dose  was  0.5-1.0  ng/kg.    In 
healthy  subjects,  after  administration  of  5  or  10  ng/kg 
caerulein,  a  marked  contraction  was  always  obtained.   The 
magnitude  of  the  effect  was  satisfactorily  dose  dependent 
up  to  20.0  ng/kg  and  lasted  approximately  90  min  and  seemed 
to  be  accompanied  by  a  spasmolytic  effect  on  the  sphincter 
of  Oddi.    Side  effects  were  rare.    Caerulein  may  be  an  alternate 
diagnostic  agent  to  the  usual  fatty  meal  technique  and  it  may 
also  be  used  instead  of  cholecystokinin. 


3498  AN  EFFECT  OF  INTESTINAL  MOTILITY  ON 

IRON  ABSORPTION.    (E.)    Schade,  S.  G. 
(Walter  Reed  Army  Inst.  Res.,  Washington,  D.  C),  B.  F. 
Felsher  and  M.  E.  Conrad.   Proc  Sac  Exp  Biol  Med  130(3): 
757-761,  1969. 

Iron  absorption  was  studied  in  male  albino  rats  given  drugs 
that  altered  manifestations  of  the  endotoxin  response  e.g., 
phenoxybenzamine  hydrochloride  (3  mg),  endotoxin  as  £■.  coli 
lipopolysaccharide  (0.1  mg),  and  atropine  sulfate.    A  test  dose 
contained  0.5  /iC  59Fe-citrate  and  0.25  mg  elemental  iron  as 
ferrous  sulfate  in  0.5  ml  distilled  water.    The  parenteral  ad- 
ministration of  either  phenoxybenzamine  or  atropine  sulfate 
to  rats  1  hr  before  an  oral  test  dose  of  radioiron  markedly 
increased  iron  absorption  in  normal  rats  and  in  rats  that  had 
received  E.  coli  endotoxin  12  hr  before.    There  was  a  significant 
decrease  in  the  serum  iron  concentration,  an  increased  rate  of 
59Fe  clearance  from  the  plasma  and  a  delayed  transit  of  59Fe 
through  the  intestinal  tract  of  phenoxybenzamine  treated  ani- 
mals.   Atropine  produced  a  similar  effect.    There  was  also  a 
delayed  transit  of  nonabsorbable  51Cr-chloride  through  the 
gut  of  the  phenoxybenzamine  treated  animals.    Endotoxin 
treated  animals  had  delayed  iron  absorption  from  isolated 
intestinal  loops. 


3499  GASTROSCOPIC  OBSERVATIONS  OF  THE 
DYNAMIC  ANATOMY  OF  THE  ANTRUM 

AND  PYLORUS.    [CASE  REPORT]    (E.)    Rider,  J.  A. 
(Franklin  Hosp.,  San  Francisco,  Caliif.),  H.  C.  Moeller  and 
E.  J.  Puletti.    Gastroint  Endosc  14(2):  100-101,  1967. 

3500  THE  PHYSIOLOGY  OF  THE  ESOPHAGO- 
CARDIAL  SEGMENT.    (Fr.)    Monges,  H.  (Fac. 

Med.,  U.  Marseille,  France)  and  J.  Salducci.   Actualites 
Hepatogastroent  Hotel  Dieu  5(1):A2-A13.  1969. 


See  also:    3504,3695,3797 
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3501  SULFATED  GLYCOPROTEINS  IN  HUMAN 

SALIVARY  AND  GASTRIC  SECRETIONS. 

(E.)    Martin,  F.  (Edouaid-Herriot  Hosp.,  Lyon,  France),  R. 
Mathian,  A.  Berard  and  R.  Lambert.   Digestion  2(2):  103-1 12, 
1969. 

Pure  sulfated  glycoproteins  (SGP)  have  been  isolated  from  hu- 
man gastric  secretions  and  saliva  (collected  from  28  patients) 
following  proteolysis  with  pepsin  and  precipitation  with  cetyl- 
pyridinium  chloride.   The  SGP  are  present  only  in  low  con- 
centrations in  parotid  saliva  and  in  much  higher  concentrations 
in  submaxillary  gland  saliva.   The  chemical  composition,  as 
determined  by  gas  liquid  chromatography  analysis  of  galactose. 


fucose,  glucosamine,  and  galactosamine  of  the  salivary  and 

gastric  SGP  may  be  ahnost  identical  in  the  same  patient.   Th« 

important  differences  in  the  output  and  composition  of  SGP 

secreted  by  different  individuals  may  be  related  to  the  ABO 

blood  group  and  secretor  systems  or  to  some  pathological  coi 

dition. 

3502  THE  EFFECT  OF  VASOPRESSIN  ON  THE 

EXCRETION  OF  ELECTROLYTES  WITH  THE 
SALIVA  FROM  THE  DOG  PAROTID  GLAND.    (Rus.j 
laremenko,  M.  S.  (A.  A.  Bogomolets  Inst.  Physiol.,  Acad.  Sci 
Ukr.  SSR,  Kiev,  USSR).   Fiziol  Zh  SSSR  Sechenov  55(2):20: 
212,  1969. 
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3503  STUDIES  ON  "GASTRIC  INHIBITION  FACTOR" 
AND  "GASTRIC  ATROPHY-PRODUCING 

FACTOR".    PART  III.    INDUCTION  OF  GASTRIC  ATROPHY 
IN  DOGS  AND  GUINEA-PIGS  BY  INJECTION  OF  HOMOG- 
ENIZED GASTRIC  MUCOSA.    (E.)    Moriga,  M.  (Dept.  Intern. 
Med.,  Fac.  Med.,  Kyoto  U.,  Japan).  Jap  Arch  Intern  Med 
15(8):255-268,  1968. 

Of  13  healthy  mongrel  dogs  (15  kg),  2  were  injected  with 
homogenates  of  homologous  gastric  mucosa  and  Freund's  ad- 
juvant, 3  with  an  autologous  homogenate  and  adjuvant,  2  each 
with  heterologous  (human)  gastric  mucosa  or  gastric  juice  and 
adjuvant,  3  were  kept  as  controls,  and  1  provided  homologous 
antigen.    All  except  the  autologous  group  received  a  second 
injection  after  2  months.   Twelve  guinea  pigs  received  homo- 
logous gastric  homogenates  unmodified  and  modified  by  vary- 
ing acidification  and/or  dialysis.   Gastric  atrophy  was  present 
in  all  of  the  dogs  receiving  homogenates  and  was  most  marked 
in  those  receiving  their  own  gastric  mucosa.   Atrophy  was 
present  as  early  as  2  months  after  the  first  immunization  and 
persisted  irreversibly  for  the  20  months  of  observation.    Serum 
7-globulin  was  elevated  3  months  after  the  first  immunization 
and  then  declined.    Acidified  and  dialysed  homogenates  of 
guinea-pig  gastric  mucosa  produced  the  most  precipitating  anti- 
body and  the  only  mucosal  pathology. 

3504  EFFECT  OF  GRADED  DOSES  OF  PENTA- 
GASTRIN,  HISTAMINE  AND  2-DEOXY-D- 

GLUCOSE  ON  GASTRIC  SECRETION  AND  MOTILITY  IN 
CONSCIOUS  RATS.    (E.)    Konturek,  S.  J.  (1st  Dept.  Med., 
Med.  Sch.,  Krakow,  Poland).   Scand  J  Gastroent  3(6):572-576, 
1968. 

The  simultaneous  study  of  gastric  secretion  by  means  of  a 
chronic  gastric  fistula  and  of  gastric  motility  by  the  implanta- 
tion of  a  small  balloon  in  the  rumen  is  described.    The  dose 
response  curves  to  s.c.  pentagastrin,  histamine  and  2-deoxy-D- 
glucose  were  obtained.   There  were  no  statistically  significant 
differences  between  the  maximal  acid  outputs  for  these  stimu- 
lants.   Pentagastrin  administration  caused  a  sudden  inhibition 
of  gastric  motility,  but  histamine  did  not  change  the  rate  of 
contractions.    Injection  of  2-deoxy-D-glucose  was  followed  by 
a  slight  increase  in  the  frequency  of  gastric  spontaneous  con- 
tractions. 

3505  CHLORHYDRIC  AND  PEPTIC  SECRETION 
DURING  INDUCED  HYPER-  AND  HYPO- 
CALCEMIA.   STUDIES  IN  HYPO-  AND  HYPER-SECRETORY 
SUBJECTS.    (It.)    Rapino,  P.  (Inst.  Qin.  Med.  Gen.,  U. 
Bologna,  Italy),  F.  Tabarroni,  D.  Lo  Bruno  and  A.  D'Avena. 
Riv  Gastroent  20(l):46-69,  1968. 

The  activity  of  gastric  juice,  pH,  chlorhydria,  and  pepsin  was 
studied,  after  infusion  i.v.  for  2  hr  of  calcium  gluconate  (15  mg 
Ca"*'"''/kg  body  weight)  in  1 2  hyposecreting  subjects  and  of 
disodium  edetate  (Na2  EDTA)  (75  mg/kg  body  weight)  in  15 
hypersecreting  subjects.    Calcemia,  phosphoremia  and  endo- 
genous creatinine  were  determined  in  blood  and  urine.    In  12 
hyposecreting  subjects  Calcium  administration  induced  an  in- 
crease in  volume  of  gastric  juice  in  8;  an  increase  followed  by 
a  decrease  in  3 ;  and  a  decrease  in  1 .   The  pH  of  gastric  juice 


increased  for  90  min,  and  then  decreased  to  39.3%  of  the 
original  value;  the  chlorhydria  decreased  and  peptic  activity 
increased  to  63.2%.    Calcemia  reached  a  maximum  of  14.2  mg%; 
there  was  an  insignificant  modification  of  phosphoremia.    Op- 
posite results  were  observed  in  hypersecreting  subjects  treated 
with  Na2  EDTA. 

3506  GASTRIC  SECRETION  AFTER  PARATHORMONE 
ADMINISTRATION  IN  NORMAL  SUBJECTS. 

(It.)    Ferlito,  S.  (Inst.  Pathol.  Spec.  Med.,  U.  Catania,  Italy)  and 
M.  Calafato.   Riv  Gastroent  20(1):12-18,  1968. 

Gastric  secretion  was  studied  in  15  normal  subjects  (all  males, 
aged  22-56  yr),  given  20  U  Collip  of  parathyroid  hormone 
(Parathormone).    Histamine  stimulation  (1  mg  i.m.)  was  also 
carried  out  in  4  of  the  subjects.   The  subjects  were  hyposecre- 
tory  (3);  normosecretory  (10)  and  hypersecretory  (2).   In  nor- 
mosecreting  subjects  the  average  values,  before  and  2  hr  after 
hormonal  stimulation  were  resp.:    gastric  secretion  42  ml  and 
72  ml,  with  an  increase  of  86%  (P  <  0.01);  pepsin  units  (Gross' 
test)  25  U  and  50  U,  with  an  increase  of  100%  (P  <  0.001). 
The  free  and  total  acidity  ratio  (Topfer-Linnosier's  test)  in- 
creased 90%.   The  results  in  hypersecreting  subjects  were  simi- 
lar, with  higher  absolute  values  of  HCl  and  pepsin.   In  hypo- 
secretive  subjects  there  was  no  significant  change  in  secretion. 
No  inhibitory  phenomena  were  observed  in  the  4  subjects 
after  histaminic  stimulation. 

3507  EFFECT  OF  INSULIN  ON  GASTRIC  SECRE- 
TION, HISTAMINE  FORMATION,  AND  ON 

THE  INQDENCE  OF  GASTRIC  LESIONS.    (E.)    Kim,  K.  S. 
(George  Washington  U.  Sch.  Med.,  Washington,  D.  C),  P.  T. 
Ridley  and  C.  Tuegel.    Life  Sci  7(7):403-409,  1968. 

Either  0.5  U/kg  or  5.0  U/kg  of  crystalline  insulin  was  ad- 
ministered i.p.  to  female  Sprague-Dawley  rats  (170  to  240  g) 
with  gastric  fistulae.    The  lower  dose  of  insulin  resulted  in  a 
significant  increase  in  total  4  hr  gastric  acid  output  while  the 
larger  one  did  not.    Gastric  mucosa  homogenates  collected 
after  4  hr  showed  histamine  content  (measured  fluorometrically) 
significantly  reduced  by  5  U/kg  of  insulin  but  unchanged  with 
the  lower  dose.   The  histamine  forming  capacity  of  the  gastric 
mucosa  was  increased  significantly  by  either  dose,  but  more 
so  with  the  higher.    Chlorisondamine,  a  ganglionic  blocking 
agent,  given  before  insulin  administration,  blocked  the  histamine 
forming  increase.   The  5  U/kg  dose  of  insulin  produced  a 
higher  incidence  of  gastric  lesions  (7  of  12)  than  0.5  U/kg 
(4  of  12)  despite  the  fact  that  the  measured  gastric  acid  output 
was  higher  with  the  lower  dose  of  insulin. 

3508  HUMORAL  MEDIATION  OF  THE  INTESTINAL 
PHASE  OF  GASTRIC  SECRETION  AND  OF 

ACID  HYPERSECRETION  ASSOCIATED  WTTH  PORTA- 
CAVAL SHUNTS.    (E.)    Orloff,  M.  J.  (Sci.  Med.,  U.  California, 
San  Diego),  H.  Villar-Valdes,  H.  Rosen,  A.  G.  Thompson  and 
J.  G.  Thompson.   Surgery  66(1):  118-1 30,  1969. 

Isolated,  denervated  fundic  stomach  pouches  (Heidenhain)  were 
constructed  in  68  healthy  adult  mongrel  dogs  weighing  18  to 
30  kg.    In  addition,  in  26  dogs  an  antrectomy  and  gastro- 
duodenostomy  with  a  12  cm  long  Roux-en-Y  proxunal  jejunal 
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fistula  containing  a  metal  cannula  was  constructed.    In  18  ani- 
mals an  end-to-side  portacaval  shunt  was  made.   The  inferior 
vena  cava  and  aorta  of  compatible  animals  was  cross  trans- 
fused and  pouch  add  and  secretion  measured.    Cross  transfusions 
between  intact  dogs  with  Heidenhain  pouches  did  not  demon- 
strate a  significant  difference  in  acid  secretion  compared  to  the 
base  line.    Cross  transfusion  between  antrectomized  donors  with 
pouches  and  intact  recipients  with  pouches  while  the  donors 
were  given  an  intestinal  meal  through  their  fistulae  did  not 
significantly  stimulate  acid  secretion  in  either  donor  or  reci- 
pient.   Instillation  of  food  into  the  intestine  of  an  antrectomized 
dog  with  a  portacaval  shunt  produced  an  8-hr  acid  secretion 
peak  of  428%  above  baseline  in  the  donor  and  a  10-hr  peak 
244%  above  baseline  in  the  intact  recipient  with  a  Heidenhain 
pouch.    Cross  transfusion  without  an  intestinal  meal  in  a  group 
of  similar  animals  had  no  stimulatory  effect  on  either  donors 
or  recipients,    l^li-jjuman  serum  albumin  (RISA)  absorption 
from  animals  fed  intestinal  meals  was  the  same  for  both  the 
shunted  and  nonshunted,  antrectomized  animals. 

3509  EFFECT  OF  SECRETIN  AND  CHOLECYSTO- 
KININ  ON  THE  RESPONSE  OF  THE  GASTRIC 

FISTULA  RAT  TO  PENTAGASTRIN.  (E.)  Tumpson,  D.  B. 
(VA  Ctr.,  Los  Angeles,  Calif.)  and  L.  R.  Grossman.  Proc  Soc 
Exp  Biol  Med  131(1):186-188,  1969. 

In  14  male  Sprague-Dawley  rats  (weighing  325-528  g)  with 
chronic  gastric  fistulas,  secretin  (75  U/kg)  completely  inhibited 
the  gastric  acid  response  to  both  maximal  (62.5  jUg/kg)  and 
supramaximal  (125  jUg/kg)  doses  of  pentagastrin.   The  effects 
of  cholecystokinin  (75  U/kg)  on  pentagastrin-stimulated 
(62.5  Mg/kg)  secretion  were  mixed.    An  early  inhibitory  phase 
was  followed  by  a  period  of  stimulation. 

3510  EFFECT  OF  THE  VAGUS  NERVE  AND 
SALICYLATE  ADMINISTRATION  ON  THE 

PERMIABILITY  CHARACTERISTICS  OF  THE  RAT 
GASTRIC  MUCOSAL  BARRIER.    (E.)    Overholt,  B.  F. 
(ComeU  Med.  Qr.,  New  York,  N.  Y.),  D.  A.  Brodie  and  B.  J. 
Chase.    Gastroenterology  56(4):651-658,  1969. 

The  effect  of  vagotomy  and  acetylsalicylic  acid  on  the  permea- 
bility characteristics  and  on  damage  of  the  gastric  mucosal 
barrier  was  studied  in  male  Holtzmann  rats  in  5  experimental 
situations  with  8  rats  in  each  group.    Results  indicated  the 
following:    1)  the  vagus  nerve  has  no  direct  effect  on  the 
maintainence  of  the  permeability  characteristics  of  the  gastric 
mucosal  barrier;  2)  back  diffusion  of  acid  probably  occurs 
normally  in  significant  quantities;  3)  vagal  or  other  forms  of 
secretory  stimulation  (bethanechol,  0.4  mg/kg;  gastrin  tetra- 
peptide,  8  and  16  mg/kg,  or  histamine,  8  mg/kg)  can  mask 
acid  back  diffusion  by  increasing  acid  output  enough  to  ex- 
ceed the  amount  diffusing  into  the  mucosa;  4)  aspirin  damages 
the  mucosal  barrier  of  the  vagotomized  rat  stomach  as  in  the 
vagotomized  canine  stomach;  5)  aspirin  probably  damages  the 
vagally  intact,  secreting  stomach  without  necessarily  producing 
evidence  of  acid  back  diffusion;  6)  large  doses  of  parenteral 
aspirin  damage  the  mucosal  barrier. 

35 1 1  GASTRIN  INHIBITION  OF  HISTAMINE-IN- 

DUCED  GASTRIC  SECRETION.    (E.)    Wilken, 
B.  J.  (U.  Mississippi  Med.  Ctr.,  Jackson),  C.  F.  Lowe,  D.  Hunt 
and  J.  D.  Hardy.   Arch  Surg  (Chicago)  98(5): 647-651,  1969. 


Eight  mongrel  dogs  (15  to  25  g)  of  both  sexes  had  Heidenhain 
pouches  constructed  and,  after  a  period  of  recuperation,  were 
subjected  to  a  constant  infusion  of  0.15  mg  histamine  phos- 
phate/kg/hr  together  with  i.v.  doses  of  gastrin  pentapeptide 
(10  to  100  /Lig)  at  varying  intervals.    All  4  dose  levels  of  gastrin 
pentapeptide  produced  a  significant  inhibition  of  histamine-in- 
duced  gastric  secretion,  both  in  terms  of  volume  and  acidity, 
but  there  was  no  significant  difference  in  the  degree  of  inhibi- 
tion produced  by  the  various  doses.    Maximal  inhibition  oc- 
curred within  15  to  30  min  of  gastrin  administration.    Retching 
or  vomiting  occurred  with  even  small  doses  of  gastrin  penta- 
peptide but  the  degree  of  inhibition  did  not  correlate  with 
these  effects.    No  toxic  effects  were  associated  with  histamine 
infusion. 

3512  INTESTINAL  RESECTION  AND  GASTRIC 
SECRETION  IN  DOGS  WITH  ANTRECTOMY. 

(E.)    Landor,  J.  H.  (U.  Missouri  Sch.  Med.,  Columbia).   Arch 
Surg  (Chicago)  98(5):645-646,  1969. 

Eight  mongrel  dogs  (12.2  to  18.4  kg)  of  both  sexes  had  an- 
trectomies and  Heidenhain  pouches  constructed  along  with 
gastroduodenostomies.    Secretory  collections  were  made  from 
the  pouches  after  a  recuperative  period.    Four  of  the  dogs 
then  had  resections  of  the  entire  mid-portion  of  the  small 
intestine  while  the  others  had  simple  division  of  the  jejunum 
with  reanastomosis.    Some  increase  in  acid  secretion  was  noted 
in  the  sham  procedure  animals,  but  there  was  a  considerably 
greater  increase  in  the  dogs  which  were  subjected  to  enterec- 
tomy. 

3513  PENTAGASTRIN  AND  ACETYLCHOLINE 
RELATION  TO  HISTAMINE  IN  H+  SECRETION 

BY  GASTRIC  MUCOSA.    (E.)    Kasbekar,  D.  K.  (Dept.  Physiol., 
U.  California,  Berkeley),  H.  A.  Ridley  and  J.  G.  Forte.   Amer 
J  Physiol  2l6W:96l-961 ,  1969. 

Isolated  resting  frog  gastric  mucosa  could  be  stimulated  to  se- 
crete add  by  pentagastrin  or  acetylcholine.    After  repeated 
stimulation,  the  mucosa  became  refractory  to  these  secre- 
tagogues,  but  not  to  histamine.   When  the  mucosa  were  equili- 
brated with  radioactive  histamine  for  a  period  of  time  and 
subsequently  bathed  in  histamine-free  media,  the  characteristic 
efflux  of  the  label  from  the  tissue  could  be  separated  into 
3  exponentials.    The  time  constant  for  the  slowest  efflux  com- 
ponent corresponded  to  that  for  the  decline  in  acid  secretory 
rate,  which  is  comprised  of  a  single  exponential.    The  time 
constants  for  efflux  were  not  altered  when  a  tracer  dose  of 
labeled  histamine,  which  does  not  evoke  acid  secretion,  was 
used.    Under  these  conditions  if  acid  secretion  was  stimulated 
with  pentagastrin  or  acetylcholine  the  kinetics  of  the  slowest 
efflux  component  are  altered,  indicating  a  mobilization  of 
endogenous  histamine.    Histamine  may  be  the  final  common 
mediator  of  add  secretion  and  pentagastrin  and  acetylcholine 
may  act  by  a  local  mobilization  of  endogenous  mucosal  hista- 
mine. 


I 


3514  GASTRIC  SECRET AGOGUES  FOLLOWING 

PORTACAVAL  SHUNTING.    (E.)   Griffen, 
W.  O.  (U.  Kentucky  Coll.  Med.,  Lexington),  M.  Z.  Slesh  and 
C.  S.  Mooney.   Surgery  66(1):111-117,  1969. 

Seven  mongrel  dogs,  4  with  denervated  (Heidenhain)  pouches. 
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had  peripheral  blood  amino  acid,  ammonia,  histamine,  and 
gastric  pouch  output  measured  hourly  for  5  hr  after  a  standard 
meal.   These  tests  were  done  before  and  after  an  end-to-side 
portacaval  shunt.    In  the  first  3  hr  gastric  output  was  171,  147, 
and  178%,  resp.,  higher  than  controls.    The  hypersecretion  per- 
sisted for  the  5  hr  after  eating,  but  at  a  slightly  reduced  level. 
The  differences  at  2  and  3  hr  were  statistically  significant 
(p  <  0.01).    Blood  ammonia  levels  increased  rapidly  and  at 
2  and  3  hr  were  202  and  260%  above  controls,  resp.    All  blood 
ammonia  levels  were  significantly  different  from  control  values. 
Blood  amino  acid  levels  showed  an  early  rise:    13  and  34% 
above  control  values  at  the  first  and  second  hr  with  the  peak 
at  2  hr.    Histamine  in  the  peripheral  blood  showed  a  slight  in- 
crease at  3,  4,  and  5  hr  after  the  meal,  but  the  values  were  not 
statistically  significant.    Ammonia  may  be  a  specific  gastric 
secretagogue  under  these  conditions. 

3515  MEASUREMENT  OF  SULFATED  AND  NON- 

SULFATED  GLYCOPROTEINS  IN  HUMAN 
GASTRIC  JUICE  UNDER  FASTING  CONDITIONS  AND 
FOLLOWING  STIMULATION  WITH  HISTAMINE,  PENTA- 
GASTRIN  AND  INSULIN.    (E.)    Glass,  G.  B.  J.  (Gastroent. 
Res.  Lab.,  New  York  Med.  CoU.,  N.  Y.),  H.  Mori  and 
T.  Pamer.   Digestion  2(2):  124-143,  1969. 

Fasting  overnight  residues  collected  from  the  stomach  of  20 
individuals  with  or  without  gastric  disease,  gastric  juices  from 
4  individuals  after  histamine  and  pentagastrin  stimulation,  and 
from  1 8  after  insulin  stimulation  were  used  for  comprehensive 
quantitation  of  mucosubstances.    Chondroitin  sulfate  A  and 
sulfated  glycoproteins  were  measured  by  a  modification  of  the 
turbidimetric  method  of  De  Graef  and  Glass.    The  nonsulfated 
glycoproteins  (including  the  sialomucLns  and  blood  group  sub- 
stances types)  were  measured  either  by  the  fucose  assay  of  the 
papain  digested  gastric  juice  or  mucus,  with  a  conection  for 
fucose  content  of  sulfated  glycoproteins;  or  by  the  recently 
developed  turbidimetric  method.   This  method  compares  tur- 
bidity of  the  cetylpyridinium  supernatant  of  the  papain  digested 
gastric  juice  or  mucus  after  addition  of  buffered  ethanol  with 
the  turbidity  of  the  gastric  nonsulfated  glycoprotein  standard 
under  similar  conditions.    Chondroitin  sulfate  A  and  C  were 
absent  or  present  only  in  trace  amounts  in  gastric  secretion  of 
man.    Sulfated  glycoproteins  were  present  at  a  relatively  high 
concentration  in  gastric  mucus  and  fasting  gastric  residual  con- 
tent, but  at  a  low  concentration  in  the  basal  secretion  and  after 
histamine,  pentagastrin  and  insulin  stimulation.    Nonsulfated 
glycoproteins  form  the  bulk  of  gastric  glycoproteins  in  man, 
both  in  mucus  and  gastric  juice.    Histamine  and  pentagastrin 
decrease  the  concentration  and  to  some  extent  also  the  output 
of  sulfated  and  nonsulfated  glycoproteins  in  gastric  juice.    In- 
sulin causes  variable  responses,  with  a  rise  in  the  concentration 
and  output  of  glycoproteins  in  some  of  the  subjects  and  a 
slight  decrease  in  concentration  and  unchanged  output  in  the 
others. 

35 16  PHYSIOLOGY  OF  THE  SECRETION  OF 

ACID,  PEPSIN,  SULFATED  POLYSACCHARIDES 
AND  GLYCOPROTEINS  BY  THE  DOG  FUNDIC  MUCOSA. 

(E.j    Ley,  R.  (Dept.  Surg.,  Free  U.  Brussels,  Belgium),  J. 
Bremen,  S.  Verbeustel,  M.  C.  Woussen-Colle  and  J.  De  Graef. 
Digestion  2(2):  113-123,  1969. 


The  secretion  of  acid,  pepsin,  chondroitin  sulfate  and  glyco- 
proteins from  mucus  have  been  studied  in  4  Heidenhain  pouch 
dogs,  under  basal  condition  and  during  stimulation  with  hista- 
mine, a  pentagastrin  and  a  cholinergic  drug.    Histamine  and 
the  gastrin  analogue  stimulate  acid  and,  to  a  lesser  extent,  pep- 
sin secretion,  and  they  inhibit  mucus  secretion;  cholinergic 
stimulation  increases  the  output  of  acid,  chondroitin  sulfate, 
pepsin  and  glycoproteins  of  the  mucus.    No  qualitative  changes 
in  the  secretion  of  peptic  or  mucous  cells  are  observed. 

3517  SECRETION  OF  SULFATED  POLYSAC- 

CHARIDES BY  THE  GASTRIC  MUCOSA.    (E.) 
Woussen-Colle,  M.  C.  (Dept.  Surg.,  Free  U.  Brussels,  Belgium), 
G.  Willems,  J.  Bremen,  R.  Ley,  S.  Verbeustel,  A.  Gerard  and 
J.  De  Graef.   Digestion  2(2):90-102,  1969. 

Chondroitin-4-sulfate  which  is  secreted  by  the  chief  peptic 
cells  was  found  in  the  gastric  fundic  juice  collected  from 
Heidenhain  pouches  of  4  dogs.    A  chondroitin  sulfate-like 
material  was  also  observed  in  the  pyloric  cells  of  the  same  ani- 
mals.   In  the  dog  chondroitin-4-sulfate  secretion  by  the  fundus 
was  increased  during  cholinergic  stimulation  but  not  during 
pentagastrin  or  histamine  stimulation.    No  sulfated  polysac- 
charides have  as  yet  been  isolated  from  the  gastric  juice  of 
other  species.    Histochemically,  such  a  compound  has  also 
been  demonstrated  in  the  peptic  and  pyloric  cells  of  the 
cat  as  in  the  dog  and  in  mucous  neck  cells  of  the  monkey. 


3518  GASTRIC  SECRETORY  PATTERNS  RELATIVE 
TO  THE  DIAGNOSIS  OF  THE  ZOLUNGER- 

ELLISON  SYNDROME.    (E.)   Gaspard,  D.  J.  (U.  So.  California 
Sch.  Med.,  Los  Angeles).   Amer  Surg  35(1): 45-49,  1969. 

Twenty-five  patients  undergoing  biliary  tract  surgery  for  chronic 
cholecystitis  with  cholelithiasis  were  studied  for  the  effect  of 
preoperative  medications  and  halothane  or  nitrous  oxide  anes- 
thesia on  gastric  pH.    Precision  pH  paper  and  intragastric  moni- 
toring of  pH  with  a  pH  meter  were  found  to  give  similar  re- 
sults.   The  patterns  of  gastric  secretion  in  response  to  the  ad- 
ministration of  anticholinergics  and  general  anesthesia  were 
markedly  variable.    A  large  number  of  patients  with  chole- 
lithiasis and  cholecystitis  continue  to  secrete  acid  and  a  few 
may  start  secreting  acid  intraoperatively. 

3519  THE  EFFECT  OF  XYLAMIDE  (CR  242) 

ON  THE  GASTRIC  SECRETION  OF  THE  DOG 
AFTER  HYPERSECRETORY  STIMULATION.    (Sp.j    Danhof, 
I.  E.  (Physiol.  Dept.,  U.  Texas,  Austin).   Medicina  (Mex) 
49(1054):  107-114,  1969. 

3520  ANTISECRETORY  ACTIVITY  OF  SOME  NEW 
COMPOUNDS  WITHOUT  AN  ANTICHOLINER- 
GIC EFFECT.    (Sp.)    Rovati,  A.  L.  (Rotta  Res.  Lab.,  Milan, 
Italy),  P.  L.  Casula  and  G.  da  Re.  Medicina  (Mex)  49(1054): 
81-84,  1969. 

3521  GASTRIC  PROTEINASES  APPARENT  IN  PIGS 
AFTER  ELECTROPHORESIS  IN  AGAR  GEL. 

(Fr.)    Agneray,  J.  (Herold  Hosp.,  Paris,  France)  and  J.  C. 
Jardillier.   Ann  Biol  Qin  (Paris)  27(1/2):  115-119,  1969, 
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3522  THE  PYLORIC  ANTRUM  AS  A  REGULATOR 
OF  GASTROINTESTINAL  SECRETIONS. 

(Rev.)(E.)    Cooke,  A.  R.  (Royal  Prince  Alfred  Hosp.,  Sydney, 
Australia).   Med  J  Aust  l(18):933-936,  1969. 

3523  STUDY  OF  INHIBITORS  OF  THE  INTESTINAL 
ABSORPTION  OF  VITAMIN  B12  IN  HUMAN 

GASTRIC  JUICE.    (Fr.)   Wolff,  R.  (Fac.  Med.,  Nancy,  France), 
J.  P.  Nicolas  and  C.  Trabelsi.   C  R  Soc  Biol  (Paris)  161(7):  1654- 
1657,  1967. 

3524  EXPERIMENTAL  STUDIES  ON  THE  ISOLATED 
HUMORAL  FACTOR  WHICH  PROMOTES  THE 


SECRETORY  ACTIVITY  OF  THE  GASTRIC  CHIEF  CELLS 
AND  THE  EXOCRINE  PANCREATIC  CELLS.    H.    AMINO 
ACIDS  AND  RELATED  COMPOUNDS  IN  THE  EXTRACT 
OF  THE  GASTRIC  MUCOSA.    (E.)    Fujie,  K.  (Wakayama 
Med.  Coll.,  Japan),  Y.  Mabuchi,  K.  Ishimura  and  J.  Hiraoka. 
Wakayama  Med  Rep  12(3):99-108,  1967. 


3525  STOMACH  SECRETION  IN  THE  OPERATED 

STOMACH.    (Sp.)    Freytes,  M.  A.  (SemioL 
Dept,  Natl.  U.  Cordoba,  Spain).   Rev  Fac  dene  Med  Cordoba 
25(3):  327-331,  1967. 


See  also:    3444,3461,3462,3463,3501,3616,3632,3934,3940 
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3526  A  MODIFICATION  OF  A  CHRONIC  PANCRE- 
ATIC FISTULA  IN  THE  DOG.    (E.)    Stening, 

G.  F.  (UCLA  Sch.  Med.,  Los  Angeles,  Calif.).   Brit  J  Surg 
56(4):  308-310,  1969. 

A  modification  of  the  chronic  pancreatic  fistula  procedure  of 
Preshaw  and  Grossman  (Gastroenterology  48:36,  1965)  con- 
sists of  separation  of  the  pouch  receiving  the  pancreatic  duct 
from  the  duodenum  by  a  longer  metal  cannula.    This  was  de- 
signed to  overcome  the  complication  of  unwanted  communica- 
tion between  the  pouch  and  duodenum.   The  procedure  has 
been  used  in  15  dogs  for  periods,  and  in  4,  who  had  the  prep- 
aration for  32  weeks,  there  was  no  evidence  of  pouch  leak. 

3527  THE  FUNCTION  OF  THE  EXOCRINE 
PANCREAS  AFTER  VAGOTOMY.    EXPERI- 
MENTAL STUDY.    (It.)    Vecchioni,  R.  (Inst.  Gen.  Clin.  Chir., 
U.  Padua,  Italy),  C.  Cordiano  and  G.  Perrino.  Acta  Chir  Ital 
24(l):27-37,  1968. 

Glucose,  secretin  and  Mecholyl  tests  were  performed  on  2 
groups  of  15  rats,  15  days  and  2  months  after  vagotomy. 
Two  hr  after  glucose  administration  glycemia  increased  from 
100  mg%  to  240  and  150  resp.;  serum  amylase  from  180  U 
Somogyi/cc  to  280  and  230,  resp.    After  secretin  stimulation 
pancreatic  secretion  increased  from  60  /Lditer  to  120  and  240 
resp.;  serum  amylase  from  400  U  Somogyi/cc  to  800  and  1200; 
serum  lipase  from  80  U  Biondi  to  100  and  100;  trypsin  from 
250  /Ug/ml  to  400  and  from  350  to  380.    After  Mecholyl  pan- 
creatic secretion  increased  from  about  90  jUliter  to  100  and  150, 
resp.;  serum  amylase  from  600  U  Somogyi  to  2400  and  2400; 
serum  lipase  from  60  U  Biondi  to  300  and  300;  trypsin  from 
300  jug/ml  to  1200  and  1000,  resp. 

3528  EXOCRINE  SECRETION  IN  THE  RAT 
PANCREAS.    (It.)    Vecchioni,  R.  (Inst.  Gen. 

Qin.  Chir.,  U.  Padua,  Italy),  C.  Cordiano  and  G.  Perrino. 
Acta  Chir  Ital  24(l):75-88,  1968. 

Exocrine  pancreatic  function  was  studied  in  10  rats  given 
0.70/kg  body  weight  of  glucose,  in  10  rats  injected  in  the 
femoral  vein  with  1  U/rat  secretin,  and  in  10  rats  injected  s.c. 
with  0.5  mg/kg  body  weight  Mecholyl.    After  glucose,  the 
glycemia  level  increased  from  about  100  mg%  to  160  (30  min) 
and  to  250  (2  hr);  serum  amylase  from  about  180  U  Somogyi/cc 
to  220  (90  min).    After  secretin,  pancreatic  secretion  increased 
from  about  120  /iliter  after  30  min  to  300  jUliter;  serum  amylase 
increased  from  about  600  U  Somogyi  to  1600;  serum  lipase 
decreased  from  120  U  Biondi  to  100;  and  trypsin  from  400 
]Ug/ml  to  100  jUg/ml.    After  Mecholyl,  pancreatic  secretion  in- 
creased to  150  jUUter  (60  min);  serum  amylase  to  2400  U 


Somogyi;  serum  lipase  to  280  U  Biondi  and  trypsin  decreased 
from  300  /Jg/ml  after  60  min  and  then  returned  to  normal. 
The  rat  is  a  good  experimental  model  for  the  study  of  exocrine 
pancreatic  function,  giving  secretory  responses  comparable  to 
those  in  men. 

3529  EXOCRINE  PANCREATIC  FUNCTION  IN  THE 

RAT  AFTER  OCCLUSION  OF  WIRSUNG'S 
DUCT.    (It.)    Vecchioni,  R.  (Inst.  Gen.  Clin.  Chir.,  U.  Padua, 
Italy),  G.  Perrino  and  C.  Cordiano.   Acta  Chir  Ital  24(1):  101- 
108, 1968. 

Serum  amylase,  serum  lipase  and  trypan  levels  were  determined 
in  rats  with  artificially  occluded  Wirsung's  duct:    10  rats  were 
given  0.70  g/kg  body  weight  of  glucose;  10  rats  were  given  1 
U/rat  secretin  i.v.;  and  10  rats  were  injected  s.c.  with  0.5  mg/kg 
body  weight  Mecholyl.    After  glucose,  serum  amylase,  from  a 
basal  level  of  about  20  U  Somogyi/cc,  increased  to  35  after 
30  min,  and  over  60  after  2  hr;  glycemia,  from  100  mg%,  in- 
creased to  140  (30  min),  and  to  180  (2  hr).    After  secretin, 
serum  amylase  from  about  15  U  Somogyi/cc,  increased  to  170 
U  after  60  and  90  min;  trypsin  was  unchanged.    After  Mecholyl, 
serum  amylase,  from  13  U,  increased  to  18  U  (30  min)  and 
over  20  U  (60  min);  serum  lipase,  from  9  U  Biondi,  increased 
to  12  U  (30  min)  and  over  20  U  (60  min);  trypsin  was  identi- 
fiable in  the  serum  only  after  90  min. 


3530  EXPERIMENTAL  REFLUX  PANCREATOGRAPHY 

AFTER  INTUBATION  OF  THE  DUODENUM 

PER  OS.    (E.)    Waldron,  R.  L.  (Columbia-Presbyterian  Med. 
Ctr.,  New  York,  N.  Y.),  H.  E.  WoUowick  and  D.  WUson. 
Radiology  90(2):338-341,  1968. 

A  double  balloon  method  for  isolating  the  pancreatic-duct 
opening  and  obtaining  reflux  pancreatography  in  dogs  is  de- 
scribed.   Under  light  anesthesia  the  duodenal  tube  is  placed 
and  after  lidocaine  introduction  into  the  loop  of  duodenum. 
The  lidocaine  is  replaced  by  Hypaque  under  100  to  110  mm 
Hg  pressure.    Reflux  was  found  to  occur  in  7  of  the  8  animals 
tested.   There  was  no  enzyme  or  microscopic  evidence  of  pan- 
creatic damage. 


3531  RELATIVE  RATES  OF  HYDROLYSIS  BY 

RAT  PANCREATIC  UPASE  OF  ESTERS  OF 
C2-C18  FATTY  ACIDS  WITH  Ci-Cig  PRIMARY  n-ALCO- 
HOLS.    (E.)    Mattson,  F.  H.  (Miami  Valley  Lab.,  CincinnaU, 
Ohio)  and  R.  A.  Volpenhein.   J  Lipid  Res  10(3):271-276,  1969. 


See  also:    3524,4150 
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3532  EFFECTS  OF  ETHINYLESTRADIOL-INDUCED 

CHOLESTASIS  ON  BILE  FLOW  AND  BILIARY 
EXCRETION  OF  ESTRADIOL  AND  ESTRADIOL  GLU- 
CURONIDE  BY  THE  RAT.    (E.)    Kreek,  M.  J.  (RockefeUer 
U.,  New  York,  N.  Y.),  R.  E.  Peterson,  M.  H.  Sleisenger  and 
G.  H.  Jeffries.   Proc  Soc  Exp  Biol  Med  131(2):646-650,  1969. 

Female  Sprague-Dawley  rats  weighing  150  to  180  g  were  fed 
ethinylestradiol  (0.5  mg  in  saline  suspension,  p.o.)  daily  for 
9  days.    On  the  10th  experimental  day,  the  bile  duct  was 
cannulated  and  its  femoral  vein  catheterized.    From  then  until 
the  end  of  the  study  bile  flow  was  strikingly  reduced  to  less 
than  50%  of  the  control  group  in  the  estrogen  treated  animals. 
One  day  following  surgery,  studies  of  biliary  excretion  were 
performed  revealing  a  markedly  diminished  biliary  excretion  of 
radioactivity  from  i.v.  admuiistered  tracer  doses  of  both  estra- 
diol and  estradiol  glucuronide  in  the  treated  animals.   The  ef- 
fect of  estrogen  on  bile  flow  and  estrogen  excretion  in  the 
bile  was  similar  to  BSP. 

3533  EFFECT  OF  PERFUSING  BLOOD  ON  SERUM 

PROTEIN  PRODUCTION  BY  ISOLATED  PER- 
FUSED LIVERS  FROM  NORMAL  AND  TUMOR-BEARING 
RATS.  (E.)  Toporek,  M.  (Jefferson  Med.  ColL,  Philadelphia, 
Pa.).    Cancer  Res  29 (.6):  1261 -mi,  1969. 

Isolated  perfused  rat  liver  experiments  were  carried  out  in 
which  normal  livers  and  livers  from  Walker  256  tumor-bearing 
rats  were  perfused  with  either  normal  blood  or  blood  from 
tumor-bearing  rats.    The  serum  protein  synthetic  activity  of 
the  perfused  livers  was  determined  by  evaluating  the  incorpora- 
tion of  14c-L-lysine-6  into  total  serum  protein  and  the  albumin 
and  a-  and  |3-globulin  fractions  of  the  perfusing  blood.    Radio- 
activity of  the  protein  samples  was  determined  by  combustion 
to  CO2,  absorption  in  an  ethanol-amine-ethylene  glycol  mono- 
methyl  ether  solution,  followed  by  liquid  scintillation  counting. 
Blood  from  tumor-bearing  rats  seems  to  carry  an  inhibitory 
signal  which  causes  a  decrease  in  the  serum  protein  synthetic 
activity  of  the  perfused  liver.    Normal  livers  perfused  with 
blood  from  tumor-bearing  rats  had  a  lower  serum  protein  syn- 
thetic activity  than  normal  livers  perfused  with  normal  blood. 
Livers  from  tumor-bearing  rats  had  a  lower  serum  protein  syn- 
thetic activity  when  perfused  with  blood  from  tumor-bearing 
rats  than  livers  from  tumor-bearing  rats  perfused  with  normal 
blood.    Also,  livers  from  tumor-bearing  rats  perfused  with 
normal  blood  have  a  higher  serum  protein  synthetic  activity 
than  livers  from  normal  rats  perfused  with  normal  blood. 

3534  CONJUGATION  OF  N-ACETYL-p-AMINO- 

PHENOL  (N.A.P.A.)  IN  ADULT  LIVER  PA- 
TIENTS.   (E.)    Fevery,  J.  (Academisch  Ziekenhuis  St.-Rafael, 
Louvain,  Belgium)  and  J.  deGroote.   Acta  Hepatosplen 
(Stuttgart)  16(1):  11-18,  1969. 

Conjugated  and  unconjugated  N-acetyl-p-aminophenol  (NAPA) 
were  measured  in  the  urine  of  38  adult  liver  patients  (parenchy- 
mal disease  26,  obstructive  jaundice  9,  Gilbert's  disease  3)  with 
14  controls  and  the  serum  of  34  adult  liver  patients  (parenchy- 
mal disease  24,  obstructive  jaundice  9,  Gilbert's  disease  (1)  at 
varying  intervals  after  their  ingestion  of  NAPA  (10  mg/kg). 


Urinary  excretion  of  unconjugated  NAPA  was  somewhat  more 
elevated  in  Uver  patients  than  in  controls.    Patients  with  hyper- 
bilirubinemia above  50  mg/liter  showed  significantly  higher 
serum  levels  of  unconjugated  NAPA.    Hepatitis  did  not  sig- 
nificantly increase  unconjugated  serum  NAPA.   With  Gilbert's 
disease,  both  serum  and  urinary  levels  of  the  unconjugated  form 
were  elevated.    Serum  levels  of  conjugated  NAPA  were  not  sig- 
nificantly lowered  in  liver  patients  because  of  wide  scattering. 
Jaundice  seems  to  impair  the  metabolism  of  NAPA  either  by 
decreasing  the  rate  of  conjugation,  or  by  competition  in  the 
uptake  of  the  hepatocyte,  or  by  transport  to  the  blood  of  the 
already  conjugated  form. 


3535  HEPATIC  LIPIDOSIS  ASSOCIATED  WITH 

L-ASPARAGINASE  TREATMENT.    (E.j    Gross, 
M.  A.  (Wadley  Inst.  Molecular  Med.,  Dallas,  Texas),  R.  J. 
Speer  and  J.  M.  HiU.   Proc  Soc  Exp  Biol  Med  130(3):733-736, 
1969. 

Fatty  infiltration  of  the  liver  after  i.p.  administration  of  partially 
purified  E.  coli  L-asparaginase  was  investigated  in  normal  male 
C3H  mice.    Marked  hepatic  lipidosis  developed  in  the  mice 
which  had  been  given  varying  dosages  of  low  specific  activity 
L-asparaginase  over  a  5-day  period.    Quantitative  analyses  and 
cytological  studies  confirmed  this  abnormal  fat  accumulation, 
in  the  form  of  triglycerides,  compared  with  control  animals 
given  physiologic  saline.    However,  enzyme  of  high  specific  ac- 
tivity was  not  steatogenic  to  mice  at  the  highest  dose  levels 
administered.    Pure  L-asparaginase  per  se  does  not  appear  to 
be  steatogenic  to  mice.    Quantitative  analyses  of  liver  tissues 
from  5  L-asparaginase-treated  leukemic  patients  showed  marked 
hepatic  lipidosis,  regardless  of  the  amount  or  the  specific  ac- 
tivity of  the  enzyme  which  had  been  administered.   The  severity 
of  the  lipidosis  seemed  quite  umelated  to  the  dose  or  the  purity 
of  enzyme  used. 


3536  STUDIES  OF  LIPOPROTEINS  ISOLATED 

FROM  RAT  SERUM  AFTER  IN  VITRO  TREAT- 
MENT WITH  CARBON  TETRACHLORIDE.    (E.)    Ugazio,  G. 
(Inst.  Gen.  Pathol.,  U.  Turin,  Italy)  and  P.  Pani.    Life  Sci 
7(13):699-705,  1968. 

Pooled  sera  from  starved  rats  was  incubated  with  carbon  tetra- 
chloride after  which  lipoproteins,  total  lipids,  triglycerides,  free 
fatty  acids,  and  proteins  were  extracted;  sera  from  rats  that 
had  received  10  flC  of  l^C  DL-1 -leu cine/ 100  g  of  body  weight 
and  incubated  for  2  hr  with  14C;  the  very  low  density  (VLD) 
lipoprotein  fraction  was  incubated  with  or  without  CCI4;  and 
the  serum  of  a  third  group  was  incubated  under  14cCl4 
vapors  and  the  VLD,  low  density  (LD),  and  high  density  (HD) 
apoprotein  fractions  counted.    The  VLD  and  LD  lipoprotein 
fractions  diminished  progressively  after  in  vitro  CCI4  treatment 
while  the  HD  fraction  increased.    With  in  vivo  treatment  all 
fractions  diminished  in  4  hr.    The  serum  Upoprotein,  protein 
levels  of  the  VLD,  LD,  and  HD  aU  fell  with  both  in  vivo  and 
in  vitro  CCI4  treatment  of  serum. 
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3537  HETEROLOGOUS  LIVER  PERFUSION.   A 
POSSIBILITY  OF  TEMPORARY  LIVER  SUB- 
STITUTION.   (Ger.)    Boeckl,  O.  (Provincial  Hosp.,  Salzburg, 
Austria).   Z  Ges  Exp  Med  147(2):81-105,  1968. 

Hepatectomy  was  performed  on  Minnesota  pigs;  the  liver 
was  washed  free  of  blood  and  perfused  with  a  pump-oxygena- 
tor.    Liver  function  was  assessed  during  perfusion  by  determina- 
tions of  bile  production  and  of  substances  excreted  in  the  bile: 
bilirubin,  cholesterin,  BSP,  and  131l-Rose  Bengal  tests.   The 
perfusion  circuit  was  loaded  with  ammonium  citrate,  and  urea 
synthesis  in  the  liver  was  studied.    Colloidal  l^S^u  was  used 
to  study  the  functional  capacity  of  the  reticuloendothelial 
system.    Blood  gas  analysis  and  determinations  of  erythrocytes, 
electrolytes  and  Uver  enzymes  were  carried  out  during  perfusion. 
The  investigations  showed  satisfactory  function  of  the  liver 
perfused  with  heterologous  conserved  human  blood  (blood 
bank).   The  technique  was  also  tried  in  a  55-yr-old  patient  in 
liver  coma.    SGPT  values  rose  from  11.9  at  the  beginning  of 
perfusion  to  26.6  after  3  hr  of  perfusion  and  SCOT  rose  from 
52  at  the  start  of  perfusion  to  206  after  3  hr.    Alkaline  phos- 
phatase decreased  from  an  initial  value  of  295  mEq/ml  to  136 
after  3  hr.    Liver  perfusion  with  heterologous  preservtd  blood 
may  be  useful  in  hepatic  failure  and  Amanita  poisoning. 

3538  ADENYLATE  KINASE  ACTIVITY  IN  RAT 
LIVER.   (E.)    Adelman,  R.  C.  (Temple  U.  Sch. 

Med.,  Philadelphia,  Pa.),  C.  H.  Lo  and  S.  Weinhouse.  Advances 
Enzym  Regulat  6:425-436,  1968. 

Adenylate  kinase  activity  was  assayed  spectrophotometrically 
in  the  livers  of  normal  and  alloxan-diabetic  male  CFN  rats 
(170  to  210  g).    Adenylate  kinase  activity  was  present  only  in 
the  soluble  and  mitochondrial  fractions  of  rat  liver.    The  super- 
natant fraction  contained  90%  of  the  total  activity.    Normal 
animals  fasted  for  48  hr  demonstrated  a  3-fold  increase  in  the 
mean  specific  activity  of  the  supernatant  enzyme,  while  the 
mitochondrial  enzyme  activity  did  not  significantly  change. 
Feeding  glucose  to  similarly  fasted  animals  resulted  in  a  90% 
decrease  in  activity  for  the  supernatant  enzyme.    Mitochondrial 
enzyme  activity  was  again  unaffected.   The  specific  activity  of 
the  supernatant  enzyme  diminished  slightly  with  high  fat  and 
high  protein  diets,  while  mitochondrial  activity  was  unchanged. 
Specific  activity  levels  of  adenylate  kinase  were  simflarly  af- 
fected in  adrenalectomized  rats  following  dietary  changes  but 
in  a  lesser  magnitude.   The  activity  in  livers  of  fed  diabetic  rats 
was  the  same  as  that  in  normal  fasted  ones,  and  23  hr  after  in- 
sulin injection  it  was  lowered  65%.    Mitochondrial  activity  was 
unchanged.    Enzyme  activity  in  glucose-fed  fasting  normal  rats 
decreased  50%  in  8  hr  and  reached  12%  in  16  hr.    After  a  12 
hr  lag  period  the  effect  of  insulin  in  diabetic  rats  dropped  en- 
zyme levels  to  that  of  normal  fed  rats  by  20  to  24  hr.    After 
an  additional  12  hr,  recovery  to  the  fasted  level  took  place. 
InsuUn  treatment  of  normal  fed  rats  did  not  affect  supernatant 
enzyme  activity.    Adenylate  kinase  activity  was  found  in  lesser 
amounts  in  the  kidney,  intestinal  mucosa,  adipose  tissue  and 
brain. 

3539  EFFECT  OF  CYCLOHEXIMIDE  ON  RIBO- 
SOME  FORMATION  IN  THE  MOUSE  LIVER. 

(E.j    Trakatellis,  A.  C.  (Brookhaven  Natl.  Lab.,  Upton,  N.  Y.) 
and  M.  J.  Montjar.   Life  Sci  7(8):41 3-419,  1968. 


Cycloheximide  (10  mg/kg)  was  administered  i.p.  to  adult 
male  BNL  Swiss  mice  (22  to  25  g  average  weight).    3H-Uridine 
(2.5  mC/100  g)  was  administered  i.p.  2  hr  before  the  animals 
were  sacrificed.    The  decrease  in  radioactivity  of  the  28S 
ribosomal  ribonucleic  acids  (r-RNA)  and  the  18  Sr-RNA  com- 
pared to  controls  was  proportional  to  the  period  of  time  of 
exposure  to  cycloheximide.   The  slight  decrease  in  specific  ac- 
tivity of  r-RNA  (18S  and  28S)  which  was  observed  after  ex- 
posure to  cycloheximide  for  2  hr  was  very  pronounced  after 
exposure  for  4,  8,  and  12  hr.   The  inhibitory  effect  of  cyclo- 
heximide on  ribosome  formation  became  very  pronounced  after 
exposure  for  6  and  12  hr.    This  was  manifested  by  a  decrease 
in  radioactivity  of  the  polysome  and  ribosome  fractions. 

3540  HORMONAL  EFFECT  ON  NUCLEOLAR  RNA 
POLYMERASE  IN  NORMAL  LIVER  AND 

HEPATOMA  CELLS.    (E.)    Miura,  Y.  (Chiba  U.  Sch.  Med., 
Japan).   Advances  Enzym  Regulat  6:439-451,  1968. 

The  effect  of  prednisolone  (1  mg/100  g  body  weight)  and 
estradiol  (10  /Ug/150  g  body  weight)  given  in  vivo  on  normal 
and  malignant  rat  liver  cell  nuclei  was  assayed  in  vitro  using 
the  incorporation  of  ^^C-Cl?  into  RNA  as  an  indicator  of 
RNA  polymerase  activity.    DNA-dependent  RNA  polymerase 
was  found  in  both  the  chromatin  and  nucleolar  fractions  of 
normal  and  malignant  liver  cells.    Nucleolar  RNA  polymerase 
was  more  sensitive  to  estradiol  than  was  chromatin  RNA  poly- 
merase in  normal  and  hepatoma  cells.    Chromatin  RNA  poly- 
merase in  hepatoma  cells  was  rather  insensitive  to  estrogen. 
The  administration  of  prednisolone  resulted  in  a  shift  of  radio- 
activity from  the  ribosomal  portion  to  lower  molecular  weight 
RNA  after  8  hr.    The  analytical  results  of  in  vitro  synthesized 
RNA  by  nucleolar  RNA  polymerase  did  not  show  ribosomal 
precursor  but  only  6S  RNA. 

3541  STUDIES  ON  THE  SWELLING  AND  FORMA- 
TION OF  LIPID  PEROXIDE  INDUCED  BY 

FERROUS  ION  IN  ISOLATED  LIVER  MITOCHONDRIA. 
I.    RELATION  AMONG  PEROXIDATION,  SWELLING  AND 
ADENOSINETRIPHOSPHATASE  IN  ISOLATED  MITOCHON- 
DRIA.   (E.)    Kawasaki,  S.  (Yamaguchi  U.  Sch.  Med.,  Japan) 
and  K.  Sakurai.   Bull  Yamaguchi  Med  Sch  14(4):  323-327,  1967. 

In  Tris-KQ  buffer  solution  (pH  7.4)  mouse  liver  mitochondria 
to  which  ferrous  ions  were  added  retained  their  slow  oxygen 
consumption  for  a  lag  period  after  which  extremely  rapid  oxy- 
gen consumption  occurred.    The  length  of  the  lag  period  and 
the  amount  of  lipid  peroxide  formed  were  dependent  on  the 
concentration  of  the  ferrous  ion;  the  velocity  of  formation  was 
determined  by  the  concentration  of  mitochondrial  protein.   The 
mitochondrial  function  for  the  formation  of  lipid  peroxide 
decreased  gradually.    An  increase  in  Mg"*""*"  stimulated  ATP  ac- 
tivity, and  maximal  swelling  of  mitochondria  appeared  at  the 
end  of  lipid  peroxide  formation.    At  the  end  of  the  process 
mitochondrial  lysis  and  disintegration  occurred;  a  remarkable 
energy  requirement  of  ATP  was  demonstrated. 

3542  INTERRELATIONS  BETWEEN  FATTY  ACID 
OXIDATION  AND  THE  CONTROL  OF 

GLUCONEOGENESIS  IN  PERFUSED  RAT  LIVER.    (E.j 

Williamson,  J.  R.  (U.  Peimsylvania,  Philadelphia),  E.  T.  Browning 
and  M.  S.  Olson.  Advances  Enzym  Regulat  6:67-100,  1968. 
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Oleic  acid  infusion  into  the  livers  of  24-30  hr  starved  rats  per- 
fused with  /(+)alanine  (5-10  mM),  Z{+)lactate  (5-10  mM)  or 
pyruvate  (1.5-2.0  mM)  increased  their  rate  of  glucose  formation. 
The  presence  of  0.5  mM  D(+)decanoyl  carnitine  abolished  the 
stimulatory  effect  of  oleic  add  on  gluconeogenesis  from  lactate. 
Fatty  acid  respiration  appeared  to  control  gluconeogenesis  at 
the  pyruvate  carboxylase  site  by  regulating  the  level  of  acetyl- 
CoA.   Calculations  of  the  intramitochondrial  acetyl-CoA  con* 
centration  yielded  values  which  were  more  of  the  order  of 
magnitude  greater  than  the  Ka  for  acetyl-CoA  activation  of 
pyruvate  carboxylase  in  vitro.    With  alanine  as  a  substrate,  but 
not  with  either  lactate  or  pyruvate  control  was  also  exerted  at 
the  glyceraldehyde-3-P  dehydrogenase  step  by  the  elevated  ratio 
of  cytoplasmic  NADH/NAD"*".    After  the  addition  of  fatty  acids 
to  the  perfused  rat  liver,  there  v/as  a  smaU  increase  of  cyto- 
plasmic and  mitochondrial  oxaloacetate  mainly  in  the  mito- 
chondria with  pyruvate  as  a  substrate.    Control  of  the  citric 
acid  cycle  was  shown  to  be  mediated  at  the  citrate  synthase 
and  isocitrate  dehydrogenase  steps.    Citrate  levels  may  either 
rise  or  fall  after  oleic  acid  addition  (depending  on  the  gluconeo- 
genic precursor),  while  a-ketoglutarate  levels  invariably  faU. 
Citrate  levels  changed  in  relation  to  the  change  of  the  mito- 
chondrial oxaloacetate  level  which  is  "set"  by  the  pyridine  nu- 
cleotide redox  potential.    Control  at  the  isocitrate  dehydro- 
genase step  appeared  to  be  mediated  by  the  availability  of 
oxidized  pyridine  nucleotide. 

3543  THE  INFLUENCE  OF  HYDROCORTISONE 

ON  UPID  METABOUSM  IN  THE  RAT  LIVER. 

(E.)    Smietanska,  Z.  (Clin.  Intern.  Dis.,  Med.  Acad.,  Warsaw, 
Poland)  and  Z.  Skowronska.   Pol  Endocr  19(3-4):163-167,  1968. 

Seven  Wistar  rats  (135-185  g)  received  5  mg  hydrocortisone 
i.p.  foUowed  by  14c-tagged  hydrocortisone  (I-mC/3  g)  i.p.  2  hr 
later.    Levels  of  cholesterol  were  significantly  lower  in  the  livers 
of  the  rats  that  had  received  hydrocortisone  than  in  controls. 
Levels  of  fatty  acids  were  higher  in  the  treated  groups  but  the 
synthesis  of  fatty  acids  was  inhibited  (control  value  1810 
impulses/g  of  liver  versus  treated  833  impulses/g  of  liver).   Hy- 
drocortisone lowers  the  content  of  cholesterol  and  increases 
fatty  acids  in  the  rat  liver.   The  inhibition  of  fatty  acid  synthe- 
sis is  not  due  to  a  direct  influence  on  synthesis  but  seems  to  be 
connected  with  the  accumulation  of  fatty  acids  in  the  liver. 


3544  SEQUENTIAL  FEEDBACK  INHIBITION  AND 

REGULATION  OF  LIVER  CARBOHYDRATE 
METABOLISM  THROUGH  CONTROL  OF  ENZYME  AC- 
TIVITY.   (E.)   Weber,  G.  (Indiana  U.  Sch.  Med.,  IndianapoUs), 
M.  A.  Lea  and  N.  B.  Stamm.   Advances  Enzym  Regulat  6:101- 
123,  1968. 

The  effective  inhibitory  concentrations  of  the  free  fatty  acids 
(FFA)  octanoic,  lauric,  myristic,  palmitic,  and  elaidic  acids 
were  in  the  physiologic  range  of  rat  (100-200  g  male  Wistar) 
or  human  systems.    When  acetyl-CoA  was  added  to  the  reac- 
tion mixture  of  Uver  pyruvate  kinase  assay  system  a  K/  =  5.1 
mM  was  found,  but  when  it  was  added  to  the  supernatant 
fluid  for  a  10  min  preincubation  a  Kj  =  30  jLiM  was  observed. 
The  inhibition  was  not  of  a  competitive  type  and  required  only 
a  few  seconds.    Acetyl-CoA  also  inhibited  rat  muscle  pyruvate 
kinase  noncompetitively  with  a  Kj  =  2.0  x  10^  M.    Acetyl-CoA 


noncompetitively  inhibited  glucokinase  in  a  preincubation  sys- 
tem, yielding  a  Kj  =  75  /XM.    Acetyl-CoA  failed  to  inhibit  liver 
hexokinase  phosphofructokinase,  lactate  dehydrogenase,  glucose 
6-phosphate,  fructose  1 ,6-diphosphate,  yeast  glucose  6-phos- 
phate  dehydrogenase  and  rabbit  muscle  lactate  dehydrogenase. 
FFA,  an  end  product  of  glucose  catabolism,  inhibited  hexo- 
kinase, glucokinase,  phosphofructokinase  while  acetyl-CoA,  an 
end  product  of  FFA  metaboUsm,  inhibited  glucokinase  and 
pyruvate  kinase  activities.   This  phenomenon  was  called  se- 
quential feedback.    Phosphoenolpyruvate  when  preincubated 
for  10  min  with  liver  supernatant  fraction  caused  a  progressive 
noncompetitive  inhibition  of  glucokinase  activity  with  a 
Kj  =  2.1  mM.   The  K^  for  glucokinase  was  not  affected.    Liver 
hexokinase  was  not  inhibited  by  phosphoenolpyruvate  (PEP). 
At  the  usual  PEP  concentration  employed  in  routine  pyruvate 
kinase  assay  system,  L-alanine  was  not  inhibitory  with  or  with- 
out preincubation.    At  low  concentrations  of  PEP,  L-alanine 
acted  as  a  competitive  inhibitor  of  PEP.    Using  a  preincubation 
mixture  alanine  protected  pyruvate  kinase  from  thermal  in- 
activation.    D-alanine  and  beta  alanine  were  not  inhibitory 
to  liver  pyruvate  kinase  and  neither  of  them  or  L-alanine  in- 
hibited muscle  pyruvate  kinase.    L-alanine  exerted  no  effect 
no  hepatic  glucokinase,  hexokinase,  glucose  6-phosphate  or 
1,6-diphosphatase  when  added  to  the  incubation  mixture,  or 
with  preincubation,  or  at  different  levels  of  the  respective  sub- 
strates. 

3545  THE  EFFECTS  OF  ETHANOL  ON  THE 
METABOLIC  ACTIVITIES  OF  THE  LIVER. 

(E.j    Krebs,  H.  A.  (Nuffield  Dept.  Clin.  Med.  U.  Oxford, 
England).  Advances  Enzym  Regulat  6:467-480,  1968. 

The  inteireaction  of  ethanol  and  nadide  (NAD)  with  a  fall  in 
the  NAD/NADH2  ratio  of  the  liver  may  explain  the  rise  in 
the  lactate/pyruvate  ratio  resulting  from  rat  liver  perfusion 
with  ethanol.   The  decrease  in  the  steady  state  concentration 
of  pyruvate  inhibited  gluconeogenesis  from  certain  substrates, 
especially  lactate.   Gluconeogenesis  from  other  substrates  such 
as  alanine,  serine,  and  galactose  was  directly  influenced  by  the 
decreased  NAD/NADH2  ratio.   The  concentration  of  a-glycero- 
phosphate  rose  in  the  liver  with  the  decreased  ratio.   The  ac- 
cumulation of  fat  in  the  liver,  hypoglycemia,  hyperlactemia 
and  hyperuricemia  are  postulated  to  result  from  these  changes. 
It  was  concluded  that  alcohol  upset  the  NAD/NADH2  ratio  of 
the  cytoplasm  and  mitochondria  of  the  hepatic  parenchyma  re- 
sulting in  alcoholic  liver  disease. 

3546  GLUCOCORTICOID  CONTROL  OF  NUCLEAR 
SYNTHESIS  AND  OF  MICROSOMAL  HYDRO- 
LYSIS OF  RIBONUCLEIC  ACID  AND  ITS  POSSIBLE  SIG- 
NIFICANCE IN  THE  HORMONAL  RESPONSE  OF  LIVER. 

(E.)    Bamabei,  O.  (Inst.  Gen.  Physiol.,  U.  Ferrara,  Italy)  and 
C.  Ottolenghi.   Advances  Enzym  Regulat  6:189-209,  1968. 

The  action  of  glucocorticoids  on  the  Uver  of  intact  and 
adrenalectomized  male  Wistar-Glaxo  rats,  both  adult  and  new- 
born, was  investigated  in  vivo,  and  in  isolated  perfused  rat 
liver.   There  was  enhanced  activity  of  nuclear  DNA-dependent 
RNA  polymerase,  and  increased  incorporation  of  labeled  pre- 
cursors into  nuclear  and  cytoplasmic  RNA.    Autohydrolysis 
of  pulse-labeled  microsomal  RNA  was  reduced.    Actinomycin 
D  given,  in  vivo,  concurrently  with  cortisone  did  not  influence 
this  action,  while  it  completely  prevented  the  increase  of  RNA 
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polymerase.    The  p-chloromercuribenzoate,  added  in  vitro, 
enhanced  the  "ribonuclease"  activity  of  the  microsomal  prepara- 
tions from  treated  animals  more  than  that  of  controls.    In  new- 
bom  animals,  the  microsomal  ribonuclease  was  depressed  by 
hormonal  treatment  at  the  4th  day  of  life,  whereas  RNA  poly- 
merase failed  to  respond  until  the  13  th  day.    In  adults  the 
increase  of  nuclear  RNA  polymerase  activity  induced  by 
glucocorticoids  was  always  accompanied  by  the  decrease  of 
microsomal  ribonuclease  activity.   The  decay  of  radioactivity 
of  liver  RNA,  labeled  with  a  pulse  of  6-14C-orotate,  was  slower 
in  rats  receiving  a  daily  injection  of  cortisone.    The  control 
of  both  synthesis  and  hydrolysis  of  RNA  is  important  in  liver 
response  to  glucocorticoids. 

3547  AUTOREGULATION  OF  GLUCOSE  IN  THE 
ISOLATED  PERFUSED  RAT  LIVER.    (E.j 

McCraw,  E.  F.  (Indiana  U.  Sch.  Med.,  Indianapolis),  M.  J. 
Peterson,  G.  YarneU  and  J.  Ashmore.  Advances  Enzym  Regulat 
6:57-65,  1968. 

Glucose  utilization  and  production  by  the  isolated  perfused 
rat  (male  albino  Wistar  rats,  200-250  g),  were  examined  under 
a  variety  of  conditions.    Rat  livers  perfused  with  20  mM  lactate 
and  increasing  glucose  concentrations  from  3  to  55  mM  came 
to  a  point  of  equilibrium  at  which  glucose  production  equalled 
glucose  utilization:  this  occurred  with  an  initial  glucose  con- 
centration of  about  12  mM  in  the  normal  fasted  rat  and  20  mM 
in  the  alloxan  diabetic.    An  increase  in  glucose  utilization  was 
observed  in  livers  from  diabetic  rats  with  initial  perfusate  glu- 
cose concentrations  greater  than  30  mM.    In  prolonged  fasting 
the  utilization  of  glucose  was  not  depressed  to  the  extent  that 
glucokinase  was  decreased. 

3548  A  ROLE  FOR  CARNITINE  AND  LONG  CHAIN 
ACYLCARNITINE  IN  THE  REGULATION  OF 

LIPOGENESIS.    (E.)    Marquis,  N.  R.  (Harvard  Med.  Sch., 
Boston,  Mass.),  R.  P.  Francesconi  and  C.  A.  Villee.   Advances 
Enzym  Regulat  6:31-55,  1968. 

In  the  absence  of  citrate  or  other  acetyl-CoA  carboxylase 
activator,  fatty  acid  synthesis  from  acetate  or  low  levels  of 
citratein  cell  free  preparations  of  rat  liver  (200  g  males)  pro- 
ceeded at  a  very  low  rate.    Under  these  conditions  the  addition 
of  carnitine  resulted  in  a  further  decrease  in  free  fatty  acid  syn- 
thesis.   When  high  concentrations  of  citrate  were  added,  carni- 
tine stimulated  lipogenesis  from  both  acetate  and  citrate.    In 
the  absence  of  citrate,  acetyl-CoA  was  shuttled  into  acetylcar- 
nitine  in  the  presence  of  carnitine,  whereas  at  high  concentra- 
tions of  citrate  and  increased  acetyl-CoA  carboxylase  activity, 
acetyl  CoA  was  preferentially  utilized  in  the  synthesis  of  fatty 
acids.    Both  palmitoyl(+)camitine  and  palmitoyl(-)carnitine 
stimulated  lipogenesis  in  high  speed  supernatant  Uver  prepara- 
tions.   Palmitoyl(-)carnitine  in  addition  stimulated  acetyl-CoA 
carboxylase  but  did  not  effect  the  incorporation  of  malonyl- 
CoA  into  long  chain  fatty  acids  in  high  speed  preparations. 
Only  malic  enzyme,  malate  and  lactate  dehydrogenases  were 
not  inhibited  by  palmitoyl-CoA.   Of  the  enzymes  inhibited 
only  citrate  synthase,  acetyl-CoA  carboxylase  and  carnitine 
acetyltransferase  were  relieved  by  palmitoylcarnitine. 

3549  METABOLIC  AND  MORPHOLOGIC  STUDIES 
OF  HEPATOCARCINOGENESIS  IN  THE  RAT. 


(E.)    Peraino,  C.  (Argonne  Natl.  Lab.,  HI.)  and  R.  J.  M.  Fry. 
Argonne  Nat  Lab  ANL  (7535): 39-42,  1968. 

Prolonged  feeding  of  acetylaminofluorene  (AAF)  to  rats  pro- 
duced hepatomas.    The  onset  of  the  tumor  was  preceded  by 
increased  proliferative  activity  of  hepatocytes.    After  hepatomas 
appeared,  the  sunounding  hepatocytes  also  exhibited  increased 
proliferative  activity.   Of  the  adaptive  enzymes  studied,  ornithine 
aminotransferase  and  serine  dehydratase  showed  responses  that 
suggest  that  their  regulatory  systems  are  altered  during  carcino- 
genesis.   The  feeding  of  phenobarbital  at  the  same  time  as  AAF 
reduced  both  the  toxic  and  carcinogenic  activity  of  AAF.   When 
phenobarbital  was  fed  after  exposure  to  AAF,  the  protective 
effect  was  replaced  by  an  apparent  enhancement  of  the  effects 
of  AAF. 

3550  PERFUSION  OF  THE  ISOLATED  LIVER:    BE- 
HAVIOR OF  ISOENZYMES  OF  ESTERASE 

ACTIVITY  IN  SUBCELLULAR  FRACTIONS.    (It.)    Negri,  S. 
(Inst.  Clin.  Gen.  Med.,  U.  Milan,  Italy),  S.  Procaccia,  C. 
Santambrogio,  L.  Tenconi  and  N.  Massari.    Biol  Lat  21(1):95- 
98,  1968. 

Isolated  male  albino  rat  livers  were  perfused  by  a  modification 
of  the  method  of  Miller  (J.  Exper.  Med.  94:431,  1951).    Iso- 
enzymes with  esterase  activity  were  determined  by  cellulose 
acetate  electrophoresis,  after  fractionation  of  the  liver  cells 
into  nuclear,  mitochondrial,  microsomal  and  soluble  cytoplasmic 
fractions.    An  increase  in  the  total  enzymatic  activity  was 
observed  in  all  the  fractions,  except  the  cytoplasmic,  but  no 
qualitative  modification  of  the  isoenzyme  pattern. 

355 1  THE  BEHAVIOR  OF  SOME  ENZYMES  IN 
DICUMAROL-TREATED  RAT  LIVER.    (It.) 

Rossi,  L.  (Catholic  U.  S.  Cuore,  Rome,  Italy),  G.  Bombardieri 
and  F.  Renda.    Gazz  Int  Med  Chir  73(22):1981-1990,  1968. 

The  behavior  of  liver  succinic  dehydrogenase,  cytochrome  oxi- 
dase and  endogenous  respiration  was  determined  in  normal 
male  Wistar  rats  injected  with  dicumarol  (5  mg/100  g  body 
weight)  per  day  for  2  days;  and  in  rats  injected  with  2-6  mg/100 
g  body  weight  per  day  dicumarol  for  8  days.    The  endogenous 
respiration  and  the  succinic  dehydrogenase  activity  were  not 
modified,  but  cytochrome  oxidase  activity  (control  value  385 
/iliter  O2)  decreased  to  341  jUliter  O2  in  the  rats  treated  for  2 
days  and  to  317  in  the  rats  treated  for  8  days.    The  difference 
between  control  and  treated  mice  in  cytochrome  oxidase  ac- 
tivity was  statistically  significant  (0.05  >  P  >  0.02).   The  sig- 
nificant diminution  in  cytochrome  oxidase  activity  in  treated 
animals  may  be  due  to  a  selective  inhibition  of  the  synthesis 
of  the  enzyme  by  dicumarol. 

3552  CHOLESTEROLIC  POLYCORIA  IN  THE 
ADULT,    a)    CLINICAL  AND  HISTO- 

CHEMICAL  STUDY.    (Fr.)    Lageron,  A.  (St.  Antoine  Hosp., 
Paris,  France),  I.  Caroli,  H.  Stralin  and  P.  Barbier.  Presse  Med 
75(54):2785-2790,  1967. 

The  first  case  of  a  new  hepatic  disease  in  a  43-yr-old  man, 
characterized  by  changes  in  liver  cholesterol  metabolism,  is 
presented.   When  the  patient  was  14,  a  huge  hepatomegaly  was 
found,  clinically  and  histologically  latent.    Laparoscopic  studies, 
undertaken  for  sigmoid  polyps  10  and  again  2  yr  ago,  showed 
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a  hypertrophic,  butter-colored  liver.    Histological  studies  of 
surgical  biopsies  demonstrated  the  presence  of  droplets  of  lipids 
in  100%  of  the  hepatocytes,  so  the  cells  looked  like  spongio- 
cytes.    All  tests  of  hepatic  function  were  normal  but  the  BSP 
clearance  was  increased.    Electron  microscope  examination 
confirmed  the  presence  of  Upid  droplets  of  variable  size.    Histo- 
chemical  determinations  of  the  Upid  components  revealed  the 
presence  of  neutral  lipids,  a  large  amount  of  cholesterol,  a 
slight  increase  in  glycogen,  absence  of  glucose-6-phosphate 
dehydrogenase  and  6-phospho-gluconate-dehydrogenase,  normal 
Krebs  cycle  and  normal  protein  content. 

3553  CHOLESTEROLIC  POLYCORIA  IN  THE 

ADULT  (H).    BIOCHEMICAL  SURVEY.    (Fr.) 

Infante,  R.  (St.  Antoine  Hosp.,  Paris,  France),  J.  Polonovski 
and  J.  Caroli.   Presse  Med  75(55):2829-2832,  1967. 

CholesteroUc  polycoria,  characterized  by  a  massive  increase  of 
cholesterol  esters  in  the  hepatocytes,  associated  with  several 
alterations  in  lipid  metabolism,  has  been  studied.    A  Uver 
specimen  was  obtained  by  biopsy  and  lipids,  phosphoUpids, 
cholesterol,  esterified  fatty  acids  and  nonesterified  fatty  acids 
were  determined.  In  vitro  synthesis  of  lipids  from  acetate-l'+C 
from  palmitate-l-l^c,  and  incorporation  of  glucose-l^c  in 
Upids  and  glycogen  were  studied.    Total  lipids  were  244  mg/g 
tissue  (normal  value  60  mg/g  tissue),  and  cholesterol  esters 
(mainly  cholesteryloleate  and  linoleate)  were  101  mg/g  tissue 
(normal  value  0.6  mg/g  tissue).    Phospholipids  were  not  modi- 
fied, except  phosphatidyl  ethanolamine,  which  was  shghtly  de- 
creased.   Nonesterified  fatty  acids  were  absent  in  the  plasma, 
also  after  epinephrine  stimulus.    Synthesis  from  acetate  was 
greatly  reduced  in  phospholipids  and  the  triglyceride  fraction 
increased  about  20  times  in  the  cholesterol  esters.   Fatty  acid 
oxidation  was  markedly  reduced  and  glucose  incorporation 
was  increased  in  cholesterol  esters  and  was  normal  in  glycogen. 
The  absence  of  cholesterolesterase  may  be  the  etiopathogenic 
factor  in  cholesterolic  polycoria. 

3554  HEPATIC  AND  INTESTINAL  REGULATION  OF 
AMMONIEMIA  IN  THE  CARP.    (Fr.)    Pequin,  L. 

(Fac.  Sci.,  Toulouse,  France)  and  F.  Serfaty.   Arch  Sci  Physiol 
22(3):449-459,  1968. 

The  origin  of  ammonia  excretion  in  the  carp  (Cyprinus  carpio), 
was  studied.    Results  showed  a  system  of  regulation  of  am- 
moniemia  mainly  located  in  the  liver  and  in  the  intestine. 
Tissue  glutamine  originates  not  only  in  the  brain,  but,  to  a 
similar  degree,  in  the  liver  and  the  intestinal  mucosa  where  the 
largest  amount  of  ammonia  of  external  and  internal  origin  is 
present  and  is  transofrmed,  for  the  most  part,  into  glutamine. 
Comparable  activities  of  glutamine  synthesis  were  determined: 
in  the  brain  over  200  fM  7-glutamyl-mono  hydroxamate/hr/g 
dry  tissue  were  synthesized;  in  the  liver  over  50  /LtM;  and  in  the 
intestinal  mucosa  between  100  and  150  juM. 

3555  PERFUSION  OF  ISOLATED  LIVER:    ACTION 
IN  TIME  OF  TOTAL  OF  TISSUE  ATP.    (It.) 

Negri,  S.  (Inst.  Clin.  Med.,  U.  Milan,  Italy),  C.  Santambrogio, 
S.  Procacda  and  L.  Tenconi.   Biol  Lat  21(1):  103-106,  1968. 

Isolated  male  albino  rat  livers  wete  perfused  using  Miller's 
method  (a  pump  oxygenator).    The  amount  of  hepatic  ATP 
was  indirectly  determined  by  measuring  the  quantity  of  DPNH 


consumed  in  the  reaction  converting  phosphoglycerate  to  phos- 
phoglyceraldehyde.    Results  showed  that  contrary  to  other  en- 
zyme activities,  the  content  of  ATP  remained  virtually  unchanged 
in  the  4  hr  of  examination.    This  finding  is  probably  due  to  a 
reduced  synthesis  and  degradation  of  ATP. 

3556  METABOLIC  ASPECTS  OF  REGENERATING 
LIVER  AFTER  SUBTOTAL  HEPATECTOMY 

IN  AGED  RATS.    (It.)    Tonelli,  M.  (1st.  Semeiotica  Med.,  U. 
Parma,  Italy),  P.  Pietranera  and  M.  Passeri.   Riv  Gastroent 
20(3):219-228,  1968. 

Thirty  rats,  14  months  old  weighing  more  than  500  g  were 
subjected  to  subtotal  hepatectomy,  sacrificed  after  28,  32,  36, 
47,  or  52  hr  and  hepatic  glycogen,  pyruvate  and  lactate  mea- 
sured.  The  glycogen  in  intact  liver  of  old  mice  was  reduced  in 
comparison  with  young  animals,  and  52  hr  after  hepatectomy 
the  amount  was  still  lower  than  basal  values.    After  hepatectomy 
pyruvate  presented  an  analogous  behavior:    slow  decrease  in  the 
first  hr  and  stationary  low  levels  until  52  hr.    The  hepatic  lac- 
tate concentration  in  old  animals  was  2  times  higher  than  in 
young  animals  and  rapidly  decreased  after  hepatectomy.    All 
these  phenomena  seem  to  be  correlated  with  a  reduction  in 
protein  synthesis  during  aging. 

3557  NERVOUS  CONTROL  OF  THE  ACTIVITY 
OF  THE  LIVER.    (It.)    Procacci,  P.  (Inst.  Spec. 

Med.  Pathol.,  U.  Florence,  Italy)  and  G.  Bozza.    Fegato  13(3): 
265-283,  1967. 

3558  THE  EFFECT  OF  DEACYLATED  PHOSPHA- 
TIDYLCHOLINE, PHOSPHATIDYLETHANOL- 

AMINE,  PHOSPHATIDYLSERINE  AND  PHOSPHATIDYLINO- 
SITOL  ON  LIVER  REGENERATION.    (It.l    Pacini  N. 
(Inst.  Microbiol.  Vet.  Immunological,  U.  Milan,  Italy) 
Epatologia  nO):iei-112,  1967. 

3559  POSSIBLE  ROLE  OF  PHOSPHOLIPIDS  IN 
LIVER  REGENERATION.    (It)    Meoni,  G.  C. 

(Inst.  Systemic  Med.  Ther.,  U.  Rome,  Italy)  and  T.  Traetta. 
Epatologia  13(3):759-766,  1967. 

3560  AN  EXPERIMENTAL  STUDY  OF  THE  EFFECT 
OF  OROTIC  ACID  ON  LIVER  REGENERATION. 

(It.)    Charbonnier,  A.  (U.  Hosp.  Ctr.,  Paris,  France),  C.  Lafille, 
J.  Rousselot  and  M.  Cachin.   Epatologia  13(3):749-758,  1967. 

3561  THE  EFFECT  OF  TOLBUTAMIDE  ON  LIVER 
REGENERATION.    (It.)    Cascio,  G.  (Inst. 

Pharmacol.  Pharmacognosy,  U.  Palermo,  Italy)  and  G.  Mantia. 
Epatologia  13(3):743-748,  1967. 

3562  LIVER  REGENERATION  AFTER  MAJOR 
HEPATECTOMY  IN  THE  DOG.    (Fr.)     Mallet- 
Guy,  P.  (Med.  Fac,  Lyon,  France),  N.  Chaneliere,  M.  Barbier, 
P.  Espinasse,  J.  Feroldi  and  Y.  Mallet-Guy.   Epatologia  13(3): 
611-620,  1967. 


3563  IMMUNOCHEMICAL  STUDIES  ON  THE  LIVER 

CATALASE  DEPRESSION  BY  TOXOHORMONE 

(E.)    Hozumi,  M.  (Natl.  Cancer  Ctr.  Res.  Inst.,  Tokyo,  Japan), 
K.  Matsuoka  and  T.  Sugimura.  Gann   58(6):555-563,  1967 
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J564  METABOLISM  OF  CARaNOGENIC  COM- 

POUNDS.   I.    EFFECT  OF  PHENOBARBITAL 
kND  METHYLCHOLANTHRENE  ON  THE  ACTIVITIES 
)F  N-DEMETHYLATION  OF  CARQNOGENIC  COMPOUNDS 
JY  LIVER  MICROSOMES  OF  MALE  AND  FEMALE  RATS. 
E.)   Kato,  R.  (Natl.  Inst.  Hyg.  Sci.,  Tokyo,  Japan),  H.  Shojj 
nd  A.  Takanaka.    Gann  58(5):467-469,  1967. 

J565  EFFECT  OF  GLUCOCORTICOIDS  ON  NU- 

CLEIC ACID  METABOLISM  OF  RAT  ASCITES 
lEPATOMA.   (E.)    Moriyama,  Y.  (Chiba  U.  Sch.  Med.,  Japan). 
;«««  58(2):  107-1 13,  1967. 

>566  PRIMING  ACTIVITY  FOR  RNA  SYNTHESIS 

OF  CHROMATIN  FROM  TRANSPLANTABLE 
lEPATOMAS  AND  UVERS  OF  TUMOR-BEARING  RATS. 

E.)    Omata,  S.  (Natl.  Inst.  Radiol.  Sci.,  Chiba,  Japan)  and 
;.  Ichu.    Gann  58(l):55-59,  1967. 

J567  EFFECT  OF  BARBITAL  ON  CARCINOGENIC 

ACTION  AND  METABOLISM  OF  4-DIMETHYL- 
LMINOAZOBENZENE.   (E.j    Ishidate,  M.  (Tokyo  Biochem. 
les.  Inst.,  Japan),  M.  Watanabe  and  S.  Odashima.    Gann 
18(3):267-281,  1967. 

1568  EXPERIMENTAL  BILE  DUCT  LIGATION 
AS  A  DETERMINING  FACTOR  IN  LIVER 

REGENERATION.    (It.)    Venuti,  V.  M.  (Inst.  Spec.  Suig. 
'athol.,  U.  Rome,  Italy),  E.  Santoro,  A.  Bandini  and  E. 
.amacchia.  Epatologia  13(3);689-696,  1967. 

1569  A  STEATOGENIC  DIET  AND  LIVER  REGEN- 
ERATION:   AN  EXPERIMENTAL  STUDY. 

It.)    Bevilacqua,  G.  (U.  Polyclin.,  Milan,  Italy),  G.  Gallioli  and 
\  Rognoni.   Epatologia  13(3):823-838,  1967. 

'570  EFFECTS  OF  EQUIVALENT  AND  SYN- 

CHRONOUS FEEDING  ON  COMPENSATORY 
JVER  HYPERTROPHY  IN  THE  WHITE  RAT.    (Fr.j 
klolimard,  R.  (J.  Logeais  Chem.  Physiol.  Res.  Lab.,  Paris, 
France)  and  C.  MeniUet.   Epatologia  13(3):815-821,  1967. 

571  EFFECT  OF  TREATMENT  WITH  PHOS- 
PHORYLATED  SUGARS  ON  THE  PENTOSE 

:YCLE  during  UVER  regeneration.    (It.)    Rognoni, 
'.  (U.  Polyclin.,  Milan,  Italy),  G.  Bevilacqua,  G.  Gallioli  and 
\.  Goi.   Epatologia  13(3):791-794,  1967. 

572  THE  EFFECT  OF  GLUCOSE-1-PHOSPHATE 
ON  ALCOHOLIC  INTOXICATION  IN  HEPA- 

PECTOMIZED  ANIMALS.    (It.)    Bevilacqua,  G.  (U.  Polychn., 
Vlilan,  Italy),  G.  Gallioli,  A.  Goi  and  F.  Rognoni.    Epatologia 
l3(3):781-784,  1967. 

573  THE  EFFECT  OF  SOME  AMINO  ACIDS  AND 
SOME  VITAMINS  ON  LIVER  REGENERATION. 

'It.)    Fanelli,  V.  (Inst.  Systemic  Med.  Ther.,  U.  Rome,  Italy). 
Epatologia  13(3):777-780,  1967. 
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THE  STIMULATORY  EFFECT  OF  SOME 
DRUGS  ON  HEPATIC  REGENERATION. 


(It.)    Cairella,  M.  (Inst.  Systemic  Med.  Ther.,  U.  Rome,  Italy), 
G.  Nasta  and  L.  Vecchi.   Epatologia  13(3):773-775,  1967. 

3575  REJECTED  PROTONS  IN  THE  LIVER  AND 

KIDNEYS.    (Pol)    Majewski,  C.  (J.  Strusi  Munic. 
Hosp.,  Poznaii,  Poland),  B.  Wszolek  and  E.  KukieL   Pat  Pol 
18(4):485-490,  1967. 

3576  NUCLEAR  REACTIONS  INDUCED  BY  NEU- 
TRONS FROM  THE  LIVERS  OF  RATS  GIVEN 

ORAL  BERYLUUM.    (Pol)   Wszolek,  B.  (J.  Strusi  Munic. 
Hosp.,  Poznaii,  Poland),  E.  Kukiel  and  C.  Majewski   Pat  Pol 
18(4):  497-504,  1967. 

3577  STUDIES  ON  THE  OCCURRENCE  OF  NEU- 
TRONS IN  THE  LIVERS  OF  RATS  WITH 

IMPLANTED  GUERIN  CARCINOMA.  (Pol)  Wszolek,  B. 
(J.  Strusi  Munic.  Hosp.,  Poznaii,  Poland),  C.  Majewski  and 
E.  Kukiel.   Pat  Pol  18(4):491-495,  1967. 

3578  NEPTUNIUM-237  TOXICITY  IN  THE  RAT. 
n.    INTRACELLULAR  DISTRIBUTION  OF 

NEPTUNIUM  AND  CERIUM  IN  RAT  LIVER.    (E.)    Mahlum, 
D.  D.  (Biol.  Dept.,  Battelle  Mem.  Inst.,  Richland,  Wash.). 
Toxic  Appl  Pharmacol  11(2): 264-271,  1967. 


3579  THE  METABOLISM  OF  BENZENE 

IN  VITRO.    (E.)    Snyder,  R.  (Jefferson  Med. 
CoU.,  Philadelphia,  Pa.),  F.  Uzuki,  L.  Gonasun,  E.  Bromfeld 
and  A.  WeUs.    Toxic  Appl  Pharmacol  11(2):  346-360,  1967. 

3580  THE  PATHOGENESIS  OF  HEPATIC  STEATOSIS 
DUE  TO  CARBON  TETRACHLORIDE.    (It.) 

Dianzani,  M.  U.  (Maria  Vittoria  Hosp.,  Turin,  Italy).    G  Batt 
Virol  Immun  60(1/2): 49-65,  1967. 

3581  HYDROXYLASE  ACTIVITY  AND  HEMO- 
PROTEIN  CONTENT  OF  MICROSOMES  FROM 

RABBIT  LIVER.    (E.)    Lange,  G.  (Inst.  Pharmacol,  U. 
Munich,  Germany).   Naunyn  Schmiedeberg  Arch  Pharm  Exp 
Path  259(l):221-238,  1967. 

3582  LIPOLYTIC  ACTIVITY  OF  THE  LIVER  IN 
INTACT  AND  CASTRATED  RATS  TREATED 

WITH  TESTOSTERONE,  4-CHLOROTESTOSTERONE  AND 
GONADOTROPINS.    (It.)   Cioni,  P.  (Inst.  Gen.  Pathol.,  U. 
Florence,  Italy)  and  F.  Tinacci.   Sperimentale  115(6):423-432, 
1965. 

3583  THE  EFFECT  OF  METYRAPONE  ON  MICRO- 
SOMAL DRUG  METABOLISM.    (E.)    Netter, 

K.  J.  (Inst.  Pharmacol.,  U.  Mainz,  Germany),  S.  Jenner  and 
K.  Kajuschke.   Naunyn  Schmiedeberg  Arch  Pharm  Exp  Path 
259(1):1-16,  1967. 

3584  LIGHT  RIBONUCLEOPROTEIN  PARTICLES 
IN  THE  CYTOPLASM  OF  RAT  LIVER.    (Fr.) 

Quirin-Stricker,  C.  (Neurochemistry  Ctr.,  C.N.R.S.,  Fac.  Med., 
Strasbourg,  France)  and  P.  Mandel.   FEBS  Letters  2(4):230- 
232,  1969. 
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3585  EFFECT  OF  FEEDING  AMINO  AZO  DYES 
ON  MITOCHONDRIAL  SWELLING  AND  CON- 
TRACTION.   KINETIC  EVIDENCE  FOR  DELETION  OF 
MEMBRANE  REGULATORY  SITES.    (E.j    Arcos,  J.  C. 
(USPHS  Hosp.,  New  Orleans,  La.),  J.  B.  Mathison,  M.  J.  Tison 
and  A.  M.  Mouledoux.    Cancer  Res  29(6):  1288-1297,  1969. 

3586  SEQUENTIAL  ALTERATIONS  IN  MITOCHON- 
DRIAL INNER  AND  OUTER  MEMBRANE 

ELECTRON  TRANSPORT  AND  IN  RESPIRATORY  CON- 
TROL DURING  FEEDING  OF  AMINO  AZO  DYES,  STA- 
BILITY OF  PHOSPHORYLATION.    CORRELATION  WITH 
SWELLING-CONTRACTION  CHANGES  AND  TUMORI- 
GENESIS  THRESHOLD.    (E.)    Arcos,  J.  C.  (USPHS  Hosp., 
New  Orleans,  La.),  M.  J.  Tison,  H.  H.  Gosch  and  J.  A.  Fabian. 
Cancer  Res  29(6):1298-1306,  1969. 


3589  COLLAGEN  BIOSYNTHESIS  IN  NORMAL 
AND  CIRRHOTIC  RAT  LIVER  SLICES.    (E.j 

Huberman,  A.  (Dept.  Biochem.,  Natl.  Inst.  Nutr.,  Mexico 
City,  Mexico),  A.  Recio  and  M.  Rojkind.  Proc  Soc  Exp  Biol 
Med'l31(l):200-203,  1969. 

3590  STRAIN  DIFFERENCES  IN  THE  LIVER  AUTO- 
ANTIBODY RESPONSE  OF  INBRED  MICE. 

(E.)    Flad,  H.  D.  (Middlesex  Hosp.  Med.  Sch.,  London,  England) 
England),  J.  H.  L.  Playfair,  A.  Ghaffar  and  P.  A.  Miescher. 
Proc  Soc  Exp  Biol  Med  131(1):121-124,  1969. 

3591  THE  EFFECT  OF  A  LIVER  PREPARATION 
ON  LIVER  METABOLISM.    (Ger.)    Kovacs,  A. 

(1st  Med.  ain.,  Budapest,  Hungary),  S.  Kisfaludy  and  1. 
Magyar.   Z  Gastroent  7(1):  36-41,  1969. 


3587  DIFFERENTIAL  RESPONSES  TO  FASTING 
AND  SUBSEQUENT  FEEDING  BY  MICRO- 
SOMAL SYSTEMS  OF  RAT  LIVER:    6-  AND  9-DESATURA- 
TION  OF  FATTY  ACIDS.    (E.)    Inkpen,  C.  A.  (Dept.  Biochem. 
Purdue  U.,  Lafayette,  Ind.),  R.  A.  Harris  and  F.  W. 
Quackenbush.   J  Lipid  Res  10(3):277-282,  1969. 

3588  THE  EFFECT  OF  HISTONE  FRACTIONS  ON 
LIVER  CATALASE  AND  TRYPTOPHAN 

PYRROLASE  ACTIVITIES.    (E.)    Aoki,  T.  (Dept.  Biochem., 
U.  Texas,  Houston),  L.  S.  Hnilica  and  A.  C.  Griffin.   Arch 
Biochem  131(2):538-542,  1969. 


3592  REGENERATION,  TUMOR,  DIETARY,  AND 
L-ASPARAGINASE  EFFECTS  ON  ASPARAGINE 

BIOSYNTHESIS  IN  RAT  LIVER.    (E.)    Patterson,  M.  K. 
(Samuel  Roberts  Noble  Found.,  Inc.,  Ardmore,  Okla)  and  G.  R. 
Orr.    Cancer  Res  29(6):1179-1183,  1969. 

3593  KINETICS  OF  HEPATOCELLULAR  TRANS- 
PORT OF  BROMSULFALEIN.    (Fr.)    Begon,  F. 

(Beaujon  Hosp.,  Clichy,  France),  J.  P.  Benhamou,  L.  Pointard 
and  A.  M.  Preaux.    Clin  Chim  Acta  18(1): 227-239,  1967. 


See  also:    3447,3449,3455,3467,3475,3483,3489,3688,3868,3869,4125,4261 
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3594  MEASUREMENT  OF  DEOXYRIBONUCLEIC 
ACID  (DNA)  IN  CANINE  JEJUNAL  FISTULAR 

FLUID.   (E.)    Goldsmith,  D.  P.  J.  (U.  Nebraska  CoU.  Med., 
Omaha).   Gut  10(6):497-501,  1969. 

DNA  in  intestinal  fluid  has  been  assayed  for  its  possible  applica- 
tion in  finding  the  desquamation  rate  of  intestinal  epithelium. 
Crude  DNA  was  precipitated  from  identical  aliquots  of  canine 
jejunal  fistula  secretion  and  washings  by  trichloroacetic  acid 
(TCA)  at  -16C  and  the  precipitates  assayed  by  reaction  with  di- 
phenylamine  reagent,  by  reaction  with  indole  reagent,  and  by 
absorption  spectroscopy.    The  3  methods  gave  similar  values 
for  the  DNA  content  of  all  aliquots.   The  same  3  methods 
were  used  to  assay  samples  of  intestinal  fluid  to  which  pure 
DNA  had  been  added  before  TCA  precipitation  and  showed 
80  to  99%  recovery  of  the  DNA  added.    The  absorption  spec- 
trum obtained  after  reaction  of  intestinal  DNA  with  diphenyl- 
amine  reagent  was  essentially  the  same  as  with  pure  DNA,  as 
was  the  spectrum  of  the  intestinal  DNA  itself  in  the  ultraviolet 
region.    DNA  in  intestinal  fluid  can  be  evaluated  specifically 
and  quantitatively. 

3595  RESnRATION  OF  ISOLATED  EPITHEUAL 
CELLS  FROM  THE  RAT  INTESTINE.    (Fr.) 

Mitjavila,  S.  (Inst.  Physiol.,  Toulouse,  France),  D.  Gaillard  and 
R.  Derache.   Biol  Gastroent  2(Suppl.  2):  183-192,  1968. 

Intestinal  epithelial  cells  of  rats  isolated  by  hyaluronidase  di- 
gestion were  incubated  in  the  presence  of  tannin,  with  and 
without  serum  albumin  or  mucin.    QO2  (jtiliter  02/mg  pro- 
tein/hr)  and  QL  (jug  lactic  acid/mg  protein/hr)  were  determined. 
In  the  controls,  QO2  and  QL  were  5.95  and  7.20,  resp.;  tannin 
at  0.02  mg/mg  cell  protein  inhibited  QO2  by  6%  and  QL  by 
3%.   The  increased  concentration  of  tanin  in  the  medium  to 
1.75  mg/mg  ceU  protein  raised  the  percentage  of  QO2  and  QL 
inhibition  to  76.2  and  56.8%,  resp.    When  0.85%  albumin  and 
0.85%  mucin  were  present  in  the  medium  without  tannin,  the 
QO2  increased  by  44%  and  14%.    If  mucin  and  albumin  were 
added  to  a  medium  containing  tannin  they  interacted  with 
tannin,  by  forming  insoluble  complexes.    Albumin  and  mucin 
in  excess  bound  70%  and  80%  of  the  tannin,  resp. 

3596  INTESTINAL  ABSORPTION  AND  METABOLISM 
OF  C14.LABELLED  FATTY  ACIDS  IN  THE 

ABSENCE  OF  BILE  IN  MAN.    (E.)    Blomstrand,  R. 
(Serafimerlasarettet,  Karolinska  Inst.,  Stockhobn,  Sweden), 
G.  Carlberger  and  L.  Forsgren.   Acta  Chir  Scand  135(4):329- 
339,  1969. 

Intestinal  absorption  and  metabolism  of  fatty  acids  were 
studied  in  4  patients  with  complete  biliary  obstruction  and  2 
control  subjects,    l^c-labeled  fatty  acids,  oleic  acid  or  a  mix- 
ture of  palmitic,  stearic,  oleic  and  linoleic  acids  were  adminis- 
tered p.o.    Examinations  using;  (A)  radiorespirometry  to  deter- 
mine the  14c02  in  expired  air,  (B)  thoracic  duct  cannulation 


and  collection  of  lymph  to  determine  14c-labeled  fatty  acids, 
and  (C)  collection  of  feces  to  determine  the  unabsorbed  14c- 
labeled  fatty  acids  were  carried  out.    Fecal  fatty  acid  analysis 
revealed  that  icteric  patients  absorbed  only  20-54%  of  the  ad- 
ministered radioactivity,  against  93-97%  in  the  controls.    In 
the  icteric  patients  11-28%  of  the  absorbed  radioactivity  was 
recovered  in  the  lymph  and  23-72%  in  expired  air.    For  the 
control  subjects  percentages  were  52-73  and  14-22%,  resp. 
Ingested  long-chain  fatty  acids  are  poorly  absorbed  in  man  in 
the  absence  of  bile  from  the  intestine.    The  normal  absorptive 
mechanism  by  which  long-chain  fatty  acids  are  transported  by 
the  lymphatic  pathway  as  triglycerides  operates  less  efficiently. 
A  small  portion  of  the  absorbed  fatty  acids,  however,  enters 
the  circulation  by  this  route  but  the  greater  portion  may  be 
transported  by  the  portal  vein  mainly  as  unesterified  fatty  acids. 


3597  FATE  OF  TRYPSIN  AND  CHYMOTRYPSIN 

IN  THE  HUMAN  SMALL  INTESTINE.  (E.j 
Goldberg,  D.  M.  (Western  Infirm.,  Glasgow,  Scotland),  R. 
Campbell  and  A.  D.  Roy.    Gut  10(6):477-483,  1969. 

Bovine  trypsin  and  chymotrypsin  were  incubated  with  human 
gastric  juice  at  37C  and  in  2  hr  there  was  an  almost  complete 
loss  of  activity.    Bile  was  without  effect  on  either  enzyme,  but 
0.1  N  HQ  inactivated  chymotrypsin  by  38%  after  2  hr.    Auto- 
incubation  of  homogenates  of  human  ileostomy  material  re- 
sulted in  a  decrease  of  37%  in  trypsin  and  26%  in  chymotryp- 
sin activity  after  6  hr,  but  homogenates  of  ileal  and  jejunal 
epithelium  were  without  effect  on  the  bovine  enzymes.   The 
output  of  trypsin  from  subjects  on  ileal  drainage  was  signifi- 
cantly reduced  by  neomycin  sulphate  but  chymotrypsin  output 
was  unaffected.    Calculation  of  Michaelis  constants,  activation 
energy,  and  pH  optima  gave  good  agreement  between  human 
trypsin  of  pancreatic  and  ileal  sources,  but  discrepancies  were 
noted  with  chymotrypsin.   Added  bovine  pancreatic  enzymes 
were  completely  recovered  in  2  subjects  given  100  mg  of  each 
by  duodenal  intubation.   When  200  mg  of  each  was  given  to 
7  subjects  the  recovery  of  chymotrypsin  averaged  38%,  and 
trypsin  output  appeared  to  be  suppressed.    Absorption  of  en- 
zymes could  not  be  detected  in  2  subjects.    None  of  the  bac- 
teria harvested  from  ileal  drainage  had  any  effect  on  pancreatic 
enzyme  activity  or  demonstrated  any  similar  activity  of  their 
own. 


3598  VITAMIN  D-INDUCED  CALCIUM-BINDING 

PROTEIN  OF  INTESTINAL  MUCOSA.    RELA- 
TION TO  VITAMIN  D  DOSE  LEVEL  AND  LAG  PERIOD. 

(E.j    Ebel,  J.  G.  (New  York  State  Vet.  Coll.,  Cornell  U.,  Ithaca), 
A.  N.  Taylor  and  R.  H.  Wasserman.   Amer  J  Clin  Nutr  22(4): 
431-436,  1969. 


See  also:    3465 


418 


GENERAL 


3599  A  NEW  METHOD  OF  PRODUCING  EXTERNAL 
PANCREATIC  FISTULAS  IN  DOGS.    (Sp.) 

Linares,  C.  A.  (Ramos  Mejia  Hosp.,  Buenos  Aires,  Argentina) 
and  C.  J.  L.  Morel.   Rev  Argent  Cir  13(1-2- 3):9-10,  1967. 

An  experimental  pancreatic  fistula  was  produced  in  3  dogs 
(20-25  kg  body  weight),  so  that  pancreatic  juice  could  be  col- 
lected.   The  surgical  procedure  consisted  of  severing  the  main 
pancreatic  duct  at  the  duodenum  and  anastomosing  it  to  an 
isolated  colonic  pouch  connected  to  the  exterior  by  a  plastic 
tube.   The  secretion  obtained  (an  average  of  410  cm3/day) 
had  no  activated  enzymes,  and  the  innervation  and  vasculariza- 
tion of  the  duodenum  and  pancreas  were  not  disturbed.    By 
adequately  replacing  (through  diet)  fluids  and  electrolytes,  2 
of  the  3  dogs  survived  for  20  and  25  postsurgical  days,  resp. 
The  3rd  dog  did  not  have  fluid  and  electrolyte  replacement, 
and  died  from  dehydration  and  acidosis  on  the  8th  postsurgical 
day. 

3600  EXPERIMENTAL  STUDY  OF  LIVER  CIRCULA- 
TION IN  HEMORRHAGIC  SHOCK  AND  IN 

GANGLIOPLEGIC-INDUCED  HYPOTENSION.    (Sp.) 
Sanguinetti,  F.  A.  (Surg.  Qin.,  U.  Munich,  Germany),  K. 
Messmer,  K.  Devens  and  W.  Brendel.   Rev  Argent  Cir  13(1-2-3): 
31-33,  1967. 

Liver  circulation  was  studied  in  53  dogs  (20.5-38.5  kg  body 
weight)  by  records  of  inflow  and  outflow  on  an  electromag- 
netic flowmeter  and  an  extracorporeal  bypass.    During  hemor- 
rhagic hypotension  there  is  an  apparent  "autoregulation"  of 
liver  circulation  (as  long  as  the  liver  is  intact,  since  in  liver 
injury  this  regulatory  mechanism  is  destroyed).    This  main- 
tenance of  Uver  circulation  acts  as  protection  against  anoxia 
in  the  delicate  liver  parenchyma.    Administration  of  the  gang- 
lioplegic  trimethaphan  did  not  disturb  this  regulation,  thus 
proving  that  autoregulation  of  liver  blood  flow  is  not  part  of 
the  nervous  control  of  the  liver. 

3601  TIME  OF  ONSET  OF  ACTION  OF  CHOLERA 
TOXIN  IN  DOG  AND  RABBIT.    (E.j    McGonagle, 

T.  J.  (Johns  Hopkins  U.  Sch.  Med.,  Baltimore,  Md.),  H.  A. 
Serebro,  F.  L.  Iber,  T.  M.  Bayless  and  T.  R.  Hendrix. 
Gastroenterology  57(l):5-8,  1969. 

During  perfusion  of  cholera  exotoxin  through  intestinal  segments 
of  16  white  New  Zealand  rabbits  and  10  dogs,  it  was  shown 
that  the  exotoxin  altered  the  direction  of  net  fluid  movement 
as  early  as  10  min  after  its  contact  with  the  intestinal  mucosa. 
Gross  fluid  production  (as  manifested  by  dilution  of  phenol- 
sulfon  phthalein)  did  not  become  apparent  until  secretion  ex- 
ceeded absorption.    The  previously  reported  delay  in  the  onset 
of  fluid  production  in  response  to  cholera  exotoxin  is  more 
apparent  than  real. 

3602  TREATMENT  OF  EXPERIMENTAL  AMEBIASIS 

IN  RATS  WITH  NIRIDAZOLE.    (Fr.j    Brumpt, 
L.  and  F.  Ardoin.   Bull  So c  Path  Exot  61(l):25-30,  1968. 
The  transplant  from  cecum  of  a  strain  of  Entamoeba  histolytica 
to  cecum  in  3  week  old  rats  caused  an  experimental  extremely 
virulent  amebiasis  which  proved  a  useful  model  for  a  chemo- 
therapeutic  assay.    Niridazole  (Ciba  32,644  Be)  a  new  derivative 


of  nitrothiamidazole,  was  given  p.o.  (60  mg/kg  body  weight) 
the  day  after  infestation  for  4  days.    On  the  7th  day  the  animals 
were  sacrificed  and  microscopic  studies  of  the  cecum  carried 
out.    The  presence  or  absence  of  E.  histolytica  was  recorded 
on  a  4-point  scale.    Of  230  rats  inoculated,  95  of  115  untreated 
controls  and  101  of  the  115  treated  animals  were  alive  on  day 
7.   Of  the  95  surviving  controls,  92  were  earners  of  ameba 
while  72  of  the  101  treated  rats  were  free  of  ameba.   In  75% 
of  the  cases  the  results  were  good. 


3603  HEMODYNAMICS  OF  ABDOMINAL  ORGANS 

AFTER  ENDOTOXIN  INJECTION  IN  THE  DOG. 

(Ger.)    Messmer,  K.  (Surg.  CUn.,  U.  Munich,  Germany),  K. 
Wanner  and  H.  J.  Reulen.    Z  Ges  Exp  Med  146(3):292-308, 
1968. 

Experimental  shock  was  produced  in  21  dogs  (29.7  kg)  by  the 
i.v.  injection  of  E.  coli  endotoxin  to  study  the  circulatory 
changes  in  the  communicating  hepatic  artery,  the  superior 
mesenteric  artery,  the  renal  and  the  femoral  arteries.   The 
changes  were  observed  and  recorded  by  an  electromagnetic 
flowmeter.    The  three  classic  phases  of  shock  were  observed. 
The  initial  sharp  decrease  in  arterial  pressure  can  perhaps  be 
explained  by  an  acute  sequestration  of  blood  caused  by  a 
block  of  blood  flowing  from  the  liver.   The  pressure  flow  rela- 
tionships plotted  on  graphs  were  convex  toward  the  abscissa 
for  the  hepatic,  the  superior  mesenteric,  and  the  renal  arteries. 
This  suggests  that  in  these  regions  self  regulation  of  blood  flow 
does  not  occur  as  it  does  in  rapid  experimental  hemorrhage. 
Experiments  in  3  dogs  in  which  the  head  and  body  circulations 
were  completely  isolated  support  the  hypothesis  that  endo- 
toxin alters  blood  vessel  reactivity  through  an  as-yet-unknown 
mechanism,  possibly  through  an  indirect  action  upon  smooth 
muscle  by  mediator  substances  (e.g.  histamine,  serotonin, 
catecholamine). 

3604  EXPERIMENTAL  CHOLEDOCHO-CHOLE- 

CYSTITIS  OF  DUODENAL  ORIGIN.    (It.) 
Berti-Riboli,  E.  (Inst.  Qin.  Chir.,  U.  Genoa,  Italy),  A.  Gramegna, 
F.  Molfmo  and  G.  B.  Gemma.    Chir  Pat  Sper  16(4):  302-3 15, 
1968. 

Duodenal  hypertension,  duodenal  hypertension  with  atony  of 
the  choledochal  sphincters,  hyperkinesia  and  hyperkinesia  with 
atony  of  the  choledochal  sphincters  were  induced  in  26  dogs. 
In  dogs  with  duodenal  hypertension  with  atony  of  the  chole- 
dochal sphincter,  and  in  dogs  with  hyperkinesia  w^th  atony 
of  the  choledochal  sphincter,  histological  examination  of  the 
biUary  duct  and  gallbladder  showed  parvicellular  infiltrations 
at  the  mucosa  level,  desquamated  epithelium,  and  abundant 
corpuscular  secretion.    In  some  instances,  the  fibromuscular 
waU  was  thickened.   In  dogs  with  simple  duodenal  hyperten- 
sion or  hyperkmesia  there  were  no  histopathological  changes. 
Duodenal  hypertension  can  cause  disease  of  the  choledochus 
and  gallbladder  of  varying  seriousness  when  associated  with 
sphincteral  atony  even  though  the  pathological  changes  are 
less  frequent  and  less  serious  than  those  in  the  pancreas. 

3605  CHANGES  IN  THE  ARTERIAL  HEPATIC 

BLOOD  SUPPLY  DURING  HEMORRHAGIC 
SHOCK.   (It.)    Cortesini,  C.  (Inst.  Spec.  Surg.  Pathol.,  U. 
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Florence,  Italy),  R.  Francini,  A.  Pirani,  E.  Pagni  and  G.  P. 
Novelli.    Osped  Ital  Chir  17(2):  129-140,  1967. 


3606  INOCULATION  OF  THE  DIGESTIVE  TRACTS 

OF  GERM-FREE  MICE  WITH  12  BACTERIAL 
STRAINS.    I.    A  KINETIC  STUDY  OF  IMPLANTATION 
AND  EQUILIBRIUM  OBTAINED  IN  THE  FECES  OF 
"GNOTOXENIC"  MICE.    (Fr.)    Ducluzeau,  R.  (Inst.  Sci. 


Cancer  Res.,  Villejuif,  France)  and  P.  Raibaud. 
Pasteur  (Paris)  116(3):  345-369,  1969. 


3607 


Ann  Inst 


INOCULATION  OF  THE  DIGESTIVE  TRACTS 
OF  GERM-FREE  MICE  WITH  12  BACTERIAL 
STRAINS.    II.    EQUILIBRIUM  OBTAINED  AMONG  THE 
STRAINS  IN  VARIOUS  SEGMENTS  OF  THE  DIGESTIVE 
TRACT.    (Fr.)    Ducluzeau,  R.  (Inst.  Sci.  Cancer  Res., 
Villejuif,  France)  and  P.  Raibaud.  Ann  Inst  Pasteur  (Paris) 
116(3):  370-382,  1969. 


See  also:    4169 
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3608  VITAMIN  K  TOLERANCE  TEST  IN  CHRONIC 
HEPATITIS.   (It.)    Barlattini,  M.  (Inst.  Med.  Ther., 

U.  Rome,  Italy)  and  V.  Rosica.   Epatologia  14(l):9-38,  1968. 

The  literature  on  the  relationship  between  coagulation  and 
vitamin  K  is  reviewed.   A  liver  function  test  based  on  the  i.v. 
injection  of  30  mg  vitamin  K  daily  for  3  consecutive  days  was 
evaluated.    Prothrombin  time  (PT),  recalcification  time  (RT) 
and  thromboelastogram  index  (TEI)  were  determined  in  15 
cirrhotic  patients  (37.5%  with  precirrhosis,  37.5%  with  com- 
pensated cirrhosis,  25%  with  uncompensated  cirrhosis).   Each 
case  is  described  in  detail.    These  determinations,  after  vitamin 
K  administration,  showed  a  significant  reduction  of  PT,  RT  and 
TEI  in  40%  of  the  patients,  no  modification  in  20%,  and  an 
increase  in  40%.    After  40-60  days  of  therapy,  PT,  RT  and  TEI 
were  lowered  in  46%,  unchanged  in  8%  and  increased  in  46%. 
This  vitamin  K  tolerance  test  gives  information  on  the  functional 
capacity  of  the  hepatocyte  and,  if  repeated  several  times  during 
the  course  of  the  disease,  is  useful  in  prognosis. 

3609  OUR  EXPERIENCE  WITH  CHOLANGIOGRAPHY 
DURING  SURGERY.    (It.)    Ciucci,  O.  (S.  Giovanni 

Battista  Hosp.,  Foligno,  Italy)  and  R.  Giombolini.    Osped  Ital 
Chir  18(4):  349-362,  1968. 

In  the  last  7  yr  cholangiography  was  carried  out  in  323  patients 
during  surgical  intervention.   The  technique  was  extremely  use- 
ful in  cases  of  cholecystoUthiasis  (214),  hepatocholedochohthia- 
sis  (33),  papilUtis  (21),  nontumoral  pancreopathies  (16)  and 
tumors  of  the  pancreas  and  biliary  tract  (11).  Fourteen  examples 
of  the  various  pathological  states  are  given  together  with  illustra- 
tive X-ray  findings. 

3610  SCINTILLATION  SCANNING  IN  THE  STUDY 
OF  METASTASES  OF  GASTROINTESTINAL 

NEOPLASMS.   (It.)    Veroux,  G.  (Inst.  CUn.  Gen.  Surg.,  U. 
Catania,  Italy),  N.  Alberti,  P.  Azzolina,  E.  Cirino  and  O. 
Ippolito.    Chir  Pat  Sper  16(4):353-370,  1968. 

Hepatic  scintillation  scanning,  using  radioactive  gold,  was 
carried  out  in  170  patients  with  tumors  of  the  esophago cardial 
junction  (25),  stomach  (62),  small  intestine  (6),  colon  and 
Sigma  (3),  rectum  (25),  gallbladder  (6),  and  pancreas  (14). 
During  operation  or  at  autopsy,  in  68  (40%)  hepatic  metastases 
were  found.    Of  the  68,  only  24  (30%)  had  been  suspected 
on  the  basis  of  the  clinical  data,  laboratory  studies  and  radiology 
findings;  in  62  (92%)  the  presence  of  liver  metastases  had  been 
shown  by  scintillation  scanning  before  surgery.   There  were  2 
false  positive  and  2  false  negative  results.    Scintillation  scanning 
is  an  extremely  useful  tool  in  the  search  for  possible  hepatic 
metastases  arising  from  tumors  of  the  alimentary  tract. 

3611  CHOLECYSTOCHOLANGIOGRAPHY  USING 
A  DOUBLE  DOSE  OF  CONTRAST  MEDIUM 

AND  CHOLECYSTOCHOLANGIOGRAPHY  BY  DRIP  IN- 
FUSION WITH  PHYSIOLOGICAL  SOLUTION.    (It.)    Caresano, 
A.  (Ospedale  Circolo  Varese,  Italy)  and  R.  Crespi  Porro.  Acta 
Chir  Ital  24(4):409-429,  1968. 

Of  70  patients  with  hepatobiliary  diseases,  40  were  given  40 
ml  Bilivistarin  in  210  ml  physiologic  saline,  by  drip  perfusion 
for  60  min,  and  30  were  given  two  doses  of  20  ml  Bilivistarin 


with  an  interval  of  30  min  between  injections.    Good  visualiza- 
tion in  cholecystocholangiography  by  drip  infusion  and  by  the 
injection  twice,  was  obtained  in  66%  and  30%,  resp.,  in  the 
liver;  in  92%  and  63%,  resp.,  in  the  hepatic  duct;  in  75%  and 
47%,  resp.,  in  the  gallbladder.    No  side  effects  were  observed. 

3612  HEPATIC  CLEARANCE  OF  BROMOSULFO- 
PHTHALEIN  (BSP)  IN  JAUNDICE.    (Sp.) 

Rodes,  J.  (Fac.  Med.,  Barcelona,  Spain),  M.  Bruguera,  J.  M. 
Bordas  and  J.  Teres.   Rev  Esp  Enferm  Apar  Dig  28(l):57-92, 
1969. 

Bromosulfophthalein  (BSP)  clearance  was  determined  on  9  pa- 
tients with  no  hepatobiliary  disease  and  79  patients  with  vari- 
ous forms  of  jaundice  (33  with  cirrhosis,  4  with  biliary  cir- 
rhosis, 7  with  acute  hepatitis,  5  with  extrahepatic  obstructive 
jaundice  due  to  biliary  lithiasis,  12  with  acute  cholestatic 
hepatitis,  15  with  extrahepatic  obstructive  jaundice  caused  by 
neoplasms  of  the  head  of  the  pancreas  or  biliary  tract,  and  3 
patients  with  Dubin-Johnson's  syndrome).    In  33  patients  with 
hepatic  cirrhosis  and  jaundice  there  was  a  paralleUsm  between 
increased  conjugated  bilirubin,  increased  alkaline  phosphatase 
levels,  and  BSP  retention  of  more  than  15%  at  45  min.    In  4 
patients  with  secondary  biliary  cirrhosis  the  clearance  values 
were  particularly  low  since  damaged  hepatocytes  had  difficulty 
taking  up  the  dye  and  it  passed  through  the  biliary  tract  with 
difficulty  because  of  obstructions.   In  7  patients  with  acute 
hepatitis,  BSP  retention  ranged  from  10.3-48.8%  at  45  min; 
alkaline  phosphatase  activity  was  normal;  SGPT  and  bilirubin 
values  were  elevated  in  aU  cases.    In  4  of  5  patients  with  extra- 
hepatic obstructive  jaundice  caused  by  biliary  lithiasis,  BSP 
retention  at  45  min  was  normal,  but  the  clearance  values  were 
the  highest  of  any  group. 

3613  A  NEW  HEMOCOAGULATION  TEST  IN  EVAL- 
UATION OF  SLIGHT  DEFICIENCIES  OF  LIVEI 

FUNCTION.   (It.)    Coccheri,  S.  (Inst.  Work  Med.,  U.  Bologna, 
Italy),  M.  Alessandri,  P.  Fiorentini  and  G.  B.  Raffi.  Fegato 
14(3):421431,  1968. 

In  102  hepatopathic  patients  Owren's  Normotest  was  used 
to  give  evidence  of  a  shght  deficit  of  vitamin  K-dependent 
hemocoagulation  factors.    In  28  subjects  with  severe  hepato- 
pathy  (cirrhosis  and  infectious  hepatitis),  Normotest  was  posi- 
tive in  60.7%,  Quick's  test  in  39.3%,  Hicks  and  Pitney's  test 
in  42.9%  for  both  the  tj-  and  tmx  parameters.   In  21  patients 
with  progressed  infectious  hepatitis,  a  positive  Normotest  was 
found  in  42.9%,  Quick's  test  in  23.8%,  a  positive  t^  parameter 
of  Hicks  and  Pitney's  test  in  68.8%  and  tmx  parameter  in 
31.3%.    In  53  patients  with  moderate  hepatic  insufficiency, 
Normotest  was  positive  in  37.7%,  Quick's  test  in  24.5%,  tj  in 
51.6%  and  tmx  in  25.8%. 


3614  DOUBLE-CONTRAST  METHOD  FOR  EVALUA- 

TION OF  GASTRIC  LESIONS.  (E.)  Solanke, 
T.  F.  (Cancer  Inst.  Hosp.,  Tokyo,  Japan),  K.  Kumakura,  M. 
Maruyama  and  N.  Someya.    Gut  10(6):436-442,  1969. 

A  double  contrast  method  for  radiological  examination  of  the 
stomach  is  described.    It  was  proven  helpful  in  the  diagnosis 
of  adenocarcinoma  (4),  ulcerative  disease  (2)  and  polyp  of  the 
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stomach  (1).    A  barium  suspension  along  with  air  insufflation 
is  used  to  obtain  better  gastric  delineation  during  upright,  supine 
and  oblique  fluoroscopic  examinations.    Compression  studies 
are  taken  and  if  an  anterior  wall  lesion  is  suspected,  prone 
views  are  obtained. 

3615  LABORATORY  DIAGNOSIS  OF  SPECIFIC 
ORGAN  DISEASES  BY  MEANS  OF  COMBINED 

SERUM  ISOENZYME  PATTERNS.    (E.)    Nerenberg,  S.  T. 
(Child.  Hosp.,  San  Francisco,  Calif.)  and  G.  Pogojeff.  Amer 
jainPath  51(4):429-439,  1969. 

A  method  is  described  of  using  combined  serum  alkaline  phos- 
phatase, lactic  dehydrogenase  (LDH),  and  occasionally,  creatine 
phosphokinase  isoenzyme  patterns  to  nnprove  the  specificity 
of  enzyme  studies  in  pinpointing  diseased  organs  (or  altered 
physiologic  states,  such  as  pregnancy)  in  patients.    The  im- 
proved specificity  is  due  to  the  difference  in  alkaline  phospha- 
tase isoenzyme  patterns  in  those  organs  or  tissues  having  similar 
LDH  isoenzyme  patterns  (heart,  kidneys,  brain,  red  blood  cells, 
etc.).   In  addition,  a  method  using  simple  equipment  and  cap- 
able of  routinely  screening  all  admissions  to  a  hospital  for  un- 
suspected major  illnesses  (using  the  combined  isoenzyme  tech- 
nique) is  described.    Approximately  25%  of  routine  sera  received 
in  a  hospital  laboratory  were  found  to  be  abnormal.    Unsus- 
pected cases  of  myocardial  infarction,  renal  disease,  hepatitis, 
and  others  were  found.    Approximately  15%  of  the  total  num- 
ber of  cases  of  myocardial  infarction  were  found  to  be  asso- 
ciated with  normal  total  serum  LDH  levels  but  had  characteris- 
tic abnormal  isoenzyme  patterns.    Approximately  44%  of  cord 
sera  of  newborns  and  sera  of  postpartum  mothers  were  found 
to  harbor  elevated  LDH4  or  LDH5,  or  both.    The  possibility 
that  these  isoenzymes  were  derived  from  secretions  of  amnion 
was  suggested  by  extract  studies  of  the  latter  tissues. 

3616  THE  SIGNIFICANCE  OF  THE  ACIDIC  AND 
PEPTIC  CONSTITUENT  RATIO  OF  GASTRIC 

SECRETION.   (BONFILS'  K25  COEFFICIENT).    (Ger.) 
Pelikan,  V.  (3rd  U.  Med.  Clin.,  Olomouc,  Czechoslovakia),  V. 
Horcicka,  P.  Vrublovsky,  O.  Weinbergova  and  C.  Cihalik.  Deutsch 
Z  Verdau  Stoffwechselkr  28(5/6):289-294,  1968. 

Acid  output  was  measured  in  23  duodenal  ulcer  patients  and  15 
normal  controls  (males  ages  18-24).    Bonfil's  K25  coefficient 
was  calculated  using  these  findings.    In  contrast  to  HCl  secretion, 
pepsin  secretion  is  primarily  dependent  upon  vagus  stimulation. 
The  correlation  between  the  two  is  expressed  as  the  coefficient 
K25,  which  was  verified  in  the  present  experiment.   Two  re- 
sponses of  duodenal  ulcer  patients  were  observed:    first  were 
those  with  basic  high  HCl  secretion  and  resultant  low  K25  values, 
probably  due  to  the  increased  gastrin  formation  and  increased 
gastrin  elimination  resulting  from  increased  vagus  stimulation. 
The  high  K25  values  and  the  low  basic  b"beration  of  HCl  in  the 
other  group  seem  to  point  to  a  preponderance  of  the  vagus 
mechanism. 

3617  RADIOACTIVE  COLLOIDAL  GOLD  CLEARANCE 

FOR  THE  EVALUATION  OF  LIVER  CIRCULA- 
TION IN  CHRONIC  INFLAMMATORY  LIVER  DISEASES. 

(Fr.)   Marculesco,  L.  (Ctr.  Gastroent.,  Bucharest,  Romania), 
G.  Jovin,  O.  Hoanca  and  B.  Gheorghesco.   Rev  Roum  Med 
Intern  5(4):231-243,  1968. 


The  39  patients  studied  with  coUoidal  198au  included:    5 
cases  of  residual  chronic  hepatitis,  12  cases  of  persistent  chronic 
hepatitis,  14  cases  of  compensated  hepatic  cirrhosis,  and  8  of 
decompensated  hepatic  cirrhosis.   There  was  a  satisfactory  agree- 
ment in  the  findings  on  hepatic  circulation  shown  by  the  use  of 
198au  and  other  methods.    198au  is  useful  in  the  differential 
diagnosis  of  liver  diseases  when  combined  with  other  cUnical 
and  biological  studies. 

3618  ECHO  DUODENOGRAPHY  (ULTRASOUND 

DUODENOGRAPHY).    PRELIMINARY  OB- 
SERVATIONS.   (It.)    Labo,  G.  (Inst.  Spec.  Med.  Path.,  U. 
Bologna,  Italy),  T.  Posteli,  G.  Gasbarrini,  A.  Corinaldesi  and  E. 
Roda.   Arch  Ital  Mai  Appar  Dig  35(2):  123-129,  1968. 

Patterns  of  echograms  of  a  section  (about  2  cm)  of  duodenum, 
using  ultrasound  produced  by  the  Eskoline  20-Kline  Smith  ap- 
paratus, were  obtained  in  4  normal  subjects  during  4  sec.    Ro- 
entgenocinematography  was  synchronized  as  a  control.    Ultra- 
sound duodenography  obtained  a  good  definition  of  the  anterior 
and  posterior  wall  of  the  duodenum.    After  administration  of 
barium  sulfate  and  after  atropine  the  duodenum  appeared  di- 
lated; after  prostigmine,  metoclopramide  and  during  segmental 
motility  it  appeared  contracted. 


3619  BROMSULPHTHALEIN  FRACTIONAL 
CLEARANCE  IN  NORMAL  BEEF 

CATTLE.    (E.j    Hunt,  S.  E.  (Dept.  Qin.  Studies,  Vet.  Sch., 
U.  Queensland,  Australia)  and  P.  J.  McCosker.    Clin  Chim  Acta 
18(1):  133-140,  1967. 

3620  QUANTITATIVE  DETERMINATION  OF  BILI- 
RUBIN PIGMENTS  IN  URINE.    (E.)    Weber, 

A.  P.  (Munic.  Hosp.,  Arnhem,  Netherlands)  and  E.  D.  A. 
Sindram.    Qin  Chim  Acta  18(1):169-174,  1967. 

3621  AN  ULTRAMICRO  METHOD  FOR  THE 
FLUOROMETRIC  DETERMINATION  OF 

LEUCINE  AMINOPEPTIDASE  IN  SERUM.    (E.)    Rockerbie, 
R.  A.  (Dept.  Clin.  Biochem.,  Regina  Grey  Nuns'  Hosp., 
Saskatchewan,  Canada)  and  K.  L.  Rasmussen.    Clin  Chim  Acta 
18(1):183-185,  1967. 

3622  UNUSUAL  BAND  ON  STARCH  GEL  ELECTRO- 
PHORESIS OF  SERA  FROM  PATIENTS  WITH 

QRRHOSIS  OF  THE  LIVER.    (E.j    Hoenigova,  J.  (Fnst 
Dept.  Intern.  Med.,  Charles  U.,  Prague,  Czechoslovakia)  and 
V.  Hoenig.    Qin  Chim  Acta  18(1):313-314,  1967. 

3623  CONTRIBUTION  TO  RADIOLOGICAL  DIAG- 
NOSIS OF  CHOLEPERITONEUM  WITH  PLAIN 

RADIOGRAPHY  OF  THE  ABDOMEN.    (It.)  Frassineti,  A. 
(Castelfranco  Emilia,  Italy),  C.  Putti,  R.  Sciascia  and  G. 
Voltolini.    Osped  Ital  Chir  17(6):693-712,  1967. 

3624  THE  EXAMINATION  OF  THE  COLON  WITH 
THE  APPLICATION  OF  DOUBLE  CONTRAST 

MEDIUM  AND  SPECIAL  APPARATUS.    (Pol.)    Dzurak,  W. 
(2nd  Cent.  Qin.  Hosp.,  Warsaw  Acad.  Med.,  Poland).   Pol 
Przegl  Radiol  31(6):857-865,  1967. 
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3625  DIAGNOSIS  OF  ACUTE  ABDOMINAL  CONDI- 
TIONS IN  GYNECOLOGY.    CLINICAL  AND 

RADIOLOGICAL  PICTURE.    III.    ACUTE  ADNEXITIS  CON- 
NECTED WITH  MECHANICAL  INTESTINAL  DISORDERS. 

(It.)    Frassineti,  A.  (Inst.  Radiol.,  U.  Ferrara,  Italy),  G.  Momoli 
and  R.  S.  AguzzoU.   Osped  Ital  Chir  17(2):  167-179,  1967. 

3626  COMPARATIVE  STUDIES  ON  THE  AGREE- 
MENT BETWEEN  ASPIRATION  BIOPSY, 

GASTROSCOPIC,  AND  RADIOLOGICAL  FINDINGS  IN 
GASTRIC  DIAGNOSIS.    (Ger.)    Pfister,  U.  H.  (Robert  Bosch 
Hosp.,  Stuttgart,  Germany),  R.  Pirtkien  and  G.  Seybold. 
Hippokrates  40(1):9-11,  1969. 

3627  PERORAL  DUODENO-JEJUNAL  BIOPSY  IN 
CHILDREN.    (E.)    Cameron,  A.  H.  (Child. 

Hosp.,  Binningham,  England)  and  R.  Astley.    Pp.  233-255  in 
Progress  in  Pediatric  Radiology,  Vol.  2.    Kaufmann,  H.  J.,  Ed. 
Basel,  Karger,  1969.    404  pp. 

3628  ABDOMINAL  PLAIN  FILM  DIAGNOSIS  IN 
INFANTS  AND  CHILDREN.    (E.j    Eklof,  O. 

(Karolinska  Hosp.,  Stockholm,  Sweden).    Pp.  3-25  in  Progress 
in  Pediatric  Radiology,  Vol.  2.  Kaufmann,  H.  J.,  Ed.  Basel, 
Kaiger,  1969.    404  pp. 


3629  RADIOLOGICAL  EXAMINATION  OF  THE 
SMALL  INTESTINE  IN  CHILDREN.    A  TECH- 
NIQUE, ITS  RESULTS,  AND  FINDINGS  IN  PROTEIN-LOSING 
ENTEROPATHY.    (E.j    Chrispin,  A.  R.  (Hosp.  Sick  Child., 
London,  England).    Pp.  211-232  in  Progress  in  Pediatric 
Radiology,  Vol.  2.    Kaufmann,  H.  J.,  Ed.  Basel,  Karger,  1969. 
404  pp. 

3630  THE  TECHNIQUE  OF  UPPER  GASTRO- 
INTESTINAL INVESTIGATION  IN  INFANTS 

AND  CHILDREN.    (E.j    Sauvegrain,  J.  (St.  Vincent  de  Paul 
Hosp.,  Paris,  France).    Pp.  26-51  in  Progress  in  Pediatric 
Radiology,  Vol.  2.    Kaufmann,  H.  J.,  Ed.  Basel,  Karger,  1969. 
404  pp. 

3631  METABOLIC  BEHAVIOR  OF  BILL^RY  CON- 
TRAST MEDIA.    (Ger.)    Barke,  R.  (Radiol.  Qin., 

Karl  Maix  U.,  Leipzig,  Germany).  Radiol  Diagn  8(4):471-477, 
1967. 

3632  DETERMINATION  OF  THE  PROTEOLYTIC 
ACTIVITY  OF  GASTRIC  JUICE,  BLOOD  AND 

URINE  BY  A  SINGLE  METHOD.    (Rus.)    Sabsai,  B.  1.  (Inst. 
Norm.  Pathol.  Physiol.,  Acad.  Med.  Sci.,  Moscow,  USSR).   Lab 
Delo  (4):241-242,  1968. 

3633  A  METHOD  OF  DETERMINING  SEVERAL 
ISOENZYMES  IN  INFECTIOUS  HEPATITIS. 

(Rus.)    Fedianin,  lu.  P.  (Crimean  Med.  Inst.,  Simferopol', 
USSR)  and  G.  V.  Kobozev.   Lab  Delo  (4):232-236,  1968. 

3634  DIAGNOSIS  OF  GASTRIC  DISEASES  WITH 
THE  AID  OF  A  GASTROCAMERA.    (Rus.) 

Viliavin,  G.  D.  (Acad.  Med.  Sci.  USSR,  Moscow),  M.  G.  Khanin 
and  S.  N.  Man'kin.    Khir  Anest  13(2):22-27,  1968. 


3635  DOUBLE  ISOTOPE  TECHNIQUE  OF  MEASUR- 
ING HEPATIC  FUNCTION  USING  COLLOIDAL 

198au  AND  1251.ROSE  BENGAL.    (E.)    Kajita,  A.  (Dept. 
Radiol.,  U.  Kobe  Sch.  Med.,  Japan).   Nippon  Acta  Radiol 
27(5):550-559,  1967. 

3636  THE  MOST- VERSATILE  PHOTOENDOSCOPE. 

(E.)    Smith,  V.  M.  (Mercy  Hosp.,  Baltimore,  Md.). 
Gastroint  Endosc  14(2):91-93,  1967. 

3637  TEN  YEARS  EXPERIENCE  WITH  CELIAC 
AND  UPPER  ABDOMINAL  SUPERIOR  MESEN- 
TERIC ARTERIOGRAPHY.    (E.)    Sammons,  B.  P.  (Central 
Kansas  Med.  Ctr.,  Great  Bend),  M.  P.  Neal,  R.  H.  Armstrong  Jr. 
and  H.  G.  Hager.  A mer  J  Roentgen  101(2):  345-360,  1967. 

3638  THE  USE  OF  BARIUM  SULFATE  SUSPENSIONS 
IN  THE  STUDY  OF  SUSPECTED  MECHANICAL 

OBSTRUCTION  OF  THE  SMALL  INTESTINE.    (E.)    Nelson, 
S.  W.  (Ohio  State  U.  Hosp.,  Columbus)  and  A.  J.  Christoforidis. 
Amer  J  Roentgen  101(2):367-378,  1967. 

3639  CORRELATION  OF  BARIUM  STUDIES 
WITH  VISCERAL  ANGIOGRAPHY.    (E.) 

Beranbaum,  E.  R.  (U.  Hosp.,  New  York,  N.  Y.),  S.  L. 
Beranbaum  and  R.  M.  Abrams.   Proc  Rudolf  Virchow  Med 
SocNY  25:4-5,  1966. 

3640  GASTROSCOPIC  EVALUATION  OF  THE 
ESOPHAGO-GASTRIC  JUNCTIONAL  AREA. 

(E.)    Trujillo,  N.  P.  (Walter  Reed  Army  Med.  Ctr.,  Washington, 
D.  C.)  and  H.  W.  Boyce.    Gastroint  Endosc  14(2):120-123, 
1967. 

3641  SOME  NEW  WAYS  OF  DIFFERENTIAL  DL^G- 
NOSIS  OF  GASTRIC  CANCER.    (Rus.)    Braines, 

S.  N.  (Acad.  Med.  Sci.  USSR,  Moscow).    Khir  Anest  13(2): 
12-18,  1968. 

3642  SPLENOPORTOGRAPHY  IN  DUGNOSIS  OF 
GASTROINTESTINAL  BLEEDING.    (Sp.) 

Gallego  T.,  M.   Rev  Esp  Enferm  Apar  Dig  27(2):  245-249,  1968. 

3643  THE  SIGNIFICANCE  OF  THE  LEUKOCYTE 
INDEX  IN  DETERMINING  THE  COURSE  OF 

EPIDEMIC  VIRAL  HEPATITIS  (BOTKIN'S  DISEASE).    (Rus.) 
Bogomolov,  B.  P.  (Astrakhan  Med.  Inst.,  USSR)  and  V.  A. 
Tishechkina.   Lab  Delo  (2):  109-1 10,  1968. 

3644  ESTABUSHING  THE  BOUNDARY  BETWEEN 
THE  GASTRIC  CORPUS  AND  ANTRUM  BY 

ENDOSCOPY  BEFORE  SURGERY.    (Ger.)    Peters,  H.  (Med. 
Clin.,  U.  Erlangen,  Germany)  and  R.  Ottenjann.    Chirurg 
39(8):  349-350,  1968. 


3645 


Germany). 


3646 


ENDOSCOPY  AND  BIOPSY  OF  THE  COLON. 

(Ger.)    Ottenjann,  R.  (Med.  CUn.,  U.  Erlangen, 
DeutschMed  H'sc/i/- 93(28):  1372-1373,  1968. 


ESOPHAGOSCOPY  IN  ESOPHAGEAL  DIVER- 
TICULA.   (Rus.)    Vantsian,  E.  N.  (Sci.  Re,s.  Inst. 
Clin.  Exp.  Surg.,  Minist.  Hlth.  USSR,  Moscow),  A.  F.  Chemouso 
and  V.  1.  Chissov.    Grudn  Khir  10(2):  104-107,  1968. 
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3647  EARLY  RECTAL  CANCER:    ENDOSCOPIC 
ASPECTS,  CONVENTIONAL  RADIOLOGY  AND 

SELECTING  ARTERIOGRAPHY.    (Fr)    Parturier-Albot,  M. 
(Gastroent.  Cti.,  Hotel  Dieu,  Paris,  France).   Rev  Med  9(8): 
497-502,  1968. 

3648  PASSIVE  HEMAGGLUTINATION  IN  THE 
EARLY  DIAGNOSIS  OF  SALMONELLA 

INFECTIONS.    (It.)    Milazzo,  F.  (Inst.  Infect.  Dis.,  U.  Milan, 
Italy),  M.  Moroni  and  F.  Medina.    G  Mai  Infett  20(2):  221-223, 
1968. 

3649  ANTIBODIES  RESPONSIBLE  FOR  THE  HOYT- 
MORRISON  REACTION.    (It.)    Luporini,  G. 

(Inst.  Gen.  Med.  Clin.,  U.  Milan,  Italy),  G.  Garabelli,  F.  Medina 
and  D.  Mazzei.    G  Mai  Infett  20(2):232-235,  1968. 

3650  PREFERRED  SPECTROPHOTOMETRIC  METH- 
ODS FOR  DETERMINING  THE  SCOT  AND 

SGPT  ACTIVITY  AS  APPLIED  TO  THE  DLVGNOSIS  OF 
JAUNDICE.  (It.)  Giusti,  G.  (Infect.  Dis.  Qin.,  U.  Naples, 
Italy),  G.  Ruggiero  and  L.  Cacciatore.  G  Mai  Infett  20(3): 
328-330,  1968. 


365 1  ETIOLOGICAL  DIAGNOSIS  OF  GASTRO- 
INTESTINAL BLEEDING  IN  THE  CLINIC. 

(Sp.)   Tatay  Romero,  D.  J.   Rev  Esp  Enferm  Apar  Dig  27(2): 
177-179,  1968. 

3652  THE  USE  OF  EARLY  ENDOSCOPY  IN  THE 
ETIOLOGICAL  DIAGNOSIS  OF  GASTRO- 
INTESTINAL BLEEDING.    (Sp.)   Gandara  Mazpule,  L.,  J. 
Iglesias  Corral  and  M.  Tera  Bueno.   Rev  Esp  Enferm  Apar  Dig 
n(2):n6-2S0,  1968. 

3653  IMMEDIATE  RADIOLOGICAL  DIAGNOSIS  OF 
THE  LOCALIZATION  OF  BLEEDING.    (Sp.) 

Masjuan  Martin,  L.   Rev  Esp  Enferm  Apar  Dig  27(2):  180-182, 
1968. 

3654  AN  EVALUATION  OF  METHODS  FOR  THE 
DIAGNOSIS  OF  THE  JAUNDICE.    (Sp.) 

De  Gonzalez,  M.  (U.  Hosp.,  Caracas,  Venezuela),  S.  Beker  and 
J.  Valencia-Parparcen.    GEN  23(l):89-94,  1968. 

3655  X-RAY  DIAGNOSIS  OF  BENIGN  TUMORS 
OF  THE  ESOPHAGUS.    (Rus.)    Gukasian,  A.  A. 

(1.  M.  Sechenov  1st  Moscow  Med.  Inst.,  USSR)  and  V.  M. 
Arabbnskii.    Vestn  Rentgen  Radiol  43(1):  25-29,  1968. 

3656  DIVERTICULA  OF  THE  GASTRIC  FUNDUS. 
RADIOLOGICAL  AND  CLINICAL  ASPECTS. 

(It.)    Cagnoni,  G.  (Annunciation  Munic.  Hosp.,  Cosenza, 
Italy).   Osped  Ital  Chir  18(5):451-455,  1968. 

3657  SIGNIFICANCE  OF  INTRADERMAL  TESTS 
WFTH  FOOD  ALLERGENS  FOR  THE  DETEC- 
TION OF  FOOD  SENSITIZATION  IN  CHRONIC  DISORDERS 
OF  THE  DIGESTIVE  TRACT.    (Rus.)    Gorbunov,  Yu.  V. 
(Astrakhan  Med.  Inst.,  USSR).    Vop  Pitan  27(l):60-63,  1968. 


3658  SIMPLIFIED  PURGATION  WITHOUT  THE 

USE  OF  ENEMAS.    (Sw.)   Darle,  N.  (Sahlgren's 
Hosp.,  Goteborg,  Sweden),  J.  Kewenter,  N.  G.  Kock  and  A.  E. 
NUson.   Lakartidningen  65(38):  3715-3720,  1968. 


3659 


Sweden). 


3660 


REMOTE-CONTROLLED  X-RAY  EXAMINA- 
TION.  (Sw.)   Olsson,  O.  (U.  Hosp.,  Lund, 
Lakartidningen  65(20): 2067-2070,  1968. 


AN  INTESTINAL  OBTURATOR.    (Rus.) 
Shniger,  N.  U.  (Sci.  Res.  Lab.  Qin.  Proctol., 

Minist.  Hlth.  RSFSR,  Moscow,  USSR).    Vestn  Rentgen  Radiol 

43(l):86-87,  1968. 

3661  AN  EVALUATION  OF  TORN  STOMACH 
FOLDS  AS  A  DIAGNOSTIC  SIGN  IN  CASES 

OF  BENIGN  NONEPITHELL\^L  TUMORS.    (Rus.)   Knaizev, 
V.  M.  (Munic.  Hosp.,  Miass  Cheliabinsk,  USSR).    Vestn  Rentgen 
Radiol  43(l):87-89,  1968. 

3662  THE  BSP  TEST  IN  LIVER  DISEASES.    (Rus.) 
Ivanova-Neznamova,  A.  lu.  (I.  M.  Sechenov  1st 

Moscow  Med.  Inst.,  USSR),  I.  A.  Bokaneva  and  G.  V.  Mal'tseva. 
Ter  Arkh  40(3):29-33,  1968. 

3663  RADIOLOGICAL  STUDY  OF  PANCREATIC 
DISORDERS.    (Sp.)    Andreu  M.,  J.  M.  (Santa 

Cruz  San  Pablo  Hosp.,  Madrid,  Spain)  and  L.  Andreu  O. 
An  Hosp  Santa  Cruz  San  Pablo  28(5):  369-378,  1968. 

3664  THE  USE  OF  PNEUMOPERITONEUM  FOR 
THE  DL^GNOSIS  OF  LIVER  HEMANGIOMAS. 

(Rus.)    Lisovskii,  V.  A.  (S.  M.  Kirov  Milit.-Med.  Acad., 
Leningrad,  USSR)  and  le.  I.  Tiurin.    Ter  Arkh  40(1): 94-97, 
1968. 

3665  CHOLEDOCHOLITHIASIS  AND  OPERATIVE 
CHOLANGIOGRAPHY.    (Sp.)    Magaldi,  P.  (Ital. 

Hosp.,  Buenos  Aires,  Argentina),  R.  Interguglielmo,  A.  Copello, 
R.  Pataro  and  A.  H.  Pataro.   Rev  Argent  Cir  14(3/4):  71-72, 
1968. 

3666  THE  CLINICAL  SIGNIFICANCE  OF  QUANTI- 
TATIVE TITRATION  OF  BLOOD  BILIRUBIN 

AND  ITS  FRACTIONS  IN  INFECTIOUS  HEPATITIS.  (Rus.) 
Aleksandrova,  V.  R.  (Leningrad  Sanit.-Hyg.  Med.  Inst.,  USSR). 
Ter  Arkh  40(l):86-90,  1968. 

3667  SERUM  PLASMALOGEN  CONTENT  IN 
PATIENTS  WITH  OBSTRUCTIVE  JAUNDICE. 

(Rus.)    lefimova,  L.  G.  (A.  L.  Miasnikov  Inst.  Ther.,  Moscow, 
USSR),  E.  V.  Grishkevich  and  D.  M.  Braginskii.    Ter  Arkh 
40(l):82-86,  1968. 

3668  TOXIC  LESIONS  OF  THE  LIVER.    (Rus.) 
Ivanova-Tikhvinskaia,  le.  L.  (Yaroslavl  Med.  Inst., 

USSR).    Ter  Arkh  40(3):20-26,  1968. 

3669  IMMUNOGLOBULINS  IN  INFECTIOUS 
DISEASES.    IV.    A  COMPARATIVE  STUDY 

OF  SEVERAL  FORMS  OF  JAUNDICE.    (It.)    Medina,  F. 
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Gnst.  Infect.  Dis.,  U.  Milan,  Italy),  M.  Moroni  and  L.  Cremoni. 
GMallnfett  20(2):218-22I,  1968. 

3670  HEPATIC  SCINTILLOGRAPHY  WITH  198au  IN 
THE  DIAGNOSIS  OF  HYDATID  CYSTS  OF  THE 

LIVER.    (Sp.)    Lopez,  O.  (J.  J.  Aguirre  Hosp.,  U.  Chile, 
Santiago),  J.  Riesco,  J.  Litvak,  1.  AUende  and  F.  Solis.   Bol 
Chile  Parasit  23(1/2):  38-42,  1968. 

3671  OBSERVATIONS  ON  THE  USE  OF  LABELED 
ROSE  BENGAL  IN  THE  STUDY  OF  HEPATO- 
BILIARY FUNCTION:    CONVENTIONAL  METHODS  AND 
SQNTILLATION  SCANNING.    (Fr.)    Beck,  C.  (Fac.  Med., 
Bordeaux,  France),  J.  Staeffen,  M.  Gillet,  A.  Broustet,  G. 
Moretti  and  P.  Blanquet.   Path  Biol  16(3/4):  147-155,  1968. 


3672 


V.  V. 


3673 


MEASUREMENT  OF  LIPASE  ACTIVITY  IN  THE 
DUODENAL  CONTENTS.    (Rus.)    Vorob'iev, 
Lab  Delo  (1):  17-18,  1968. 


GASTROSCOPY:    AN  AID  TO  THE  DETEC- 
TION OF  SMALL  SLIDING-TYPE  HIATAL 
HERNIAS.    (E.)    Trujillo,  N.  P.  (Walter  Reed  Gen.  Hosp., 
Washington,  D.  C.)  and  H.  W.  Boyce  Jr.    Southern  Med  J 
61(1):  1-4,  1968. 


Lithuanian  SSR,  VUnius,  USSR),  M.  B.  Shneideris  and  I.  P. 
Varanetskas.    Vestn  Rentgen  Radiol  43(l):58-60,  1968. 

3681  X-RAY  DIAGNOSIS  OF  LIPOMAS  OF  THE 
STOMACH.    (Rus.)    Antonovich,  V.  B.  (Cent. 

Inst.  Postgrad.  Med.,  Moscow,  USSR),  L.  N.  Mushina  and  V.  I. 
Ovchinnikov.    Vestn  Rentgen  Radiol  43(l):29-34,  1968. 

3682  UVER  BIOPSY  IN  THE  DIAGNOSIS  OF  LESS 
FREQUENT  FORMS  OF  JAUNDICE.    (Sp.) 

De  Tezanos  Pinto  S.,  S.  (E.  Deformes  Hosp.,  Valparaiso, 
Chile),  R.  Fadic  U.  and  L.  Silva  R.  Bol  Hosp  Vim  Mar 
24(1-2):  11-15,  1968. 

3683  PERSONAL  TECHNIQUE  FOR  CATHETERIZA- 
TION OF  THE  HEPATIC  AND  SPLENIC 

ARTERIES.    (Rus.)    Vinogradov,  V.  V.  (Patrice  Lumumba  U. 
Internatl.  Friendship,  Moscow,  USSR)  and  G.  G.  Shapoval'iants, 
Vestn  Rentgen  Radiol  43(4):  37-41,  1968. 

3684  METHODS  FOR  THE  RAPID  X-RAY  EXAMINA- 
TION OF  THE  SMALL  INTESTINE.    (Rus.) 

Rozenshtraukh,  L.  S.  (Moscow  Sci.-Res.  Inst.  Roentgenol. 
Radiol.,  Minist.  Hlth.  RSFSR,  USSR),  Z.  P.  Popova  and  S.  I. 
Kameneva.    Vestn  Rentgen  Radiol  43(4):  20-23,  1968. 


3674  STUDIES  ON  THE  DIAGNOSIS  OF  CHRONIC 
ASSOQATED  PANCREATIC  DISTURBANCES: 

VALUE  OF  THE  GLYCO-AMYLASEMIC  TEST  OF  ERMINI. 

(Rum.)    Aresteanu,  L.  (Inst.  Med.  Pharmacol.,  Bucharest, 
Romania)  and  A.  Moldovanu-Tatomir.   Med  Intern  (Bucur) 
20(6):693-701,  1968. 

3675  SELECTIVE  CELIAC  AND  SUPERIOR 
MESENTERIC  ARTERIOGRAPHY.    (Jap.) 

Asano,  A.  (1st  Tokyo  Natl.  Hosp.,  Japan),  T.  Matsuba,  S. 
Kawaiand  M.  Kurosawa.   Iryo  22(l):27-34,  1968. 

3676  RADIOLOGICAL  STUDY  OF  A  NEW  FORM 
OF  BARIUM  IN  SUSPENSION.    (Sp.)    Pedro- 
Sole,  L.  (Med.  Qin.,  U.  Barcelona,  Spain).   Med  Qin  (Barcelona) 
50(6):41 3-424,  1968. 

3677  THE  PANCREOZYMIN-SECRETIN  TEST  IN 
CHRONIC  PANCREATITIS.    (Por.)    Rodrigues  da 

Cunha,  M.  A.  (Med.  Clin.,  Fed.  U.  Rio  de  Janeiro,  Brazil), 
O.  F.  Gouveia,  S.  Franco,  D.  Teixeira  and  E.  Galper.   Hospital 
(Rio)  74(l):75-85,  1968. 

3678  FIBER  OPTICS  IN  STOMACH  ENDOSCOPY. 

(Cz.)    Ronsky,  R.  (Med.  Sch.,  Charles  U.,  Prague, 
Czechoslovakia).    Cesk  Gastroent  Vyz  22(3):  194-200,  1968. 

3679  THE  SAFETY  OF  IRRIGOSCOPY  USING 

TANNIN.  (Rus.)  Simbirtseva,  L.  P.  (Inst.  Oncol, 
Minist.  Hlth.  USSR,  Leningrad)  and  V.  la  Shats.  Vestn  Rentgen 
Radiol  43(l):45-48,  1968. 

3680  SOME  DATA  ON  GASTROINTESTINAL 
TRACT  ELECTROROENTGENOGRAPHY. 

(Rus.)    Ambrozaitis,  K.  I.  (Sci.  Res.  Inst.  Oncol.,  Minist.  Hlth. 


3685  TECHNIQUES  FOR  THE  X-RAY  STUDY  OF 
PATIENTS  WITH  ESOPHAGOBRONCHIAL 

FISTULAS  FOLLOWING  A  CHEMICAL  BURN,   (Rus.) 
Il'chenko,  L.  A.  (N.  V.  Sklifosovskii  Inst.  First  Aid,  Moscow, 
USSR).    Vestn  Rentgen  Radiol  43(4):  13-16,  1968. 

3686  THE  X-RAY  DLVGNOSIS  OF  ESOPHAGO- 
RESPIRATORY  FISTULAS.    (Rus.)    Rabkin. 

I.  K.  (Sci.-Res.  Int.  Clin.  Exp.  Surg.,  Minist.  Hlth.  USSR, 
Moscow),  V.  M.  Arablinskii,  F.  Ts.  Fel'dman  and  D.  K.  Bagirov, 
Vestn  Rentgen  Radiol  43(4):7-12,  1968. 


3687 


Hosp. 


3688 


PERCUTANEOUS  TRANSHEPATIC  CHOLANGI- 
OGRAPHY.  (Or.)    Karakantzas,  D.  G.  (Gen. 
Xanthe,  Greece).    Galenos  10(1/2): 69-77,  1968. 


GENERAL  INFORMATION  ON  HEPATIC 
CLEARANCE.    (Fr.)    Nyssen,  M.  and  J.  Dorche. 
Gaz  Med  France  75(9):1771-1788,  1968. 

3689  DIAGNOSIS  OF  GASTRIC  CANCER  WITH  THE 
AID  OF  COMPUTERS.    (Rus.)   Braines,  S.  N. 

(A.  V.  Vishnevskii  Inst.  Suig.,  Acad.  Med.  Sci.  USSR,  Moscow) 
and  lu.  G.  Shaposhnikov.   Eksp  Khir  Anest  13(5): 24-26,  1968. 

3690  ORGANELLE-SPECIFIC  ENZYMES  IN  THE 
DIAGNOSIS  OF  HEPATIC  DISEASE.   (Ger.) 

Nilius,  R.  (1st  Med.  Clin.,  Martin  Luther  U.,  Halle-Wittenberg, 
Germany).   Deutsch  Gesundh  23(3):97-104,  1968. 

3691  SEPARATION  OF  BILE  AQDS  OF  RAT  BILE 
BY  THIN-LAYER  CHROMATOGRAPHY.    (E.) 

Siegfried,  C.  M.  (St.  Louis  U.  Sch.  Med.,  Mo.)  and  W.  H. 
EUiott.   J  Lipid  Res  9(3):394-395,  1968. 
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3692  GAS-LIQUID  CHROMATOGRAPHIC  DETER- 
MINATION OF  HUMAN  FECAL  BILE  ACIDS. 

(E.)    Evrard,  E.  (Lab.  Path.  Biochem.,  St.  Rafael  Clin.,  Louvain, 
Belgium)  and  G.  Janssen.   J  Lipid  Res  9(2):226-236,  1968. 

3693  HYPOTONIC  DUODENOGRAPHY  IN  THE 
DIAGNOSIS  OF  CARCINOMA  OF  THE  PAN- 
CREAS AND  ITS  FURTHER  USE  WHEN  COMBINED  WITH 
PERCUTANEOUS  CHOLANGIOGRAPHY  AND  PANCREATIC 
SQNTISCANNING.   (E.)    Baum,  M.  (King's  CoU.  Hosp.  Med. 
Sch.,  London,  England)  and  C.  T.  Howe.  Amer  J  Surg  115(4): 
519-525,  1968. 

3694  EXPERIENCE  WITH  A  URINE  PREQPITATION 
TEST  FOR  INTESTINAL  PERFORATION.    (E.) 

Pearson,  J.  B.  (Barking  Hosp.,  England)  and  D.  M.  Chaplin. 
Amer  J  Surg  115(4):502-504,  1968. 

3695  CHRONICALLY  IMPLANTED  CATHETERS 
FOR  RECORDING  GASTROINTESTINAL 

PRESSURES  IN  ANIMALS.   (E.)    Kohatsu,  S.  (Stanford  U. 
Sch.  Med.,  Palo  Alto,  Calif.),  M.  Upsher  and  H.  A.  Oberhelman 
Jr.  Amer  J  Surg  115(3):430-432,  1968. 

3696  ROENTGENOLOGICAL  EXAMINATION  OF 
SMALL  INTESTINES,  ESPECL^LLY  ON  SOME 

PROBLEMS  OF  ROENTGENOSCOPY  AND  BASIC  EXPERI- 
MENTS.  (E.)    Nagase,  T.  (Tachikawa  Hosp.,  Japan),  K.  Nakada 
and  S.  Yokoyama.  Med  J  Mutual  Aid  Ass  16(4):54-63,  1967. 

3697  USE  OF  THE  METHOD  OF  PHAGE-TYPING 

OF  S.  TYPHIMURIUM  IN  THE  DIFFERENTIAL 
DIAGNOSIS  OF  THE  DISEASES  CAUSED  BY  THIS  ORGAN- 
ISM.  (Rus.)    Nikitiuk,  N.  M.  (Cent.  Sci.-Res.  Inst.  Epidemiol., 
Minist.  Hlth.  USSR,  Moscow).   Zh  Mikrobiol  45(6):67-70,  1968. 

3698  SELECTIVE  ARTERIOGRAPHY  IN  THE 
COURSE  OF  TRANSITORY  PROCTALGIA. 

(Fr.)    Pradel,  E.  (St.  Joseph's  Hosp.,  Paris,  France)  and  C. 
Hernandez.  Rev  Med  9(8):529-530,  1968. 

3699  ENDOSCOPIC  ASPECTS  OF  INTESTINAL 
BILHARZIASIS.   (Fr.j    Bonfils,  S.  (Bichat  Hosp., 

Paris,  France)  and  J.  Vilotte.  Rev  Med  9(8):523-527,  1968. 


3703  THE  RADIOLOGIC  EVALUATION  OF  IM- 
PERFORATE ANUS.    AN  APPROACH  CORRE- 
LATED WITH  CURRENT  SURGICAL  CONCEPTS.    (E.) 

Berdon,  W.  E.  (Columbia  Presbyterian  Med.  Ctr.,  New  York, 
N.  Y.),  D.  H.  Baker,  T.  V.  Santulli  and  R.  Amoury.   Radiology 
90(2):466-471,  1968. 

3704  EVALUATING  THE  USEFULNESS  OF 
PEROPERATIVE  CHOLANGIOMANOMETRY. 

(Fr.)    Arianoff,  A.  A.  (St.  Elisabeth  Clin.,  Brussels,  Belgium). 
T  Gastroent  ll(3):281-290,  1968. 


3705 


Japan). 


3706 


BIOPSY  OF  THE  INTESTINAL  MUCOSA.    (E.) 
Yamagata,  S.  (Tohoku  U.  Sch.  Med.,  Sendai, 
Jap  J  Med  7(1):  11-12,  1968. 


BIOPSY  OF  THE  TISSUE  OF  THE  LIVER. 

(E.)    Ichida,  F.  (Dept.  Intern.  Med.,  Niigata  U., 
Japan)  and  H.  Sasaki.   Jap  J  Med  7(1):  13-17,  1968. 

3707  DIAGNOSIS  OF  OBSTRUCTIVE  JAUNDICE. 

(E.)    Beal,  J.  M.  (Northwestern  U.  Med.  Sch., 
Chicago,  m.).   Arch  Surg  96(6):863-868,  1968. 

3708  IDENTIFICATION  OF  WARTHIN'S  TUMORS 
BY  SCANNING  OF  SALIVARY  GLANDS.    (E.) 

Stebner,  F.  C.  (Henry  Ford  Hosp.,  Detroit,  Mich.),  W.  R.  Eyler, 
L.  A.  DuSault  and  M.  A.  Block.  Amer  J  Surg  116(4):513-517, 
1968. 

3709  HIATUS  HERNIA:    ITS  RADIOLOGICAL 
DIAGNOSIS.    (Sp.)    Valencia-Parparcen,  J.  (U. 

Hosp.  Caracas,  Venezuela),  V.  T.  Lecuna  and  G.  D'Escrivan. 
GEN  23(2):157-178,  1968. 

3710  COMPARATIVE  STUDIES  OF  SOME  X-RAY 
METHODS  OF  EXAMINATION  OF  THE  DUO- 
DENUM.   (Bui.)    Pomakov,  P.  (Infect.  Hosp.,  Sofia,  Bulgaria) 
and  A.  Khaitov.   Suvr  Med  (Sofiia)  19(2):118-125,  1968. 

37 1 1  SEROLOGICAL  DIAGNOSIS  BY  THE  IN- 
DIRECT HEMAGGLUTINATION  METHOD  FOR 

ENTEROCOLITIS  CAUSED  BY  ENTEROPATHOGENIC 

ESCHERICHIA  COLI  0124K72  (B17).    (Rus.)   Gennad'ieva, 
T.  la.,  A.  V.  LuUu  and  L.  B.  Khazenson.    Tr  Leningr  Inst 
Epidem  Mikrobiol  Paster  33:69-75,  1968. 


3700  99mTc  PERTECHNETATE  SCANNING  OF 
SALIVARY  GLANDS.    (E.)    Stebner,  F.  C, 

W.  R.  Eyler,  L.  A.  DuSault,  M.  A.  Bloc,  A.  P.  KeUy  and  R. 
Nichols.  Radiology  90(2):583-585,  1968. 

3701  ABDOMINAL  ANGIOGRAPHY.    (E.)    Ranniger, 
K.  (Dept.  Radiol.,  U.  Chicago,  111.)  and  R.  M. 

Saldino.    Curr  Prob  Surg  March,  1968.    62  pp. 


3712  DRIP-INFUSION  CHOLECYSTOCHOLANGIOG- 
RAPHY.   SIMULTANEOUS  VISUAUZATION 

OF  THE  GALLBLADDER  AND  BILE  DUCTS.    (E.)    McNulty, 
J.  G.  (Royal  Free  Hosp.,  London,  England).   Radiology  90(2): 
570-575,  1968. 

3713  SLOW-INFUSION  COMPARED  WITH  DIRECT 
INJECTION  CHOLANGIOGRAPHY.    APPLICA- 
TION OF  ZONOGRAPHY.    (E.)    Foy,  R.  E.  Jr.  (U.  Alabama 
Med.  Ctr.,  Birmingham).   Radiology  90(2):  576-57 8,  1968. 


3702  ANGIOGRAPHIC  DLVGNOSIS  OF  AN  INTRA- 

HEPATIC ANEURYSM  AS  A  CAUSE  OF  UN- 
EXPLAINED BLEEDING.   (E.)    Ranniger,  K.  (U.  Chicago 
Hosp.,  111.),  R.  Menguy,  C.  F.  Kittle  and  E.  Abrams.  Radiology 
90(2):507-509,  1968. 


3714  COMPARATIVE  SEROLOGICAL,  HISTOLOGICAL 

AND  BIOCHEMICAL  STUDIES  IN  HEPATIC 
CIRRHOSIS.    (Ger.)    Denk,  H.  (1st  Med.  CUn.,  U.  Vienna, 
Austria),  H.  Schnack  and  G.  Wiedermann.    Wien  Klin  Wschr 
81(11):192-195,  1969. 
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3715  IMPROVED  TECHNIQUE  FOR  GASTRIC 
CYTOLOGY  UTILIZING  SIMULTANEOUS 

LAVAGE  AND  FIBERGASTROSCOPY.    (E.)    Kobayashi,  S. 
(Aichi  Cancer  Ctr.  Hosp.,  Nagoya,  Japan),  T.  Kasugai,  Y. 
Yamaoka,  Y.  Yoshii  and  Y.  Naito.    Gastroint  Endosc  15(4): 
198-200,  1969. 

3716  DETERMINATION  OF  PORPHYRINS  IN 
LIVER  BIOPSIES  WITH  A  FLUORESCENCE 

MICROSCOPE.    (Ger.)    Czitober,  H.  (1st  Med.  Clin.,  U.  Vienna, 
Austria)  and  H.  Schnack.    Klin  Wschr  47(3):  166-167,  1969. 

3717  ESOPHAGOGASTROSCOPY  DURING  ACTIVE 
UPPER  GASTROINTESTINAL  BLEEDING. 

(E.j    Dagradi,  A.  E.  (Amer.  CoU.  Gastroent.,  Boston,  Mass.) 
and  S.  J.  Stempien.   Amer  J  Gastroent  51(6):498-502,  1969. 

3718  CYTOLOGICAL  DIAGNOSIS  OF  GASTRIC 
CANCER,  GASTRIC  ULCER  AND  PANCREATIC 

CARCINOMA.    (E.)    Hunter,  I.  J.  (Bankstown  Hosp.,  Sydney, 
AustraUa).   MedJ Aust  1(10):530-531,  1969. 

3719  INTESTINAL  BIOPSY  IN  THE  CHILD.    III. 
MICROSCOPIC  STUDIES.    (Fr.j    Salaza  de  Sousa, 

J.  (U.  Lisbon  Pediat.  CUn.,  Portugal)  and  A.  Cunha.  Pediatrie 
24(1):29-41,  1969. 


3720  DIFFICULTIES  IN  THE  DIAGNOSIS  OF 
HEREDITARY  FRUCTOSE  INTOLERANCE 

IN  INFANTS.    (Fr.)    Odievre,  M.  (Parrot  Hosp.,  Bicetre, 
France).   Arch  Franc  Pediat  26(1):5-19,  1969. 

3721  THE  VALUE  OF  ESOPHAGOGASTRIC 
ENDOSCOPY.    (E.)    Heckman,  B.  A.  (Silver 

Spring,  Md.).    Med  Ann  38(5):257-264,  1969. 


3722  RADIOACTIVE  SCANNING  OF  THE  PANCREAS 
AND  SPLEEN.    (E.)    Charlesworth,  D.  (Manchester 

Royal  Infirm.,  England),  H.  F.  Testa,  A.  Watson  and  H.  B. 
Torrance.   J  Roy  Coll  Surg  Edinb  14(3):  152-156,  1969. 

3723  FIBEROPTIC  DUODENOSCOPY.    (E.)    Takagi, 
T.  (Fac.  Med.,  U.  Tokyo,  Japan),  T.  Go,  M. 

Sugiura,  S.  Futagawa  and  R.  Hioki.    Surgery  65(4):597-602, 
1969. 

3724  RADIOLOGY  OF  THE  NORMAL  ESOPHAGO- 
CARDIAL  REGION.    (Fr.)    Dehouve,  A.  (Dept. 

Radiol.,  Hotel  Dieu,  Paris,  France)  and  J.  Boisson.  Actualites 
Hepatogastroent  Hotel  Dieu  5(1):A14-A33,  1969. 

3725  ENDOSCOPIC  EXPLORATION  OF  THE 
NORMAL  ESOPHAGOCARDIAL  REGION. 

(Fr.j    Debray,  C.  (Bichat  Hosp.,  Paris,  France)  and  P.  Housset. 
Actualites  Hepatogastroent  Hotel  Dieu  5(1):A34-A40,  1969. 

3726  REMARKS  ON  CERTAIN  ASPECTS  OF  THE 
RADIOLOGICAL  EXPLORATION  OF  THE 

ESOPHAGOGASTRIC  JUNCTION.    (Fr.)    Brombart,  M. 
Actualites  Hepatogastroent  Hotel  Dieu  5(1):A41-A44,  1969. 

3727  NEW  TECHNIQUES  FOR  ACCURATE  DIAG- 
NOSIS AND  MANAGEMENT  OF  HIATAL 

HERNIA  AND  GASTROESOPHAGEAL  REFLUX.    (E.) 

Hookman,  P.  (George  Washington  U.  Sch.  Med.,  D.  C).  Med 
Ann  38(5):243-248,  1969. 

3728  ESOPHAGOSCOPIC  CINEMATOGRAPHY  AND 
BIOPSY  THROUGH  A  NEW  FIBEROPTIC  INSET 

ADAPTED  TO  THE  HUFFORD  ESOPHAGOSCOPE.    (E.) 

Beck,  I.  T.  (Dept.  Med.,  Queen's  U.,  Kingston,  Ont.,  Canada) 
and  E.  Phelps.    Gastroint  Endosc  15(4):  195-197,  1969. 


See  also:    3459,3468,3497,3518,3593,3786,3795,3799,3864,3865,3962,3975,3977,3986,4060,4064,4074,4080,4081,4086, 
4089,4092,4094,4096,4115,4117,4122,4135,4137,4139,4175,4176,4177,4181,4183,4184,4185,4187,4250 
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3729  ANATOMO-SURGICAL  STUDY  OF  THE 

RETROSTERNAL  SPACE  FOR  ESOPHAGO- 
COLONPLASTY.    (It.)    Dei  PoU,  G.  (Inst.  Surg.  Anat.,  U. 
Turin,  Italy),  R.  Weisz,  P.  A.  Rosso  and  M.  Dei  PoU.  Minerva 
Chir  23(5):240-248,  1968. 

On  the  basis  of  23  autopsies  of  retrosternal  spaces,  a  surgical 
method  is  presented  for  the  creation  of  an  adequate  retrosternal 
tunnel.    A  hiatus  between  peritoneal  cavity  and  the  anterior 
mediastinum  at  the  level  of  the  chondrostemal  fasciculi  of  the 
diaphragm  represents  the  starting  point.   The  prepericardial 
space  is  opened  from  the  inferior  interpleural  triangle  and  the 
inferior  and  superior  Ugamenta  sternopericardiaca  interrupted. 
At  the  thymus  level  the  cervical  esophagus  is  prepared  for 
anastomosis  with  the  dislocated  intestinal  ansa. 

3730  MEGAESOPHAGUS:    CLINICAL,  RADIOLOGI- 

CAL AND  ENDOSCOPIC  ASPECTS.    (Sp.j 
Sanz  Jimenez,  M.  (Carlos  J.  Bello  Hosp.,  Caracas,  Venezuela), 
T.  Landaeta  and  K.  Hoyer.    GEN  23(1):  105-110,  1968. 
Among  100,000  surgical  reports  and  medical  histories  there 
were  16  cases  of  megaesophagus  (10  or  62.5%  in  males  and  6 
or  37.5%  in  females).    Racial  distribution  was:    Caucasian,  4 
(25%),  mixed,  11  (68.7%)  and  Negro,  1  (6.2%).   The  age  range 
was  11-90  with  6  (37.5%)  falling  between  31  and  40.   Five 
(31.2%)  sought  medical  assistance  within  1  yr  after  onset  of 
symptoms,  2  (12.5%)  within  2  yr  of  onset,  and  2  (12.5%) 
within  3  yr.   Three  waited  as  long  as  9-11  yr  before  seeking 
medical  aid.   Dysphagia  was  the  most  important  symptom 
(100%  of  the  cases),  followed  by  regurgitation  (68.7%),  weight 
loss  (56.2%),  sialorrhea  (50%)  and  belching  and  vomiting  (31%). 
Radiological  studies  indicated  dilatation  in  aU,  decrease  in  the 
diameter  of  the  lower  third  of  the  esophagus  (75%)  and  delay 
in  emptying  (43.7%).    Endoscopy  was  carried  out  in  7  cases 
and  revealed  dilatation  in  85.7%  and  congestion  in  42.8%. 
Eight  of  the  11  cases  treated  by  drugs,  and  4  of  the  5  cases 
treated  surgically  had  satisfactory  results. 

3731  ESOPHAGOPLASTY  BY  THE  TRANSVERSE 

COLON  IN  CASES  OF  ESOPHAGEAL  STENO- 
SIS CAUSED  BY  ALKALI  INGESTION.    (Fr.)    Krisar,  Z. 
(Oradea  Hosp.,  Romania),  L.  Kotsis,  A.  Dobjanschi,  M.  Monosi 
and  T.  Abnidan.   Bull  Soc  Int  Chir  27(6): 650-655,  1968. 

Esophagoplasty  using  the  transverse  colon  was  performed  on 
20  patients  (19  females  and  1  male;  6-45  yr  old)  with  cicatri- 
cial stricture  of  the  esophagus.    In  11  patients  who  were  in 
good  general  condition  the  procedure  was  carried  out  in  one 
stage,  without  preliminary  gastrostomy;  in  2  gastrostomy  and  the 
esophagoplasty  were  performed  at  the  same  time;  and  in  7 
gastrostomy  was  carried  out  later.   There  was  a  positive  result 
in  15  patients  (recovery  without  complications)  and  1  death 
due  to  peritonitis.   The  one-stage  procedure  reduced  the  period 
of  hospitalization  to  an  average  of  3-4  weeks.    Suprastrictural 
syndrome  was  a  complication  observed  in  3  patients  after  4-32 
months. 

3732  BENIGN  TUMORS  OF  THE  ESOPHAGUS.    (E.) 

Pawlicka,  L.  (Dept.  Radiology,  Inst.  Tuberculosis, 
Warsaw,  Poland).  Pol  Rev  Radiol  Nuclear  Med  32(4):409-415, 
1968. 


Histologic  and  nonspecific  radiologic  evidence  is  presented  in 
5  cases  of  benign  esophageal  neoplasms  (4  leiomyomas,  1 
fibroma).    One  of  the  tumors  was  located  in  the  upper,  1  in 
the  middle  and  3  in  the  lower  part  of  the  esophagus.    Symp- 
toms were  variable  and  included  dysphagia,  and  retrosternal 
and  abdominal  pains. 

3733  A  CLINICOSTATISTICAL  REVIEW  OF  78 

ESOPHAGEAL  CANCERS  SUBJECTED  TO 
TELECOBALT  THERAPY.    (It.)    Guzzon,  A.  (Natl.  Cancer 
Inst.,  Milan,  Italy),  F.  Milani  and  F.  Volterranl    Tumori 
54(2):16M74,  1968. 

Telecobalt  therapy  was  administered  to  78  patients  (72  males 
and  6  females;  aged  40-82  yr)  with  inoperable  esophageal 
cancers.   The  extent  of  the  tumor  was  <  5  cm  in  17  (22.7%); 
5-10  cm  in  42  (53.1%);  >  10  cm  in  19  (24.2%).   The  doses 
administered  were  <  6000  r  in  25  patients  (32.1%);  5000- 
6000  r  in  30  (38.5%);  4000-5000  r  in  23  (29.4%),  for  a  period 
of  60-90  days.    The  immediate  results  were  positive  in  57 
(73.1%);  slightly  positive  in  15  (19.2%);  negative  in  6  (7.7%); 
5  months  after  therapy  50%  were  dead.    After  1  yr  23  pa- 
tients survived  (6  for  2  yr,  1  for  3  yr;  1  for  4  yr,  4  months). 
The  average  survival  was  11  months  for  patients  70-80  yr  old, 
9  months  for  those  60-70  yr  old,  8  months  for  those  50-60 
yr  old,  7  months  for  those  40-50  yr  old,  and  more  than  11 
months  for  the  6  females.   For  tumors  up  to  5  cm  the  average 
hfe  expectancy  was  13.1  months,  for  those  larger  than  10  cm 
it  was  8.2  months.   The  average  survival  in  the  patients  irradi- 
ated with  more  than  6000  r  was  11.1  months,  with  5000-6000 
r  was  9  months,  with  4000-5000  r  was  8.1  months.    The  opti- 
mum dose  seems  to  be  about  6000  r  during  60  days. 


3734 


TRANSMURAL  POTENTIAL  DIFFERENCE 
IN  PATIENTS  WITH  HLVTUS  HERNIA  AND 
OESOPHAGEAL  ULCER.    (E.)    Beck,  I.  T.  (Hotel  Dieu  Hosp., 
Kingston,  Ontario,  Canada)  and  N.  A.  Hernandez.    Gut  10(6): 
469-476,  1969. 

Using  a  constant  infusion  method,  transmural  potential  dif- 
ference was  investigated  in  patients  with  hiatus  hernia  (14) 
and  ulcers  of  the  esophagus  (10).   The  potential  difference 
transition  zone  from  negative  to  positive  at  the  esophagogastric 
junction  in  patients  with  hiatus  hernia  was  compared  to  normal. 
The  transition  zone  was  inaeased  in  length  and  proximally  dis- 
located in  patients  with  hiatus  hernia.    A  fall  in  potential  dif- 
ference was  observed  over  mucosal  ulceration  of  the  body  of 
the  esophagus  using  the  constant  infusion  technique.   This 
latter  was  confirmed  by  measuring  the  potential  difference  dur- 
ing esophagoscopy. 

3735  THE  EMERGENCY  MANAGEMENT  OF  BLEED- 

ING OESOPHAGEAL  VARICES  WITH  SCLEROS- 
ING INJECTIONS.   (E.)    Hunt,  P.  S.  (Queen's  U.  Belfast, 
Ireland),  G.  W.  Johnston  and  H.  W.  Rodgers.   Brit  J  Surg 
56(4);  305-307,  1969. 

During  a  10  yr  period  53  patients  with  bleeding  esophageal 
varices  were  treated  with  101  sclerosing  injections  (3-5  cc  of 
ethylolamine  oleate  in  each  varix).   The  causes  of  the  varices 
were  cirrhosis  and  portal  hypertension  (32  patients,  average 
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age  54)  portal  vein  thrombosis  and  portal  hypertension  (20 
patients,  average  age  14)  and  indeterminate,  but  not  cirrhosis 
or  extrahepatic  block,  (1).    The  bleeding  was  controlled  by 
the  sclerosant  in  all  but  1  of  the  patients  with  portal  vein 
thrombosis.   There  were  2  esophageal  perforations  in  this  group. 
The  average  time  of  relief  from  bleeding  was  18  months.    One 
patient  died  as  a  result  of  the  breakdown  of  an  esophagocolonic 
anastomosis,  and  2  others  died  in  the  hospital  of  causes  unre- 
lated to  the  procedure.    Nine  (28%)  of  the  patients  with  hepa- 
tic cirrhosis  failed  to  leave  the  hospital  but  the  mortaUty  rate 
per  course  of  injections  was  only  15%.    The  sclerosant  failed 
to  halt  bleeding  7  times  in  a  total  of  44  injections.   The  aver- 
age time  before  further  hemorrhage  was  6  months  in  those 
patients  not  subjected  to  a  portacaval  shunt.    Patients  with  a 
low  albumin  and  a  high  bilirubin  had  a  higher  mortality  rate. 

3736  JEJUNAL  AND  COLONIC  INTERPOSITION 
FOR  NON-MALIGNANT  DISEASE  OF  THE 

ESOPHAGUS.   (E.j    Ferrer,  J.  M.  (Columbia  Presbyterian  Med. 
Ctr.,  New  Yoric,  N.  Y.)  and  H.  M.  Bmck.  Ann  Surg  169(4): 
533-543,  1969. 

During  the  20-yr  period  1946-1966,  40  esophageal  replacement 
operations  were  performed  in  39  children  and  adults  for  non- 
malignant  disease  of  the  esophagus,  excluding  varices.    The 
operative  mortality  was  20%.    Of  the  31  survivors,  27  had  good 
or  satisfactory  results.    The  jejunum  functioned  better  physi- 
ologicaUy  than  the  colon  as  an  esophageal  replacement,  as  was 
established  by  clinical  cineradiographic  studies  to  conclude 
jejunal  interposition  is  therefore  the  better  operation.    Colon 
may  be  transplanted  with  satisfactory  results  if  the  jejunal 
mesentery  is  too  short  or  under  too  much  tension.   Operation 
should  be  staged  in  with  esophageal  replacement  deferred  until 
the  infant  is  at  least  IVz  yr  old  and  weighing  20  pounds. 

3737  DYSPHAGIA,  ESOPHAGITIS,  AND  HL\TUS 
HERNIA.   (E.)    Johnston,  D.  H.  (Lexington 

Clinic,  Kentucky).    Gastroent  Endosc  15(4): 220-223,  1969. 

Twenty-eight  patients  with  symptomatic  hiatus  hernias  were 
investigated  by  esophagoscopy  and  multiple  biopsies  of  the 
lower  esophagus,  esophago-gastric  junction,  and  cardiac  portion 
of  the  stomach.    Five  of  12  patients  with  demonstrated  ulcera- 
tive esophagitis  had  dysphagia  as  compared  to  12  of  16  patients 
without  esophagitis.    Six  of  the  12  esophagitis  patients  had 
experienced  ulcer-like  high  epigastric  pain  and  3  had  atypical, 
painful  swallowing.    Gross  observations  of  the  esophageal  and 
junctional  mucosa  at  esophagoscopy  were  not  reliable  in  diag- 
nosing esophagitis;  therefore,  biopsy  is  needed  to  establish  a 
definite  diagnosis. 


potential  etiologic  factor  was  apparent  in  only  5  of  the  cases 
of  extrahepatic  obstruction.    Children  with  extrahepatic  ob- 
struction experienced  their  first  hemorrhage  at  an  earUer  age 
(6  yr  vs.  10  yr  for  congenital  hepatic  fibrosis  and  8  yr  for  the 
others),  had  more  episodes  of  hemorrhage,  a  greater  interval 
before  definitive  portal  decompression  was  accomplished,  and 
had  more  unsuccessful  attempts  to  control  bleeding  (7  vs.  none 
for  the  others).   Varices  were  visualized  by  13  of  16  barium 
esophagograms.    Operative  portograms  were  used  to  assess 
patency  and  the  caliber  of  portal  and  mesenteric  vessels.   Def- 
initive operations  for  extrahepatic  portal  obstruction  included 
mesocaval  shunts  (10),  splenorenal  shunts  (2)  and  colonic  in- 
terposition (1).    There  were  no  operative  deaths,  the  mean 
survival  time  was  30  months  and  complications  were  limited 
to  transient  lower  extremity  edema,  an  episode  of  phlebitis, 
and  a  stricture  of  the  esophagocolonic  junction.    The  4  con- 
genital hepatic  fibrosis  patients  were  alive  a  mean  of  32  months 
after  mesocaval  (1)  and  portacaval  (3)  shunts.    There  was  1 
episode  of  transient  edema  of  the  lower  extremities.    The  other 
5  patients  died  from  4  to  38  months  after  surgery  of  hepatic 
failure  (3),  respiratory  failure  (1),  and  hepatoma  (1). 


3739  GASTROESOPHAGEAL  HYPERCONTRACTING 

SPHINCTER.    MANOMETRIC  AND  CLINICAL 
CHARACTERISTICS.    (E.j   Garrett,  M.  J.  (U.  Alabama  Med. 
Qr.,  Birmingham)  and  D.  H.  Godwin.   JAMA  208(6) :992-998, 
1969. 

Studies  of  11  of  381  patients  who  underwent  diagnostic 
esophageal-motility  tests  are  described.    The  1 1  patients  (6 
males  and  5  females,  10-76  yr  old)  had  a  hypercontracting 
gastroesophageal  sphincter.    Motility  disturbances  included: 
prolonged  and  powerful  contractions  of  the  sphincter  in  all 
11  patients;  esophageal  motor  incoordination  and  diffuse  spasm 
in  2  patients;  hiatal  hernia  pressure  changes  in  6  patients.    Con- 
tractions were  measured  manometrically  and  compared  to  those 
obtained  in  a  control  group  of  10  healthy  males,  20-74  yr  old). 
Prominent  gastrointestinal-tract  complaints  were  substernal 
pain,  at  times  considered  to  be  of  cardiac  origin,  and  dysphagia 
in  9  patients;  2  patients  were  asymptomatic.    Usual  medical 
management  of  hiatal  hernia  was  generally  effective.    Incapacit- 
ing  pain  in  2  patients  prompted  the  decision  to  perform  eso- 
phagotomy  which  provided  excellent  relief  of  symptoms.    It 
is  suggested  that  in  patients  with  unexplained  chest  pains  the 
possibiUty  of  a  hypercontracting  gastroesophageal  sphincter  be 
considered.    Diagnosis  is  made  only  by  manometry. 


3738  SURGICAL  MANAGEMENT  OF  BLEEDING 

GASTROESOPHAGEAL  VARICES  IN  CHILDREN. 

(E.)    Tank,  E.  S.  (U.  Michigan  Med.  Ctr.,  Ann  Arbor),  V.  W. 
Wallin,  J.  G.  Turcotte  and  C.  G.  Child  III.   Arch  Surg  (Chicago) 
98(4):451-456,  1969. 

Twenty-three  children  underwent  29  operative  procedures 
during  an  8  yr  period  to  arrest  bleeding  from  esophageal  varices. 
Portal  hypertension  was  due  to  portal  vein  thrombosis  (12), 
portal  vein  stenosis  (1),  congenital  hepatic  fibrosis  (4),  post- 
necrotic cirrhosis  (2),  biliary  atresia  (1),  mucoviscidosis  (1), 
Gaucher's  disease  (1),  and  hepatic  vein  obstruction  (1).    A 


3740  FOLLOW-UP  RESULTS  IN  SURGICAL  TREAT- 

MENT OF  42  CASES  OF  HIATUS  GASTRIC 
HERNIA.   (It.)    Mazzoni,  G.  (Vittorio  Emanuele  III  Hosp., 
Valmontone,  Italy)  and  A.  Demofonti.    Qin  Europ  7(6):840- 
842,  1968. 

Surgical  treatment  of  hiatus  hernia  was  performed  transabdomi- 
nally  in  42  patients.    At  follow-up  there  was  complete  recovery 
in  35  (83%),  in  1  patient  (2.3%)  relapse  was  demonstrated 
radiologically  and  in  6  patients  (14%)  anginal  pain  or 
dyspepsia  remained. 
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3741  METASTASES  OF  ESOPHAGEAL  AND  CARDIAL 
CANCER.    (Ger.)    Szabo,  L.  E.  (Suig.  Clin., 

Budapest  Med.  U.,  Hungary),  S.  Karacsonyi  and  E.  Fiiredi. 
Acta  ChirAcad  Sci  Hung  8(4):301-308,  1967. 

3742  THEUSEOFTHEGOUREVITCHTUBEIN 
UNRESECTABLE  STRICTURES  OF  THE 

OESOPHAGUS.  (E.)  Macarthur,  A.  (St.  Helier  Hosp., 
Caichalton,  Suney,  England)  and  J.  L.  Mercer.  Thorax 
24(1):  39-42,  1969. 

3743  MASSIVE  HEMORRHAGE  FOLLOWING 
PNEUMATIC  DILATION  OF  THE  ESOPHAGUS 

IN  ACHALASIA.    (E.)    Morowitz,  D.  A.  (Dept.  Med.,  U. 
Chicago,  111.),  W.  Satterlee  and  J.  B.  Kisner.    Gastroint  Endosc 
15(4):215-217,  1969. 

3744  ESOPHAGEAL  PERFORATION  BY  THE 
GASTROCAMERA  GASTROSCOPE.    (E.) 

Davis,  J.  S.  (Mary  Imogene  Bassett  Hosp.,  Cooperstown,  New 
York,  N.  Y.).    Gastroint  Endosc  15(4):201-203,  1969. 

3745  COMPARATIVE  EVALUATION  OF  MOTILITY 
STUDIES  IN  THE  DIAGNOSIS  OF  ESOPHA- 
GEAL DISEASE.    [EDITORIAL.]    (E.)    Code,  C.  F.  (Mayo 
Clin.,  Rochester,  Minn.).    Gastroenterology  56(4):798-801, 
1969. 

3746  RADIOLOGY  OF  ESOPHAGEAL  PEPTIC 
STENOSIS  IN  THE  ADULT  (13  CASES  OF 

PEPTIC  ESOPHAGITIS  AND  8  OF  CANCER).  (Fr.)  Bret, 
P.  (Ed.  Herriot  Hosp.,  Lyon,  Fiance),  R.  Brette,  M.  Croisille 
and  Servonnat.   Ann  Radiol  (Paris)  10(5/6): 361-372,  1967. 

3747  BENIGN  ESOPHAGEAL  TUMOR:    CASE 
REPORT  WITH  ENDOSCOPIC  REMOVAL 

ASSOCIATED  WITH  A  ZENKER  DIVERTICULUM.  (E.) 
Weaver,  D.  S.  (Sutter  Mem.  Hosp.,  Sacramento,  Calif.)  and 
E.  E.  Johnson.    Gastroint  Endosc  14(2):  124-126,  1967. 

3748  "FUNDOPLICATION"  AND  "GASTROPEXY" 
IN  THE  TREATMENT  OF  GASTROESO- 
PHAGEAL REFLUX  IN  HIATUS  HERNLiL.    (It.)    Casaccia, 

M.  (Inst.  Surg.  Path.,  U.  Genoa,  Italy),  L.  Nante  and  U.  Valente. 
RassArch  Chir  5 (6-bis):  378-388,  1967. 

3749  THE  RADIOPAQUE  ESOPHAGEAL  MARSH- 
MALLOW  BOLUS.    (E.)    McNally,  E.  F.  (Kings 

County  Hosp.  Ctr.,  Brooklyn,  N.  Y.)  and  W.  Del  Gaudio. 
Amer  J  Roentgen  101(2):485-489,  1967. 

3750  SECONDARY  DYSPLASTIC  DIVERTICULUM 
OF  THE  ESOPHAGUS.    (It.)    RomanelU,  R. 

(Inst.  Anat.  Pathol.  Histol.,  U.  Genoa,  Italy)  and  C.  Guiddi. 
Rass  Arch  Chir  5 (6-bis): 49 8-5 08,  1967. 

3751  TREATMENT  OF  CONGENITAL  ESOPHAGEAL 
STENOSIS.    (Rus.)    Vakhidov,  V.  V.  (Tashkent 

Med.  Inst.,  USSR).    Grudn  Khir  10(4):93-95,  1968. 


3752  DUPLICATIONS  OF  THE  CERVICAL  ESOPH- 
AGUS IN  INFANTS  AND  CHILDREN.    (E.) 

Gans,  S.  L.  (Cedars-Sinai  Med.  Ctr.,  Los  Angeles,  Calif.), 
D.  A.  Lackey  and  L.  Zuckerbraun.   Surgery  63(5):849-852, 
1968. 

3753  SQUAMOUS  CARCINOMA  OF  THE  ESOPH- 
AGUS.   (E.)    Moseley,  R.  V.  (Peter  Bent 

Brigham  Hosp.,  Boston,  Mass.).   Surg  Gynec  Obstet  126(6): 
1242-1246,  1968. 

3754  PARTIAL  GASTRECTOMY  IN  THE  TREAT- 
MENT OF  ESOPHAGEAL  STRICTURE  AFTER 

HIATAL  HERNIA.    (E.)    Tanner,  N.  C.  (St.  James'  Hosp., 
London,  England)  and  P.  Westerholm.  Amer  J  Surg  115(4): 
440-453,  1968. 

3755  SURGICAL  CONTROL  OF  REFLUX  IN  HL^TUS 
HERNIA.    (E.)    Collis,  J.  L.  (Queen  Elizabeth 

Hosp.,  Birmingham,  England).  Amer  J  Surg  115(4):465-471, 
1968. 

3756  PROTECTION  OF  INTRATHORACIC  ESO- 
PHAGEAL ANASTOMOSES  BY  OMENTUM. 

(E.)   Goldsmith,  H.  S.  (Sloan-Kettering  Inst.,  New  York,  N.  Y.), 
A.  A.  Kiely  and  H.  T.  RandaU.   Surgery  63(3):464-466,  1968. 

3757  HL^TUS  HERNLV  AND  PYLORIC  HYPER- 
TROPHY IN  THE  ADULT.    (E.)    Bodon,  G.  R. 

(Rochester  Gen.  Hosp.,  N.  Y.)  and  P.  W.  Haake.    Surgery 
63(3):430-433,  1968. 

3758  HEMORRHAGIC  HIATUS  HERNIA.    (Por.) 
Jardim,  M.  F.  G.  (Gen.  Polyclin.,  Rio  de  Janeiro, 

BrazU)  and  G.  Siffert  Jr.   Brasil  Med  82(2):69-71,  1968. 

3759  A  CASE  OF  ESOPHAGEAL  INJURY  DUE  TO 
A  PENETRATING  WOUND  OF  THE  NECK. 

(Rus.)    Limonov,  V.  I.  (Novo-Vyatsk  Munic.  Hosp.,  Kirov 
Region,  USSR).   Khirurgiia  (Moskva)  44(10):95,  1968. 

3760  A  CASE  OF  BILATERAL  PARASTERNAL 
DIAPHRAGM  HERNIA.    (It.)    Grosso,  G.  (CivU 

Hosp.,  Genoa,  Italy).   RassArch  Chir  6(2):70-80,  1968. 


3761 


1968. 


DIPHRAGMATIC  HERNIAS.    (Sp.)    Miyar 
Gonzalez-Oviedo,  A.    Galicia  Clin  40(7):531-539, 


3762  TOTAL  ESOPHAGEAL  REPLACEMENT  BY 
THE  LEFT  COLON  USING  THE  RETRO- 
STERNAL ROUTE.    (Jap.)    Shikata,  T.  (Kyoto  Prefectural  U. 
Med.,  Japan)  and  M.  Shimizu.   Jap  J  Thorac  Surg  21(3):  176- 
182,  1968. 

3763  PERMANENT  INTUBATION  OF  THE  CAN- 
CEROUS ESOPHAGUS:    LIMITATIONS  AND 

INDICATIONS.    (Fr.)    Mousseau,  M.,  J.  Y.  Barbin,  G.  Baudry 
and  J.  Visset.   Mem  Acad  Chir  (Paris)  94(l-2-3):76-79,  1968. 
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3764  ESOPHAGEAL  DISEASES  IN  THE  GASTRO- 
ENTEROLOGY CLINIC  OF  THE  LOS  ANDES 

HOSnTAL.   (Sp.)   Ocariz,  J.  H.  (Med.  Sch.,  U.  Los  Andes, 
Merida,  Venezuela)  and  S.  Parra.    GEN  23(1):111-115,  1968. 

3765  HIATUS  HERNIA.   (Sp.)    Menarguez,  L.  (Dr. 
Murillo  Inst.  Pediat.  Prev.  Med.,  Guadarrama, 

Madrid,  Spain)  and  M.  Campo-Munoz.   Rev  Esp  Enferm  Apar 
Dig  27il):m-l36,  1968. 

3766  ESOPHAGEAL  ACHALASIA.    (Sp.)    De  Arzua 
Zulaica,  E.   Rev  Esp  Enferm  Apar  Dig  27(2): 

137-146,  1968. 

3767  FREQUENCY,  DIAGNOSIS  AND  SPECIFIC 
TREATMENT  OF  HEMORRHAGES  FROM  THE 

ESOPHAGUS.   (Sp.)    Moreno  Gonzalez-Bueno,  C.  Rev  Esp 
Enferm  Apar  Dig  27(2):203-204,  1968. 

3768  DLVPHRAGMATIC  HERNIAS  AS  A  CAUSE 
OF  GASTROINTESTINAL  BLEEDING.    (Sp.) 

Perez  Bracamonte,  R.  ("Nuestra  Senora  de  la  Salud"  Soc. 
Welfare  Sanitorium,  Toledo,  Spain).   Rev  Esp  Enferm  Apar  Dig 
27(2):281-283,  1968. 

3769  DYSPHAGIA:    ITS  DIAGNOSTIC  SIGNIFICANCE. 

(Ger.)    Nissen,  R.  (Surg.  Clin.,  U.  Basel, 
Switzerland).   Munchen  Med  Wschr  110(29):1687-1689,  1968. 

3770  CRITERIA  FOR  RESECTABILITY  OF  THE 
ESOPHAGUS  IN  CANCER.    (Rus.)    Napalkov, 

P.  N.  (Leningrad  Inst.  Sanit.  Hyg.  Med.,  USSR)  and  A.  U. 
Krasner.    Grudn  Khir  10(3):  129-1 32,  1968. 

3771  ESOPHAGEAL  DIVERTICULA  AND  PRINCI- 
PLES OF  THEIR  SURGICAL  TREATMENT. 

(Rus.)    Vantsian,  E.  N.  (Sci.  Res.  Inst.  Clin.  Exp.  Surg., 
Minist.  Hlth.  USSR,  Moscow)  and  V.  I.  Chissov.    Grudn  Khir 
10(4):84-93,  1968. 

3772  TORSION  SPASMS  AND  ABNORMAL  POSTURES 
IN  CHILDREN  WITH  HIATUS  HERNIA. 

SANDIFER'S  SYNDROME.    (E.)    Sutcliffe,  J.  (Hosp.  Sick 
Child.,  London,  England).    Pp.  190-197  in  Progress  in  Pediatric 
Radiology,  Vol.  2.   Kaufmann,  H.  J.,  Ed.    Basel,  Karger,  1969. 
404  pp. 

3773  A  SPECIAL  FORM  OF  DISTURBED  SWALLOW- 
ING.  ONE  ASPECT  OF  FAMILIAL  DYSAUTO- 

NOMIA.   (E.)    Harris,  G.  B.  C.  (Harvard  Med.  Sch.,  Boston, 
Mass.).   Pp.  184-189  in  Progress  in  Pediatric  Radiology,  Vol.  2. 
Kaufmann,  H.  J.,  Ed.    Basel,  Karger,  1969.    404  pp. 

3774  TRACHEOESOPHAGEAL  FISTULA  WITH  AND 
WITHOUT  ESOPHAGEAL  ATRESIA-SPECIAL 

ASPECTS.    (E.)    Gwinn,  J.  L.  (ChUd.  Hosp.,  Los  Angeles, 
Calif.).    Pp.  170-183  in  Progress  in  Pediatric  Radiology,  Vol.  2. 
Kaufmann,  H.  J.,  Ed.    Basel,  Karger,  1969.    404  pp. 

3775  NORMAL  AND  DISTURBED  SWALLOWING. 

(E.)    Ardran,  G.  M.  (United  Oxford  Hosp., 


England)  and  F.  H.  Kemp.    Pp.  151-169  m  Progress  in 
Pediatric  Radiology,  Vol.  2,   Kaufmann,  H.  J.  Ed.    Basel, 
Karger,  1969.    404  pp. 

3776  MEDL\STINITIS  CAUSED  BY  ESOPHAGEAL 

PERFORATION  IN  INFANTS  AND  CHILDREN, 

(Ger.)    Wumig,  P.  (St.  Anna  Pediat.  Hosp.,  Vienna,  Austria) 
and  P.  Krepler.    Wien  Klin  Wschr  81(7):114-116,  1969. 


3777 


3778 


MEGA-ESOPHAGUS.    (Fr.)    BouteUer,  P. 
ConcoursMed  91(7):1297-1304,  1969. 


COLON  INTERPOSITION  FOR  PALLIATION 
OF  MALIGNANT  ESOPHAGOTRACHEAL 
FISTULA.   (E.j    Maunz,  D,  L.  (VA  Hosp.,  White  River 
Junction,  Vermont)  and  W.  B.  Crandell.   Amer  J  Surg  117(4): 
599-602,  1969. 

3779  INSTRUMENTAL  PERFORATIONS  OF  THE 
ESOPHAGUS.    (E.)   Wychulis,  A.  R.  (Mayo 

Clin.,  Rochester,  Minn.),  R.  S.  Fontana  and  W.  S.  Payne. 
Dis  Chest  55(3):  184-189,  1969. 

3780  NONINSTRUMENTAL  PERFORATIONS  OF 
THE  ESOPHAGUS.    (E.)    Wychulis,  A.  R. 

(Mayo  Clin.,  Rochester,  Minn.),  R.  S.  Fontana  and  W.  S. 
Payne.  Dis  Chest  55(3):  190-196,  1969. 

3781  CHEMICAL  BURNS  OF  THE  ESOPHAGUS 
AND  STOMACH.    (Rus.)    Fishchenko,  A.  la. 

(N.  I.  Pirogov  Med.  Inst.,  Vinnitsa,  USSR)  and  I.  G. 
Nazarenko.   Khirwgiia  (Moskva)  45(2): 29-33,  1969. 

3782  TRAUMATIC  ESOPHAGOTRACHEAL  FISTULAS. 

(Ger.)    Zukschwerdt,  L.  (Surg.  Qin.,  U.  Hamburg, 
Germany),  K.  Horatz  and  E.  Zopff.    Thoraxchirurgie  16(4): 
300-307,  1968. 

3783  OBSTRUCTION  OF  AN  ESOPHAGEAL  ANAS- 
TOMOSIS.   (Rus.)    Kharitonov,  L.  G.  (Cent.  Clin. 

Hosp.,  Moscow,  USSR).    Grudn  Khir  ll(l):92-98,  1969. 

3784  RETROSTERNAL  ESOPHAGOPLASTY.    (Rus.) 
Blinova,  A.  A.  (Munic.  Hosp.  No.  23,  Novosibirsk, 

USSR).   Khirurgiia  (Moskva)  45(2):21-27,  1969. 

3783  DRUG  TREATMENT  OF  SOME  ESOPHAGEAL 

STENOSES.   (Sp.)    Ramos,  P.    Or  Or  35(4): 
359-363,  1967. 


3786 
1967 
3787 


ENDOSCOPY  IN  ESOPHAGEAL  STENOSES. 

(Sp.)    Tapia  Acuna,  R.    Or  Or  35(4):  355-357, 


PATHOLOGICAL  ANATOMY  OF  ESOPHAGEAL 
STENOSES.   (Sp.)    Reyes  Mota,  A.   Or  Or 
35(4):351-354,  1967. 

3788  HIATUS  HERNIA:    CLINICAL  STUDY  OF  89 

CASES.   (Por.)    Vasconcellos,  D.  and  T.  B.  Novais. 
Hospital  (Rio)  72(5):  1435-1450,  1967. 
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3789  SYMPOSIUM  ON  ESOPHAGEAL  STENOSES: 
GENERAL  CONCEPTS  AND  CLINICAL  SYN- 
THESIS.  (Sp.)    Zuckermann,  C.    Qr  Cir  35(4):  347-350,  1967. 

3790  IDIOPATHIC  DILATATION  OF  THE  ESOPH 
AGUS  ACCOMPANIED  BY  MALIGNANT 

TRACHEOESOPHAGEAL  FISTULA:    REPORT  OF  A  CASE. 

(Jap.)   Okimura,  T.  (Kanazawa  Natl.  Hosp.,  Japan)  and  K. 
Uchida.  Iryo  22(3): 374-379,  1968. 


3791  ESOPHAGOTRACHEOBRONCHIAL  FISTULAS 
IN  ADULTS.    (Ger.)    Kothe,  W.  (Surg.  Clin.,  Karl 

Marx  U.,  Leipzig,  Germany)  and  H.  Wolff.   Zbl  Chir  93(15): 
541-546,  1968. 

3792  LEIOMYOMA  OF  THE  ESOPHAGUS  AND 
HIATUS  HERNIA.    [CASE  REPORT]    (Gr.) 

Papamflchail,  E.  and  I.  Giannakopoulos.  Acta  Chir  Hellen 
95(l):58-62,  1968. 


See  also:    3472,3640,3646,3655,3673,3685,3686,3709,3721,3724,3725,3726,3728,4054 
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(Gastric  ulcer  is  placed  with  peptic  ulcer) 


3793  THE  EARLY  CARCINOMA  OF  THE  STOMACH, 

WITH  SPECIAL  REFERENCE  TO  ITS  SURGICAL 
TREATMENT.    (E.)    Ishikawa,  K.   Bull  Soc  Int  Chir  n{(,y. 
542-545,  1968. 

During  the  last  10  years,  127  cases  of  superficial  carcinoma 
(15%  of  the  gastric  carcinomas)  were  gastrectomized.    Only  the 
gastric  mucosa  was  involved  in  about  half.    Histology  showed 
lymph  node  metastases  in  7%  of  the  62  mucosal  cancers  and 
in  27%  of  the  65  submucosal  cancers.    Twenty-five  cases  were 
believed  benign  preoperatively  and  29  as  benign  during  the 
operation.    Reoperation  and  resection  of  the  stump  was  per- 
formed in  8  because  cancer  tissue  was  detected  close  to  the 
gastric  section.   Of  210  gastric  resections  for  superficial  car- 
cinoma the  survival  rate  was  86%  and  for  gastric  cancer  in 
general  it  was  25-30%.    Recurrence  occurred  in  7  cases  of 
mucosal  cancer  without  lymph  node  metastases.    In  14,  death 
occurred  within  3  yr  after  surgery.    Radical  gastrectomy  with 
lymph  node  dissection  is  the  treatment  of  choice. 

3974  HAEMATEMESIS  AND  MELENA:    A  REVIEW 
OF  326  CASES.    (E.)    Balasegaram,  M.  (Gen. 

Hosp.,  Seremban,  Malaysia).   Med  J  Aust  l(12):485-488,  1968. 

During  a  4-yr  period,  220  patients  with  hematemesis  and  106 
with  melena  were  hospitalized.   The  bleeding  was  due  to  peptic 
ulceration  (duodenal  110,  gastric  83,  stomal  2,  acute  erosion 
11),  esophageal  varices  41,  carcinoma  of  the  stomach  11,  drug 
reaction  6,  chronic  gastritis  3,  miscellaneous  causes  21,  and 
undetermined  38.    Twenty  of  the  110  patients  with  duodenal 
ulcers  were  over  60  years  and  4  were  women.    Twenty  of  the 
83  gastric  ulcer  patients  were  over  60  years  of  age  and  8  were 
women.    Chinese  and  Indian  patients  accounted  for  almost 
twice  the  number  expected  from  their  frequency  in  the  popu- 
lation.   All  but  1  of  the  41  esophageal  varices  were  in  males 
and  30  were  in  those  below  the  age  of  50.    In  5  of  the  6  drug- 
related  cases  there  was  a  history  of  aspirin  ingestion  and  in  the 
other  cortisone  therapy.    Of  the  entire  326  patients,  155 
(47.5%)  had  some  form  of  emergency  surgery.    Seven  of  the 
peptic  ulcer  group  (1  duodenal,  6  gastric)  died  as  did  8  with 
bleeding  varices,  1  with  cancer  of  the  stomach  and  2  with 
bleeding  from  undetermined  sites.    Emergency  radiological 
studies  were  safe  and  were  90%  accurate  in  duodenal  ulcer 
diagnosis. 

3975  RADIOLOGIC  ASSESSMENT  OF  LYMPHO- 
SARCOMA OF  THE  STOMACH  IN  CHILDREN. 

(E.)    Lukomski,  E.  (Med.  Acad.,  Poznan,  Poland)  and  J. 
Alkiewicz.   Pol  Rev  Radiol  Nuclear  Med  22(1):  7-11,  1968. 

A  case  of  lymphosarcoma  of  the  stomach  in  a  6-yr-old  child 
presenting  with  epigastic  mass  and  pain,  hematemesis,  tarry 
stools  and  peripheral  node  involvement  is  discussed.   This  rare 
lesion  in  children  appeared  radiologicaUy  as  a  gastric  defect 
surrounded  by  a  thin  layer  of  contrast  medium  extending  from 
the  angle  of  the  stomach  to  the  pylorus.  Destructive  mucosal 
lesions  were  observed  in  the  defect.    Removal  of  three-fourths 
of  the  stomach  and  the  adjacent  lymph  nodes  provided  the 
histologic  diagnosis.    Survival  time  from  the  onset  of  symptoms 
was  6  months. 


3796  IS  GASTRECTOMY  OR  RESECTION  OF  THE 

CARDIA  FOR  ADVANCED  CANCER  OF  THE 
STOMACH  STILL  JUSTIFIABLE  AS  A  LAST  RESORT  PRO- 
CEDURE?   (Ger.)    Raring,  R.  (Surg.  Clin.,  Free  U.  Berlin, 
Germany),  H.  Kotlorz  and  D.  Xanthakos.   Langenbeck  Arch 
Klin  Chir  320(2-3):  126-136,  1968. 

Of  175  patients  with  advanced  cancer  of  the  stomach,  121 
had  gastrectomy  with  an  operative  mortality  of  39  (32.2%) 
and  54  an  abdominothoracic  resection  of  the  cardia  with  an 
operative  mortality  of  1 3  (24%)  for  a  total  operative  mortality 
of  52  of  175  (29.7%).    In  146  (83.4%)  simultaneous  splenec- 
tomy was  performed  in  36  (20%)  removal  of  other  organs  (e.g., 
tail  of  the  pancreas,  colon,  or  left  lobe  of  the  Uver).    Most  pa- 
tients were  over  50  yr;  the  frequency  peak  was  61-70.    Although 
these  patients  were  in  advanced  stages  of  their  disease,  and  the 
operative  mortaUty  (29.7%)  seems  high,  a  comparison  with  the 
operative  risks  of  palliative  procedures  applied  to  a  group  of 
156  patients  in  comparable  stages  of  disease,  showed  an  opera- 
tive mortaUty  for  exploratory  laparotomy  of  23.2%  (17  of 
73),  for  gastroenterostomy  of  42.1%  (8  of  19),  fistula  opera- 
tions 27.2%  (9  of  33)  and  enteroplasties  22.5%  (7  of  31)  for 
a  total  operative  mortality  rate  of  26.2%  (41  of  156).   The 
value  of  the  'last  resort'  procedures  of  gastrectomy  and  total 
extirpation  was  further  seen  in  survival  time:    25%  survived 
1  yr,  6%  3  yr  and  3%  5  yr  while  of  those  treated  palliatively 
80%  died  in  6  months  and  only  a  few  survived  1  yr.    Removal 
of  the  tumor  also  brings  the  patient  symptomatic  reUef. 
3797  ANTIPERISTALTIC  SEGMENTS  OF  JEJUNUM 

IN  THE  TREATMENT  OF  THE  DUMPING 
SYNDROME.    (E.)    Stemmer,  E.  A.  (U.  California,  Irvine), 
S.  A.  Jones,  S.  C.  Pearson  and  J.  E.  Connolly.  Arch  Surg 
(Chicago)  98(4): 396-405,  1969. 

In  a  4  year  period,  10  patients  with  severe  symptoms  following 
peptic  ulcer  surgery  had  4  to  6  cm  antiperistaltic  segments  of 
jejunum  interposed  between  the  stomach  and  duodenum. 
The  segment  of  jejunum  was  mobilized  on  a  vascular  pedicle 
1  to  2  feet  from  the  ligament  of  Treitz.    Rapid  small  bowel 
transit  time  demonstrated  roentgenographically  and/or  abnormal 
glucose  tolerance  curves  were  present  along  with  diarrhea  and 
weight  loss  in  all  the  patients.    Four  patients  (2  vagotomy  and 
pyloroplasty  (V  +  P),  1  gastrectomy,  1  vagotomy  and  gastrec- 
tomy) obtained  complete  relief  during  their  5  to  24  month 
follow-up.    Two  patients  (V  +  P)  had  very  good  reUef  during 
an  8  to  48  month  foUow-up.    Three  patients  (2  V  +  P,  1  vagot- 
omy and  antrectomy)  had  good  results  with  only  occasional 
and  mild  symptoms  during  a  6  to  24  month  foUow-up.   One 
patient  (gastrectomy)  was  symptomatic  to  the  same  extent 
post-interposition  as  before. 

3798  PARTLVL  OR  TOTAL  GASTRECTOMY  FOR 

ADENOCARCINOMA  OF  THE  CARDIA.    (E.j 
Kock,  N.  G.  (Sahlgrenska  Sjukhuset,  U.  Gothenbuig,  Sweden), 
E.  Lewin  and  S.  Pettersson.   Acta  Chir  Scand  135(4): 340-344, 
1969. 

A  10  year  review  of  46  patients  (24  men,  22  women,  maximal 
incidence  in  the  7th  decade)  with  adenocarcinoma  of  the  cardia, 
who  underwent  surgical  removal  of  the  tumor  showed  an 
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)perative  mortality  of  28%.   The  5-year  survival  rate  was  22% 
br  the  total  material,  and  30%  for  the  33  patients  who  sur- 
ived  the  operation.    Two  principally  different  types  of  opera- 
ion  were  performed:    Proximal  gastric  resection  including  re- 
iection  of  the  esophagus  in  17  patients,  and  total  gastrectomy 
vith  resection  of  the  esophagus  in  29  patients.    None  of  the 
)atients  who  underwent  a  proximal  gastric  resection  survived 
i  years,  while  10  patients  on  whom  a  total  gastrectomy  was 
jerformed  lived  more  than  5  years.    Tumor  infiltration  was 
bund  near  the  edge  of  the  proximal  or  distal  resection  lines 
n  3  of  the  proximal  gastric  resections  but  no  such  infiltration 
vas  found  in  the  gastrectomies.    Infiltration  beyond  the  re- 
action border  was  found  in  the  periphery  of  the  tumor  in  5 
)f  the  17  cases  after  gastric  resection,  and  in  6  of  29  cases 
ifter  total  gastrectomy.    Forty  per  cent  of  the  9  patients 
vithout  nodal  metastases  lived  5  years  while  only  16%  of  the 
J7  patients  with  nodal  metastases  lived  5  years. 

>799  ENDOSCOPIC  STUDY  OF  PROTRUDED  TYPE 

OF  EARLY  GASTRIC  CANCER.    (Jap.) 
-ukutomi,  H.  (Natl.  Cancer  Ctr.  Hosp.,  Tokyo,  Japan).   Iryo 
U(8):940-946,  1967. 

larly  cancer  is  defined  as  a  cancerous  invasion  limited  to  the 
nucous  and  submucous  layers  and  is  classified  in  5  types, 
between  1962  and  1966,  162  cases  were  seen:    102  cases  of 
idenomatous  polyp,  16  of  submucosal  tumor,  28  of  early 
ancer  stage  1,  6  of  early  cancer  stage  Ila,  and  10  cases  of 
;tage  11a  +  lie.    If  examination  with  a  gastrocamera  is  carried 
)ut  properly  the  risk  of  missing  stage  1  lesions  is  low,  but  the 
lifferentiation  of  benign  fiom  malignant  lesions  is  difficult. 
3f  the  polypous  lesions  more  than  2  cm  in  diameter,  72%  were 
nalignant.    Unevenness  of  the  surface,  broad-based  hemorrhage 
md  central  depressions  suggest  maUgnancy.    Redness  is  not 
iiagnostic  per  se;  pale,  color  and  surface  are  often  malignant, 
iound  or  oval  configurations  are  often  benign  and  long  worm- 
ike  or  map-like  shapes  are  often  malignant.    The  height  of  the 
jastric  mucosa  is  often  is  less  than  the  thickness  in  type  Ila 
vhich  is  rarely  found  in  its  pure  form,  but  is  usually  combined 
vith  other  types  (e.g.,  lie).    In  cases  difficult  to  differentiate, 
flberscopic  biopsy  is  necessary. 

3800  GASTRIC  CANCER.    (CLINICAL-SURGICAL 

STUDY  OF  300  CASES).    (Sp.)    Jaramillo 
Antillon,  J.  (Social  Security  Hosp.,  San  Jose,  Costa  Rica)  and  M. 
\guflar  Bonilla.   Rev  Med  Costa  Rica  24(403):437-457,  1967. 

\  study  of  the  mortality  rates  for  gastric  cancer  in  Central 
America  during  the  period  1951-1967  showed  that  Costa  Rica 
tiad  the  highest  rate.    Three  hundred  cases  of  gastric  carcinoma 
were  confirmed  by  surgery  or  at  autopsy.    Of  these  248  were 
males  and  52  were  females.    The  average  age  was  55  yr  and 
the  range  23-87  yr.    Nineteen  per  cent  of  the  patients  had 
cancer  in  their  famihes;  9%  had  gastric  cancer.    Of  the  300  pa- 
tients 63%  had  tumors  in  the  antropyloric  region.    The  clinical 
findings  were:    anemia,  epigastric  pain;  weight  loss,  meteorism, 
hyperorexia,  anorexia  and  vomiting.    Gastric  cancer  was  found 
to  be  most  frequent  in  persons  with  blood  group  A.    Treatment 
in  55%  of  the  cases  was  by  subtotal  gastrectomy.    Mortality 
was  highest  in  males.    The  high  gastric  cancer  mortality  rate 
is  attributed  to  late  diagnosis  and  inadequate  surgical  proce- 
iures.    It  is  recommended  that  patients  with  symptoms  sugges- 
tive of,  but  not  radiologically  confirmed,  gastric  tumors  have 


periodic  checks  with  X-ray.  Because  there  is  a  high  incidence 
of  peptic  ulcer  transformation  into  a  malignancy,  it  is  recom- 
mended that  peptic  ulcer  patients  showing  no  clinical  or  radi- 
ological improvement  be  treated  surgically. 

3801  STUDIES  IN  THE  DUMPING  SYNDROME, 

IV.    EFFECT  OF  CALCIUM  THERAPY  ON 
CALCIUM  METABOLISM  AND  OSTEOPENIA  IN  GASTREC- 
TOMIZED  PATIENTS.    (E.)    Arman,  E.  (Karolinska  Hosp., 
Stockholm,  Sweden)  and  P.  Reizenstein.  Amer  J  Dig  Dis 
14(3):153-162,  1969. 

Calcium  metaboUsm  was  studied  in  8  gastrectomized  patients 
(7  males  and  1  female,  49-70  yr  of  age),  7  of  whom  had  skeletal 
pain.    The  amount  of  pain  was  directly  related  to  the  degree  of 
malabsorption  and/or  malnutrition,  and  the  level  of  serum  al- 
kaline phosphatase  to  the  diarrhea  and  steatonhea.   The  pa- 
tients received  a  total  of  150-550  g  of  calcium  orally  for  2-6 
months.    Following  treatment  3  patients  reported  less  back 
pain,  but  7  had  moderate  gustatory  and/or  gastrointestinal 
discomfort.    Retention  of  oral  47 Ca  was  significantly  increased 
prior  to  treatment  and  normalized  afterwards.    The  amount  of 
bone  salt  in  the  hands  and  feet  of  the  patients  was  significantly 
lower  than  for  24-yr-old  controls  and  slightly  less  than  for  80- 
yr-old  controls.    Treatment  did  not  increase  the  amount  of 
measurable  bone  salt;  therefore,  the  possibility  exists  that  treat- 
ment was  not  optimal. 


3802  CLINICAL  EXPERIENCE  WITH  A  NEW  ANTI- 

BLASTIC  DRUG:    ORTHO-MERPHALAN. 
(MEROPHAN)    I.    EFFECTS  IN  PATIENTS  WITH  ADVANCED 
GASTRIC  CARCINOMA.    (It.)    Gardini,  G.  F.  (Consultorio 
Previdenza  Oncologico  "F.  Addarii",  Bologna,  Italy),  S.  Peretti, 
S.  CasteUari  and  C.  Maltoni.    Cancro  21(2):91-99,  1968. 

Ortho-Merphalan  was  administered  p.o.  (8-12  mg/day)  or  i.v. 
(32  mg  in  2  doses  of  16  mg  each  or  4  of  8  mg  each)  to  23 
patients  (22  with  gastric  carcinoma,  1  with  gastric  reticulo- 
sarcoma).    The  period  of  therapy  and  the  total  dose  admin- 
istered were  in  a  wide  range  because  of  drug  intolerance,  refusal 
to  continue  therapy,  or  the  death  of  the  patient.    In  7  patients 
(30.43%)  a  partial  remission  (more  than  4  weeks)  was  observed, 
radiologically  and  clinically  confirmed;  5  of  them  survived  for 
more  than  1  yr.    In  11  patients  (47.82%)  a  subjective  improve- 
ment was  observed.    Toxic  effects  were  seen  in  the  liver:    fatty 
degeneration,  necrobiosis,  and  necrosis.    Leukopenia  was  ob- 
served in  78%;  thrombocytopenia  in  13%;  nausea  in  10%.    Only 
2  patients  were  still  alive  148  and  103  weeks  after  the  begin- 
ning of  treatment. 

3803  TOXIC  SUBSTANCES  IN  CARCINOMA.    V. 

A  STUDY  OF  THE  EFFECT  OF  TOXIC  AMINES 
IN  CANCER  ON  LIVER  FUNCTION.    (Jap.)    Ishigaki,  K. 
(Med.  Fac,  U.  Hirosaki,  Japan).   Hirosaki  Med  J  19(3/4):  131- 
151,  1967. 

3804  STUDIES  ON  MALIGNANT  TUMORS  AND 
ANEMIA.    V.    IMMUNOLOGICAL  STUDY  OF 

THE  COMMON  ANTIGENICITY  BETWEEN  ANEMIA-IN- 
DUCING SUBSTANCES  IN  THE  GASTRIC  JUICE  OF  CAN- 
CEROUS STOMACHS  AND  IN  THE  HUMAN  PLACENTA. 
(Jap.)    Numata,  T.  (Med.  Fac,  U.  Hirosaki,  Japan).   Hirosaki 
Med/19(l):99-118,  1967. 
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3805  STUDIES  ON  MALIGNANT  TUMORS  AND 
ANEMIA.    VI.    THE  EFFECT  OF  THE 

ANEMIA-INDUCING  SUBSTANCE  FROM  THE  TISSUE  OF 
GASTRIC  CANCER  ON  THE  OSMOTIC  FRAGILITY  OF 
RABBIT  RED  CELLS  IN  VITRO.    (Jap.)    Yamagata,  N. 
(Med.  Fac,  U.  Hirosaki,  Japan).   Hirosaki  Med  J  19(3/4):488- 
498,  1967. 

3806  STUDIES  ON  MALIGNANT  TUMORS  AND 
ANEMIA.    VII.    STUDY  OF  THE  ANTIANEMIC 

SUBSTANCE  IN  THE  TISSUE  OF  GASTRIC  CARCINOMA. 

(Jap.)     Yamagata,  N.  (Med.  Fac,  U.  Hirosaki,  Japan),  S. 
Kitajima,  M.  Ariumi  and  K.  Shindo.   Hirosaki  Med  J  19(3/4): 
499-504,  1967. 

3807  ACUTE  DILATATION  OF  THE  STOMACH 
FOLLOWING  SURGERY  ON  THE  DIGESTIVE 

TRACT.    (Gr.)    Nousias,  M.  (People's  Hosp.,  Athens,  Greece), 
N.  Khasos,  A.  Poullis  and  P.  Linara.    Galenus  9(5):269-279, 
1967. 

3808  CARCINOMA  OF  THE  GLANDULAR  STOMACH 
OF  MICE  [INDUCED]  BY  INSTILLATION  OF 

4-NITROQUINOLINE  1-OXIDE.    (E.)    Mori,  K.  (Sch.  Med., 
Showa  U.,  Tokyo,  Japan).    Gann  58(4): 377-387,  1967. 

3809  CANCER  OF  THE  GASTRIC  STUMP  FOLLOW- 
ING RESECTION  FOR  PEPTIC  ULCER.    (Pol.) 

Bednaizewski,  J.  (1st  Clin.  Int.  Dis.,  Acad.  Med.  Lublin, 
Poland)  and  H.  Florkiewicz.   Pol  Tyg  Lek  24(25):  964-966, 
1969. 

3810  ARTERIOVENOUS  FISTULA  IN  THE  ANTE- 
RIOR PANCREATIC  ARCH  FOLLOWING 

GASTRIC  RESECTION.    (Ger.)    Rueff,  F.  L.  (Surg.  CUn.,  U. 
Munich,  Germany),  R.  Bedacht,  H.  M.  Becker  and  H.  G. 
Heinze.   Munchen  Med  Wschr  111(4):185-189,  1969. 

3811  GASTRIC  PAPILLOMA.    (Sp.)    Molins  Benedetti, 
M.  (Fac.  Med.  U.  Barcelona,  Spain)  and  J.  M. 

Albiol  Bosch.   An  Med  [Cir]  55(l):31-36,  1969. 

3812  ENDOSCOPY  IN  JAPAN  WITH  SPEQAL 
REFERENCE  TO  DETECTION  OF  GASTRIC 

CANCER.   (E.)    Kasugai,  T.  (Aichi  Cancer  Ctr.  Hosp.,  Nagoya, 
Japan).    Gastroint  Endosc  15(4):204-205,  1969. 


3816  HYPERTROPHIC  HYPOSECRETORY  GASTRO- 
PATHY.    A  CASE  REPORT.    (E.)    Brown,  W.  G. 

(Dept.  Pathol.,  Texas  Med.  Qr.,  Houston)  and  M.  W.  Van  Pelt. 
Cancer  23(5):  1163-1 170,  1969. 

3817  THE  SURVIVAL  TIME  OF  CANCER  PA- 
TIENTS:   CONSIDERATIONS  ON  A  CASE 

OF  STOMACH  CANCER  WITH  A  SURVIVAL  OF  20  YEARS. 

(Ger.)    Mikhailov,  M.  L.  (Qm.  Int.  Dis.,  U.  Sofia,  Bulgaria). 
Med  Welt  20(10):  5 13-5 16,  1969. 

3818  SUBACUTE  GASTRIC  DILATATION  IN  AIR 
EVACUATED  COMBAT  INJURIES.    (E.) 

Duncan,  J.  W.  (Naval  Hosp.,  San  Francisco,  Calif.)  and  R.  F. 
Milnes.   Milit  Med  134(l):57-58,  1969. 

3819  STOMACH  CANCER.    (Por.)    VasconceUos,  D. 
(Inst.  Gastroent.,  Recife,  Brazil),  F.  Lima  Castro, 

R.  Knecht  and  E.  Chaves.   Hospital  (Rio)  74(1):  15-19,  1968. 

3820  TWENTY  YEARS'  EXPERIENCE  IN  THE 
SURGICAL  TREATMENT  OF  SPASTIC-HYPER- 
TROPHIC  PYLORIC  STENOSIS.    (Ger.)    Fackert,  S.  (Pediat. 
Clin.,  Munic.  Hosp.,  Mannheim,  Germany).   Zbl  Chir  93(31): 
1052-1054,  1968. 

3821  STUDY  OF  THE  REACTIVITY  OF  THE 
REGIONAL  LYMPH  NODES  IN  NEOPLASMS 

OF  THE  STOMACH.  (It.)  Battezzati,  M.  (Inst.  Gen.  Surg. 
Qin.,  U.  Genoa,  Italy),  I.  Donini  and  B.  Borreani.  Gazz  Int 
Med  Chir  73(3):191-208,  1968. 

3822  MALIGNANT  LYMPHOMA  OF  THE  STOMACH 
TREATED  WITH  ENDOXAN  AND  TOYO- 

MYCIN:  REPORT  OF  A  CASE.  (Jap.)  Terasaki,  T.  (2nd 
Tokyo  Natl.  Hosp.,  Japan),  M.  Tamaki,  T.  Kitajima  and  S. 
Matsumoto.   Iryo  22(4):525-530,  1968. 

3823  CARCINOMA  OF  THE  STOMACH  AND  ITS 
TREATMENT.    (Gr.)    Khrysospathis,  P.  Acta 

Chir  Hellen  95(2):189-228,  1968. 

3824  GASTRIC  ADENOMA  (POLYP)  IN  A  FOUR- 
YEAR-OLD  CHILD:    SURGICAL  PATHOLOGY. 

[CASE  REPORT]    (E.)    Brown,  W.  G.  (Hermann  Hosp., 
Houston,  Texas)  and  E.  Van  Santen.   Med  Rec  Ann  61(2): 
47-48,  1968. 


3813  MENETRIER'S  DISEASE-GIANT  FOLD 
GASTRITIS.   (E.)    Schindler,  R.    Gastroint 

Endosc  15(4):206-207,  1969. 

3814  PERNICIOUS  ANAEMIA  AS  A  CAUSE  OF 
DIARRHOEA.    (E.)    Urban,  E.  (U.  Colorado  Med. 

Ctr.,  Denver)  and  J.  B.  Solomon.   Med  J  Aust  l(10):503-505, 
1969. 

3815  BILIOUS  VOMITING  AFTER  GASTRIC 
SURGERY.    (E.)    Torrance,  H.  B.  (Manchester 

Royal  Infirm.,  England)  and  A.  Watson.   J  Roy  Coll  Surg 
Edinb  14(3):  161-164,  1969. 


3825  COMBINED  CONGENITAL  GASTRIC  AND 
DUODENAL  OBSTRUCTION:    PITFALLS  IN 

DIAGNOSIS  AND  TREATMENT.    [CASE  REPORT]    (E.) 

Haller,  J.  A.  Jr.  (Johns  Hopkins  Hosp.,  Baltimore,  Md.)  and 
J.  L.  CahiU.   Surgery  63(3): 503-506,  1968. 

3826  ECCENTRIC  PYLOROPLASTY  FOLLOWING 
EXPLORATORY  GASTRODUODENOTOMY. 

(E.)    Imparato,  A.  M.  (New  York  U.  Med.  Ctr.,  N.  Y.)  and 
E.  L.  Hanson.   Surg  Gynec  Obstet  126(3):605-607,  1968. 

3827  A  NEW  DEVICE  FOR  LONG  TERM  MAIN- 
TENANCE OF  GASTRIC  STOMA.    (E.) 
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Reinhold,  R.  B.  (Child.  Hosp.  Med.  Ctr.,  Boston,  Mass.). 
Surg  Gynec  Obstet  126(3):603-604,  1968. 

3828  CICATRICIAL  DEFORMATION  OF  THE  BILE 
DUCT  AFTER  GASTRIC  RESECTION  AND 

ITS  SURGICAL  CORRECTION.    (Rus.j    Zavgorodnii,  L.  G. 
(Gorki  Med.  Inst.,  Donetsk,  USSR)  and  A.  F.  Gredzhev. 
Klin  Khir  (Kiev)  (5):42-45,  1968. 

3829  HYPERTROPHIC  PYLORIC  STENOSIS 
APPEARING  BELATEDLY  IN  INFANTS  AND 

YOUNG  CHILDREN.    (Fr.)    Couvreur,  J.  (Trousseau  Hosp., 
Paris,  France)  and  J.  Gerbeaux.   Pediatric  23(4):  397-403,  1968. 

3830  CHRONIC  AND  RECURRENT  VOLVULUS  OF 
THE  STOMACH  WITH  LATE  RESULTS  OF 

"COLONIC  DISPLACEMENT".    (E.)    Tanner,  N.  C.  (Charing 
Cross  Hosp.,  London,  England).   Amer  J  Surg  115(4):505-515, 
1968. 

3831  GASTRO-DUODENAL  JEJUNAL  TRANSPOSI- 
TION.   EXPERIENCE  WITH  ITS  USE  IN 

TREATING  POST-GASTRECTOMY  SYNDROME.    (Sp.) 
Arango  L.,  F.  (Fac.  Med.,  U.  Antioquia,  Medillin,  Colombia) 
and  J.  E.  Restrepo  G.   Antioquia  Med  18(5):  359-370,  1968. 

3832  ANTACIDS:    THEIR  USE  IN  STOMACH  SECRE- 
TION CONTROL.    (Fr.)    Maison,  E.   Sem  Ther 

44(5):321-323,  1968. 


3833 


3834 


GASTRIC  LEIOMYOMA.    (Sp.)    Zaragosi  Moliner, 
J.   Rev  Esp  Enferm  Apar  Dig  27(2):  301-310,  1968. 


A  GASTRO-JEJUNO-COLIC  FISTULA  TREATED 
BY  THE  PI-FIGUERAS  OPERATION.    (Sp.) 

Gonzalez  Abraldes,  R.  and  G.  Fernandez  Albor.    Galicia  Gin 

40(7):561-563,  1968. 

3835  MONOGRAPHIC  CLINICAL  SESSON  ON  PY- 
LORIC STENOSIS.    (Sp.)    Anonymous.  (Hermans 

Aznar  Ambulatory,  Madrid,  Spain).    Galicia  Clin  40(3):235-243, 
1968. 

3836  VAGOTOMY  AS  EMERGENCY  TREATMENT 
OF  SEVERE  HEMORRHAGE  DUE  TO  HEMOR- 
RHAGIC GASTROJEJUNITIS  IN  PATIENTS  PREVIOUSLY 
SUBJECTED  TO  GASTRECTOMY.    (It.)    Scalfi,  A.  (Munic. 
San  Paolo  Hosp.  Savona,  Italy),  R.  Natero  and  G.  B.  Ghigliazza. 
Osped  Ital  Chir  17(4):339-369,  1968. 

3837  SURGICAL  TREATMENT  OF  CONGENITAL 
PYLORIC  STENOSIS.    (Rm.)    Zolotukhin,  N.  A. 

Vestn  Khir  Grekov  100(6):89-90,  1968. 

3838  ULCERATED  GASTRIC  PLASMACYTOMA. 

(Rum.)    Jocu,  1.  (1.  Cantacuzino  Hosp.,  Bucharest, 
Romania).   Med  Intern  (Bucur)  20(6):747-756,  1968. 

3839  THE  HETEROGENEITY  OF  ANTIBODIES 
DIRECTED  AGAINST  THE  GASTRIC  MUCOSA 

AND  THYROID  CELLS  IN  PERNICIOUS  ANEMU  AND 


THYROID  DISORDERS.    (Fr.)    Cruchaud,  A.  (U.  Med.  CUn., 
Cantonal  Hosp.,  Geneva,  Switzerland).   Helv  Med  Acta 
34(6,  Suppl.  48):  110,  1968. 

3840  PERNICIOUS  ANEMIA  AND  STOMACH 
CANCER.    (Fr.)    Hemmeler,  G.  (Fac.  Med.,  U. 

Lausanne,  Switzerland).   Praxis  57(28):996-997,  1968. 

3841  PATHOGENESIS  OF  STOMACH  PERFORATION 
IN  THE  NEWBORN.    (Ger.)    Hasse,  W.  (Surg. 

Clin.,  Free  U.,  Berlin,  Germany),  S.  Grohme  and  J.  Waldschmidt. 
Chirurg  39(8):380-381,  1968. 

3842  HEARTBURN  OF  PREGNANCY.    INCIDENCE 
AND  PRELIMINARY  CLINICAL  TRIAL.    (E.) 

Briggs,  D.  W.  (Darlington  Mem.  Hosp.,  England).   Practitioner 
200(1198):824-827,  1968. 

3843  TOTAL  GASTRECTOMY  WITH  JEJUNAL 
INTERPOSITION:    THE  OPERATION  OF 

TOMODA.  (Sp.)  Garriz,  R.  A.  (Rawson  Hosp.,  Buenos  Aires, 
Argentina),  H.  Santangelo  and  J.  A.  Rodriguez  Martin.  Prensa 
Med  Argent  55(7):330-332,  1968. 

3844  SEROTONIN  AND  THE  DUMPING  SYNDROME: 
A  REAPPRAISAL.    (E.)    Jesseph,  J.  E.  (Ohio 

State  U.  CoU.  Med.,  Columbus).   Surgery  63(3):536-538,  1968. 

3845  AN  UNUSUAL  CAUSE  OF  MASSIVE  GASTRIC 
HEMORRHAGE  (CHORIOEPITHELIOMA). 

(Ger.)  Ansorge,  D.  (Surg.  Clin.,  U.  Rostock,  Germany).  Zbl 
Chir  93(14):510-514,  1968. 

3846  BENIGN  STOMACH  NEOPLASMS.    (Pol.) 
Konieczny,  L.  (Munic.  Hosp.,  Koszalin,  Poland) 

and  T.  Maiszalek.   Pol  Przegl  Chir  40(5):561-565,  1968. 

3847  THE  RADIOLOGICAL  PATTERN  OF  INTRA- 
THORACIC GASTRIC  DYSTOPY.    (Cz.) 

Ort,  J.  (Fac.  Gen.  Med.,  Charles  U.,  Prague,  Czechoslovakia), 
L.  Melinova  and  H.  Mostecky.  Rozhl  Tuberk  28(4):253-255, 
1968. 

3848  TEN  CASES  OF  BENIGN  GASTRIC  TUMORS 
AND  PSEUDOTUMORS.    (Sp.)    Allende,  D. 

(Natl  Clin.  Hosp.  "Profesor  Pedro  Vella",  Cordoba,  Argentina), 
N.  A.  Abraham,  R.  Amuchastegui,  E.  O.  Figueroa  and  A. 
Riberi.   Rev  Argent  Cir  14(3/4):61-63,  1968. 

3849  NECROSIS  OF  THE  GASTRIC  STUMP.    (Pol.) 
Soltysiak,  A.  (3rd  Surg.  Qin.,  Lodz,  Poland)  and 

T.  Zawadzki.   Pol  Przegl  Chir  40(4):311-313,  1968. 

3850  CANCER  OF  THE  GASTRIC  STUMP  CAUSED 
BY  BENIGN  LESIONS.    (Sp.)    Argonz,  V.  (Brit. 

Sanat.,  Rosario,  Argentina),  A.  Mon  and  L.  Torres.   Rev  Argent 
Cir  14(3/4):  64-66,  1968. 

3851  ACUTE  CHOLECYSTITIS  FOLLOWING  A 
PARTL4L  GASTRECTOMY.    (Pol.)    Soltysiak, 
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A.  (3rd  Surg.  Clin.,  Acad.  Med.  Lodz,  Poland),  J.  Berner  and 

B.  Janowski.   Pol  Przegl  Chir  40(4):314-316,  1968. 

3852  ACUTE  FIBRINOLYSIS  SYNDROME  IN 
STOMACH  CANCER.    (Rus.)    Zhavoronkova,  le. 

K.  (I.  P.  Pavlov  Inst.  Physiol.,  Leningrad,  USSR)  and  M.  S. 
Strunskaia.    Ter  Arkh  40(1):113-116,  1968. 

3853  EOSINOPHILIC  GRANULOMA  OF  THE 
STOMACH.   (Sp.)    Cid,  J.  M.  (Modem  Clin., 

Baradero,  Argentina)  and  C.  A.  Nogueras.   Rev  Argent  Or 
14(3/4):97-98,  1968. 


3854  THE  SPREAD  OF  GASTRIC  CANCER  TO  THE 
DUODENUM.   (Rus.)    Galandina,  T.  I.  Eksp 

Khir  Anest  I3(l):47-50,  1968. 

3855  SURGERY  FOR  CANCER  OF  THE  GASTRIC 
STUMP.    (Rus.)    Berezou,  lu.  le.  (N.  1.  Pirogov 

2nd  Moscow  Med.  Inst.,  USSR)  and  M.  D.  Lapin.    Grudn  Khir 
11(1):98-103,  1969. 

3856  EXPERIMENTAL  AND  CLINICAL  STUDIES  ON 
THE  ELECTRIC  ACTION  POTENTIALS  OF  THE 

STOMACH.   (E.)    Yanagisawa,  K.  (Jikei  U.  Sch.  Med.,  Tokyo, 
Japan).  Jikei  Med  J  14(l):23-24,  1967. 


3857  CARCINOMA  OF  THE  GLANDULAR  STOMACH 
OF  MICE  [INDUCED]  BY  4-HYDROXYAMINO- 

QUINOLINE  1-OXIDE.    (E.)    Mori,  K.  (Sch.  Med.,  Showa  U., 
Tokyo,  Japan)  and  A.  Ohta.    Gann  58(6):551-554,  1967. 

3858  STATISTICAL  OBSERVATIONS  ON  CASES 

OF  SURGICAL  GASTRIC  DISEASES  OPERATED 
AT  OUR  SURGICAL  DEPARTMENT  IN  THE  LAST  FOUR 
YEARS.   (Jap.)    Miyasaka,  S.  (Tonan  Hosp.,  Sapporo,  Japan) 
and  Y.  OchL   Med  J  Mutual  Aid  Ass  16(l):33-38,  1967. 

3859  STOMACH  LYMPHOSARCOMA  IN  A  7-YEAR- 
OLD  BOY.   (Pol.)    Kosicka,  M.  (1st  Clin.  Child. 

Dis.,  Acad.  Med.,  Poznan,  Poland)  and  J.  Alkiewicz.  Pol  Tyg 
Lek  24(8):  181-182,  1969. 

3860  CALQFICATION  IN  MUCINOUS  CELL  CAR- 
CINOMA OF  THE  STOMACH.   (E.)   Yamagiwa, 

H.  (Mie  Prefectural  U.  Sch.  Med.,  Tsu,  Japan),  K.  Itoh,  H.  Ito, 
T.  Takeuchi,  H.  Yoshimi  and  Y.  Haneda.  Mie  Med  J  17(1): 
47-55,  1967. 

3861  SPONTANEOUS  STOMACH  RUPTURE.    (Por.) 
Aquin,  C.  (Med.  Fac,  Fed.  U.  Ceara,  Brazil). 

Hospital  (Rio)  72(5):  1523-1531,  1967. 

3862  A  STUDY  OF  THE  SURGICAL  TREATMENT 
OF  TWO  GROUPS  OF  80  PATIENTS  WITH 

STOMACH  CANCER.   (Sp.)   Gama  Carpio,  J.  P.    Or  Or 
35(5):527-536,  1967. 


See  also:    3461,3464,3490,3495,3507,3525,3614,3626,3634,3640,3641,3644,3656,3659,3661,3673,3678,3681, 
3689,3715,3718,3724,3725,3726,3741,3744,3757,3781,3921,3924,3935,3997,4034,4065,4082 
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3863  EXPERIMENTAL  COMPARISON  OF  LACTATED 
RINGER'S  SOLUTION  AND  PLASMA  IN  THE 

TREATMENT  OF  INTESTINAL  OBSTRUCTION.    (E.) 

Williams,  R.  D.  (U.  Texas,  Med.  Branch,  Galveston),  T.  T. 
Huang,  J.  P.  Parks  and  M.  T.  Ohlms.   Amer  J  Surg  117(5): 
638-642,  1969. 

Mechanical  obstruction  was  surgically  induced  on  the  ileum  of 
26  mongrel  dogs  (32-50  pounds)  and  measurements  of  plasma 
volume  (serum  albumin  125i  dilution)  extracellular  fluid  volume 
(Na235s04  dilution)  and  electrolytes  were  made  before  ob- 
struction, 18  hr  after  obstruction,  and  after  i.v.  administration 
of  either  lactated  Ringer's  solution  (20  cc/pound)  or  plasma 
(10  cc/pound)  and  lactated  Ringer's  solution  (10  cc/pound). 
Six  animals  in  each  group  were  available  for  comparison.    The 
only  significant  difference  between  Ringer's  lactate  alone  and 
with  plasma  was  an  increase  in  urine  output  when  plasma  was 
given.   Experience  with  100  patients  with  obstruction  due  to 
adhesions  showed  that  plasma  did  not  significantly  lower  mor- 
tality. 

3864  PRIMARY  LYMPHOMA  IN  THE  SMALL 
INTESTINE:    PROBLEMS  OF  ROENTGENO- 
LOGIC DIAGNOSIS.    (E.)    Cupps,  R.  G.  (Mayo  CUn., 
Rochester,  Minn.),  J.  R.  Hodgson,  M.  B.  Dockerty  and  M.  A. 
Adson.   Radiology  92(6):  1355-1362,  1969. 

The  clinical,  pathologic  and  radiologic  features  of  46  patients 
(29  men  and  17  women)  with  histologically  verified  primary 
malignant  lymphoma  of  the  small  intestine  together  with  dif- 
ferential diagnoses  are  present.    Although  12  presented  similar, 
but  not  diagnostic,  roentgenographic  findings  (a  long,  aperistal- 
tic  segment  filled  with  an  amorphous  collection  of  diluted 
barium),  65%  were  indistinguishable  by  X-ray  from  other 
neoplastic  and  non-neoplastic  diseases  of  the  small  bowel. 
The  roentgenographic  appearance  of  several  types  of  lesions 
should  alert  the  examiner  to  the  possible  presence  of  lymphoma 
of  the  small  bowel:    1)  a  localized  area  of  aneurysmal  dibtation, 
2)  multiple  lesions,  and  3)  malignant  mucosal  destruction  in- 
volving a  long  segment  of  small  intestine. 

3865  HYPOTONIC  DUODENOGRAPHY.    (E.) 

Stage,  P.  (Rigshospitalet,  Copenhagen,  Denmark) 
and  L.  Banke.    Gut  10(6):428-432,  1969. 

A  new  radiological  technique,  hypotonic  duodenography,  which 
involves  duodenal  intubation,  barium  instillation  and  aspiration 
followed  by  air  insufflation  and  duodenal  paresis  due  to  oxy- 
phenonium  was  carried  out  on  99  patients  during  a  2  yr  period. 
Due  to  technical  difficulties  the  study  was  unsatisfactory  in  8 
of  the  103  examinations.    The  results  were  comparable  in  ac- 
curacy to  conventional  X-ray  techniques  in  the  investigation  of 
recurrent  ulcers  following  gastrectomies  in  8  of  12  such  pa- 
tients.   Hypotonic  duodenography  in  8  patients  who  had  under- 
gone choledochoduodenostomy  or  sphincteroplasty  showed 
retrograde  filling  of  the  choledochal  tract  in  all.    Choledochus 
concrements  suggested  by  filling  defects  in  3  patients  were 
verified  at  surgery.    There  was  1  case  of  cancer  of  the  pancreas 
and  4  other  incorrect  diagnoses  among  15  patients  in  whom 
the  technique  suggested  pancreatitis.    Three  patients  with  surgi- 
cally proven  chronic  pancreatitis  were  diagnosed  as  normal.    In 
45  patients  the  diagnosis  was  firm  and  operations  were  carried 
out  after  the  investigation. 


3866  SYSTEMIC  SCLEROSIS  AND  SMALL  BOWEL 
INVOLVEMENT.    (E.)    Bluestone,  R.  (Royal 

Postgrad.  Med.  Sch.,  London,  England),  M.  MacMahon  and 
J.  M.  Dawson.    Gut  10(3):185-193,  1969. 

The  structure  and  function  of  the  small  bowel  were  studied  in 
21  patients  (18  women,  mean  age  53  yr,  3  men,  mean  age  64 
yr)  with  systemic  sclerosis.   Twelve  had  radiological  small 
bowel  involvement;  6  of  these  had  mild  steatorrhoea  and  2  im- 
paired vitamin  B12  absorption.    The  diagnosis  of  small  bowel 
involvement  was  radiological.    Dilated  loops  of  duodenum  and 
jejunum  were  the  striking  abnormality  and  best  detected  by 
accurately  measuring  the  diameter  of  the  lumen.    Thickened 
folds,  'pseudodiverticula',  wire  spring-like  appearance,  disordered 
motility,  and  flocculation  were  found.    Small  bowel  bacterial 
colonization  may  account  for  the  steatorrhea  in  1  patient  and 
possibly  in  two.    There  was  no  correlation  between  duration, 
severity,  or  frequency  of  other  organ  involvement,  with  the 
exception  of  almost  invariable  esophageal  abnormaHty,  in 
those  patients  with  small  bowel  disease.    Systemic  sclerosis 
affects  the  small  bowel  frequently  and  often  early  in  the  course 
of  the  disease;  involvement  was  usually  occult. 

3867  OPERATIVE  TREATMENT  OF  TYPHOID 
PERFORATION  OF  THE  BOWEL.    (E.) 

Archampong,  E.  Q.  (Ghana  Med.  Sch.,  Accra).   Brit  Med  J 
3(5665):273-276,  1969. 

One  hundred  and  twenty-one  proved  cases  (91  males,  30  fe- 
males) of  typhoid  perforation  were  seen  in  a  3  yr  period;  the 
incidence  of  perforation  is  the  highest  recorded.    All  but  15 
patients  were  between  6  and  34  yr.    All  patients  were  treated 
by  laparotomy  with  closure  and  drainage  in  addition  to  anti- 
biotics.   Fewer  females  with  typhoid  fever  may  report  to  the 
hospital  and  then  only  when  seriously  ill.    Female  mortality 
was  33%,  male  22%  and  the  total  29.8%,  but  increased  to  76% 
when  operation  was  performed  after  the  fifth  day  of  perfora- 
tion. 

3868  THE  EFFECTS  OF  ENDOTOXINS  ON 
ENZYMES  AND  SUBSTRATES.    THE  PATHO- 
PHYSIOLOGY OF  ILEUS.    (Ger.j    Herfarth,  C.  (U.  Surg. 
Clin.  Marburg  a.d.  Lahn,  Germany),  G.  Brobmann  and  I. 
Staib.   Langenbeck  Arch  Klin  Chir  320(2/3):  146-154,  1968. 

Enzyme  determinations  were  made  in  liver  and  abdominal 
muscle  tissues  of  (unspecified)  animals  suffering  from  ileus 
after  the  administration  of  endotoxins  from  E.  colt    After  1 
dose  of  5000  7/kg  there  was  no  increase  in  serum  lactate  and 
pyruvate  6  hr  after  injection.    After  the  same  dose  and  an  8 
hr  interval,  lactase  activity  increased  significantly,  and  after 
10,000  7/kg  a  similar  increase  was  observed  together  with  an 
increase  in  the  lactase/pyruvate  ratio.    Doses  of  2000  7/kg  3 
times  caused  a  moderate  increase  in  lactase  activity  but  it 
was  only  with  3000  7/kg  3  times  that  the  increase  in  pyruvate 
and  lactase  activity  was  marked.    In  animals  with  ileus  there 
were  no  significant  alterations  in  lactate  or  pyruvate  activity 
in  48  hr  experiments.    No  significant  changes  were  observed  in 
in  lactate  dehydrogenase,  malate  dehydrogenase,  SGOT,  or 
aldolase  activity,  but  SGPT  and,  to  a  lesser  degree,  sorbitol 
dehydrogenase  showed  decreased  activity.    In  the  ileus  animals 
48  hr  after  treatment  Uver  lactate  dehydrogenase  showed  a 
statisticaUy  significant  increase  while  activity  in  muscle  remained 
constant. 
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3869  THE  EFFECTS  OF  ENDOTOXIN  ON  ELECTRO- 
LYTE CONCENTRATION  IN  LIVER  AND 

MUSCULATURE.   THE  PATHOPHYSIOLOGY  OF  ILEUS. 

(Ger.j    Staib,  I.  (U.  Surg.  Clin.,  Marbuig  a.d.  Lahn,  Germany), 
H.  Mikosch  and  C.  Herfarth.   Langenbeck  Arch  Klin  Chir 
320(2/3):  137-145,  1968. 

Female  white  rats  (200-360  g)  with  ileus  created  by  surgical 
ligation  (2  cm  proximal  to  the  ileocecal  juncture)  were  given 
5000/kg  once,  10,000/kg  once,  2000/kg  3  times,  3000/kg  4 
times,  E.  coli  endotoxin  i.p.  and  the  electrolytes  in  liver  and 
abdominal  muscle  measured  at  varying  times  after  injection. 
A  distinct  relationship  between  time  and  dose  was  demonstrated 
through  the  diminution  of  intracellular  potassium  concentration 
in  the  liver.   The  ability  of  the  liver  to  detoxify  endotoxin 
was  proven  by  the  small  or  nonexistent  changes  in  potassium 
in  liver  tissue  after  repeated  doses  at  a  sublethal  level.    Since 
bacteria  as  well  as  their  toxins  play  a  clear  role  in  the  clinical 
picture  of  ileus,  its  masking  by  antibiotics  should  be  carefully 
considered  when  evaluating  severity. 

3870  URINARY  CHOLECYSTOKININ  AND  aNTI- 
CHOLECYSTOKININ  IN  CHRONIC  DUODENI- 
TIS.  (It.)    Fontana,  G.  (Inst.  Spec.  Med.  Pathol.,  U.  Bologna, 
Italy),  G.  Gasbarrini,  P.  Azzaroli  and  P.  VezzadinL    G  Clin  Med 
48(12):1432-1448,  1967. 

Urinary  cholecystokmin  and  anticholecystokinin  were  deter- 
mined, using  biological  and  electrophoretic  methods,  before 
and  after  stimulation  with  corn  oil  and  sorbitol  in  12  patients 
with  chronic  duodenitis,  and  in  20  normal  subjects.    In  normal 
subjects  sorbitol  and  com  oil  increased  the  cholecystokinin 
activity  more  than  twice,  and  reduced  for  about  40%  the  anti- 
cholecystokinin activity  by  about  40%  within  2  hr.   These 
values  did  not  differ  significantly  from  those  obtained  in 
subjects  with  chronic  duodenitis.    In  2  cases  cholecystokinin 
activity  was  clearly  lower  than  the  minimum  normal  values. 
This  could  have  been  due  to  a  lower  response  of  the  duodenal 
mucosa,  affected  by  inflammatory  changes,  to  the  stimulating 
agents. 

3871  RECENT  PROGRESS  IN  DISEASES  OF  THE 
SMALL  INTESTINE.    (E.)    MacMahon,  A. 

(United  Oxford  Hosp.,  England)  and  D.  Hubble.    Pp.  198-210 
in  Progress  in  Pediatric  Radiology,  Vol.  2.    Kaufmann,  H.  J., 
Ed.    Basel,  Karger,  1969.    404  pp. 

3872  THE  RADIOLOGICAL  APPROACH  TO  THE 
DIAGNOSIS  OF  MECKEL'S  DIVERTICULUM 

DURING  INFANCY.   (E.)    Forlier-Beaulieu,  M.  (Child.  Dis. 
Hosp.,  Paris,  France),  P.  Cahumont,  M.  Labrune  and  D.  M. 
Goldlust.    Pp.  303-316,  in  Progress  in  Pediatric  Radiology, 
Vol.  2.   Kaufmann,  H.  J.,  Ed.  Basel,  Karger,  1969.    404  pp. 

3873  ILEO-CAECAL  TUBERCULOSIS:    A  STUDY 
OF  SEVENTY  CASES.    (E.)    Fernandez,  F.  L. 

(Santo  Tomas  U.  Hosp.,  Manila,  Philippines)  and  S.  Z.  Alvarez. 
Santo  Tomas  J  Med  22(6):376-379,  1967. 

3874  MECKEL'S  DIVERTICULUM.   (Gr.j    Petridis, 
P.  A.  (Greek  Comm.  Hosp.,  Cairo,  Egypt). 

Acta  Chir  Hellen  95(1):  34-47,  1968. 


3875  A  CASE  OF  ACUTE  ABDOMEN  CAUSED  BY 
INFLAMMATION  OF  AN  ILEAL  DUPLICATION. 

(It.)    Randone,  P.  B.  (S.  Annunziata  Munic.  Hosp.,  Taranto, 
Italy).    G  Ital  Chir  23(6):981-990,  1967. 

3876  SMALL  INTESTINE  TRANSPLANTATION: 
SURGICAL  TECHNIQUE  AND  FUNCTIONAL 

EXPLORATION.   (Sp.)   Grenier,  J.  F.,  D.  Adriansen,  G. 
Santizo-Lepe,  L.  Michel,  J.  Kachelhoffer,  R.  Alvarez  Cordero 
and  A.  G.  Weiss.  Acad  Peru  Or  20(1):  15-20,  1967. 

3877  EXPERIENCES  WITH  MECKEL'S  DIVERTICU- 
LUM.  (E.)    Schiicke,  C.  P.  (Dept  Surg., 

Rockwood  Clin.,  Spokane,  Wash.)  and  E.  V.  Johnston.   Surg 
Gynec  Obstet  126(l):91-93,  1968. 

3878  DOWN'S  SYNDROME  (MONGOLISM).    AN 
ELECTRON-MICROSCOPE  STUDY  OF  MU- 
COSA FROM  THE  SMALL  INTESTINE.   (Ger.)    Saxl,  O. 
(Res.  Inst.  Pediat.,  Brno,  Czechoslovakia),  J.  Tichy,  M.  Hradsky 
and  V.  Hrstka.   Z  Gastroent  6(1):  11-18,  1968. 

3879  HISTOPATHO LOGICAL  FINDINGS  IN  PARA- 
SITIC INFESTATIONS  OF  THE  SMALL 

INTESTINE.   (Sp.)    De  Figueiredo,  N.  (Fed.  U.,  Rio  de 
Janeiro,  Brazil),  J.  Rubens,  H.  Tinoco  de  Carvalho  and  J. 
Rbdrigues  da  Silva.   Bol  Chile  Parasit  23(1/2):  57-59,  1968. 

3880  UNIQUE  ASPECTS  OF  SMALL  INTESTINAL 
INTUSSUSCEPTION  IN  INFANTS  AND 

CHILDREN:    INTUSSUSCEPTIONS  DUE  TO  A  METASTATIC 
MAUGNANT  MESENCHYMOMA  AND  AN  INDWELLING 
LONG  INTESTINAL  TUBE.    (E.)    Touloukian,  R.  J.  (Rhode 
Island  Hosp.,  Providence)  and  F.  G.  DeLuca.   Surgery  63(2): 
346-351,  1968. 

3881  ACUTE  INTESTINAL  OBSTRUCTION  IN  THE 
NEWBORN  CAUSED  BY  INTESTINAL  DUPLI- 
CATION.   (Fr.)    Bergoin,  M.  (Hosp.  Ctr.,  U.  Marseille-Nord, 
France),  D.  Unal,  J.  Aubert  and  M.  Carcassonne.  Pediatric 
23(5):589-590,  1968. 


3882  DUODENAL  DIVERTICULA.   (Sp.)   CopeUo, 
A.  (Ital.  Hosp.,  Buenos  Aires,  Argentina),  A. 

Pataro,  H.  MarchiteUi  and  J.  Mussini.   Rev  Argent  Cir  14(3/4): 
67-68,  1968. 

3883  DISCOVERY  OF  A  LARGE  INTERNAL  HERNIA 
WHICH  INCLUDES  THE  ENTIRE  SMALL  IN- 
TESTINE AND  TAKES  UP  A  DEGENERATED  POLYP  OF 
THE  SIGMOID.   (Sp.)    Pollan  Rey,  M.  and  F.  Montoto  Estevez. 
Galicia  Clin  40(6):471-472,  1968. 

3884  CLINICAL  PICTURE  AND  DIAGNOSIS  OF 
INCOMPLETE  ROTATION  OF  THE  INTES- 
TINES IN  CONJUNCTION  WITH  DUODENAL  OBSTRUC- 
TION, IN  CHILDREN.    (Rus.)    Cheskis,  A.  L.  (Inst.  Pediat., 
Acad.  Med.  Sci.  USSR,  Moscow)  and  M.  A.  Filippkin.   Sovet 
Med  31(3):115-120,  1968. 
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1885  TUMORS  OF  THE  SMALL  INTESTINE. 

FOUR  CASES.   (Jap.)    Sakamoto,  M.  (Sagamihara 
iatL  Hosp.,  Japan),  S.  Tachisawa,  N.  Nagai  and  T.  Takafuji. 
ryo  22(11):1329-1332,  1968. 


3896  SURGICAL  COMPLICATIONS  OF  ILEAL 

SEGMENT  URINARY  DIVERSION.    (E.) 
Jaffe,  B.  M.  (Washington  U.  Sch.  Med.,  St.  Louis,  Mo.),  E.  M. 
Bricker  and  H.  R.  Butcher  Jr.  Ann  Surg  167(3):  367-376,  1968. 


1886  CANCER  IN  THE  THIRD  PORTION  OF  THE 
DUODENUM.   (Sp.)    Abdala,  A.   Int  Surg 

t9(l):86-91,  1968. 

1887  THE  RAPUNZEL  SYNDROME:    AN  UNUSUAL 
COMPLICATION  OF  INTESTINAL  BEZOAR. 

E.)    Vaughan,  E.  D.  Jr.  (Vanderbilt  U.  Sch.  Med.,  Nashville, 
i'enn.),  J.  L.  Sawyers  and  H.  W.  Scott  Jr.   Surgery  63(2):  339- 
143,  1968. 

1888  TRAUMATIC  INTRAMURAL  HEMATOMA  OF 
THE  DUODENUM.    [CASE  REPORT]    (E.) 

Jhosh,  S.  (Lutheran  Hosp.,  Cleveland,  Ohio),  B.  Q.  Walker 
nd  C.  M.  McKenna  Jr.  Arch  Surg  96(6): 959-962,  1968. 

»889  RETROPERITONEAL  RUPTURE  OF  THE 

DUODENUM  FOLLOWING  BLUNT  TRAUMA. 

E.)   Deodhar,  M.  C.  (Christian  Med.  ColL,  Ludhiana,  Punjab, 
ndia),  K.  S.  Duleep,  S.  S.  GiU  and  F.  C.  Eggleston.  Arch  Surg 
i6(6):963-966,  1968. 

$890  VOLVULUS  OF  THE  ENTIRE  SMALL  IN- 

TESTINE WITHOUT  ASSOCIATED  MALRO- 
ATION.    [CASE  REPORT]    (E.)    Cueto,  J.  (VA  Hosp., 
'larksbuTg,  W.  Va.),  C.  B.  Mendoza  Jr.,  G.  W.  Easley  and 
V.  H.  Gerwig  Jr.  Arch  Surg  96(6):953-955,  1968. 

J891  DYSGAMMAGLOBUUNEMIA  WITH  NODULAR 

LYMPHOID  HYPERPLASIA  OF  THE  SMALL 
NTESTINE.  [CASE  REPORT]    (E.)    Grise,  J.  W.  (Crittenden 
lem.  Hosp.,  West  Memphis,  Ark.).   Radiology  90(2): 579-580, 
968. 

J892  THE  WITSEL-EISELBERG  ENTEROSTOMY  IN 

EMERGENCY  SURGERY.    (Fr.)    Tzurai,  I. 
2nd  Surg.  Clin.,  Emeig.  Hosp.,  Bucharest,  Romania),  P. 
bstesco,  G.  Popovici  and  P.  Blidaru.   Bull  Soc  Int  Chir  27(5): 
162-366,  1968. 


893  LEFT  PARADUODENAL  HERNLV.    [CASE 

REPORT]    (E.)    Peltokallio,  P.  (Hosp.  Cent.,  U. 
lelsinki,  Finland)  and  T.  V.  Kalima.   Amer  J  Surg  115(3): 
167-370,  1968. 

1894  PERFORATION  OF  JEJUNUM  BY  RETICULUM 
CELL  SARCOMA  IN  PREGNANCY.    [CASE 

lEPORT]    (E.)    Henderson,  M.  (Royal  Infirm.,  Edinburgh, 
(Gotland)  and  W.  G.  Paterson.  Amer  J  Surg  115(3):385-388, 
.968. 

1895  DUODENAL  STENOSIS  IN  THE  NEWBORN 
AND  NURSLING  INFANT:    REPORT  OF  62 

:ASES.   (Fr.)   Aubrespy,  P.  (23  Rue  Edmond-Rostand, 
ilarseille,  France)  and  S.  Derlon.  Pediatric  23(5):581-582, 
[968. 


3897  MOBILIZATION  OF  THE  DUODENUM:    A 
SURGICAL  MANEUVER  INCORRECTLY 

CREDITED  TO  KOCHER.   (E.)    Madden,  J.  L.  (St.  Clare's 
Hosp.,  New  York,  N.  Y.),  S.  Kandalaft  and  M.  Eghrari. 
Surgery  63(3):522-526,  1968. 

3898  STENOTIC  EOSINOPHILIC  GRANULOMA  OF 
THE  SMALL  INTESTINE.    (Sp.)    Garcia-SabeU, 

D.,  C.  Leira  Tormo,  G.  Fernandez  Albor  and  R.  Varela  Nunez. 
Galicia  Clin  40(6): 469-471,  1968. 

3899  TROPICAL  JEJUNITIS  IN  AMERICANS  SERV- 
ING IN  VIETNAM.   (E.)    Sheehy,  T.  W.  (U. 

Alabama  Med.  Ctr.,  Birmingham),  L.  J.  Legters  and  D.  K. 
Wallace.  Amer  J  Clin  Nutr  21(9):1013-1022,  1968. 

3900  ACUTE  INFLAMMATION  AND  PERFORA- 
TION OF  GRANULOMA  OF  THE  SMALL 

INTESTINE.   (E.)    Scarlett,  G.  (Sydney,  Australia).  Med  J 
Aust  l(19):806-807,  1968. 


3901 


1968. 


3902 


MECONIUM  ILEUS  EQUIVALENT.    (E.) 
Lynch,  G.   J  Irish  Med  Ass  61(372):209-212, 


CIRCULATORY  CHANGES  IN  THE  MUCOSA 
AND  MUSCLE  LAYER  OF  THE  SMALL  IN- 
TESTINE OF  RATS  AFTER  EXPOSURE  TO  SUPRALETHAL 
DOSES  OF  RADIATION.    (Ger.)    Zsebok,  A.  B.  (Res.  Inst. 
Med.  Radiol.,  Hungarian  Acad.  Sci.,  Budapest),  G.  Janossy  and 
I.  F.  Meszaros.   Strahlentherapie  137(2):177-182,  1969. 

3903  ENTEROPATHOGENIC  EFFECTS  OF 
ESCHERICHIA  COLI  IN  ILEAL  LOOPS  OF 

THE  RABBIT  AND  THEIR  RELATION  TO  THE  HETERO- 
GENETIC  ANTIGEN  CONTENT.    (Sp.)    Hojyo,  M.  K. 
(Child.  Hosp.,  Mexico  City,  Mexico),  L.  M.  Florcs,  J. 
Kumate  and  J.  Carrillo.   Bol  Med  Hosp  Infant  Mex  26(1):  15- 
22,  1969. 

3904  USE  OF  THE  "SPACE  DIET"  IN  THE  MAN- 
AGEMENT OF  A  PATIENT  WITH  EXTREME 

SHORT  BOWEL  SYNDROME.    (E.)    Thompson,  W.  R. 
(Rhode  Island  Hosp.,  Providence),  R.  V.  Stephens,  H.  T. 
Randall  and  J.  R.  Bowen.  Amer  J  Surg  117(4):449-459,  1969. 

3905  INTESTINAL  LYMPHANGIOMA.    (Sp.) 

Piera  Mas-Sarda,  J.  (Santa  Cruz  San  Pablo  Hosp., 
Baicelona,  Spain).  An  Med  [GrJ  55(1):37-41,  1969. 

3906  JEJUNOSTOMY.    PERSONAL  TECHNIQUES. 

(Sp.)    Salleras,  V.  (Sagrado  Corazon  Hosp., 
Spain).  An  Med  [Or]  55(l):77-80,  1969. 

3907  INTESTINAL  OBSTRUCTION  ASSOCIATED 
WITH  CHOLESTYRAMINE  THERAPY.    (E.) 
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Cohen,  M.  I.  (Montefiore  Hosp.,  Bronx,  N.  Y.),  P.  R.  Winslow 
and  S.  J.  Boley.   New  Eng  J  Med  280(23):  1285-1286,  1969. 

3908  ADENOMAS  OF  THE  SMALL  INTESTINE. 

A  REPORT  OF  FOUR  CASES  WITH  SPECIAL 
REFERENCE  TO  THEIR  RELATION  TO  CARCINOMAS. 

(E.)    Johansen,  A.  (Bispbejeig  Hosp.,  Copenhagen,  Denmark) 
and  E.  Laisen.   Acta  Path  Microbiol  Scand  75(2):  247-256, 
1969. 


3909  A  NEW  METHOD  FOR  CLOSING  THE 
DUODENAL  STUMP  BY  MEANS  OF  AN 

ENVELOPE-SHAPED  CUT.    (It.)    Santagati,  V.  (Inst.  Pediat. 
Surg.,  U.  Catania,  Italy).    Osped  Ital  Chir  17(6):713-717,  1967. 

3910  BOUVERET'S  SYNDROME.   PYLORIC  AND 
DUODENAL  STENOSIS  DUE  TO  A  GALL- 
STONE.  (It.)    Calzoni,  D.  (Novara  Main  Hosp.,  Italy)  and  L. 
Graziano.   Osped  Ital  Chir  17(l):61-73,  1967. 


391 1  AN  AUTOPSY  CASE  OF  PEUTZ-JEGHERS 
SYNDROME.   (E.)    Yatani,  R.  (Mie  Prefectural 

U.  Sch.  Med.,  Tsu,  Japan),  S.  Naruse,  H.  Shisa,  H.  Ito,  T. 
Ohnishi  and  S.  Inamori.   Mie  Med  J  17(1):  39-45,  1967. 

3912  ILEUS  IN  THE  NEWBORN:    ATRESL^.  AND 
DUODENAL  STENOSIS.    (Sp.)   Teixidor  de  Otto, 

J.  (Pediat.  Hosp.,  Cologne,  Gennany).   Or  Ginec  Urol  21(5): 
373-376,  1967. 

3913  SARCOMA  OF  THE  SMALL  INTESTINE  SIMU- 
LATING ACUTE  APPENDICITIS.    (Pol.) 

Kulicz,  A.  (Dept.  Radiol.  Silesian  Acad.  Med.,  Zabize,  Poland) 
and  Z.  Rychlik.   Przegl  Lek  23(11):  805-806,  1967. 

3914  A  CASE  OF  INTUSSUSCEPTION  CAUSED  BY 

LYMPHOID  HYPERPLASIA  AT  THE  DISTAL 
END  OF  THE  ILEUM.  (Jap.)  Mikami,  K.  (2nd  Tokyo  Natl. 
Hosp.,  Japan),  T.  Terasaki  and  K.  Abe.  Iryo  22(4):522-524, 
1968. 


See  also:    3443,3618,3627,3629,3638,3684,3696,3705,3710,3723,3825.3831,3844,3935,4061 
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3915  CATHETER  DUODENOSTOMY  FOR  THE 
DIFFICULT  DUODENAL  STUMP.    (E.) 

Lamphier,  T.  A.  (Hialeah,  Fla.)  and  C.  Crooker.  Southern 
Med  J  6Wy.T 51-7 57,  1968. 

Twelve  cases  in  which  modified  Hofmeister  procedures  were 
performed  for  duodenal  (1  case  of  gastric  and  11  duodenal) 
ulcers  and  in  which  catheter  duodenostomy  of  the  duodenal 
stump  was  utilized  are  presented.    Marked  edema  and/or  fibro- 
sis were  the  indications  for  catheter  duodenostomy  in  10  of 
the  cases,  while  in  the  other  2,  the  ulcer  lay  close  to  the  am- 
pulla of  Vater.   The  catheters  were  removed  in  10  to  18  days. 
AU  results  were  considered  excellent  and  the  complications 
consisted  of  low  grade  pancreatitis  (1),  a  wound  abscess  (1), 
skin  excoriation  (1),  low  grade  celluUtis  (1),  drainage  around 
the  catheter  (1),  and  a  persistent  fistula  (1).   There  were  no 
complications  in  6.    All  fistulae  were  closed  within  29  days 
after  removal  of  the  catheter,  however,  and  most  within  2 
weeks. 

3916  VAGOTOMY  AND  PYLOROPLASTY  IN  DUO- 
DENAL ULCER  THERAPY.   (Ft.)    Castiglioni, 

G.  C.  Gnst.  ain.  Gen.  Chir.,  Sacro  Cuore  Catt.  U.,  Rome, 
Italy),  G.  Tamborini,  F.  Zucchetti  and  R.  Alma.  Chir  Pat 
Sper  16(l):5-23,  1968. 

Truncal  vagotomy,  associated  with  Heineke-Miculicz's  pyloro- 
plasty and  Stam's  gastrostomy,  was  performed  in  19  patients. 
The  indications  for  the  vagotomy  were:    elderly  patients  with 
cardiovascular  diseases,  diabetes,  obesity  or  chronical  diseases; 
patients  with  local  anatomopathologic  alteration;  patients  with 
hypervagotomy  documentated  by  insulin  and  histamine  tests, 
increased  gastric  secretion  in  12  nocturnal  hours  and  hyper- 
chlorhydria;  and  young  patients  (under  25  yr  old)  in  good 
general  conditions.    The  19  patients  were  followed  once  every 
3  months  for  24  postoperative  months.    It  was  noted  that  re- 
establishment  of  intestinal  peristalsis  was  few  hours  later  than 
the  normal  5  days  delay  characteristic  of  other  gastric  opera- 
tions.   After  30  days,  postprandial  gastric  repletion  was  found 
in  83.3%  (normalizated  after  the  2nd  month);  good  clinical 
results  with  disappearance  of  ulcer  symptomatology  in  94.4%; 
late  gastric  discharges  with  severe  hypotonia  of  the  organ  in 
all  the  patients  (at  the  3rd  month  only  in  10.5%).    After  3 
months,  1  case  of  serrated  duodenal  stenosis  with  gastric  ectasia 
and  alimentary  vomiting  was  found.    After  6  months,  gastric 
discharges  were  normalized  in  all  the  patients;  the  ulcer  cavity 
had  disappeared  in  52.6%,  accompanied  by  a  progressive  norma- 
lization of  the  hematic  values,  serum  proteins,  body  weight, 
and  by  a  decrease  of  gastric  secretions  with  negative  insulin 
and  histamine  tests. 

3917  THE  EFFECTS  OF  VARIOUS  DRUGS  ON 
EXPERIMENTAL  ULCERS  IN  THE  IMMOBILIZED 

RAT.   (Ger.)    Schramm,  H.  (U.  Surg.  Clin.,  Jena,  Germany). 
Deutsch  Z  Verdau  Stoffwechselkr  28(5-6):  305-31 2,  1968. 

Ventricular  ulcers  were  produced  in  rats  by  keeping  them  in 
a  lattice  corset  to  provoke  psychological  stress.    Only  water 
was  given  1  day  before  immobilization,  and  no  food  or  water 
during  the  24-hT  immobiUzation.    No  ulcers  were  observed  in 
30  male  or  30  female  rats  that  were  not  restrained.    The 


sounding  of  a  bell  or  the  flashing  of  a  light  did  not  influence 
ulcer  formation.    Since  the  number  of  ulcers  was  significantly 
higher  in  female  (85%)  than  in  male  (10%)  rats,  dinestrol 
(170  7/kg)  was  given  to  male  rats,  who  then  showed  a  percent- 
age of  ulcers  almost  equal  to  the  female.   Dinestrol  alone  had 
no  effect  on  ulcer  formation.    Atropine  and  papaverine  (15 
mg/kg)  decreased  the  incidence  of  ulcers  in  female  rats  to  45% 
and  20%,  resp.    (Papaverine  at  1 5  mg/kg  reduced  the  percentage 
only  to  80.)    Promethazine,  as  well  as  lowered  room  tempera- 
ture, produced  ulcers  in  the  glandular  portion  of  the  stomach 
in  all  rats.   Neostigmine  did  not  significantly  increase  the  ulcer 
rate. 

3918  POSSIBLE  ETIOPATHOGENIC  CORRELATIONS 
BETWEEN  ALOPECU  AREATA  AND  GASTRO- 

DUODENAL  ULCER.    (It.)    Lo  Presti,  G.  (Vittorio  Em.  II  Civ. 
Hosp.,  Catania,  Italy).   Minerva  Derm  43(4):  15 1-165,  1968. 

In  11  patients  affected  by  alopecia  areata,  radiologic  examina- 
tion of  the  stomach  and  duodenum  revealed  gastroduodenitis, 
with  trophic-hypertrophic  alterations  in  6,  catarrhal  lesions  in 
3,  ulcerous  lesions  in  1  and  presumed  ulcerous  lesions  in  1. 
In  5  cases,  clinical  examination  showed  hyperchlorhydria, 
in  6  hypochlorhydria.    Psychiatric  evaluation  revealed  in  all 
patients  a  neurotic  personaUty,  sexual  immaturity  and  feeUngs 
of  aggression  towards  parents. 

3919  ANTERIOR  PYLORECTOMY  AND  VAGOTOMY 
FOR  COMPLICATED  PEPTIC  ULCERATION. 

(E.)    Scott,  P.  R.  (Royal  Melbourne  Hosp.,  Australia).   Aust 
New  Zeal  J  Surg  38(3):256-262,  1969. 

A  series  of  54  bilateral  truncal  vagotomies  combined  with 
anterior  pylorectomy  for  peptic  ulceration  performed  during 
a  5-yr  period,  included  9  cases  of  bleeding  peptic  ulcer.    All 
9  cases  were  chronic  and  associated  with  a  long  history  of 
dyspepsia,  3  had  bled  previously  (1  on  14  other  occasions). 
Seven  of  the  ulcers  were  located  on  the  posterior  wall  of  the 
duodenum  within  its  first  inch,  2  were  anteriorly  positioned 
at  the  same  level,  1  had  perforated.    The  patients  were  6  males 
and  3  females,  26  to  76  yr  in  age.    The  surgical  indication  was 
failure  of  blood  replacement  and  general  supportive  therapy 
as  evidenced  by  continued  or  recurrent  bleeding.    Only  1  of 
the  9  failed  to  achieve  a  satisfactory  result.    (This  compares 
favorably  with  the  results  of  vagotomy  and  Mikulicz  pyloro- 
plasty:   4  of  14  cases  so  treated  during  the  same  period  bled 
again  and  3  required  further  surgery.)    Eight  of  the  9  patients 
survived;  they  have  been  followed  for  4  months  to  3  yr  and 
interviewed  and  graded  according  to  Visick's  system.   There 
were  6  in  Visick's  grade  I,  1  in  Grade  II,  and  1  in  Grade  IV. 
The  long-term  failure  was  due  to  an  incomplete  vagotomy, 
confirmed  by  a  Hollander  insulin  test.   The  difficulty  encoun- 
tered was  technical  and  caused  by  hepatosplenomegaly  and 
imperfect  exposure  of  the  abdominal  esophagus.    Although  the 
patient  had  no  further  bleeding,  he  had  persistent  pain  from 
his  unhealed  ulcer.   A  Polya  gastrectomy  was  performed  after 
4  months. 

3920  'LOMOTIL'  IN  THE  TREATMENT  OF  EPI- 
SODIC DIARRHEA  AFTER  VAGOTOMY. 
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(E.j    Cox,  A.  G.  (Hammersmith  Hosp.,  London,  England)  and 
F.  C.  Y.  Cheng.   Brit  J  Qin  Pract  22(5):  21 1-21 2,  1968. 

Of  107  patients  reviewed  after  vagotomy,  12  reported  post- 
operative, episodic  diarrhea.    All  12  (9  had  had  vagotomies 
and  pyloroplasties,  2  vagotomies  and  gastrojejunostomies  and 
1  a  vagotomy  and  partial  gastrectomy)  were  subjected  to  a 
double  bUnd  study  of  diphenoxylate  hydrochloride  and  atropine 
sulfate  (Lomotil)  and  a  placebo.    Of  the  10  completing  the 
trial,  8  responded  to  Lomotil  with  a  disappearance  of  urgency 
while  only  3  responded  to  a  placebo.    The  average  stool  fre- 
quency was  4.25  on  diarrhea  days  before  treatment,  2.5  when 
taking  placebo,  and  1.8  when  taking  Lomotil.    At  20  mg 
Lomotil  daily,  two  instances  of  dizziness,  1  of  blurred  vision 
and  1  of  a  transient  rash  and  bUsters  were  observed  in  3  pa- 
tients.   One  patient  receiving  10  mg  of  Lomotil  daily  and  1 
patient  receiving  a  placebo  also  reported  mild  dizziness. 

3921  JUXTAPYLORIC  LATEROLATERAL  GASTRO- 
DUODENOSTOMY  AS  GASTRIC  DRAINAGE 

PROCEDURE,  COMPLEMENTARY  TO  VAGOTOMY.    (E.j 
Alexiu,  O.  (Babies'  Hosp.,  Bucharest,  Rumania),  E.  Pacescu  and 
B.  Furtunescu.   Chir  Gastroent  2(2): 239-241,  1968. 

Juxtapyloric  laterolateral  gastroduodenostomy  was  employed 
as  a  drainage  procedure  in  38  patients  who  underwent  selective 
or  truncal  vagotomies  for  gastroduodenal  peptic  ulcers.    At 
follow-up  after  1  yr,  all  were  well  and  without  abdominal  com- 
plaints.   Reservoir  function  was  comparable  to  normal  stomachs, 
there  was  rhythmical  evacuation  of  the  stomach,  and  an  ab- 
sence of  contrast  medium  passage  through  the  pylorus. 

3922  ASPIRIN  AND  UNCOMPLICATED  PEPTIC 
ULCER.    (E.)    Chapman,  B.  L.  (Royal  Newcastle 

Hosp.,  Newcastle,  Australia)  and  J.  M.  Duggan.    Gut  10(6): 
443-450,  1969. 

Two  hundred  and  ninety-five  patients  hospitalized  during  a  6  yr 
period  for  the  treatment  of  uncomplicated,  proven,  peptic  ulcer 
were  studied.   There  were  161  males  (99  duodenal,  55  gastric, 
3  combined  sites,  and  4  postsurgical)  and  134  females  (51  duo- 
denal, 79  gastric,  1  combined  sites,  and  3  postsurgical).    The 
maximal  incidence  for  males  and  females  was  in  the  fifth  de- 
cade for  duodenal  ulcers  and  in  the  sixth  decade  for  gastric 
ulcers.    Among  females  the  incidence  peak  for  gastric  ulcers 
spanned  the  fourth,  fifth  and  sixth  decades  with  another  peak 
in  the  eighth  decade.    The  aspirin  habit,  mainly  in  the  form 
of  aspirin,  phenacetin  and  caffeine,  was  present  in  79%  of  all. 
Seventy  (67.3%)  of  the  females  took  2  or  more  doses  per  day 
as  did  54  (43.9%)  of  the  males.    Aspirin  ingestion  was  particu- 
larly common  in  the  younger  female  patients  (age  30  to  59) 
among  whom  there  was  an  excess  of  gastric  ulcers.   There  was 
no  correlation  with  aspirin  ingestion  in  the  case  of  duodenal 
ulcers  for  either  sex,  nor  in  gastric  ulcers  in  males.    Tension 
headache  was  the  most  common  indication  (90%)  for  aspirin 
ingestion. 

3923  PERFORATED  DUODENAL  ULCER  IN 
READING  FROM  1950  TO  1959.    (E.)    CasseU, 

P.  (Royal  Berkshire  Hosp.,  Reading,  England).    Gut  10(6):454- 
459,  1969. 

The  records  of  330  patients  admitted  a  total  of  335  times  for 
perforated  duodenal  ulcers  during  a  10  yr  period  revealed  a 


1:12  ratio  of  perforated  gastric  to  perforated  duodenal  ulcer. 
The  peak  age  group  was  51  to  60  among  the  269  men  and  43 
women.    All  patients  (312,  93.1%)  whose  condition  permitted 
were  operated  upon  immediately.   Two  hundred  and  forty-one 
(71.9%)  had  simple  closures  (operative  mortality  5.5%),  19 
(5.7%)  had  simple  closure  and  gastrojejunostomy  (operative 
mortality  5.3%),  and  52  (15.5%)  had  Polya  (46)  or  BiUroth  1(6) 
partial  gastrectomies  (operative  mortality  3.6%  for  Polya  and 
11.9%  for  Billroth  I  1).    Among  the  patients  treated  by  simple 
closure,  84  of  the  223  survivors  were  known  to  have  come  to 
surgery  and  77  of  them  were  operated  upon  within  5  yr.    Two 
of  18  (11.2%)  patients  treated  by  simple  closure  and  gastro- 
jejunostomy were  treated  surgically  again,  both  during  the  first 
5  yr  of  follow-up.    None  of  the  patients  treated  with  Polya 
gastrectomies  required  further  surgery  but  2  of  the  surviving 
Billroth  I  patients  required  conversions  to  Polya  anastomoses 
for  recurrent  ulceration.   The  most  common  indication  for 
further  surgery  in  the  entire  series  was  recurrent  dyspepsia. 
Six  of  23  patients  with  recurrent  perforations  died  as  the  re- 
sult of  it. 

3924  A  COMPARISON  OF  POLYA  GASTRECTOMY, 

TOTAL  AND  SELECTIVE  VAGOTOMY,  AND 
OF  PYLOROPLASTY  AND  GASTROJEJUNOSTOMY.    (E.) 

Tovey,  F.  1.  (Holdsworth  Mem.  Hosp.,  Mysore  City,  South 
India).   Brit  J  Surg  56(4):281-286,  1969. 

Eighty-one  of  120  patients  with  Polya  gastrectomies  were 
followed  for  varying  intervals  (38  for  3-9  yr,  20  for  1-3  yr, 
23  for  less  than  1  yr)  and,  excluding  those  with  gross  pyloric 
stenosis,  30%  had  gained  weight,  56%  remained  the  same,  and 
14%  had  lost  weight.    Most  of  those  who  gained  weight  were 
among  the  ones  with  half  capacity.    Follow-up  (3  for  over  6  yr, 
39  for  3-6  yr,  65  for  1-3  yr.  111  for  less  than  1  yr)  was  avail- 
able for  218  of  254  patients  with  a  vagotomy  and  drainage 
procedure  (114  selective  vagotomy  with  41  having  gastrojeju- 
nostomy and  73  a  pyloroplasty;  140  total  vagotomy  with  33 
having  a  gastrojejunostomy  and  107  a  pyloroplasty).    After 
excluding  those  with  gross  pyloric  stenosis,  54%  had  gained 
weight,  31%  remained  the  same  and  14%  had  lost  weight. 
Those  with  weight  gain  had  the  largest  capacities.    Selective 
instead  of  total  vagotomy  made  no  apparent  difference  in 
weight  change  or  fecal  fat  output.    There  was  no  increase  in 
fecal  fat  output  after  vagotomy  as  compared  to  control  or 
preoperative  levels.    Pyloroplasty  showed  no  advantage  over 
gastrojejunostomy.   There  was  1  patient  with  "dumping"  among 
the  gastrectomies  and  none  following  vagotomy.    There  was 
1  recurrent  ulcer  among  the  gastrectomies  and  8  after  vagotomy 
(2  selective  and  6  total,  4  of  which  were  proven  incomplete). 


3925  PEPTIC  ULCER  IN  MYASTHENIA  GRAVIS. 

(E.)    Sanders,  D.  B.  (U.  Virginia,  CharlottesviUe) 
and  T.  R.  Johns.   JAMA  207(10):  1875-1877,  1969. 

Gastric  ulcers  developed  in  4  patients  during  anticholines- 
terase therapy  for  myasthenia.    A  conservative  regimen  healed 
the  ulcers  in  two  patients,  and  two  required  surgery.    A  com- 
bination of  stress,  antral  stasis  and  possibly  the  direct  effect  of 
clioUnesterase  inhibitors  on  the  gastric  mucosa  is  suggested  as 
the  etiology  of  the  gastric  ulcers.    Medical  management  is  recom 
mended  initially,  unless  malignancy  is  suspected.    Surgical  man- 
agement was  uncomplicated. 
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1926  A  STUDY  OF  FIBRINOLYTIC  ACTIVITIES 
IN  PEPTIC  ULCER  WITH  EXCESSIVE  BLEED- 

NG.    (Jap.)    Iwahaia,  S.  (Iwakuni  Natl.  Hosp.,  Yamaguchi, 
(apan),  K.  Mitsui,  Y.  Murashige  and  Y.  Mizuno.   Iryo  22(1): 
J5-43,  1968. 

Pwelve  cases  of  peptic  ulcer  with  excessive  bleeding  (5  gastric 
md  3  duodenal  ulcer,  4  upper  gastrointestinal  hemorrhage) 
vere  compared  with  24  cases  (12  gastric  and  12  duodenal 
ilcer)  without  excessive  bleeding.    It  was  found  that  patients 
vith  excessive  bleeding  had:    1)  decreased  plasma  fibrinogen 
evels,  2)  increased  plasminogen  activator  activity,  as  disclosed 
)y  Astrup's  fibrin  plate  assay,  and  3)  increased  activator  and 
nhibitor  activity. 

1927  PEPTIC  ULCER  INHIBITING  PROPERTIES 
OF  A  NEW  FRACTION  FROM  LICORICE 

lOOT  (FmIOO).    I.    EXPERIMENTAL  PEPTIC  ULCER  AND 
jENERAL  PHARMACOLOGY.    (E.)    Takagi,  K.  (Fac.  Pharm. 
5ci.,  U.  Tokyo,  Japan)  and  Y.  Ishii.   Arzneimittelforschung 
L7(12):1544-1547,  1967. 

rhe  methanol  extract  of  licorice  (Glyzynhiza  glabra)  and  its 
jurified  fraction  were  found  to  have  a  significant  effect  in 
■educing  the  ulcers  in  pylorus-ligated  rats.    Other  fractions 
md  compounds  of  licorice  root  were  tested  and  found  to  have 
10  significant  effect  even  when  administered  in  high  doses, 
fhe  methanol  extract  of  licorice  did  not  reduce  the  severity 
)f  lesions  induced  in  rats  by  stress  (immobilization  in  water 
'or  20  hr)  or  reserpine  (5  mg/kg  s.c),  but  it  had  a  weak  anti- 
spasmodic activity  against  the  stimulation  of  acetylcholine  and 
listamine  in  the  isolated  guinea  pig  ileum.   This  activity  was 
Tiusculotropic  and  papaverine-Uke;  not  atropine-like  or  anti- 
listaminic.   The  methanol  extract  inhibited  slightly  the  pro- 
gression of  a  test  meal  in  mice.    In  the  controls  the  mean  length 
3f  the  test  meal  traversed  was  24.4  cm  while  in  the  treated 
mimals  it  was  18.8  cm.    Other  experiments  confirmed  that  the 
ictivity  against  gastric  ulcers  is  due  to  the  inhibition  of  gastric 
secretion  and  not  to  any  anti-inflammatory  action.   The  extract 
ilso  has  antidiuretic  action  but  few  other  pharmacologic  proper- 
ties. 

J928  PEPTIC  ULCERATION:    PHYSIOLOGICAL 

EVALUATION  OF  DUODENAL  ACIDIFICA- 
nON.  (E.)  Poth,  E.  J.  (U.  Texas  Med.  Branch,  Galveston) 
and  D.  Gold.   Ann  Surg  169(5):777-783,  1969. 

Heidenhain  pouches  were  constructed  in  healthy  (25  to  35 
pound)  dogs.    Following  pylorectomy,  15  animals  had  a  20-cm 
segment  of  distal  ileum  interposed  between  the  stomach  and 
proximal  duodenum  and  17  had  a  similar  segment  interposed 
between  the  stomach  and  the  reversed  duodenum.    Ileal  ulcera- 
tion occuned  in  14  of  15  in  the  first  group.    None  occurred 
in  the  other.    Acid  secretion  was  336%  greater  in  the  inter- 
iigestive  period  and  170%  higher  in  the  postprandial  phase  in 
the  animals  whose  distal  duodenum  was  anastomosed  to  the 
proximal  jejunum  than  in  those  with  the  proximal  duodenum 
anastomosed  to  the  proximal  jejunum.    Secretory  rates  in 
the  former  group  were  comparable  to  those  obtained  before 
interposition  of  the  ileal  segment.   Gastroduodenostomy  at  the 
duodenojejunal  junction  resulted  in  gastric  secretion  changes 
similar  to  those  obtained  by  ileal  interposition  and  reversal  of 
the  duodenum. 


3929  SYNDROME  ASSOCIATED  WITH  THE  ABUSE 
OF  ANALGESICS.    (Rev.)(E.)   Gault,  M.  H. 

(Queen  Mary  VA  Hosp.,  Montreal,  Canada),  T.  C.  Rudwal, 
W.  D.  Engles  and  J.  B.  Dossetor.  Ann  Int  Med  68(4):906- 
925,  1968. 

3930  RADIOLOGICAL  STUDY  OF  CONCOMITANT 
ULCERS.    (E.)    Rao,  K.  S.  (Osmania  Gen.  Hosp., 

Hyderabad,  India)  and  U.  S.  N.  Raju.    Indian  J  Radiol  22(3): 
131-137,  1968. 

3931  CLINICAL  FORMS  OF  GASTRODUODENAL 
ULCERS.    (Fr.)    CoUn,  R.    Gaz  Med  France 

76(5):991-1000,  1969. 

3932  HEALING  OF  A  GASTRIC  ULCER  WITH 
PERSISTENCE  OF  THE  CRATER.    A  CASE 

REPORT.    (E.)    Weinrib,  M.  (U.  Cincinnati  Coll.  Med.,  Ohio) 
and  Y.  Oikawa.    Gastroint  Endosc  15(4):218-219,  1969. 

3933  TREATMENT  OF  GASTRIC  AND  DUODENAL 
ULCER  BY  SPLANCHNIC  NERVE  BLOCK. 

(E.)    Stojic,  B.  (Lane  Cove,  New  South  Wales).   Med  J  Aust 
l(12):654-656,  1969. 

3934  CLINICAL  AND  PHARMACOLOGICAL 
STUDIES  WITH  A  NEW  NON  ANTICHOLINER- 
GIC ANTISECRETORY  PREPARATION:    XYDE  (XYLAMIDE- 

CR  242).    (Sp.)    Mainoli,  S.,  C.  Milvio  and  D.  Borellini. 
Medicina  (Mexj  49(1054):  152-157.  1969. 

3935  COMMENTS  ON  THE  HUMAN  TOLERANCE, 
CLINICAL  PHARMACOLOGY  AND  THERA- 
PEUTIC ACTIVITY  OF  A  NEW  NON-ANTICHOUNERGIC 
AGENT  (XYDE)  WITH  ACTIVITY  AGAINST  GASTRO- 
DUODENITIS  AND  PEPTIC  ULCERS.    (Sp.)    Cascone,  A. 
(Gen.  Hosp.,  Lodi,  Italy),  D.  Borellini  and  B.  Jezzi.   Medicina 
(Mex)  49(1054):  141-147,  1969. 

3936  CLINICAL  ASPECTS  OF  THE  THERAPEUTIC 
EFFECT  OF  A  NEW  NON-ANTICHOLINERGIC 

ANTISECRETORY  PREPARATION:    XYDE  (XYLAMIDE- 

CR  242).   (Sp.)    Castelli,  G.  A.  (Castelli  Clin.,  Bergamo,  Italy), 
L.  Locatelli  and  G.  F.  Salvioni.  Medicina  (Mex)  49(1054): 
147-152,  1969. 

3937  MILK  DRIP  THERAPY  FOR  UPPER  GASTRO- 
INTESTINAL BLEEDING.    (E.)    Scobie,  B.  A. 

(Hutt  Hosp.,  Wellington,  New  Zealand).   Med  J  Aust  1(20): 
1028-1029,  1969. 

3938  TEN-YEAR  RESULTS  OF  VAGOTOMY  AND 
GASTRO-JEJUNOSTOMY  IN  THE  TREATMENT 

OF  CHRONIC  DUODENAL  ULCER.  (E.)  Battersby,  C.  (U. 
Queensland,  Brisbane,  Australia).  Med  J  Aust  1(12):616-619, 
1969. 

3939  CLINICAL  AND  PHARMACOLOGICAL 
STUDY  OF  A  NEW  NON  ANTICHOLINERGIC 

ANTISECRETORY  AGENT.    (Sp.)    Rovati,  A.  L.  (Rotta  Res. 
Lab.,  Milan,  Italy),  P.  L.  Casula,  L.  Lepori  and  G.  Da  Re. 
Medicina  (Mex)  49(1054): 84-87,  1969. 
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3940  NEW  ASPECTS  OF  GASTRODUODENAL 
PATHOPHYSIOLOGY:    GASTRIN  AND  THE 

ANTIGASTRINS.    (Rev.) (It.)    Rovati,  A.  L.  (Rotta  Res. 
Lab.,  MUan,  Italy).   Minerva  Med  60(23):999-1010,  1969. 

3941  STRAIGHT  TALK  ABOUT  PEPTIC  ULCER. 

(E.)    Zollinger,  R.  M.  (Ohio  State  U.  Coll.  Med., 
Columbus),  L.  M.  Hershenson,  R.  L.  Wechsler  and  T.  Drapanas. 
Postgrad  Med  45(6):  160-164,  1969. 


3942  RESEARCH  ON  ENDOCRINE  CELLULAR 

ELEMENTS  OF  THE  PANCREAS  AND  GASTRO- 
INTESTINAL MUCOSA:    HYPOTHESES  CONCERNING  THE 
PATHOGENESIS  OF  PEPTIC  ULCERS.    (It.)    De  Gregori,  M. 
(Inst.  Gen.  Suig.  Clin.,  U.  Genoa,  Italy)  and  F.  Magrassi.   Rass 
Arch  Chir  5(6-bis):535-539,  1967. 


3943  HYPOTHESES  CONCERNING  THE  PATHO- 
GENESIS OF  RECURRENT  PEPTIC  ULCERS. 

(It.)  De  Gregori,  M.  (Inst.  Gen.  Suig.  Qin.,  U.  Genoa,  Italy), 
F.  Magrassi  and  A.  Ferraro.  Rass  Arch  Chir  5(6-bis):423-427, 
1967. 

3944  SELECTIVE  GASTRIC  VAGOTOMY.    (Sp.) 
Carreras  Domecq,  L.  C.  (Great  Welfare  Hosp., 

Madrid,  Spain)  and  J.  L.  Vallejo  Ruiz.  Or  Ginec  Urol  21(5): 
306-311,  1967. 


3945  DUODENAL  ULCER  TREATMENT.    (Sp.) 
Guitart  Roca,  J.  (Barcelona,  Spain).   Cir  Ginec 

Urol  21(5):316,  1967. 

3946  COMMENTS  ON  OUR  EXPERIENCE  WITH 
THE  VAGOTOMY  IN  DUODENAL  ULCER 

TREATMENT.    (Sp.)   Gomez  Fernandez,  P.  (Provincial  Hosp 
Madrid,  Spain)  and  A.  Camacho  Lozano.    Cir  Ginec  Urol 
21(5):314-315,  1967. 

3947  VAGOTOMY  IN  PERFORATED  DUODENAL 
ULCER  TREATMENT.    (Sp.)    Curto  Cardus,  J. 

(Social  Welfare,  Barcelona,  Spain)  and  D.  Gomez  Sanchez. 
Cir  Ginec  Urol  21(5):312-313,  1967. 

3948  EMERGENQES  IN  ULCER  TREATMENT. 

(Sp.)    Fi-Figueras,  J.  (Santa  Cruz  San  Pablo 
Hosp.,  Barcelona,  Spain),  L.  Gramatica  Mateos  and  R.  Hortas 
Iglesias.    Cir  Ginec  Urol  21(5):  340-343,  1967. 

3949  SURGICAL  TREATMENT  OF  DUODENAL 
ULCERS:    COMPARATIVE  STUDY  BETWEEP 

BILLROTH  I  GASTRECTOMIES  AND  VAGOTOMY.  (Sp.) 
Molins  Benedetti,  M.  (Dept.  Surg.  PathoL,  Barcelona,  Spain), 
R.  Julia  Duarella  and  R.  Marti  Pujol.  Cir  Ginec  Urol  21(5): 
322-324,  1967. 

3950  PEPTIC  ULCER  PERFORATED  INTO  THE 
PERITONEAL  CAVITY.    CONSIDERATIONS 

ON  THERAPY  AND  STATISTIC  REPORT  OF  100  CASES. 

(It.)   Giombolini,  R.  (Foligno  Gen.  Hosp.,  Italy)  and  C.  Leo. 
Ospedltal  Chir  17(l):53-59,  1967. 


See  also:    3453,3456,3466,3519,3520,3644,3794,3809,3832,4084,4154 
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3951  THE  PROBLEM  OF  REGIONAL  ENTERITIS 

(CROHN'S  DISEASE).    (Cz.)    Hasa,  J.  (Inst, 
ililit.  Med.,  Prague,  Czechoslovakia),  P.  Buzek  and  L.  Baitak. 
:esk  Gastroent  Vyz  22(8):519-525,  1968. 

n  the  last  5  yr  9  patients  with  regional  enteritis  were  studied 
nd  3  died.    Conservative  treatment  is  recommended  for  the 
ystemic  manifestations  and  during  relapses  after  surgery:    a 
atisfactory  result  may  be  possible  in  10-30%  with  conservative 
reatment.    Surgery  is  required  for  the  most  frequent  complica- 
ion:    intestinal  obstruction.    Early  surgical  treatment  is  neces- 
ary  before  complications  arise.    Radical  surgery  may  lead  to 
mprovement  in  many. 

J952  A  PSYCHIATRIC  STUDY  OF  PATIENTS  WITH 

REGIONAL  ENTERITIS.    (E.)    Ford,  C.  V. 
Naval  Hosp.,  San  Diego,  Calif.),  G.  A.  Glober  and  P. 
;astelnuovo-Tedesco.   JAMA  208(2):311-315,  1969. 

L  psychiatric  study  of  17  white  patients  (7  males  and  10  fe- 
lales,  13-71  yr  in  age)  with  regional  enteritis  is  described, 
tmong  the  patients,  2  were  siblings.    The  diagnosis  of  regional 
nteritis  had  been  established  by  roentgenography  in  7  patients 
nd  in  the  remaining  10  by  histological  examination  of  opera- 
ive  specimens.    None  was  diagnosed  as  also  having  ulcerative 
olitis.    Obsessive-compulsive  traits  and  unresolved  dependency 
onflicts  were  prominent  in  all  patients.    These  characteristics 
ften  contributed  to  emotional  stresses  which  precipitated  at- 
icks  of  enteritis.   The  attacks  frequently  led  to  family  equili- 
rium  changes  which  alleviated  or  removed  the  original  stress, 
sychologically,  the  patients  with  regional  enteritis  resembled 
[le  literature  descriptions  of  those  with  ulcerative  colitis.    Sim- 
arities  include:    low  sexual  interests,  rigidity  and  inhibition 
1  interpersonal  relationships,  and  comparable  Minnesota  Multi- 
hasic  Personality  Inventory  test  data.    Mothers  of  the  patients 
ften  were  dominant,  obsessive-compulsive,  and  hypochondriacal. 
t  is  noteworthy  that  9  of  the  17  patients  with  enteritis  had  a 
istory  of  allergic  reactions-mostly  allergic  sinusitis. 


>953  CROHN'S  DISEASE.    (Fr.)    Kestens,  P.  J. 

(Clin.  U.  St.  Pierre,  Louvain,  Belgium),  R.  Fiasse 
nd  L.  Lontie.  Acta  Chir  Belg  67(10):  1034-1047,  1968. 

i'he  complications  of  Crohn's  disease  include  anal  fistulas, 
bscesses,  and  peritoneal  perforations.    Duodenal  localization, 
nih  resulting  difficulty  in  the  differential  diagnosis  from 
leptic  ulcer,  and  gastric  localization  are  very  rare.    Immuno- 
uppressing  drugs  and  antilymphocyte  serum  have  been  tried 


in  the  medical  treatment  but  without  any  positive  effect.    Mas- 
sive doses  of  corticoids  may  be  tried,  but  more  often  surgery 
is  necessary.    A  frequent  complication  after  extensive  ileo- 
colectomy  is  Uthiasis  of  the  kidney.    Early  surgical  treatment 
is  essential,  to  avoid  spreading  the  lymphatic  lesions. 

3954  CLINICAL  AND  SURGICAL  EXPERIENCE 
IN  70  CASES  OF  CROHN'S  DISEASE.    (Fr.) 

Koutny,  J.  (Notre-Dame  Clin.,  Charleroi,  France).  Acta  Chir 
Belg  67(10):981-1010,  1968. 

Seventy  patients  (31  males  and  39  females;  aged  15-78  yr) 
with  Crohn's  disease  were  treated  surgically  between  1946  and 
1968:    90%  of  the  patients  were  anxious  and  emotional  and 
11%  showed  a  familial  predisposition.    Presenting  symptoms 
were:    alteration  of  intestinal  transit  (90%),  abdominal  pain 
(80%),  and  a  deteriorated  general  condition  in  16%.    The  disease 
was  associated  in  37%  of  the  cases  with  arthralgia,  in  30%  with 
cutaneous  lesions,  in  29%  with  anal  fistula.    In  59%  the  ana- 
tomopathological  lesions  were  at  the  ileum  level,  in  35%  a 
lesion  of  the  colon  was  associated,  and  in  2  cases  the  colon 
only  was  affected.   The  intestine  was  reduced  in  size,  with  a 
thick  rigid  wall  and  adherences  to  other  parts  of  the  digestive 
tract.    Histologically  an  inflammatory  fib ro sclerosis  and  ulcera- 
tions were  observed.    A  total  of  101  surgical  procedures  were 
performed  with  only  one  death.    There  was  recurrence  in  27 
(42%).    Excluding  the  most  recent  cases,  we  find  31  patients 
in  good,  30  in  satisfactory,  and  10  in  poor  condition. 

3955  A  CONTRIBUTION  TO  THE  KNOWLEDGE 
OF  THE  HISTOPATHOLOGY  OF  THE  TER- 
MINAL ILEUM  IN  ULCERATIVE  COLITIS  AND  REGIONAL 
ENTERITIS.    (It.)    Casaccia,  M.  (Inst.  Surg.  Pathol.,  U.  Genoa, 
Italy),  P.  Alitta  and  L.  Nante.   Rass  Arch  Chir  5(6-bis):399- 
412,  1967. 

3956  REGIONAL  ENTERITIS  INVOLVING  THE 
DUODENUM:    CASE  REPORT  AND  REVIEW 

OF  THE  LITERATURE.    (E.)    Lutz,  J.  E.  (Harper  Hosp., 
Detroit,  Mich.).   Harper  Hosp  Bull  25(5): 281-290,  1967. 

3957  CROHN'S  DISEASE.   GRANULOMATOUS 
ENTEROPATHY.    (E.)    Lassrich,  M.  A.  (U. 

Child.  Clin.,  Hamburg,  Germany).    Pp.  317-339  in  Progress  in 
Pediatric  Radiology,  Vol.  2.    Kaufmann,  H.  J.,  Ed.  Basel, 
Karger,  1969.    404  pp. 

3958  REGIONAL  ENTERITIS.    (Por.)    De  Souza 
Ramos,  J.  L.  and  J.  P.  Magalhaes.   Folha  Med 

57(6):  869-895,  1968. 


See  also:    4044 
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3959  ENTERIC  CALCIUM  ABSORPTION  IN  DIS- 

ORDERS OF  CALCIUM  METABOLISM: 
RESULTS  OF  AN  ORAL  TEST  WITH  LABELED  CALCIUM. 

(Ger.)    Sadowski,  P.  (Med.  Polyclin.,  U.  Tubingen,  Germany) 
and  D.  Klaus.   Med  Welt  86(42):2284-2292,  1968. 

Plasma  and  urinary  47ca  were  studied  in  7  patients  (5  with 
malabsorption  syndrome)  at  various  intervals  after  p.o.  admini- 
stration of  5-15  JUC  47Ca  and  20  mg  carrier  CaCl2  in  5  ml 
water.    Plasma  47ca  values  were  elevated  for  4  hr  and  urinary 
excretion  of  both  47ca  and  inactive  Ca  was  very  low  in  a  34- 
yr-old  woman  with  sprue.    She  had  high  serum  alkaline  phos- 
phatase values,  a  phosphate  clearance  in  the  upper  normal 
range,  and  no  evidence  of  skeletal  changes.    A  29-yr-old  man 
with  exudative  enteropathy  due  to  intestinal  lymphangiectasis 
had  low  plasma  '^^Ca  levels  which  reached  a  maximum  3  hr 
after  administration,  reduced  urinary  excretion  of  both  47ca 
and  inactive  Ca,  elevated  alkaUne  phosphatase  values,  and  no 
signs  of  osteoporosis.    Plasma  47ca  values  were  normal  in  2 
of  3  patients  with  chronic  pancreatitis  and  steatorrhea,  but 
maximum  absorption  occurred  later  than  normal.   Only  1  of 
the  3  had  osteoporosis.    A  patient  who  had  undeigone  a  gas- 
trectomy 27  yr  before  and  was  being  treated  with  vitamin  D3 
for  osteomalacia  had  very  high  plasma  47ca  values  which  per- 
sisted for  4  hr,  but  normal  urinary  excretion  of  inactive  Ca. 
Plasma  47ca  levels  were  normal  in  another  patient  who  had 
undergone  a  gastrectomy  3  yr  before. 

3960  A  STUDY  OF  INTESTINAL  ABSORPTION 
DURING  SOME  PARASITOSES.    (It.)    Assumma, 

M.  (Inst.  Clin.  Tropic.  Infect.  Dis.,  U.  Rome,  Italy),  A. 

De  Dominicis  and  A.  Sebastiani.   Fegato  14(3):  325-330,  1968. 

Intestinal  absorption  was  studied  in  31  patients  with  various 
parasitoses  and  in  19  controls  given  7-30  jUC  of  131l-triolein 
and  131i<,ieic  acid  p.o.,  and  30-50  ixC  131l-albumin  and 
l31i.polyvinylpyrrolidone  i.v.   The  average  fecal  excretion  of 
labeled  triolein  and  oleic  acid  was  0.91%  and  0.83%,  resp.,  in 
the  controls,  1.02%  and  1.7%  in  patients  with  oxyuriasis  (3), 
1.35%  and  3.6%  in  those  with  ancylostomiasis  (4),  2.68%  and 
1.18%  in  those  with  ascaridiasis  (4),  4.33%  and  6.8%  in  those 
with  lambUasis  (12),  not  determined  and  4.3%  in  patients  with 
hymenolepiasis  (2).    Excretion  of  labeled  albumin  and  poly- 
vinylpyrrolidone was  1.47  and  0.44%,  resp.,  in  the  controls, 
and  2.3  and  1.9%  in  patients  with  lambliasis.    The  absorption 
deficit  was  correlated  with  the  irritant  and  necrotic  action  of 
the  parasites  at  the  duodenojejunal  level. 

3961  TREATMENT  OF  OVERT  AND  SUBCLINICAL 
MALABSORPTION  IN  HAITI.    (E.)    KUpstein, 

F.  A.  (U.  Rochester  Med.  Ctr.,  N.  Y.),  I.  M.  Samloff,  G. 
Smarth  and  E.  A.  Schenk.    Gut  10(4):  315-322,  1969. 

Twenty-three  residents  of  rural  Haiti  who  were  found  to  have 
malabsorption,  which  was  associated  with  overt  symptoms  of 
intestinal  disease  in  8  and  subclinical  in  15,  have  been  treated 
with  folic  acid  or  tetracycUne,  or  both.    Treatment  of  8  pa- 
tients with  overt  tropical  sprue  resulted  in  cessation  of  diar- 
rhea in  all,  weight  gain  in  5,  reversal  of  jejunal  morphological 
abnormalities  in  all  8,  and  increased  xylose  absorption  in  4. 
The  hemoglobin  concentration  rose  in  7,  the  serum  albumin 


rose  in  3,  and  the  serum  cholesterol  concentration  rose  to 
normal  in  5.    Similar  therapy  in  the  15  subjects  with  subclinical 
malabsorption,  7  of  whom  had  protein  deficiency,  gave  similar 
results.   The  response  of  the  intestinal  lesion  to  therapy  ap- 
peared to  be  related  principally  to  the  severity  of  the  pretreat- 
ment  morphological  abnormality  rather  than  to  the  presence 
or  absence  of  overt  manifestations  of  intestinal  disease.   The 
intestinal  abnormalities  observed  in  asymptomatic  residents  and 
in  patients  with  protein  deficiency  in  areas  where  tropical 
sprue  is  endemic  are,  in  some  instances  at  least,  related  to  the 
lesion  of  tropical  sprue  in  that  both  respond  favorably  to  simi- 
lar therapy. 

3962  FECAL  TRIGLYCERIDES.    II.    DIGESTIVE 

VERSUS  ABSORPTIVE  STEATORRHEA. 

(E.)    Thompson,  J.  B.  (Oklahoma  City  VA  Hosp.,  Okla.), 
C.  K.  Su,  R.  E.  Ringrose  and  J.  D.  Welsh.   J  Lab  Clin  Med 
73(3):521-530,  1969. 

Total  fecal  fat  analysis  and  fecal  triglyceride  (TG)  determina- 
tions were  made  in  14  patients  with  steatorrhea,  due  to  pan- 
creatic insufficiency,  in  19  patients  with  steatorrhea  due  to 
intestinal  disease  and  in  17  subjects  without  steatorrhea.    A 
significantly  greater  fraction  of  the  fecal  fat  from  the  pancre- 
atic (digestive)  steatorrhea  group  was  in  the  triglyceride  form 
when  compared  with  the  fecal  Upids  of  the  intestinal  (absorp- 
tive) steatorrhea  group.    Fecal  triglyceride  measurements  dis- 
tinguish between  digestive  and  absorptive  forms  of  steatorrhea 
where  conventional  measures  of  fecal  lipids  fail.    This  distinc- 
tion may  be  made  with  very  short  stool  collection  periods 
when  steatorrhea  has  been  estabUshed  by  a  suitable  detection 
test.    For  clinical  screening  purposes,  when  careful  balance 
studies  are  not  required,  the  fecal  triglyceride  method  can  be 
simplified  by  omitting  the  photodenisitometry  if  the  reference 
standard  chromatography  spots  are  selected  to  correspond  to 
a  clinically  critical  fecal  triglyceride  content.    Serial  TG  deter- 
minations on  fresh,  incubated  stool  specimens  provide  data  on 
the  effects  of  fecal  lipase  on  fecal  TG  by  means  of  timed  sub- 
strate disappearance.    Thus,  the  measurement  of  this  physiol- 
ogically significant  class  of  fecal  lipids  answers  several  problems 
in  the  evaluation  of  patients  with  steatorrhea. 

3963  PROTEIN-LOSING  GASTROENTEROPATHY 
AND  MALABSORPTION  ASSOCL\.TED  WITH 

FACTITIOUS  DIARRHEA.    (E.)    Heizer,  W.  D.  (Natl.  Inst. 
Arthritis  Metabol.  Dis.,  NIH,  Bethesda,  Md.),  A.  L.  Warshaw, 
T.  A.  Waldmann  and  L.  Laster.   Ann  Int  Med  68(4):839-852, 
1968. 

3964  A  CASE  OF  TROPICAL  SPRUE:    A  BIOLOGICAL 
STUDY.    (Fr.)    Bernier,  J.  J.,  M.  Bouvry  and  P. 

Duret.   Arch  Franc  Mai  Appar  Dig  58(3):  149-162,  1969. 

3965  DISRUPTIONS  OF  PHOSPHORUS  AND  CAL- 
CIUM METABOLISM  IN  RENAL  INSUFFIQ- 

ENCY.    (Fr.)    Traeger,  J.  (Antiquaillc  Hosp.,  Lyon,  France) 
and  P.  Zech.    Vie  Med  50(4):  315-320,  1969. 

3966  THE  EFFECTS  OF  AN  EXCESS  OF  SODIUM 
PHOSPHATE  ON  THE  HYPOGLYCEMIA  IN 
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11  CASES  OF  HEREDITARY  FRUCTOSE  INTOLERANCE. 

(Fr.)   Desbuquois,  B.  (Hosp.  Child.  Dis.,  Paris,  France),  R. 
Lardinois,  C.  Gentil  and  M.  Odievre.   Arch  Franc  Pediat 
26(l):21-35,  1969. 


3967 


MALABSORPTION.    (E.)    Jeffries,  G.  H.  (Cornell 


U.  Med.  CoU.,  New  York,  N.  Y.),  E.  Weser  and 
M.  H.  Sleisenger.    Gastroenterology  56(4):777-797,  1969. 

3968  WHIPPLE'S  DISEASE.    (Pol.)    Batko,  B.  (Milit. 

Hosp.,  Giiwice,  Poland)  and  A.  Tarnawski. 
Przegl  Lek  23a0):713-715,  1967. 


See  also:    3720,3959 
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3969  CARQNOMA  OF  THE  COLON  AND  RECTUM. 

(E.)    McSherry,  C.  K.  (New  York  Hosp.-CorneU 
Med.  Ctr.,  N.  Y.),  G.  N.  ComeU  and  F.  Glenn.   Ann  Surg 
169(4):502-509,  1969. 

The  records  of  1625  patients  treated  for  1654  carcinomas  of 
the  rectum  and  colon  during  the  30- yr  period  1932-1962 
showed  that  1533  (92.7%)  were  operated  upon  and  1043 
(63.1%)  curative  operations  were  attempted.    The  presenting 
symptoms  were:    changes  in  bowel  habits  (constipation  and/or 
diarrhea)  in  1213  (73%),  abdominal  pain  in  1075  (65%),  weight 
loss  in  945  (57%)  and  rectal  bleeding  in  857  (52%).   The  rec- 
tum and  rectosigmoid  were  the  most  frequent  sites  of  cancer 
of  the  large  intestine  (52.5%).   OveraU  5-yr  survival  rate  for 
1625  patients  was  28.9%.   Of  the  1043  patients  subjected  to 
curative  operations  485  (46.5%)  were  alive  and  without  evidence 
of  carcinoma  at  the  end  of  5  yr.    The  extension  of  carcinoma 
through  the  bowel  waU  and  the  presence  of  lymph  node  metas- 
tases were  important  determinants  of  survival  in  patients  sub- 
jected to  curative  resections. 

3970  VILLOUS  ADENOMAS  OF  THE  COLON, 

BENIGN  OR  MALIGNANT?  (E.)  Olson,  R.  O. 
(U.  Nebraska  CoU.  Med.,  Omaha)  and  W.  C.  Davis.  Arch  Surg 
(Chicago)  98(4): 487-492,  1969. 

A  17-yr  review  of  colonic  neoplasms  revealed  97  cases,  average 
age  64.8  yr,  with  a  total  of  110  cUnicaUy  benign  viUous  ade- 
nomas.   Sb(  of  the  patients  were  lost  to  foUow-up  which  aver- 
aged 44  months.   There  were  22  patients  whose  adenomas 
showed  microscopic  invasion  of  the  muscularis  mucosa.    Six- 
teen of  these  were  among  the  40  adenomas  located  above  the 
peritoneal  reflection,  35%  of  all  the  adenomas  proved  to  be 
malignant.   Bloody  stools,  abdominal  pain,  and  changes  in 
bowel  habits  were  the  most  common  symptoms,  but  24%  were 
asymptomatic.    Five  of  the  27  lesions  which  were  less  than 
2  cm  in  size  and  were  located  above  the  peritoneal  reflection 
were  malignant.    Thirteen  of  the  total  22  carcinomas  were 
papillary.   There  were  concurrent  malignancies  in  42%.    Thir- 
teen patients  were  treated  with  a  cancer  operation  with  no 
operative  deaths  and  no  deaths  due  to  villous  adenomas.    There 
were  8  operative  deaths  among  the  patients  who  had  limited 
procedures,  all  but  1  of  whom  had  a  second  neoplasm.   Three 
of  the  remaining  76  died  from  metastases  after  limited  proce- 
dures.  Two  others  had  malignant  recurrences.    A  cancer  pro- 
cedure is  recommended  for  all  adenomas  above  the  peritoneal 
reflection  and  for  malignant  adenomas  below  it. 

3971  CARQNOMA  OF  THE  RIGHT  COLON.    (E.) 

Nielsen,  J.  (Munic.  Hosp.,  Copenhagen, 
Denmark),  I.  Balslev  and  H.-E.  Jensen.   Acta  Chir  Scand 
Suppl.  (396):  106-1 13,  1969. 

A  15-yr  review  of  cancer  of  the  colon  revealed  186  cases  of 
carcinoma  of  the  cecum,  the  ascending  colon  and  the  hepatic 
flexure,  which  represented  31%  of  the  total  large  intestine  car- 
cinomas.   The  average  age  of  the  patients  was  68.1  and  96 
were  female  and  90  male.    Abdominal  pain  and  discomfort 
were  the  most  frequent  symptoms  in  both  sexes  (92%).    A 
change  in  bowel  habits  was  present  in  62%.   The  average  dura- 
tion of  symptoms  was  6-7  months.    The  tumor  could  be 


palpated  through  the  abdominal  waU  in  112  cases  (60%),  most 
frequently  (70%),  if  the  tumor  was  cecaL    Sixty-four  percent 
were  anemic  and  71%  demonstrated  melena.    Roentgenographic 
studies  provided  the  correct  diagnosis  in  161  cases  (97%).    A 
resection  was  performed  in  74%  with  a  postoperative  mortality 
rate  of  12%.    Of  the  inoperable  patients  (11%)  and  those  in 
whom  explorative  or  palliative  surgery  was  possible  (15%),  all 
died  within  a  year  and  a  half.    After  a  resection  for  cure  46% 
lived  for  more  than  5  years,  but  11%  died  from  causes  other 
than  cancer  of  the  colon. 

3972  POLYPS  OF  THE  COLON.    (E.)    Andreassen, 

J.  C.  (Munic.  Hosp.,  Copenhagen,  Denmark). 
Acta  Chir  Scand  Suppl.(396):  129-169,  1969. 
A  clinical  and  histological  study  of  benign  mucosal  polyps 
of  the  colon  and  rectum  with  foUow-up  examinations  with  a 
histological  examination  of  725  cases  of  carcinoma  of  the  colon 
and  rectum  demonstrates  polyp-remnants  in  otherwise  carcino- 
matous tumors.    In  110  patients  a  total  of  181  polyps  were 
demonstrated,  out  of  which  52  were  recurrences  in  loco  or 
new  polyps.   During  the  period  of  examination,  3  carcinomas 
developed  in  the  polyps.   The  average  observation  period  of 
the  patients  was  4.9  yr  during  which  27  patients  died.    The 
causes  of  death  were  examined  in  all  cases.    On  the  basis  of 
histological  study,  "glandular  and  epitheUal  atypism"  in  colonic 
polyps  was  not  a  sufficient  criterion  to  evaluate  the  risk  of 
malignant  degeneration  in  a  given  lesion.    Large  polyps  with 
an  entirely  or  chiefly  viUous  structure  often  develop  carcinoma, 
whUe  entirely  or  chiefly  adenomatous  polyps  rarely  develop 
carcinoma. 

3973  GENETIC  PROBLEMS  OF  EPITHEUAL  NEO- 

PLASMS OF  THE  LARGE  BOWEL.    (It.)    Jori, 
G.  P.  (Inst.  Pathol.  Spec.  Med.,  U.  Naples,  Italy),  G.  Mazzacca, 
A.  Di  Simone  and  G.  Budillon.   Rass  Fisiopat.  Clin  Ter  40(1): 
28-48,  1968. 

In  the  famUy  of  a  patient  with  polypoid  adenocarcinoma  of 
the  colon,  3  were  affected  by  the  same  disease  (2  dead  from 
cancers  of  the  colon).   Of  10  members  of  the  famfly  of  a  pa- 
tient with  isolated  adenomatous  polyps  of  the  colon,  6  also 
had  polyps.   Of  10  relatives  of  a  patient  with  adenocarcinoma 
of  the  rectum-colon,  7  had  maUgnant  neoplasms  (4  of  the 
large  intestine,  1  of  large  intestine  and  of  endometrium,  1  of 
endometrium,  1  of  CNS).    The  families  of  38  patients  with 
adenocarcinoma  of  the  large  intestine  and  the  families  of  100 
subjects  not  affected  by  neoplasm  Uving  in  the  same  geographi 
cal  area  were  studied.    In  the  first  group  of  288  relatives,  21 
(7  2%)  were  dead  from  cancer  of  the  large  intestine;  in  the 
second  group  of  813  patients,  11  (1.3%)  were  affected  by  the 
same  disease.    The  difference  between  the  two  is  statisticaUy 
significant  (P<  0.001). 

3974  DIVERTICULITIS  OF  THE  COLON.    (E.) 

Fenger,  C.  (Munic.  Hosp.,  Copenhagen, 
Denmark),  K.  Nyhohn  and  E.  Amdrup.  Acta  Chir  Scand 
Suppl.(396):  114-120,  1969. 

Of  191  patients  treated  for  diverticuUtis  during  a  17-yT  period 
112  were  women  (59%)  and  79  (41%)  men,  44.5%  were  more 
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lan  70  and  6.8%  were  less  than  50  when  first  admitted.   One 
undred  seventeen  patients  (61%)  were  treated  conservatively, 
4  (39%)  surgically.    The  indications  for  surgery  were:    perfoia- 
on  peritonitis  or  acute  intestinal  obstruction  (35%),  suspected 
lalignancy  (28%),  and  chronic  intractibility  (37%).    Of  71  pa- 
ents  treated  conservatively  because  of  mild  to  moderate  di- 
jrticulitis,  1 2  were  rehospitalized  subsequently  for  mild 
^mptoms  of  diverticulitis  but  none  had  been  operated  upon 
uring  up  to  5  yr  of  follow-up.    Of  the  41  severe  cases,  2  died 
1  the  hospital  and  4  died  during  the  first  postoperative  year,  all 
om  unrelated  causes.    Of  the  35  still  alive  after  1  yr,  4  con- 
nued  to  have  symptoms  referable  to  diverticulitis  and  2  re- 
aired  operation.   All  5  patients  with  acute  severe  and  com- 
Scated  diverticulitis  died  in  the  hospital.    Of  26  treated  by 
neigency  operations,  5  died  in  the  hospital  and  3  had  per- 
stent  diverticular  symptoms.    Of  the  21  patients  with  sus- 
5cted  cancer  3  died  postoperatively  from  unrelated  disease 
id  1  had  persistent  symptoms.   Of  the  27  with  recurrent 
sease,  2  died  of  operative  complications,  1  died  postopera- 
^ely  due  to  myocardial  insufficiency  and  4  had  persisting 
■mptoms.    Primary  resection  with  an  anastomosis  had  the 
west  incidence  of  postoperative  complications  in  all  those 
jerated  upon. 

?75  CAUSES  OF  FAILURE  IN  THE  RADIOLOGIC 

DIAGNOSIS  OF  CARCINOMA  OF  THE  COLON. 

\j    Kulicz,  A.  (Silesian  Med.  Acad.,  Zabrze,  Poland).   Pol 
?v  Radiol  Nuclear  Med  32(4):423-428,  1968. 

le  barium  enemas  and  case  histories  of  61  patients  with 
rcinoma  of  the  colon  confirmed  at  surgery  or  autopsy  over 
13-yr  period  were  reviewed.    The  tumor  sites  were  as  follows: 
cum  (12),  ascending  colon  (5),  hepatic  flexure  (13),  trans- 
rse  colon  (4),  splenal  flexure  (3),  descending  colon  (4), 
Smoid  colon  (15),  and  sigmorectal  junction  (5).    The  correct 
ignosis  of  tumor  was  made  from  X-ray  in  56  cases.    Stenosis 
is  present  in  21  cases,  a  filling  defect  in  17,  occlusion  in  15 
ses,  and  unclassified  changes  in  3.    In  cecal  carcinomas  the 
uliflower  type  of  carcinomatous  lesion  predominated,  and 
the  hepatic  flexure  and  sigmoid  the  circular  stenotic  form. 
F  the  5  cases  not  diagnosed  by  contrast  enemas  initially,  3 
d  palpable  abdominal  tumors  for  which  surgery  was  per- 
rmed,  1  had  a  repeat  study  which  was  positive  and  the 
her  patient's  tumor  was  diagnosed  by  proctoscopy  and 
saroscopy. 

976  THIRTY  YEARS  OF  EXPERIENCE  WITH  THE 

SURGICAL  TREATMENT  OF  RECTAL  PRO- 
^PSES.    (Rus.)    Chekan,  S.  T.   Khirurgiia  (Moskva)  44(12): 
'-103,  1968. 

nong  212  operated  patients  with  prolapse  of  the  rectum 
e  author  established  the  presence  of  two  distinctly  pronounced 
rms:    1)  prolapse  of  the  mucosa  alone,  seen  in  55  patients 
d  treated  chiefly  with  Whitehead's  method,  with  no  relapses 
er  15  years;  2)  prolapse  of  aU  layers  of  the  rectal  wall,  seen 
139  cases  17  of  which  were  operated  using  Zerenin-Kummel 
rthod,  with  relapses  occurring  in  5  patients  and  serious  com- 
ications  in  3.    All  forms  and  degrees  of  rectal  prolapse  in 
ildren  should  be  treated  clinically.    Only  when  prolapse  is 
rsistent  and  does  not  respond  to  therapy  is  surgery  indicated, 
pre-school  children  Makarovsky's  technique- constrict  ion 
the  posterior  opening-is  preferable;  in  school-age  children 


proctopexy  is  the  choice.    Prolapse  of  the  mucosa  of  the 
posterior  section  of  the  rectum  in  some  adult  patients  some- 
times responds  to  clinical  treatment.    In  most  adult  cases,  how- 
ever, surgical  correction  of  prolapse  is  necessary,  and  the  sooner 
surgery  is  performed,  the  better  and  more  permanent  are  the 
results.    Fairly  persistent  but  not  progressive  prolapse  of  the 
mucosa  of  the  posterior  rectum  with  well-preserved  functioning 
of  the  sphincter  is  an  indication  for  amputation  of  the  pro- 
lapsed mucosa.    Internal  peritoneal  fixation  of  the  rectum  was 
used  in  patients  in  whom  the  upper  section  of  the  rectum  was 
invaginated  in  the  ampulla.   The  method  described  includes  bi- 
lateral side  ampuloplication  with  sigmoidopexy  (Radzievsky's 
modification)  and  was  applied  in  the  surgical  treatment  of  157 
patients  with  prolapse  of  all  rectal  wall  layers.    Recurrence  was 
in  2.6%  of  the  cases  during  the  follow-up  period  ranging  from 
3-20  yr.    No  complications  were  noted. 

3977  THE  PROGNOSTIC  VALUE  OF  RADIOLOGIC 
EXAMINATION  OF  THE  COLON.    (E.)    KuUcz, 

A.  (Silesian  Med.  Acad.,  Zabrze,  Poland).   Pol  Rev  Radiol 
Nuclear  Med  32(4): 429-430,  1968. 

The  survival  times  of  56  patients  correctly  diagnosed  as  having 
carcinoma  of  the  colon  from  barium  enema  studies  during  a 
13-yr  period  were  conelated  with  the  type  of  lesion  demon- 
strated.   Thirteen  of  17  patients  with  filling  defects  were  fol- 
lowed 5  yr  and  there  were  no  survivors.    Sixteen  of  21  patients 
with  circular  stenosis  on  X-ray  were  followed  5  yr  and  7  were 
still  living.    Fourteen  of  15  patients  with  passage  obstruction 
were  followed  5  yr  and  6  were  still  alive. 

3978  COMPLICATIONS  OF  COLON  DIVERTICULO- 
SIS.    RADIOLOGICAL  CONSIDERATIONS. 

(It.)    Smaltino,  F.  (Radiol.  Inst.,  U.  Naples,  Italy),  A.  Gaudieri 
and  A.  De  Michele.    G  Ital  Chir  24(1):  39-58,  1968. 

Complications  of  diverticulosis  of  the  colon  are  generally  of  an 
inflammatory  nature.    In  11  cases  the  symptomatology  and  the 
radiologic  picture  are  described  in  detail.   The  clinically  ob- 
served symptoms  are  diverticulitis,  diverticulo-sigmoiditis,  peri- 
sigmoiditis, perforations  and  fistulas.    In  acute  diverticulosis 
the  diverticuli  are  often  seen  with  irregular  borders  on  X-ray, 
a  hypertonia  of  the  colon  and  normal  mucosa  are  present. 
When  diverticulitis  is  associated  with  acute  sigmoiditis  the 
intestine  is  hypertonic,  irregular,  with  a  narrow  lumen.    Chronic 
perisigmoiditis  is  very  difficult  to  distinguish  from  cancer. 

3979  DIVERTICULITIS  OF  THE  COLON.    (E.) 

Botsford,  T.  W.  (Harvard  Med.  Sch.,  Boston, 
Mass.)  and  R.  M.  Zollinger  Jr.  Surg  Gynec  Obstet  128(6): 
1209-1214,  1969. 

Experience  in  206  patients  (87%  were  older  than  50  yr)  with 
diverticulitis  over  a  17  yr  period  showed  a  real  mortality  rate 
of  7.8%  in  those  sick  enough  to  need  surgery.    The  3  major 
causes  of  death  were  sepsis  from  anastomosis  leaks  (6),  per- 
foration with  overwhelming  infection  or  delayed  surgical  treat- 
ment (5),  and  other  systemic  disease  (5).   The  4  deaths  from 
anastomotic  leaks  in  86  patients  with  a  one  stage  procedure 
seem  unacceptable  considering  that  there  were  no  similar 
deaths  in  the  remaining  120  patients  while  a  diverting  colonic 
stoma  was  functioning.    Thereafter,  only  1  death  occurred 
from  a  pulmonary  embolus,  while  the  patient  was  recovering 
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ftom  an  anastomotic  leak  that  appeared  after  closure  of  the 
stoma.   It  is  suggested  that  even  minor  signs  or  symptoms  of 
infection  after  a  sigmoid  resection  should  be  carefully  investi- 
gated for  anastomotic  leaks. 

3980  THE  CONSERVATIVE  TREATMENT  OF 
RECTAL  FISTULAS  AND  RECURRENT  AB- 
SCESSES AROUND  THE  INFLAMED  RECTUM  WITH 
TUBERCULOSTATICS.    (Ger.)    Hayduk,  A.  (8966  Altusried, 
AUgau,  Germany).   Munchen  Med  Wschr  111(4):215-216,  1969. 

3981  INTESTINAL  PERFORATION  DURING  PERI- 
TONEAL DIALYSIS.    [CASE  REPORT]    (E.) 

Rigolosi,  R.  S.  (Holy  Name  Hosp.,  Teaneck,  N.  J.),  J.  F. 
Mahler  and  G.  E.  Schreiner.  Ann  Intern  Med  70(5):  101 3-1015, 
1969. 


3990  ANAL  ULCERATION  ASSOCIATED  WITH  A 
DISORDER  IN  HEPATIC  FUNCTION.    [CASE 

REPORT]    (Fr.)    Jones,  L.  (Coventry,  England).   Rev  Med 
9(8):493-494,  1968. 

3991  PRINCIPLES  OF  A  NEW  OPERATION  FOR 
RECTAL  AGENESIS-"HIGH  NONPERFORATED 

ANUS".    (Fr.)    Nixon,  H.  H.  (Hosp.  Sick  ChUd.,  London, 
England).   Rev  Med  9(8):541,  1968. 

3992  PHLEGMON  OF  THE  CECUM  AND  ASCENDING 
COLON,  COMPLICATED  BY  SEROUS  PURULENT 

PERITONITIS.   (Rus.)    Yatsetnyuk,  M.  N.  (Kiev  Med.  Inst., 
USSR).    Klin  Khir  (Kiev)  (5):61,  1968. 


3982 


SURGERY  OF  THE  COLON:    MANAGEMENT 
AND  COMPLICATIONS.    (E.)    Beahrs,  O.  H. 

(Mayo  Clin.,  Rochester,  Minn.),  J.  G.  Hoehn  and  W.  H. 

Dearing.   Arch  Surg  98(4):480-486,  1969. 

3983  NEONATAL  HIRSCHSPRUNG'S  DISEASE. 

(E )    Hiller,  H.  G.  (Royal  ChUd.  Hosp.,  Melbourne, 
Victoria,  Australia)  and  P.  McDonald.    Pp.  340-351  in  Progress 
in  Pediatric  Radiology,  Vol.  2.    Kaufmann,  H.  J.,  Ed.   Basel, 
Karger,  1969.    404  pp. 


3984 


THE  MOBILE  CECUM.    (E.)    Bruns,  H.  A.  (U. 

Child.  Qin.,  Hamburg,  Germany)  and  M.  A. 
Lassrich.  Pp.  352-373  in  Progress  in  Pediatric  Radiology, 
Vol.  2.    Kaufmann,  H.  J.,  Ed.  Basel,  Karger,  1969.    404  pp. 

3985  SURGICAL  TREATMENT  OF  NON-NEOPLAS- 
TIC  COLOPATHIES.    (Fr)    Francillon.   J  Med 

Lyon  50(1156):64-68,  1969. 

3986  THE  TECHNICAL  APPROACH  IN  THE  STUDY 
OF  THE  LARGE  BOWEL  WITH  PARTICULAR 

EMPHASIS  ON  THE  EXAMINATION  FOR  POLYPS.    (E) 
Welin,  S.  (Malmo  Gen.  Hosp.,  Sweden).    Pp.  52-64  in  Progress 
in  Pediatric  Radiology,  Vol.  2.    Kaufmann,  H.  J.,  Ed.  Basel, 
Karger,  1969.    404  pp. 

3987  FAMIUAL  POLYPOSIS  OF  THE  LARGE  IN- 
TESTINE.  (Pol.)    Szklanny,  J.  (1st  Surg.  CUn., 

Acad.  Med.  Lodz,  Poland)  and  M.  Kun.   Pol  Tyg  Lek  24(25): 
967-969,  1969. 

3988  DIFFUSE  FAMILIAL  POLYPOSIS  OF  THE 
LARGE  INTESTINE.    (Gr.)    Kavazarakis,  N. 

(Surg.  Clin.  B,  Aristotelian  U.  Thessalonkia,  Greece),  C. 
Sfoungaris,  O.  Papazoglou  and  J.  Zambakos.    Galenus  9(6): 
327-345,  1967. 

3989  A  RARE  CASE  OF  SOLITARY  GIANT  DI- 
VERTICULUM OF  THE  SIGMOID  COLON. 

(It)    Smaltino,  F.  (Inst.  Radiol,  U.  Naples,  Italy),  A.  Gaudieri 
and  E  Del  Vecchio.    G  Ital  Chir  23(6):971-979,  1967. 


3993  PHYSIOLOGY  AND  PATHOLOGY  OF  THE 
APPENDIX.   (Rus.)    Vishnevskii,  A.  A.  (Acad. 

Med.  Sci.  USSR,  Moscow)  and  N.  N.  Fomin.    Khir  Anest  13(2): 
3-7,  1968. 

3994  CONGENFTAL  APLASIA  OF  THE  APPENDIX. 

(Pol.)    Latosiewicz,  Z.  (Distr.  Hosp.,  Mohki, 
Poland).   PolPrzegl  Chir  40(l):81-82,  1968. 

3995  TWO  APPENDICES  IN  ONE  PATIENT.   (Rus.) 
Imnaishvili,  B.  le.  (Tiflis  Inst.  Postgrad.  Med., 

USSR)  and  R.  R.  Anakhasian.    Vestn  Khir  Grekov  100(6): 
121-122,  1968. 

3996  AN  IRRITABLE  COLON.   (Sp.)    Meeroff,  M. 
(Lanus  PolycUn.,  Argentina)  and  S.  Weitzman. 

Galicia  Clin  40(8):611-625,  1968. 

3997  RESULTS  OF  A  DRUG  COMBINATION  IN 
THE  TREATMENT  OF  COLONOPATHY  AND 

GASTRFTIS.   (Fr.)    Jadot,  T.  (Chartreux  Clin.,  Brussels, 
Belgium).   BruxellesMed  48(4): 245-252,  1968. 

3998  INFLAMMATORY  DISEASES  OF  THE 
SIGMOID.   (Sp.)   Gonzalez,  A.  M.    Galicia  Clin 

40(3):  184-210,  1968. 

3999  AGANGLIONOSIS  INVOLVING  THE  ENTIRE 
COLON  AND  A  VARIABLE  LENGTH  OF 

SMALL  BOWEL.   (E.)   Freeh,  R.  S.  (Washington  U.  Sch.  Med. 
St.  Louis,  Mo.).   Radiology  90(2):  249-257,  1968. 


\ 


4000 


FOREIGN  BODY  IN  THE  RECTUM.    (E.) 
Orr,  K.  B.  (St.  George  Hosp.,  Kogarah,  New 
South  Wales).  Med  J  Aust  l(17):721-723,  1968. 


i 


4001  RADICAL  RESECTION  IN  THE  TREATMENT 
OF  HEMORRHOIDS.    (Sp.)   Baracco  Gandolfo,  V 

Acad  Peru  Or  20(1):7-13,  1967. 

4002  COLONIC  RETROPOSITION  AND  VOLVULUS 
OF  THE  CECUM.   (Fr.)    Casanova,  G.  (Maritime 

Hosp.,  Cherbourg,  France),  J.  M.  Maupin,  H.  Laurent  and  J.  Y. 
Soret.   Bordeaux  Chir  (4):208-212,  1967. 
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BOWEN'S  DISEASE  OF  THE  ANUS.    (Sp.) 
Villagran,  A.  (Carlos  Van  Buren  Hosp.,  Valparaiso, 

Chile)  and  H.  Apablaza.   Rev  Med  Valparaiso  20(4):  160-161, 

1967. 

4004  A  CLINICAL  AND  STATISTICAL  REVIEW  OF 
91  CASES  OF  NEOPLASMS  OF  THE  ANUS 

\ND  THE  ANAL  CANAL.    (Sp.)    Salvadori,  B.  (Natl.  Inst. 
Study  Cure  Tumors,  Milan,  Italy),  G.  Valentinis  and  L.  Zingo. 
Tumori  53(6):591-600,  1967. 

4005  CYSTS  AND  DIVERTICULOSIS  OF  THE 
VERMIFORM  APPENDIX.    (Rus.)    Kaliteievskii, 

P.  F.  (Moscow  Munic.  Clin.  Hosp.  No.  67,  USSR),  A.  M. 
Gofman  and  Z.  la.  Grach.   Klin  Med  (Moskva)  46(2):  121-126, 
1968. 

4006  THE  EFFECT  OF  ELECTROSLEEP  ON  THE 
MOTOR  FUNCTION  OF  THE  LARGE  INTES- 
TINE.  (Rus.)    Smirnov,  V.  F.  (Sci.  Res.  Lab.  Proctol.,  Minist. 
Hlth.  RSRSR,  Moscow,  USSR).    Klin  Med  (Moskva)  46(2): 
114-117,  1968. 

4007  THE  ROLE  OF  ERYTHRASMA  IN  ANAL 
PRURITUS.    (Fr.)    Bowyer,  A.  (Guy's  Hosp., 

London,  England)  and  1.  McCoU.   Rev  Med  9(8):511-512, 
1968. 

4008  CANINE  HISTIOCYTIC  ULCERATIVE  COLITIS. 
A  CONDITION  RESEMBLING  WHIPPLE'S 

DISEASE,  COLONIC  HISTIOCYTOSIS,  AND  MALAKOPLA- 

KIA  IN  MAN.    (E.)    Sander,  C.  H.  (Dept.  Pathol,  Michigan 
State  U.,  East  Lansing)  and  R.  F.  Langhan.   Arch  Path 
(Chicago)  85(1):94-100,  1968. 

4009  COLON  INJURIES.   (E.)    Haynes,  C.  D.  (Emory 
U.  Sch.  Med.,  Atlanta,  Ga.),  C.  H.  Gunn  and  J. 

J.  D.  Martin  Jr.  Arch  Surg  96(6):944-948,  1968. 


4014  TWO  VERY  PARTICULAR  CASES  OF 
RECTAL  AMEBIASIS.    (Fr.)    Bensaude,  A.  and 

A.  Vanet.    Rev  Med  9(8):521-522,  1968. 

4015  A  GOOD  DESCRIPTION  OF  COLONIC 
POLYPS.    [EDITORIAL.]    (E.)    Alvarez,  W.  C. 

Geriatrics  24(4):85-87,  1969. 

4016  LIPOMA  OF  THE  COLON  (REPORT  OF  3 
CASES).    (Fr.)    Bertrand,  P.,  J.  Porta,  P.  Meyer 

and  P.  Lequin.    J  Med  Lyon  50(1157):115-117,  1969. 

4017  RESULTS  OF  1399  CASES  OF  APPENDICITIS 
TREATED  SURGICALLY.    (It.)    Marcucci,  A. 

(S.  Giuseppe  da  Copertino  Munic.  Hosp.,  Italy)  and  V.  Monosi. 
Osped  Ital  Chir  17(4):443-451,  1968. 

4018  A  CASE  OF  COLON  TUBERCULOSIS.    (Jap.) 
Ikeuchi,  A.  (Shinkori  Hosp.,  Osaka,  Japan)  and 

K.  Osumi.   Med  J  Mutual  Aid  Ass  16(l):83-86,  1967. 

4019  RECTAL  CARCINOMA  AND  PREGNANCY: 

A  REVIEW  OF  17  CASES.    (E.)    O'Leary,  J.  A. 
(Mayo  Clin.,  Rochester,  Minn.),  J.  H.  Pratt  and  R.  E. 
Symmonds.    Obstet  Gynec  30(6):  862-867,  1967. 

4020  PARASITIC  COLOPATHIES.    (Fr.)    Felix,  H. 
(Val-de-Grace  Sch.  Milit.  Hlth.,  Paris,  France). 

J  Med  Lyon  50(1156):  33-47,  1969. 

4021  DIVERTICULA  OF  THE  APPENDIX.    TWO 
CASE  REPORTS.    (It.)    Mananci,  P.  L.    Osped 

Ital  Chir  18(5):443-449,  1968. 

4022  MASSIVE  RECTAL  BLEEDING  DUE  TO  AN 
INFREQUENT  CAUSE:    MYELOMA.    (Sp.) 

Lentini,  J.,  E.  Fomells  and  R.  Ortiz.   Rev  Esp  Enferm  Apar 
Dig  27(2):339-344,  1968. 


4010  ISCHEMIC  LESION  OF  THE  TRANSVERSE 
COLON.    [CASE  REPORT]    (E.)    Calem,  W.  S. 

(Jewish  Hosp.  Brooklyn,  N.  Y.),  M.  Gaudiano-Ruiz,  R. 
Pochaczevsky  and  L.  Papadakis.   Arch  Surg  96(6): 939-943, 
1968. 

4011  CONGENFTAL  AGANGLIONIC  MEGACOLON 
(HIRSCHSPRUNG'S  DISEASE):    DIAGNOSIS, 

MANAGEMENT  AND  COMPLICATIONS.  (E.)  Soper,  R.  T. 
(U.  Iowa  CoU.  Med.,  Iowa  City)  and  F.  E.  Miller.  Arch  Surg 
96(4):554-562,  1968. 

4012  REPORT  ON  46  CASES  OF  RECTOSIGMOID 
MELANOSIS  OR  NIGROSIS.    (Fr.)   Debray, 

C.  (Bichat  Hosp.,  Paris,  France),  J.  A.  Paolaggi,  J.  Leymarios, 
E.  H.  Martin,  C.  Marche  and  J.  Boisson.  Rev  Med  9(8):513- 
519,  1968. 

4013  SINGLE-LAYER  ANASTOMOSIS  WTTH  A 
SINGLE  ROW  OF  SUTURES  IN  LARGE 

INTESTINE  SURGERY.  (For.)  Vasconcelos,  E.  (Clin.  Dis. 
Dig.  Tract,  Rio  de  Janeiro,  Brazil),  P.  Nahas  and  D.  R.  Kiss. 
Hospital  (Rio)  74(5):  1423-1426,  1968. 


4023  BLEEDING  FROM  THE  COLON  AND  RECTUM. 

(Sp.)    Muniz  Gonzalez,  J.   Rev  Esp  Enferm  Apar 
Dig  27(2):231-236,  1968. 

4024  INTRA-  AND  EXTRAPERITONEAL  RUPTURES 
OF  THE  RECTUM.    (Rus)    Deviatov,  V.  la. 

(Med.  Inst.,  Tashkent,  USSR).    Khirurgiia  (Moskva)  44(10): 
76-78,  1968. 

4025  APPENDICITIS  AND  CLOSURE  OF  POST- 
OPERATIVE WOUNDS  IN  THE  CONDITIONS 

OF  THE  CENTRAL  ARCTIC.    (Rus.)    Liflyandskii,  D.  B. 
Eksp  Khir  Anest  13(l):51-53,  1968. 

4026  RUPTURE  OF  THE  LEFT  COLON  IN  CLOSED 
ABDOMINAL  TRAUMA.    (It.)    Santoro,  A.  (Inst. 

Gen.  Clin.  Surg.,  U.  Catania,  Italy)  and  M.  Zanghi.    Chir  Ital 
20(2):  277-285,  1968. 

4027  ACQUIRED  COLON  STENOSES.    (E.)    Dietz, 
M.  W.  (U.  Missouri  Sch.  Med.,  Columbia). 

Missouri  Med  66(6):423-426,  1969. 
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4028  FOREIGN  BODIES  IN  THE  LARGE  INTES- 
TINE.   (Polj    Podwinski,  A.  (3id  Surg.  Clin., 

Silesian  Acad.  Med.,  Bytom,  Poland)  and  J.  Stadnik.    Wiad  Lek 
22(7):615-617,  1969. 

4029  THE  IRRITABLE  COLON  SYNDROME  AND 
ITS  SUBGROUP  "THE  REDUNDANT  LOOP 

SYNDROME."    A  REPORT  OF  105  CASES.    (E.)    Salem, 
S.  N.  (Amirie  Hosp.,  Kuwait).   J  Kuwait  Med  Ass  1(1):  16-23, 
1967. 

4030  A  CASE  OF  ACUTE  APPENDICITIS  IN  AN 
IMMATURE  NEWBORN  CHILD.    (It.)    D'Avanzo, 

M.  (Inst.  Pediat.,  U.  Naples,  Italy),  G.  Mercante  and  F.  Leopardi 
Pediatria  (Napoli)  75(4):619-635,  1967. 


4031 


4032 


FUNCTIONAL  COLOPATHIES.    (Fr.)    Tolot,  P. 
J  Med  Lyon  50(ll56):48-55,  1969. 


HERNIA  APPENDICITIS  IN  THE  SUCKLING. 

(Sp.)    Gonzalez-Utrilla,  J.  (Pediat.  Clin.,  La  Paz 
City  Sanit.,  Boliva)  and  J.  Monereo.    Cir  Ginec  Urol  21(5): 
347-350,  1967. 

4033  ARE  POLYPS  OF  THE  COLON  PREMALIG- 

NANT?    (E.)    Behiinger,  G.  E.  (Harvaid  Med. 
Sch.,  Boston,  Mass.)  and  J.  V.  Prohaska.    Postgrad  Med  45(3): 
216-219,  1969. 

4034  A  CASE  OF  GASTROCOLIC  FISTULA  DUE  TO 
A  NEOPLASM  OF  THE  TRANSVERSE  COLON. 


(It.)    Pappalepore,  N.  (Bergamo  Gen.  Hosp.,  Italy)  and  C. 
Pappalepore.   Osped  Ital  Chir  17(1):  75-82,  1967. 

4035  THREE  CASES  OF  ANORECTAL  MALFORMA- 
TIONS.   (It.)   Gigli,  U.  (Nicola  Giannettasio 

Munic.  Hosp.,  Rossano,  Italy)  and  C.  Tocci.    Oinica  (Bologna) 
27(2):115-129,  1967. 

4036  CANCER  OF  THE  COLON  AND  THE  RECTUM. 

(Sp.)    Matute,  A.,  A.  Olivares,  C.  V.  Fernandez 
Cabal  and  A.  Monioy.    Ct  Gr  35(6):639-659,  1967. 

4037  THE  COLONIC  POLYP:    OBSERVATION  OR 
EXCISION?    (E.)    Miller,  D.  B.  (Princeton  Hosp., 

N.  J.),  J.  J.  Chandler  and  W.  P.  Burks.    J  Med  Soc  New  Jersey 
64(10):549-550,  1967. 


4038  POSTERIOR  PROCTOTOMY.    (E.)    Guthom, 

P.  J.  (Jersey  Shore  Med.  Ctr.,  N.  J.)  and  C.  Guzzo. 
J  Med  Soc  New  Jersey  64(11):608,  1967. 


4039 


Gonzalez. 


COLITIS  CYSTICA  PROFUNDA.    (E.)    Carstens, 
P.  H.  B.  (U.  Louisville  Sch.  Med.,  Ky.)  and  R. 
Acta  Path  Microbiol  Scand  75(2):273-281,  1969. 


4040 


SYMPTOMS,  DIAGNOSIS  AND  TREATMENT 
OF  PERITONITIS  DUE  TO  APPENDICULAR 

PERFORATION.    (Fr.)    Loygue,  J.    Rev  Prat  \9(.A):AS\-A55, 

1969. 


See  also:    3624,3647,3658,3660,3679,3698,3703,3705,3729,3913,3954 
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4041  LONG-TERM  FOLLOW-UP  REGARDING 
INCONTINENCE  CONTROL  AFTER  TOTAL 

OR  SUBTOTAL  COLECTOMY  FOR  ULCERATIVE  COLITIS. 

(Ger.)    Kuhlmayer,  R.  (Allgemeine  Poliklinik  Stadt  Wien, 
Austria;.    Schweiz  Med  Wsckr  99(25):915-920,  1969. 
Between  1951  and  1968  a  total  of  18  patients  in  a  severely 
reduced  state  with  weight  losses  of  14-25  kg  were  treated  with 
total  or  subtotal  colectomy.    In  3  patients  with  multiple  per- 
foration of  the  colon,  total  colectomy  with  final  ileostomy  was 
performed;  in  15,  total  colectomy  and  anastomosis  between 
the  terminal  ileum  oi  the  ascending  colon  and  the  diseased 
stump  of  the  rectum  was  made.    Hospitalization  was  from  12- 
28  days.    Although  the  frequency  of  stools  in  10  patients  was 
5-6  daily,  it  was  reduced  to  2-4/day  after  3-6  months  and  2-3 
formed  stools/day  after  1  yr.    Twelve  patients  have  been  fol- 
lowed for  2-17  yr;  11  had  a  nearly  normal  rectal  mucosa  and 
1  had  a  mild  proctitis.    All  patients  have  returned  to  work  and 
have  gained  8-45  kg  in  weight.   There  were  4  postoperative 
deaths,  2  of  which  occurred  in  patients  with  multiple  perfora- 
tion of  the  colon. 

4042  PROGNOSTIC  VALUE  OF  ESTIMATING  SERUM 
PROTEINS  IN  CASES  OF  ULCERATIVE  CO  LI 

TIS  IN  REMISSION.    (E.j    De  Dombal,  F.  T.  (Gen.  Infirm., 
Leeds,  England).    Gut  10(6):49 1-496,  1969. 

Protein  electrophoresis  was  performed  on  blood  samples  ob- 
tained from  110  patients  (49  males,  61  females),  average  age 
37.8  yr,  with  proven  ulcerative  colitis  as  well  as  from  38  nor- 
mal volunteers.    A  slight  fall  in  the  colitis  outpatient  albumin 
level  and  a  more  prominent  rise  in  the  alpha  2  and  beta  globu- 
lin levels  when  compared  to  normals.    There  was  no  difference 
in  serum  gam.ma  globulin  levels.    Serum  protein  levels  were 
studied  in  82  of  the  patients  in  complete  remission  and  com- 
pared to  those  of  the  56  who  remained  in  remission  for  3 
months  and  the  26  who  suffered  a  relapse.    There  was  no 
prognostic  relationship  between  the  gamma  globulin  fraction 
and  the  subsequent  clinical  course.    AU  26  of  the  patients  who 
later  suffered  a  relapse  had  raised  Oi:2-globulin  levels  but  only 
3  of  the  56  patients  who  remained  in  remission  during  3 
months  showed  an  Lncreased  a2-globulin  level.    The  mean  02- 
globulin  level,  however,  which  was  9.5%  in  those  who  were  to 
remain  in  remission,  was  14.1%  in  those  who  were  to  relapse. 
Serial  a2-glo'3ul"i  studies  accurately  forecast  a  relapse  of  ulcera- 
tive colitis  in  2  patients  chosen  at  random. 

4043  SKIN  LESIONS  IN  ULCERATIVE  COLITIS. 

(E.)    Johnson,  M.  L.  (Cent.  Middlesex  Hosp., 
London,  England)  and  H.  T.  H.  Wilson.    Gut  10(4):255-263, 
1969. 

Of  415  cases  of  ulcerative  coUtis,  20  patients  had  skin  diseases 
believed  to  be  associated  with  the  underlying  bowel  disease. 
A  characteristic  of  the  skin  lesions  was  a  tendency  to  necrose 
and  form  chronic  ulcers  cf  varying  morphology.    Although  55% 
(230)  of  the  entire  series  of  415  were  women,  70%  (14)  of 
those  with  skin  complications  were  women.    Seven  patients  had 
more  than  one  morphological  type  of  skin  lesion.    Eight  women 


had  erythema  nodosum  the  onset  of  which  was  associated  with 
exacerbations  of  the  coUtis.    Seven  had  a  seronegative  arthro- 
pathy and  in  one  case  the  nodes  ulcerated.    Seven  women  had 
chronic  ulcers  (pyoderma  gangrenosum).    There  was  no  corre- 
lation between  the  extent  or  severity  of  the  colitis  and  the 
extent  of  the  dermatitis;  in  1  case  the  ulcer  appeared  2'/2  yr 
after  proctolectomy.   Five  patients  had  papulonecrotic  lesions 
which  bore  no  relationship  to  the  severity  of  the  underlying 
colitis.    Three  women  developed  erythematous  plaques  (a 
lesion  peculiar  to  ulcerative  colitis)  on  the  shins  which  ulcerated 
in  several  places,  but  these  small  ulcers  did  not  coalesce. 


4044  AN  EPIDEMIOLOGICAL  STUDY  OF  ULCERA- 

TIVE COLITIS  ANT>  REGIONAL  ENTERmS 
AMONG  ADULTS  IN  BALTIMORE.    II.    SOCIAL  AND 
DEMOGRAPHIC  FACTORS.    (E.)    Monk^  M.  (Johns  Hopkins 
U.  Sch.  Med.,  Baltimore,  Md.),  A.  I.  Mendeloff,  C.  I.  Siegel 
and  A.  Lilienfield.    Gasti-oenterology  56(5): 847-857,  1969. 
Patients  who  had  been  hospitalized  with  ulcerative  colitis 
and  ulcerative  proctitis  (168),  and  regional  enteritis  (69)  were 
interviewed  in  their  homes  and  compared  with  a  sample  from 
the  same  geographic  area  and  with  a  group  of  102  patients 
with  "irritable  colon"  who  were  interviewed  in  the  same  way. 
The  social  and  economic  status  of  patients  with  ulcerative 
colitis  and  regional  enteritis  differed  from  those  in  the  compari- 
son groups.    There  were  no  consistent  differences  in  present 
occupational  status;  the  regional  enteritis  group  had  a  higher 
educational  attainment.   The  study  groups  tended  to  come 
from  white  collar  families  and  were  less  likely  than  the  com- 
parison groups  to  be  from  a  rural  background.    The  non-Jews 
in  the  study  groups  were  of  a  more  recent  foreign  background 
than  the  controls.    Differences  in  ethnic  background  were 
small.    The  high  prevalence  of  ulcerative  colitis  and  regional 
enteritis  among  Jews  was  not  accounted  for  by  the  factors 
studied. 

4045  ROENTGENOLOGICAL  ASPECTS  OF 
ULCERATIVE  COLITIS.    (E.)    Eklof,  O. 

(Karolinska  Hosp.,  Stockhohn,  Sweden).    Pp.  374-395  in 
Progress  in  Pediatric  Radiology.  Vol.  2.    Kaufmann,  H.  J.,  Ed. 
Basel,  Karger,  1969.    404  pp. 

4046  RELATIONSHIP  OF  CHRONIC  ULCERATIVE 
ESOPHAGITIS  TO  ULCERATIVE  COLITIS. 

(E.)  Christopher,  N.  L.  (U.  Michigan  Med.  Ctr.,  Ann  Arbor), 
D.  W.  Watson  and  E.  R.  Farber.  Ann  Intern  Med  70(5):971- 
976,  1969. 

4047  IMMUNOGLOBULINS  IN  NONSPECIFIC 
ULCERATIVE  DISEASE  OF  THE  COLON:    A 

PRELIMINARY  REPORT.    (E.)    Schofield,  P.  F.  (Park  Hosp., 
Davyhulme,  Manchester,  England),  S.  D.  Deodhar  and  R.  B. 
Turnbul).   J  Roy  Coll  Surg  Edinb  14(3):  157-160,  1969. 

4048  HEMORRHAGIC  RECTOCOLITIS.    (Fr.) 
Brette,  R.   J  Med  Lyon  50(1156):56-63,  1969. 
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4049  TREATMENT  OF  ULCERATIVE  COLITIS. 

(E.)    Bargen,  J.  A.  (U.  California  Sch.  Med., 
Iivine)  and  S.  O.  Aylett.  Postgrad  Med  45(4):  176-180,  1969. 


4050  TWO  CASES  OF  COLITIS  ULCEROSA  COM- 

PLICATED BY  PERFORATION  OF  THE  IN- 
TESTINE.   (Pol.)    Dzurak,  W.  (2nd  Clin.  Hosp.,  Warsaw  Acad. 
Med.,Poknd).  Pol  Przegl  Radiol  31(6):867-874.  1967. 


See  also:    3445,3955 
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4051  PALLIATIVE  CHEMICAL  SPLANCHNICECTOMY. 

(E.)  Copping,  J.  (U.  Michigan  Med.  Ctr.,  Ann 
Arbor),  R.  Willix  and  R.  Kraft.  Arch  Surg  (Chicago)  98(4): 
418-420,  1969. 

ren  cc  of  6%  phenol  was  injected  into  the  area  of  the  splanch- 
nic nerves  and  celiac  ganglia  for  palliation  in  13  patients 
with  incurable  pancreatic  carcinoma  verified  by  surgery.    One 
patient  died  shortly  after  surgery,  and  2  patients  had  no  ante- 
cedent pain.    Significant  relief  of  pain  (average  duration  4 
months)  was  noted  by  7  of  the  other  10  patients.   Only  4  of 
19  similar  patients  treated  by  conventional  palliative  surgery 
alone  experienced  comparable  pain  relief.    Most  patients  in 
sither  group  were  dead  5  months  after  surgery.    Severe  de- 
generative changes  were  noted  in  the  sympathetic  nerves  and 
'anglia  of  dogs  receiving  similar  treatment. 

4052  PANCREATODUODENECTOMY  FOR  PERI- 
AMPULLARY CARCINOMA.    (E.)    Maki,  T. 

(Tohoku  U.  Sch.  Med.,  Sendai,  Japan),  T.  Sato,  Y.  Saitoh  and 
K.  Koyama.   J  Abdom  Surg  11(7):  145-156,  1969. 

Follow-up  studies  were  made  of  65  patients  who  underwent 
pancreatoduodenectomy  for  periampullary  carcinoma.    Hospital 
deaths  occurred  in  17  of  33  patients  operated  on  before  1959, 
but  in  only  3  of  32  operated  on  after  1960.    The  mean  sur- 
mal  rates  after  3  and  5  postoperative  yr  for  periampullary 
carcinoma  were  29.5%  and  25.6%,  resp.    Analyzed  according 
to  the  origin  of  the  carcinoma,  the  survival  rates  at  3  yr  were 
35.8%  and  36.9%  in  carcinoma  of  the  bile  duct  and  of  the 
papilla  of  Vater,  resp.;  the  corresponding  figures  at  5  yr  were 
27.9%  and  36.9%.    No  patients  with  carcinoma  of  the  head 
of  the  pancreas  survived  for  more  than  3  yr;  all  deaths  could 
be  attributed  to  recurrence.   The  parameters  of  liver  function 
related  to  lipid  metabolism  gave  values  within  normal  limits 
2ven  at  a  long  period  of  time  after  the  operation.    The  ISlj. 
Triolein  test  was  abnormal  in  7  of  13  patients  studied  and  the 
pancreozymin  secretin  serum  enzyme  test  suggested  a  distur- 
bance of  pancreatic  function  in  5  of  14  patients.   There  was  no 
conelation  between  the  length  of  time  after  surgery  and  the 
degree  of  impairment  of  pancreatic  function. 

4053  ANNULAR  PANCREAS  IN  THE  NEWBORN 
AND  THE  INFANT:    12  CASES.    (It.) 

Giacomoni,  M.  A.  (Gen.  Surg.  Clin.,  U.  Milan,  Italy)  and  D. 
Bigardi.   Arch  Ital  Chir  94(6):  889-897,  1968. 

Between  January  1963  and  October  1968,  12  cases  (5  male 
and  7  female)  of  annular  pancreas  were  seen.    Their  body 
weights  ranged  from  2.2-4.5  kg:    only  2  weighed  more  than 
3  kg.    Symptoms  (biliary  vomiting  in  most  cases)  appeared 
early  in  life:    in  9  cases  before  the  10th  day,  and  on  days, 
19,  30,  and  60,  in  the  other  3.    In  11  cases  duodenal  stenosis 
was  associated  with  the  annular  pancreas.    Two  of  the  12  cases 
were  mongoloid,  9  survived  surgery,  and  the  3  who  died 
weighed  only  2.2-2.4  kg. 


4054 


156,  1969. 
4055 


DIABETES  MELLITUS  AND  CANCER.    (Ger.) 
Grosse,  H.   Arch  Geschwulstforsch  33(2):  149- 


ANNULAR  PANCREAS.    (Sp.)    Sarrias 
Batista,  A.  (Sagrado  Corazon  Hosp.,  Spain)  and 
W.  Martin  Guena.  An  Med  [Cir]  55(l):64-70,  1969. 

4056  CYSTIC  FIBROSIS  OF  THE  PANCREAS.    (A 
STUDY  IN  CELL  CULTURE.)    (E.)   Danes, 

B.  S.  (CorneU  U.  Med.  CoU.,  New  Yoric,  N.  Y.)  and  A.  G.  Bearn. 
J  Exp  Med  129(4):775-791,  1969. 

4057  GENETIC  STUDY  OF  CYSTIC  FIBROSIS 
OF  THE  PANCREAS  USING  WHITE  BLOOD 

CELL  CULTURES.  (E.)  Danes,  B.  S.  (ComeU  U.  Med.  Coll., 
New  York,  N.  Y.),  K.  M.  Foley,  S.  D.  Dillon  and  A.  G.  Beam. 
Nature  222(5194):685-687,  1969. 

4058  UNUSUAL  PLEOMORPHIC  CARCINOMA  OF 
THE  PANCREAS  FEATURING  PRODUCTION 

OF  OSTEOID.  (E.)  Kay,  S.  (Med.  CoU.  Virginia,  Richmond) 
and  J.  M.  Harrison.    Cancer  23(5):  1158-1 162,  1969. 


4059 


787, 1969. 


4060 


CLINICAL  FORMS  OF  PANCREAS  CANCER. 

(Fr.)    Delluc,  G.    Gaz  Med  France  76(4):782- 


UROPEPSIN  IN  CASES  OF  PANCREATIC 
TUMOR.    (Pol.)    Chyliiiski,  J.  (1st  Clin.  Intern. 

Dis.,  Acad.  Med.,  Gdansk,  Poland).   Pol  Tyg  Lek  24(8): 272- 

273,  1969. 

4061  CLINICAL  FEATURES  OF  MECONIUM  ILEUS. 

(Ger.)    Coerper,  H.  G.  (Surg.  Qin.,  U.  Heidelberg, 
Germany),  R.  Daum  and  W.  C.  Hecker.    Brum  Beitr  Klin  Chir 
215(4):467-480,  1967. 

4062  A  RING-SHAPED  PANCREAS.    CLINICAL 
ASPECTS  AND  MORPHOGENETIC  CONSIDERA- 
TIONS.   REPORT  OF  TWO  CASES.    (It.)    D'Avena,  C. 
(United  Hosp.,  Rome,  Italy),  A.  Gargiulo  and  M.  Tondo.   Osped 
Ital  Chir  17(3):223-231,  1967. 

4063  HYPOGLYCEMIA  ASSOCIATED  WITH  EXTRA- 
PANCREATIC  MESENCHYMAL  TUMORS. 

(E.)    Yamagiwa,  H.  (Mie  Prefectural  U.  Sch.  Med.,  Tsu,  Japan), 
H.  Onishi  and  S.  Koyama.   Mie  Med  J  17(1):61-71,  1967. 

4064  THE  VALUE  OF  THE  RADIOLOGICAL  EXAM- 
INATION OF  THE  STOMACH  AND  THE  DUO- 
DENUM IN  THE  DIAGNOSIS  OF  PANCREAS  CYSTS. 

(Pol)    Smajkiewicz,  L.  (Dept.  Radiol.,  Acad.  Med.,  Lublin, 
Poland).   Pol  Przegl  Radiol  31(6):849-855,  1967. 


See  also:    3663,3674,3693,3718,3722 
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4065  ETIOPATHOGENIC  CONSIDERATIONS  ON 

PANCREATITIS  ARISING  AFTER  GASTRIC 
RESECTION.    (It.)    Battezzati,  M.  (1st.  Clin.  Chii.  Gen.,  U. 
Genoa,  Italy),  G.  B.  Gemma,  E.  Berti-Riboli  and  A.  Gramegna. 
Gazz  int  Med  Chir  73(23):2391-2403,  1968. 
Among  26  surgical  operations  to  conect  previous  gastric  re- 
section, 11  patients  showed  an  afferent  ansa  too  long  to  be  the 
cause  of  the  progressive  symptomatology.    In  77%  of  the  cases 
changes  in  the  pancreas  were  present.    Illustrative  examples 
are  presented  of  2  gastric  resections;  in  both  the  surgical  tech- 
nique constituted  the  principal  pathogenic  cause  of  pancreatitis. 
A  too  long  afferent  ansa  with,  at  first,  hyperactivity  and  hyper- 
tonia of  the  walls,  and,  then,  hypotonia,  impeded  the  discharge 
of  secretions  with  resultant  storage  in  that  area  of  the  jejunum. 
The  best  therapy  is  surgery  to  eliminate  the  conditions  favor- 
ing the  hypertension,  which  could  be  the  cause  of  pancreatitis. 

4066  HAEMORRHAGIC  PANCREATITIS  INDUCED 

BY  ELASTASE.    (E.)    Mohiar,  J.  J.  (Albert 
Einstein  CoU.  Med.,  New  York,  N.  Y.),  1.  J.  Schneider,  S. 
Tindel,  D.  Shapira  and  D.  State.  Acta  Morph  Acad  Sci  Hung 
16(2):213-221,  1968. 

Seventy-five  mg  of  pancreatic  elastase  in  15  ml  of  distilled 
water  was  infused  into  the  main  pancreatic  duct  of  14  fasting 
mongrel  dogs  of  both  sexes  (15-22  kg)  following  Ugation  of 
the  accessory  duct.    Six  similar  animals  received  the  distilled 
water  only.   The  14  elastase-iiifused  dogs  revealed  hemorrhage, 
edema  and  congestion  of  the  pancreas  within  1  hr  after  infu- 
sion.   Most  of  the  interstitial  septa  demonstrated  these  changes 
throughout  the  pancreas.    In  addition  to  3  animals  which 
showed  gross  foci  of  fat  necrosis,  4  more  displayed  microscopic 
evidence  of  fresh  peripancreatic  fat  necrosis.    Microscopically, 
the  interstitial  septa  revealed  leukocytic  infiltration,  the  veins 
were  variously  swollen  and  thrombosed,  and  the  linings  of 
the  arterial  vessels  demonstrated  varying  degrees  of  dissolution. 
There  were  minimal  gross  and  microscopic  changes  in  the  con- 
trols. 

4067  SURGICAL  TREATMENT  OF  CHRONIC 

PANCREATITIS  BY  A  COMPLETE  TRIPLE 
PANCREATIC  AND  BILIDIGESTIVE  SHUNT.    (Fr.) 
Salembier,  Y.  (Lille,  France).   J  Chir  96(6):529-536,  1968. 
The  pain  disappearance  in  patients,  after  duodenopancreatec- 
tomy,  must  be  attributed  m.ore  to  the  shunts  that  are  per- 
formed during  the  operation,  than  to  the  removal  of  the  pan- 
creas.   For  this  reason  the  Whipple's  technique  for  duodeno- 
pancreatectomy  has  been  modified:    transversal  section  of  the 
pancreas  was  performed  at  isthmus  level,  instead  of  total  re- 
moval.  The  caudal  part  of  pancreas,  the  common  bile  duct, 
and  the  stomach  were  anastomosed  with  the  duodenum.    This 
operation  has  been  performed  in  13  patients,  with  exceUent 
results,  and  is  indicated  in  diffuse  chronic  pancreatitis. 

4068  ACUTE  PANCREATITIS  AND  DISTURBANCES 

IN  THE  METABOLISM  OF  GLYCOGEN.    (It.) 
Conti,  E.  ("Ca'  Granda"  Hosp.,  MUan,  Italy).    Chir  Ital  19(6): 
1345-1353,  1967. 


i 


In  66  cases  of  acute  pancreatitis,  hyperglycemia  was  found  m 
47  (71%).   The  total  deaths  were  20  (30%)  and  the  deaths  m 
the  cases  of  hyperglycemia  were  14  (29%).    No  pre-existent 
diabetes  was  found  in  the  histories.   Twenty  days  after  onset 
in  the  hyperglycemic  patients  glycemia  was:    lower  than  0.15% 
in  32  (68%);  between  0.15%  and  0.2%  in  8  (17%);  higher  than 
0.2  in  7  (15%).   The  glycemic  changes  below  0.2%  usually  re- 
turned to  normal;  they  are  believed  to  be  modifications  in  gly- 
cogen metaboUsm  with  recovery  when  pancreatic  damage  is 
reduced. 

4069  ACUTE  POSTOPERATIVE  PANCREATITIS  IN 

BILIARY  TRACT  AND  PANCREAS  SURGERY. 

(Sp.)   Wilks,  A.  E.  (Gen.  San  Martin  Inst.,  NatL  U.  La  Plata, 
Argentina)  and  N.  Gorostiague.   Rev  Argent  Gr  13(l-2-3):5-8, 
1967. 

Among  2855  operations  on  the  biliary  tract  and  pancreas 
during  a  20-yr  period  (1948-1967)  there  were  8  (0.28%)  cases 
of  postoperative  acute  pancreatitis.   This  complication  occurred 
most  frequently  after  pancreatic  biopsies  (1  out  of  9)  and  after 
papillectomy  (5  out  of  351).   Five  patients  (0.17%  of  the  total 
number  and  62.5%  of  the  groups  studied)  died.    Misdiagnosis 
included  shock,  peritonitis  and  hemorrhage.    Clinical  findings 
included  shock,  severe  hypotension  (which  did  not  respond  to 
the  usual  treatment),  pain,  oliguria,  nausea,  vomiting  and  re- 
gional ileus.    Increased  amylase  in  blood  and  urine  which  should 
not  be  considered  synonymous  with  pancreas  injury  was  also 
observed.   WBC  was  between  15,000  and  35,000.    Kypocalc^ 
mia,  which  has  a  prognostic  significance  was  common.   The 
treatment  suggested  is  the  same  as  for  primary  acute  pancre- 
atitis. 

4070  THE  OPERATIVE  TREATMENT  OF  PANCRE- 

ATITIS.   (E.)    Frey,  C.  F.  (U.  Michigan  Med. 
ar.,  Ann  Arbor).  Arch  Surg  (Chicago)  98(4):406-417,  1969. 
Two  hundred  and  eleven  of  306  patients  hospitalized  during 
a  10-yr  period  for  pancreatitis  were  subjected  to  operation. 
GaUstones  (55),  alcohol  (106),  trauma  (10),  idiopathic  (17), 
peptic  ulcer  (8),  postoperative  (6),  afferent  loop  (3),  hyper- 
parathyroid  (3),  ulcerative  coUtis  (2),  and  steroid  (1)  accounted 
for  the  pancreatitis  in  the  211  patients  operated  upon.    Each 
disease  or  condition  which  induced  pancreatic  inflammation 
had  a  distinct  character  in  terms  of  the  age,  sex,  pathogenesis, 
prognosis,  and  appropriate  therapy.    Thirty  of  55  patients 
operated  upon  for  gaUstone  pancreatitis  had  good  results  as 
compared  with  only  1  of  10  treated  conservatively.    Patients 
with  alcohoUc  pancreatitis  did  not  benefit  from  surgery  unless 
there  was  associated  calculous  disease.    Drainage  of  a  pseudo- 
cyst offered  a  favorable  prognosis  even  in  alcoholic  pancreatitis. 
Excisional  operations  were  the  only  effective  means  of  control- 
ling pain  in  patients  with  alcoholism  and  pancreatitis.    Pancre- 
atitis was  considered  a  major  factor  in  the  deaths  of  22  of  the 
operative  group  of  211  patients  and  in  21  of  the  nonoperative 
group  of  95  patients. 

4071  THE  MANAGEMENT  OF  CHRONIC  PANCRE- 

ATITIS.  (E.)    Howat,  H.  T.  (Manchester  Royal 
Infirm.,  England).   J  Roy  Coll  Surg  Edinb  14(3):147-151,  1969. 
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4072  THE  USE  OF  TRASYLOL  IN  ACUTE  PANCRE- 
ATITIS.   (Rus.)    Kurbangaleiev,  S.  M.  (I.  P. 

Pavlov  1st  Med.  Inst.,  Leningrad,  USSR)  and  O.  I.  leletskaia. 
Klin  Med  (Moskva)  47(4):63-68,  1969. 

4073  ACUTE  PANCREATITIS  IN  CHILDREN: 
REPORT  OF  A  PERSONAL  CASE.    (Fr.j 

Manassero,  J.  (Lenval  Hosp.,  Nice,  France),  J.  C.  Vaillaud,  A. 
Grinda  and  R.  Eskenasi.   Pediatric  24(l):73-78,  1969. 

4074  EXAMINATION  OF  THE  EXTERNAL  PANCRE- 
ATIC SECRETION  IN  ACUTE  AND  CHRONIC 

PANCREATITIS.    (E.j    Herfort,  K.,  P.  Fric,  D.  Cincibuchova 
and  V.  Kalabkova.   Rev  Roum  Med  Int  4(3):  169-174,  1967. 

4075  RELATION  BETWEEN  THE  SALIVARY  AND 
BLOOD  AMYLASE  LEVELS  IN  CHRONIC 

PANCREATITIS:    THE  POSSIBILITY  OF  COMPENSATORY 


SALIVARY  AMYLASE  SECRETION  IN  PANCREATIC  IN- 
SUFFICIENCY.   (Fr.)    Dechezlepretre,  S.  (Inst.  Pharmacol., 
Fac.  Med.,  Paris,  France).    SuH  Acad  Nat  Med  (Paris) 
152(3/4):  34-36,  1968. 

4076  ACUTE  AND  CHRONIC  PANCREATITIS: 
PATHOLOGICAL  ANATOMY.    (Ger.)    Becker, 

V.  (Munic.  Hosp.,  Karlsruhe,  Germany).  Aerztl  Prax  Bild 
(4/5):86a-91,  1968. 

4077  THE  DIAGNOSIS  OF  PANCREATITIS  FROM 
THE  INTERNIST'S  POINT  OF  VIEW.    (Ger.) 

Heinkel,  K.  (Bad  Cannstatt  Hosp.,  Germany).   Aerztl  Prax  Bild 
(4/5):92a-95,  1968. 

4078  THE  DIAGNOSIS  OF  ACUTE  AND  CHRONIC 
PANCREATITIS  FROM  THE  SURGICAL 

POINT  OF  VIEW.    (Ger.)    Miiller-Kluge,  M.  (Munic.  Hosp.. 
Karlsruhe,  Germany).  Aerztl  Prax  Bild  (4/5):96a-99,  1968. 


See  also:    3677 
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4079  RESECTIONAL  THERAPY  IN  MASSIVE  LIVER 

INJURY.    (E.)    Nemhauser,  G.  M.  (UCLA  Sch. 
Med.,  Calif.),  R.  J.  Cleveland,  J.  R.  Benfield  and  J.  C.  Thompson. 
/  Trauma  9(6): 5 37-545,  1969. 

During  12  months  28  patients  with  liver  trauma  were  treated 
without  a  fatality.    Of  these,  16  were  secondary  to  blunt  trauma 
and  12  were  penetrating  injuries.    Left  hepatic  lobectomy  was 
required  in  1  with  penetrating  injury  and  the  remaining  6  hepa- 
tic resections  were  performed  as  emergency  procedures  for 
blunt  trauma.   The  significant  complications  were  3  subphrenic 
abscesses,  1  biliary  fistula  and  1  intrahepatic  arteriovenous 
fistula.    Adequate  drainage,  biliary  tree  decompression,  and  an 
aggressive  use  of  resection  will  minimize  the  mortality  and 
morbidity  associated  with  massive  liver  trauma. 


4080  ANTIMITOCHONDRIAL  ANTIBODIES  IN 

JAUNDICE  FOLLOWING  DRUG  ADMINISTRA- 
TION.   (E.)    Rodriguez,  M.  (Mount  Sinai  Sch.  Med.,  New  York, 
N.  Y.),  F.  Paronetto,  F.  Schaffner  and  H.  Popper.   JAMA 
208(1):148-150,  1969. 

Jaundice  following  drug  administration  was  studied  in  22  pa- 
tients (11  males  and  11  females,  26-70  yr  of  age).    Anti- 
mitochondrial  antibodies  were  detected  by  fluorescent  anti- 
body technique  in  the  sera  of  7  of  9  patients  jaundiced  after 
halothane  anesthesia,  and  in  4  of  7  patients  jaundiced  by  chlor- 
promazine  therapy.    Antimitochondrial  antibodies  were  not 
observed  in  jaundiced  patients  who  received  methyldopa  (3 
patients),  aminosalicylic  acid,  chlorpropamide,  and  perphena- 
zine (1  patient  each).    Antimitochondrial  antibodies  were 
also  not  observed  in  20  patients  jaundiced  from  viral  hepatitis; 
in  10  patients  not  jaundiced  after  halothane  administration;  in 
10  patients  not  jaundiced  by  chlorpromazine  treatment,  and 
in  52  non-jaundiced,  hospital  controls.    The  presence  of  anti- 
bodies may  help  to  differentiate  between  jaundice  caused  by 
viral  hepatitis  and  drug  administration. 

4081  BLUNT  INJURIES  TO  THE  LIVER:    PROB- 

LEMS AND  MANAGEMENT.    (E.j    Balasegaram, 
M.  (Gen.  Hosp.,  Seremban,  Malaysia).  Ann  Surg  169(4):544- 
550,  1969. 

Blunt  hepatic  injuries  were  treated  in  35  patients  during  a  7-yr 
period.    Diagnosis  was  difficult  and  only  17  (48.6%)  were  di- 
agnosed preoperatively.    Associated  intra-abdominal  and  con- 
comitant head,  chest,  pelvic  and  skeletal  injuries  accounted 
for  most  of  the  difficulties.    Extensive  lacerations  or  intra- 
lobar  ruptures  of  the  liver  occurred  in  17  of  the  35  patients. 
Simple  linear  or  stellate  lacerated  wounds  were  treated  by 
drainage  or  suture,  or  debridement  of  the  ragged  liver  edges 
and  suture.    Before  1964  extensively  lacerated  wounds  were 
treated  by  gauze  packing.    Three  of  5  patients  treated  thus 
died,  while  the  other  2  had  multiple  complications.    Since 
1964,  packing  has  been  abandoned  in  favor  of  major  resection; 
11  patients  have  undergone  that  procedure  and  only  1  died. 
Hepatic  resection  is  recommended  for  subcapsular  hematomas 
with  intra-lobar  rupture  of  the  Uver  to  avoid  hepatic  necrosis. 
These  injuries  can  be  diagnosed  by  the  injection  of  methylene 
blue  into  the  common  hepatic  duct.    The  low  mortaUty  and 
morbidity  in  this  series  are  due  to  improved  care,  early  surgical 


intervention  and  major  hepatic  resection  or  adequate  removal 
of  devitalized  lacerated  and  injured  tissues  by  debridement. 

4082  LIVER  DAV.AGE  IN  HYPOCHLORHYDRIC 

DYSPEPSIA.   (It.)    Ceci,  V.  (Inst.  Gen.  Clin.  Med., 
U.  Rome,  Italy),  P.  Soccorsi,  A.  Neri,  A.  Sciacca,  V.  Di  Giacomo 
and  G.  Carmenini.   Fegato  14(3): 297-303,  1968. 
A  cUnical  study  of  188  patients  with  hypochlorhydric  dyspepsia 
revealed  alteration  of  serum  proteins  with  hypergammaglobuli- 
nemia and  inversion  of  the  A/G  ratio  in  46  (24.4%),  and  hypo- 
pro  teinemia  and  hypoalbuminemia  in  6  (3.2%).    Colloidal  labi- 
lity tests  were  alterated  in  66  (35.1%);  Kunkel's  test  was  posi- 
tive in  42  (63.6%),  Wuhrmann's  test  in  4  (10.6%);Maclagan's 
test  in  3  (4.5%);  and  Takata-Dohmoto's  test  in  1  (1.5%).   Patho- 
logic urobilinuria  was  present  in  42  (21.3%);  hyperbilirubinemia 
(direct)  in  15  (7.9%);  microcytic  hypochromic  anemia  in  17 
(9%).    Hepatomegaly  was  observed  in  93  (49.4%),  and  was  as- 
sociated with  serum  protein  modification  in  13  (6.8%).   Needle 
liver  biopsy  of  hepatomegalic  patients  showed  moderate  pleo- 
cytosis  in  the  porto-biliary  spaces,  rare  reticuloendothelial  pro- 
liferation, and  lipofuscinic  or  hemosiderinic  deposits.    Liver 
glycogen  was  normal  or  increased. 

4083  A  CASE  OF  SARCOIDOSIS  WITH  HEPATO- 

SPLENIC  LOCALIZATION.    (Tt.j    Bacci,  G. 
(Inst.  Clin.  Gen.  Med.,  U.  Bologna,  Italy),  F.  B.  Bianchi,  R. 
Di  Feliciantonio  and  E.  Figus.  Arch  Ital  Mai  Appar  Dig  35(1): 
71-83,  1968. 

Clinical  examination  of  a  56-yr-old  male,  showed  hepatospleno- 
megaly,  remittent  fever  and  slight  jaundice.   The  hematologic 
picture  was  normal.    Histological  examination  of  hepatic  and 
splenic  biopsy  material  showed  a  great  number  of  epithelioid 
cells,  few  giant  cells  and  absence  of  caseous  necrosis.    After 
excluding  the  possibility  of  brucellosis  because  of  the  absence 
of  reaction  to  antibiotics,  a  negative  serum  diagnosis,  and  the 
possibility  of  tuberculosis  (by  a  positive  Kveim-Nickerson's  test 
and  a  negative  tuberculin  test),  the  sarcoidosis  was  diagnosed. 
After  cortisone  therapy,  fever  and  jaundice  disappeared,  and 
the  volume  of  the  liver  and  of  the  spleen  gradually  returned  to 
normal. 


4084  LIVER  DAMAGE  IN  GASTRIC  AND  DUO- 

DENAL ULCERS.   (It.)   Testa,  M.  (Inst.  Clin. 
Gen.  Med.,  U.  Rome,  Italy),  V.  Di  Giacomo,  V.  Ceci,  A. 
Sciacca,  A.  Neri  and  P.  Soccorsi.   Fegato  14(3):313-323,  1968. 
A  study  of  116  patients  with  gastric  or  duodenal  ulcers  revealed 
hepatomegaly  in  59  (51%),  subjective  symptoms  of  hepatopathy 
in  16  (14%),  slight  modifications  of  the  serum  proteins  in  26 
(22.4%),  a  positive  Kunkel's  test  in  13  (11%)  and  Wuhrmann's 
test  in  1  (0.8%),  urobilinuria  in  25  (22.4%),  microcytic  hypo- 
chromic anemia  in  7  (6%).    Dysproteinemia  and  associated 
hepatomegaly  were  found  in  13  (11.2%),  dysproteinemia  and 
a  positive  coUoidal  labUity  test  in  4  (3.4%).    Hepatic  biopsy 
showed  pleocytosis  in  the  porto-biliary  spaces,  rare  small  par- 
viceUular  infUtrations,  sometimes  evolving  towards  sclerosis, 
often  an  increase  in  the  spaces  of  Disse,  moderate  and  diffuse 
reticuloendothelial  infUtrations  and  rare  signs  of  vacuolar  and 
turbid  hepatocytic  degeneration.    Focal  centers  of  steatosis  and 
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lipofuscinic  infarction,  usually  centre lobulai,  were  observed 
in  ulcerous  patients  with  poor  general  trophism.    There  was  no 
correlation  between  the  entity  of  hepatic  damage  and  the  dura- 
tion and  intensity  of  peptic  disturbances. 

4085  EVALUATION  OF  THE  RESULTS  OF  CHOLE- 

DOCHODUODENOSTOMY.  (E.)  Wright,  N.  L. 
(Queen's  U.,  Belfast,  Northern  Ireland).  Brit  J  Surg  55(1): 33- 
36,  1968. 

The  course  of  44  patients,  34  females  and  IC  males,  who  under- 
went choledochoduodenostomy  for  biliary  calculous  disease 
(32),  bile-duct  stenosis  (5),  pancreatitis  (4),  or  malignant  di- 
sease (3)  during  a  15-yr  period  was  reviewed.    At  follow-up 
there  were  35  surviving  and  33  of  these  were  available  for  re- 
examination.   The  longest  review  period  was  12  yr,  the  shortest 
1  yr  2  months.   Of  10  patients  with  cholangitic  symptoms 
preoperatively,  4  continued  to  have  them  postoperatively.   Two 
others  were  affected  for  the  first  time  postoperatively.   Two  of 
the  patients  with  clinical  symptoms  had  normal  livei  biopsies. 
Twenty  of  22  patients  demonstrated  contrast  patency  after 
barium  meals  while  the  other  2  showed  gas  in  the  biliary  tree. 
Liver  function  studies  were  all  normal.    Only  2  of  the  patients 
had  postoperative  biliary  colic  pain,  4  were  jaundiced  and  6 
had  postoperative  fevers.    Of  9  deaths  among  the  original  44, 
only  1  was  due  to  recurrent  obstruction. 

4086  DETECTION  OF  PORPHYRINS  IN  BONE  IN 

PORPHYRIA  CUTANEA  TARDA  BY  FLUOR- 
ESCENCE TECHNIQUES.    (E.)    Czitober,  H.  (1st  Med.  Div., 
U.  Vienna,  Austria),  H.  Schnack  and  F.  Wewalka.    German  Med 
Monthly  13(1):  19-23,  1968. 

lUac  crest  bone  and  liver  biopsies  were  obtained  during  life 
and  at  autopsy  in  16  patients  (14  male,  2  female)  with  por- 
phyria cutanea  tarda.   Decalcified  sections  and  ground  prepara- 
tions of  bone  along  with  liver  sections  were  subjected  to  fluor- 
escence microscopy  using  ultraviolet  hght.    In  14  of  the  16 
cases  fluorescent  porphyrin  was  noted  in  the  iliac  biopsies  (13 
during  life).    In  each  case  porphyrin  was  noted  with  varying 
intensity  in  the  Haversian  osteons  alone  or  in  the  bands  and 
lines  of  the  boney  trabeculae  of  the  spongiosa.   The  extent 
of  the  deposits  was  directly  related  to  the  duration  of  the 
disease.   There  were  3  cases  with  carcinomas  (liver,  larynx, 
stomach).   In  9  cases  Uver  and  bone  biopsies  showed  parallel 
fluorescence,  in  1  case  the  liver  was  not  fluorescent  though 
the  bone  was,  and  in  1  case  of  recent  onset  neither  fluoresced. 

4087  AMMONIA  INTOXICATION  IN  PATIENTS 

WITH  LIVER  DISEASES.    (It.)    Secchi,  G.  C. 
(L.  Devoto  Industrial  Clin.,  U.  Milan,  Italy)  and  A.  Rezzonico. 
Arch  Ital  Mai  Appar  Dig  35(2):99-122,  1968. 

Arterial  blood  ammonia  levels  were  measured  in  256  patients 
with  liver  disease,  and  in  30  controls.   The  average  ammonia 
levels,  expressed  in  jug/ 100  ml  of  plasma,  were:    in  controls 
19.60  ±  6.08;  in  hepatic  cirrhosis  (64  cases)  34.98  ±  20.42; 
in  advanced  hepatic  cirrhosis  (131  cases)  63.85  ±  21.49;  in 
hepatic  coma  grades  1  and  2  (31  cases)  99.96  ±  16.61;  in 
hepatic  coma  grades  3  and  4  (19  cases)  165.10  ±  66.56;  and 
in  acute  hepatitis  (11  cases)  39.72  ±  17.61.    The  average  values 
of  ammonemia  in  the  10  normal  subjects,  after  injection  i.v. 
of  2.25  mEq/kg  body  weight  of  ammonium  acetate,  reached 


those  of  hepatic  coma  grades  3  and  4.    No  clinical  signs  or 
symptoms  of  hepatic  coma  were  observed  in  these  subjects; 
the  response  to  mental  tests  showed  no  significant  modifica- 
tions.   Arterial  blood  ammonia  levels  are  increased  in  hepatic 
coma  but  that  does  not  mean  that  this  increase  has  an  exclu- 
sive role  in  the  pathogenesis  of  hepatic  coma.    The  role  of  am- 
monia intoxication  in  this  pathogenesis  may  be  connected  with 
some  preexistent  metabolic  alterations. 

4088  CLINICAL  EVALUATION  OF  THE  LONG-TERM 

RESULTS  OF  463  OPERATIONS  ON  THE 
BILIARY  TRACT.    (It.)    Donini,  I.  (Gen.  Clin.  Surg.,  U.  Genoa, 
Italy),  E.  Marsili,  C.  Berretti  and  P.  Salvade.   Rass  Int  Clin  Ter 
47(18):993-1013,  1967. 

During  a  period  of  5  yr,  463  operations  were  performed  on 
the  biliary  tract:    5.3%  of  the  total  surgical  procedures.   There 
were  287  simple  cholecystectomies  (61.9%),  27  cholecystec- 
tomies associated  with  other  surgical  procedures  (5.8%),  45 
cholecystectomies  with  choledochotomy  (9.7%),  73  cholecystec- 
tomies with  choledochotomy  and  papillotomy  (15.7%),  22 
choledochoduodenostomies  and  hepaticoduodenostomies  (4.7%) 
and  9  choledochoduodeno-  or  cholecystoenterostomies  (1.9%). 
Females  predominated  350  (75.5%);  most  of  them  were  in  the 
3rd  or  4th  decade  of  life.     Follow-up  was  available  for  393 
patients:    155  (38.3%)  were  clinically  weU;  161  (40.9%)  suf- 
fered from  digestive  disturbances;  16  (4%)  from  biliary  coUc; 
and  61  (15.5%)  from  a  combination  of  digestive  disturbances 
and  coUc.    The  indications  for  each  type  of  surgery  are  given 
together  with  the  results  as  determined  by  interview,  clinical 
examinations,  laboratory  and  radiological  studies. 
4089  PORPHYRINS  IN  BILHARZIAL  HEPATIC 

FIBROSIS.    (E.)    Khattab,  M.  (Fac.  Med.,  Cairo 
U.,  Egypt),  A.  M.  El  Mofty,  L.  SoUman,  S.  H.  Emara  and  M. 
Abdel  Aal.   /  Trop  Med  Hyg  70(12): 259-264,  1967. 
The  pattern  of  porphyrin  metabolism  was  studied  in  18  cases 
of  bilharzial  hepatic  fibrosis,  in  6  cases  of  other  liver  diseases, 
and  in  41  normal  controls.   Of  the  18  patients  with  bilharzial 
hepatic  fibrosis,  1 3  had  associated  ascites  and  hypoalbuminemia 
(below  3  g%)  together  with  alterations  in  liver  function  as  evi- 
denced by  tests  to  show  severe  derangement  of  the  hepatic 
parenchyma;  5  cases  were  nonascitic  and  less  affected.    All 
cases  of  bilharzial  hepatosplenic  fibrosis  with  ascites  showed  a 
marked  increase  in  urinary  coproporphyrin  (mean  211.4 
jUg/Uter;  range  108.8  to  500.7  JUg/liter).    The  mean  value  was 
38.1  /ug/liter.    Seven  of  13  patients  with  bUharzial  hepatic 
fibrosis  and  associated  ascites  showed  some  increase  in  control 
uroporphyrin.    The  mean  uroporphyrin  for  this  group  of  13 
patients  was  21.6  jUg/liter;  whereas  for  the  controls  it  was  4.7 
jUg/liter.    In  patients  without  ascites,  findings  were  within 
normal  limits;  however,  urinary  coproporphyrin  was  high  (mean 
82.1  iJg/liter).    Urinary  porphobilinogen  showed  a  slight  rise 
in  10  of  the  13  patients  with  bilhazial  hepatic  fibrosis.    Copro- 
porphyrin in  the  stools  was  normal  in  all  groups.    Protoporphy- 
rin was  slightly  elevated  in  4  patients  (3  ascitic,  1  nonascitic). 
In  6  nonbilharzial  cases  of  other  liver  diseases  including  Uver 
cancer  with  jaundice  and  ascites,  biUary  cirrhosis  and  jaundice, 
cancer  of  the  liver  without  jaundice  or  ascites,  Laennec's  cir- 
rhosis with  jaundice,  posthepatic  cinhosis  with  jaundice,  and 
Laennec's  cirrhosis  with  diabetes  urinary  coproporphyrin  was 
at  even  higher  levels  than  in  the  bilharzial  ascitic  group  (mean 
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355.2  pg/liter).    Urinary  uroporphyrin  was  elevated  in  5  of 
the  6  patients  in  this  group;  coproporphyrin  was  high  in  1 
patient,  and  protoporphyrin  high  in  3.    In  cases  of  decom- 
pensated bilharzial  hepatic  fibrosis  with  ascites  and  of  paren- 
chymatous liver  affUcations  urinary  coproporphyrin  and  uro- 
porphyrin are  demonstrably  increased. 

4090  ALKALINE  PHOSPHATASE  ACTIVITY  IN 
HIGH  MOLECULAR  COMPOUND  IN  SERUM 

OF  HEPATOBILIARY  DISEASES.    (E.j    Akedo,  H.  (Ctr. 
Res.  Adult  Dis.,  Osaka,  Japan),  K.  Shinkai,  N.  Horiuchi  and  K. 
Omori.  Ann  Rep  Ctr  Adult  Dis  7(1):  1-7,  1967. 

A  large  molecular  size  alkaline  phosphatase  (L-ALP)  was  iso- 
lated by  gel-filtration  from  the  sera  of  patients  with  hepato- 
biliary disease  and  only  occasionally  and  in  small  amounts 
from  normals.    The  greatest  amount  of  specific  L-ALP  activity 
was  found  with  hepatomas.    L-ALP  was  found  to  be  a  com- 
plex of  at  least  lipids  and  proteins.    Leucine  aminopeptidase 
activity  was  demonstrated  along  with  that  of  phosphatase  with- 
in the  L-ALP  complex.    Purified  alkaline  phosphatase  was  found 
to  have  a  much  smaller  molecular  size  than  L-ALP. 

4091  LIVER  INVOLVEMENT  IN  BILIARY  COLIC, 
FUNCTIONAL  AND  PATHOLOGICAL  AS- 
PECTS.   (It.)    Comoli,  G.  (Ospedale  Maggiore,  Novaria,  Italy). 
G  Clin  Med  48(12):  1348-1376,  1967. 

Cholecystography  of  101  patients  (79  females  and  22  males; 
aged  31-79  yr)  with  cholelithiasis,  showed  93  stones  of  the 
gallbladder,  2  stones  of  the  bile  duct,  6  painful  post-chole- 
cystectomy  syndrome.    Associated  diabetes  was  found  in  12. 
The  liver  function  was  evaluated  during  the  hthiasis  crisis, 
hypoalbuminemia  was  present  in  26%;  urobilinogenuria  in 
16%,  and  hypoprothrombinemia  in  8%.    The  enzymatic  picture 
revealed  increase  of  SCOT  in  40%;  SGPT  in  46%;  alkaline 
phosphatase  in  46%;  sorbitol-dehydrogenase  in  57%;  omithine- 
carb amy  1-transf erase  (OCT)  in  53%.    Jaundice  was  present  in 
28%.    Increased  OCT  was  found  in  60%  of  those  with  jaundice. 
After  10-12  days  the  enzymatic  alteration  rapidly  returned  to 
normal.    Leukocytosis  was  found  in  36%,  neutrophilia  in  60%; 
and  a  slight  increase  of  Katz's  index  in  54%.    The  level  of  im- 
mune serum  globulin  in  15  patients  showed  an  increase  of 
7A  in  3  cases,  of  7G  in  1;  of  7M  in  none.    Needle  liver  biopsy 
was  performed  on  31  patients;  histological  examination  showed 
anisocytosis  of  the  hepatocytes;  steatosis;  cytolytic  degenera- 
tion; necrosis;  and  inactivation  of  Kupffer's  cells.    No  specific 
histological  pattern  was  observed,  however,  because  of  the 
different  pathogenic  mechanisms  involved. 

4092  THE  USE  OF  THE  LIVER  SCAN  IN  THE 

TREATMENT  OF  HEPATIC  ABSCESS.    (E.j 

Stanford,  W.  (WUford  Hall  USAF  Hosp.,  Lackland  AFB,  Texas) 
and  A.  A.  Nielsen.  Milit  Med  134(l):43-46,  1969. 

A  10-yr  review  showed  1  patient  with  hepatic  abscess  in 
168,194  admissions  (0.0006%)  before  1965,  but  6  patients 
in  65,198  patients  (0.009%)  since  1965.    The  overall  incidence 
for  the  10-yr  period  was  0.003%.    Diagnosis  was  performed 
with  fluoroscopic  examination  of  the  chest  and  liver  scan.    At 
fluoroscopy,  the  hepatic  abscess  patient  had  an  elevated,  but 
slightly  mobile,  right  diaphragm  while  the  subphrenic  abscess 
patient  had  an  elevated  but  fixed  right  diaphragm.    The  liver 


scan  was  used  in  5  of  6  patients:    in  4  the  defect  was  readily 
visualized  and  correlated  well  with  the  findings  at  operation. 
The  fifth  patient  had  multiple,  small  abscesses,  and  scanner 
resolution  was  insufficient  for  identification.    This  patient  was 
explored  because  of  a  clinical  suspicion  of  intrahepatic  abscess 
as  a  wound  infection  complication  of  appendectomy.    Liver 
scanning  was  also  useful  in  the  follow-up  of  these  patients, 
and  a  illustrating  case  is  presented. 

4093  NEONATAL  HEPATIC  NECROSIS.    (E.j, 
Ruebner,  B.  H.  (Sch.  Med.,  U.  California,  Davis), 

B.  S.  Bhagavan,  A.  J.  Greenfield,  P.  Campbell  and  D.  M.  Danks. 
Pediatrics  43(6): 963-970,  1969. 

The  rare  lesion  of  hepatic  necrosis  resembling  acute  yellow 
atrophy  in  the  neonatal  period  is  described  in  5  infants.   The 
3  patients  who  died  shortly  after  birth  presented  chiefly  with 
hemorrhagic  phenomena,  while  those  who  survived  longer  were 
severely  jaundiced.    In  4  of  the  babies  there  were  few  surviving 
hepatocytes  apart  from  a  few  giant  cells.    Hemosiderin  deposi- 
tion was  present  in  all  cases,  focal  calcification  in  1,  and  nodule 
formation  in  another.    Virus  studies  in  3  cases  were  negative. 
Etiology  is  not  clear  and  may  be  multiple;  the  hepatocytic 
giant  cells  are  similar  to  those  seen  in  "neonatal  hepatitis"  but 
that  diesase  is  itself  not  an  etiologic  entity. 

4094  DIAGNOSTIC  SIGNIFICANCE  OF  SOME 
COAGULATION  TESTS  IN  CHRONIC  PRO- 

GRESSIVE  HEPATITIS.    EVALUATION  OF  MEDICAL  AND 
SURGICAL  TREATMENT.    (It.)    Barlattani,  M.  (Inst.  Clin. 
Gen.  Surg.,  U.  Rome,  Italy),  S.  Calamaro,  P.  Pascarella,  M.  T. 
Teofili,  G.  Tucci  and  L.  Vecchi.   Epatologia  14(3):237-298, 
1968. 

Studies  of  coagulation  in  73  patients  with  chronic  hepatitis 
included  recalcification  tests,  evaluations  of  antithrombin  ac- 
tivity, prothrombin  activity  and  thro  mboelastrog rams  before 
and  after  therapy.    Although  the  hemorrhagic  syndrome  was 
present  in  48%  of  the  patients  examined,  coagulation  tests 
were  altered  in  86%.    Microscopic  hematuria  was  present  in 
56%  of  the  cases,  melena  in  40%,  gingival  bleeding  in  35%, 
hematemesis  in  26%.    After  therapy  coagulation  tests  were  al- 
tered in  37%  and  hemorrhages  were  present  in  34%.    In  20 
patients  operated  on  portal  hypertension,  prothrombin  activity 
and  the  thromboelastogram  were  altered  in  95%  of  the  cases 
20  days  after  the  operation.    Antithrombin  activity  alterations 
instead  were  reduced  from  95%  to  65%  of  the  patients.    Nu- 
merous tables  and  references  are  included. 

4095  CHOLECYSTOSTOMY.    (Dut.)    Bast,  T.  J. 
(Zuiderziekenhuis,  Rotterdam,  Netherlands) 

and  H.  H.  M.  de  Boer.   Nederl  T  Geneesk  112(20):942-945, 
1968. 

During  a  ten-year  period  (1957-1967)  a  total  of  1198  primary 
operations  on  the  gallbladder  and  bile  ducts  were  performed. 
There  were  15  cholecystostomies  in  the  series.    Indications 
were:    patients  severely  ill  with  septic  complications  of  an 
acute  cholecystitis,  and  those  with  associated  diseases  making 
the  surgical  risk  great.    In  all  15  cases  the  inflammatory  pro- 
cess subsided,  the  icterus  decreased,  and  the  results  were  satis- 
factory.   During  the  early  postoperative  period  2  patients  died 
of  cardiac  complications. 
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4096 


ANGIOGRAPHY  OF  THE  REGENERATING 
HUMAN  LIVER  AFTER  EXTENSIVE  RESEC- 
TION.   (E.)    Bengmark,  S.  (Dept.  RadioL,  U.  Goteboig, 
Sweden),  L.  Engevik  and  K.  Rosengren.    Surgery  65(4): 590- 
596,  1969. 

4097  EXCHANGE  TRANSFUSIONS  IN  THE  TREAT- 
MENT OF  HEPATIC  COMA.    (E.)    Gelfand,  M.  L. 

(New  York  U.  Med.,  N.  Y.)  and  L.  Sussman.    Bull  NY  Acad 
Med  45  (6):  5  28-544,  1969. 

4098  HYPERPREBETALIPOPROTEINEMLV  (TYPE 
IV  OF  FREDERICKSON)  WITH  FATTY  IN- 
FILTRATION OF  THE  LIVER  AND  ABNORMAL  LIVER 
FUNCTION  TESTS.    (Fr.)    Schalm,  L.  and  E.  D.  A.  Sindram. 
Actualites  Hepatogastroent  Hotel  Dieu  5(1):B39-B44,  1969. 

4099  PRIMARY  LYMPHOCYTIC  FOLLICULAR 
LYMPHOMA  OF  LIVER.    [CASE  REPORT] 

(E.)   Tones,  A.  (VA  Hosp.,  Jefferson  Barracks,  St.  Louis,  Mo.). 
Cancer  23(5):  1185-1189,  1969. 

4100  GASTRIC  IRON  BINDING  SUBSTANCE 
(GASTROFERRIN)  IN  A  FAMILY  WITH 

HAEMOCHROMATOSIS.  (E.)  DeUer,  D.  J.  (Dept.  Med.,  U. 
Adelaide,  Australia),  R.  G.  Edwards,  G.  Dart,  C.  G.  Luke  and 
P.  S.  Davis.   Aust  Ann  Med  18(1): 36-42,  1969. 

4101  THE  PSYCHIATRIC  SYMPTOMS  OF  HEPATO- 
LENTICULAR DEGENERATION.    (Ger.)    Kunath, 

B.  (Carl  Gustav  Carus  Med.  Acad.,  Dresden,  Germany).   Fortschr 
Neurol  Psychiat  37(2):91-106,  1969. 

4102  RETENTION  AND  MAXIMUM  CLEARANCE 
OF  BROMSULFONPHTHALEIN  BY  THE  LIVER 

IN  DUBETES  MELLITUS  AND  CHRONIC  ALCOHOLISM. 

(Ger.)   von  Oldershausen,  H.  F.  (Med.  Clin.,  U.  Tubingen, 
Germany)  and  R.  Herz.   Deutsch  Med  Wschr  94(10):491-498, 
1969. 

4103  TREATMENT  OF  ACUTE  HEPATIC  INSUF- 
FICIENCIES.   (Fr.)    Paolaggi,  J.  A.    Vie  Med 

50(4):  337-341,  1969. 

4104  THE  NEUROLOGICAL  SYMPTOMS  OF  HEPATIC 
ENCEPHALOPATHIES.    [CASE  REPORT]    (Ger.) 

Lahl,  R.  (Clin.  Neurol.  Psychiat.,  Martin  Luther  U.,  Halle/Saale, 
Germany).   Fortschr  Neurol  Psychiat  37(2):77-90,  1969. 

4105  HEMATOGENOUS  METASTASIS  OF  YOSHIDA 
ASCITES  HEPATOMA  IN  THE  CHICK  EMBRYO 

LIVER:    ULTRASTRUCTURAL  CHANGES  IN  TUMOR 
CELLS.   (E.)    Locker,  J.  (Dept.  Pathol.,  U.  Pittsburgh,  Pa.), 
P.  J.  Goldblatt  and  J.  Leighton.    Cancer  Res  29(6):  1244-1253, 
1969. 

4106  TREATMENT  OF  HEMOCHROMATOSIS.    (E.) 

Spellberg,  M.  A.  (Michael  Reese  Hosp.,  Chicago, 
m.).    Gastroenterology  51(6):516-522,  1969. 


4107  EFFECT  OF  PLASMA  FROM  PATIENTS  WITH 
UVER  DISEASE  ON  RESISTANCE  OF  RED 

BLOOD  CELLS  TO  LYSIS  BY  SAPONIN.  (E.)  Charache,  S. 
(John  Hopkins  Hosp.,  Baltimore,  Md.)  and  S.  Margolis.  /  Lab 
Clin  Med  73(6):951-955,  1969. 

4108  PRIMARY  LIVER  CARCINOMA  IN  BRISBANE. 

(E.)    Lane,  D.  (Mater  Misericordiae  Hosp., 
Brisbane,  AustraUa).   Med  J  Aust  l(5):764-767,  1969. 

4109  FATTY  LIVER  IN  PROTEIN-CALORIE  MAL- 
NUTRITION.   (E.)    Truswell,  A.  S.  (Dept.  Med., 

U.  Cape  Town,  S.  Africa)  and  D.  L.  Hansen.   S  Afr  Med  J 
43(10):280-283,  1969. 


4110 


CONGENITAL  HEPATIC  FIBROSIS:  DESCRIP- 
TION OF  A  CLINICAL  CASE.  (Sp.)  Llausas  V., 
A.  (ChUdren's  Hosp.,  Mexico  City,  Mexico),  K.  Ambrosius  and 
J.  Kumate.    Bol  Med  Hosp  Infant  Mex  26(1):  85-92,  1969. 

4111  PORPHYRIA  IN  THE  ADOLESCENT-DL^G- 
NOSIS  AND  TREATMENT.    (E.)    Chisohn, 

J.  J.  Jr.  (Baltimore  City  Hosp.,  Md.).   Southern  Med  J  62(6): 
713-718,  1969. 

4112  NUCLEIC  ACIDS  AND  HISTONE  CONCENTRA- 
TION IN  TUMOR-FREE  LIVER  OF  CANCER 

PATIENTS.  (E.)  Hoch-Ligeti,  C.  (VA  Ctr.,  Martinsburg,  W. 
Va.),  E.  Stutzman,  T.  J.  Brown  Jr.,  H.  H.  Grantham  Jr.  and 
J.  M.  Arvin.    Cancer  23(6):  1399-1407,  1969. 

4113  A  CASE  OF  PRIMARY  LIVER  CARCINOMA 
DEVELOPING  IN  LIVER  WITH  CIRRHOSIS 

SECONDARY  TO  HEPATITIS  (PROBABLY  INFECTIOUS). 

(Sp.)    Salas,  M.,  M.  (Child.  Hosp.,  Mexico  City,  Mexico), 

O.  Angulo  H.  and  D.  Fernandez  G.  de  L.    Bol  Med  Hosp  Infant 

Mex  26(1):99-107,  1969. 

4114  TREATMENT  OF  HEPATIC  INSUFFICIENCY 
WITH  HETEROLOGOUS  LIVER  PERFUSION: 

PATHOPHYSIOLOGICAL  BASES,  INDICATIONS,  AND 
METABOLIC-HEMODYNAMIC  CHARACTERISTICS  OF  THE 
EXPERIMENTAL  PREPARATION.    (It.)    Rossotto,  P.  (Inst. 
Spec.  Surg.  Pathol.,  U.  Ferrara,  Italy),  G.  Motta,  A.  Guberti, 
G.  F.  Azzena  and  E.  Tabone.   Minerva  Med  60(24):  1075-1094, 
1969. 

41 15  THE  RADIOLOGICAL  APPROACH  TO  THE 
DIAGNOSIS  OF  PORTAL  HYPERTENSION. 

(E.)    Auvert,  J.  (Necker  Hosp.,  Paris,  France),  J.  R.  Michel  and 
C.  Farge.    Pp.  99-136  in  Progress  in  Pediatric  Radiology,  VoL  2. 
Kaufmann,  H.  J.,  Ed.  Basel,  Karger,  1969.    404  pp. 

4116  HEPATIC  LOBECTOMY  IN  CHILDHOOD:    EF- 
FECTS OF  X-RAY  AND  CHEMOTHERAPY, 

(E.)    Filler,  R.  M.  (Child.  Hosp.  Med.  Ctr.,  Boston,  Mass.), 
M.  Tefft,  G.  F.  Vawter,  C.  Maddock  and  A.  Mitus.   J  Pediat 
5«rg  4(1):  31-41,  1969. 
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4117  RADIOLOGY  IN  LIVER  DISEASE.    (E.) 

Kreel,  L.  (Royal  Free  Hosp.,  London,  England). 
Brit  J  Clin  Pract  23(5):187-205,  1969. 

4118  TREATMENT  OF  HEPATIC  COMA  WITH 
EXCHANGE  TRANSFUSIONS.    (Ger.j    Beck, 

K.  (Med.  Clin.,  U.  Freibuig/Breisgau,  Germany),  T.  Noe,  M. 
Matthes,  W.  Bein  and  H.  Engbring.   Munchen  Med  Wschr 
lll(15):850-854,  1969. 

4119  A  SIMPLIFIED  METHOD  FOR  FUNCTIONAL 
HEPATECTOMY.    (Ger.)    Poser,  W.  (Inst. 

Pharmacol.,  U.  Gottingen,  Germany).   Pflueger  Arch  Ges  Physiol 
297(3):  196-200,  1967. 


4120  ANOMALOUS  COURSE  OF  THE  TERMINAL 
HEPATIC  ARTERY.    CASE  REPORT.    (It.) 

Tursini,  E.  (Cittiglio  Circolo  Hosp.,  Italy).    Osped  Ital  Chir 
17(5):521-526,  1967. 

4121  PORTAL  HYPERTENSION.    ROUND  TABLE 
QUESTIONS  ON  PORTAL  HYPERTENSION. 

(Por)    Gasparini  Filho,  S.   Hospital  (Rio)  12i5y.U41-l310, 
1967. 


4122  PERITONEOSCOPY.    (E.)    Zoeckler,  S.  J. 

(Mercy  Hosp.,  Des  Moines,  Iowa).   J  Iowa  Med 
Soc  57(9):900-902,  1967. 


I 


See  also:  3458,3484,3489,3549,3552,3553,3608,3611,3612,3613,3617,3635,3649,3650,3654,3662,3664,3667,3669, 
3670,3671,3682,3687,3690,3702,3706,3707,3716,3738,3869,3990,4248 
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4123  ATYPICAL  FORMS  OF  CHRONIC  HEPATITIS. 
[REPORT  OF  5  CASES]    (Rus.)    Voloshchuk, 

0.  A.  (Chernovtsy  Med.  Inst.,  USSR).   Klin  Med  (Moskva) 
47(4):75-81,  1969. 

4124  DIAGNOSTIC  DIFFICULTIES  IN  A  CASE  OF 
LIVER  ABSCESS.    (Pol.)    Krasucki,  H.  (Tuberc. 

Inst.,  Warsaw,  Poland)  and  H.  Kozakow.    Gruzlica  37(2):  179- 
182,  1969. 

4125  BIOCHEMICAL  BASIS  AND  FEATURES  OF 
ALCOHOLIC  LIVER  DAMAGE.    (Ger.)    Bohle, 

E.  (1st  Med.  Clin.,  U.  Frankfurt/Main,  Germany).   Z  Gastroent 
7(1):  1-20,  ,  1969. 

4126  CHARACTERISTICS  OF  THE  APPEARANCE 
OF  THE  PROTECTIVE  EFFECT  OF  j3-MERCAP- 

TOETHYLAMINE  DURING  THE  FORMATION  OF  CHROMO- 
SOME ABERRATIONS  IN  THE  LIVER  CELLS  OF  MAM- 
MALS SUBJECTED  TO  GAMMA-IRRADIATION.    (Rus.) 
Nuzhdin,  N.  I.  (Inst.  Genet.,  Acad.  Sci.  USSR,  Moscow)  and 

1.  S.  Kumishkov.   Zh  Obshch  Biol  26(1): 3-1 3,  1965. 

4127  ESTROGENS  AND  THE  LIVER.    (E.)    Gutstein, 
S.  (Dept.  Med.,  Yeshiva  U.,  Bronx,  N.  Y.),  L.  H. 

Bernstein  and  F.  Kern  Jr.   Ann  Int  Med  68(4):  1372,  1968. 

4128  CONTROLLED  EXERESIS  IN  THE  TREAT- 
MENT OF  SEVERE  HEPATIC  TRAUMA.    (It.) 

Basso,  R.  (Catanzaro  Munic.  Hosp.,  Italy),  E.  Rocca  and  A. 
Scalfari.    Osped  Ital  Chir  17(1):  1-15,  1967. 


4129  ACUTE  NUCLEOLAR  MORPHOLOGICAL 
CHANGE  PRODUCED  BY  DIMETHYLNITROS- 

AMINE  IN  MOUSE  HEPATIC  PARENCHYMAL  CELLS. 

(E.)    Kume,  F.  (U.  Utah  CoU.  Med.,  Salt  Lake  City)  and  M. 
Chiga.    Gann  59(2):  151-153,  1968. 

4130  ULTRASTRUCrURAL  INJURIES  IN  CON- 
NECTION WITH  ACUTE  ALCOHOLIC  HEPA- 
TITIS.   (E.)    Kiessling,  K.  H.  (Stockholm,  Sweden).   Rev  Int 
Hepat  18(2):  107-115,  1968. 

4131  PRIMARY  SYMPTOMLESS  TUBERCULOSIS 
OF  THE  LIVER.    (Pol)    Martula,  M.  (3rd  Surg. 

Clin.,  Silesian  Acad.  Med.,  Bytom,  Poland)  and  M.  Luciak. 
PolPrzegl  Chir  40(4):  349-351,  1968. 


4132  A  STUDY  OF  THE  EFFECTS  OF  THIACET- 
AZONE  AND  ISONIAZID  ON  HUMAN  EMBRYO 

LIVER  CELLS.    (E.)    Cavanagh,  P.  (London  Sch.  Hyg.  Trop. 
Med.,  England)  and  A.  J.  Zuckerman.    Tubercle  49(3): 291- 
293, 1968. 

4133  THREE  CASES  OF  LIVER  DISTOMIASIS 

DUE  TO  FASCIOLA  GIGANTICA  CONTRACTED 
IN  CENTRAL  AFRICA.    (Fr.)    Janssens,  P.  G.  (Prince  Leopold 
Inst.  Trop.  Med.,  Antwerp,  Belgium),  A.  Fain,  P.  Limbos,  A. 
De  Muynck,  R.  Biemans,  N.  Van  Meirvenne  and  P.  De  Mulder. 
Ann  Soc  Belg  Med  Trop  48(6):637-650,  1968. 


See  also:    3455,3534,3537,3567,3578,3580,3591,3605,3668,3803 
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4134  VIRUS-LIKE  PARTICLES  IN  SERA  OF  PA- 
TIENTS WITH  INFECTIOUS  AND  SERUM 

HEPATITIS.   (E.)    Hirschman,  R.  J.  (Natl.  Inst.  Arthritis 
Metabolic  Dis.,  NIH,  Bethesda,  Md.),  N.  R.  Shulman,  L.  F. 
Barker  and  K.  O.  Smith.   JAMA  208(9):  1667-1670,  1969. 

Studies  in  237  patients  in  the  U.S.  and  W.  Africa  with  infectious 
or  serum  hepatitis  are  described.    Serum  samples  were  collected 
from  175  patients  during  the  acute  and  convalescent  phases 
of  the  illness.    In  the  remaining  62  patients  with  serum  hepa- 
titis serum  samples  were  collected  prospectively  at  weekly  in- 
tervals following  exposure  to  contaminated  blood  products. 
Australia  antigen  was  found  in  46  (74%)  of  the  62  patients. 
The  antigen  became  detectable  within  35-120  days  after  ex- 
posure and  persisted  for  1  week  to  3  months  in  42  patients, 
and  more  than  10  months  in  4  patients.    The  antigen  was  also 
found  in  2  of  128  healthy  chimpanzees  and  1  of  14  healthy 
gibbons.    Immunologically,  the  antigens  found  in  the  sera  of 
patients  with  infectious  or  serum  hepatitis  and  in  ape  sera 
were  identical.    Electron  microscopy  showed  the  virus-like 
particles  in  the  patient  and  ape  sera  to  be  morphologically 
similar.    Australia  antigen  appear  to  be  hepatitis  virus,  and 
a  single  virus  group  may  cause  both  infectious  and  serum  hepa- 
titis. 

4135  BLOOD  ACETOIN  AND  2,3-BUTYLENE- 
GLYCOL  IN  VIRUS  HEPATITIS  AND  IN 

LIVER  FAILURE.   (E.)    Gioannini,  P.  (Dept.  Int.  Med.,  U. 
Siena,  Italy),  G.  Scalise,  L.  Pippi  and  C.  A.  Boggiano. 
Panminerva  Med  ll(5):248-250,  1969. 

The  behavior  of  acetoin  and  2,3-butylene-glycol  (2  pyruvic  acid 
metabolites)  was  studied  in  the  venous  blood  of  16  normal  sub- 
jects, 17  patients  with  viral  hepatitis,  12  with  cirrhosis  of  the 
liver  and  10  in  hepatic  coma.    Mean  concentration  values  for 
both  substances  increased  progressively  from  one  group  to  the 
next,  the  highest  levels  being  found  in  the  hepatic  coma  cases; 
the  differences  were  statistically  significant.    In  some  cases  of 
hepatic  coma,  increases  in  first  one,  and  then  the  other  meta- 
bolite were  observed,  a  finding  that  was  confirmed  by  repeated 
determinations  carried  out  in  some  instances  to  follow  the 
course  of  the  neuropsychiatric  symptoms  attributable  to  hepatic 
insufficiency.    Increased  blood  levels  of  the  2  metabolites  were 
always  accompanied  by  hyperpyruvicemia  and  hyperlactidemia. 
The  2  metabolites  may  be  responsible  for  the  neuropsychiatric 
symptoms  seen  in  hepatic  insufficiency. 

4136  MODES  OF  TRANSMISSION  OF  HEPATITIS 

IN  MELBOURNE.    (E.)    Bennett,  N.  M.  (Fairfield 
Hosp.  Communicable  Dis.,  Melbourne,  Australia).   Med  J  Aust 
1(10):510-514,  1969. 

Questionnaires  completed  by  421  patients  who  were  hospital- 
ized for  infectious  hepatitis  during  a  1  yr  period  were  analyzed. 
Most  (57%)  of  the  patients  were  less  than  16  yr  old,  and  the 
greatest  number  of  cases  occurred  in  the  age  groups  5-9  yr 
(132),  10-14  yr  (71),  and  25-29  yr  (35).    Infectious  hepatitis 
was  more  prevalent  in  those  parts  of  the  city  with  higher  popu- 
lation densities.    Sewage  faciUties  did  not  appear  to  be  a  factor 
affecting  incidence.    A  higher  percentage  of  New  Australians 
were  affected,  but  this  was  attributed  to  their  higher  general 


admission  rate.    A  history  of  contact  was  elicited  in  46%. 
Children  appeared  to  infect  each  other  and  their  parents.   A 
number  greater  than  expected  of  school  and  hospital  personnel 
were  infected.    The  documentation  of  infectious  hepatitis  in 
families  suggested  a  subclinical  rate  of  9:1  in  preschool  children 
and  3:1  in  children  attending  school.    In  families  in  which  mul- 
tiple cases  developed,  most  developed  the  disease  within  a  2- 
week  period,  and  only  a  small  proportion  developed  the  disease 
in  the  next  3  months. 

4137  ISOENZYMES  IN  HEPATITIS.    (Ger.)    Kleine, 
F.-D.  (Med.  ain.,  Med.  Acad.,  Magdeburg, 

Germany).   Deutsch  Z  Verdau  Stoffwechselkr  28(2/4):  197-204, 
1968. 

The  activities  of  lactate  dehydrogenase  (LDH),  LDH5,  glutamate 
dehydrogenase,  GOT  fractions  originating  from  Uver  cytoplasm 
and  mitochondria  were  determined  in  20  patients  with  acute 
viral  hepatitis  of  different  degrees  of  severity.   Total  LDH  ac- 
tivity was  elevated  in  25%  of  the  patients  and  LDH5  activity 
in  32.3%  during  the  entire  course  of  the  infection.    For  LDH 
there  was  a  statistically  significant  correlation  between  normal 
total  enzyme  activity  and  normal  isoenzyme  activity.    Cyto- 
plasmic GOT  was  in  the  normal  range  in  73.8%  of  the  patients 
and  mitochondrial  GOT  in  65.4%. 

4138  ISOLATION  OF  CYTOMEGALOVIRUS  FROM 
THE  BLOOD  LEUKOCYTES  OF  A  PATIENT 

WITH  POST-TRANSFUSION  MONONUCLEOSIS.  (E.)  Foster, 
K.  M.  (Monash  U.  Dept.  Med.,  Prince  Henry's  Hosp.,  Melbourne, 
AustraUa)  and  1.  Jack.  Aust  Ann  Med.  17:135-140,  1968. 

Cytomegaloviremia  was  demonstrated  in  an  adult  female  who 
was  suffering  from  an  episode  of  delayed  post-transfusion 
mononucleosis.    She  had  received  a  large  volume  of  fresh  whole 
blood  5  weeks  previously  during  treatment  of  acute  hepato- 
renal failure  occurring  post-partum  which  included  pig  Uver 
perfusion  with  her  blood.   There  was  a  rise  of  complement-fix- 
ing antibody  during  the  course  of  illness  to  a  final  titer  of  1:512. 
The  virus  was  isolated  from  unpurified  leukocytes,  and  again  1 
week  later  from  purified  blood  leukocytes.    Antibody  titrations 
were  carried  out  on  8  sets  of  stored  sera  from  patients  with 
post-transfusion  mononucleosis.    Changes  in  antibody  titer  were 
consistent  with  cytomegalovirus  infection  having  occurred  in  7 
of  these  patients  at  the  time  of  post-transfusion  mononucleosis. 

4139  ASSESSMENT  OF  THE  EFFECTIVENESS  OF 

GAMMA  GLOBULIN  FOR  THE  PREVENTION 
OF  VIRAL  HEPATITIS  BY  MEASURING  SERUM  TRANS- 
AMINASE (SGOT  AND  SGPT)  LEVELS.    (It.)    Rubino,  F. 
(Phthisiology  Dept.,  U.  Parma,  Italy)  and  S.  Gaballo.  Minerva 
Med  59(7):  309-312,  1968. 

Gamma  globulins  were  given  to  109  children  (0.2  ml/kg)  and 
to  28  adults  (0.02  ml/kg)  and  SGOT  and  SGPT  were  repeatedly 
assayed  as  a  diagnostic  test  for  viral  hepatitis.    In  7  of  the 
children  the  transaminase  activities  were  increased  with  a 
SGOT/SGPT  ratio  (De  Ritis  index)  >  1  (average  1.33)  before 
the  administration  of  gamma  gtobulins;  they  were  considered 
to  have  an  anicteric  hepatitis.    In  all  the  other  patients  no 
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modifications  of  enzyme  activity  was  observed  during  the  fol- 
lowing two  months.  Gamma  globulin  administration  is  impor- 
tant to  prevent  epidemic  viral  hepatitis. 

4140  ACUTE  VIRAL  HEPATITIS,  GLUC0SE-6-PH0S- 
PHATE  DEHYDROGENASE  DEFICIENCY, 

AND  HEMOLYTIC  ANEMIA.    (E.)    Clearfield,  H.  R.  (U. 
Pennsylvania  Sch.  Med.,  Philadelphia),  J.  I.  Brody  and  H.  J. 
Tumen.   Arch  Intern  Med  (Chicago)  123(6):689-691,  1969. 

4141  DISCUSSION  OF  THE  PAPER  BY  ROBERT  W. 
McCOLLUM:    "THE  NATURAL  HISTORY  OF 

HEPATITIS."    (E.)    Sherlock,  S.  (Royal  Free  Hosp.  Med., 
London,  England).   Bull  NY  Acad  Med  AS{2):U%-].'^2,  1969. 


4142 

TITIS. 

Mass.). 

4143 


DISCUSSION  OF  THE  PAPER  BY  SHEILA 
SHERLOCK:    "THE  TREATMENT  OF  HEPA- 

'    (E.)    Davidson,  C.  S.  (Harvard  Med.  Sch.,  Boston, 
Bull  NY  Acad  Med  45(2):210,  1969. 


DISCUSSION  OF  THE  PAPER  BY  JAMES  W. 

MOSLEY  AND  MILDRED  A.  KENDRICK: 
"HEPATITIS  AS  A  WORLD  PROBLEM."    (E.)    Davidson,  C. 
S.  (Harvard  Med.  Sch.,  Boston,  Mass.).    Bull  NY  Acad  Med 
45(2):  164-166,  1969. 

4144  VIRAL  HEPATITIS.    [EDITORIAL.]    (E.) 

McCollum,  R.  W.  (Yale  U.  Sch.  Med.,  New  Haven, 
Conn.).    JAMA  208(3): 524,  1969. 


4145  PATHOLOGICAL  ANATOMY  OF  VIRAL 

HEPATITIS:    ACUTE  PROLIFERATIVE  HEPA- 
TITIS, ITS  COURSE  AND  SEQUELAE.    (Ger.)    Bianchi,  L. 
(Inst.  PathoL,  U.  Freibuig/Breisgau,  Germany).   Munchen  Med 
Wschr  lll(15):822-829,  1969. 


4146  EPIDEMIOLOGY  OF  INFECTIOUS  HEPATITIS. 

(Ger.j    Anders,  W.  (Fed.  Minist.  Hlth.,  BerUn, 
Germany).  Munchen  Med  Wschr  lll(15):829-836,  1969. 

4147  THE  TREATMENT  OF  ACUTE  VIRAL  HEPA- 
TITIS.   (Ger.)    Heilmeyer,  L.  (Med.  Qin.,  U. 

Freiburg/Breisgau,  Germany)  and  K.  Beck.   Munchen  Med 
Wschr  lll(15):837-846,  1969. 


4148  INHIBITION  OF  COLLAGEN  SYNTHESIS 
BY  D-PENICILLAMINE  IN  PATIENTS  WITH 

CHRONIC,  AGGRESSIVE  HEPATITIS.    (Ger.)    Alexander,  M. 
(1st  Med.  Clin.,  Free  U.  Berlin,  Germany)  and  M.  Kludas. 
Munchen  Med  Wschr  lll(15):847-850,  1969. 

4149  HEPATITIS  AND  PNEUMONIA  ASSOCIATED 
WITH  ECHO  VIRUS,  TYPE  9,  INFECTION  IN 

TWO  ADULT  SIBLINGS.    (E.)    Schleissner,  L.  A.  (U.  Southern 
California  Sch.  Med.,  Los  Angeles)  and  B.  Portnoy.   Ann  Int 
Med  68(4):  1315-1319,  1968. 


See  also:    3451,3459,3468,3633,3643,3666,4153 
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4150  PANCREATIC  FUNCTION  IN  ALCOHOLIC 
LIVER  DISEASE.    (E.)    Davis,  A.  E.  (Sch.  Med., 

U.  New  South  Wales,  Kensington,  Australia).   Med  J  Aust 
l(10):508-509,  1969. 

Pancreatic  function  tests  were  carried  out  in  25  patients  with 
alcoholic  liver  disease.    In  5  of  the  patients  with  fibrosis  of 
the  liver  pancreatic  function  tests  were  essentially  normal.    In 
20  patients  with  cirrhosis  of  the  liver,  7  had  evidence  of  chronic 
pancreatitis  as  shown  by  a  low  volume,  low  amylase  output  and 
a  low  peak  bicarbonate  concentration  after  administration  of 
secretin  and  pancreozymin.   Thirteen  had  a  high  volume  re- 
sponse.   Disturbed  pancreatic  function  is  common  in  patients 
with  alcoholic  liver  disease. 

4151  FATTY  LIVER  PRODUCED  BY  DIETARY 
DEFICIENQES:    ITS  PATHOGENESIS  AND 

POTENTL\TION  BY  ETHANOL.  (E.)  Lieber,  C.  S.  (Bronx 
VA  Hosp.,  N.  v.),  N.  Spritz  and  L.  M.  DeCarli.  J  Lipid  Res 
10(3):  283-287,  1969. 

Male  Sprague-Dawley  rats  were  fed  a  low-fat  diet,  deficient 
in  amino  acids  and  choline  containing  either  ethanol  or  iso- 
caloric  amounts  of  carbohydrate.    Dietary  deficiencies  alone 
produced  a  moderately  fatty  liver  after  24  days.    The  com- 
bination of  ethanol  and  dietary  deficiencies  resulted  in  en- 
hanced lipid  accumulation  in  only  1 1  days.    The  experiment 
was  repeated  after  the  adipose  lipids  had  been  marked  by  feed- 
ing oils  containing  the  characteristic  fatty  acids  (linseed  oil, 
containing  linolenate,  or  coconut  oil,  containing  laurate  or 
myristate).    The  fatty  acid  composition  of  the  hepatic  trigly- 
cerides differed  markedly  in  all  animals  from  that  of  adipose 
tissue;  it  had  a  larger  percentage  of  endogenously  synthesized 
fatty  acids  and  a  five  times  smaller  percentage  of  the  marker 
fatty  acids.    In  addition,  ethanol  feeding  resulted  in  a  greater 
retention  of  the  marker  acids  in  adipose  tissue. 

4152  THE  INTRAVENOUS  TOLBUTAMIDE  TEST 
AFTER  GLUCOCORTICOIDS  IN  LIVER 

CIRRHOSIS.  (Cz.)  Stifeda,  M.  (Fac.  Gen.  Med.  Charles  U., 
Prague,  Czechoslovakia).    Cas  Lek  Cesk  16(44):  1172-1173,  1967. 

Eighteen  patients  with  liver  cirrhosis  and  10  healthy  controls 
were  given  1  g  tolbutamide  i.v.  with  and  without  a  glucocorti- 
coid load.  The  tolbutamide  test  was  abnormal  in  11  (61.2%) 
of  the  cirrhotic  patients.  The  mean  decrease  in  glycemia  was 
statistically  significantly  lower  in  the  cirrhotic  patients  than  in 
the  controls.  Pretreatment  with  cortisone  elicited  a  more  sig- 
nificant drop  in  glycemia  in  the  cirrhotics. 

4153  THE  EFFECT  OF  SOCIAL  PHENOMENA  ON 
THE  INCREASE  OF  POSTNECROTIC  CIR- 
RHOSIS IN  LIMA,  CAUSED  BY  VIRAL  HEPATITIS.    (Sp.) 
Vega  Rizo  Patron,  L.  (San  Fernando  Sch.  Med.,  Peru).   An  Fac 
Med  Lima  50(3-4):473-490,  1967. 

A  comparative  statistical  study  of  the  incidence  of  massive 
necrotic  hepatitis,  cinhosis  and  hepatoma  was  done  from  969 
autopsies  (31.4%  of  the  deaths)  performed  between  November, 
1961  and  August,  1966.    Of  the  120  cases  classified  as  liver 
disease  fatalities,  massive  necrotic  hepatitis  accounted  for  24, 
cirrhosis,  36,  and  hepatoma,  8.    Findings  were  compared  with 


results  of  previous  autopsy  studies  in  the  same  hospital.    In 
the  last  20  yr  the  increase  of  massive  necrotic  hepatitis  was 
from  0.06%  to  2.4%.   This  increase  may  be  related  to  the 
emergence  of  unsanitary  areas  on  the  periphery  of  the  city. 
The  predominant  type  of  cinhosis  was  post-necrotic  (52.8%) 
perhaps  also  related  to  sanitation.    The  frequency  of  primary 
hepatoma  was  relatively  high,  and  may  be  related  to  the  pro- 
portional increase  in  cirrhosis. 

4154  CORRELATION  BETWEEN  GASTRODUODENAL 

ULCERS  AND  CIRRHOSIS  OF  THE  LIVER. 

(It.)    Rocchi,  V.  (Inst.  Clin.  Gen.  Surg.,  U.  Rome,  Italy),  P.  B. 
Sandoria  and  V.  Zipaio.   Fegato  14(3):  341-360,  1968. 

In  1 1  patients  (9  males,  2  females)  with  liver  cirrhosis,  peptic 
ulcers  were  present.    In  6  of  them  the  cirrhosis  was  clearly  re- 
lated to  a  progressive  infectious  hepatitis;  in  1,  to  alcoholism. 
The  ulcers,  asymptomatic  in  4,  were  discovered  during  radio- 
logic studies  of  esophageal  varices  or  during  study  of  the  gastric 
fundus.    In  10  other  patients  (8  males,  2  females),  with  acute 
symptoms  of  peptic  ulcer,  clinically  asymptomatic,  atrophic 
cirrhosis  was  present.    The  diagnosis  was  based  on  histologic 
studies.    In  all  the  patients  gastrectomy  was  performed,  and  in 
3  patients  a  portacaval  shunt  was  also  established  because  of 
concomitant  portal  hypertension. 

4155  PRIMARY  CANCER  OF  THE  CIRRHOTIC 

UVER.    INCREASE  IN  FREQUENCY  AND 
EXAMINATION  OF  KNOWN  AND  FOLLOWED-UP  CIR- 
RHOTIC PATIENTS.    (Fr.)    Pequignot,  H.  (Clin.  Med.  Proped., 
Paris,  France),  J.  P.  Etienne,  P.  Delavierre  and  J.  P.  Petite. 
Presse  Med  75(51): 2595-2600,  1967. 

Primary  carcinoma  of  the  liver  was  observed  in  37  (10%)  of 
the  373  cirrhotic  patients  autopsied  in  the  period  1959-1966. 
Of  the  37  patients  with  a  cirrhosis/liver  cancer  association, 
28  were  asymptomatic  and  their  presenting  clinical  symptoms 
coincided  with  the  terminal  phase  of  malignant  degeneration. 
In  9  the  cancer  appeared  in  patients  affected  by  cirrhosis  for 
several  years.    Cirrhosis  was  diagnosed  in  these  subjects  by 
ascites  (4  cases),  hematemesis  (2  cases),  jaundice  (1  case)  or 
was  not  correlated  with  clinical  symptomatology.    In  7  patients 
a  history  of  alcoholism  was  verified.    The  period  between  diag- 
nosis of  cirrhosis  and  the  diagnosis  of  cancer  ranged  between 
2-6  yr  and  in  3  cancer  was  diagnosed  only  by  autopsy.   The 
cancer  was  concomitant  with  a  splenoportal  thrombosis  in  5 
patients.    In  7  cases  the  tumor  was  histologically  a  hepatoma 
and  in  2  cases  a  hepatocholangioma 

4156  ALCOHOL  DEGRADATION  AND  BROM- 

SULPHTHALEIN  METABOUSM  IN  ACUTE 
ALCOHOLIC  UVER  DISEASE.    (E.j    Wilkinson,  P.  (U. 
Melbourne,  Australia),  D.  M.  O'Day  and  J.  G.  Rankin.    Gut 
10(3):241-244,  1969. 

To  explore  the  reversible  depression  of  BSP  storage  associated 
with  prolonged  and  excessive  consumption  of  alcohol,  measure- 
ments of  the  rate  of  alcohol  degradation  and  the  relative  storag 
capacity  (SgSP)  ^^'^  biliary  excretion  maximum  for  BSP 
(TmesP)  were  combined  in  a  single  infusion  procedure  in  16 
male  patients  (age  33-57)  who  had  recently  been  drinking 
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jxcessive  amounts  of  alcohol.    Needle  biopsies  of  the  liver 
ivere  performed  on  all  patients  and  none  was  found  to  have 
listological  evidence  of  cirrhosis.    SbsP  ^^'^  TmgsP  estimations 
ivere  repeated  within  48  hr  in  three  patients  without  simulta- 
leous  ethanol  infusion.    A  wide  range  of  SbsP  values,  varying 
From  2  to  77  mg/mg/100  ml,  was  obtained.    The  BSP  values, 
md  alcohol  degradation  rates  were  within  normal  Umits.    No 
:orrelation  was  found  betvveen  SrsP  and  alcohol  degradation 
rate;  values  for  SbsP  and  TmesP  did  not  change  when  BSP 
(vas  infused  without  ethanol. 

U57  STUDIES  OF  THE  METABOLISM  OF  ERYTHRO- 

CYTES FROM  THE  SPLENIC  ARTERY  AND 
SPLENIC  VEIN  IN  PATIENTS  WITH  PORTAL  HYPERTEN- 
SION.   (G&:)    Weinreich,  J.  (Med.  Acad.,  Lubeck,  Germany), 
K.  D.  Birck  and  H.  W.  Schreiber.   Z  Gastroent  7(l):49-58,  1969. 


*I58  CIRRHOSIS  ASSOCIATED  WITH  ALPHA-1- 

ANTITRYPSIN  DEFICIENCY:    A  PREVIOUSLY 
UNRECOGNIZED  INHERITED  DISORDER.    (E.)    Sharp, 
H.  L.  (U.  Mirmesota  Hosp.,  Minneapolis),  R.  A.  Bridges,  W. 
Krivit  and  E.  F.  Freier.  /  Lab  Clin  Med  73(6):934-939,  1969. 

4159  CHRONIC  THYROIDITIS  IN  BUFFALO  STRAIN 

RATS  WITH  DIETARY-INDUCED  CIRRHOSIS. 

(E.)    Reuber,  M.  D.  (NatL  Cancer  Inst.,  Bethesda,  Md.).    Brit 
J  Exp  Path  50(l):32-36,  1969. 


4160  CONTRASTING  PATTERNS  OF  ASQTES 
FORMATION  IN  HEPATIC  CIRRHOSIS.    (E.) 

Witte,  M.  H.  (Washington  State  U.  Sch.  Med.,  St.  Louis,  Mo.), 
C.  L.  Witte,  W.  R.  Cole  and  P.  R.  Koehler.    JAMA  208(9):  1661- 
1666, 1969. 

4161  SPONTANEOUS  SPLENORENAL  ANASTOMO- 
SIS AND  CIRRHOSIS  OF  THE  LIVER:    RE- 
PORT OF  A  NEW  CASE.    (Fr.)    Dubrisay,  J.,  C.  Gillot  and  D. 
Mahoudeau.  Arch  Franc  Mai  Appar  Dig  58(3):  163-170,  1969. 

4162  A  CASE  OF  ADENOCARCINOMA  WITH  CIR- 
RHOSIS:   AN  18-MONTH  FOLLOW-UP  OF  ITS 

ANATOMO-CLINICAL  COURSE.    (Fr.)    Bonnet -Eymard,  J. 
and  H.  Budin.   Lyon  Med  221(7): 32 1-332,  1969. 


4163  THROMBOCYTOPENIA  AND  ALCOHOLISM. 

(E.)    Post,  R.  M.  (Boston  City  Hosp.,  Mass.)  and 
J.  F.  Desforges.  Ann  Int  Med  68(4):  1230-1236,  1968. 

4164  TWO  CASES  OF  JUVENILE  CIRRHOSIS  OF 
THE  LIVER,  PROBABLY  THE  RESULT  OF 

EATING  TAPAI  RICE.    (E.j    Rail,  G.  A.  (Cape  Town,  S. 
Africa).   Med  J  Aust  1(19):810,  1968. 

4165  CHRONIC  NEPHRITIS  ASSOCIATED  WITH 
LIVER  CIRRHOSIS:    REPORT  OF  A  CASE 

WITH  AUTOPSY  FINDINGS.  (Jap.)  Miyoshi,  S.,  R.  Takagi, 
H.  Iwashita,  H.  Tani,  Y.  Hidaka  and  Y.  Ogawa.  Naika  20(6): 
1177-1182,  1967. 


See  also:    3486,3545,3589,3622,3714,4135 
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4166  ACUTE  CHOLECYSTITIS  IN  A  MUNICIPAL 
HOSPITAL.    (E.)    Cafferata,  H.  T.  (U.  California 

Sch.  Med.,  San  Francisco),  R.  J.  Stallone  and  C.  W.  Mathewson. 
Arch  Surg  (Chicago)  98(4):435-441,  1969. 

A  10-yr  review  of  hospital  records  revealed  172  patients  operated 
upon  for  acute  biliary  tract  disease.    There  were  49  cholecys- 
tostomies  (28.5%)  average  age  74.5  yr  (Group  1),  63  cholecys- 
tectomies (36.5%),  and  60  cholecystectomies  with  choledochos- 
tomy  (34.8%).    The  average  age  for  the  latter  two  groups 
(Group  2)  was  62.5  yr.   There  were  68  men  and  102  women 
(2  patients  had  2  procedures  each).    Fourteen  of  the  27  opera- 
tive deaths  (15.6%  operative  mortality)  occurred  in  Group  1. 
Common  duct  stones  were  present  in  14  of  this  group.    Em- 
pyema, hydrops  and  perforation  were  common  also.    Only  3 
patients  below  the  age  of  70  died  after  operation.    Most  of 
the  patients  in  both  groups  were  operated  upon  within  24  hr 
of  admission.    Mortality  was  slightly  increased  with  delay.    In 
25  of  the  40  operative  cholangiograms  obtained  of  the  Group 
2  patients,  the  duct  system  was  normal.    Postoperative  chol- 
angiography in  27  Group  1  patients  revealed  obstruction  of 
the  cystic  duct  in  7  and  common  duct  stones  in  8.    Five  of 
51  Group  2  patients  were  found  to  have  retained  stones  on 
T-tube  cholangiograms.   E.  coli  was  the  most  common  organism 
found  in  the  gallbladder  of  the  118  (74%)  with  positive  cul- 
tures.   Septic  complications  (77%)  were  the  most  common 
cause  of  death,  followed  by  myocardial  infarctions  (19%). 
Mortality  in  Group  1  was  directly  related  to  the  duration  of 
symptoms.    Of  the  24  of  35  survivors  in  Group  1  for  whom 
follow-up  information  was  available,  21  had  further  surgery 
(9  cholecystectomy,  12  common  duct  exploration). 

4167  CONGENITAL  CYSTIC  DILATATION  OF  THE 
COMMON  BILE  DUCT.    (E.)    Hays,  D.  M. 

(Children's  Hosp.  Los  Angeles,  Calif.),  G.  N.  Goodman,  W.  H. 
Snyder  and  M.  M.  Woolley.  Arch  Surg  (Chicago)  98(4):457- 
461,  1969. 

The  clinical  course  of  10  children,  9  female  and  Imale,  who 
were  hospitalized  during  a  20  yr  period  for  congenital  cystic 
dilatation  of  the  common  bile  duct  revealed  that  symptoms 
developed  initially  in  the  first  6  months  of  life  in  5  of  the 
children,  while  the  disease  was  first  recognized  in  2  at  more 
than  10  yr.    Six  of  the  patients  had  been  jaundiced  at  some 
time  before  the  diagnosis  of  the  cyst.    In  3  of  the  infants,  di- 
arrhea was  noted,  and  in  2,  vomiting,  as  prominent  features  of 
their  illness.    Abdominal  pain  was  significant  in  only  2  of  the 
10  cases.    An  abdominal  mass  was  palpable  in  8  of  the  infants 
and  hepatomegaly  as  distinct  from  a  mass  was  noted  in  3.    The 
correct  preoperative  diagnosis  was  made  in  4  of  the  last  5  pa- 
tients seen,  3  of  whom  were  jaundiced.    The  size  of  the  cysts 
varied  considerably.    Six  represented  a  generalized  enlargement 
of  a  segment  of  the  choledochus,  2  a  choledochal  diverticulum, 
and  2  a  combination  of  segment  and  diverticulum  changes. 
Two  of  the  3  patients  who  underwent  Roux-en-Y  procedures 
developed  anastomotic  perforation  or  stricture  (jejunojejunos- 
tomy)  and  the  third  intestinal  obstruction  as  a  result  of  ad- 
hesions. 

4168  BILIARY  TRACT  OPERATIONS.    A  REVIEW 
OF  1000  PATIENTS.    (E.)    Haff,  R.  C. 


(Washington  U.  Sch.  Med.,  St.  Louis,  Mo.),  H.  R.  Butcher  Jr. 
and  W.  F.  Ballinger  II.  Arch  Surg  (Chicago)  98(4):428-434, 
1969. 

Analysis  of  the  records  of  1000  patients  who  underwent  pri- 
mary operations  on  the  biliary  tract  for  cholecystitis  and  chole- 
docholithiasis  during  a  30  month  period  revealed  that  311  had 
cholecystectomy  alone,  278  had  cholecystectomy  associated 
with  appendectomy,  107  had  cholecystectomy  and  choledo- 
chotomy,  and  68  had  this  last  procedure  with  an  associated 
appendectomy.    Six  patients  had  cholecystostomies  only;  230 
had  biliary  tract  surgery  associated  with  other  major  intra- 
abdominal procedures  (e.g.,  repair  of  hiatal  hernia,  gastrectomy, 
vagotomy).    There  were  29  postoperative  deaths  (2.9%):    8  of 
which  were  in  the  combined  major  intra-abdominal  procedure 
group.   The  remaining  21  deaths  occurred  in  the  770  patients 
with  biliary  tract  operations  alone  and  myocardial  disease  was 
the  most  common  cause.    There  were  526  complications  in 
380  patients;  203  were  minor  pulmonary  and  141  were  mainly 
uro logic  infections.    There  were  also  58  wound  infections  and 
23  subphrenic  and/or  subhepatic  abscesses.    There  were  22 
episodes  of  serious  postoperative  bleeding.    Eight  patients  had 
injuries  to  the  bile  duct;  11  had  retained  calculi;  and  16  had 
T-tube  compUcations.    Thirty-eight  patients  were  reoperated 
upon  because  of  complications.   There  were  44  major  post- 
operative pulmonary  complications.    The  morbidity  and  mortal- 
ity from  biUary  tract  operations  were  considerably  less  if  the 
patient's  condition  permitted  a  delay  in  surgical  intervention 
until  3  weeks  after  symptoms  subsided.    Age,  associated  disease, 
leukocytosis,  physical  findings  of  a  mass  or  peritoneal  irritation, 
hyperbilirubinemia,  and  a  history  of  chills  and  fever  all  worsen© 
the  prognosis.    Incidental  appendectomy  had  no  effect. 

4169  THE  SIGNIFICANCE  OF  BILIARY  PRESSURE 
IN  CHOLANGITIS.    (E.)    Huang,  T.  (U.  Texas 

Med.  Branch,  Galveston),  J.  A.  Bass  and  R.  D.  Williams.  Arch 
Surg  (Chicago)  98(5):629-632,  1969. 

Escherichia  co/r  cholangitis  was  induced  in  8  disease-free  dogs 
by  direct  choledochal  instillation  of  the  bacteria  6  weeks  after 
partial  surgical  obstruction  of  the  common  duct.    Acute  ob- 
struction was  then  achieved  and  when  the  intraductal  pressure 
exceeded  250  mm  H2O  bacteremia  occurred.    Hepatic  lymph 
flow  increased  proportionately  to  the  severity  of  the  obstruc- 
tion (24  ml/hr  without  obstruction  to  125  m.l/hr  with  an  ob- 
structive pressure  of  350  mm  H2O).    Bacteria  were  found  in 
the  lymph  when  the  intraductal  pressure  exceeded  200  mm 
H2O.    Pressure  should  be  kept  below  this  level  during  diagnos- 
tic procedures.    Acute  complete  obstruction  of  the  infected 
biliary  tract  should  be  reUeved  promptly. 

4170  THE  SHAPE  OF  THE  GALLBLADDER  IN 
CHILDREN  AND  ITS  SIGNIFICANCE  IN 

BILIARY  PATHOLOGY.    (Rus.)    Filippkin,  M.  A.  (F.  E. 
Dzerzhinskii  Clin.  Hosp.  Child.  No.  9,  Moscow,  USSR). 
Vestn  Rentgen  Radiol  43(l):48-53,  1968. 

Abnormal  forms  of  the  gallbladder  were  found  in  14  of  100 
persons  at  autopsy.    None  had  any  complaints  related  to  the 
gallbladaer  during  life.    A  review  of  147  cholangiographies  of 
children  aged  1-5  yr  showed  60  healthy  and  87  angiochole- 
cystitis  cases.    Kinks  and  stricture  were  encountered  with  about 
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equal  frequency  (12  and  15  cases,  resp.)-  There  seems  to  be 
no  relationship  between  abnormaUties  of  the  gallbladder  and 
the  pathological  process. 

4171  PROPHYLAXIS  AND  TREATMENT  OF 
GALLSTONE  DISORDERS.    (Ger.j    Spath, 

F.  (U.  Surg.  Clin.,  Graz,  Austria).  Wien  Klin  Wschr  80(25): 
491-494,  1968. 

Of  1640  uncomplicated  cholecystectomies  there  were  17  deaths 
postoperatively  (1.03%).    Among  629  cholecystectomies  with 
choledochotomy  there  were  24  deaths  (3.8%);  among  cholecys- 
tectomies in  the  acute  stage,  19  deaths  (4.3%);  among  79  chole- 
cystectomies with  perforation,  24  deaths  (30.4%).    Routinely 
performed  X-ray  manometry  disclosed  gallstones  in  25-26%  of 
the  series.   Optimum  time  for  cholelithiasis  surgery  is  after  the 
first  attack;  however,  some  surgeons  suggest  operating  on  "silent 
gallstones". 

4172  PROPHYLAXIS  AND  TREATMENT  OF  GALL- 
STONE DISORDERS.    (Ger.)    Braunsteiner,  H. 

(Med.  Clin.,  U.  Innsbruck,  Austria)  and  S.  Platzer.    Wien  Klin 
Wschr  80(25):495-498,  19,68. 

Of  112  patients  with  'silent',  symptomless  gallstones,  56 
developed  symptoms  within  10-yr  and  28  required  surgery. 
Surgery  at  the  advanced  age  had  a  greater  risk  factor,  1/8  of  the 
patients  died.    It  is  concluded  that  surgery  should  be  performed 
when  "silent"  gallstones  are  detected. 

4173  PERFORATION  OF  THE  GALL-BLADDER. 

(E.)    Essenhigh,  D.  M.  (Radcliffe  Infirm.,  Oxford, 
England).   Brit  J  Surg  55(3):  175-178,  1968. 

In  a  10-yr  review  of  429  emergency  admissions  for  acute 
cholecystitis  there  were  23  (18  females  and  5  males)  cases  of 
gallbladder  perforation,  with  an  average  age  of  74  (compared 
with  61  for  cholecystitis  and  66  for  empyema  of  the  gallblad- 
der).  The  mortality  rate  for  surgical  treatment  of  perforated 
cholecystitis  was  26.6%.    All  4  patients  who  were  treated 
conservatively  because  of  their  poor  condition  died.    Free 
perforation  was  found  in  15  patients  (65.6%)  of  whom  3  died 
postoperatively  (20%  mortality).    Eight  (34.4%)  localized 
perforations  were  found  with  2  postoperative  deaths  (25%). 
Bile-stained  peritoneal  fluid  was  found  in  4  patients  out  of  98 
laparotomies  for  nonperforated  cholecystitis.    Only  one  case 
of  perforation  was  found  in  noncalculous  disease  of  the  gall- 
bladder.  The  correct  preoperative  diagnosis  of  gallbladder 
perforation  was  made  in  only  4  cases.    Because  of  the  high 
mortality  rate  associated  with  perforated  cholecystitis  immedi- 
ate surgery  is  recommended  if  such  a  diagnosis  is  suspected. 

4174  POSTOPERATIVE  CHOLANGIOGRAPHY.    (E.) 

Szadkowski,  A.  (L.  Pasteur  Hosp.,  Lodz,  Poland) 
and  E.  Jankowska.  Pol  Rev  Radiol  Nuclear  Med  22(l):68-72, 
1968. 

Of  510  patients  operated  upon  for  cholelithiasis  during  a  5-yT 
period,  241  had  sufficient  indication  to  warrant  bile  duct  ex- 
ploration.   Calculi  were  found  in  the  ducts  of  145  cases  (28.4% 
of  choleUthiasis  operations).    Intraoperative  cholangiography 
was  not  done,  but  after  checking  the  bile  ducts  a  Kehr  drain 
was  placed  and  cholangiography  was  performed  10-12  days 
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postoperatively  in  192  patients.    In  3  patients  calcuU  were 
found  (1.24%).    Two  were  removed  by  reoperation,  one  was 
dissolved  using  25%  oUve  oil  in  chloroform. 

4175  ROENTGEN  DIAGNOSIS  OF  SPONTANEOUS 
BILL\.RY-INTESTINAL  FISTULAS.    (E.) 

Sitkowski,  W.  (City  Hosp.  No.  6,  Warsaw,  Poland),  I.  Pronaszko- 
Rzepecka,  J.  Szymanowski  and  K.  Wermenski.   Pol  Rev  Radiol 
Nuclear  Med  32(4):416-422,  1968. 

Roentgenographic  examination  permitted  a  correct  preoperative 
diagnosis  in  25%  of  36  cases  of  simple  and  mked  biUary-intes- 
tinal  fistulas.    Of  the  simple  fistulas,  biliary-duodenal  ones  were 
most  frequent  (16  cases),  foUowed  by  biUary-coUc  (11  cases), 
biliary-gastric  (3  cases),  and  in  1  case  there  was  a  fistula  between 
the  gallbladder  and  small  intestine.    Orally  administered  barium 
suspensions  preceded  by  morphine  were  found  helpful  in  visu- 
alizing the  canal  of  the  fistula  but  pneumatization  of  the  bile 
ducts  occurred  more  often  and  was  90%  accurate  in  predicting 
fistulae. 

4176  THE  ACCEPTANCE  OF  X-RAY  MANOMETRY 
AFTER  25  YEARS.    (Ger.)    Mattig,  H.  (Dist. 

Hosp.  St.  George,  Leipzig,  Germany).   Zbl  Chir  93(26):899-907, 
1968. 

To  determine  how  widely  X-ray  manometry  is  used  304  surgi- 
cal clinics  in  East  Germany  were  surveyed  by  questionnaire 
and  239  repUed  (78.6%).    Preoperative  cholangiography  was 
done  routinely  in  6240  (21.5%)  of  the  28,950  operations  per- 
formed each  year  on  the  gallbladder  and  biliary  tract;  occasion- 
aUy  in  15,328  (52.9%)  and  never  in  7382  (25.6%).    Manometry 
alone  was  done  routinely  in  1304  (4.5%)  occasionally  in  8418 
(29.0%),  and  never  in  19,228  (66.5%).    X-ray  manometry  was 
done  routinely  in  only  1085  (3.75%)  and  occasionally  in  5070 
(17.5%)  for  a  total  of  6155  procedures  per  annum  or  21.25%. 
The  reasons  for  the  infrequent  use  of  preoperative  diagnostic 
procedures  (cholangiography,  manometry,  and  cholangioscopy) 
were  technical  unavailability  in  45,  96,  and  HI  clinics,  resp.; 
lack  of  time  in  7,  6,  and  5,  resp.;  lack  of  personnel  in  4,  3, 
and  2,  resp.;  and  outright  rejection  of  the  procedure  in  6,  19, 
and  9,  resp. 

4177  ARTERIOGRAPHY. IN  THE  DIAGNOSIS  OF 

GALLBLADDER  DISEASE.    (E.)    Rosch,  J. 
(UCLA  Sch.  Med.,  Los  Angeles,  Calif.),  J.  H.  GroUman  and 
R.  J.  StockeL   Radiology  92(7):  1485-1491,  1969. 

The  celiac  and  superior  mesenteric  arteriographic  studies  of 
56  patients  with  proven  primary  or  secondary  gallbladder 
disease  are  reviewed.    Seven  patients  with  only  gallstones  did 
not  show  any  vascular  changes.    Three  patients  with  hydropic 
changes  due  to  cystic  duct  occlusion  demonstrated  a  shortened 
cystic  artery  with  narrowed  and  stretched  main  branches.   The 
gallbladder  wall  was  only  faintly  opacified  as  a  paper-thin  vascu- 
larized shell  during  the  capillary  phase  of  filling.    With  chronic 
inflammation  and  shrinkage  of  the  gaUbladder  in  patients  with 
cholecystitis,  there  was  poor  vascularization.    In  subacute  chole- 
cystitis, hypervascularity  was  frequently  seen.    The  capiUary 
phase  began  early  and  showed  increased  density.    All  of  the 
cancers  of  the  gallbladder  were  extensive  and  tumor  neovascu- 
lature  and  direct  infiltration  of  arteries  were  the  most  common 
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arteriographic  findings.    In  2  patients  with  tumor  originating 
in  bile  ducts  of  the  bilus  of  the  liver  the  hepatic  artery  and  its 
bifurcation  showed  tumor  infiltration.    Tumor  neovasculature 
was  also  present.    In  cancer  of  the  head  of  the  pancreas  or 
papilla  of  Vater  the  changes  were  those  of  biliary  obstruction 
and  hydrops.   Compression  or  thrombosis  of  the  portal  vein 
by  the  tumor  was  also  present. 

4178  CHOLEDOCHODUODENOSTOMY  FOR 

CHOLEDOCHOLITHIASIS.    (Nor.)    Olaussen,  T. 
(Vestfold  Cent.  Hosp.,  Norway).    T  Norsk  Laegeforen  89(4): 
233-235,  1969. 


4179  CYSTIC  DILATION  OF  THE  COMMON  BILE 

DUCT:    CLINICAL,  RADIOLOGICAL,  AND 
SURGICAL  CORRELATIONS  IN  19  CASES.    (Sp.j    Isibasi, 
A.  (Mexican  Child.  Hosp.,  Mexico  City,  Mexico),  E. 
Toussaint  Aragon,  F.  Beltrin  Brown  and  J.  Kumate.    Bol  Med 
Hosp  Infant  Mex  26(1):31-41,  1969. 


4180  THE  "SOLUBILITY"  OF  GALL  STONES  IN 
BILE.    (Ger.)    Holub,  K.  (WUhelmina  Hosp., 

Vienna,  Austria).    Wien  Klin  Wschr  81(7):  125-126,  1969. 

4181  THE  STUDY  OF  THE  GALLBLADDER  AND 
BILIARY  DUCTS.    (E.)    Nahum,  H.  (St.  Vincent 

de  Paul  Hosp.,  Paris,  France).    Pp.  65-95  in  Progress  in  Pediatric 
Radiology,  Vol.  2.    Kaufmann,  H.  J.,  Ed.  Basel,  Karger,  1969. 
404  pp. 


4182  CHOLEDOCHODUODENOSTOMY  IN  THE 
TREATMENT  OF  STENOSIS  IN  THE  DISTAL 

COMMON  DUCT.    (E.j    Farrar,  T.  (Dept.  Surg.,  U.  Tennessee, 
Memphis),  M.  W.  Painter  and  R.  Betz.  Arch  Surg  98(4):442- 
446,  1969. 

4183  DIAGNOSIS  OF  CHOLELITHIASIS  AND  CHOLE- 
CYSTITIS WITH  SPECIAL  REFERENCE  TO 

X-RAY  FINDINGS.    (E.)    Matsukura,  S.  (Nippon  Med.  Sch., 
Tokyo,  Japan),  A.  Shirota,  M.  Miki  and  G.  Fujishima.  Int 
Surg  49(2):  148-156,  1968. 

4184  TRANSOPERATORY  CHOLANGIOGRAPHY  IN 
ITS  PRIMARY  AND  SECONDARY  STAGES. 

as  PRIMARY  CLOSING  OF  THE  COMMON  BILE  DUCT 
JUSTIFU.BLE?)  (Sp.)  Ordonez  Acuna,  A.  Or  Gr  35(1): 
11-39,  1967. 

4185  TRANSHEPATIC  CHOLANGIOGRAPHY.    (It.) 
Drago,  G.  (S.  Maria  Nuova  Main  Hosp.,  Florence, 

Italy),  P.  Manneschi  and  G.  Gallenga.    Osped  Ital  Chir  17(2): 
191-202,  1967. 

4186  CARCINOMA  ASSOCIATED  WITH  IDIOPATHIC 
CHOLEDOCHUS  CYST.    [CASE  REPORT] 

(E.)    Hizawa,  K.  (Tokushima  U.  Sch.  Med.,  Japan),  F.  Fukuda, 
G.  Akagi,  T.  Kitamuro  and  S.  Tao.   Acta  Path  Jap  17(1):  101- 
106,  1967. 

4187  CHOLANGIO-CHOLECYSTOGRAPHY  IN- 
TENSIFIED BY  GLUCOSE.     (It.)     CroceUa,  A. 

(O.  Basilewski  Surg.  Hosp.,  Florence,  Italy),  U.  Nannelli  and  S. 
Bruno.    Osped  Ital  Chir  17(2):181-189,  1967. 

4188  PRIMARY  CARCINOMA  OF  THE  GALLBLAD- 
DER.    (25  CASES).    (Sp.)    QuUantan  A.,  R., 

A.  Aguillon  L.  and  T.  Velazquez.    Or  Or  35(2):  143-163,  1967. 


See  also:    3568,3631,3665,3704,3712,3713,3828,3851 
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H89  A  CLINICAL  STUDY  OF  THE  PSYCHOSO- 

MATIC ASPECTS  OF  CANCER.    (E.j    Tenney, 
V.  A.  Asian  Med  J  11(12):16-21,  1968. 

Following  conventional  therapy  for  cancers  of  various  sites  in 
135  patients  (including  21  cases  of  gastrointestinal  carcinoma) 
;he  psychiatric  evaluation  was  initiated.  The  secretive  person- 
dity  was  noted  in  large  numbers.  Cancer  may  be  a  physically 
;xpressed  psychosis,  a  separation  of  the  true  being  of  the  pa- 
;ient  from  the  him  that  he  presents  to  the  world  and  lives  by. 
rhe  possible  psychosomatic  pathways  by  which  the  physical 
lisease  evolved  from  the  psychic  source  are  presented. 

U90  DUODENAL,  CHOLECYSTIC  AND  PANCRE- 

ATIC CORRELATIONS.    (It.)   Gemma,  G.  B. 
Inst.  Clin.  Surg.,  U.  Genoa,  Italy),  E.  Berti-Riboli,  A. 
iramegna  and  F.  Molfino.    Chir  Pat  Sper  16(4):  37 1-382,  1968. 

Hinical  demonstrations  of  lesions  of  the  pancreas  associated 
vith  those  of  the  biUary  tract,  arising  from  anatomo-functional 
Jterations  of  the  duodenum,  are  reported.    Histological  exam- 
nation  showed  regressive  chronic  lesions  in  the  pancreas,  and 
icute  lesions  in  the  biliary  ducts.    In  1,  the  main  pathological 
jondition  was  probably  due  to  a  too  large  Oddi's  sphinctero- 
omy  (performed  1  yr  before)  with  a  slight  duodenal  substeno- 
lis,  caused  by  the  suture  of  the  wall.    In  another  an  ulcerous 
luodenitis  caused  a  substenosis  and  a  consequent  duodenal 
lyperkinesia,  associated  with  a  hypotonia  of  the  papilla,  that 
nduced  the  biliary  and  pancreatic  alterations.    The  reflux  of 
luodenal  juice  may  be  the  main  factor  determining  these 
esions  of  the  pancreas  and  of  the  biliary  duct. 

H91  DERMATITIS  HERPETIFORMIS  AND  THE 

GASTROINTESTINAL  TRACT.  (E.)  Marks,  R. 
St.  John's  Hosp.  Dis.  Skin,  London,  England).  Trans  St  John 
iospDerm  Soc  54(2):  141-147,  1968. 

rhirty-four  patients  with  dermatitis  herpetiformis  (DH)  were 
nvestigated  by  Crosby  capsule  jejunal  biopsy  and/or  gastro- 
ntestinal  function  tests.    Bone  marrow,  peripheral  blood  and 
erum  studies  were  also  performed.    Histology  was  normal  in 
',  and  mild  focal  (2),  partial  (19),  or  subtotal  (4)  villous  atro- 
)hy  was  demonstrated  in  the  other  biopsies.    Function  tests 
ailed  to  parallel  anatomical  lesions.    Three  patients  had  low 
erum  folic  acid  and  vitamin  6^2  levels  before  sulphone  therapy, 
rwo  patients  had  low  8^2  absorption  and  5  had  early  to  mod- 
smte  megaloblastic  marrow  changes  without  peripheral  megalo- 
>lastosis.   There  were  no  severe  anemias.    Two  of  the  patients 
vith  DH  also  had  a  frank  malabsorption  syndrome  together 
vith  significant  jejunal  atrophy,  DH  patients  have  been  found 
0  have  jejunal  abnormalities  prior  to  sulphone  therapy  and 
ome  patients  receiving  Dapsone  had  normal  biopsies.    Seven- 
een  patients  were  reinvestigated  after  a  mean  of  5.8  months 
)n  a  gluten-free  diet.    The  jejunal  biopsies  showed  improve- 
nent  in  13,  deterioration  in  1,  and  no  change  in  2.    Twelve 
)f  the  17  were  able  to  diminish  their  dose  of  Dapsone.    Four 
>f  6  patients  with  diarrhea  were  improved  and  1 3  patients 
vere  gaining  weight.    There  was  no  improvement  in  function 
ests.   One-third  of  the  patients  had  lower  IgM  levels  and  in 
he  2  investigated  by  descending  jejunal  biopsies  there  was 
Togressive  improvement. 


4192  HAEMOPERITONEUM  IN  THE  NEWBORN. 

(E.)    Cywes,  M.  B.  (U.  Capetown,  S.  Africa). 
Z  Kinderchir  5(Suppl.):48-62,  1968. 

Seventeen  of  52  infants  (35  male,  17  female)  with  hemoperi- 
toneum  during  a  10  yr  study  period  were  studied  retrospec- 
tively, while  the  remaining  35  were  studied  prospectively  for 
etiology  and  clinical  management.    Hemoperitoneum  most 
commonly  (73%)  occurred  between  the  second  and  fifth  days 
with  the  highest  incidence  on  the  second  day  of  life.    Half  the 
cases  presenting  on  the  first  day  were  premature.    The  sites 
of  bleeding  were  the  Uver  (32),  spleen  (5),  suprarenal  (8), 
kidney  (4),  gastrointestinal  (2),  and  liver  and  spleen  (1). 
Twenty-five  (48.1%)  of  the  newborns  were  over  8  pounds  and 
8  (15.6%)  were  less  than  5  pounds.    Eight  of  40  adequate 
obstetrical  histories  revealed  some  difficulty  ui  deUvery.    A 
clinical  diagnosis  of  hemoperitoneum  was  made  in  40  of  the 
52  on  the  basis  sudden  pallor,  followed  by  grunting  respirations. 
There  was  abdominal  distention  in  38  and  12  of  the  40  were 
found  to  be  bleeding  elsewhere.    The  site  of  bleeding  was 
localized  in  32  (80%)  by  supine  and  erect  X-rays  which  demon- 
strated an  opaque  mass  displacing  the  air-fiUed  bowel.    The 
hemoglobin  on  admission  was  below  8  g%  in  30.    All  the  pa- 
tients had  hypoprothrombinemia  and  25  were  jaundiced.    Hypo- 
glycemia was  present  in  12  cases.    All  17  patients  in  the  retro- 
spective study  were  treated  conservatively  and  came  to  autopsy. 
Fifteen  of  20  infants  survived  when  treated  with  blood  trans- 
fusion and  vitamin  K  followed  by  surgery  if  bleeding  persisted 
(12  required  surgery  which  was  in  each  case  successful).    Only 
1  of  4  cases  treated  with  vitamin  K,  transfusion  and  immediate 
surgery  survived.    One  of  11  patients  treated  with  surgery  only 
after  transfusion,  vitamin  K  and  correction  of  a  coagulation 
defect  was  completed  died.    Fresh  blood  and  fresh  frozen 
plasma  are  recommended  as  replacement  colloids. 

4193  GAS  GANGRENE  IN  ABDOMINAL  SURGERY. 

(E.)    AUcock,  E.  A.  (Dept.  Surg.,  U.  Melbourne, 
Australia).   Aust  N  Zeal  J  Surg  37(3):  260-264,  1968. 

Four  cases  of  gas  gangrene,  each  with  a  fatal  outcome,  associ- 
ated with  intra-abdominal  primary  foci  are  reported.   Two  of 
these  were  associated  with  gangrene  of  the  small  bowel,  one 
was  associated  with  perforation  of  a  duodenal  ulcer  and  the 
only  case  which  was  thought  to  have  developed  after  surgery 
followed  a  partial  gastrectomy  for  carcinoma  of  the  stomach. 
In  only  1  case  was  there  time  to  administer  the  recommended 
polyvalent  serum  and  penicillin.    Hyperbaric  oxygen  therapy 
and  removal  of  necrotic  tissue  are  also  mentioned  in  the  dis- 
cussion of  clostridial  toxins  and  their  treatment. 

4194  ORAL  CHEMOTHERAPY  IN  AMOEBIC 
DYSENTERY -POTENTIATING  EFFECT  OF 

CHLOROQUINE  ON  THE  ACTION  OF  DILOXANIDE 
FUROATE.   (E.)    Nnochiri,  E.  (U.  Lagos  Med.  Sch.,  Nigeria). 
/  nop  Med  Hyg  70(9):224-228,  1967. 

Two  matched  encapsulated  drug  combinations  each  containing 
187.5  mg  of  diloxanide  furoate  and  125  mg  tetracycline  hydro- 
chloride and  one  also  containing  50  mg  chloroquine  phosphate 
(Formulas  B  and  A,  resp.)  were  tested  in  108  hospitalized 
patients  (96  cases  of  proved  intestinal  amebiasis  and  12  cases 
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of  bacillary  dysentery).   Three  separate  dosage  regimens  were 
used;  treatment  lasted  for  5,  7  and  10  days.    After  treatment 
each  patient  was  seen  weekly  for  7  weeks;  stool  examinations 
made;  patients  whose  specimens  were  negative  had  followed-up 
stool  examinations  3  and  6  months  after  treatment.    Results 
showed  that  both  formulas  in  a  5-day  course  of  treatment  were 
effective  against  bacillary  dysentery.  Both  formulas  were  un- 
satisfactory in  a  5-day  course  of  treatment  of  acute  intestinal 
amebiasis.  Formula  A  was  more  effective  than  B  m  the  7-day 
and  10-day  courses  of  treatment.  The  formula  containing 
chloroquine  (Formula  A)  may  be  better  than  the  Formula  B 
in  treating  acute  intestinal  amebiasis. 

4195  INCIDENCE  OF  MULTIPLE  PRIMARY  CAN- 

CERS. II.  INDEX  CANCERS  ARISING  IN  THE 
STOMACH  AND  LOWER  DIGESTIVE  SYSTEM.    (E.) 
Schottenfeld,  D.  (Memorial  Hosp.  Cancer,  New  York,  N.  Y.), 
J.  W.  Berg  and  B.  Vitsky.   J  Nat  Cancer  Inst  43(l):77-86,  1969. 

A  cohort  study  of  multiple  primary  cancers  of  patients  treated 
during  1949-62  for  cancers  of  the  stomach  and  lower  digestive 
system  showed  that  when  compared  with  the  New  York  State 
incidence  rates  there  was  no  increase  in  the  number  of  associ- 
ated or  subsequent  cancers  of  other  organs  or  tissues  among 
the  index  patients  with  cancer  of  the  stomach  or  of  the  diges- 
tive organs  proximal  to  the  colon  and  rectum.    Among  the 
4771  patients  with  cancer  of  the  colon  and  rectum,  the  pro- 
portion with  previously  (1.9%)  and  synchronously  (3.6%)  as- 
sociated multiple  primary  cancers  of  the  large  intestine  was 
5.5%.    The  incidence  of  metachronous  multiple  primary  can- 
cers of  the  large  intestine  was  3.5  per  year  per  1000  patients 
at  risk;  a  total  threefold  excess  in  the  observed  number  of 
primary  cancers  of  the  colon  and  rectum.    In  the  patients  with 
index  cancer  in  the  cecum,  the  highest  ratios  were  recorded  of 
observed-to-expected  cancers  in  both  the  large  intestine 
(6.3)  and  other  organs  or  tissues  (2.4).    In  patients  with  index 
carcinomas  of  the  colon  and  rectum,  there  were  1 32  clinically 
apparent,  multiple  primary  cancers  in  other  organs  or  tissues, 
or  1.4  times  the  expected  number.    After  combining  the  ex- 
periences of  patients  with  colon  and  rectal  cancer,  the  inci- 
dence of  breast  cancer  was  significantly  increased.   In  patients 
with  carcinoma  of  the  rectum  and  rectosigmoid  junction  the 
incidence  of  carcinoma  of  the  urinary  bladder  was  significantly, 
but  explicably,  increased.    In  those  patients  with  carcinoma  of 
the  colon,  the  observed-to-expected  ratio  for  carcinoma  of  the 
female  genital  organs  was  2.1 -primarily  attributable  to  carcin- 
oma of  the  endometrium.    Similarly,  in  921  index  patients 
with  primary  ovarian  carcinoma,  there  were  2  observed  second 
primary  cancers  of  the  large  intestine;  this  two-fold  excess  was 
confined  to  the  colon. 

4196  ABDOMINAL  DRAINAGE.   /E.)    Gunn,  A.  A. 

(Bangour  Gen.  Hosp.,  Broxburn,  England).  Brit 
J  Surg  56(4):274-276,  1969. 

After  major  abdominal  surgery  227  patients  had  2  Redivac 
drains  placed  along  the  inferior  surface  of  the  Uver  to  the 
duodenum  and  over  the  right  lobe  of  the  liver  and  left  in  posi- 
tion for  4  days.    The  amount  drained  was  less  than  200  cc 
in  135  and  those  after  biliary  procedures  drained  more  than 
those  after  gastric  procedures  and  with  a  wider  scatter.    Poster- 
ior superior  drainage  was  in  excess  of  anterior  infrahepatic 


drainage  in  125  of  195  patients  who  had  had  biliary  or  gastric 
procedure.    It  was  the  reverse  in  53  of  the  same  group  and 
equal  in  17  cases.    There  were  a  significant  number  (14)  of 
patients  with  total  drainage  in  excess  of  600  cc  with  a  range 
up  to  4360  cc. 

4197  THE  ETIOLOGY  OF  GASTROINTESTINAL 

PERFORATION  IN  THE  NEWBORN.    (E.) 

Lloyd,  J.  R.  (Wayne  State  U.  Sch.  Med.,  Detroit,  Mich.).    / 
Pediat  Surg  4(l):77-84,  1969. 

Eighty-seven  newborn  patients  with  gastrointestinal  perforations 
were  cared  for  during  a  20-yr  period.    The  site  of  perforation 
was:    stomach  39  cases  (21  died);  duodenum  7  cases  (6  died); 
jejunum  2  cases  (2  died);  ileum  10  cases  (7  died);  colon  15 
cases  (10  died);  and  an  indeterminate  site  14  cases  (4  died). 
Maternal  complications  were  present  in  60.7%  and  included 
toxemia  (11),  vaginal  bleeding  (7),  prolonged  labor  (14),  pre- 
mature rupture  of  the  membranes  (11),  unattended  delivery 
(4)  and  an  unusually  difficult  delivery  (4).    Forty-nine  of  the 
babies  experienced  an  asphyxial  episode  at  the  time  of  delivery, 
during  labor  or  during  the  newborn  period.    An  additional  21 
were  thought  to  have  experienced  a  significant  anoxic  or  hypo- 
tensive episode.   Necropsy  revealed  ischemic  lesions  in  the 
gastrointestinal  tracts  of  all  the  newborns  studied  (43)  as  well 
as  in  other  organs.    Similar  changes  were  noted  in  the  13  surgi- 
cal specimens  studied.    The  average  onset  of  symptoms  was 
2.6  days  after  the  anoxic  episode.    Distention  with  bilious 
vomiting  and  free  air  in  the  abdomen  were  typical  early  findings 

4198  PRIMARY  LYMPHOMA  OF  THE  GASTROIN- 

TESTINAL TRACT.    (E.)    Bush,  R.  S.  (Princess 
Margaret  Hosp.,  Toronto,  Ont.  Canada)  and  C.  L.  Ash. 
Radiology  92(6):1349-1354,  1969. 

A  series  of  83  patients  (45  men  and  38  women)  with  primary 
lymphoma  of  the  gastrointestinal  tract  (in  the  stomach  (40) 
and  small  intestine  (25))  was  divided  into  2  groups-the  early 
(involving  the  gastrointestinal  tract  alone  or  the  regional  nodes 
only)  and  the  late  (all  others).    The  2-yr  recurrenc&-free  rate 
for  the  early  cases  was  51%  (23  of  45).    Eleven  of  these  pa- 
tients did  not  receive  postoperative  radiation,  and  in  7  of  the 
1 1  recurrent  disease  had  developed  or  they  were  dead  at  2  yr. 
At  5  yr,  only  7  patients  could  be  evaluated,  and  6  of  7  were 
dead.  The  remaining  34  patients  who  did  receive  postoperative 
radktion  showed  a  marked  lowering  of  the  rate  of  recurrence. 
Only  15  out  of  34  at  2  yr  and  11  of  21  at  5  yr  had  died  or 
suffered  recurrent  disease.    Of  38  patients  Ln  the  late  group 
16%  (6  of  38)  survived  2  yr  without  recurrent  disease.   Of 
these,  5  had  evidence  at  the  time  of  treatment  of  only  locally 
extensive  disease  and  no  extensive  abdominal  or  systemic 
spread.    These  patients  had  only  marginally  more  extensive 
disease  than  the  patients  classified  as  having  early  disease  and 
their  rate  of  control  was  similar  to  the  early  group.    Both  in 
early  and  locally  advanced  late  disease  postoperative  radiation 
markedly  reduced  the  risk  of  intra-abdominal  recurrence  and 
appeared  to  provide  long-term  control  for  a  large  proportion 
of  patients,  especially  when  the  primary  lesion  was  removed 
surgically. 

4199  LACTOSE  MALABSORPTION  AND  POST- 

GASTRECTOMY MILK  INTOLERANCE, 
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JUMPING,  AND  DIARRHOEA.    (E.)    Condon,  J.  R.  (West- 
ninster  Hosp.,  London,  England),  P.  Westerholm  and  N.  C. 
fanner.    Gut  10(4):  31 1-314,  1969. 

•ifty  postgastric  surgery  patients  with  various  combinations 
if  milk  intolerance,  dumping,  and  diarrhea  were  studied  for 
ictose  malabsorption.    Milk  intolerance  and  diarrhea  were 
aused  by  lactose  malabsorption  in  7  patients  who  responded 
0  treatment  with  a  lactose-free  diet.    Milk  intolerance  was 
inrelated  to  flat  lactose  tolerance  tests  in  4  patients  in  whom 
ymptoms  were  not  precipitated  by  the  ingestion  of  40  g  of 
ictose  a  day.    In  5  patients  with  flat  lactose  tolerance  tests 
he  incidence  of  dumping  was  ururelated  to  lactose  ingestion 
nd  unaffected  by  a  lactose-free  diet.    In  1  patient  steatorrhea 
iue  to  lactose  intolerance  responded  to  a  lactose-free  diet, 
.actose  malabsorption  should  be  excluded  in  all  postgastric 
urgery  patients  who  develop  diarrhea.    Patients  with  milk  in- 
olerance  who  exclude  milk  and  milk -containing  foods  from 
heir  diet  should  receive  dietary  supplements  of  calcium. 

i200  SCLERODERMATOUS  INVOLVEMENT  OF  THE 

STOMACH  AND  THE  SMALL  AND  LARGE 
IGWEL.    (E.)    Peachy,  R.  D.  G.  (St.  Thomas'  Hosp.,  London, 
England),  B.  Creamer  and  J.  W.  Pierce.    Gut  10(4): 285-292, 
969. 

en  cases  of  scleroderma  (9  in  women)  involving  parts  of  the 
astrointestinal  tract  other  than  the  esophagus  included  5  pa- 
tents with  radiological  evidence  of  gastric  involvement  1  of 
/horn  developed  true  pyloric  stenosis.    Small  bowel  involve- 
lent  included  upper  abdominal  symptoms,  pseudo-obstruction, 
hronic  or  intermittent  diarrhea,  and  malabsorption.    Some 
/ere  asymptomatic.    The  large  bov/el  was  involved  in  5  patients 
nd  4  of  these  had  constipation,  either  chronic  and  intractable 
r  ahernating  with  episodes  of  diarrhea,    in  all  4  cases  impacted 
3cal  masses  in  the  large  bowel  led  to  episodes  of  partial  large 
owel  obstruction.    In  most  cases  in  which  scleroderma  in- 
olves  the  gastrointestinal  tract,  a  history  of  Raynaud's  pheno- 
lenon  and  some  evidence  of  skin  involvement  precedes  the 
isceral  involvement  and  is  of  great  help  in  suggesting  the 
nderlying  cause  of  the  gastrointestinal  symptoms. 

1201  ROLE  OF  PARASITES  IN  THE  PATHOGENESIS 

OF  INTESTINAL  MALABSORPTION  IN  HOOK- 
yrORM  DISEASE.    (E.j    Tandon,  B.  N.  (Ail-India  Inst.  Med. 
ci.,  New  Delhi),  R.  K.  Kohii,  A.  K.  Saraya,  K.  Ramachandran 
nd  0.  Prakash.    Gut  10(4):293-298,  1969. 

'he  role  of  parasites  in  the  pathogenesis  of  malabsorption  was 
tudied  in  67  patients  with  hookworm  disease  using  the  rela- 
ionship  of  d-xylose  absorption,  fat  balance  test,  and  intestinal 
iopsy  abnormalities  to  ova  load  and  species  of  parasite  as 
idicators.    Follow-up  studies  were  also  carried  out  in  17  pa- 
tents to  see  the  effect  of  10-68  weeks'  persistent  hookworm 
[ifestation  on  absorption  and  intestinal  morphology.    Neither 
he  load  of  infection,  nor  the  species,  nor  the  duration  of  in- 
estation  had  any  direct  causative  relationship  with  the  mal- 
bsorption  syndrome  in  hookworm  disease.    Functional  and 
tructural  abnormalities  had  statistically  no  significant  associa- 
ion  with  the  ova  load  or  the  species  of  the  hookworm,  nor 
ny  deleterious  effect  on  the  small  bowel 
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GASTROINTESTINAL  PROTEIN  ALLERGY. 
IMMUNOLOGIC  CONSIDERATIONS.    (E.) 


Self,  T.  W.  (Yale-New  Haven  Med.  Ctr.,  Conn.),  T.  Herskovic, 
E.  Czapek,  D.  Caplan,  T.  Schonberger  and  J.  D.  Gryboski. 
JAMA  207(13):2393-2396,  1969. 

Stool  specimens  were  examined  for  precipitating  antibodies  to 
mUk,  soy,  and  cereal  products  from  25  children  with  chronic 
diarrhea  without  organic  cause.    There  were  30  age-matched 
controls  without  gastrointestinal,  respiratory,  or  allergic  symp- 
toms.   Results  of  roentgenographic  gastrointestinal  examination 
and  absorption  studies  were  normal  in  90%  of  the  patients. 
Malabsorption  patterns  were  present  in  3  patients.    Precipitating 
substances  to  milk,  barley,  rye,  oats,  fraction  3  of  gluten  and 
soy  were  present  singly  or  in  combination  in  all  of  the  patients. 
All  patients  responded  to  elimination  of  the  offending  antigen 
by  a  return  to  normal  bowel  habits,  weight  gain,  and  elevation 
of  hemoglobin  and  serum  albumin  values. 

4203  MASSIVE  ESOPHAGEAL,  GASTRIC  AND 

DUODENAL  HEMORRHAGES.    (Ger.) 
GeissendiSrfer,  R.  (U.  Surg.  Clin.,  Frankfurt/Main,  Germany) 
and  K.  Reeh.   Langenbeck  Arch  Klin  Chir  320(2/3):81-99, 
1968. 

Of  441  cases  of  massive  esophageal,  gastric  or  duodenal  hemor- 
rhage seen  between  1956  and  1966,  81.2%  originated  in  the 
esophagus,  stomach,  and  duodenum,  3.8%  in  the  colon,  and 
0.4%  in  the  supraanal  region.    Hematemesis  and  melena  were 
the  2  most  important  presenting  symptoms:    the  latter  not 
apparent  in  most  instances  until  12-48  hr.    Bright  red  blood 
usually  originates  in  esophageal  varices  while  dark  red  blood 
comes  from  an  acidic  stomach  with  ventricular  ulcer.    Acute 
cases  demand  contrast  X-ray  study  of  the  esophagus  or  even 
esophagoscopy  using  a  water-soluble  contrast  agent.    Laparot- 
omy is  a  last  resort  if  bleeding  is  uncontrolled  after  24-36  hr 
in  spite  of  transfusions.    In  the  441  cases  43  laparotomies 
were  performed:    the  source  of  bleeding  was  disclosed  in  all 
but  3  cases.    Esophageal  varices  accounted  for  31.5%  of  the 
total.    Of  the  156  patients  who  died,  heart  and  circulatory 
failure  was  responsible  in  81  and  hepatic  coma  in  76. 

4204  URINARY  TRACT  PATHOLOGY  ASSOCIATED 

WITH  CONSTIPATION.    (E.j    Shopfner,  C.  E. 
(Dept.  Radiol.,  U.  Missouri  Sch.  Med.,  Kansas  City,  Mo.). 
Radiology  90(5): 865-877,  1968. 

Each  of  the  39  children  (aged  5-13)  studied  had  nonorganic 
constipation  of  sufficient  degree  to  cause  a  fecal  impaction. 
None  had  evidence  of  neurogenic  disease.    The  incidence  of 
the  abnormalities  found  was:    cone-shaped  base  plate  in  26 
(66%),  elongated  urethra  in  18  (46%),  mural  irregularity  in 
12  (31%),  hydronephrosis  in  12  (31%),  and  vesicoureteral  re- 
flux in  8  (20%).    There  is  presented  an  extensive  discussion 
of  the  etiology  of  urinary  tract  pathology  found  in  the  patients 
with  inorganic  constipation. 


4205  PARASITOLOGIC  ASPECTS  OF  DIENTAMOEBA 

FRAGILIS,  PATHOGENIC  ACTION  AND 
THERAPY.    (Fr.)    Ottilio  Machado,  J.  (Sch.  Med.,  Rio  de 
Janeiro,  Brazil),  A.  Luiz  De  Pinho,  S.  Silva  and  F.  J.  Rodrigues 
Gomes.    Boll  Soc  Path  Exot  61(l):30-35,  1968. 

Microscopic  examination  of  the  feces  of  250  subjects  living  in 
the  states  of  Rio  de  Janeiro  and  Guanabara  revealed  in  2  (10 
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and  12  yr  old  boys)  the  presence  oi  Dientamoeba  fragilis, 
and  in  another  6  the  association  of  Entamoeba  colt,  Giardia 
lamblia  and  lodarnoeba  butschlii.    The  symptoms  in  Dientamoeba 
fragilis  bearing  subjects  were  flatulence,  diarrhea  and  intestinal 
spasm.   Treatment  with  furozolidone  eradicated  the  lambliasis 
but  was  without  effect  on  the  amebiasis.   Two  courses  of  treat- 
ment with  acetoamide  caused  the  disappearance  of  amebiasis  in 
5  subjects,  and  the  use  of  glycobiarsol  (bismuth  glycolylarsani- 
late)  in  the  remaining  2. 

4206  SURGICAL  ASPECTS  OF  INTESTINAL  AND 

PERITONEAL  TUBERCULOSIS  OBSERVED 
IN  PULMONARY  TUBERCULOSIS  PATIENTS.    FIVE  CASES. 

(Fr.)    Touraine,  R.  (Fac.  Med.  U.  Lyon,  France),  J.  Vauzelle, 
M.  Rochet  and  J.  P.  Bernard.   Rev  Lyon  Med  16(19):783-791, 
1967. 

Case  reports  are  presented  of  5  subjects  (4  males  and  1  female) 
with  associated  pulmonary  and  intestinal  tuberculosis.    In  1 
patient  puhnonary  tuberculosis  was  diagnosed  7  months  before 
the  appearance  of  the  intestinal  lesions,  in  another  patient 
pulmonary  tuberculosis  appeared  1  yr  after  an  operation  for 
specific  gastrocolic  and  anal  fistulas.   In  2  patients  pulmonary 
and  abdominal  tuberculosis  were  both  discovered  during  acute 
abdominal  episodes  (cecal  perforation  and  double  stricture  of 
the  small  intestine)  and  in  1  patient  an  intestinal  occlusion 
was  followed  by  reactivation  of  a  pulmonary  process,  akeady 
considered  stabilized.   The  anatomical  and  histological  diagnosis 
of  intestinal  tuberculosis  in  patients  treated  with  antitubercular 
antibiotics  is  difficult. 

4207  ZOLLINGER-ELLISON  SYNDROME.    CLINICAL, 

BIOLOGICAL  AND  ANATOMICAL  STUDY 
OF  10  CASES.    (Fr.)    Bader,  J.  P.  (Bichat  Hosp.,  Paris,  France), 
S.  Bonfds,  J.  P.  Feirier,  M.  Dubrasquet,  F.  Potet,  E.  Martin, 
J.  P.  Thiery  and  A.  Lambling.   Presse  Med  75(53):2709-2713, 
1967. 

The  age  range  of  10  patients  (6  males  and  4  females)  with 
Zollinger-Ellison  syndrome  was  17-65  yr,  with  a  maximum 
between  40-50  yr.    Ulcer  symptoms  and  diarrhea  were  present 
in  9  patients  and  steatonhea  in  5.    Ulcers,  mainly  duodenal, 
were  complicated  by  hemorrhages  in  4  and  by  perforation  in 
2.    Radiological  examination  of  stomach,  duodenum  and  jeju- 
num showed  signs  of  general  inflammation.    Normal  plicae 
disappeared.   Gastric  secretion  in  7  patients  not  surgically 
treated  revealed  a  free  acid  concentration  of  about  100 
mEq/liter.   This  phenomenon  was  less  evident  in  3  gastric 
resectioned  patients.    In  the  7  tested,  the  urine  had  gastro- 
secretagogue  activity.    During  surgery  a  tumor  of  the  pancreas 
was  found  in  5  patients;  in  4  other  patients  presence  of  a  tu- 
mor was  confirmed  only  at  histological  examination.    Tumor 
cells  presented  the  characteristic  of  Ai  (or  D  depending  on  the 
terminology  used)  cells  in  optical  and  electronic  microscopy. 
Of  5  patients  studied,  the  percentage  of  Ai  cells  in  the  nonad- 
enotomous  islands  were  19-32%  (they  are  below  15%  in  sub- 
jects with  simple  ulcer).   Evolution  was  slow  even  in  5  patients 
with  lymph  node  or  hepatic  metastases.   Total  gastrectomy 
with  hemipancreatectomy  was  the  best  treatment. 


4208  INTESTINAL  DISORDERS  MASQUERADING 

AS  GYNECOLOGIC  PROBLEMS.    (E.) 
Schnur,  P.  L.  (Mayo  Clin.,  Rochester,  Minn.),  R.  E.  Symmonds 
and  T.  J.  Williams.   Surg  Gynec  Obstet  128(5):  1016-1020,  1969. 

The  clinical  course  and  treatment  of  49  patients  operated  upon 
during  an  1 1  yr  period  for  intestinal  disorders  masquerading 
as  gynecologic  problems  are  reviewed.    Twenty-five  (51%)  were 
inflammatory.   Ten  of  16  patients  with  diverticulitis  had  re- 
sections of  the  unprepared  bowel  with  primary  end-to-end 
anastomoses.    In  2  of  these  patients  small  incisional  abscesses 
developed.    One  patient  died  of  a  cerebrovascular  accident  post- 
operatively.   Five  patients  were  closed  without  resection  as  the 
lesion  appeared  inactive.    One  patient  had  an  ileoileosigmoidal 
fistula  closed  with  subsequent  stricture  formation.    None  of  the 
7  preoperative  barium  studies  obtained  showed  diverticulitis. 
Five  patients  were  found  to  have  regional  enteritis.    All  under- 
went resection  and  4  are  without  symptoms  on  follow-up. 
Four  patients  were  found  to  have  pelvic  abscesses  (appendiceal 
3,  ileal  volvulus  1).    Appendectomy  and  resection  of  the  abscess 
was  carried  out  in  1  patient,  the  others  had  resections  of  the 
involved  bowel.   Twenty-two  (45%)  had  malignant  tumors. 
Nine  of  1 1  patients  with  adenocarcinoma  of  the  colon  had 
sigmoid  lesions  and  2  had  cecal  neoplasms.    Resection  and 
primary  anastomosis  were  carried  out  in  both  of  the  cecal 
tumors  and  7  of  the  9  sigmoid  carcinomas.    One  patient  pre- 
treated  with  antibiotics  developed  a  wound  abscess.    Six  pa- 
tients are  known  to  have  died  of  their  disease  subsequently. 
Also  found  at  operation  were  intestinal  leiomyosarcoma  (2), 
metastatic  carcinoma  (2),  hypernephroma  (1),  retroperitoneal 
sarcoma  (1),  linitis  plastica  (1),  and  carcinoma  of  the  gallblad- 
der (1).   One  patient  was  found  to  have  a  fecalith  which  was 
removed  as  was  a  peritoneal  cyst  found  in  another  case. 


4209  EVERTING  VERSUS  INVERTING  GASTRO- 

INTESTINAL ANASTOMOSES,  BACTERIAL 
LEAKAGE  AND  ANASTOMOTIC  DISRUPTION.    (E.) 
Rusca,  J.  A.  (Louisiana  State  U.  Sch.  Med.,  New  Orleans), 
G.  H.  Bomside  and  I.  Cohn.  Ann  Surg  169(5):727-735,  1969. 

Two  experiments  testing  everting  and  inverting  gastrointes- 
tinal anastomoses  were  performed  on  mature  mongrel  dogs 
weighing  9  to  21  kg.    Distal  ileum  was  incised  and  closed  with 
inverting  and  everting  sutures  in  50  animals.    S.  marcescens 
was  injected  into  the  more  proximal  ileum  and  the  injection 
site,  anastomoses  and  peritoneum  were  sampled  at  2,  4,  6,  12, 
md  24  hr  after  the  initial  surgery.    There  was  significant  initial 
spillage  on  injection  of  the  bacteria  (15  dogs).   There  was  no 
significant  difference  between  the  leakage  at  inverted  and 
everted  anastomoses  (4  vs  10).    Perforated  and  intact  pieces 
of  plastic  sheeting  were  then  placed  about  similar  anastomoses 
and  compared  with  and  without  antibiotic  irrigation.    Ten  of 
eleven  animals  with  solid-wrapped  everting  anastomoses  de- 
veloped a  fatal  peritonitis.    Peritonitis  occurred  in  14  of  17 
similar  animals  when  irrigated  with  antibiotics.    With  perfora- 
tion of  the  wrapping  aU  7  such  animals  survived.    Antibiotic 
irrigation  of  solid  wrapped  inverting  anastomoses  was  fatal  in 
2  of  12  cases. 
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4210  MASS  IN  RIGHT  UPPER  QUADRANT  OF  THE 

ABDOMEN.    (E.)    Kook  Sang  Oh  (Massachusetts 
Hosp.,  Boston).   JAMA  207(ll):2092-2093,  1969. 

GASTROENTEROLOGY.    (Fr.j    Hillemand,  B. 
Vie  Med  50(4): 359-366,  1969. 


Gen. 


4211 


4212  THE  INDUCTION  OF  INTESTINAL  TUMORS 
IN  MICE  WITH  1,2-DIMETHYLHYDRAZINE. 

(Ger.j  Wiebecke,  B.  (Inst.  Pathol.,  U.  Cologne,  Germany),  U. 
Lohrs,  J.  Gimmy  and  M.  Eder.  Z  Ges  Exp  Med  149(3):  277- 
278,  1969. 

4213  PRIMARY  TUBERCULOSIS  OF  THE  LYMPH 
NODES  OF  THE  INTESTINAL  MESENTERY 

AS  A  SURGICAL  PROBLEM.  (Pol.)  Plewinski,  J.  (1st  Suig. 
Clin.,  Acad.  Med.,  Lodz,  Poland)  and  J.  Goldstein.  Ann  Acad 
Med  Lodz  9:149-166,  1967. 

4214  NEOMYCIN  IN  THE  TREATMENT  OF  ACUTE 
AND  PROTRACTED  FORMS  OF  BACTERIAL 

DYSENTERY.    (Pol.)    Chrzanowski,  J.  (Infect.  Dis.  CUn.,  Acad. 
Med.,  Lodz,  Poland),  R.  Stempien  and  L.  Tomaszewska.   Ann 
Acad  Med  Lodz  9:127-132,  1967. 

4215  CHEMOTHERAPY  IN  GASTROINTESTINAL 
CANCER.    (E.j    Rechtschaffen  (11  East  68th  St., 

New  York,  N.  Y.).  Proc  Rudolf  Virchow  Med  Soc  NY  25:6- 
11,  1966. 

4216  INTESTINAL  OCCLUSIONS  WITH  A  FLAT 
ABDOMEN.   (Fr)    Edebnann,  G.   Hopital  (Paris) 

55(783  bis):693-695,  1967. 

4217  EXTERNAL  GASTROINTESTINAL  FISTULAS. 

(Sp.)    Obando,  R.  and  G.  Cuadros.   Acad  Peru  Cir 
20(1):27-31,  1967. 

4218  MOTTLED  AREAS  OF  INTRA-ABDOMINAL 
CALCIFICATION.    (E.)    Kook  Sang  Oh, 

(Massachusetts  Gen.  Hosp.,  Boston).  JAMA  208(3):521-523, 
1969. 

4219  A  CLINICAL  AND  LABORATORY  STUDY 
OF  ABDOMINAL  WOUND  CLOSURE  AND 

DEHISCENCE.   (E.)    Higgins,  G.  A.  Jr.  (VA  Hosp.,  Washington, 
D.  C),  J.  G.  Antkowiak  and  S.  H.  Esterkyn.   Arch  Surg  98(4): 
421-427,  1969. 
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03985   04020   04108 


AMEBIASIS  DIAGNOSIS 

03705   04014 
AMEBIASIS  IN  CHILDREN 

04205* 
AMEBIASIS  PATHOLOGY 

04014 
AMEBIASIS  TREATMENT 

03602*  04014   04194*  04205*  04247   04255 
AMINO  ACID  ABSORPTION 

03446* 
AMINO  ACID  METABOLISM 

03514*  04261 
AMINO  ACID  METABOLISM, LIVER 

03446* 
AMINO  ACIDS 

03558       03573 
AMINOPEPTIDASE.LFUCINE 

03621 
AMMONIA  EXCRETION 

03554*  04256 
AMMONIA  EXCRETION, LIVER 

03478*    03554*    04087* 
AMPULLA    OF    VATER 

04053* 
AMYLASE 
SEE  ALSO   PANCREAS 


'^ 


038«»0 


C4250 


03751 
03878 
O'.OSO 


AMYLASE 
CONT INUEO 
0'vn73 
AMYLASE  SECRETION, PANCREAS 

03527*  03529*  03674   04075 
ANASTOMOSIS 

036<)8   03756   03778   03815 
04311   04013   04049   04062 
ANEMIA 
SEE  ALSO   LIVER  DISEASES 

03523   03804   03  805   03806 
ANEMIA. HEMOLYTIC 

04140 
ANEMIA, PERNICIOUS 

03490*    03814      03839 
ANESTHESIA 

04227 
ANGINA, ABDOMEN 

SEE      MESENTERY    VASCULAR    DISEA 
ANGIOGRAPHY     IN    CANCER    DIAGNOSI 

03637   03647 
ANGIOGRAPHY, ABDOMEN 

03637   03701 
ANGIOGRAPHY, BILIARY  .TRACT 

04176*  04177* 
ANGIOGRAPHY, GASTROINTESTINAL 

03639   03675 
ANGIOGRAPHY, L IVER 

03702   04096   04210 
ANGIOGRAPHY, MESENTERY 

03637   03698   03872 
ANGMAL lES, ABDOMEN 

04238 
ANOMAL  IES,ANUS 

03660  03703  04035 
ANOMALIES, CONGENITAL 
03484  03656  03703 
03837  03841  03847 
03994  04011  0402  1 
04238 
ANOMALIES, ESOPHAGUS 

03751   03752   03769 
ANOMALIES, GALL  BLADDER 

04170* 
ANOMAL I ES, GASTROINTEST INAL 

04238 
ANOMALIES. LARGE  INTESTINE 

03484   03760   03984   03994 
04035 
ANOMALIES, LIVER 

04120 
ANOMAL lES, PANCREAS 

04053*  04055   04062 
ANOMALIES, RECTUM 

03991 
ANOMALIES, SALIVARY  GLAND 

03  700 
ANOMALIES. SMALL  INTESTINE 

03484   03705   03875   03881 
ANOMALIES, STOMACH 

03656   03829   03837 
ANORECTAL  SURGERY 

03991 
ANTACIDS 

03832   03941 
ANTIBIOTICS 

03539*  03980 
ANTIBODIES 

04202* 
ANTIBODY, GASTRIC  PARIETAL-CELL 

03839 
ANTIEMETICS 

SEE   VOMITING 
ANTIMETABOLITES 

04239 
ANTISECRETORY  AGENTS 

03520   03934   03935   03936 
ANTISPASMODICS 

03496* 
ANTRECTOMY 

03512*  03757 
ANTRUM, PYLORIC 

03499   03522 
ANUS  ANOMALIES 

03660   03703 
ANUS  BIOPSY 

03990   04003 
ANUS  CANCER 

04003 
ANUS  DIAGNOSIS 

03703   04003 
ANUS  DISEASES 
03990   04003 


04150* 


03834 
0418? 


03843   03906   03938 


03858   03929 


SES 
S 


03760 
03881 
04032 


03787 
03890 
04035 


03825 
03984 
04055 


03829 
03991 
04062 


03786   03787   03788   03789 


03995   04002   04021   04030 


04190* 


03841 


03883 
03847 


03890   03895   03899 


04028 


04214   04226   04239   04245   04255 


03939   03940 


03644 
04035 


04007 


03913   04017   04025   04032   04040 


04110   04117   04160   04252 


ANUS  IN  CHILDREN 

03990 
ANUS  NEOPLASMS, MAL IGNANT 

04004 
ANUS  PATHOLOGY 

04007 
ANUS  RADIOLOGY 
SEE  ALSO   ANUS  DIAGNOSIS 
03703 
ANUS  SPHINCTER 

03660   03991 
ANUS  SURGERY 

04001   04003 
APPENDICITIS 

03638   03874 
APPENDICITIS  IN  CHILDREN 

04030 
APPENDIX 

03476   03807   03993   04005   04021 
ATRESIA,SMALL  INTESTINE 

0  3912 
ASCITES 
SEE  ALSO   CIRRHOSIS 
03565   03890   04105 
ASCITES  IN  CIRRHOSIS 

041 62 
ATRESIA, ESOPHAGUS 

03774 
ATROPHIC  GASTRITIS 

03461*  03490*  03503*  03840 
ATROPINE 

03465* 
AUTONOMIC  NERVOUS  SYSTEM 
03933   04006 

BACTERIAL  TOXINS 

04214 
BENIGN  ESOPHAGUS  NEOPLASMS 

03655   03732*  03736*  03742   03747 
BENIGN  LARGE  INTESTINE  NEOPLASMS 

03987   03988   04015   04016 
BENIGN  LIVER  NEOPLASMS 
03664   04083*  04108 
BENIGN  RECTUM  NEOPLASMS 

04022 
BENIGN  SMALL  INTESTINE  NEOPLASMS 

03885   03908 
BENIGN  STOMACH  NEOPLASMS 

03641   03661   03681   03811   03833 
03853 
BEZOARS 

03887   04234 
BICARBONATE  SECRET  ION,  PANCREAS 

04150* 
BILE 

03815   04180 
BILE  ACtOS  AND  SALTS 

03691   03692 
BILE  COMPOSITION 

03483*  03691 
BILE  DUCT, COMMON 
03665   03712 
04182   04185 
BILE  EXCRETION 

03557 
BILE  METABOLISM 

03532* 
BILE  PERITONITIS 

04196*  04240 
BILE  PIGMENTS 
SEE  ALSO   BILIRUBIN 
SEE  ALSO   CHOLESTASIS 
03706   04074 
BILE  SALTS 

SEE   BILE  ACIDS  AND  SALTS 
BILE  SECRETION 

03557   03671   03993   04114 
BILIARY  DISEASE  DIAGNOSIS 

03497*  03609*  03631   03665   03671   03675   03687   03 
03712   03713   04117   04175*  04176*  04179   04185   04 
BILIARY  DISEASE  TREATMENT 

03851   04088* 
BILIARY  DISEASES 

03623   03907 
BILIARY  TRACT 
SEE   CHOLECYSTITIS 
SEE   CHOLELITHIASIS 
SEE   GALLBLADDER 
BILIARY  TRACT  ANGIOGRAPHY 

04176*  04177* 
BILIARY  TRACT  CANCER 

03596*  03637   04177*  04185 
BILIARY  TRACT  CYSTS 
04179 


03838   03846   03848 


03713   03828   04058   04167*  04178   04179 


704 
187 


\ 


BILIARY  TRACT  DEVELOPMENT 

03470 
BILIARY  TRACT  ENDOSCOPY 

04122 
BILIARY  TRACT  FISTULAS 

04175» 
BILIARY  TRACT  IN  CHILORFN 

04167*  OAlfll 
BILIARY  TRACT  METABOLISM 

03532*  03h31 
BILIARY  TRACT  MORPHOLOGY 

03470   03828 
BILIARY  TRACT  MOTILITY 

03  704 
BILIARY  TRACT  NEOPL ASMSt MAL I CNANT 

04185 
BILIARY  TRACT  QRSTRUCTION 

03449*  03534*  035<?6*  03706   03910 

04182   04166 
BILIARY  TRACT  PATHOLOGY 

03604*  03671   03823 
BILIARY  TRACT  RADIOLOGY 
SEE  ALSO   BILIARY  DISEASE  DIAGNOSIS 

03609*  03631   03665   C3687   03693 

03865*  041 75«  04176*  04177*  04181 
BILIARY  TRACT  STRICTURE 

03«2!? 
BILIARY  TRACT  SURGERY 

03568   03665   03704   03828   03910 

04166*  04168*  04176*  04178   04179 
BILIRUBIN 

03478*  03620   03666 
BIOCHEMICAL  DIAGNOSIS  OF  CIRRHOSIS 

03714   04135* 
BIOCHEMICAL  DIAGNOSIS  OF  HEPATITIS 

03633   04135*  04145 
BIOCHEMICAL  DIAGNOSIS  OF  JAUNDICE 

03667 
BIOCHEMICAL  DIAGNOSIS  OF  LIVER  DISEAS 

03690   0409R 
BIOCHEMICAL  DIAGNOSIS  OF  SCHISTOSOMIA 

04089* 
BIOCHEMISTRY, L  IVER 

03471 
BIOCHEMISTRY  SMALL  INTESTINE 

03595* 
BIOCHEMISTRY, GALL  BLADDER 

03631 
BIOCHEMISTRY, LARGE  INTESTINE 

0',249 
BIOCHEMISTRY, L  IVFR 

03446*  03447*  03469*  03473   03475 

03535*  03533*  03539*  03541*  03542* 

03546*  03547*  03548*  03549*  03551* 

03567 

03582 

03592 


04107   04130   04167* 


03  704 
04185 


04053* 
041  82 


03712   03713 
04187 


04069*  04088* 


03682   03706   04127   04140 


ES 
SIS 


03571 
03583 

03622 
04112 


03575 
03584 
03635 
04148 


03598 


03565   03566 

03578   03581 

03589   03590 

03868*  04087*  04098 
BIOCHEMISTRY, PANCREAS 

03531   03599*  03674   04074 
BIOCHEMISTRY, SALIVARY  GLANO 

04075 
BIOCHEMISTRY, SMALL  INTESTINE 

03482*  0348'"*  03488*  03492 
BIOCHFMISTc; .STOMACH 

0350'   03507*  03514*  03515*  03516* 
BIOPSY  IN  CANCER  DIAGNOSIS 

03705   03718 
BIOPSY  IN  MALABSORPTION  DIAGNOSIS 

03966 
BIOPSY, ANUS 

03990   04003 
BIOPSY, ESOPHAGUS 

03728   03745   04046 
BIOPSY, LARGE  INTESTINE 

03645   03705   04033 
BIOPSY, L  IVER 

03654   03682 

O4130   04140 
BIOPSY, PANCREAS 

04236 
BIOPSY, RECTUM 

03699   040C8 
BIOPSY, SMALL  INTESTINE 

03453*  C3627   03705 
BIOPSY, STOMACH 

03626   03812 
BLEEDING 
SEE  ALSO   ESOPHAGUS  VARICES 

03564   03605   03637   037C2 

03877   03929   04003   04019 
BLEEDING  DIAGNOSIS 

03642   03763   04022   04023 


03484* 

03543* 

03557 

03575 

03586 

03649 

04151* 


03533*  03534* 
03544*  03545* 
03563   03564 


03576 
03587 
03650 
04159 


03577 
03588 
03714 

04248 


03672 

03521 


03705   04249 
03524   03803 


03706 
04141 


03907 
04145 


04086* 
04160 


04106 
04210 


04109   04110 


04008   04012   04014 


03719   03814 


0375P   03778   03794*  03872 


BLEEDING 

03652 
BLEEDING 

03642 
BLFEDING 

03651 

03874 
BLEEDING 

04093* 
BLEEDING 

03919* 
BLEEDING 

03735* 
BLEEDING 

03836 
BLOOD    COA 

03551* 
BLOOD    COA 

03608* 
BLOOD    COA 

04094* 
BONE    OISE 

03959* 
BUOD-CHIA 

0  3637 


DIAGNOSIS, ENDOSCOPY  IN 

03717   03721   04230 
DIAGNOSIS, RADIOLOGY  IN 


03653   03717   03833 


03743 
04023 


04203* 


03767 
04192* 


04000 


03651  03652 
ETIOLOGY 

03652  03653 
03883   04022 

IN  CHILDREN 

04192* 
PEPTIC    ULCERS 

03926*    03937 
TREATMENT 

03767      03794*    03937 
SURGICAL    TREATMENT    OF 

03919*    04203* 
GULATION 

03852      03926*    04237 
GIJLAT  ION     IN    CIRRHOSIS 

04157 
GULATION  IN  LIVER  DISEASES 

04157 
ASES, GASTRECTOMY- INDUCED 

RI  SYNDROME 
04252 


03768   03833   03845 


04117   04218 


04215   04225   04239 


03641  03675 
03819  03821 
04018   04019 


03689 
03823 
04060 


CALCIUM 

03505*  03860   04199* 
CALCIUM  ABSORPTION 

03493   03598   03959*  03965 
CALCIUM  METABOLISM 

0  3801* 
CANCER 

04189* 
CANCER  CHEMOTHERAPY 

03802*  03822   04051*  04116 
CANCER  DIAGNOSIS 

03610*  03634 

03804   03812 

03977*  04016 

04237 
CANCER  DIAGNOSIS, ANGIOGRAPHY  I 

03637   03647 
CANCER  DIAGNOSIS, BIOPSY  IN 

03705   03718 
CANCER  DIAGNOSIS, ENDOSCOPY  IN 

03647   03799* 
CANCER  DIAGNOSIS, LYMPHOGRAPHY 

03854 
CANCER  DIAGNOSIS, RADIOLOGY  IN 

03637   03647   03693   03795* 

04162 
CANCER  EPIDEMIOLOGY 

03987   04189*  04195* 
CANCER  ETIOLOGY 

03549*  03809   03823 

04189* 
CANCER  IMMUNOLOGY 

03804 
CANCER  IN  CHILDREN 

03859   03880   04116 
CANCER  PATHOLOGY 

03575   03576 

04099   04162 
CANCER  SURGERY 

03647   03741 

038uO*  03817 

03969*  04004 

04239 
CANCER  SURVIVAL  RATES 

03753   03798*  03800*  03817 

04052*  04058 
CANCER  TREATMENT 

03549*  03741 

03823   03854 

04096   04116 
CANCER  TREATMENT, RADIOTHERAPY 

03647   03753   03817   04116 
CANCER, ABDOMEN 

04237 
CANCER, AGE    FACTORS     IN 

03753   03800* 
CANCER, ANUS 

04003 
CANCER, BILIARY  TRACT 

03596*  03637   04177*  04185 


CANCER, DISEASES  ASSOCIATED  WITH 

C3840   04012   04059   04162   04237   03852 
CANCER, DUODENUM 

04058 
CANCER, ESOPHAGUS 

03472   03733*  03741 

03767   03770 

04239 


03715  03722 
03860  03886 
04103   04210 


03770 

03975* 

04225 


03975*  03977*  04010   04059 


03846   03850   03854   04108   04113 


03577   03647   03803   03854   04058   04059 


03753 

03762 

03763 

03770 

0377B 

03783 

03821 

03823 

03854 

03855 

03858 

03  862 

04019 

04052* 

04096 

04116 

04188 

04225 

03823   03969*  03971*  04036 


04198* 

03762 
03855 
04215 


03763 
03862 
04239 


03770 
04004 


03778   03783 
04019   04036 


03  800* 
04052* 


0377B 


03746 
03783 


03753 
03  790 


03762 
03791 


03763 

03819 


03  764 
04054 


c 


CANCER. GALLBLADDER 

0410S       0*186       0*188 
CANCER. GASTROINTESTINAL 

03ftl0*    01675       03Y98*     03975*    03977* 
CANCER. LARGE     INTFST  INE 

03873       03969*    03971*     03972*    C3975* 

0*018      0*023      0*03*      0*036      0*037 

0*239 
CANCER. LIVER 

03*75       035*9*    03565 

0*099   0*105   0*108 
CANCER. METASTATIC 

03610*  037*1   03817 
0*112 


0*195*    0*215 


03718 
0*207* 


0*096       0*105 
CANCER. PANCREAS 

03637       03693 

0*07*       0*185 
CANCER. RECTUM 

036*7       03705 
CANCER. SMALL     INTESTINE 

0385*   03977   03885 
CANCER. STOMACH 

036*1   036S9 


03566 
0*113 


03821 
0*116 


03586 
0*116 


038*5 
0*207* 


03977* 
0*195* 


03610* 
0*155* 


03880 
0*218 


03987 
0*212 


03706 
0*162 


0*00* 
0*222 


0*052*  0*05*   0*058   0*059 


03969*  03972*  0*019   0*036   0*038 


03886   03908   03913   0*195* 


0*010 
0*218 


0*096 
0*210 

0*058 
0*060 
0*195* 


03718   037*1 


„^„..   03715 

03795*    03796*    03798*    03799*    038C0* 
O3805       03806       03808       C38C9       03812 

038*5 

03859 


C3850 
03860 


03852 
03862 


03803      03857       0*212 


03808 
0*058 


03823 
0*108 


03810 
0*237 


03835       038*0 
03857       03858 
CARBOHYDRATE    ABSnRPTION 

03*82*    03*92       03966       03967       0*063 
CARROHYCRATE    DIGESTION 

03*92 
CARBOHYDRATE    META80L  I  SM  .L  I VER 
03  5*2*    035***    035*7*    03571 
CARCINOGENESIS 

03586 
CARCINOGENESIS, LARGE     INTESTINE 

0*212 
CARCINOGENESIS, LIVER 

03**8*    03*75       035*9*    0356* 
CARCINOGENESIS.  STOMACH 
03808       038*0       03857 
CARCINOGENS 

0356*       03567       03585 
CARCINOID    SYNDROME 

SEE       SEROTONIN 
CARCINOMA 

03718       03762       C3806 
03908       0*019       0*036 
CARCINOSARCOMA 

03588 
CARDIOSPASM 

SEE        ACHALASIA 
CARDIOVASCULAR    SYSTEM 
SEE    ALSO       PORTAL    HYPERTENSION 
03600*    03605       03615*    03702 
0*120      0*230      0*233       0*236 
CAROTENE    ABSORPTION 

03*95 
CATHARTICS 

SEE       LAXATIVES 
CECUM 

03873       0398*       03995 
CELIAC    DISEASE 

03637       03971 
CENTRAL    NERVOUS    SYSTEM 

0*101       0*10* 
CHEMICAL    COMPOSITION, LIVER 

03**6* 
CHEMICAL  COMPOSITION, SMALL  INTESTINE 

03*5** 
CHEMICAL    TOXINS 
SEE    ALSO       TOXIC    EFFECTS    ON    ESOPHAGUS 
SEE    ALSO       TOXIC    EFFECTS    ON    GASTROINT 
SEE    ALSO       TOXIC    EFFECTS    ON    LARGE     INT 
SEE    ALSO       TOXIC    EFFECTS    ON    LIVER 
SEE    ALSO       TOXIC    EFFECTS    ON    SMALL     INT 
SEE     ALSO       TOXIC     EFFECTS    ON    STOMACH 
03579       03580       03658       0*129 
CHEMOTHERAPY, CANCER 

03802*    03822       0*051*    0*116       0*215 
CHILDREN.  ABDOMEN     IN 

03628 
CHILDREN, ABDOMEN    TRAUMA     IN 

03898 
CHILDREN, AMEBIASIS     IN 

0*205* 
CHILDREN. ANUS    IN 

03990 
CHILDREN. APPENDICITIS     IN 

0*030 
CHILDREN. BILIARY    TRACT     IN 

0*167*    0*181 
CHILDREN. BLEEDING    IN 
0*093*    0*192* 


03783 

03802* 

03817 

0385* 

0*195* 


03793* 

03803 

03819 

03855 

0*239 


0379** 

0380* 
03823 
03856 


0*098   0*157   0*2*8 


03567   0*129 


0385C 
0*113 


038*9 
0*250 


03857 
0*188 


03885 
0*210 


0*106   0*117 


ESTINAL 
ESTINE 


FSTINE 


0*225       0*239 


CHILDREN, CANCER  IN 

03859   03880   0*116 
CHILDREN, CIRRHOSIS  IH 

0*158       0*16* 
CHILDREN, DIARRHEA    IN 
SEE      CELIAC    DISEASE 
CHILDREN, DUODENUM     IN 

03627 
CHILDREN, ESOPHAGUS     IN 
03736*    03752       03765 
03827 
CHILDREN, GALLBLADDER    IN 

0*170* 
CHILDREN, GASTROENTERITIS    IN 

0*2*5 
CHILDREN, GASTROINTESTINAL    TRACT 

03630 
CHILDREN, LARGE    INTESTINE    IN 

03983       0398*       03986 
CHILDREN, LIVER     IN 

0*115 
CHILDREN, MALABSORPTION    IN 

03720      03871      03966 
CHILDREN, PANCREAS     IN 

0*053* 
CHILDREN, PANCREATIT IS     IN 

0*073 
CHILDREN, PARASITIC    DISEASES    IN 

0*260 
CHILDREN, PORTAL    HYPERTENSION    IN 

0*110      0*115 
CHILDREN, RECTUM    IN 

03976* 
CHILDREN, SMALL     INTESTINE    IN 
03*92       03629       03719       03825 
03887       03895       03912 
CHILDREN, STOMACH    IN 

03820       03825       03829       038*1 
CHILDREN, ULCERATIVE    COLITIS    IN 

0*0*5 
CHOLANGIOGRAPHY 

03609*    03611*    03665       03687 
0*117       0*166*    0*17**    0*176* 
CHOLECYSTECTOMY 
SEE    ALSO      GALLBLADDER    SURGERY 
03807      0*131      0*166*    0*173* 
CHOLECYSTITIS 

03*97*    0360**    03638 
0*168*   0*173*    0*183 
CHOLECYSTITIS    DIAGNOSIS 

0*177* 
CHOLECYSTOGRAPHY 

03*97*    03611*    03712 
CHOLECYSTOKININ 

03509*    03870* 
CHOLELITHIASIS 

03609*    03865*    03910 

0*17**   0*182      0*185 

CHOLELITHIASIS    DIAGNOSIS 

03665      0*17**   0*177*    0*183 
CHOLELITHIASIS    SURGERY 

0*085*    0*168*    0*171*    0*172* 
CHOLELITHIASIS    TREATMENT 

0*166*    0*172*    0*17**    0*178 
CHOLERA 

03601* 
CHOLESTASIS 

03**9*   03532*    03706      0*123 
CHOLESTEROL 
SEE    ALSO      LIVER   METABOLISM 
03*81*    0*107      0*109 
CHOLESTEROL    ABSORPTION 

03*83* 
CHOLESTEROL    METABOL ISM.L I VER 

03*83*  035*3*  03559 
CHOLESTEROL  SYNTHESIS 

03*83* 
CHOLINERGIC  AGENTS 

03516* 
CHRONIC    HEPATITIS 

03608*    03666       03706 
CHRONIC    PANCREATITIS 

03677      03959*    0*067*    0*071 
CHRONIC    VIRAL    HEPATITIS 

0*1*8 
CIRCULATION    IN    CIRRHOSIS 

0*135*   0*160      0*161 
CIRCULATION    IN    HEPATITIS 

0*135* 
CIRCULATION, LARGE     INTESTINE 

0*010 
CIRCULATION, LIVER 

03**8*  03**9*  03*50*  03*58* 
03605   03635   03683   03702 


03772   03773   0377*   03775   03775 


IN 


03871   03878   03880   03881 


03693 
0*185 


03712 
0*187 


03713   03882 


0*182   0*188 


03657 
0*187 


03851 
0*236 


0*085* 
0*260 


0*095*  0*166* 


03956   0*183 


0*085* 
0*188 


0*091* 
0*236 


0*173* 
0*180 


0*131   0*166*  0*173* 


0*17--* 


0*1*1 


0*07*   0*075   0*076   0*078 


03*7* 
0*11* 


03  55  7 
0*119 


03600*  03603* 
0*120 


CIRCULATI 

03603* 
CIRCULATI 

03B10 
CIRCULATI 

0347<. 
CIRCULATI 

036<38 
CIRCULATI 

03460* 
CIRCULATI 

03830 
CIRRHOSIS 
see  ALSO 
SEE  ALSO 
SEe  ALSO 
SEE    ALSO 

03  534* 

04155* 
CIRRHOSIS 

03613* 
CIRRHOSIS 

04153* 
CIRRHOSIS 

03545* 
CIRRHOSIS 

04158 
CIRRHOSIS 

03622 
CIRRHOSIS 

03  568 
CIRRHOSIS 

04125 
CIRRHOSIS 

04162 
CIRRHOSIS 

03714 
CIRRHOSIS 

03608* 
C  IRRHOSIS 

041 35* 
CIRRHOSIS 

04104 
CIRRHOSIS 

03486* 


ON, MESENTERY 

04177* 
ON, PANCREAS 

ON, PORTAL 

03562   03735*  04119   04157 
ON, RECTUM 

ON, SMALL  INTESTINE 

03902 
ON, STOMACH 


03751 

03760 

03787 

03825 

03829 

03878 

03881 

03890 

03984 

03991 

04030 

04032 

04035 

04055 

04062 

ASCITES 

ESOPHAGUS  VARICES 

LIVER  COMA 

PORTAL  HYPERTENSION 
03589   03637   03735*  04100 
04159   04252 
DIAGNOS IS 
03617*  03654 
EPIDEMIOLOGY 


04112   04113   04141 


03706   C3714   04152*  04162 


ET  lOLOGY 

04123 

IN  CHILDREN 

04164 

PATHOLOGY 

04161 

TREATMENT 

0416? 

ALCOHOL  IN 

04150*  04155* 

ASCITES  IN 

BIOCHEMICAL  DIAGNOSIS  OF 

04135* 

BLOOD  COAGULATION  IN 

04157 

CIRCULATION  IN 

04160   04161 

DISEASES    ASSOCIATED    WITH 

04154*    04155*    04159       04161 

METABOLIC    CHANGES    IN 

04104       04135*     04157       04158 


04162       04163       04165 


COLITIS 
SEE       ENTEROCOLITIS 
SEE       GASTROENTERITIS 
SEE       REGIONAL    ENTERITIS 
COLITIS    COMPLICAT  IONS, ULCERATIVE 

03445*    04041*    04050 
COLITIS    DIAGNOSIS, RADIOLOGY    IN    ULCERATIVE 

04045 
cams    DIAGNOSIS, ULCERATIVE 

04048       04050 
COLITIS    EPIDEMIOLOGY, ULCERATIVE 

04042*    04044* 
COLITIS    ETIOLOGY, ULCERATIVE 

04008       04014       04045       04046       04048 
COLITIS    IN    CHILDREN, ULCERATIVE 

04045 
COLITIS    PATHOLOGY, ULCERATIVE 

04C08       04045 
COLITIS    SURGERY, ULCERATIVE 

04041*    04049 
CaiTIS    TREATMENT, ULCERATIVE 

04048       04049 
COLITIS, CLINICAL     STUDIES    OF    ULCERATIVE 

04041* 
COLIT  IS, DISEASES    ASSOCIATED    WITH    ULCERATIVE 

04043*    04046 
COLITIS, METABOLIC    CHANGES    IN    ULCERATIVE 

04042* 
COLITIS, ULCERATIVE 

03952*    03955       03985       04023       04039       04047       04120       04252 
COLLAGEN 

03589 
COLON 

03969*    03972*    04197* 
COLON,  IRRITABLE 

03705       04029 
COLOSTOMY 

03998 
COMA,  HEPATIC 
SEE    ALSO       LIVER    COMA 

04087* 
COHA, LIVER 

03537*    0',097       04104       04114       04118 
COMMON    BILE    DUCT 

03665       03712       03713       03828       04058       04167*    04178       04179 

04182   04185 


03957   03958   03990 


CONGENITAL  ANOMALIES 

03484   03656   03703 

03837   03841   03847 

03994   04011   04021 

04238 
CONST  I  PAT  ION 

04204* 
CONTRACEPTIVE  DRUGS  IN  LIVER  INJURIES 

04127 
CORTICOSTEROIDS 

03565   04048   04083*  04152*  04163 
CROHNS  DISEASE 

03629   03951*  03953*  03954*  03956 

04047   04208* 
CRYOSURGERY 

03590 
CYSTADENOMA 

03637 
CYSTIC  FIBROSIS 

SEE   MUCOVISCIDOSIS 
CYSTS, BILIARY  TRACT 

04179 
CYSTS, LARGE  INTESTINE 

04005 
CYSTS, LIVER 

03664   03670 
CYSTS, PANCREAS 

04064 


DEFECATION 

04204*  04246 
DEGLUTITION 

03769   03773   03775 
DIABETES  MELLITUS 

04054   04102   04106 
DIAPHRAGM 
SEE  ALSO   DIAPHRAGM  HERNIA 
SEE  ALSO   HIATUS  HERNIA 

03842   04210   04235 
DIAPHRAGM  HERNIA 

03758   03760   03761 
DIAPHRAGM  RUPTURE 

04257 
DIARRHEA 

03601*  03801*  03814 

03963   03964   03996 

04252 
DIARRHEA  IN  CHILDREN 
SEE   CELIAC  DISEASE 
DIETARY  DEFICIENCIES 

03961* 
DIETARY  FACTORS 

03447*  03481*  03493 

03571   03573   03587 

04142   04159   04164 
DIETARY  MALABSORPTION  TREATMENT 

04199* 
DIETETIC  THERAPY 

03758   03980   04228 
DIGESTION 
SEE  ALSO   BILE 
SEE  ALSO   PANCREAS 

03657 
DIGEST  I  ON, CARBOHYDRATE 

0  349  2 
DIGESTION, PROTEIN 

03632 
DISACCHARIDASES. SMALL  INTESTINE 

03453* 
DISEASES  ASSOCIATED  WITH  CANCER 

03840   04012   04059   04162   04237 
DISEASES  ASSOCIATED  WITH  CIRRHOSIS 

04104   04154*  04155*  04159   04161   04162   04163 
DISEASES  ASSOCIATED  WITH  GASTROINTESTINAL  TRACT 

03814 
DISEASES  ASSOCIATED  WITH  HEPATITIS 

04148 
DISEASES  ASSOCIATED  WITH  LIVER  DISEASES 

04149 


04152*  04368* 


03768   03785   03847 


03899 
04019 


03920*  03924*  03956   03961* 
04029   04031   04041*  04199* 


03538*  03559 
03592   03996 


03560 
04109 


03569 
04132 


03570 
04133 


DISEASES  ASSOCIATED  WITH  MALABSORPTION 

03959*  03967   04200* 
DISEASES  ASSOCIATED  WITH  PANCREATITIS 

04070*  04071   04077   04078 
DISEASES  ASSOCIATED  WITH  PARASITIC  DISEASES 

03670 
DISEASES  ASSOCIATED  WITH  PEPTIC  ULCERS 

03913*  03931   04154* 
DISEASES  ASSOCIATED  WITH  PORTAL  HYPERTENSION 

03738*  04160 
DISEASES  ASSOCIATED  WITH  ULCERATIVE  COLITIS 

04043*  04046 


DISEASES  ASSOCIATED  WITH  VIRAL  HEPATITIS 

04123 
DISEASES  IN  CHILDREN, PARASITIC 

04260 
DISORDERS, STOMACH  SECRETION 

03518*  03943 
DIVERTICULA, DUODENUM 

03882 
DIVERTICULA, ESOPHAGUS 

03646   03750   03764   03771   03791 
DIVERTICULA, LARGE  INTESTINE 

03974*  03989   04005   04021 
DIVERTICULA, SMALL  INTESTINE 

03874   03877   03882 
DIVERTICULA, STOMACH 

03656   03943 
DIVERTICULITIS 

03638   03974*  03974*  04208* 
DIVERTICULITIS  TREATMENT 

03979* 
DIVERTICULITIS, LARGE  INTESTINE 

03974*    03979*     04208* 
OIVERTICULUM,MECKELS 

03872      03874      0387.7      03900 
DIVERT  ICULUM,ZENKERS 

03747 
DRUG  ABSORPTION 

03494 
DRUG  EFFECTS  ON  GASTROINTESTINAL  TRACT 

03618*  03794*  03907   03929   03963   03997   04227   04246 
04254 
DRUG  EFFECTS  ON  LIVER 

03448*  03452*  03532*  03534*  03539*  03540*  03543*  03546* 
03549*  03551*  03560   03561   03564   03566   03573   03574 
03581   03583   03591   03600*  04080*  04132   04148 
DRUG  EFFECTS  ON  MOTILITY 

04246 
DRUG  EFFECTS  ON  STOMACH  SECRETION 

03518*  03519   03520   03832   03934 
DRUG  METABOLISM, L IVER 

03484*  03549*  03564   03567   03583 
DRUG  TREATMENT  OF  GASTROINTESTINAL  TRACT 

03785   03822   03832   03997   04049   04214   04215   04225 
04227   04247   04255   04258 
DRUG  TREATMENT  OF  LIVER 

03455*  03455*  04147   04148 
DRUG  TREATMENT  OF  PANCREAS 

04051*  04072 
DRUG  TREATMENT  OF  PEPTIC  ULCERS 

03927* 
DRUG  TREATMENT  OF  RECTUM 

03980 
DRUG  TREATMENT  OF  ULCERS 

03917*  03934   03935   03936   03940   03941   03939 


DRUG-INDUCED  LIVER  INJURIES 

03448*  03467*  03484* 
DRUG-INDUCED  ULCERS 

03456*  03917*  03931 
DRUGS  IN  LIVER  IN JURIES .CONTRACEPTIVE 

04127 
DUBIN-JOHNSON    SYNDROME 

03706 
DUMPING    SYNDROME, GASTRECTOMY- INDUCED 

03797*  03844   03924*  04199* 
DUODENUM 

03530*  03599*  03672 
DUODENUM  CANCER 

04058 
DUODENUM  DIAGNOSIS 

03484   03618*  03627 
DUODENUM  DISEASES 

03604*    03870*    03886 
DUODENUM    DIVERTICULA 

03882 

IN  CHILDREN 


03935   03936   03939 


03831   03854   04197* 


03710   03723 
03956   04190* 


DUODENUM 
03627 

DUODENUM 
03888 


INJURIES 
03889 
DUODENUM  MORPHOLOGY 

03886 
DUODENUM  MOTILITY 

03618* 
DUODENUM  MUCOSA 

03598   03627   03723 
DUODENUM  RADIOLOGY 

03484   03618*  03693 
DUODENUM  SECRETION 

03465* 
DUODENUM  SURGERY 

03797*  03882   03895 

03923*  03924*  03928* 


03891   03912   03956 
03710 


03915*  03916*  03921* 
03933   03934   03935 
03949   04084* 


ENDOSCOPY 
03652 

ENDOSCOPY 
03647 


03735*  03747   03752   03785 


03897 
04182 


03909   03915*  03916*  03921* 


DUODENUM  ULCER  TREATMENT 

03923* 
DUODENUM  ULCERS 

03616*  03819   03834   03856   03882 

03922*  03924*  03928*  03929   03930 

03938   03944   03945   03946   03947 
DYE  STUDY  TECHNIQUES 
SEE   MARKER  STUDIES 
DYSENTERY 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   TYPHOID  FEVER 

04014   04223   04224 
DYSENTERY  TREATMENT 

04194*  04214 
DYSPEPSIA 

03832 
DYSPHAGIA 

03737*  03769 
DYSPHAGIA, ESOPHAGUS 

03742   03749   03754   03777   03778   03788   04046 


EDEMA 

04252 
ELECTROLYTE  METABOLISM 

03502   03869* 
ELECTROLYTE  MET ABOLI SM,L IVER 

03869* 
ELECTROPHORESIS 

03622 
ELECTRDPHYSIOLOGY 

03734*  03856   04006 
EMBRYOLOGY 

03470 
EMESIS 

SEE   VOMITING 
ENCEPHALOPATHY,  HEPATIC 
04104 

IN  BLEEDING  DIAGNOSIS 
03717   03721   04230 
IN  CANCER  DIAGNOSIS 
03799* 
ENDOSCOPY, BILIARY  TRACT 

04122 
ENDOSCOPY, ESOPHAGUS 

03636   03646   03725   03730* 
03786 
ENDOSCOPY, GASTROINTESTINAL 

03636   03651   03652   03744 
ENDOSCOPY .LARGE  INTESTINE 

03645   03658   04018   04048 
ENDOSCOPY, LIVER 

04162 
ENDOSCOPY, RECTUM 

03647   03699 
ENDOSCOPY, STOMACH 

03499   03626   03640   03644   03673 
03725   03799*  03812   03932   04230 
ENTERITIS 
SEE   ENTEROCOLITIS 
SEE   GASTROENTERITIS 
ENTERITIS  DIAGNOSIS, REGIONAL 

03951*  03952* 
ENTERITIS, REGIONAL 

03871   03951*  03952*  03953*  03954* 
03990   04044*  04047   04208* 
ENTEROCOLITIS 
SEE  ALSO   GASTROENTERITIS 
04023   04031 
ENTEROCOLITIS  ETIOLOGY 

03657   03711 
ENTEROCOLITIS  TREATMENT 

04228 
ENTEROPATHY, PROTEIN-LOSING 

03629      04252 
ENZYMES 
SEE      AMYLASE 
SEE      PANCREAS    SECRETION 
SEE       STOMACH    SECRETION 
ENZYMES, GASTROINTESTINAL 

0  39  42 
ENZYMES, LIVER 

03447*   03471      03473      03475      03484*    03534* 
03539»    03540*    03541*    03542*    03544*    03545* 
03549*    03550*    03551*    03555*    03563      03565 
03581      03582      03586      03587      03588      03592 
03868*    04091*    04148 
ENZYMES, LIVER    SERUM 
SEC-    ALSO       ALKALINE    PHOSPHATASE 
SEE    ALSO       LIVER    DISEASE    DIAGNOSIS 

03615*    03633      03649      03650      03668      03690 
04159 
ENZYMES. PANCREAS 

03486*    03531       03599*    03615*    03672       04072 


04007      04014      04031 


03678      03717      03721 


03955      03956      03958 


03535*    03538* 
03547*    03548* 
03567      03572 
03621       03650 


03714      04137* 
04074      04075 


EN/YMFS, SALIVARY  GLAND 

ri<.075 

ENZYMES. SMALL  INTESTINE 

03'>'>5*    034P2   03672   03705 
ENZYMES, STOMACH 

03A62*  03A63*  03515*  03516* 
ESCHERICHIA  COL  I 

03592   03711   03903 
ESOPHAGI TIS 

03746   03754   03764   04046 
ESOPHAGUS 
SEE   ACHALASIA 
SEE   HERNIA 
SEE   HIATUS  HERNIA 
ESOPHAGUS  ANOMALIES 

03751   03752   03769 
ESOPHAGUS  ATRESIA 

03774 
ESOPHAGUS  BIOPSY 

03728   03745   04046 
ESOPHAGUS  CANCER 


03521   03943   04060 


03786   03787   03788   03739 


03472 

C3733*  03741 

03746 

03753 

03767 

03770   03778 

03783 

03790 

04239 

ESOPHAGUS 

DIAGNOSIS 

03640 

03646   03655 

03573 

03685 

03721 

03726   03727 

03728 

03730* 

03743 

03744   03745 

03746 

03747 

03765 

03766   03769 

03771 

03772 

03780 

03785   03786 

03842 

04046 

ESOPHAGUS 

DISEASES 

03646 

03646   03745 

03749 

03764 

ESOPHAGUS 

DIVERTICULA 

03646 

C3750   03764 

03771 

C3791 

ESOPHAGUS 

DYSPHAGIA 

03  74  2 

03749   03754 

03777 

03778 

ESOPHAGUS 

ENDOSCOPY 

03635 

03646   03725 

03730* 

03735* 

037S6 

ESOPHAGUS 

FISTULAS 

03685   03686   03774 
ESOPHAGUS  HISTOLOGY 

03457* 
ESOPHAGUS  IN  CHILDREN 

03735*  03752   03765 

03827 
ESOPHAGUS    INJURIES 

03685       03731*    03744 
ESOPHAGUS    MORPHOLOGY 

03500       03640       03724 
ESOPHAGUS    MOTILITY 

03727       03739*    03743 
ESOPHAGUS    MUCOSA 

03734*    03750       03789 
ESOPHAGUS    NEOPLASMS 

03792 
ESOPHAGUS    NEOPLASMS, 6ENI 

03655       03732*    03736* 
ESOPHAGUS    NEOPLASMS, MALI 

03472       03733*    03741 
ESOPHAGUS    OBSTRUCTION 

03772       03773       03775 
ESOPHAGUS    PATHOLOGY 

03750       03766       03767 
ESOPHAGUS    PERFORATION 

03744       03776       03779 
ESOPHAGUS    RAOnLQGY 

03500       03640       03646 

03726  03727       03730* 
03747      03749      03752 
03771       03772       03774 

ESOPHAGUS    REFLUX 

03727  03737*  03755 
ESOPHAGUS  SPASMS 

03730*  03749 
ESOPHAGUS  SPHINCTER 

03500   03739*  03755 
ESOPHAGUS  STRICTURE 

03731*  03737*  03742 

03787   03789   04211 
ESOPHAGUS  SURGERY 


03762   03763   03764 
03791   03819   04054 


03686   03709  03717 

03732*  03739*  03742 

03749   03752  03761 

03774   03777  03779 
04234 

03771   03780  04046 


03788  04046 

03747  03752  03785 

03778   03782   03790  03791  03827 

03772   03773   03774  03775  03776 


03759 
03725 
03745 


GN 

03742 
GNANT 
03742 

03779 

037B7 

03780 

03655 
03732* 
03754 
03777 

03941 


03779 
03790 
03766 


03747 
03778 


03685 
03742 
03761 
03780 


03780       03781       03782 


03772   03775   04211 


03686  03709  03724 

03743  03745  03746 

03765  03766  03769 

04046  04234 


03746   03751   03754   03785   03786 


03655 

03729* 

03730* 

03731* 

03736* 

03739* 

03750 

03751 

03752 

03754 

03755 

03755 

03757 

03759 

03752 

03753 

03767 

03770 

03771 

03776 

03777 

03778 

03779 

03780 

03782 

03783 

03784 

C3790 

03791 

03792 

03B92 

ESOPHAGUS 

TRAUMA 

03  7  59 

03782 

ESOPHAGUS 

ULCERS 

03734* 

03737* 

03746 

03892 

04046 

ESOPHAGUS 

VARICES 

03652 

03735* 

03738* 

03764 

03767 

03794* 

042  03* 

ESOPHAGUS 

FORE IGN 

BODIES  IN 

03775 

ESOPHAGUS, NERVOUS  CONTROL  OF 

03457*  03769   03773 
ESOPHAGUS, TOXIC  EFFECTS  ON 

0378X 
EXCRETION, AMMONIA 

03554*  04256 
EXCRETION, BILE 

03557 
EXCRETION, LIVER  AMMONIA 

03478*  03554*  04087* 
EXPERIMENTAL  PANCREATITIS 

04066* 
EXPERIMENTAL  SURGICAL  TECHNIQUES 

03599* 
EXPERIMENTAL  ULCERS 

03466*  03917* 


FAMILIAL    DISEASES 

03720      03773      03931 
04056       04100       041H 
FATS 
SEE       DIGESTION 
SEE      LIPID    ABSORPTION 
SEE      LIPIDS 

SEE       LIVER    LIPID    METABOLISM 
SEE       MALABSORPTION 
FATTY    ACID    ABSORPTION 

03479*    03542*    03543*    03587 
FATTY    ACIDS 

03548*    04151* 
FATTY    LIVER 

03535*   03545*   03569 
04130      04151* 
FECES 

03481*    03606       03692 
FIBROSIS, CYSTIC 

see  MUCOVISCIDOSIS 

FISTULAS,  BILIARY  TRACT 

04175* 
FISTULAS, ESOPHAGUS 

03685   03686   03774 
FISTULAS,  GALLBLADDER 

04095* 
FISTULAS, GASTROINTESTINAL 

03834   04175*  04217 
FISTULAS, LARGE  INTESTINE 

04034 
FISTULAS, PANCREAS 

03525*  03599* 
FISTULAS, RECTUM 

03980   03990 
FISTULAS, STOMACH 

03509*  03519   03834   04034 
FOREIGN  BODIES  IN  ESOPHAGUS 

03776 
FOREIGN  BODIES  IN  LARGE  INTESTINE 

04028 

GALLBLADDER 
SEE  ALSO   CHOLECYSTITIS 
SEE  ALSO   CHOLELITHIASIS 

04074 
GALLBLADDER  ABSORPTION 

03631 
GALLBLADDER  ANOMALIES 

04170* 
GALLBLADDER  BIOCHEMISTRY 

03631 
GALLBLADDER  CANCER 

04108   04136   04188 
GALLBLADDER  DIAGNOSIS 

03712   04177*  04181   04183   04187 


GALLBLADDER  DISEASES 

03851   04172* 
GALLBLADDER  FISTULAS 

04095* 
GALLBLADDER  IN  CHILDREN 

04170* 
GALLBLADDER  MORPHOLOGY 

04170* 
GALLBLADDER  MOTILITY 

03497* 
GALLBLADDER  MUCOSA 

03477 
GALLBLADDER  NEOPLASMS 

04177*  04208* 
GALLBLADDER  NEOPL ASMS, MAL IGNANT 

04108   04186   04188 
GALLBLADDER  PATHOLOGY 

04173* 
GALLBLADDER  PERFORATION 

04173* 


03966   03973*  03987   03988   04011 


03596* 


03580   03706   04098   04102   04109 


03962*  04250 


03778   03782   03790   03791   03827 


GALLBLADDER  RADIOLOGY 

0361i»  03712   04170*  O-Vl?**  04181 
GALLBLADDER  SURGERY 

03807   04085*  0409'5*  04131   04166* 
04174*  04182   04186   04188 
GALLBLADDER  UL TRASTRUCTURE 

03477 
GANGRENE 

04193* 
GAS 

03887   03889 
GASTRECTOMY 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   MALIGNANT  STOMACH  NEOPLASM 
03680   03754   03781   03793*  038C0* 
03834   03848   03850   03853   03858 
03948   03949   04062   04211 
GASTRECTOMY  COMPLICATION  TREATMENT 

03801*  03815   03831   03836   04065* 
GASTRECTOMY  COMPLICATIONS 

03495       03809       03810       03823       03  844 
04065* 
GASTRECTOMY    TECHNIQUES 
03798*    03823       03843 
GASTRECTOMY-INDUCED    BONE    DISEASES 

03959* 
GASTRECTOMY-INDUCED    DUMPING    SYNDROME 

03797*    03844       03924*    04199* 
GASTRECTOMY-INDUCED    MALABSORPTION 

03959* 
GASTRECTOMY-INDUCED  METABOLIC  CHANGES 

03959* 
GASTRECTOMY-INDUCED  RECURRENT  ULCERS 

03943 
GASTRECTOMY, CLINICAL  RESULTS  OF 

03796* 
GASTRIC  ANALYSIS  IN  STOMACH  DIAGNOSIS 

03507* 
GASTRIC  ANALYSIS  TECHNIQUES 
SEE  ALSO   HEIDENHAIN  POUCH  STUDIES 
03501* 
GASTRIC  PARIETAL-CELL  ANTIBODY 

03839 
GASTRIC  ULCER  TREATMENT 

03925* 
GASTRIN 

03444*  03504*  03511*  03522   03616* 
GASTRITIS 

03464*  03503*  03794*  03813   03816 
GASTRITIS  DIAGNOSIS 

03689 
GASTRITIS  ETIOLOGY 

03657 
GASTRITIS  TREATMENT 

03657 
GASTRITIS, ATROPHIC 

03461*  03490*  03503*  03840 
GASTRODUOOENITIS 

03935   03939   03918* 
GASTROENTERITIS 
SEE  ALSO   ENTEROCOLITIS 
04223   04224 
GASTROENTERITIS  IN  CHILDREN 

04245 
GASTROENTEROSTOMY 

03512*  03525   03921*  03924*  03945 
GASTROINTESTINAL  ABSORPTION 

03596* 
GASTROINTESTINAL  ANGIOGRAPHY 

03639   03675 
GASTROINTESTINAL  ANOMALIES 

04238 
GASTROINTESTINAL  CANCER 

03610*  03675   03798*  C3975*  03977* 
GASTROINTESTINAL  COMPLICATIONS 

03717   03872   03937   04196*  04230 
GASTROINTESTINAL  DIAGNOSIS 

03484   03615*  03630   03539 

03676 

03779 

03957 

04236 


04183 
04168* 


04187 

04171*  04173* 


03816 
03924* 


03819   03831 
03929   03933 


03849   03851   03855 


03940 
03836 


04229 

03997   04230 


03659 
03744 
03930 
04234 


03680 
03812 
03999 
04252 


03675 
03761 
03956 
04235 
GASTROINTESTINAL  DISEASES 

03657   03963   04200* 
GASTROINTESTINAL  ENDOSCOPY 

03636   03651   03652   03744 
GASTROINTESTINAL  ENZYMES 

03942 
GASTROINTESTINAL  FISTULAS 

03834   04175*  04217 
GASTROINTESTINAL  IMMUNOLOGY 

03503*  03657   04202*  04232 
GASTROINTESTINAL  LYMPHOGRAPHY 
03487* 


03642 
03694 
03825 
04055 


03948 


04195*  04215 


04236 

03651 
03702 
03872 
04198* 


03656  03657 

03717  03727 

03886  03898 

04225  04230 


GASTROINTESTINAL  METABOLISM 

03631   03965 
GASTROINTESTINAL  MICROORGANISMS 

03476   03606   03607   03697   04214 
GASTROINTESTINAL  MOTILITY 

03496*  03695   03797*  04246 
GASTROINTESTINAL  MUCOSA 

03391   03942   04252 
GASTROINTESTINAL  NEOPL ASMS, MAL IGNANT 

03891   04198*  04225 
GASTROINTESTINAL  OBSTRUCTION 

03863*  04216 
GASTROINTESTINAL  PATHOLOGY 

03642   03651   03911   04198*  04217 
GASTROINTESTHJAL  PERFORATION 

03694   04197*  04231   04241   04244 
GASTROINTESTINAL  POLYPS 

03911 
GASTROINTESTINAL  RADIOLOGY 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 

03630   03639   03642   03656   03659 
03727   03761 
03956   03957 
04235   04236 


04226 


04252 


03675   03676 
03865*  03866*  03872 
03999 


03990 
04252 


03680 
03  887 
04055       04198* 


03920*    03937      03951* 


04246 


03717   03726 
03893   03930 
04217   04234 
GASTROINTESTINAL  SECRETION 

03522 
GASTROINTESTINAL  SURGERY 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 
03695   03702   03807   03834   03892 
04196*  04213   04217   04238 
GASTROINTESTINAL  TRACT  HISTOLOGY 

04249 
GASTROINTESTINAL  TRACT  IN  CHILDREN 

03630 
GASTROINTESTINAL  TRACT, DI SEASES  ASSOCIATED  MITH 

03814 
GASTROINTESTINAL  TRACT,  DRUG  EFFECTS  ON 

03618*  03794*  03907   03929   03963   03997   04227 
04254 
GASTROINTESTINAL  TRACT, DRUG  TREATMENT  OF 

03785   03822   03832   03997   04049   04214   04215   04225 
04227   04247   04255   04258 
GASTROINTESTINAL  TRACT, HORMONAL  CONTROL  OF 

03917*  04211 
GASTROINTESTINAL  TRACT, TOXIC  EFFECTS  ON 

03603*  03657   04254 
GASTROINTESTINAL  TREATMENT 
SEE  ALSO   GASTROINTESTINAL  SURGERY 
04227   04233   04246   04255 
GASTROSCOPY 

SEE   STOMACH  ENDOSCOPY 
GASTROSTOMY 

03827   04238 
GENETIC  RELATIONSHIPS 
SEE  ALSO   FAMILIAL  DISEASES 
04056   04100   04111   04158 
GLUCOSE 

03504*  03542*  03545*  03547*  04187 
GLUCOSE  ABSORPTION 

03485*  03966   04063 
GLYCOGEN, LIVER 

03542*  03545*  03556*  04248 
GLYCOPROTEINS 

03501*  03517*  03516* 
GNOTOBIOSIS 

03606   03607 

HEIDENHAIN  POUCH  STUDIES 

C3508*  03514*  03516*  03517*  03928* 
HEMANGIOMA 

03664 
HEMATEMESIS 

03652 
HEMOCHROMATOSIS 

04100   04106 
HEMOLYTIC  ANEMIA 

04140 
HEMORRHAGE 

SEE   BLEEDING 
HEMORRHAGIC  PANCREATITIS 

04066*  04075 
HEMORRHOIDS 

03698   04001 
HEPATECTOMY 
SEE  ALSO   LIVER  REGENERATION 

03556*  03558   03559   03560   03561 

03571   03572   04096   04119 
HEPATIC  COMA 
SEE  ALSO   LIVER  COMA 

04C37* 
HEPATIC  ENCEPHALUPATHY 

04104 
HEPATIC  VEIN  THROMBOSIS 
SEE   8UDD-CHIARI  SYNDROME 


03562   03569   03570 


HEPATITIS 
SEE  ALSO   JAUNDICE 
SEE  ALSO   LIVER 
SEE  ALSO   LIVER  COMA 
03't70   0?534*  03637 
HEPATITIS  COMPLICATIONS 

0*10* 
HEPATITIS  DIAGNOSIS 

03613*  03617*  03654 
HEPATITIS  DIAGNOSIS, VIRAL 

03459*  03468*  03633   03643 
04145 
HEPATITIS  EPIDEMIOLOGY, VIRAL 
04136*  04143   04146 


04087*  04120   04149   04159 


03668   03690   04094* 


03666   03706 


04123 

04135*  04139* 


04153* 


03643 
HEPATITIS  ETIOLOGY 

03668   04130 
HEPATITIS  ETIOLOGY, VIRAL 

03451* 
HEPATITIS  IMMUNOLOGY, VIRAL 

03451*  03459*  03649   04134* 
HEPATITIS  PATHOLOGY 

04130 
HEPATITIS  PATHOLOGY, VIRAL 

04135*  04145 
HEPATITIS  PROPHYLAXIS, VIRAL 

04139*  04146   04147 
HEPATITIS  TREATMENT 

04123   04142 
HEPATITIS  TREATMENT, VIRAL 

04147   04148 
HEPATITIS, ACUTE 

03451*  C3706   04130   04141 
HEPATITIS, ACUTE  VIRAL 

04140   04147 
HEPATITIS, BIOCHEMICAL  DIAGNOSIS  OF 

03633   04135*  04145 
HEPATITIS, CHPONIC 

03608*  03666   03706   04141 
HEPATITIS, CHRONIC  VIRAL 

04148 
HEPATITIS, CIRCULATION  IN 

04135* 
HEPATITIS, DISEASES  ASSOCIATED  WITH 

04148 
HEPATITIS, DISEASES  ASSOCIATED  WITH  VIRAL 

04123 
HEPATITIS, METABOL IC  CHANGES  IN 

03633   04137* 
HEPATITIS, SERUM 

03451*  04097   04134*  04143 
HEPATITIS, TOXIC 

SEE   TOXIC  EFFECTS  ON  LIVER 
HEPATITIS, VIRAL 


04080*  04097 

04108 

04113 

04138* 

04139* 

04144 

HEPATOLENTICULAR 

DEGENERATION 

04101 

HEPATOMA 

03585   03586 

04105 

04108 

04117 

04153* 

HEPATOMEGALY 

04130   04149 

04210 

HEPATOSPLFNOMEGALY 

04260 

HERNIA 

SEE  ALSO   DIAPHRAGM  HERNIA 

03883   03893 

04032 

04221 

HERNIA, DIAPHRAGM 

03758   03760 

03761 

03768 

037S5 

03847 

HERNIA, HIATUS 

03652   03673 

037C9 

03727 

03734* 

03737* 

03745   03754 

03755 

03757 

03758 

03761 

03767   03768 

03771 

03772 

03788 

03792 

0384?   03941 

HIATUS  HERNIA 

03652   03673 

03709 

03727 

03  734* 

03737* 

03745   03754 

03755 

03  7  57 

03758 

03761 

03767   03768 

03771 

03772 

03788 

03792 

03842   03941 

HIRSCHSPRUNGS  DISEASE 

03983   03999 

04011 

HISTAMINE 

03504*  03507* 

03510* 

03511* 

03513* 

03514* 

03517* 

HORMONAL  CONTROL 

OF  ABSORPTION 

03959* 

HORMONAL  CONTROL 

OF  GASTROINTESTINAL 

TRACT 

04141   04142 


03739*  03740* 
03764   03765 
03819   03830 


03739*  03740* 
03764   03765 
03819   03830 


03515*  03516* 


03917*  04211 
HORMONAL  CONTROL  OF  LIVER 

03546*  03565   03582 
HORMONAL  CONTROL  OF  MOTILITY 

03844 
HORMONAL  CONTROL  OF  PANCREAS 

03677   04074 


HORMONAL  CONTROL  OF  SMALL  INTESTINE 

03482*  03490* 
HORMONAL  CONTROL  OF  STOMACH 

03522   U3524   03839 
HORMONAL  CONTROL  OF  STOMACH  SECRETION 

03504*  03506*  03508*  03511*  03513*  03518*  03940   03942 

03943   04229 
HORMONES, PANCREAS 

03942 
HYPERTENSION  D I AGNOS I S, PORTAL 

03738*  04115   04117 
HYPERTENSION  ET iOLOGY, PORTAL 

03448*  03738* 
HYPERTENSION  IN  CH  IL  DREN,  POR  TAL 

04110   04115 
HYPERTENSION  TREATMENT, PORTAL 

03738*  04160 
HYPERTROPHY 

03568   03570   03757   03820 
HYPOCHLORHYDRI  A 

04082* 


ICTERUS 

SEE   JAUNDICE 
ILEITIS, REGIONAL 

03955 
ILEOCECAL  VALVE 

03880 
ILEUM 

03598 

03955 

ILEUS 

SEE  ALSO 

SEE  ALSO 

03638 

040  50 

IMMUNE  REACTIONS 

03649 
IMMUNOGLOBULINS 
03476   03669 
INFARCTION 
SEE  ALSO   CARDIOVASCULAR  SYSTEM 
03706   04233 
INFECTIONS, ABDOMEN 
SEE  ALSO   PERITONITIS 

03992   04024   04193*  04248 


03629 
04045 


03814   03873   03875 
04197*  04209*  04212 


03903   03908   03914 


LARGE  INTESTINE  OBSTRUCTION 

SMALL  INTESTINE  OBSTRUCTION 

03818  03868*  03869*  03893   03901 

04061 


03910   03912 


03804   04047   04144   04146   04232 


04249 


03875   03877   03900   03956   03997   03998 


03645 
03742 


03660 
03  744 


03678 
03745 


04106   04229 


INFLAMMAT ION 

03706   03836 

04252 
INSTRUMENTS 

03624   03636 

03723   03728 

03981 
INSULIN 

03482*  03515*  03587 
INTOLERANCE, MILK 

04199*  04232 
INTOLERANCE, SUGAR 

03720   03966 
INTRINSIC  FACTOR 

03839 
INTUSSUSCEPTION 

03880   03888   03914 
ION  TRANSPORT 

03502 
IRON  ABSORPT ION 

03480*  03486*  03490*  03498*  04100 
IRON  METABOLISM, LIVER 

03486*  03541*  03716   04100   04106 
IRRITABLE  COLON 

03705   04029 
ISCHEMIA 

03698   03849   04010 

JAUNDICE 

03534*  04083*  04091*  04141 
JAUNDICE  DIAGNOSIS 

03612*  03650   03654   03667   03669 
JAUNDICE  DIAGNOSIS, RADIOLOGY  IN 

03707 
JAUNDICE 

03650 


03715 
03779 


03717 
03  812 


03721 
03827 


03682   04080*  04097 


ETIOLOGY 
03669   04060   04080*  04123 


JAUNDICE  PATHOLOGY 

03682 
JAUNDICE  SYNDROMES 

03669   03706 
JAUNDICE  TREATMENT 

03707 
JAUNDICE, BIOCHEMICAL  DIAGNOSIS  OF 

03667 
JAUNDICE, NEONATAL 

04093* 
JAUNDICE, OBSTRUCTIVE 

03534*  03620   03654   03666   03667   03707   03712   03907 

04159 


03977* 

041 qs* 


04021   0A030 


03987   04010 
04212   C4218 


JEJUNUM 

SEE  ALSO  REGIONAL  ENTERITIS 

03460*  03488*  03594*  03598   03627   03629   03797*  03815 

03831  03834   03836   03843   03894   03899   03906   03938 

04191*  04197* 

KIDNEY 

03575   03615*  03965   04248 
KWASHIORKOR 

04109   04261 

LACTOSE  ABSORPTION 

04199* 
LARGE  INTESTINE 
SEE   CECUM 
SEE   DIARRHEA 
SEE   DYSENTERY 
SEE   ENTEROCOLITIS 
SEE   ILEOCECAL  VALVE 
SEE   ILEUS 

SEE   INTUSSUSCEPTION 
SEE   RECTUM 
SEE   SIGMOID 
LARGE  INTESTINE  ABSORPTION 

03491*  03493   03495   03523   03967   03968 
LARGE  INTESTINE  ANOMALIES 

03484   03760   03984   03994   03995   04002 
04035 
LARGE  INTESTINE  BIOCHEMISTRY 

04249 
LARGE  INTESTINE  BIOPSY 
03645   03705   04033 
LARGE  INTESTINE  CANCER 

03873   03969*  03971*  03972*  03975* 
04018   04023   04034   04036   04037 
04239 
LARGE  INTESTINE  CARCINOGENESIS 

04212 
LARGE  INTESTINE  CIRCULATION 

04010 
LARGE  INTESTINE  CYSTS 

04005 
LARGE  INTESTINE  DIAGNOSIS 

03484  03624  03625  03645  03658  03660 
03905  03907  03957  03983  03984  03985 
03998  03999  04011  04016  04017  04018 
04029  04031  04039  04047  04048  04216 
LARGE  INTESTINE  DISEASES 

03625   03957   03985   03988   03989   03992 
03998   04012   04018   04020   04031   04200* 
LARGE  INTESTINE  DIVERTICULA 

03974*  03989   04005   04021 
LARGE  INTESTINE  DIVERTICULITIS 

03974*  03979*  04208* 
LARGE  INTESTINE  ENDOSCOPY 

03645   03658   04018   04048 
LARGE  INTESTINE  FISTULAS 

04034 
LARGE  INTESTINE  HISTOLOGY 

03968   03972*  03992   04033   04047 
LARGE  INTESTINE  IMMUNOLOGY 

03476 
LARGE  INTESTINE  IN  CHILDREN 

03983   03984   03986 
LARGE  INTESTINE  INJURIES 

03981   04009   04026 
LARGE  INTESTINE  MICROORGANISMS 

03607   03711   04259 
LARGE  INTESTINE  MOTILITY 

04005   04006   04029   04031 
LARGE  INTESTINE  MUCOSA 

03454*  03905   03967   03968 
04033   04039   04045   04047 
LARGE  INTESTINE  NEOPLASMS 

03905   03973*  04033   04034 
LARGE  INTESTINE  N EOPL ASMS, BEN  I GN 

03987   03988   04015   04016 
LARGE  INTESTINE  N FOPL ASMS, MAL I GNANT 

03970*  03971*  04015   04036   04195* 
LARGE  INTESTINE  NEOPLASMS, VILLOUS 

03970* 
LARGE  INTESTINE  OBSTRUCTION 

03901   03907   03983   04027 
LARGE  INTESTINE  PATHOLOGY 

03953*  C3954*  03957   03970*  03972*  03985 
04008   04012   04023   04031   04048   04233 
LARGE  INTESTINE  PERFORATION 

03981   04005   04040   04050   04243 
LARGE  INTESTINE  POLYPS 

03883   03972*  03973*  03986 
04037   04212 
LARGE  INTESTINE  RADIOLOGY 

03484  03624  03625  03658  03660  03679 
03957  C3970*  03971*  03983  03984  03986 
04027   04029   04034   04039   04045   04048 


03679  03873 
03986  03992 
04023   04027 


03996   03997 
04206* 


03972*  04008   04008   04021 


04208*  04212   04218 


0402  8   04050 


04200*  04216 
03992   04008 


03987   03988   04015   04033 


03905   03907 
03999   04018 


03951*  03953*  03954* 
03994   03995   03995 
04026   04028   04032 


04031 


IN 


03792   03833   03846   03848 


LARGE  INTESTINE  STRICTURE 

04027 
LARGE  INTESTINE  SURGERY 

03658   03729*  03731*  03760   03778 
03969*  03971*  03972*  03974*  03985 
03998   04009   04013   04016   04017 
04034   04037   04049   04061 
LARGE  INTESTINE  TRANSPLANTATION 

03762 
LARGE  INTESTINE  TRAUMA 

04024   04026 
LARGE  INTESTINE  TREATMENT 

03985   03992   04009   04U11 
LARGE  INTESTINE  UL TRASTRUCTURE 

03454* 
LARGE  INTESTINE  VOLVULUS 

03989   04002 
LARGE  INTESTINE, FOREIGN  BODIES 

04028 
LARGE  INTESTINE, NERVOUS  CONTROL  OF 

04006   04011 
LARGE  INTESTINE, TOXIC  EFFECTS  ON 

03491* 
LAXATIVES 

04246 
LEIOMYOMA 

03661 
LEIOMYOSARCOMA 

04208* 
LEUCINE  AMINOPEPTIDASE 

03621 
LIVER  DIAGNOSIS 

04162 
LIPASE 

03672 
LIPASE  SECRETION, PANCREAS 

03527*  03529* 
LIPID  ABSORPTION 

03479*  03481*  03587 
LIPID  METABOLISM 
03548*  J3596* 
LIPID  METABOLISM, L  IVER 

03447*  03535*  03536*  03542*  03543*  03548*  03569   03582 
04098 
LIPIDS 

03548* 
LIPOMA 

03681 
LIVER 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


04016 

AMEBIASIS 
BILE 

BLOOD  LOAGULATION 
CHOLESTASIS 
CIRRHOSIS 
HEPATITIS 
SEE  ALSO   PARASITES  AND  PARASITIC  DISEASES 
SEE  ALSO   PORPHYRIA 
SEE  ALSO   SCHISTOSOMIASIS 
SEE  ALSO   SULFOBROMOPHTHALEIN 
SEE  ALSO   VITAMINS 
03484*  03546* 
LIVER  ABSCESSES 

04092*  04108   04124 
LIVER  AMINO  ACID  METABOLISM 

03446* 
LIVER  AMMONIA  EXCRETION 
03478*  03554*  04087* 
LIVER  ANGIOGRAPHY 

03702   04096   04210 
LIVER  ANOMALIES 
04120 


LIVER  BIO 
0  3446* 
03535* 
03546* 
03565 
03578 
03589 
03868* 

LIVER  BIO 
03654 
04130 

LIVER  CAN 
03475 
04099 

LIVER  CAR 
03542* 

LIVER  CAR 
03448* 

LIVER  CHE 
03446* 


CHEMISTRY 
03447*  03469* 
03538*  03539* 
03547*  03548* 
03566   03567 
03581   03582 
03590   03592 
04087*  04098 

PSY 
03682   03706 
04140   04141 

CER 
03549*  03565 
04105   04108 

BOHYDRATE  META 
03544*  03547* 

CINOGENESIS 
03475   03549* 

MICAL  COMPOSIT 


03471 

03473 

03475 

03484* 

03533* 

03534* 

03541* 

03542* 

03  543* 

0  3544* 

03545* 

03  549* 

03551* 

03557 

03563 

03564 

03571 

03575 

03575 

03576 

03577 

03583 

03584 

03586 

03587 

03588 

03622 

03635 

03649 

03650 

03714 

04112 

04148 

04151* 

04159 

04248 

03907 

04086* 

04106 

04109 

04110 

04145 

04160 

04210 

03566 

03586 

03610* 

03706 

04096 

04113 

04116 

04155* 

04162 

04210 

iBQLISM 

:  03571 

04098 

04157 

04248 

■■    03564 

03567 

04129 

ION 

03557 
04119 


03635 
03568 
03  706 


,IVER  CHOLESTEROL  METABOLISM 
03483*  03543*  03559 

LIVER  CIRCULATION 

03448*  03449*  03450*  03458*  03474 
03605   03635   03683   C3702   04114 

.IVER  COMA 

03537*  04097   04104   04114   04118 

.IVER  CYSTS 

03664   03670 

.IVER  DEVELOPMENT 
03471   04132 

.IVER  DIAGNOSIS 

03610*  03613*  03617*  03620   03621 
03654   03662   03664   03666   03657 
03675   03682   03683   03688   03690 
04081*  04084*  04085*  04092*  04094*  04096 
04160   04210   04218 

.IVER  DISEASE  DIAGNOSIS 
SEE  ALSO   LIVER  FUNCTION  TESTS 
03468*  04117 

.IVER  DISEASE  EPIDEMIOLOGY 
04136* 

.IVER  DISEASE  TREATMENT 

04097   04098   04103   04106   04111   04114 

.IVER  DISEASES 

03570  03580  03605  03662  03669  03671 
04087*  04089*  04090*  04092*  04093*  04100 
04110  04112  04118  04120  04124  04131 
04149   04153*  04158   04159   04160   04163 

.IVER  DISEASES, BIOCHEMICAL  DIAGNOSIS  OF 
03690   04098 

.IVER  DISEASES, BLOOD  COAGULATION  IN 
04094*  04157 

.IVER  DISEASES, DISEASES  ASSOCIATED  WITH 
04149 

.IVER  DRUG  METABOLISM 

03484*  03549*  03554   03567   03583 

.IVER  ELECTROLYTE  METABOLISM 
03869* 

.IVER  ENDOSCOPY 
04162 

.IVER  ENZYMES 

03447*  03471   03473   03475   03484*  03534* 
03539*  03540*  03541*  03542*  03544*  03545* 
03549*  03550*  03551*  03555*  03553   03565 
03586   03587   03588   03592 


03578 
04099 


03600*  03603* 
04120 


03543  03650 

03670  03671 

03716  03722 

04122  04124 


04083*  04085* 
04103   Os107 
04132   041i3 
04164   04236 


04148 


03593 
03554 
04091*  04098 


03581   03582 

03868*  04091' 
.IVER  FUNCTION  TESTS 

03478*  03537*  03591 

03520   03621   03635 

03714   03803   03990 

04248 
.IVER  GLYCOGEN 

03542*  03545*  03556*  04248 
.IVER  HISTOLOGY 

03448*  03452*  03467*  03469*  03471 
03562 


03508*  03612* 
03662   03671 
04102 


03  560 


03573   03577 


03473 
03589 


03559 

03716   04082*  04084*  04093*  04093*  04102 

04130   04248 


03535*  03538* 
03547*  03548* 
03567   03572 
03521   03650 


03513*  03619 
03688  03706 
04108   04139* 


03475  03558 
03706  03714 
04112   04128 


03590   03549   03569   03714 


04084*  04128   04130 


.IVER  IMMUNOLOGY 

03468*  03563 
.IVER  IN  CHILDREN 

04115 
.IVER  INJURIES 

03449*  03484*  03536*  04079*  04081 

04132 
LIVER  INJURIES, CONTRACEPTIVE  DRUGS  IN 

04127 
LIVER  INJURIES, DRUG-INDUCED 

03448*  03457*  03484* 
LIVER  IRON  METABOLISM 

03486*  03541*  03715   04100   04106 
LIVER  LIPID  METABOLISM 

03447*  03535*  03536*  03542*  03543*  03548*  03569   03582 

04098 
LIVER    METABOLISM 

03484*    03532*    03534*    03538*    03539*    03540* 

03545*    03546*    03547*    03548*    03552*    03553* 

03579   03581   03591   03596*  03966 

04148   04151*  04156* 
LIVER  MORPHOLOGY 

03474   03570 
LIVER  NECROSIS 

04093* 
LIVER  NEOPLASMS 

03452*  03533*  03555 

04153* 
LIVER  NEOPLASMS, BEN IGN 

03664   04083*  04108 
LIVER  NEOPLASMS, MAL IGNANT 

03452*  03540*  03586   04090*  04099 

04155*  04210 
LIVER  NUCLEIC  ACID  METABOLISM 

03555   03556   03584 


03542*  03544* 
03561   03570 
04093*  04114   04119 


04129   04130 


03585   03592   03637   04090*  04117 


04105   04108   04116 


03561 
035  92 


03558 
03584 


LIVER  PATHOLOGY 

03449*  03452*  03575   03576 

03671   04082*  04093*  04098 

04119   04120   04130   04145 
LIVER  PERFUSION 

03478*  03533*  03537*  03550*  03555* 
LIVER  PHOSPHOLIPID  METABOLISM 

03558   03559 
LIVER  PROTEIN  METABOLISM 

03446*  03533*  03539*  03556*  03584 
LIVER  RADIOLOGY 
SEE  ALSO   LIVER  DIAGNOSIS 

03450*  03611*  03664   03570 

04210   04218 
LIVER  REGENERATION 

03555*  03558   03559   03560 

03571   03572   03573   03574 
LIVER  RETICULOENDOTHELIAL  SYSTEM 

03489*  03605   04157 
LIVER  SECRETION 

04103 
LIVER  SERUM  ENZYMES 
SEE  ALSO   ALKALINE  PHOSPHATASE 
SEE  ALSO   LIVER  DISEASE  DIAGNOSIS 

03615*  03633   03649   03650   03668 

04159 
LIVER  SERUM  PROTEINS 

04158 
LIVER  STEROID  METABOLISM 

03532*  03582 
LIVER  SURGERY 

03555*  04079*  04081*  04094*  04095 

0sl24   04128 
LIVER  TRANSPLANTATION 

03458* 
LIVER  TRAUMA 

04079*  04128 
LIVER  TREATMENT 

03535*  04079*  04092*  04118 
LIVER  ULTRASTRUCTURE 

03447*  03452*  03475 

03578   03581   03583 

04112   04129   04130 
LIVER, AGE  EFFECTS  ON 

03475  03556* 
LIVER, ALCOHOL  EFFECTS  ON 

03447*  03454*  03545*  03572 

04130   04150*  04151*  04156*  04163 
LIVER, DRUG  EFFECTS  ON 

03448*  03452*  03532*  03534*  03539* 

03549*  03551*  03560   03561   03564 

03581   03583   03591 
LIVER, DRUG  TREATMENT  OF 

03455*  03455*  04147 
LIVER, FATTY 

03535*  03545*  03569 

04130   04151* 
LIVER.HORCONAL  CONTROL  OF 

03546*  03565   03582 
LIVER, NERVOUS  CONTROL  OF 

03557   03600* 
LIVER, RADIATION  EFFECTS  ON 

03578 
LIVER, TOXIC  EFFECTS  ON 

03455*  03553   03567 

03690   03803   04125 
LYMPH 

03476  03891   03914 
LYMPH  NODES 

03821  03894 
LYMPH  NODES, MESENTERY 

04213 
LYMPHADENITIS, MESENTERY 

03994 
LYMPHANGIOMA 

03905 
LYMPHOGRAPHY  IN  CANCER  DIAGNOSIS 

03854 
LYMPHOGRAPHY, GASTROINTESTINAL 

03487* 
LYMPHOMA 

03822  03864*  04099   04198* 
LYMPHOSARCOMA 

03859 


MALABSORPTION 

03814   03963   04191* 
MALABSORPTION  DIAGNOSIS 

03720   03959*  03962*  03967 
MALABSORPTION  01 AGNOS I S, BIOPSY  IN 

03965 


03650   03669   03670 
04103   04108   04118 


04114 


036  71   04092*  04096   04117 


03552   03568   03569 
04095   04116 


03690   03714   04137* 


04116   04119   04120 


04128 


03559 
03585 


03582 


03600*  04080* 


04148 


03562   03564   03569 
03585   03587   04105 


04100   04102   04125 
04164 

03540*  03543*  03546* 
03566   03573   03574 
04132   04148 


03580   03705   04098   04102   04109 


03578 
04129 


03579 
04129 


03580   03591   03668 
04132   04143 


MALABSORPTION  DIAGNOSIS, D  XYLOSE  IN 

0'>201* 
MALABSORPTION  DI AGNOS I S, TOLERANCE  TESTS  IN 

04199* 
MALABSORPTION  ETIOLOGY 

Q^l,l,'i*    03899   03962* 
MALABSORPTION  IN  CHILDREN 

03720   03871   03966 
MALABSORPTION  TREATMENT ,D I ETARY 

0^1199* 
MALABSORPTION  TREATMENT ,V ITAM IN  B12  IN 

03814 
MALABSORPTION, DISEASES  ASSOCIATED  WITH 

03959*  G3967   04200* 
MALABSORPTION, GASTRECTOMY- INDUCED 

03959* 
MALABSORPTION, MICROORGANISMS  IN 

03967 
MALABSORPTION, PARASITIC  0  I  SEA SE- INOUC ED  SECONDARY 

03960*  04201* 
MALABSORPTION, PR  I  MARY 

03871   03959*  03964 
MALABSORPTION, VITAMIN  DEFICIENCIES  IN 

03967 
MALIGNANT  ANUS  NEOPLASMS 

04004 
MALIGNANT  BILIARY  TRACT  NEOPLASMS 

04185 
MALIGNANT  ESOPHAGUS  NEOPLASMS 

03472   03733*  03741   03742   03778 
MALIGNANT  GALLBLADDER  NEOPLASMS 

04108   04186   04188 
MALIGNANT  GASTROINTESTINAL  NEOPLASMS 

03391   04198*  04225 
MALIGNANT  LARGE  INTESTINE  NEOPLASMS 

03970*  03971*  04015   04036   04195*  04208*  04212 
MALIGNANT  LIVER  NEOPLASMS 

03452*  03540*  03586   04090*  04099 

04155*  04210 

PANCREAS  NEOPLASMS 
04051*  04054   C4058 
MALIGNANT  RECTUM  NEOPLASMS 

04036 
MALIGNANT  SMALL  INTESTINE  NEOPLASMS 

03864*  03885   03886   03894   03908 
MALIGNANT  STOMACH  NEOPLASMS 

03614*  03715  03718  03V41 
03812 
03862 


04054 


04105   04108   04116 


MALIGNANT 
03718 


04185   04208* 


03913 


03806 
03360 


03932 


SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

03662 

03671 

0  3676 

03688 

03696 

03698 

SEE  ALSO 

03713 

03727 

03742 

03743 

03872 

03887 

SEE  ALSO 

03930 

03957 

03983 

03999 

0402  7 

04039 

SEE  ALSO 

04187 

04234 

03695 

03900 


03900   03937   04108 


04250 


03804   03805 

03840   03845 
MALNUTRITION 

03  899   04109 
MARKER  STUDIES 

03484   03624 

03710   03712 

03891   03907 

04102   04117 
MECKELS  DIVERTICULUM 

03872   03874   03877 
MEGACOLON 

03985   04011 
MEGAESOPHAGUS 

03777 
MELANOSIS  COL  I 

03705 
MELENA 

03652   03705   03882 
MENETRIERS  DISEASE 

03813 
MESENTERY  ANGIOGRAPHY 

03637   03698   03872 
MESENTERY  CIRCULATION 

03603*  04177* 
MESENTERY  DIAGNOSIS 

03698   03872   04250 
MESENTERY  LYMPH  NODES 

04213 
MESENTERY  LYMPHADENITIS 

03994 
MESENTERY  RADIOLOGY 

03698   03872   04250 
MESENTERY  VASCULAR  DISEASES 

03675   04010   04250 
METABOLIC  CHANGES  IN  CIRRHOSIS 

03436*  04104   04135*  04157   04158 
METABOLIC  CHANGES  IN  HEPATITIS 

03633   04137* 
METABOLIC  CHANGES  IN  PANCREATITIS 

04077 
METABOLIC  CHANGES  IN  ULCERATIVE  COLITIS 

04042* 
METABOLIC  CHANGES, GASTRECTOMY- INDUCED 

03959* 
METABOLIC  EFFECTS  OF  MICROORGANISMS 
04007   04031   04241 


03798*  03800*  03802*  03803 
03817   03821   03822   03838 


METABOLIC  TOXINS  OF  MICROORGANISMS 

04241 
METABOLISCr AMINO  ACID 

03514*  04261 
METABOLISM, BILE 

03532* 
METABOLISM, CALCIUM 

03801* 
METABOl ISM, ELECTROLYTE 

03502   03869* 
METABOLISM, LIPID 

03548*  03596* 
METABOLISM, NUCLEIC  ACID 

03594*  04239 
METABOLISM, PROTEIN 

03497*  03632   04228 
METASTATIC  CANCER 

03610*  03741   03817 


03821   03845   03880 
04116   04207*  04218 


04004 
04222 


04226 


04226   04259 


04100   04106 


04058 
04096   04105   04112 
MICROORGANISMS 
SEE   AMEBIASIS 
SEE   CHOLERA 
SEE   GNOTQBIOSIS 
SEE   SALMONELLOSIS 
MICROORGANISMS  IN  MALABSORPTION 

03967 
MICROORGANISMS, GASTROINTESTINAL 

03476   03606   03607   03697   04214 
MICROORGANISMS, LARGE  INTESTINE 

03607   03711   04259 
MICROORGANISMS, METABOLIC  EFFECTS  OF 

04007   04031   04241 
MICROORGANISMS, METABOLIC  TOXINS  OF 

04241 
MICROORGANISMS, SMALL  INTESTINE 

03607   03711   03903   04223   04224 
MICROORGANISMS, STOMACH 

03607 
MILK  INTOLERANCE 

04199*  04232 
MINERAL  ABSORPTION 

SEE   TRACE  ELEMENT  AND  MINERAL  ABSORPTION 
MINERAL  ABSORPTION, TRACE  ELEMENT  ANO 

03480*  03493   03498*  03598   03959*  03965 
04117   04218 
MOTILITY  MEASUREMENT  TECHNIQUES 

03695 
MOTILITY  PRESSURE  STUDIES 
SEE  ALSO   BILIARY  TRACT  MOTILITY 
ESOPHAGUS  MOTILITY 
GALLBLADDER  MOTILITY 
GASTROINTESTINAL  MOTILITY 
LARGE  INTESTINE  MOTILITY 
SMALL  INTESTINE  MOTILITY 
STOMACH  MOTILITY 
03704   03739* 
MOTILITY, elLIARY  TRACT 

03704 
MOTILITY, DRUG  EFFECTS  ON 

04246 
MOTILITY, DUODENUM 

03618* 
MOTILITY,  ESOPHAGUS 

03727   03739*  03743   03745   03766   03772 
MOTILITY, GALL  BLADDER 

03497* 
MOTILITY, GASTROINTESTINAL 

03496*  03695   03797*  04246 
MOTILITY, HORMONAL  CONTROL  OF 

03844 
MOTILITY, LARGE  INTESTINE 

04005   04006   04029   04031 
MOTILITY, SMALL  INTESTINE 

03496*  03498*  03633   03844 
MOTILITY, STOMACH 

03496*  03499   03500 
MUCOPOLYSACCHARIDES 

03515*  03516*  03517*  03595*  04249 
MUCOSA, DUODENUM 

03593   03627   03723 
MUCOSA, ESOPHAGUS 

03734*  03750   03739 
MUCOSA, GALLBLADDER 

03477 
MUCOSA, GASTROINTESTINAL 

03891   03942   04252 
MUCOSA, LARGE  INTESTINE 

03454*  03905   03967   03968 
04033   04039   04045   04047 
MUCOSA, RECTUM 

03699   03976*  04008 
MUCOSA. SMALL  INTESTINE 

03443*  03454*  03479*  03480*  03482*  03485*  03498*  03597* 
03598   03601*  03627   03629   03680   03696   03878 
03900   03902   03908   03955   03960*  03967   03968 
04212 


03775   04211 


03999 


03504*  03807   03856 


03891   03912   03956 


03972*  04008   04003   04021 


03891 
04191* 


03461*  03462*  03463*  03464*  03466*  03503*  03504*  03510* 

03513*  03516*  03519   03521   03524   03673   03680   03709 

03721   03734*  037-53*  03805   03806   03808   03813   03816 

03838   03839   03857 
MUCOVISCIDOSIS 

03901   04056   04057   04061 
MUCUS  SECRETION. STOMACH 

03501*  03515*  03516*  03517*  03524 
MUSCLE  PHARM4C0L0GY, SMOOTH 

03856   03868* 
MUSCLE  PHYSIOLOGY, SMOOTH 

03498*  03856 
MYELOMA 

04022 
MYESTHENIA  GRAVIS 

03925* 
MYOMA 

03661 


03849   04097   04153*  04233 


03747 
INTESTINE 
04016 


03838   03846   03848 


NECROSIS 

03470   03706 
NECROSIS, LIVER 

04093* 
NEONATAL  JAUNDICE 

04093* 
NEOPLASMS, BENIGN  ESOPHAGUS 

03655   03732*  03736*  03742 

NEOPLASMS, BENIGN  LARGE 

03987   03988   04015 

NEOPLASMS, BENIGN  LIVER 

03664   04083*  04106 

NEOPLASMS, BENIGN  RECTUM 

04022 
NEOPLASMS, BENIGN  SMALL  INTESTINE 

03885   C3908 
NEOPLASMS,  BENIGN  STOMACH 

03641   03661   03681   03811   03833 
03853 
NEOPLASMS, ESOPHAGUS 

03792 
NEOPLASMS, GALL  BLADDER 

04177*  04208* 
NEOPLASMS, LARGE  INTESTINE 

03905   03973*  04033   04034 
NEOPLASMS, LIVER 

03452*  03533*  03566   03585   03592 
04153* 
NEOPLASMS, MALIGNANT  ANUS 

04004 
NEOPLASMS, MALIGNANT  BILIARY  TRACT 

04185 
NEOPLASMS, MALIGNANT  ESOPHAGUS 

03472   03733*  03741   03742   03778 
NEOPLASMS, MALIGNANT  GALLBLADDER 

04108   04186   04188 
NEOPLASMS, MALIGNANT  GASTROINTESTINAL 

03891   04198*  04225 
NEOPLASMS, MALIGNANT  LARGE  INTESTINE 

03970*  03971*  04015   04036   04195*  04208*  04212 
NEOPLASMS, MALIGNANT  LIVER 

03452*  03540*  03586   04090*  04099 
04155*  04210 
NEOPLASMS,  MALIGNANT  PANCREAS 

03718   04051*  04054   04058   04185 
NEOPLASMS, MAL IGNANT  RECTUM 

04036 
NEOPLASMS, MALIGNANT  SMALL  INTESTINE 

03864*  03885   03886   03894   03908 
NEOPLASMS, MAL IGNANT  STOMACH 
03614*  03715   03718   03741 
03812 
03862 


03637   04090*  04117 


04054 


04218 


04105   04108   04116 


04208* 


03804   03805   03806 

03840   03845   03860 
NEOPLASMS. PANCREAS 

03609*  03722   03942 
NEOPLASMS, RECTUM 

04038 
NEOPLASMS, SALIVARY  GLAND 

03708 
NEOPLASMS, SMALL  INTESTINE 

03638   03898   03905 
NEOPLASMS, STOMACH 

03795*  03798*  03816   04211 
NEOPLASMS, VILLOUS  LARGE  INTESTINE 

03970* 
NERVOUS  CONTROL  OF  ESOPHAGUS 

03457*  03769   03773 
NERVOUS  CONTROL  OF  LARGE  INTESTINE 

04006   04011 
NERVOUS  CONTROL  OF  LIVER 

03557   C3600* 
NERVOUS  CONTROL  OF  STOMACH 

03510* 


03913 

03798*  OSeOO* 
03817   03821 
03932 


03802*  03803 
03822   03838 


04051*  04060   04063   04229 


NERVOUS  CCNTROL  OF  STOMACH  SECRETION 

03616* 
NERVOUS  SYSTEM, AUTONOMIC 

03933   04006 
NERVOUS  SYSTEM, CENTRAL 

04101   04104 
NEUROMUSCULAR  DISEASES 

03638 
NUCLEIC    ACID    METABOLISM 

03594*    04239 
NUCLEIC    ACID    METABOL ISM.L IVER 

03565       03566       03584 

NUTRITION 

SEE    ALSO 

SEE    ALSO 

SEE    ALSO 

04228 


KWASHIORKOR 

MALABSORPTION 

VITAMINS 


OBSTRUCTION, BILIARY  TRACT 

03449*  03534*  03596*  03706 

04182   04186 
OBSTRUCTION, ESOPHAGUS 

03772   03773   03775   03779 
OBSTRUCT  ION, GASTROINTESTINAL 

03863*  04216 
OBSTRUCT  ION, LARGE  INTESTINE 

03901   03907   03983   04027   04028   04050 
OBSTRUCT  ION, PYLORIC 

03718   03757   03820   03825 
OBSTRUCT  ION, SMALL  INTESTINE 

03484   03638   03825   03863* 

03886   03887   03888 

03914   04061   04216 
OBSTRUCT  I  ON, STOMACH 

03825   03830 
OBSTRUCTIVE  JAUNDICE 

03534*  03620   03654 

04159 
OODI, SPHINCTER  OF 

03497*  04190* 


03910   04107   04130   04167* 


03  895 


03829   03835 


03868*  03877 
03898   03901 


04200*  04216 
03  837   03910 


03880   03881 
03910   03912 


03666   03667   03707   03712   03907 


PAIN, ABDOMEN 

03638   03853   03873 

04029   04130   04236 
PANCREAS 

03526*  04051* 
PANCREAS  AMYLASE  SECRETION 

03527*  03529*  03674   04075 
PANCREAS  ANOMALIES 

04053*  04055   04062   04190* 
PANCREAS  BICARBONATE  SECRETION 

04150* 
PANCREAS  BIOCHEMISTRY 

03599*  03674   04074 
BIOPSY 


03893   03898   03984   04018   04019 


03531 
PANCREAS 

04236 
PANCREAS 

03637 

04074 


CANCER 
03693   03718 
04185   04207* 
PANCREAS  CIRCULATION 

03810 
PANCREAS  CYSTS 

04064 
PANCREAS  DIAGNOSIS 

03621   03637   03663 
03865*  04055   04057 


04052*  04054   04058   04059   04060 


03674 
04236 


03675   03683   03693   03722 


PANCREAS  DISEASES 

03663   03674   04056   04057   03865* 
PANCREAS  ENZYMES 

03486*  03531   03599*  03615*  03672 
PANCREAS  FISTULAS 

03526*  03599* 
PANCREAS  HISTOLOGY 

04056   04076 
PANCREAS  HORMONES 

03942 
PANCREAS  IN  CHILDREN 

04053* 
PANCREAS  LIPASE  SECRETION 

03527*  03529* 
PANCREAS  METABOLISM 

04368* 
PANCREAS  MORPHOLOGY 

04062 
PANCREAS    NEOPLASMS 

03609*    03722       03942       04051*    04060 
PANCREAS    NEOPLASMS, MAL IGNANT 

03718      04051*   04054      04058      04185 
PANCREAS     PATHOLOGY 

03663      04052*    04078      04229 
PANCREAS    RADIOLOGY 

03530*    03663      03693      04055      04077 


04072   04074   04075 


04063   04229 


03942   04074   04150* 


04067*  04069* 


04074   04075   04076   04078 


PANCREAS  SECRETION 

03526*  03527*  03529*  03599*  03677 
PANCREAS  SURGERY 

03  599*  04051*  04052*  04053*  04055 
PANCREAS  TRYPSIN  SECRETION 

03527*  03529* 
PANCREAS. DRUG  TREATMENT  OF 

04051*  04072 
PANCREAS. HORMONAL  CONTROL  OF 

03677   04074 
PANCREATITIS 

03637   03638   03889   04070*  04236 
PANCREATITIS  DIAGNOSIS 

03677   03722   04071   04073   04077   04078 
PANCREATITIS  EPIDEMIOLOGY 

04070* 
PANCREATITIS  ETIOLOGY 

04065*  04070*  04071   04073 
PANCREATITIS  IN  CHILDREN 

04073 
PANCREATITIS  PATHOLOGY 

04065*  04066*  04073   04076 
PANCREATITIS  SURGERY 

04070*    04071       04085* 
PANCREATITIS    TREATMENT 

04067*    04069*    04070*    04072      04073 
PANCREATITIS. ACUTE 

04069*    04072      04073      04074      04076      04078      04264      04368* 
PANCRE  AT  IT  IS,  ALCOHOLIC 

04070*    04075 
PANCRE  AT  IT  IS.  CHRONIC 

03677      03959*    04067*    04071 
PANCREATITIS.OISEASES    ASSOCIATED    WITH 

04070*    04071       04077      04078 
PANCREATITIS. EXPERIMENTAL 

04066* 
PANCRE AT  IT  IS. HEMORRHAGIC 

04066*    04075 
PANCREATITIS. METABOLIC    CHANGES    IN 

04077 
PANCREOZYMIN 

03486*    03677      04150* 
PARACENTESIS. ABDOMEN 

SEE      ABDOMEN    DIAGNOSIS 
PARASITES    AND   PARASITIC    DISEASES 
SEE    ALSO      AMEBIASIS 
SEE    ALSO      SCHISTOSOMIASIS 
04201* 
PARASITIC    DISEASE    DIAGNOSIS 

03699      03879      03985      04020      04222      04253       04260 
PARASITIC    DISEASE    EPIDEMIOLOGY 

03985      04020      04205*    04253 
PARASITIC    DISEASE    PATHOLOGY 

03879      03985      04020      04222 
PARASITIC    DISEASE    TREATMENT 

03602*    03985      04020      04205*    04222      04247      04253      04255 
04260 
PARASITIC    DISEASE-INDUCED    SECONDARY    MALABSORPTION 

03960*    04201* 
PARASITIC    DISEASES 
SEE    ALSO      PARASITES   AND    PARASITIC    DISEASES 

03903      03960*    04014      04020      04133      04245      04251 
PARASITIC    DISEASES    IN   CHILDREN 

04260 
PARASITIC    DISEASES, DISEASES   ASSOCIATED    WITH 

03670 
PARASITIC    DISEASES, PARASITES   AND 
SEE    ALSO      AMEBIASIS 
SEE    ALSO      SCHISTOSOMIASIS 
04201* 
PARATYPHOID    FEVER 

SEE      SALMONELLOSIS 
PARIETAL-CELL    ANT IBODY.GASTR IC 

03839 
PENTAGASTRIN 

03444*    03504*    03513*    03515*    03516*    03517* 
PEPSIN 

03501* 
PEPSIN    SECRETION.STOMACH 

03505*    03516*    03632 
PEPTIC   ULCER    COMPLICATIONS 

03797*    03919*    03926*    03931      03937      03947      03950 
PEPTIC    ULCER    DIAGNOSIS 
03930      03931      03941 
PEPTIC   ULCER    DIAGNOSIS, RADIOLOGY    IN 

03865* 
PEPTIC   ULCER    EPIDEMIOLOGY 

03922* 
PEPTIC  ULCER  ETIOLOGY 

03922*  03929   03931   03940   03942   03943   04229 
PEPTIC  ULCER  PATHOLOGY 

03931 
PEPTIC  ULCER  PERFORATION 
03923*  03947   03950 


03749   03842   03856 


03875   03889   03981   03992 
04193*  04209*  04248   04249 


04241   04242   04243   04244 


04240   04241   04242   04243 


PEPTIC  ULCER  SURGERY 

03453*  03644   03797*  03809   03810   03815   03850   03892 
03915*  03919*  03920*  03921*  03928*  03933   03948   03950 
PEPTIC  ULCER  TREATMENT 

03718   03794*  03815   03832   03927*  03933   03934   03935 
03936   03939   03940   03941   03950 
PEPTIC  ULCERS 

03453*  03657   03915*  03921*  03925*  03930   03931   04154* 
PEPTIC  ULCERS, BLEEDING 

03919*  03926*  03937   04203* 
PEPTIC  ULCERS, DISEASES  ASSOCIATED  WITH 

03918*  03931   04154* 
PEPTIC  ULCERS, DRUG  TREATMENT  OF 

03927* 
PERISTALSIS 

03499   03638   03727 
PERITONEOSCOPY 

04122 
PERITONEUM 

03625 
PERITONEUM  DIAGNOSIS 

03623 
PERITONEUM  RADIOLOGY 

SEE   PERITONEUM  DIAGNOSIS 
PERITONITIS 

03623   03858   03873 
04017   04024   04050 
PERITONITIS  ETIOLOGY 

04040   04231   04240 
PERITONITIS  TREATMENT 

03992   04040   04193*  04231 
04244 
PERITONITIS. BILE 

04196*  04240 
PERNICIOUS  ANEMIA 

03490*  03814   03839   03840 
PERSONALITY  FACTORS 

04189* 
PEUTZ-JEGHERS  SYNDROME 

03911 
PHOSPHATASE. ACID 

03446* 
PHOSPHATASE.  ALKALINE 

03565   03615*  03801*  03959*  04090* 
PHOSPHOLIPID  METABOLISM, LIVER 

03558   03559 
PHOSPHORUS  ABSORPTION 

03959*  03965 
PITUITARY  GLAND 

03502 
PLASMA  PROTEINS 
03581   03669 
POLYPOSIS 

03911 
POLYPOSIS.RECTOCOLONIC 

03987   03988 
POLYPS 
SEE  ALSO   PEUTZ-JEGHERS  SYNDROME 
03747 
POLYPS, GASTROINTESTINAL 

03911 
POLYPS, LARGE  INTESTINE 

03883   03972*  03973*  03986 
04037   04212 
POLYPS, RECTUM 

03705   03972* 
POLYPS, SMALL  INTESTINE 

03908 
POLYPS, STOMACH 

03614*  03824   03846   03855 
PORPHYRIA 

03716   04086*  04089*  04111 
PORTACAVAL  SHUNT 

03508*  03514*  03735*  03738* 
PORTAL  CIRCULATION 

03474   03562   03735*  04119 
PORTAL  HYPERTENSION 

03637   03735*  03738*  04113 
PORTAL  HYPERTENSION  DIAGNOSIS 

03738*  04115   04117 
PORTAL  HYPERTENSION  ETIOLOGY 

03448*  03738* 
PORTAL  HYPERTENSION  IN  CHILDREN 

04110   04115 
PORTAL  HYPERTENSION  TREATMENT 

03738*  04160 
PORTAL  HYPERTENSION, DISEASES  ASSOCIATED  WITH 

03738*  04160 
POUCH  STUDIES, HEIOENHAIN 

03508*  03514*  03516*  03517*  03928* 
PREGNANCY 

03842   03894   03992   04019   04258 
PRESSURE  STUDIES, MOTILITY 
SEE  ALSO   BILIARY  TRACT  MOTILITY 


03863*  04042*  04146 


03987   03988   04015   04033 


04157 

04120   04157   04252 


PRESSURE  STLIDIESfMOTILITY 
CONTINUED 

SEE  ALSO   ESOPHAGUS  MOTILITY 
SEE  ALSO   GALLBLADDER  MOTILITY 
SEE  ALSO   GASTROINTESTINAL  MOTILITY 
SEE  ALSO   LARGE  INTESTINE  MOTILITY 
SEE  ALSO   SMALL  INTESTINE  MOTILITY 
SEE  ALSO   STOMACH  MOTILITY 
036<?5   03704   03739* 
PRIMARY  MALABSORPTION 

03871   03<»5<5*  03964 
PROLAPSE 

03975* 
PROTEIN  DIGESTION 

03632 
PROTEIN  METABOLISM 

03497*  03632   04228 
PROTEIN  METABOLISM. LIVER 

03446*  03533*  03539*  03556*  03584 
PROTEIN  SYNTHESIS 

03533*  03563 
PROTEIN-LOSING  ENTEROPATHY 

03629   04257 
PROTE INS 

04202* 
PROTEINS, LIVER  SERUM 

04158 
PROTEINS, PLASMA 

03581   03669   03863*  04042*  04146 
PSYCHOLOGICAL  FACTORS 

03918*  03952*  04189*  04246 
PSYCHOLOGICAL  STUDIES 
SEE  ALSO   PEPTIC  ULCERS 
SEE  ALSO   ULCERATIVE  COLITIS 
03952* 
PYLORIC  ANTRUM 

03499   03522   03644 
PYLORIC  OBSTRUCTION 

03718   03757   03820 
PYLOROPLASTY 

03525   03757   03826 
03944   03945   03946 


03825   03829   03835   03837   03910 
03829   03916*  03921*  03924*  03938 


RADIATION 

03578 
RADIATION, 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
03480* 
RADIOISOTO 
SEE   TRAC 
RADIOLOGY 

03642 
RADIOLOGY 
03637 
04162 
RADIOLOGY 

03707 
RADIOLOGY 
03865* 
RADIOLOGY 

04045 

RADIOLOGY, 

SEE  ALSO 

03623 

04210 

RADIOLOGY, 

SEE  ALSO 

03703 

RADIOLOGY, 

SEE  ALSO 

03609* 

03R65* 

RADIOLOGY. 

03484 
RADIOLOGY, 
03500 
03726 
03747 
03771 
RADIOLOGY, 

03611* 

RADIOLOGY, 

SEE  ALSO 

03630 

03717 

03893 

04217 

RADIOLOGY, 

03484 

03957 

04027 


EFFECTS  ON  LIVER 

TOXIC  EFFECTS  OF 

TOXIC  EFFECTS  ON  ESOPHAGUS 

TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 

TOXIC  EFFECTS  ON  LARGE  INTESTINE 

TOXIC  EFFECTS  ON  LIVER 

TOXIC  EFFECTS  ON  SMALL  INTESTINE 

TOXIC  EFFECTS  ON  STOMACH 
03491*  03576   03902 
PE  STUDY  TECHNIQUES 
ER  STUDIES 

IN  BLEEDING  DIAGNOSIS 
03651   03652   03653   03717   03833 
IN  CANCER  DIAGNOSIS 
03647   03693   03795*  03975*  03977*  04010   04059 

IN  JAUNDICE  DIAGNOSIS 

IN    PEPTIC    ULCER    DIAGNOSIS 

IN  ULCERATIVE  COLITIS  DIAGNOSIS 


ABDOMEN 

ABDOMEN  DIAGNOSIS 
03628   03638   03701 
04257 
ANUS 

ANUS  DIAGNOSIS 


03726   03887   03889   03999 


BILIARY  TRACT 
BILIARY  DISE 
03631   03665 
04175*  04176* 

DUODENUM 
C3618*  03693 
ESOPHAGUS 
03640   03646 
03727   03730* 
03749   03752 
03772   03774 
GALLBLADDER 
03712   04170* 
GASTROINTESTI 
GASTROINTEST 
03639   03642 
03726   03727 
C3930   03956 
04234   04235 
LARGE  INTESTI 
03624   03625 
C3970*  03971* 
04029   04034 


ASE  DIA 
03687 
04177* 

03710 

03655 
03732* 
C3754 
03777 

04174* 

NAL 

INAL  ni 
03656 
03761 
03957 
04236 

NE 
03658 
03983 
04039 


GNOSIS 
03693 
04181 


03685 
03742 
03761 
03780 


03704 
04185 


03686 
03743 
03765 
04046 


03712 
04187 


03709 
03745 
03766 
04234 


04181   04183   04187 


AGNOSIS 
03659 
03865* 
03990 
04252 

C3660 
03984 
04045 


03  675 

03866* 

03999 


03679 
03986 
04048 


03676 
03872 
04055 


03905 
03999 


03724 
03746 
03769 


03680 
03887 
04198* 


03907 
04018 


04055   04077 


03891 

03640 
03724 
03860 


04116 


03652 
03912 

03641 
03726 
03932 


HEMORRHOIDS 

POLYPS 

ULCERATIVE  COLITIS 


04008   04012   04014 

03969*  03972*  04019   04036   04038   04195* 


04007   04014   04031 


RADIOLOGY, LIVER 
SEE  ALSO   LIVER  DIAGNOSIS 

03450*  03611*  03664   03670 

04210  04218 
RADIOLOGY, MESENTERY 

03698  03872   04250 
RADIOLOGY, PANCREAS 

03530*  03663   03693 
RADIOLOGY, PERITONEUM 

SEE   PERITONEUM  DIAGNOSIS 
RADIOLOGY, RECTUM 

03647 
RADIOLOGY, SALIVARY  GLAND 

03700 
RADIOLOGY, SMALL  INTESTINE 

03484   03625   03629   03638 

03696   03864*  03871 
RADIOLOGY, STOMACH 

03500   03614*  03626 

03661   03680   03681 

03833   03838   03847 
RADIOTHERAPY 

03733* 
RADIOTHERAPY    IN    CANCER    TREATMENT 

03547   03753   03817 
RECTOCOLONIC  POLYPOSIS 

03987   03988 
RECTUM 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

04045 
RECTUM  ANCMALIES 

03991 
RECTUM  BIOPSY 

03699  04008 
RECTUM  CANCER 

03647  03705 
RECTUM  CIRCULATION 

03698 
RECTUM  DIAGNOSIS 

04014  04023 
RECTUM  DISEASES 

04012  04014 
RECTUM  ENDOSCOPY 

03647  03699 
RECTUM  FISTULAS 

03980  03990 
RECTUM  IN  CHILDREN 

03976* 
RECTUM  MUCOSA 

03699   03976*  04008 
RECTUM  NEOPLASMS 

04038 
RECTUM  NEOPLASMS,  BENIGN 

04022 
RECTUM  NEOPLASMS,  MALIGNANT 

04036 
RECTUM  PATHOLOGY 

03698   04012   04022   04023 
RECTUM  PERFORATION 

04024 
RECTUM  POLYPS 

03705   03972* 
RECTUM  RADIOLOGY 

03647 
RECTUM  SURGERY 

03969*  03972*  03976*  04000 
RECTUM  TRAUMA 

04000 
RECTUM, AGE  EFFECTS  ON 

03976* 
RECTUM, DRUG  TREATMENT  OF 

03980 
RECURRENT    ULCERS, GASTRECTOMY-INDUCED 

03943 
REFLUX, ESOPHAGUS 

03727   03737*  03755 
REGENERATION, LIVER 

03556*  03558   03559 

03571   03572   03573 
REGIONAL  ENTERITIS 

03871   03951*  03952*  03953*  03954* 

03990   04044*  04047   04208* 
REGIONAL  ENTERITIS  DIAGNOSIS 

03951*  03952* 
REGIONAL  ILEITIS 

03955 
RETICULOENDOTHELIAL  SYSTEM, LIVER 

03489*  03605   04157 
RUPTURE, DIAPHRAGM 

04257 

SALIVA 

03501*  03502 


03671   04092*  04096   04117 


03653 
03999 

03652 
03811 
04064 


03680   03584 
04054 


03653   03656 
03816   03818 


04024   04038 


03941 


03560 
03574 


03561 
03592 


03552 
04096 


03558   03559 
04116 


03955   03956   03958 


SALIVARY    GLAND    ANOMALIES 

03700 
SALIVARY    GLAND   BIOCHEMISTRY 

0*075 
SALIVARY    GLAND    DIAGNOSIS 

03700       03708 
SALIVARY    GLAND    DISEASES 

04222 
SALIVARY    GLAND    ENZYMES 

04075 
SALIVARY    GLAND    NEOPLASMS 

03708 
SALIVARY    GLAND    RADIOLOGY 

03700 
SALIVARY    GLAND    SECRETION 

03502 
SALMONELLOSIS 
SEE  ALSO   TYPHOID  FEVER 
04245 
SALMONELLOSIS  DIAGNOSIS 

03648   03697 
SALMONELLOSIS  EPIDEMIOLOGY 

03697   04259 
SALMONELLOSIS  IMMUNOLOGY 

03648 
SALMONELLOSIS  PATHOLOGY 

03648 
SARCOMA 

03563   03894   03913   04058 
SCANNING,  SCINTILLATION 

03610*  03670   03671   03693   03708   03722   03752   04092* 
04117   04162 
SCHISTOSOMIASIS 
03985   04020 
SCHISTOSOMIASIS  DIAGNOSIS 

03699   04089*  04251   04262   04263 
SCHISTOSOMIASIS  IMMUNOLOGY 

04251   04262   04263 
SCHISTOSOMIASIS  PATHOLOGY 

03699 
SCHISTOSOMIASIS  TREATMENT 

04251 
SCHISTOSOMIASIS, BIOCHEMICAL  DIAGNOSIS  OF 

04089* 
SCHISTOSOMIASIS, CLINICAL  STUDIES  OF 

04089* 
SCINTILLATION  SCANNING 

03610*  03670   03671   03693   03708   03722   03752   04092* 
04117   04162 
SECRETIN 
SEE  ALSO   PANCREAS 

03509*  03527*  03529*  03677   04074   04150* 
SECRETION  DISORDERS, STOMACH 

03518*  03943 
SECRETION  STUDY  TECHNIQUES 

03672   03683 
SECRETION  STUDY  TECHNIQUE S, STOMACH 

03516*  03632 
SECRETION, BILE 

03557   03671   03993   04114 
SECRETION, DRUG  EFFECTS  ON  STOMACH 

03518*  03519   03520   03832   03934   03935   03936   03939 
S  ECRET ION, DUODENUM 

03465* 
SECRET  ION, GASTROINTESTINAL 

03522 
SECRET  ION, HORMONAL  CONTROL  OF  STOMACH 

03504*  03506*  03508*  03511*  03513*  03518*  03940   03942 
03943   04229 
SECRETION, LIVER 

04103 
SECRET  ION, NERVOUS  CONTROL  OF  STOMACH 

03616* 
SECRET  ION, PANCREAS 

03526*  03527*  03529*  03599*  03677   03942   04074   04150* 
SECRETION, PANCREAS  AMYLASE 

03527*  03529*  03674   04075   04150* 
SECRET  ION, PANCREAS  BICARBONATE 

04150* 
SECRETION, PANCREAS  LIPASE 

03527*  03529* 
SECRETION, PANCREAS  TRYPSIN 

03527*  03529* 
SECRET  ION,  SALIVARY  GLAND 

03502 
SECRETION, SMALL  INTESTINE 

03508*  03594*  03597*  03672 
SECRETION, STOMACH 

03464*  03504*  03505*  03507*  03510*  03511*  03512*  03514* 
03523   03525   03816   03928*  03993   04060 
SECRET  ION, STOMACH  ACID 

03462*  03508*  03510*  03513*  03516*  03519   03522   03626 
03644   03R32 


03998   04039 


04007   04010 


SECRETION, STOMACH  MUCUS 

03501*  03515*  03516*  03517*  03524 
SECRETION, STOMACH  PEPSIN 

03505*  03516*  03632 
SEROLOGICAL  DIAGNOSIS 

03588   0364B   03650   03711   04047 
SEROTONIN 

03465*  03844 
SERUM  ENZYMES, LIVER 
SEE  ALSO   ALKALINE  PHOSPHATASE 
SEE  ALSO   LIVER  DISEASE  DIAGNOSIS 
03615*  03633   03649   03650   03668 
04159 
SERUM  HEPATITIS 

03451*  04097   04134*  04143 
SERUM  PROTEINS, LIVER 

04158 
SEX  FACTORS 

03625   03768   03788 
SHIGELLOSIS 

SEE   DYSENTERY 
SHIGELLOSIS  TREATMENT 

04226 
SHOCK 

03603*  03605   03869* 
SHUNT, PORTACAVAL 

03508*  03514*  03735*  03738* 
SHUNT, SPLENORENAL 

04161 
SIGMOID 

03883   03989 
SIGMOIDITIS 

03985 
SIGMOIDOSCOPY 

03636   03990 
SKIN  DISEASES 

04043*  04200* 
SMALL  INTESTINE 
SEE   DUODENUM 
SEE   ILEOCECAL  VALVE 
SEE   ILEUM 
SEE   ILEUS 

SEE   INTUSSUSCEPTION 
SEE   JEJUNUM 
SEE   MALABSORPTION 
SEE   PEPTIC  ULCERS 
SMALL  INTESTINE  ABSORPTION 

03460*  03479*  03480*  03481*  03482* 
03488*  03492   03493   03494   03495 
03598   03601*  03705   03899 
03968 
SMALL  INTESTINE  ANOMALIES 

03484   03705   03875   03881 
SMALL  INTESTINE  ATRESIA 

03912 
SMALL  INTESTINE  BIOCHEMISTRY 

03482*  03485*  03488*  03492 
SMALL  INTESTINE  BIOPSY 

03453*  03627   03705   03719 
SMALL  INTESTINE  CANCER 

03854   03877   03885   03886 
SMALL  INTESTINE  CHEMICAL  COMPOSITION 

03454* 
SMALL  INTESTINE  CIRCULATION 

03460*  03902 
SMALL  INTESTINE  DIAGNOSIS 

03484   03625   03627   03629 
03684   03696   03719   03814 
03879   03880   03891   03898 
04260 
SMALL  INTESTINE  DI SACCHAR lOASES 

03453* 
SMALL  INTESTINE  DISEASES 

03443*  03625   03814   03866*  03871 
03899   03903   03961*  04191*  04200* 
SMALL  INTESTINE  DIVERTICULA 

03874   03877   03882 
SMALL  INTESTINE  ENZYMES 

03445*  03492   03672   03705 
SMALL  INTESTINE  HISTOLOGY 

03443*  03445*  03453*  03705 
03955   03968   04224 
SMALL  INTESTINE  IMMUNOLOGY 

03476   03903 

SMALL    INTESTINE 

03492   03629 

03887   03895 

SMALL  INTESTINE  METABOLISM 

03492   03965 
SMALL  INTESTINE  MICROORGANISMS 

03607   03711   03903   04223 
SMALL  INTESTINE  MORPHOLOGY 

03443*  03705   03893   03899 


04048   04140   04144 


03690   03714   04137* 


03800*  03819   04043*  04102   04108 


03960* 


03485* 
03498* 
03962* 


03486* 

03523 

03965 


03487* 
03596* 
03967 


03883   03890   03895   03899 


03598   03672   03705   04249 


03814 


03908   03913   04195* 


03638 
03  864* 
03912 


03653 
03871 
03999 


03875 
04206* 


03672 
03873 
04064 


03680 
03874 
04216 


03880   03885 


IN  CHILDREN 
03719   03825 
03912 


03719   03879   03900   03902 


03871   03878   03880   03881 


04224   04226   04259 


03961* 


SMALL  INTESTINE  MOTILITY 


0384'»   03999 


03629 
03955 


03680 
03960* 


03879 
0'.233 


03652 
03912 


03  8  76 
03897 


03496*  03498*  0363R 
SMALL  INTESTINE  MUCOSA 

03443*  03454*  03479*  C3480*  03482* 

03598   03601*  03627 

03900   03902   03908 

04212 
SMALL     INTESTINE    NEOPLASMS 

03638       03898       03905 
SMALL     INTESTINE    NEOPLASMS, BEN IGN 

03885  J3908 

SMALL  INTESTINE  N EOPL ASMS, MAL IGNANT 
03864*  03885   03886   03894   03908 

SMALL  INTESTINE  08STRUCTI0N 

03484   03638   03825   03863*  03868* 

03886  03887   03888   03895   03898 
03914   04061   04216 

SMALL  INTESTINE  PATHOLOGY 

03443*  03864*  03877   03878 
03955   04191*  04223   04224 

SMALL  INTESTINE  PERFORATION 
03638   03867*  03887   03889 

SMALL  INTESTINE  PHYSIOLOGY 
03487* 

SMALL  INTESTINE  POLYPS 
03908 

SMALL  INTESTINE  RADIOLOGY 

03484   03625   03629   03638 
03696   03864*  03871   03891 

SMALL  INTESTINE  SECRETION 

03508*  03594*  03597*  03672 

SMALL  INTESTINE  SURGERY 

03512*  03831   03867*  03874 

03887  03892   03893   03895 
04061   04209* 

SMALL  INTESTINE  TRANSPLANTATION 

03831   03876 
SMALL  INTESTINE  ULTRASTRUCTURE 

03454*  03705   03878   03899 
SMALL  INTESTINE  VOLVULUS 

03638   03890 
SMALL  INTESTINE, AGE  EFFECTS  ON 

03895 
SMALL  INTESTINE, BIOCHEMISTRY 

03595* 
SMALL  INTESTINE, HORMONAL  CONTROL  OF 

03482*  03490* 
SMALL  INTESTINE, TOXIC  EFFECTS  ON 

03601*  03781   03868*  03902 
SMOOTH  MUSCLE  PHARMACOLOGY 

03856   03868* 
SMOOTH  MUSCLE  PHYSIOLOGY 

03498*  03856 
SPASMS, ESOPHAGUS 

03730*  03749 
SPHINCTER  OF  HODI 

03497*  04190* 
SPHINCTER, ANUS 

03  660   0  3991 
SPHINCTER, ESOPHAGUS 

035C0   03739*  03755   03766 
SPLEEN 

03592   03637   03683   03722   04099 
SPLENOMEGALY 

04123 
SPLENORENAL  SHUNT 

04161 
SPRUE 

03959* 
SPRUE, TROPICAL 

03899   03961*  03964 
STAINING  TECHNIQUES 

03719 
STEATORRHEA 

03801*  03962*  04199* 
STEATOSIS, ALCOHOL IC 

04102   04125 
STEROID  METABOLISM, LIVER 

03532*  03582 
STEROIDS 
SEE  ALSO   CORTICOSTEROIDS 
SEE  ALSO   LIVER  CHOLESTEROL  MFTAB0LI1 

03456*  03582   03583 
STOMACH 
SEE   BEZrARS 
SEE   GASTRITIS 
SEE   PYLORIC  OBSTRUCTION 
STOMACH  ACID  SECRETION 

03462*  03508*  03510*  03513*  03516* 
03  644   0  3832 
STOMACH  ANOMALIES 

03656   03829   03837   03841   03847 
STOMACH  BIOCHEMISTRY 

03501*  03507*  03514*  03515*  03516* 


03485* 

03696 

03967 


03498*  03597* 
03878   03891 
03968   04191* 


03  8  77 
03901 


03880   03881 
03910   03912 


03883   03885   03899 


03894   03900   04243 


03653 
03999 


038  77 
03906 


03680   03684 
04064 


03880   03881 
03938   03951* 


04117   04160   04210 


03519   03522   03626 


03521   03524   03803 


03673  03675 

03726  03811 

03842  03846 

03932  04064 


03640 

03641 

03653 

03656 

03661 

03680 

03681 

03689 

03717 

03721 

03816 

03818 

03833 

03835 

03838 

03848 

03853 

03859 

03860 

03861 

04236 

03858   03997   04200* 


03679   03717   03T21 


03943   04060 


03681   03715   03718 


03841 


03656   03661   03724   03725   03818 


STOMACH  BIOPSY 

03626   03812 
STOMACH  CANCER 

03641   03689   03715   03718   03741   03783   03793*  03794* 

03795*  03796*  03798*  03799*  03800*  03802*  03803   03804 

03805   03806   03808   03809   03812   03817   03819   03823 

03835   03840   03845   03850   03852   03854   03855   03856 

03857   03858   03859   03860   03862   04195*  04239 
STOMACH  CARCINOGENESIS 

03808   03840   03857 
STOMACH  CIRCULATION 

03830 
STOMACH  DIAGNOSIS 

03614*  03626  03634 
03678 
03812 
03847 
04230 
STOMACH  DIAGNOSIS, GASTRIC  ANALYSIS  IN 

03507* 
STOMACH   DISEASES 

03813   03832   03846 
STOMACH  DIVERTICULA 

03656   03943 
STOMACH  ENDOSCOPY 

03499   03626   03640   03644   03673 

03725   03799*  03812   03932   04230 
STOMACH  ENZYMES 

03462*  03463*  03515*  03516*  03521 
STOMACH  FISTULAS 

03509*  03519   03834   04034 
STOMACH  HISTOLOGY 

03461*  03464*  03466*  03626   03644 

03805   03838   03841 
STOMACH  IMMUNOLOGY 
SEE  ALSO   GASTRIC  PARIETAL-CELL  ANTIBODY 

03444*  03804   03839 
STOMACH  IN  CHILDREN 

03820   03825   03829 
STOMACH  INJURIES 

03781   03818 
STOMACH  MICROORGANISMS 

03607 
STOMACH  MCRPHOLOGY 

03464*  03500   03640 

03830 
STOMACH  MOTILITY 

03496*  03499 
STOMACH  MUCOSA 

03461*  03462*  03463*  03464*  03466*  03503* 

03513*  03516*  03519   03521   03524   03673 

03721   03734*  03793*  03805   03806 

03838   03839   03857 
STOMACH  MUCUS  SECRETION 

03501*  03515*  03516*  03517*  03524 
STOMACH  NEOPLASMS 

03795*  03798*  03816   04211 
STOMACH  NEOPLASMS,  BENIGN 

03641   03661   03681   03811 

03853 
STOMACH  NEOPLASMS,  MAL  IGNANT 

03614*  03715   03718   03741 

03804   03805   03806   03812 

03840  03845   03860   03862 
STOMACH  OBSTRUCTION 

03825      03830 
STOMACH    PATHOLOGY 

03466*    03507*    03651 

04211 
STOMACH    PEPSIN    SECRETION 

03505*   03516*    03632 
STOMACH    PERFORATION 

03841  03853      03861 
STOMACH    PHYSIOLOGY 

03507* 
STOMACH    POLYPS 

03614*  03824   03846 
STOMACH  RADIOLOGY 

03500   03614*  03626 

03661   03680   03681 

03833   03838   03847 
STOMACH  SECRETION 

03464*  03504*  03505*  03507*  03510*  03511* 

03523   03525   03816   03928*  03993   04060 
STOMACH  SECRETION  DISORDERS 

03518*  03943 
STOMACH  SECRETION  STUDY  TECHNIQUES 

03516*  03632 
STOMACH  SECRET  ION, DRUG  EFFECTS  ON 

03518*  03519   03520   03832   03934   03935   03936   03939 
STOMACH  SECRET  ION, HORMONAL  CONTROL  OF 

03504*  03506*  03508*  03511*  03513*  03518*  03940   03942 

03943   04229 


03500   03504*  03807   03856 


03808 


03504* 

03680 

03813 


03510* 

03709 

03816 


03833   03838   03846   03848 


03798*  03800* 
03817   03821 
03932 


03802* 
03822 


03803 
03838 


03816   03824   03833   03838   03856 


04197* 


03855 

03640 
03724 
03860 


03641 
03726 
03932 


03652 
03811 
04064 


03653 
03816 


03656 
03818 


03512*  03514* 


03525 

03661 

03757 

03781 

03809 

03811 

03815 

03816 

038^1 

03846 

03848 

03849 

03861 

03862 

03892 

03921* 

039^.8 

03949 

03950 

04034 

TECHNIQUES 

03826 

03837 

03  843 

STOMACH  SECRETION, NERVOUS  CONTROL  OF 

03616* 
STOMACH  SURGERY 
SEE  ALSO   GASTRECTOMY 

03495   03512* 

03798*  03800* 

03827   03829 

03858   03859 

03938   03944 

04238 
STOMACH  SURGERY 

03807   03820 
STOMACH  TREATMENT 

03781   03807   03829   03832 
STOMACH  ULCERS 

03456*  C3466*  03614* 

03892   03915*  03921* 

03934   03935   03942 
STOMACH  VOLVULUS 

03830 
STOMACH, HORMONAL  CONtROL  OF 

03522   03524   03839 
STOMACH, NERVOUS  CONTROL  OF 

03510* 
STOMACH, TOXIC  EFFECTS  ON 

03510*  03520   03781   03929 
STRESS  FACTORS  IN  ULCERS 

03917*  03931 
STRICTURE, BILIARY  TRACT 

03828 
STRICTURE, ESOPHAGUS 

03731*  03737*  03742   03746 

03787   03789   04211 
STRICTURE, LARGE  INTESTINE 

04027 
STUDIES  OF  SCHISTOSOMIASIS, CLINICAL 

04089* 
STUDIES  OF  ULCERATIVE  COL  IT  I  S, CLINICAL 

04041* 
STUDY  TECHNIQUES, ABSORPTION 

03494   03705 
STUDY  TECHNIQUES, DYE 
SEE   MARKER  STUDIES 
STUDY  TECHNIQUES, RADIOISOTOPE 

SEE   TRACER  STUDIES 
STUDY  TECHNIQUES, SECRETION 

03672   03683 
STUDY  TECHNIQUES, STOMACH  SECRETION 

03516*  03632 
SUGAR  INTOLERANCE 

03720   03966 
SULF08R0M0PHTHALEIN 

03478*  03532*  03593 

04102   04127   04156* 
SURGERY  TECHNIQUES 

03568   03756   03762 

03831   03876   03897 

04013   04025   04061 

04220   04238 
SURGERY  TECHNIQUES, STOMACH 

03807   03820   03826   03837 
SURGERY,  ABDOMEN 

03761   03830   03890 

04213      04219      04220 
SURGERY, ANORECTAL 

03991 
SURGERY, ANUS 

04001   04003 
SURGERY, BILIARY  TRACT 

03568   03665   03  704 
04176* 


03796*  03797* 
03823   03824 
03850   03853 
03928*  03933 
04062   04211 


03689 

03718 

03834 

03835 

03856 

03922* 

03929 

03930 

03932 

03933 

03943 

04062 

04084* 

04207* 

03751   03754   03785   03786 


03612*  03619   03662   03689   03803 


03763 
03906 
04062 


03894 
04221 


03828 
04178 


03777  03783 
03909  03991 
04067*  04119 


03843 


04004 
04238 


03910 
04179 


04025 
04240 


04053* 
04182 


03784 
04001 
04182 


04026 
04257 


03815 
04002 
04219 


03753 
03821 
04019 


03762 
03823 
04052* 


03897 
04182 

03731* 
03  756 
03776 
03790 

04131 
04188 


03763 
03854 
04096 


03770 
03855 
04116 


04166*  04168* 
SURGERY, CANCER 

03647   03741 

03800*  03817 

03969*  04004 

04239 
SURGERY,CHOLELITHIASIS 

04085*    04168*    04171*    04172*    04173*    04174* 
SURGERY, DUODENUM 

03797*    03882      03895 

03923*    03924*    03928* 
SURGERY, ESOPHAGUS 

03655      03729*    03730* 

03752   03754   03755 

03767   03770   03771 

03782   03783   03784 
SURGERY, GALLBLADDER 

03807   04085*  04095* 

04174*  04182   04186 
SURGERY, GASTROINTESTINAL 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 

03695   03702   03807   03834   03892 

04196*  04213   04217   04238 


O4069*  04088* 


03778  03783 
03858  03862 
04188   04225 


03909   03915*  03916*  03921* 


03736*  03739* 
03757   03759 


03750 
03762 


03751 
03763 


03777 
03791 


03778 
03792 


03779   03780 
03  892 


04166*  04168*  04171*  04173* 


03920*  03937   03951* 


SURGERY, LARGE  INTESTINE 

03658   03729*  03731*  03760   03778 

03969*  03971*  03972*  03974*  03985 

03998   04009   04013   04016   04017 

04034   04037   04049   04061 
SURGERY, LIVER 

03556*  04079*  04081*  04094*  04096 

04124   04128 
SURGERY, PANCREAS 

03599*  04051*  04052*  04053*  04055 
SURGERY, PANCREATITIS 

04070*  04071   04085* 
SURGERY, PEPTIC  ULCER 

03453*  03644   03797*  03809   03810 

03915*  03919*  03920*  03921*  03928* 
SURGERY, RECTUM 

03969*  03972*  03976*  04000   04024   04038 
SURGERY, SMALL  INTESTINE 

03512*  03831   03867*  03874   03876 

03887   03892   03893   03895   03897 

04061   04209* 
SURGERY, STOMACH 
SEE  ALSO   GASTRECTOMY 

03495   03512*  03525 

03798*  03800*  03809 
03831 
03861 
03948 


03951*  03953*  03954* 
03994   03995   03995 
04026   04028   04032 


04116   04119   04120 


04067*  04069* 


03815   03850   03892 
03933   03948   03950 


03877 
03906 


03880 
03938 


03881 
03951« 


03661 
03811 
03846 
03862 
03949 


03757 
03815 
03848 
03892 
03950 


03781   03796*  03797* 
03816   03823   03824 
03849   03850   03853 
03921*  03928*  03933 
04034   04062   04211 


03945   03946   03947   03949 


03823   03969*  03971*  04036 


03827   03829 

03858   03859 

03938   03944 

04238 
SURGERY, ULCER 

03925*   03944 
SURGERY, ULCERATIVE    COLITIS 

04041*    04049 
SURGERY, VASCULAR 

03810 
SURGERY, VOLVULUS 

04002 
SURGICAL    TECHNIQUtb 

04079* 
SURGICAL    TECHNIQUES, EXPERIMENTAL 

03599* 
SURGICAL    TREATMENT    OF    BLEEDING 

03836      03919*   04203* 
SURVIVAL    RATES, CANCER 

03753      03798*    03800*    03817 

04052*    04056       04198* 
SYNDROME, BUOD-CHIART 

03637       04252 
SYNDROME, CARCINOID 

SEE       SEROTONI'. 
SYNDROME,  OUBIiM-JOHNSON 

03706 
SYNDROME, GASTRECTOMY- INDUCED    DUMPING 

03797*    03844       03924*    04199* 
SYNDROME, PEUTZ-JEGHERS 

03911 
SYNDROME, ZOLLINGER-ELL ISDN 

03518*   04207*   04229 


THERAPY, DIETETIC 

03758      03980      04228 
THROMBOSIS 

04237 
THROMBOSIS, HEPATIC  VEIN 

SEE   BUOC-CHIARI  SYNDROME 
THYROID  GLAND 

03839 
TOLERANCE  TESTS  IN  MALABSORPTION  DIAGNOSIS 

04199* 
TOXIC  EFFECTS  OF  RADIATION 
SEE  ALSO   TOXIC  EFFECTS  ON  ESOPHAGUS 

TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 
TOXIC  EFFECTS  ON  LIVER 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 
03480*  03491*  03576   03902 
TOV.IC  EFFECTS  ON  ESOPHAGUS 

03781 
TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 

03603*  03657   04254 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 
03491* 


SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 


TOXIC    EFFECTS    ON   LIVER 

03455*  03563   03567   03576   03579 

03690   03803   04125   04129   04129 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 

03601*  03781   03868*  03902 
TOXIC  EFFECTS  ON  STOMACH 

03510*  03520   03781   03929 
TOXIC  HEPATITIS 

SEE   TOXIC  EFFECTS  ON  LIVER 
TOXINS  OF  MICROORGANISMS, METABOLIC 

04241 


03580 
04132 


03591 
04143 


TO 
TO 
TO 
TO 
TO 
035 


TOXINS, BACTER 

TOXINS. CHEMIC 
SEE  ALSO  TO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 

03579 
TRACE  ELEMENT 

OS^iSO*  031 

04117   O-VZ 
TRACER  STUOie 

03460*  034 

03533»  035 

03708   037 
TRANS  PL ANTATI 

037f>2 
TRANSPLANTATI 

03458* 
TRANSPLANTATI 

03831   038 
TRANSPORT, ION 

03502 
TRAUMA  IN  CHI 

03888 
TRAUMA, ABDOME 

03889   038 
TRAUMA, ESOPHA 

03759   037 
TRAUMA, LARGE 

04024   040 
TRAUMA, L IVER 

04079*  041 
TRAUMA, RECTUM 

04000 


AL 

XIC  EFFECTS  ON  ESOPHAGUS 

XIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 

XIC  EFFECTS  ON  LARGE  INTESTINE 

XIC  EFFECTS  ON  LIVER 

XIC  EFFECTS  ON  SMALL  INTESTINE 

XIC  EFFECTS  ON  STOMACH 

0   03668   04129 

AND  MINERAL  ABSORPTION 
93   03498*  03598   03959*  03965   04100   04106 
18 
S 

69*  03479*  03480*  03481*  03489*  03491*  03532* 
39*  03578   03584   03617*  03635   03671   03707 
22   03752   03959*  03960* 
ON, LARGE  INTESTINE 

ON, LIVER 

ON, SMALL  INTESTINE 
76 


LDREN, ABDOMEN 

N 

89   04026   04242   04257 

GUS 

82 

INTESTINE 

26 

28 


TRIGLYCERIDE  ABSORPTION 

03962* 
TROPICAL  SPRUE 

03899   03961*  03964 
TRYPSIN  INHIBITION 

03597*  04072   04158 
TRYPSIN  SECRETION, PANCREAS 

03527*  03529* 
TUBERCULOSIS 

03705   03873   03980   04018   04131   04132   04206*  04213 
TYPHOID  FEVER 
SEE  ALSO   SALMONELLOSIS 

04245 
TYPHOID  FEVER  COMPLICATIONS 

03  867* 
TYPHOID  FEVER  DIAGNOSIS 

03649   03697 
TYPHOID  FEVER  EPIDEMIOLOGY 

03867* 


ULCER  COMPLICATIONS, PEPTIC 

03797*  03919*  03926*  03931 
ULCER  DIAGNOSIS, PEPTIC 

03930   03931   03941 
ULCER  DIAGNOSIS, RADIOLOGY  IN  PEPTIC 

03865* 
ULCER  EPIDEMIOLOGY, PEPTIC 

03922* 
ULCER  ET  lOLOGY, PEPTIC 

03922*  03929   03931 
ULCER  PATHOLOGY 

03466* 
ULCER  PATHOLOGY, PEPTIC 

03931 
ULCER  PERFORATION, PEPTIC 

03973*  03947   03950 
ULCER  SURGERY 

03925*  03944   03945 
ULCER  SURGERY, PEPTIC 

03453*  03644   03797* 

03915*  03919*  03920* 
ULCER  TREATMENT 

03915*  03932   03938 

03949   03925* 
ULCER  TREATMENT, DUODENUM 

03923* 


03937   03947   03950 


03940   03942   03943   04229 


03946   03947   03949 


03809 
03921* 


03810 
0392  8* 


03815 
03933 


03850 
03948 


03892 
03950 


0394",   03945   03946   03947   03948 


03832 
03941 


ULCER    TREATMENT, PEPTIC 

03718   03794*  03815 

03936       03939       03940 
ULCERATIVE    COLITIS 

03952*    03955       03985        - 

ULCERATIVE    COLITIS    COMPLICATIONS 

03445*  04041*  04050 


03927*  03933 
03950 


03934   03935 


ULCERATIVE  COLITIS  DIAGNOSIS 

04048   04050 
ULCERATIVE  COLITIS  DI AGNOS IS, RADIOLOGY  IN 

04045 
ULCERATIVE  COLITIS  EPIDEMIOLOGY 

04042*  04044* 
ULCERATIVE  COLITIS  ETIOLOGY 

04008   04014   04045   04046   04048 
ULCERATIVE  COLITIS  IN  CHILDREN 

04045 
ULCERATIVE  COLITIS  PATHOLOGY 

04008   04045 
ULCERATIVE  COLITIS  SURGERY 

04041*  04049 
ULCERATIVE  COLITIS  TREATMENT 

04048   04049 
ULCERATIVE  COL  IT  I S, CL IN  I CAL  STUDIES  OF 

04041* 
ULCERATIVE  COL  IT  IS, 0 ISEASES  ASSOCIATED  WITH 

04043*  04046 
ULCERATIVE  COLITIS, METABOLIC  CHANGES  IN 

04042* 
ULCERS 
SEE   ANTACIDS 
SEE   DUODENUM 
SEE   GASTRECTOMY 
SEE   ULCERATIVE  COLITIS 
ULCERS, BLEEDING  PEPTIC 

03919*  03926*  03937   04203* 
ULCERS, DISEASES  ASSOCIATED  WITH  PEPTIC 

03918*  03931   04154* 
ULCERS, DRUG  TREATMENT  OF 

03917*  03934   03935   03936   03940   03941 
ULCERS, DRUG  TREATMENT  OF  PEPTIC 

03927* 


ULCERS. DRUG- INDUCED 

03456*  03917*  03931 
ULCERS, DUODENUM 

03616*  03819   03834   03856 

03922*  03924*  03928*  03929 

03938   03944   03945   03946 
ULCERS, ESOPHAGUS 

03734*  03737*  03746   03892 
ULCERS, EX  PER  I  MENTAL 

03466*  03917* 
ULCERS, GASTRECTOMY- INDUCED  RECURRENT 

03943 
ULCERS. PEPTIC 

03453*  03657   03915*  03921*  03925* 
ULCERS, STOMACH 

03456*  03466*  03614*  03689   03718 

03892   03915*  03921*  03922*  03929 

03934   03935   03942   03943   04062 
ULCERS, STRESS  FACTORS  IN 

03917*  03931 
ULTRASTRUCTU RE, GALL  BLADDER 

03477 
ULTRASTRUCTURE, LARGE  INTESTINE 

03454* 
ULTRASTRUCTURE,  LIVER 

03447*  03452*  03475   03558 

03578   03581   03583   03584 

04112   04129   04130 
ULTRASTRUCTURE. SHALL  INTESTINE 

03454*  03705   03878   03899 


03882 
03930 
03947 

04046 


03559 
03585 


03915*  03915*  03921» 
03933   03934   03935 
03949   04084* 


03930   03931  04154* 

03834   03835  03855 

03930   03932  03933 
04084*  04207* 


03562   03564   03559 
03585   03587   04105 


04023   04039   04047   04120   04252 


VAGOTOMY 

03495*  03510*  03525 

03921*  03924*  03938 

03949 
VALVE, ILEOCECAL 

03880 
VARICES, ESOPHAGUS 

03652   03735*  03738*  03764 
VASCULAR  DISEASES, MESENTERY 

03575   04010   04250 
VASCULAR  SURGERY 

03810 
VILLOUS  LARGE  INTESTINE  NEOPLASMS 

03970* 
VIRAL  HEPATITIS 

04080*  04097   04108   04113 

04144 
VIRAL  HEPATITIS  DIAGNOSIS 

03459*  03468*  03633   03643 

04145 
VIRAL  HEPATITIS  EPIDEMIOLOGY 

03543   04136*  04143   04146 
VIRAL  HEPATITIS  ETIOLOGY 

03451* 
VIRAL  HEPATITIS  IMMUNOLOGY 

03451*  03459*  03649   04134* 


03527*  03757   03836 
03944   03945   03945 


03915*  03920* 
03947   03948 


03767   03794*  04203* 


04138*  04139*  04141   04142 


03555   03706   04135*  04139* 


VIRAL  HEPATITIS  PATHOLOGY 

0*135*  0^.145 
VIRAL  HEPATITIS  PROPHYLAXIS 

04139*  04146   04147 
VIRAL  HEPATITIS  TREATMENT 

04147   04148 
VIRAL  HEPATITIS, ACUTE 

04140   04147 
VIRAL  HEPATITIS, CHRONIC 

04148 
VIRAL  HEPATITIS, DISEASES  ASSOCIATED  WITH 

04123 
VITAMIN  A  ABSORPTION 

SEE   CAROTENE  ABSORPTION 
VITAMIN  812  ABSORPTION 

03523 
VITAMIN  B12  IN  MALABSORPTION  TREATMENT 

03814 
VITAMIN  0 

03598 
VITAMIN  DEFICIENCIES  IN  MALABSORPTION 

03967 
VITAMIN  K 

03487*  03608* 
VITAMINS 
SEE  ALSO   LIVER 
SEE  ALSO   MALABSORPTION 
03573   03574 
VOLVULUS  SURGERY 

04002 
VOLVULUS. LARGE  INTESTINE 

03989   04002 
VOLVULUS, SMALL  INTESTINE 

03638   03890 
VOLVULUS, STOMACH 
03830 

03794*  03815   03818   03890   03893   04053*  04256   04258 

MHIPPLES  DISEASE 

03968   04008 
HILSONS  DISEASE 
SEE   HEPATOLENTICULAR  DEGENERATION 

XYLOSE  ABSORPTION 

03495 
XYLOSE  IN  MALABSORPTION  DIAGNOSIS, D 

04201* 


ZENKERS    DIVERTICULUM 

03747 
ZOLLINGER-ELLISON    SYNDROME 

13518*    04207*    04229 


ALTTHOR  INDEX 


ABOALA.     A 

03886 
ABOEL    AAL.    M 

J4089* 
ABE.    K 

0391* 
ABOUNA,     GM 

03478* 
ABRAHAM.     NA 

038<.8 
A8RAMS.    E 

0  370  2 
ABRAMS.    RH 

03639 
ABRUDAN.    T 

03731* 
ADELMAN.    AC 

03538* 
ADRIAMSEN.    0 

03876 
ADSON.    MA 

03864* 
AGNERAY,     J 

03521 
AGUILAR    BONILLA,    M 

03800* 
AGUILLON    L.    A 

0*188 
AGUZZOLI.    RS 

03625 
AHRENS.    EH 

03*83* 
AKAGI.    G 

0*186 
AKEOO.    H 

0*090* 
AL'PERIN.    PM 

0*228 
ALBERT  I.    KGMM 

03**6» 
ALBERTI.     N 

03610* 
ALBIOL  BOSCH,  JM 

03811 
ALEKSANOROVA,  VR 

03666 
ALESSANDRI.  ¥. 

03613* 
ALEXANDER.  M 

0*1*8 
ALEXANDER.  WJ 

0*23* 
ALEXIA.  0 

03921* 
ALITTA,    P 

03955 
ALKIEWICZ.    J 

03795*   03859 
ALICOCK.     EA 

0*193* 
ALLEN.    RG 
&4«8 


ALLENOE.    0 

038*8 
ALLENOE.     I 

03670 
ALMA.     R 

03916* 
ALVAREZ    COROERO.    R 

03876 
ALVAREZ.    SI 

03873 
ALVAREZ.    MC 

0*015 
AHSROSIUS.    K 

0*110 
AM3R0ZAITIS,    KI 

03680 
AMDRUP.    E 

0397** 
AHGURY.    R 

03703 
AMUCHASTEGUI.    R 

038*8 
ANAKHASIAN.    RR 

03995 
ANDERS.    M 

0*1*6 
ANDREASSEN.    JC 

03972* 
ANDREU    H.    JH 

03663 
ANDREU  0.  L 

03663 


ANCULO   H.    0 

0*113 
ANSORGE.    D 

038*5 
ANTKOMIAK.    JG 

0*219 
ANTONOV[CH,    VB 

03681 
AOKl,    T 

03588 
APABLAZA.    H 

0*003 
APPLE  YARD.    I 

03*89* 
AOUIN,    C 

03861 
ARABUNSKII,    VH 

03655      03686 
ARANGO    L.    E 

03831 
ARCHAMPONG.    EO 

03867* 
ARCUS.    JC 

03585      03586 
AROOIN.    F 

03602* 
ARDRAN.    GH 

03775 
ARESTEANU.    L 

0367* 
ARGONZ.    V 

03850 
ARIANOEF.    AA 

0370* 
ARIUHI.    M 

03806 
ARKEtL.  OW 

03*89* 
ARMAN.  E 

03801* 
ARMSTRONG.  RH  JR. 

03637 
ARVIN.  JM 

0*112 
ASANO,    A 

03675 
ASH.    CL 

0*198* 
ASHCROFT,    T 

0  3*78* 
ASHMOREt    J 

035*7* 
ASSUMMA.    H 

03960* 
ASTE.    H 

03*6** 
ASTE.    OH 

03*61* 
ASTLEY.    R 

03627 
AUBERT.    J 

&»««t 

AUBRESPY.    P 

03895 
AURICCHIO.    S 

03*92 
AUVERT.    J 

0*115 
AVLETT.    SO 

0*0*9 
AZZAROLI.    P 

03870* 
AZZEHA,  GF 

0*11* 
AZZOLINA.  P 
036J0* 

BACCI.  G 

0*083* 
BAOER.  G 

03*77 
BAOER.  JP 

0*207* 
BAGIROV.  OK 

03686 
BAKER.  OH 

03703 
BALASEGARAM,  M 

0379**  0*081* 
8ALLINGER.  MF  II 

0*168* 
BALSLEV.  I 

03971* 


BANOINI.  A 

03568 
BANKE.  L 

03865* 
BAR.  A 
03*93 
BARACCO  GANOOLFO.  V 

0*001 
BARSIER.  M 

03562 
BARBIER.  P 

03552* 
BARBIN,  JY 

03763 
BARC.  JBL 

03*5** 
BARGEN.  JA 

0*0*9 
3ARKE.  R 

03631 
BARKER.  LF 

0*13** 
BARLATTANI,  M 

03608*  0*09** 
BARNABEi.  0 

035*6* 
BARTAK.  L 

03951* 
BARTLEY,  W 

03**6* 
BARTUS.    B 

03*52* 
BASS.    JA 

0*169* 
BASSO.    R 

0*128 
BAST,    TJ 

0*095* 
BATKO.    B 

03068 
BATT6RSBY,  C 

03938 
8ATT6ZZATI,  M 

03821   0*065* 
BAUORY,  G 

03763 
BAUM,  M 

03693 
BAYLESS,  TM 

03601* 
BEAHRS,  OH 

03982 
BEAL,  JM 

03707 
BEARN,    AG 

0*056      0*057 
BEATTIE,    EJ    JR. 

03*50* 
BECK,    C 

03671 
BECK,     IT 


BECK,    K 

0*118      0*1*7 
BECKER,    HM 

03810 
BECKER,  V 

0*076 
6E0&CHT,  R 

03810 
BEONARZEWSKI,  J 

03609 
8EG0N,  F 

03593 
BEHRINGER,  GE 

0*033 
BEIN,  M 

0*118 
BEKER,  S 

0365* 
BELTRAN  BROWN,  F 

0*179 
BENFIELO,  JR 

0*079* 
BENGMARK,  S 

0*096 
BENHAMOU,  JP 

03593 
BENNETT,  N 

0*136* 
6ENSAU0E,  A 

0*01* 
BERANBAUM,  ER 

03639 


BERANBAUM,     SL 

03639 
BERARO,    A 

03501* 
BERDON,    WE 

03703 
BEREZOV,     lUIE 

03855 
BERG,    JW 

0*195* 
BERGOIN,    M 

03881 
BERMAN,    AR 

03*80* 
BERNARD,    JP 

0*206* 
BERNER,    J 

03851 
BERNIER,    JJ 

0396* 
BERNSTEIN,    LH 

0*127 
8ERRETTI,    C 

0*088* 
BERTACCINNI,    G 

03*97* 
BERTI-RIBOLI.    E 

0360**    0*065*    0*190* 
BERTRANO.    P 

0*016 
BETZ,    EH 

03*56* 
BETZ,    R 

0*182 
BEVILACQUA,    G 

03569      03571       03572 
BHAGAVAN,    BS 

0*093* 
BIANCHl,    FB 

0*083* 
BIANCHl,    L 

0*1*5 
BIEHANS,    R 

0*133 
BIGAROI,    0 

0*053* 
BIRCK,    KO 

0*157 
BLANOUET,    P 

03671 
BLIDARU,    P 

03892 
BLINOVA,    AA 

0378* 
BLOCK,    NA 

03700      03708 
BLONSTRANO,    R 

03596* 
BLUESTONE,    R 

0  3866* 
BLUMBERG,    BS 

03ib«a* 

BODON,    GR 

03757 
BOECKL,    0 

03537* 
BOGGIANO,    CA 

0*135* 
BOGOMOLOV,    BP 

036*3 
BOHLE,    E 

0*125 
60ISS0N,  J 

0372*   0*012 
BOKANEVA,  lA 

03662 
BOLEV,  SJ 

03907 
BONBAROIERI,  G 

03551* 
BONFILS.  S 

03699   0*207* 
60NNET-EYMAR0,  J 

0*162 
BOROAS,  JM 

03612* 
60RELLINI,  0 

0393*   03935 
BORGSTRON,  B 

03*81* 
BORNSIOE,  GH 

0*209* 
BGRREANI,  S 
03821 


BOTSFOROt  TW 

03979* 
BOTTINO.  S 

04250 
BOUTELIER.  P 

03777 
BOUVRV,  M 

03964 
BOW  EN.  JR 

03904 
BOWYER.  A 

0400  7 
BOYCE.  HM 

03640 
BOYCE.  HW  JR. 

03673 
BOZZA,  G 

03557 
8RAGtNSKII>  ON 

03667 
BRAI8ANTI.  T 

03497* 
BRAINESt  SN 

03641   03689 
BRAUNSTEINER.  H 

04172* 
3REMEN.  J 

03516*  03517* 
BRENOEL.  W 

03600* 
BRETi  P 

03746 
BRETTE.  R 

03746   04048 
BRICKERt  EM 

03696 
BRIDGES.  RA 

0415B 
BRIGGS.  OW 

03842 
BRIGGS.  HC 

03449* 
BROBMANN.  6 

0386S* 
BROOAN.  V 

03486* 
BROOANOVA,  M 

03486* 
BROOIE.  OA 

03510* 
BRODY.  J I 

04140 
BROHBART.    N 

03726 
6ROMFEL0.    E 

03579 
BROUSTET.    A 

03671 
BROWN.    TJ    JR. 

04112 
BROWN.    MG 

K- — .  Oi»U>      03824 

BROWNING,    ET 

03542* 
BRUCK.  HM 

03736* 
BRUGUERA.  N 

03612* 
BRUMPT.  L 

0360  2* 
BRUNO.  S 

04187 
BRUNS.  HA 

03984 
BUOILLON.  G 

03973* 
BUOIN.  H 

04162 
BULA  BULA.  A 

04232 
BURKS.  WP 

04037 
BUSH.  RS 

04198* 
BUTCHER.  HR  JR. 

03896   04168* 
BUZEK.  P 

03951* 
BYRON.  W 

04254 

CACCIATORE.  L 
03650 


CACHIN.  H 

03560 
CAFFERATA.  HT 

04166* 
CAGNONl.  G 

03656 
CAHILL.  JL 

03825 
CAHUMONT.  P 

03872 
CAIRELLA,  N 

03574 
CALAFATO.  M 

03506* 
CALAMARO.  S 

04094* 
CALEM,  WS 

04010 
CALZONI.  0 

03910 
CAMACHO  LOZANO.  A 

03946 
CAMERON.  AH 

03627 
CAMPBELL.  P 

04093* 
CAMPBELL.  R 

03597* 
CAMPO-MUNOZ,  M 

03765 
CANCtO.  M 

04251 
CAPLAN.  D 

04202* 
CARCASSONNE.  H 

03881 
CARESANO.  A 

03611* 
CARILLO.  J 

03903 
CARLBERGER.  G 

03596* 
CARHENINl.  G 

04082* 
CAROLI.  J 

03552*  03553* 
CARRERAS  OOMECO.  LC 

03944 
CARSTENS.  PHB 

04039 
CASACCIA.  M 

03748   03955 
CASANOVA.  6 

04002 
CASCIO.  G 

03561 
C  A  SCONE.  A 

03935 
CASSELL.    P 

03923* 
CASSIOY.    P 
-    0*254 


CHARACHE.  S 

04107 
CHARBONNIER,  A 

03560 
ChARLESWORTH.  0 

03722 
CHASE.  BJ 

03510* 
CHAVES.  E 

03819 
CHEKAN.  ST 

03976* 
CHENG.  FCY 

03920* 
CHERNOUSOV,  AF 

03646 
CHESKIS.  AL 

03484 
CHIGA.  M 

04129 
CHILD.  CG 

03738* 
CHISOLM,  JJ  JR. 

04111 
CHISSOV.  VI 

03646   03771 
CHRISPIN.  AR 

03629 
CHRISTOFORIOIS.  AJ 

03638 
CHRISTOPHER.  NL 

04046 
CHRZANOWSKI.  J 

04214 
CHYLINSKI.  J 

04060 
CICCIMARRA.  F 

03492 
CIO.  JH 

03853 
CIHALIK.  C 

03616* 
CINCIBUCHOVA.  0 

04074 
CIONI,  P 

03582 
CIRINO.  E 

03610* 
CIUCCI.  0 

03609* 
CLEARFIELD.  HR 

04140 
CLEVELAND.  RJ 

04079* 
COCCHERI.  S 

03613* 
COCKE.  OJ 

03451* 
CODE.  CF 

03745 
COERP»:R.  HG 

04061- 


CORNWALL.  OG 

03487* 
CORTESINI.  C 

03605 
COSTESCO.  P 

03892 
COUVREUR.  J 

03829 
COX.  AG 

03920* 
CRANOELL.  MB 

03778 
CREAMER.  8 

03443*  04200* 
CREMONI.  L 

03669 
CRESPI  PORRO.  R 

03611* 
CROCELLA.  A 

04187 
CROISILLE,  M 

03746 
CROOKER.  C 

03915* 
CRUCHAUO.  A 

0  3839 
CUADROS.  G 

04217 
CUETO.  J 

03890 
CUNHA.  A 

03719 
CUPPS.  RG 

03864* 
CURTO  CARDUS.  J 

03947 
CYWES.  MB 

04192* 
CZAPEK.  E 

04202* 
CZITOBER.  H 

03716   04086* 

0*AVANZO.  M 

04030 
O'AVENA,  A 

03505* 
O'AVENA.  C 

04062 
O'ESCRIVAN.  G 

03709 
OA  RE.  G 

03520   03939 
OA  SUVA,  JR 

04247 
DAGRAOI.  AE 

03717 
DANES.  8S 

04056   04057 
DANKS.  DM 

04093* 
noinct:,  ii: 


CASTELLARI.    S 

03802* 
CASTELH.    GA 

03936 
CASTELNUOVO-TEOESCO,    P 

03952* 
CASTIGLIONI.    GC 

03916* 
CASTILLO.    J 

03450* 
CASTLEMAN.    8 

04236 
CASULA.    PL 

03520      03939 
CATTOZZO.    L 

04256 
CAVANAGH.    P 

04132 
CECl.    V 

04082*  04084* 
CHAFFAR.  A 

03590 
CHAIA,  G 

04247 
CHANDLER.  JJ 

04037 
CHANELIERE.  N 

03562 
CHAPLIN.  DM 

03694 
CHAPMAN.  BL 

03922* 


COHEN.  MI 

03907 
COHN.  I 

04209* 
COLE.  WR 

04160 
COLIN.  R 

03931 
COLLIS.  JL 

03755 
COMOLI.  G 

04091* 
CONDON.  JR 

04199* 
CONNOLLY.  JE 

03797* 
CONRAD.  ME 

03498* 
CONTI.  E 

04368* 
COOKE.  AR 

03522 
COPELLO.  A 

03665   03882 
COPPING.  J 

04051* 
CORDIANO,  C 

03527*  03529* 
CORINALDESI.  A 

03618* 
CORNELL.  GN 

03969* 


03519 
DARLE.  N 

03658 
DART.  G 

04100 
DAUM.  R 

04061 
DAVIDSON.  CS 

04142   04143 
OAVIGNON.  J 

03483* 
DAVIS.  AE 

04150* 
OAVISf  JS 

03744 
DAVIS.  PS 

04100 
DAVIS.  WC 

03970* 
DAWSON.  JM 

03866* 
DE  ARZUA  ZULAICA.  E 

03766 
DE  BOER.  HHM 

04095* 
OE  CARLI.  LN 

04151* 
OE  DOMBAL,  FT 

04042* 
DE  DOMINICIS.  A 

03960* 


OE  FIGUEIREOO.  N 

03879 
DE  GONZALEZt  M 

03654 
OE  GRAEF.  J 

03516*  03517* 
OE  GREGORI.  M 

03942   03943 
OE  GROOTEi  J 

03534* 
DE  LUCAt  FG 

03680 
OE  NICHELE.  A 

03978* 
OE  MULDER,  P 

04133 
OE  MUYNCKf  A 

04133 
OE  OLIVEIRA.  CA 

04247 
OE  ROISSARO,  JP 

04233 
OE  SOUZA  RANOS.  JL 

03958 
OE  TEZANOS  PINTO,  SS 

03682 
GEARING,  WH 

03982 
OEBRAY,  C 

03725   04012 
OECMEZLEPRETRE,  S 

04075 
OEGENSHEIN.  6A 

04220 
DEHOUVE,  A 

03724 
DEI  POLI,  G 

03729* 
DEI  POI.I.  M 

03729* 
DEL    GAUOIO,    H 

03749 
OEL    VECCHtO,    E 

03989 
OELAVIERRE,    P 

04155* 
OELLA    PIETRA,    0 

0349  2 
DELLER,    OJ 

04100 
OELLUC,    G 

0405  9 
DEMOFONTI,    A 

03740* 
OENK,    H 

03714 
OEOOHAR.  MC 

03889 
OEOOHAR,  SO 

04047 
OERACHE,  R 
■  03S0»*- 


JB 


OORCHE,  J 

03688 
OOSSETOR, 

03929 
OR AGO,  G 

04185 
DRAPANAS,  T 

03941 
DUBOIS.  RS 

03482* 
DUBRASOUET.  » 

04207* 
OUBRISAV,  J 

04161 
DUCLUZEAU,  R 

03606   03607 
DUGGAN.  JH 

03922* 
OULEEP,  KS 

038S9 
DUNBAR,  JS 

04234 
DUNCAN,  JW 

03818 
DURET,  P 

03964 
DUSAULT.    LA 

03700   03708 
DYKES,  PW 

03489* 
OZURAK,  M 

03624   04050 

EASLEY.  GW 

03890 
EBEL,  JG 

03598 
EOELMANN,  G 

04216 
EOER,  M 

04212 
EOMAROS,  RG 

04100 
EGGLESTON,  FC 

03889 
EGHRARI.  n 

03897 
EILKEN.  BJ 

03511* 
EKLOF,  0 

03628      04045 
EL    MOFTY,    AM 

04089* 
ELIAS,    H 

03470 
ELIASOPH,  J 

04252 
ELLIOTT,  WH 

03691 
EMARA,  SH 

04089* 
-6M6BIT,  -i 

04227 
ENGBRING.  H 

04118 
ENGEVIK,  L 

04096 
ENGLES.  MO 

03929 
EPSTEIN,  Sn 

03452* 
ESKENASt,  R 

04073 
ESPINASSE,  P 

03562 
ESSENHIGH.  DM 

04173* 
ESTERKYN,  SH 

04219 
ETIENNE.  JP 

04155* 
EVRARO,  E 

03692 
EYLER,  HR 

03700 

FABIAN,  JA 

03586 
FACKERT,  S 

03820 
FAOIC  U.  R 

03682 
FAGtOLO,  U 

0  3469* 


FAIN,  A 

04133 
FANELLI,  V 

03573 
FARBER,  E 

03452* 
FARBER,  ER 

04046 
FARGE,  C 

04115 
FARRAR,  T 

04182 
FEDIANIN,  lUP 

03633 
F EL 'OMAN,  FTS 

03686 
FELIX,  H 

04020 
FELSHER,  BF 

03498* 
FENGER,  C 

03974* 
FERLITO,  S 

03506* 
FERNANDEZ  ALBOR,  G 

03834   03898 
FERNANDEZ  CABAL,  CV 

04036 
FERNANDEZ  GO,  0 

04113 
FERNANDEZ,  FL 

03873 
FEROLDI.  J 

03562 
FERRARO,  A 

03943 
FERRER,  JM 

03736* 
FERRIER.  JP 

04207* 
FEVERY,  J 

03534* 
FIASSE,  R 

03953* 
FIGUEROA,  EO 

03848 
FIGUS.  E 

04083* 
FILIPPKIN,  MA 

03484   04170* 
FILLER,  RM 

04116 
FIORENTINI,  P 

03613* 
FISHCHENKO,  AIA 

03781 
FLAO,  HD 

0  3590 
FLOCH,  T 

04226 
FLOQUET,  A 
-  04228 


FRANCESCONI.  RP 

03548* 
FRANC ILLON 

03985 
FRANCINI,  R 

03605 
FRANCO,  S 

03677 
FRASSINETI,  A 

03623   03625 
FRECH,  RS 

03999 
FREIER,  EF 

04158 
FRENCH,  SW 

03447* 
FREY,  CF 

04070* 
FREYTES,  MA 

03525 
FRIC,  P 

04074 
FRICK,  LP 

04262 
FRY,  RJM 

03549* 
FUJIE,  KY 

03524 
FUJISHIMA,  G 

04183 
FUKUDA,  F 

04186 
FUKUTOMl,  H 

03799* 
FUREOT,  E 

03741 
FURTUNESCA,  B 

03921* 
FURUKAHA,  E 

03494 
FUTAGAMA,  S 

03723 

GABALLO,  S 

04139* 
GAILLARO,  D 

03595* 
GALANDINA,  TI 

03854 
GALLAGHER,  ND 

03479* 
GALLEGO  T,  M 

03642 
GALLENGA,  G 

04185 
GALLIOLI,  G 

03569   03571   03572 
GALPER.  E 

03677 
GAMA  CARPIO,  JP 

03862 
-r.ANHABA  MA?PUI  A.  I 


DERLON,  S 

03895 
OESBUOUOIS,  e 

03966 
OESFORGES,  JF 

04163 
OEVFNS,  K 

03600* 
OEVIATOV,  VIA 

04024 
01  FELICIANTONIO,  R 

04083* 
01  GIACOHO,  V 

04082*  04084* 
01  SIMONE.  A 

03973* 
OIANZANI,  HU 

03580 
OIETZ,  HW 

04027 
DILLON,  SO 

04057 
OOBJANSCHI,  A 

03731* 
OOCKERTY,  MB 

03864* 
DOI,  E 

03491* 
OQNATI,  RM 

03480* 
OONINI,  1 

03821   040S8* 


FLOQUET,  J 

04229 
FLORENTIN,  P 

04229 
FLORES,  LM 

03903 
FLORKIEWICZ,  H 

03809 
FOLEY,  KM 

04057 
FOMIN,  NN 

03993 
FONT  ANA,  G 

03870* 
FONTANA,  RS 

03779   03780 
FORD,  CV 

03952* 
FORNELLS.  E 

04022 
FCRSGREN,  L 

03596* 
FORTE.  JG 

03513* 
FORTH,  W 

03494 
FORTIER-BEAULIEU.  M 

03872   04235 
FOSTER,  KM 

04138* 
FOY,  RE  JR. 

03713 


03652 
GANS,  SL 

03752 
GARABELLI,  G 

03649 
GARCIA-SABELL,  DC 

03898 
GARDIES.  A 

04239 
GARDINI,  GF 

03802* 
GARGIULO,  A 

04062 
GARRETT,  MJ 

03739* 
GARRIZ,  RA 

03843 
GASBARRINI,  G 

03618*  03870* 
GASPARD,  DJ 

03518* 
GASPARINI  FILHO,  S 

04120 
GAUOIANO-RUIZ,  M 

04010 
GAUDIER  I,  A 

03989 
GAULT,  MH 

03929 
GAURDIERI,  A 

03978* 


CEISSENOORFER.    R 

04203* 
GELFANOt  ML 

0*09  7 
GEMHA.  GB 

03604*   0*065*    04190* 
GENNAOMEVA.    TIA 

03711 
GENT  I L.    C 

03966 
GERARD,  A 

03517* 
GERBEAUX.  J 

03829 
GERMAIN.  A 

04240 
GERSTLEV.  BJS 

03468* 
GERM  I G.  HH  JR. 

03890 
fiHEORGHESCO.    B 

03617* 
GHIGLIAZZA.    GB 

03836 
6H00A>    A 

04223      04224 
GHOSH.    S 

03888 
GIACOHONI.    MA 

04033* 
GIANNAKaPOU.OS.    I 

03792 
GICLI.    U 

04035 
GtGNOUX.  M 

04233 
GILL.  SS 

03889 
6ILLET.  M 

03671 
6ILL0T.  G 

04161 
GIMMY.  J 

04212 
GIOANNINI.  K 

04135* 
eiOHBOLINt.  R 
03609*  03950 
GIUSTI.  0 

036S0 
CLASS.  GBJ 

03S15* 
GLENN.  F 

03969* 
GLOBER.  GA 

03952* 
GO.  T 

03723 
GODWIN.  OH 

03739* 
GOFMAN.  AM 


.  «40O»- 
GOI.  A 

03571      03572 
GOLD.    D 

03928* 
GOLDBERG.    DM 

03597* 
60L0BLATT.    PJ 

04105 
GOLOLUST.    DM 

03872 
GOLDSMITH.  DPJ 

03594* 
GOLDSMITH.    HS 

03450*   03756 
GOLDSTEIN,    J 

04213 
GOMEZ    FERNANDEZ.    P 

03946 
GOMEZ    SANCHEZ.    D 

03947 
60NASUN.    L 

03579 
GONZALEZ    ABRALDES.    R 

03834 
CONZALEZ-UTRILLA.    E 

04032 
GONZALEZ.    AM 

03998 
GONZALEZ.    R 

04039 
GOODMAN.    GN 

04 167* 


GOODRICH.    I 

04253 
GORBUNOV.    lUV 

03657 
GOROSTIAGUE.    N 

04069* 
GOSCH.    HH 

03586 
GOUVEIA.    OF 

03677 
GRACE.    HJ 

04230 
GRACH.    ZIA 

04005 
GRAMATICA  MATEOS.  L 

03948 
6RAMEGNA.  A 

03604*  04065*  04190* 
GRANTHAM.  HH  JR. 

04112 
GRAZIANO.  L 

03910 
GREOZHEV.  AF 

03828 
GREENFIELD.  AJ 

04093* 
GREIG,  OH 

04222 
GRENIER.  JF 

03876 
GRIFFEN.  WO  JR. 

03SI4*  04225 
GRIFFIN.  AC 

03588 
GRIGNON.  6 

04229 
GRINDA.  A 

04073 
GRISE.  JW 

03891 
GRISHKEVICH.  EV 

03667 
GROHME.  S 

03841 
GROLLMAN.  JH 

04177* 
GROSS,  MA 

03535* 
GROSSE.  H 

04054 
GROSSMAN.  LR 

03509* 
GROSSO.  G 

03760 
GRUNDY.  SM 

03483* 
GRYBOSKI.  JO 

04202* 
GUBERTI.  A 

04114 
GUDMANO-HOYER .  E 
0»4M*  '- 


OL 


EL 


GUEGUEN.  J 

04235 
GUIOOI.  C 

03750 
GUITART  ROCA,  J 

03945 
GUKASIAN,  AA 

03655 
GUNN.  A A 

04196* 
GUNN.  CH 

04009 
GUTHORN.  PJ 

04038 
GUTSTEIN.  S 

04127 
GUZZO.  C 

04038 
GUZZON.  A 

03733* 
GWINN.  JL 

03774 

HAAKE.  PW 

03757 
HAFF.  RC 

04168* 
HAGER.  HG 

03637 
HALLER.  JA  JR. 

03825 


HANEDA, 

03860 
HANSEN. 

04109 
HANSON, 

03826 
HAOT,  J 
03456* 
HARDY,  JO 

03511* 
HARING,  R 

03796* 
HARMAN,  JW 

03467* 
HARRIS,  GBC 

03773 
HARRIS.  RA 

03587 
HARRISON,  JM 

04058 

HASA,  J 

03951* 

HASSE,  M 

03841 
HAVDUK,  A 

03980 
HAYNES,  CO 

04009 
HAYS,  DM 

04167* 
HECKER,  WC 

04061 
HECKMAN,  8A 

03721 
HEILMEYER.  L 

04147 
HEINKEL,  K 

04077 
HEINZE.  HG 

03810 
HEIZER.  WO 

03963 
HELSINKI,  U 

03893 
HEMMELER,  G 

03640 
HENDERSON,  M 

03894 
HENORIX,  TR 

03601* 
HERFARTH.  C 

03868*  03869* 
HERFORT,  K 

04074 
HERNANDEZ,  C 

03698 
HERNANDEZ,  NA 

03734* 
HERSHENSON 

03941 
HERSKOVIC,  T 
04202* 


LH 


HERZ,  R 

04102 
HIDAKA,  Y 

04165 
HIGGINS,  GA  JR. 

04219 
HILL.  JM 

03535* 
HILL.  KR 

03448* 
HILLEHANO.  B 

04211 
HILLER.  HG 

03983 
HILLYER.  GV 

04262   04263 
HINES.  M 

04261 
HIOKi.  R 

03723 
HIRAOKA.  J 

03524 
HlftSCHMAN.  RJ 

04134* 
HIZAWA.  K 

04186 
HNILICA.  LS 

03588 
HOANCA.  0 

03617* 
HOCH-LIGETI.  C 

04112 


HODGSON.  JR 

03864* 
HOD SON,  A 

03478* 
HOEHN.  JG 

03982 
HGENIG.  V 

03486*  0362Z 
HOENIGOVA,  J 

03622 
HOJYO.  MK 

03903 
HOLUB,  K 

04180 
HOOK MAN,  P 

03727 
HORATZ,  K 

03782 
HORCICKA,  V 

03616* 
HORIUCHI,  N 

04090* 
HORTAS  IGLESIAS,  R 

03948 
HOUOARO,  C 

04242 
HOUSSET,  P 

03725 
HOMAT,  HT 

04071 
HOWE,  CT 

03693 
HOYER,  K 

03730* 
HOZUMI,  M 

03563 
HRAOSKY,  H 

03878 
HRSTKA,  V 

03878 
HUANG,  T 

0*169* 
HUANG,  TT 

03863* 
HUBBLE,  0 

03871 
HUBERHAN,  A 

03589 

HULL,  C 

03478* 

HULME,  B 

03489* 
HUMPHREY,  L 

04225 

HUNT.  0 

03511* 

HUNT.  PS 

03735* 
HUNT.  SE 

03619 
HUNTER.  IJ 

03718 

HURWITZ.    S 
03493 

lAREMENKO.  MS 

03502 
IBER,  FL 

03601* 
ICHIOA,  F 

03706 
ICHII,  S 

03566 
lEFIMOVA,  LG 

03667 
lEKISENINA,  NI 

04228 
lELETSKAIA,  01 

04072 
IGLESIAS  CORRAL,  J 

03652 
IKEUCHI,  A 

04018 
IL'CHENKO,  LA 

03685 
ILES.  JDH 

04221 
IMAOKA,  S 

03472 
IMNAISHVILI.  BIE 

03995 
IMPARATO.  AH 

03826 


'4AM0RI.    S 

<F*NTE,    R 

)3553» 

IIKPEN.    CA 

33587 

MTERGUGLIELMO-    R 

}3669 

KTtNI.    L 

33*58» 

PPOLITO.    0 

33610* 

SHIOATE.    M 

53567 

SHIGAKI.    K 

33803 

SHI  I.    Y 

33927* 

SHIKAMAt    K 

33793» 

SHIMURA.    K 

33524 

ilASI.    A 

3*179 

TO,    H 

S3860      03911 

ron.   K 

Q3860 

^ANOVA-NEZNAMOVA,     AlU 

33662 

l/ANOVA-TIKHVINSKAIA.     lEL 

33668 

I4AHARA,     S 

33926* 

MANAGA,    T 

03*72 

ACK,     I 
a'.lSB* 
ACKSON,    OS 
33*5** 
ACKSON.    MJ 
33488* 
ACOeSt     A 
0349O* 
AOOT.    R 
03997 
AFFE.    BN 
33896 
ANKEY,    N 
03*45* 
ANKOWSKA,    E 
04174* 
ANOSSY.    G 
0390  2 

ANOWSKI.     S 
03851 
ANSSEN.    G 
03692 

ANSSENS,     PG 
04133 

ABAWlLtO    AWTiLLONi     J 

03800* 

ADOILLIER.  JC 
03521 

AROIM,  MFC 
03758 
AkNUM.  S 
03453* 
EFFRIES,  GH 
03532*  03967 
ENNER,  S 
03583 
EN$EN.  HE 
03971* 
ERVIS,  HR 
03480* 
ESSEPH.  JE 
03844 

Ezzi.  e 

03935 

ecu.  I 

03838 

OHANSEN.  A 
0390  8 
OHNS,  TR 
0392  5* 
OHNS  ON,  EE 
03747 

CMNSGN,  ML 
04043* 
OHNS TON,  OH 
03T37* 


JOHNSTON,  EV 

03877 
JOHNSTON,  GH 

03735* 
JONES,  L 

03990 
JONES.  SA 

03797* 
JORI,  GP 

03973* 
JOVIN.  G 

03617* 
JULIA  OUARELLA,  R 

03949 

KACHELHOFFER.  J 

03876 
XAOISH,  JA 

04234 
KA0LU80MSKA.  H 

04248   04249 
KAJITA,  A 

03635 
KAJUSCHKE,  K 

03583 
KALABKOVA.  V 

04074 
KALIMA.  TV 

03893 
KALITEIVSKtl  .  PF 

04005 
KAMAN,  J 

03474 
KANE NEVA,  SI 

03684 
KANOALAFT,  S 

03897 
KARACSONYI,  S 

03741 
KARAKANTZAS.  DC 

03687 
KAS8EKAR.  DK 

03513* 
KASiJGAI,  T 

03715   03812 
KATO,  R 

03564 
KAVAZARAKIS.  N 

03988 
KAVEY,  NB 

03451* 
KAMAI.  S 

03675 
KAWASAKI,  S 

03541* 
KAY,  S 

04058 
KELLY,  AP 

03700 
KEMP,  FH 

03775 
-K£»ICH.  JS 


KIRKLEY,  J 

KUHAKURA.  K 

03478* 

03614* 

KISFALUOY,  S 

KUMATE,  J 

03591 

03903   04110   04 

KISNER,  JB 

04245 

03743 

KUHE,  F 

KISS,  OR 

04129 

04013 

KUN.  H 

KITAJIMA,  S 

03987 

03806 

KUNATH.  B 

KITAJIHA,  T 

04101 

03822 

KURBANGALEIEV,  SH 

KITAKURC,  T 

04072 

04186 

KURNISHKOV,  IS 

KITTLE.  CF 

04126 

03702 

KUROSAHA,  M 

KLAUS.  D 

03675 

03959* 

KLEINE.  FO 

LABO,  G 

04137* 

03618* 

KLIPSTEIN,  FA 

LABRUNE,  M 

03961* 

03872 

KLUDAS,  M 

LACKEY,  OA 

04148 

03752 

KNAIZEV.  VM 

LAFILLE,  C 

03661 

03560 

KNECHT.  R 

LAGACHE,  G 

03819 

04243 

KOBAYASHI,  S 

LAGERON,  A 

03715 

03552* 

KOBOZEV,  GV 

LAHL,  R 

03633 

0*104 

KOCK,  NG 

LAMACCHIA,  E 

03658   03798* 

03568 

KOEHLER,  PR 

LAMBERT,  R 

04160 

03501* 

KOHATSU,  S 

L AMBLING,  A 

03695 

04207* 

KOHL I,  RK 

LAMPHIER,  TA 

04201* 

03915* 

KONIECZNY,  L 

LANOAETA,  T 

03846 

03730* 

KONTUREK,  SJ 

LANDOR.  JH 

03504* 

03512* 

KOOK  SANG,  OH 

LANE,  0 

04210   04218 

04108 

KOROAC,  V 

LANGE,  G 

03486* 

03581 

KOSICKA,  M 

LANGHAN,  RF 

03859 

04008 

KOTHE,  W 

LAPIN,  MO 

03791 

03855 

KOTLORZ,  H 

LARDINOISv  R 

03796* 

03966 

KOTSIS,  L 

LARSEN.  E 

03731* 

03908 

KOUTNEY,  J 

LARSINIK,  NV 

03954* 

03476 

KOVACS,  A 

LASSRICH,  MA 

03591 

03957   0398* 

r.OYAMA,  K 

LASTER,  L 

0405?* 

01063 

KOYAHA,  S 

LATOSIEWICZ,  Z 

0406  3 

03994 

KRAFT,  R 

LAURENCE,  G 

04051* 

04231   04241 

KRASNER,  AU 

LAURENT,  H 

03770 

04002 

KRASUCKI,  H 

LAURENT,  J 

04124 

04229 

KRFBS.  HA 

LEA,  MA 

03545* 

03544* 

KREEK,  MJ 

LEBEOEV,  KA 

03532* 

03476 

KREEL,  L 

LECUNA,  VT 

04117 

03709 

KREPLER.  P 

LE6TERS,  LJ 

03776 

03899 

KRISAR,  Z 

LEIGHTON,  J 

03731* 

04105 

KRIVIT,  W 

LENTINI,  J 

04158 

0*022 

KROP,  S 

LEO,  C 

04254 

03950 

KRUMS,  LM 

LEOPAROI.  F 

04228 

04030 

KUHLHAYER.  R 

LEPORE,  MJ 

04041* 

04230 

KUHN.  E 

LEPORt,  L 

03466* 

03939 

KUKIEL.  E 

LEQUIN.  P 

03575   03576   03577 

04016 

KULIC2,  A 

LEHIN,  E 

03913   03975*  03977* 

03798* 

04261 
KERN,  F  JR. 

04127 
KESTENS,  PJ 

03953* 
KEHENTER,  J 

03658 
KHAITOV,  A 

03710 
KHAN,  AM 

04259 
KHANIN,  MG 

03634 
KHARITONOV,  LG 

03783 
KHATTAB,  M 

04089* 
KHAZENSON.  LB 

03711 
KrilLNANI,  M 

04252 
KHRYSOSPATHIS,    P 

03823 
KIELY.    AA 

03756 
KIESSLING.    KH 

04130 
KIM.    KS 

03507* 
KIRALY,  M 

03455* 


LEV.  R 

03516*  03517W 
lEVNARIOS.  J 

04012 
LIEBER.  CS 

04151* 
L  IFLYANDSKI I,  DB 

0402  5 
LILIENFELO,  A 

04044* 
LIH*    CASTRO.    F 

0J819 
LIMBOS.    P 

04133 
LIHONOV.    VI 

03T59 
L  INARA.    P 

0380  7 
LINARES.  CA 

03496*  03599* 
LISOVSKII,  VA 

03664 
LITVAK,  J 

03670 
LLAUSAS.  VA 

04110 
LLOYO.  JR 

04197* 
LO  BRUNO.  0 

03505* 
LO  PRESTI,  G 

03918* 
LO.  CH 

03538* 
LOCATELLI.  L 

039J6 
LOCKER.  J 

04105 
LOEHRY.  CA 

03443* 
LOHRS.  U 

04212 
LONTIE.  L 

03953* 
LOPEZ.  0 

03670 
LOWE.  CF 

03511* 
LOYGUE.  J 

04040 
LUCCHINI.  A 

03464* 
LUCCHINI.  HA 

03461* 
LUCtAK.  H 

04131 
LUt2  OE  PINHO.  A 

04205* 
LUKE.  CG 

04100 
LUKOHSKI.  E 


■^  0»7a»* 

LULLU.  AV 

03711 
LUPORINI.    G 

03649 
LUTZ.    JE 

03956 
LYNCH.    G 

03901 

HABUCHI.    Y 

03524 
HACARTHUR.     A 

03742 
MACMAHON.    A 

03871 
NACMAHON.  M 

03866* 
MAOOEN.  JL 

03897 
HADOOCK.  C 

04116 
MAGALOI.  P 

03665 
HAGALHAES.  JP 

03958 
MAGRASSI.  F 

03942   03943 
MAGYAR.  I 

03591 
HAHLER.  JF 

03981 


MAHLUN.  00 

03578 
MAHOUOEAU.  D 

04161 
MAINOLI.  S 

03934 
MA  I  SON.  E 

03832 
MAJEHSKI.    C 
03575      03576      03577      04248 
04249 
MAKI.    T 
04052* 
MAL'TSEVA.    GV 

03662 
MALLET-GUY,    P 

03562 
MALLET-GUY.    V 

0  3562 
HALTONI.    C 

03802* 
MAN>KIN.    SN 

03634 
HANASSERO.    J 

04073 
MANDEL.    P 

03584 
MANNESCHI,    P 

04185 
MANTIA,  G 

03561 
MARCHE.  C 

04012 
MARCHITELLl i  H 

03882 
MARCUCCI.  A 

04017 
NARCULESCO.  L 

03617* 
MARGOLIS.  S 

04107 
MARKS.  R 

04191* 
NARLETTINI.  HG 

03465* 
MARQUIS.  NR 

03548* 
MARRANCI.  PL 

04021 
MARSHAK.  RH 

04252 
MARSICO.  G 

04250 
MARStLI.  E 

04088* 
MARSZALEK,  T 

03646 
MARTIN  GUERRA,  H 

04055 
MARTIN  PUJOL.  R 
03949 
—  lifLa^UH,-^ 


04207* 
MARTIN.  EH 

04012 
MARTIN.  F 

03501* 
MARTIN,  JO  JR. 

04009 
MARTULA.  M 

04131 
MARUYAMA,  M 

03614* 
MASJUAN  MARTIN.  L 

03653 
MASSARI  .  N 

03550* 
MATHEWSON.  CW 

04166* 
MATHIAN.  R 

03501* 
MATHISON.  JB 

03585 
MATSUBA.  T 

03675 
MATSUKURA.  S 

04183 
MAT SUMO TO.  S 

03822 
MATSUOKA,  K 

03563 
MATTHES.  M 

04118 


MATTIG,  H 

04176* 
MATTSON,  FH 

03531 
MATUTE,  A 

040  36 
MAUNZ,  DL 

03778 
MAUPIN,  JM 

04002 
HA2ZACCA,  G 

03973* 
MAZZEI,  0 

03649 
HAZZONI.  G 

03740* 
MCCOLL,  I 

04007 
HCCOLLUM,  RW 

04144 
MCCOSKER,  PJ 

03619 
MCCRAW,  EF 

03547* 
MCDONALD,  P 

03983 
MCGONAGLE,  TJ 

03601* 
HCGUIGAN.  JE 

03444* 
MCKENNA,  CM  JR. 

03888 
MCLEAN.  EK 

03448* 
MCNALLY.  EF 

03749 
MCNULTY,  JG 

03712 
MCSHERRY,  CK 

03969* 
MEDINA,  F 

03648   03649   ( 
MEDINA,  LA 

03464* 
MEDINA,  LLA 

03461* 
MEEROFF,  M 

03996 
MELCHIONOA,  N 

03465* 
MELIKHOVA,  OP 

04228 
MELINOVA.  L 

03847 
MELON.  J 

03456* 
MENARGUEZ.  L 

03765 
MENOELOFF,  AI 

04044* 
MENOOZA,  Ce  JR. 

03  890  . 

MENGUY,  R 

03702 
MENILLET,  C 

03570 
MENON,  IS 

03473 
MEONl ,  GC 

03559 
MERCANTE.  G 

04030 
MERCER,  JL 

03742 
MERKOM,  LP 

03452* 
MERLI,  E 

04250 
MESSMER,  K 

03600*  03603* 
MESZAROS,  IF 

03902 
MEYER,  P 

04016 
HEZICK,  JA 

03487* 
MICHEL,  JR 

04115 
MICHEL,  L 

03876 
MIESCHER,  PA 

03590 
MIKAMI,  K 
03914 


MIKHAILQV,  ML 

03817 
MIKI,  M 

04183 
MtKOSCH,  H 

03869* 
MIKULOWSKI,  W 

04260 
MIIANI,  F 

03733* 
MILAZZO,  F 

03648 
MILLER,  OB 

04037 
MILLER,  FE 

04011 
MILLMAN,  I 

03468* 
MILNES,  RF 

03818 
MILVIO,  C 

03934 
MITJAVILA,  S 

03595* 
MITSUI,  K 

03926* 
MITUS,  A 

04116 
MIURA,  Y 

03540* 
MIYAR  GONZALEZ-OVIEOO, 

03761 
MIYASAKA,  S 

03858 
MIYOSHI,  S 

04165 
MIZUNO,  Y 

03926* 
MOAUKO,  L 

03492 
MOELLER,  HC 

03499 
MOLDOVANU-TATOMIR,  A 

03674 
MOLFINO,  F 

03604*  04190* 
MOLIMARD,  R 

03570 
MOLINS   BENEDETTI,    M 

03811   03949 
MOLNAR,  JJ 

04066* 
NOMOLI,  G 

03625 
MON,  A 
03850 
MONEREO,  J 

04032 
MONGES,  H 

03500 
MONK,  M 


I 


HONOSI,  M 

03731* 
MONOSI,  V 

04017 
MONROY,  A 

04036 
MONTJAR,  MJ 

03539* 
MONTOH,  E 

04257 
MONTOTO  eSTEVEZ,  F 

03883 
MOONEY,  CS 

03514* 
MOREL,  CJ 

0  3496* 
MOREL,  CJL 

03599* 
MORENO  GONZALEZ-BUENO,  C 

03767 
MORETTl,  G 

03671 
MORI,  H 

03515* 
MORI.  K 

03808   03857 
MORIGA,  M 

03462*  03463*  03503* 
MORIN,  RJ 

03447* 
MORIYAMA,  Y 

03565 


i 


I 


lOKONI,     H 

036*8       03669 

lOROHITZ.     OA 

03  T*  3 

OSELEV,    RV 

03753 

lOSTeCKY,    H 

03847 

OTTA,    G 

04114 

lOULEOOUX.    AM 

03585 

lOUSSEAUt    M 

03763 

lULLER-KLUGE,     M 

04078 

UNIZ    GONZALEZ.    J 

04023 

URASHIGE.    V 

03926* 

URAT,    J 

04233 

lUSHINA.    LN 

03681 

USSINI.    J 

03882 

lUT  I  .     R 

03457* 

lAGAI,    N 
03885 
lAGESE,     T 
03696 
lAHAS,     P 
04013 
lAHUM,     H 
04181 
lAITO,     Y 
03715 
lAKAOA,     K 
03696 

lANNELLI.    U 
04187 
lANTE.    L 
03748      03955 
lAPALKOV.    PN 
03770 
lARUSE,    S 
03911 
lASTA,    G 
03574 
lATERO.    R 
03836 

lAVEIRO.    J  J 
03496<:< 

lAZARENKO.     IG 
03781 
lEALE,    RJ 
03485* 
lEGRI.    $ 
03550*    03555* 

I6CS0N,   ■&*< 

03638 

lEHHAUSER.    GH 
04079* 

lERENBERG.    ST 
03615* 
lERI.    A 

04082*    04084* 
lETTER.    KJ 
03583 
lEUKOMM,    S 
03455* 
NICHOLS,    R 
03700 

tlCOLAS.    JP 
03523 

IIELSEN.    AA 
0409  2* 
4tELSEN,    J 
03971* 
tlKITIUK,    NM 
03697 
4aiUS.    R 
03690 
41L$0N.    «E 
03658 
US5EN,    R 
03769 
tllXON.    HH 
03991 

^NOCHIRl,  E 
04194* 


NOE.  T 

04118 
NOGUERAS.  CA 

03853 
NOR  I  TOM  I,  S 

03484* 
NOUStAS.  M 

03807 
NOVAIS,  TB 

03788 
NOVELL  I.  GP 

03605 
NOVIKOVA,  SV 

03476 
NUHATA.  T 

03804 
NUZHOIN.  NI 

04126 
NYHOLM,  K 

03974* 
NYSSEN,  M 

03688 

O'DAY,  DM 

04156* 
O'HEGARTY,  MT 

03467* 
O'LEARY.  JA 

04019 
OBANOO.  R 

04217 
OBERHELHAN.  HA  JR. 

03695 
OCARIZ.  JH 

03764 
OCHI,  Y 

03858 
OCHSENFAHRT,  H 

03460* 
OOASHIMA,  S 

03567 
OOIEVRE,  M 

03720   03966 
OGAWA.  Y 

04165 
OHLMS.  MT 

03863* 
OHNISHI,  T 

03911 
OHTA.  A 

03857 
OIKAWA.  Y 

03932 
OKAOA.  M 

034  72 
OKIMURA,    T 

03790 
OLAUSSEN,    T 

04178 
OLiVARES,    A 

04036 
-PLSONt—M^ 


OVCHINNIKOV,  VI 

03681 
OVERHOLT,  6F 

03510* 
OWEN.  GM 

03490* 

PACESCA,  E 

03921* 
PACINI.  N 

03558 
PAGNI.  E 

03605 
PAINTER,  MW 

04182 
PAMEft.  T 

03515* 
PANECKAi  A 

04237 
PANNUTI.  P 

04258 
PAOLAGGI.  JA 

04012   04103 
PAPAOAKIS.  L 

04010 
PAPAHIKHAIL.  t 

03792 
PAPAZOGLOU.  0 

039Se 
PAPPALEPORE.  C 

040  34 
PAPPALEPORE,  N 

04034 
PAROO.  M 

03452* 
PARKS,  JP 

03863* 
PARONETTO.  F 

04080* 
PARRA.  S 

03764 
PARTURIER-ALBOT,    H 

03647 
PASCARELLA,    P 

04094* 
PASSERI.    M 

03556* 
PATARO.    A 

03882 
PATARO.    AH 

03665 
PATARO.    R 

03665 
PATERSON,    WG 

03894 
PATTERSON,    MK 

03592 
PAWLICKA,    L 

03732* 
PAYNE,    WS 

03779      03780 
-PEACHfcY,    at 


loe. 


PETITE,  JP 

04155* 
PETRIOIS,  PA 

03874 
PETTERSSON.  S 

03798* 
PFISTER.  UH 

03626 
PHELPS.  E 

03728 
Pl-FIGUERAS,  J 

03948 
PICKETT.  LK 

03449* 
PIECHAUD,  D 

04226 
PIERA  MAS-SAROA,  J 

03905 
PIERCE.  JW 

04200* 
PIETRANERA.  P 

03556* 
PIKKABAINEN.    P 

03471 
PIPPI.    L 

04135* 
PIRANt.  A 

03605 
PIRTKIEN,  R 

03626 
PLATZER.  S 

04172* 
PLAYFAIR,  JHL 

03590 
PLAYOUST,  MR 

03479* 
PLEWINSKI.  J 

04213 
POCHACZEVSKY,  R 

04010 
POOWINSKI,  A 

04028 
POGOJEFF,  G 

03615* 
POINT,  W 

04236 
POINTARD.  L 

03593 
POLLAN  REV.  M 

03883 
POLONOVSKI.  J 

03553* 
POMAKOV,  P 

03710 
POPESCO,  E 

03495 
POPESCO.  N 

03495 
POPOVA,  ZP 

03684 
POPOV IC I.  G 
03892 


03542* 
OLSON.  RO 

03970* 
OLSSON.  0 

03659 
OMATA.  S 

03566 
OMORI.  K 

04090* 
ONISHI.  H 

04063 
ORDONEZ  ACUNA.  A 

04184 
ORLOFF,  MJ 

03508* 
ORR.  GR 

03592 
ORR.  KB 

04000 
ORT.  J 

03847 
ORTIZ.  R 

04022 
OSUHI,  K 

04018 
OTTENJANN.  R 

03644   03645 
OTTILIO  MACHAOO.  J 

04205* 
OTTOLENGHI.  C 

03546* 


04200* 
PEARSON,  J6 

03694 
PEARSON,  SC 

03797* 
PEORO-SOLE.  L 

03676 
PELIKAN.  V 

03616* 
PELLERIN,  0 

04235 
PELTOKALLIO,  P 

03893 
PEQUIGNOT.  H 

04155* 
PEOUIN.  L 

03554* 
PERAINO,  C 

03549* 
PERETTI,  S 

03802* 
PEREZ  BRACAMONTE.  R 

03768 
PERRINO.  G 

03527*  03529* 
PETERS.  H 

03644 
PETERSON.  MJ 

03547* 
PETERSON.  RE 

03532* 


POPPER,  H 

040  80* 
PORTA,  J 

04016 
PORTNOY,  8 

04149 
POSER,  M 

04119 
POST,  RM 

04163 
POSTELI.  T 

03618* 
POTET,  F 

04207* 
POTGIETER,  GM 

04261 
POTH,  EJ 

03928* 
POULLIS,  A 

03807 
PRADEL,  E 

03698 
PRAKASH,  0 

04201* 
PRATT.  JH 

04019 
PREAUX,  AM 

03593 
PRICE,  LA 

03445* 
PROCACCI,  P 

03557 


••ROCACCIAt    S 

01»50*  03595* 
PROHASKA.  JV 

04033 
PRONASZKO-RZEPECKA.     I 

0*175* 
PROVE.    C 

0*2*3 
PULETTI.    EJ 

03*99 
PUTTI.    C 

03623 

QUACK ENBUSH.    FU 

03587 
OUILANTAN    A.    R 

0*1S8 
OUIRIM-STRICKER.    C 

0358* 

RABKIN,     IKH 

03686 
RAFFI.    GB 

03613* 
RAIBAUO.    P 

03606      03607 
KAIL.    6A 

0*16* 
RAIMA.    NCR 

03*71 
RAJU.    USN 

03930 
RAHACHANDRAN.    K 

0*20 l» 
RAMIREZ    OE    ARELLANO.    6 

0*251 
RAMOS.    P 

03785 
RANDALL.  HT 

03756   0390* 
RANDONE.  PB 

03875 
RANKIN.  JG 

0*156* 
RANNIGER.  K 

03701      03702 
RAO.    KS 

03930 
RAPINO.    P 

03905* 
RASHUSSEN.    KL 

03621 
RAUBER.    6 

0*229 
RECHTSCHAFFEN 

0*215 
RECIO.    A 

03589 
REILLY.  J 

0*25* 
REINHOLO.  R6 


-.  oaia.7  ~. — — — 

REIZENSTEIN.    P 

03801* 
RENOA.    F 

03551* 
RESTREPO  G.  JE 

03831 
REUBER.    NO 

0*159 
REULEN,    HJ 

03603* 
REYES    NOTA.    A 

03787 
REYMOND.    JC 

0*2** 
REZZONICO.    A 

0*087* 
RIBERI.    A 

038*8 
RIDER.    JA 

03*99 
RIDLEY.    HA 

03513* 
RIDLEY.    PT 

03507* 
RIESCO,    J 

03670 
RIGOLOSI.    RS 

03981 
RINGRCSE.    RE 

03962* 
RITCHIE.    LS 

0*263 


RIVERA  DE  SALA.  A 

0*251 
ROCCA.  E 

0*128 
ROCCHI.  V 

0*15** 
ROCHET,  H 

0*206* 
ROCKERBIE.  RA 

03621 

RODA,  E 

03618* 

ROOES.  J 

03612* 
ROOGERS.  HM 

03735* 
ROORIGUES  OA  CUNHA,  MA 

03677 
ROORIGUES  DA  SILVA,  J 

03879 
RODRIGUEZ  GOMES.  J 

0*205* 
RODRIGUEZ  MARTIN.  JA 

038*3 
ROORIGUEZ-MOLINA,  R 

0*251 
RODRIGUEZ.  M 

0*080* 
ROGNQNI.  F 

03569   03571   03572 
RDJKINO.  H 

03589 
ROMANELLI.  R 

03750 
RONSKY.  R 

03678 
ROSANO.  V 

03*59* 
ROSCH.  J 

0*177* 
ROSEN.  H 

03508* 
ROSENGREN,  K 

0*096 
ROSICA.    V 

03608* 
ROSSI.    L 

03551* 
ROSSO.  PA 

03729* 
ROSSOTTO.  P 

0*11* 
ROUSSELOT.  J 

03560 
ROVATI.  AL 

03520   03939   039*0 
ROY.  AC 
03597* 
ROY.  CC 
03*82* 
ROZENSHTRAUKH.  LS 
M68* 


RUBENS.  J 

03879 
RUBINO.  F 

0*139* 
RUOWAL.  TC 

03929 
RUEBNER.  BH 

0*093* 
RUEFF.  FL 

03810 
RUGGIERO.    G 

03650 
RUMMEL.    M 

03*9* 
RUSCA.    JA 

0*209* 
RYCHLIK.    Z 

03913 

SABSAI.    BI 

03632 
SADOWSKI.    P 

03959* 
SAITOH.    Y 

0*052* 
SAKAMOTO.    M 

03885 
SAKURAI.  K 

035*1* 
SALAS    M,   rt 

0*113 


SALAZAR    DE    SOUSA.    J 

03719 
SALDINO.    RH 

03701 
SALOUCCI.    J 

03500 
SALEM.    SN 

0*029 
SALEM6IER.    Y 

0*067* 
SALLERAS.    V 

03906 
SALOMONE.    T 

03*65* 
SALVAOfc.    P 

0*088* 
SALVADOR  I.    B 

0*00* 
SALVIONI.    GF 

03936 
SAMLOFF,  IM 

03961* 
SAMMONS.  8P 

03637 
SANDER.  CH 

0*008 
SANDERS.  08 

03925* 
SANOONA.  PB 

0*15** 
SANGUINETTl.  FA 

03600* 
SANTAGATI.  V 

03909 
SANTAHBHOGIO.  C 

03550*  03555* 
SANTANGELQ.  H 

038*3 
SANTIZO-LEPE.  G 

03876 
SANTORO.  A 

0*026 
SANTORO.  E 

03568 
SANTULLl.  TV 

03703 
SANZ  JIMENEZ.  M 

03730* 
SARAYA,  AK 

0*201* 
SARRIAS  BATISTA,  A 

0*055 
SASAKI.  H 

03706 
SASAKI.    S 

0*223      0*22* 
SATO.    T 
0*052* 
SATTERLEE.    W 

037*3 
SAUVE6RAIN.    J 
V^tAa 


SAVQSHCHENKO,  IS 

0*228 
SAWYERS.  JL 

03887 
SAXL.  0 

03878 
SCALFARI,  A 

0*128 
SCALFI,  A 

03836 
SCALISE.  G 

0*135* 
SCARLETT.  G 

03900 
SCHADE.  SG 

03*93* 
SCHAFFNER.  F 

0*080* 
SCHALM.  L 

0*098 
SCHENK.  EA 

03961* 
SCHINDLER.  R 

03813 
SCHLEISSNER.  LA 

0*1*9 
SCHLICKE,  CP 

03877 
SCHNACK.  H 

0371*   03716   0*086* 
SCHNEIDER.  IJ 

0*066* 


SCHNUR.    PL 

0*208* 
SCHOFIELD,    JO 

03*5** 
SCHOFIELD,    PF 

0*0*7 
SCHONBERGER.    T 

O*202» 
SCHOTTENFELO,    D 

0*195* 
SCHRAMM,    H 

03917* 
SCHREIBER.  Htt 

0*157 
SCHREINER,  GE 

03981 
SCHWARTZ.  R 

0*2*6 
SCIACCA,  A 

0*082*  0*08** 
SCIASCIA,  R 

03623 
SCOBIE.  BA 

03937 
SCOTT,  HW  JR. 

03887 
SCOTT,  PR 

03919* 
SEASSARO,  E 

0*256 
SEBASTIANI.  A 

03960* 
SECCHI.  GC 

0*087* 
SELF.  TH 

0*202* 
SELLA.  0 

0*257 
SEREBRO,  HA 

03601* 
SERKATY,  F 

0355** 
SERVONNAT 

037*6 
SEYBOLO,  G 

03626 
SFOUNGARIS,  C 

03988 
SHAPIRA,  0 

0*066* 
SHAPOSHNIKOV,  lOG 

03689 
SHAPOVAL'IANTS.  GG 

03663 
SHARP.  HL 

0*158 
SHATS,  VIA 

03679 
SHEEHY.  TW 

03899 
SHEINBAUM,  A 

CL3A*Z£ 

SHERLOCK,    S 

0*1*1 
SHIKATA,    T 

03762 
3HIMIZU.  M 

03762 
SHINDO.  K 

03806 
SHINKAI,  K 

0*090* 
SHIROTA,  A 

0*183 
SHISA,  H 

0  3911 
SHNEIOERIS.  MB 

03680 
SHN1GER.  NU 

03660 
SHOJI.  H 

0356* 
SHOPFNER.  CE 

0*20** 
SHULMAN.  NR 

0*13** 
SIEGEL.  CI 

0*0*** 
SIEGFRIED,  CM 

03691 
SIFFERT,  G  JR. 

03758 
SILVA  R,  L 
03682 


iivi,  s 

)4205» 
[LVARt  RL 
)3461* 
ILVESTRI.  E 
)3458» 

[MBIRTSEVA.  LP 
)3679 

INORAM,  EOA 
)362  0   04098 
[TKOWSKI.  W 
)*175* 

(OWRONSKA,  I 
)354  3* 

.EISENGER.  HH 
)3532*  03967 
.ESH,  HI 
)3514* 

<AJKIEWICZ.    L 
)*064 

4ALTIN0,     F 
)3978»    03989 
tARTH.     G 
)396l* 

IIETANSKA.    Z 
»35<.3» 
ttRNOVt    VF 
)4006 
UTH,     KO 

UTH.    VM 

13636 

lYOER.    R 

)3579 

(VDER.    WH 

)*167* 

KCORSI,    P 

14082*    04084* 

JLANKE,    TF 

)3614* 

ILIHAN,    L 

14089* 

ILIS,    F 

)3670 

)LOMON,    ja 

I38L4 

ILTYSIAK.    A 

13849      03851 

)MEYA,    N 

13614* 

)PER,    RT 

14011 

IRET,    JV 

(4002 

)SIN,    H 

14225 

'ATH,    F 

)4171* 

'EER.    RJ 

13535* 

•ELLBERG,    MA 

)*10«!     —  —  — 


'ICER,    SS 

)3466* 

>RINZ.    H 

)34a0* 

i AON  IK,    J 

14028 

^AEFFEN,     J 

)367l 

rAGE.    P 

)3865* 

rAIB.     I 

)3868*   03869* 

rALLONE.    RJ 

)4166* 

rAHH.    N8 

)3544* 

fANFORD.    M 

)4092* 

rATE.    0 

)4066* 

FEBNER,     FC 

)3700      03708 

rECKEL.    RJ 

)4177* 

FEMMER,    EA 

)3797» 

rEMPIEN,    R 

34214 

rEMPIEN,    SJ 

33717 

'ENING.    GF 

33526* 


STEPHENS.    RV 

03904 
STEVEN,    FS 

03454* 
STOJIC,    B 

03933 
STRALIN.    H 

03552* 
STRAT,    C 

03495 
STREDA,  M 

04152* 
STROMBERG,  LR 

03480* 
STRUNSKAIA,  MS 

03852 
STUTZMAN,  E 

04112 
SU.  CK 

03962* 
SUGJMURA,  T 

03563 
SUGIURA,  M 

03723 
SUN.  DCH 

03466* 
SUSSMAN.  L 

04097 
SUTCLIFFE,  J 

03772 
SYMMONOS.  RE 

04019   04208* 
SZABO,  LE 

03741 
SZAOKOWSKI.  A 

04174* 
SZKLANNY.  J 

03987 
SZTURM-RUBENSTEN,  S 

04226 
SZULC.  H 

04248   04249 
SZYMANOMSKI,  J 

04175* 

TABARRONI  >  F 

03505* 
TAB  ONE.  E 

C4114 
TACHISAMA.  S 

03885 
TAKAFUJI.  T 

03885 
TAKAGI,  K 

03927* 
TAKAGI.  T 

03723 
TAKANAKA.  A 

03564 
TAKANE,  J 

04245 
-TAKiUCHt,  t 


03860 
TAMAKl,  H 

03822 
TAMBORINI.  G 

03916* 
TANDON,  BN 

04201* 
TANIGUCHI.  H 

03472 
TANK,  ES 

03738* 
TANNER.  NC 

03754   03830   04199* 
TAO,  S 

04186 
TAP  I A  ACUNA,  R 

03786 
TARNAHSKI,  A 

03968 
TATAY   ROMERO,    DJ 

03651 
TATE  I  SHI,    R 

03472 
TAYLOR,    AN 

03598 
TEFFT,    M 

04116 
TEIXEIRA,  0 

03677 
TEIXIOOR  DE  OTTO,  J 

03912 


TENCONI.  L 

03550*  03555* 
TENNEY,  VA 

04189* 
TEOFILI,  MT 

04094* 
TERA  BUENO.  M 

03652 
TERASAKI,  T 

03822   03914 
TERES.  J 

03612* 
TESTA,  HF 

03722 
TESTA,  M 

04084* 
THIERY,  JP 

04207* 
THOMKINS.  RK 

03487* 
THOMPSON,  AG 

03508* 
THOMPSON,  JB 

03962* 
THOMPSON,  JC 

04079* 
THOMPSON,  JG 

03508* 
THOMPSON,  MR 

03904 
TICHY.  J 

03876 
TINACCI.  F 

03582 
TINOEL.  S 

04066* 
TINOCO  OE  CARVALHO,  H 

03879 
TISHECHKINA.  VA 

03643 
TISON.  MJ 

03585   03586 
TIURIN,  lUI 

03664 
TOCCI,  C 

04035 
TOLOT.  P 

04031 
TOMASZEWSKA,  L 

04214 
TONDO,  M 

04062 
TONELLI.  M 

03556* 
TOPOREK,  M 

03533* 
TORRANCE,  HB 

03722   03815 
TORRES,  A 

04099 
TORRES.  L 

— oa«*o 


TOULOUKIAN.  RJ 

03880 
TOUP.AINE,  R 

04206* 
TOUSSAINT  ARAGON.  E 

04179 
TOVEY,  FI 

03924* 
TOVIA  ARRIOJA,  F 

04255 
TRABELSl,  C 

03523 
TRAEGER,  J 

03965 
TRAETTA,  T 

03559 
TRAKATELUS,  AC 

03539* 
TRUJILLO,  NP 

03640   03673 
TRUSWELL.  AS 

04109 
TUCCI.  G 

04094* 
TUEGEL.  C 

03507* 
TOMEN,  HJ 

04140 
TUMPSON,  08 

03509* 
TURCOTTE,  JG 

03738* 


TURIN,  U 

03536* 
TURNBULL,  RB 

04047 
TURSINI,  E 

04120 
TZURAI,  I 

03892 

UCHIOA.  K 

03790 
UGAZIO.  G 

03536* 
UNAL.  0 

03881 
UPSHER.  M 

03695 
URBANt  E 

03814 
UVA,  F 

03497* 
UZUKI,  F 

03579 

VAILLAUD,  JC 

04073 
VAKHIDOV.  VV 

03751 
VALENCIA-PARPARCEN,  J 

03654   03709 
VALENTE,  U 

03749 
VALENTINIS.  G 

04004 
VALLEJO  RUIZ,  JL 

03944 
VAN  MEIRVENNE,  N 

04133 
VAN  PELT,  MW 

03816 
VAN  SAN  TEN.  E 

03824 
VANET,  A 

04014 
VANTSIAN,  EN 

03646   03771 
VARANETSKA5,  IP 

03680 
VARELA  NUNEZ.  R 

03898 
VASCONCELLOS.  0 

03788   03819 
VASCONCELOS,  E 

04013 
VAUGHANg  EO  JR. 

03887 
VAUZELLE,  J 

04206* 
VAWTER.  GF 

04116 
VECCHI.  L 
0IS7fc   0*09411 


VECCHIONI,  R 

03527*  03529* 
VEGA   RIZO  PATRON,  L 

04153* 
VELAZQUEZ,  T 

04188 
VENUTt,  VM 

03568 
VERBEUSTEL,  S 

03516*  03517* 
VEROUX,  G 

03610* 
VEZZAOINI,  P 

03465*  03870* 
VIOART,  L 

04246 
VIGUtE,  R 

04239 
VILIAVIN.  GO 

03634 
VILLAGRAN,    A 

04003 
VILLAR-VALOES,    H 

03508* 
VILLEE,    CA 

03548* 
VILOTTE,    J 

03699 
VINOGRADOV.    VV 

03683 
VISHNEVSKIJ    AA 

03993 


VISSETt  J 

03763 
VITSKY,  B 

0*195» 
VOtOSHCHUK.  0* 

04123 
VOLPENHEIN.  RA 

03931 
VOLTERRANI.  F 

03733* 
VOLTOLINI,  G 

03623 
VON  QLOERSHAUSEN.  HE 

04102 
VORBROOT.  A 

03475 
VOROB'IEV.  VV 

03672 
VRUBtOVSKY,    P 

03616* 

MALOERt    ON 

03478* 
HALONANN.    TA 

03463 
MALDRON.  RL 

03530* 
HALOSCHNIDT.    J 

03841 
WALKER.    BO 

03888 
WALLACE.    OK 

03899 
WALLIN.    VW 

03T38* 
WANNER.    K 

03603* 
MARSHAM.    AL 

0  3963 
WASSERHAN.  RH 

03598 
MATANABE.  M 

03567 
MATSON.    A 

03722   03815 
WATSON.  OW 

04046 
WATTS.  JS 

04254 
WEAVER.  OS 

03747 
WEBER.  AP 

03620 
WEBER.  6 

03544* 
WECHSLER.  RL 

03941 
WEINBERGOVA.  0 

03616* 
WEINHQUSE.  S 
03538* 


}..     MSIWRgiSM.  J 

04157 
WEINRI6.  n 

03932 
WEISS.  AG 

03876 
WEISZ.  R 

03729* 
WEITZMAN.  S 

03996 
WELIN.  S 

0398|6 
WELLS.    A 

03579 
WELSH.    JO 

03962* 
WERHENSKI.    K 

0417  5* 
WESER.    E 

03967 
WESTERHOLM.  P 

03754   04199* 
WEWALKA.  F 

04086* 
WIEBECKE.  B 

04212 
WtEOERMANN.  G 

03714 
WILKINSON.  P 

04156* 
4ILKSt  AE 

04069* 


WILLEMS.  G 

03517* 
WILLIAMS.  RO 

03863*  04169* 
WILLIAHS.  TJ 

04208* 
WILLIAMSON.  JR 

03542* 
WILLIX.  R 

04051* 
WILSON,  D 

03530* 
WILSON,  HTH 

04043* 
WINNE,  0 

03460* 
WINSLOW,  PR 

03907 
WIR6A.  I 

04248   04249 
WISEMAN.  6 

03485* 
WITTE,  CL 

04160 
WITTE.  MH 

04160 
WOLF.  8S 

04252 
WOLFF,  H 

03791 
WOLFF.  R 

03523 
WOLLOWICK,  HE 

03530* 
WOLOWICKA,  L 

04248   04249 
WOOLEY,  MM 

04167* 
WORNING,  H 

03453* 
WOOSSEN-COLLE,    MC 

03516*   03517* 
WRENN,    EL    JR. 

04238 
WRIGHT.    NL 

04085* 
WSZOLEK.    B 

03575 
WSZOLEK.    BJ 

03576      03577 
WURNIG.    P 

03776 
WYCHULIS.    AR 
03779      03780 

XANTHAKOS.    0 
03796* 

YAHAGI.    H 

04223      04224 
YAMAGATA.    N 

OagflS      03»nt 

YAMAGATA.    S 


O3705 
YAMAGIWA.    H 

03860      04063 
VAMAOKA.    Y 
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PREFACE 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  a  publication  of  the  National  Institute  of 
Arthritis  and  MetaboUc  Diseases.    This  specialized  information  medium  has  been  initiated  to  fill  an  existmg 
great  need  in  the  field  of  gastroenterology  and  to  assist  the  Institute  in  meeting  its  obligations  to  foster 
and  support  laboratory  and  clinical  research  into  the  nature,  causes,  and  th^^JPy  °f  ^jf  ^^^^^^  the  gas  ro- 
intestin^  tract.     Publication  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  makes  available 
citations  of  all  current  papers  relevant  to  this  field  from  medical  journals  published  throughout  the  world. 
Approximately  one-third  of  the  citations  dealing  with  the  major  aspects  of  gastroenterology  has  accompanying 
abstracts. 

The  issuing  of  GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  under  the  auspices  of  the  National 
Institute  of  Arthritis  and  MetaboUc  Diseases  will  provide  a  much  needed  current  awareness  tool  to  scientists 
and  will  facilitate  greater  integration  of  research  and  clinical  efforts  in  this  field.    The  number  and  great 
diversity  of  publications  in  the  area  of  gastroenterology  makes  it  imperative  that  an  appropriate  service  be 
available  to  investigators  and  practitioners  so  that  they  may  be  apprised  of  progress  with  a  mmunum  of 
delay     Our  aim  is  to  provide  the  readers  with  a  readily  systematized  compilation  of  current  published  work. 
The  publication  will  provide  the  greatest  usefulness  if  these  interested  investigators  will  contribute  their  ideas 
and  comments  for  consideration  whenever  possible. 

GASTROENTEROLOGY  ABSTRACTS  and  CITATIONS  is  published  monthly  and  includes  citations  and 
abstracts  fiom  the  biomedical  world  literature  as  they  are  currently  received.    In  addition,  yearly  cumulated 
subject  and  author  indexes  are  pubUshed. 

This  pubUcation  is  available  fiee  to  National  Institutes  of  Health  grantees  and  contractors  working  in  the 
field  of  gastroenterology  and  libraries  of  medical  schools.    Requests  from  these  qualified  mdividuals  to 
receive  free  copies  of  this  publication  must  include  their  grant  or  contract  number  and  the  title  of  their 
project.    These  requests  as  well  as  address  changes  and  other  communications  should  be  addressed  to: 

Scientific  Communications  Office 

Gastroenterology  Abstracts  and  Citations 

National  Institute  of  Arthritis  and  Metabolic  Diseases 

National  Institutes  of  Health 

Bethesda,  Maryland  20014 

Other  individuals  and  libraries  may  receive  this  publication  by  subscribing  directly  to  the  Superintendent  of 
Documents,  U.S.  Govermnent  Printing  Office,  Washington,  D.C.  20402.    Subscription  price  per  year  in  the 
United  Staies,  Canada,  and  Mexico,  $16.00;  foreign,  $4.00  additional;  and  $1.25  for  a  smgle  copy.    Payment 
is  required  in  advance,  and  check  or  money  order  should  be  made  payable  to  the  Supermtendent  of 
Documents. 
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PRECLINICAL  SCIENCES 
MORPHOLOGY,  CELLULAR  STRUCTURE  AND  HISTOCHEMISTRY 


4265  Mg2+-INDUCED  SHRINKAGE  IN  MITOCHON- 
DRIA ISOLATED  FROM  YOSHIDA  ASCITES 

HEPATOMA.  (E.)  Feo,  F.  (Inst.  Gen.  PathoL,  U.  Turin,  Italy). 
Life  Sci  8(12):663-670,  1969. 

Mg2+  ions  induced  water  extrusion  (shrinkage)  paralleled  by 
the  bivalent  cation  uptake  in  metabolizing  mitochondria,  in 
this  study  using  mitochondria  from  rat  liver  and  from  AH-130 
Yoshida  ascites  hepatoma.    In  the  absence  of  metabolism  rela- 
tively large  amounts  of  Mg2+  were  taken  up,  independent  of 
the  existence  of  a  swollen  state.    In  swollen  mitochondria  the 
bivalent  cation  induced  shrinkage.    After  long-term  incubation 
mitochondria  isolated  from  tumor  cells  took  up,  in  the  absence 
of  metabolism,  about  50%  of  the  Mg2+  taken  up  in  the  unin- 
hibited state,  independent  of  the  presence  of  digitonin.    Of  this 
uptake  47.5%  was  released  by  washing.    In  the  presence  of  an 
excess  of  EDTA  smaU  quantities  of  Mg2+  were  still  found  in 
washed  mitochondria. 

4266  ULTRASTRUCTURE  OF  BRUNNER'S  GLAND 
CELLS  OF  THE  DOG.    AN  ELECTRON  MICRO- 
SCOPIC STUDY  OF  THE  CELLULAR  FORMS  AND  ORGANI- 
ZATION IN  REFED,  CHOLINERGICALLY  STIMULATED 
AND  FASTED  ANIMALS.    (E.j    Vaissalo,  V.  T.  (Lab.  Electron 
Microscopy,  U.  Turku,  Finland).   Scand  J  Gastroent  4(Suppl.  2): 
1-90,  1969. 

The  ultrastructure  of  the  duodenal  or  Brunner's  gland  cells 
was  studied  in  10  adult  male  dogs  after  feeding,  after  choliner- 
»ic  stimulation  by  cholinesterase  inhibitor  substance,  physo- 
stigmine,  and  after  4  days'  starvation.    In  the  canine  Brunner's 
^ds  there  are  3  main  forms  of  cells:    a  dense  cell  with  a 
round  nucleus,  a  dense  cell  with  a  lobulated  nucleus,  (both  of 
these  are  nonsecretory),  and  a  light  secretory  cell.    Morpho- 
logical transition  forms  exist  between  these  cell  types.   The 
lense  cells  total  5%  of  the  cells  observed.    The  dense  form 
ivith  a  round  nucleus  has  disintergrating  structural  features 
indicating  an  exhaustive  functional  state  while  the  dense  form 
with  a  lobulated  nucleus  has  integrating  structural  features 
indicating  a  restitutive  functional  state.    These  cell  types  to- 
gether with  transitional  forms  make  up  the  resting  phase  in 
»llular  life.    The  light  cells  were  found  to  represent  an  active 
iinctional  phase  in  cellular  life  when  the  glandular  cell  secretes 
»ntinuously  according  to  a  mill  principle  without  alternate 
"illing  and  emptying.    The  cumulative  effect  of  the  organism's 
)wn  acetylcholine  on  Brunner's  gland  cells,  produced  by  the 
ipplication  of  a  cholinesterase  inhibitor,  physostigmine,  was 
Jften  seen  as  enormously  widened  cisterns  of  rough-surfaced 
Jndoplasmic  reticulum  in  the  light  secretory  cells  without  any 
mmediate  structural  effect  on  the  secretion-forming  mechanism 
n  the  Golgi  area.    Stimulation  of  this  kind  had  no  effect  on 
:he  uhrastructure  or  number  of  the  dense,  resting  cells.    Four 
lays'  starvation  had  an  effect  on  the  light  secretory  cells  similar 
0  that  seen  in  the  cholinergically  stimulated  animals,  although 
nuch  less  profound,  i.e.,  there  was  an  enlargement  of  the  cis- 
ernae  of  the  rough-surfaced  endoplasmic  reticulum  of  a  minor 
l^ee  suggesting  a  stimulation  by  the  vagus;  and  in  the  Golgi 
irea  the  structural  parts  were  few  suggesting  diminished  secre- 
tory function.    No  alteration  was  seen  in  the  ultrastructure  or 
lumber  of  the  dense  resting  cells.    The  structural  part  of  the 


organelles  showed  morphological  variations  that  can  be  con- 
nected with  the  chief  events  of  cellular  function,  (i.e.,  ingestion 
of  raw  materials,  synthesis  and  extrusion  of  secretory  products) 
as  well  as  to  integrated  cellular  function.    The  3  functional 
states  of  canine  Brunner's  glands  which  have  been  described  ap- 
parently constitute  a  recurring  cycle,  a  biorhythm  in  cellular 
life  classifiable  in  terms  of  ultrastructural  morphology. 

4267  EXPERIMENTAL  AUTOIMMUNE  GASTRITIS 
IN  THE  RHESUS  MONKEY.  (E.)  Andrada,  J.  A. 

(Sch.  Med.,  State  U.,  New  York,  Buffalo),  N.  R.  Rose  and  E.  C. 
Andrada.    Clin  Exp  Immunol  4(3):  293-310,  1969. 

Three  rhesus  monkeys  were  injected  with  pooled  monkey 
gastric  mucosa  suspension  plus  complete  Freund  adjuvant.    All 
3  animals  developed  organ-specific  autoantibodies  and  delayed 
skin  tests  to  gastric  antigen.    Circulating  antibodies  were  demon- 
strated by  tanned-cell  hemagglutination  using  well-centrifuged, 
heated  gastric  suspension.    In  immunofluorescent  tests,  the  anti- 
bodies localized  primarily  in  the  parietal  cell  cytoplasm.    All 
3  monkeys  showed  histological  evidence  of  multifocal  gastritis 
consisting  of  monocj^e  infiltration  of  the  mucosa  and  atropl^ 
of  neighboring  glands.    AU  other  organs  were  normal.   Control 
monkeys  injected  with  monkey  thyroid,  adrenal,  or  testis  ex- 
tract did  not  show  gastric  changes. 

4268  SOME  OBSERVATIONS  ON  THE  HISTOLOGIC 
AND  SUBSTRUCTURAL  ALTERATIONS  IN 

HEPATIC  CELLS  IN  RATS  FASTED  FOR  24  HOURS.    (It.) 
Zanghi,  M.  (Inst.  Gen.  Clin.  Surg.,  U.  Catania,  Italy),  F. 
Finocchio,  P.  Cultrera  and  P.  Vassallo.    Chir  Pat  Sper  16(1): 
60-70,  1968. 

In  young  Long  Evans  rats,  fasted  for  24  hr,  fragments  of  the 
right  lobe  of  the  liver  were  removed  by  laparotomy  during 
narcosis.    Histologic  and  histoenzymatic  examination  showed 
signs  of  fatty  infiltration  in  the  hepatocytes  and  a  decrease  of 
the  PAS-pos|tive  material  (glycogen).    Electron  microscopy 
showed  dehydration,  a  more  compact  aspect  and  opacity. 
Dehydration  appeared  mainly  in  the  cytoplasm,  rather  than  in 
the  nuclei.    A  remarkable  number  of  mitochondria  with  normal 
structures  were  seen  in  the  dehydrated  hepatic  cells. 

4269  IRRADIATED  HETEROTOPIC  SEGMENTAL 
CANINE  PANCREATIC  ALLOGRAFTS.    (E.) 

Merkel,  F.  K.  (U.  Minnesota  Hosp.,  Minneapolis),  W.  D.  Kelly, 
F.  C.  Goetz  and  J.  Maney.   Surgery  63(2):  291-297,  1968. 

Adult  mongrel  dogs  (35-40  pounds)  were  used  as  donor  and 
recipient.    The  donor  received  500  r  to  the  pancreas  3-7  days 
before  transplantation.    The  recipient  underwent  total  pancre- 
atectomy 5-10  days  before  transplantation,  received  insulin 
daily  as  indicated  by  urine  glucose  tests  and  was  fed  pancreatin 
capsules  to  replace  exocrine  function.    The  immunosuppressive 
agent  was  antilymphocyte  serum  prepared  in  the  horse  against 
dog  lymph  node  cells  and  was  given  daily  s.c.  for  1  week  before 
and  1  week  after  transplantation.    All  animals  received  peni- 
cillin and  Chloromycetin  for  5  days  after  each  operation.    Plasma 
and  whole  blood  were  given  as  necessary.    Segmental  heterotopic 
pancreatic  homotransplants  were  performed  in  15  previously 
pancreatectomized  dogs.    Heterologous  antilymphocyte  seium 
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proved  to  be  an  effective  immunosuppressive  agent  when  used 
alone.  It  did  not  grossly  impair  wound  healing;  however,  four 
dogs  died  from  reactions  to  it.  All  transplants  functioned  initially; 
glucose  tolerance  and  insulin-stimulating  tests  showed  evidence 
of  good  function  for  7  to  42  days.  Survival  time  ranged  from 
5  to  55  days  (average  15.6  days).  The  transplant  was  functioning 
normally  at  the  time  of  death  in  8  dogs  (53%),  and  was  either 
rejected  or  showed  signs  of  being  rejected  at  the  time  of  death 
or  sacrifice  in  7  (47%).   There  was  no  instance  of  thrombosis 
of  the  vessels. 

4270  A  FLUORESCENCE  MICROSCOPIC  STUDY 
OF  BILE  DUCT  PROLIFERATION  INDUCED 

IN  GUINEA  PIGS  BY  a-NAPHTHYL  ISOTHIOCYANATE. 

(E.)    Bhathal,  P.  S.  (Pathol.  Dept.,  U.  Melbourne,  Australia) 
and  G.  S.  Christie.   Lah  Invest  20(5): 480-487,  1969. 

Three  stages  in  the  development  of  the  lesion  were  recognized 
on  using  intravital  fluorescence  microscopy  combined  with 
histologic  methods  to  study  the  increase  of  bile  ductules  in 
livers  of  60  guinea  pigs  fed  a  diet  containing  0.2%  a-naphthyl 
isothiocyanate  (ANIT).    Stage  1  consisted  of  branching  of  the 
interlobular  bile  ducts  and  the  establishment  of  numerous  new 
connections  with  the  limiting  plate.    Stage  2  consisted  of 
ectasia  of  the  canalicular  lumina.   Tubularization  of  the  laminae 
was  accompanied  by  grade  1  modulation  (metaplasia)  of  the 
hepatocytes,  characterized  by  polarization  of  the  organeUes. 
A  further  degree  of  modulation  (grade  2)  was  found  some 
distance  peripheral  to  the  ectasia,  and  this  change,  like  the 
others,  moved  centrally.   Grade  3  modulation  consisted  of 
complete  alteration  of  the  epithelium  to  the  biliary  type  and 
was  accompanied  by  the  development  of  a  connective  tissue 
investment  of  the  tubules.    Stage  3  of  the  lesion  was  a  phase 
of  stabilization.    At  all  stages  the  lumina  of  the  resulting  tu- 
bular structures  and  ductules  were  patent  and  were  in  conti- 
nuity with  the  canahcular  and  interlobular  duct  systems.   The 
increase  of  bile  ductules  induced  by  ANIT  in  guinea  pigs  oc- 
curs mainly  by  tubularization  of  hepatic  laminae  and  modula- 
tion of  hepatocytes,  and  that  mitotic  activity  of  biliary  epi- 
thelium plays  only  a  small  initial  role. 

4271  HEPATOCELLULAR  ADAPTATION  AND  IN- 
JURY:   STRUCTURAL  AND  BIOCHEMICAL 

CHANGES  FOLLOWING  DIELDRIN  AND  METHYL  BUTTER 
YELLOW.   (E.)    Hutterer,  F.  (Mount  Sinai  Sch.  Med.,  City  U. 
New  York,  N.  Y.),  F.  M.  KUon,  A.  Wengraf,  F.  Schaffner  and 
H.  Popper.   Lab  Invest  20(5):455-464,  1969. 

Serial  studies  of  the  prolonged  effects  of  daily  i.p.  injections 
of  dieldrin  on  female  Sprague-Dawley  rats  indicate  3  stages  of 
response.   The  1st  stage,  that  of  induction,  is  characterized  by 
an  increase  in  Uver  weight,  in  microsomal  protein,  smooth  en- 
doplasmic reticulum,  in  the  activity  of  aniline  hydroxylase  and 
p-nitroreductase,  and  the  concentration  of  P-450  hemoprotein. 
During  the  2nd  stage,  a  "steady  state",  elevated  levels  are  main- 
tained and  tolerance  to  otiierv/ise  fatal  doses  of  dieldrin  pre- 
vails.   In  the  3rd  stage,  that  of  decompensation,  the  elevated 
levels  are  maintained  except  for  the  activity  of  the  drug-hand- 
ling enzymes,  which  decreases.   The  smooth  endoplasmic  reti- 
culum in  this  last  stage  consisted  of  packed  tubules.   This 
hypoactive,  hypertrophic,  smooth  endoplasmic  reticulum  is 
accompanied  by  biochemical  and  morphologic  alterations  of 


mitochondria.   Administration  of  3  -methyl-4-dimethylamino- 
azobenzene  results  in  a  short  period  of  induction  followed  by 
rapid  decompensation  without  significant  "steady  state".   The 
hypoactive,  hypertrophic,  smooth  endoplasmic  reticulum,  whic 
may  develop  before  light  microscopic  alteration  of  the  hepato- 
cytes occurs,  may  reflect  the  border  between  adaptation  (no 
adverse  effect  level)  and  toxicity,  which  may  be  useful  in  toxi- 
cologic consideration. 

4272  INFECTIOUS  CANINE  HEPATITIS:    A  VIRO- 
LOGIC  AND  ULTRASTRUCTURAL  STUDY. 

(E.)    Givan,  K.  F.  (Dept.  Pathol.  &  Anat.,  U.  Toronto,  Canada 
and  A.-M.  Jezequel.   Lab  Invest  20(1):  36-45,  1969. 

Young  dogs  inoculated  i.p.  with  a  virulent  strain  of  infectious 
canine  hepatitis  virus  showed  virus  in  blood,  spleen,  kidney, 
and  urine  within  24  hr.    The  liver  did  not  contain  it  until  3 
days  after  inoculation.    Intranuclear  eosinophilic  inclusions 
were  observed  in  hepatocytes  and  Kupffer  cells  3  days  after 
inoculation  and  were  maximal  in  size  and  number  on  the  4th 
day.  Eosinophilic  bodies  were  also  noted.  The  nuclei  of  he- 
patocytes and  Kupffer  cells  were  found  to  contain  numerous 
vims  particles,  approximately  650  A  in  diameter,  sometimes 
associated  with  crystalline  formations.    A  few  virus  particles 
were  seen  in  the  cytoplasm  of  hepatocytes  or  Kupffer  cells. 
Some  cells  showing  signs  of  necrosis  were  thought  to  be  the 
counterpart  of  the  "eosinophilic  bodies".    Except  for  necrotic 
cells,  the  cytoplasm  of  most  hepatocytes  did  not  show  promi- 
nent alterations. 

4273  VIRAL  HEPATITIS:    RELATION  OF 
AUSTRALIA/SH  ANTIGEN  TO  THE  WILLOW- 
BROOK  MS-2  STRAIN.    (E.)    Giles,  J.  P.  (New  York  U.  Sch. 
Med.,  N.  Y.),  R.  W.  McCoUum,  L.  W.  Berndtson  Jr.  and  S. 
Krugman.  New  Eng  J  Med  281(3):119-122,  1969. 

Serial  serum  specimens  in  31  MS-1  (infectious  hepatitis,  short 
incubation)  and  19  MS-2  (serum  hepatitis  long  incubation) 
cases  of  viral  hepatitis  were  examined  for  the  presence  of 
Australia/SH  antigen.    Specimens  were  taken  before  infection 
through  200  days  after  infection  and  were  pooled.   An  agar-g( 
double-diffusion  technique  was  used.  The  antigen  was  not  de- 
tected in  any  serum  from  the  MS-1  series,  but  it  appeared 
regularly  after  MS-2  infection,  usually  before  clinical  evidence 
of  hepatitis.    In  approximately  half  the  MS-2  infections  the 
antigen  was  present  only  transiently  (up  to  68  days),  but  in 
the  remainder,  it  persisted  throughout  the  period  of  intensive 
observation  and  for  at  least  3  yr. 

4274  GASTRIC  ANTIGENS  IN  HEALTH  AND 
DISEASE  BEHAVIOR  IN  EARLY  DEVELOP- 
MENT, SENESCENCE,  METAPLASIA  AND  CANCER.    (E.) 

De  Boer,  W.  G.  R.  M.  (Monash  U.,  Melbourne,  Australia), 
A.  Forsyth  and  R.  C.  Nairn.   Brit  Med  J  3(5662):93-94,  1969 
Immunofluorescence  studies  of  the  behavior  of  gastric  antigen 
in  health  and  disease  showed  that  during  fetal  development 
both  gastric  and  intestinal  antigens  are  present  in  the  gastric 
superficial  mucous  epithelium.    The  intestinal  component  dis- 
appeared soon  after  birth;  it  re-emerged  in  senescence  and  in 
metaplasia  and  neoplasia,  while  the  gastric  antigen,  which 
normally  persists  in  adult  life,  was  depleted  in  these  circum- 
stances.  The  loss  of  adult  and  the  re-emeigence  of  fetal  antig 
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1  both  metaplasia  arid  neoplasia  suggests  a  possible  funda- 
lental  relationship  between  these  conditions;  the  phenotypic 
ariation  may  reflect  cytogenetic  liability,  which  has  malignant 
ransformation  as  a  final  irreversible  step. 
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THE  BEHAMOUR  OF  CERULOPLASMIN 
FRACTIONS  LN  LIVER  DISEASES.    (E.) 

rip,  J.  A.  J.  (State  U.,  Gronigen,  Netherlands),  G.  S.  Que, 
'.  Botterweg-Span  and  E.  Mandema.  Acta  Med  Scand  185(4): 
79-286,  1969. 

leruloplasmin  fractions  I  (C-C)  and  II  (C-D)  were  estimated 
1  12  patients  with  infectious  hepatitis,  in  17  patients  with 
ver  metastases,  and  in  37  patients  with  cirrhosis  of  the  liver. 
1  infectious  hepatitis  and  liver  metastases  serum  ceruloplasmin 
ontent  was  increased  and  the  percentage  of  fraction  I  (C-C) 
ras  decreased,  but  no  correlation  between  the  2  could  be 
3und.   In  drrhotics  mean  serum  ceruloplasmin  concentration 
ras  normal  but  the  mean  percentage  of  fraction  I  (C-C)  was 
ecreased.    A  positive  correlation  between  these  values  could 
e  demonstrated.   Very  low  ceruloplasmin  levels  were  found 
1  some  patients  with  the  most  severe  form  of  liver  cirrhosis; 
'  this  was  the  result  of  an  impaired  synthesis,  probably  frac- 
ion  I  (C-C)  was  most  affected.   Only  fraction  I  (C-C)  may  be 
yrnthesized  by  the  liver. 

276  LYSOLECITHIN:    A  FACTOR  IN  THE  PATHO- 

GENESIS OF  ACUTE  CHOLECYSTITIS?    AN 
:XPERIMENTAL  STUDY  ON  RABBITS  BASED  ON  CLINI- 
:AL  findings  in  humans.   (E.J    Gottfries,  A.  (U. 
Joteburg,  Sweden).   Acta  Chir  Scand  135(3):213-217,  1969. 

n  a  series  of  16  rabbits  (2.0-4.5  kg)  sterile  and  chromatogra- 
ihically  pure  lysolecithin  dissolved  in  Ringer's  solution  was  in- 
jcted  into  the  occluded  and  emptied  gallbladder.    In  9  control 
nimals  only  Ringer's  solution  was  injected.    At  sacrifice  48  hr 
Iter  the  gallbladder  wall  of  the  lysolecithin  treated  animals 
howed  microscopical  changes  similar  to  those  found  in  a  series 
if  patients  operated  on  for  acute  cholecystitis  within  the  first 
'  days  after  onset.    Infiltration  of  the  wall  by  inflammatory 
ells  was  present  in  12  cases,  mucosal  necrosis  in  3  others, 
ilost  of  the  injected  lysolecithin  was  resoibed  or  disintegrated 
n  48  hr.    As  in  man  there  was  a  high  concentration  of  lyso- 
ecithin  in  the  bile. 

1277  THE  influence  OF  THE  ANTIMETABOLITE 

RIBOAZAURACIL  ON  EXOCRINE  PANCREAS 
'UNCTION  IN  RATS.    HISTOLOGICAL,  HISTOCHEMiCAL 
iSD  ELECTRON  OPTICAL  STUDIES.    (Ger.)    Putzke,  H.-P. 
Inst.  Gen.  &  Spec.  Pathol.,  U.  Rostock,  Germany).  Exp  Path 
2(2):  134-146,  1968. 

Dne  g  riboazauracil/kg  body  weight  was  injected  Lp.  to  30 
nale  rats  (130  g)  for  3,  7,  or  10  days  and  the  animals  sacri- 
ficed 24  hr  after  the  last  injection.    Histological  examinations 
md  histochemical  demonstrations  of  acid  phosphatase,  alkaline 
phosphatase,  succinate  dehydrogenases,  cytochrome  oxidase, 
lipase,  and  amylase  were  performed.    After  3  days  of  treatment 
«th  the  antimetabolite,  the  acini  were  moderately  enlarged 
md  the  glandular  cells  loaded  with  secretory  granules.    After 
7  days,  diminution  of  the  acini  and  only  a  few  secretory  granu- 
les could  be  demonstrated;  tryptophan  was  reduced.    In  con- 
trast, after  10  days  of  treatment,  when  the  nucleoli  were 


localized  near  the  nuclear  membrane  and  the  secretory  gran- 
ules were  only  slightly  reduced  in  number,  the  DNA  content 
of  the  cytoplasm  increased.  On  the  7th  day  of  treatment  the 
most  marked  changes  in  enzyme  activity  were  observed:    suc- 
cinate dehydrogenase  and  cytochrome  oxidase  decreased;  acid 
phosphatase  disappeared  from  the  supranuclear  area;  alkaline 
phosphatase  in  the  capillaries  was  insignificantly  reduced;  Upase 
was  moderately  reduced;  but  amylase  was  increasing  in  activity. 
These  changes  in  enzyme  activity  were  less  evident  after  10  days 
of  treatment.   Electron  microscopy  confirmed  the  histochemical 
findings.   The  dysfunction  in  exocrine  secretion  may  be  corre- 
lated with  a  temporary  injury  of  RNA-  and  enzyme-protein  syn- 
theses. 

4278  BIOLOGICAL  EFFECTS  OF  GASTROIN- 
TESTINAL ANTIBODIES.    I.    THE  PRODUC- 
TION OF  ANTIBODIES  TO  COMPONENTS  OF  ADULT  AND 
FETAL  GUINEA  PIG  GASTRIC  AND  COLONIC  MUCOSA. 

(E.)    Hausamen,  T.-U.  (Stanford  U.  Med.  Sch.,  Palo  Alto, 
Calif.),  D.  A.  Halcrow  and  K.  B.  Taylor.    Gastroenterology 
56(6):  1053-1061,  1969. 

Injections  into  1 1  female.  New  Zealand,  white  rabbits  of 
aqueous  extracts  of  adult  guinea  pig  colon,  fetal  stomach,  and 
fetal  colon  in  complete  Freund's  adjuvant  induced  the  forma- 
tion of  antibodies  against  substances  which  are  a  constituent 
of  mucus-producing  cells  and  their  secretion,  which  are  present 
both  in  the  stomach  and  large  intestine  of  adult  and  fetal  guinea 
pig.    In  contrast,  3  similar  rabbits  injected  v/ith  aqueous  ex- 
tracts of  adult  guinea  pig  stomach  produced  hetero-  and  auto- 
antibodies against  parietal  cell  antigen,  gastric  intrinsic  factor, 
and  mucous  substances  confined  to  the  stomach.   The  role  of 
bacterial  or  other  exogenous  antigens  in  the  production  of 
these  antibodies  was  excluded  by  comparing  results  obtained 
with  fetal  and  adult  tissues. 

4279  BIOLOGICAL  EFFECTS  OF  GASTROIN- 
TESTINAL ANTIBODIES.    U.    HISTOLOGICAL 

CHANGES  IN  THE  STOMACH  INDUCED  BY  INJECTION 
OF  SPECIFIC  HETEROLOGOUS  ANTIBODIES.    (E.) 
Hausamen,  T.  U.  (Stanford  U.  Med.  Sch.,  Palo  Alto,  Calif.), 
D.  A.  Halcrow  and  K.  B.  Taylor.    Gastroenterology  56(6): 
1062-1070,  1969. 

Injection  of  rabbit  antisera  against  antigens  from  fetal  and 
adult  guinea  pig  gastric  mucosa  into  male  guinea  pigs  (500  g) 
resulted  in  an  acute  inflammation  confined  to  the  stomach  of 
the  injected  animals.   The  lesion  is  characterized  by  extreme 
capillary  dilation,  hemorrhage,  and  neutrophilia,  and  is  similar 
to  an  Arthus  type  phenomenon.    Injection  of  rabbit  antisera 
against  antigens  from  adult  and  fetal  guinea  pig  colonic  mucosa 
induced  only  a  mild  capillary  dilation.    No  histological  changes 
were  found  in  rabbits  which  have  circulating  autoantibodies 
against  constituents  of  gastric  and  colonic  mucosa. 

4280  ENZYMES  IN  CELL  FRACTIONS  OF  HUMAN 
LIVER  BIOPSIES.  LACTATE  DEHYDRO- 
GENASE AND  GLUTAMATE-OXALACETATE  TRANS- 
AMINASES IN  CELL  FRACTIONS  OF  LIVER  BIOPSIES  FROM 
PATIENTS  WITH  NORMAL,  CIRRHOTIC,  AND  FATTY 
UVER.  (E.)  Kemp,  E.  (Bispebjerg  Hosp.,  Copenhagen, 
Denmark),  T.  Lausen,  O.  Munck,  T.  S.  Olsen  and  N.  Tygstrup. 
Acta  Med  Scand  185(l-2):9-12, 1969. 
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Liver  biopsies  from  31  patients  with  histologically  normal  liver, 
from  14  patients  with  cirrhosis,  and  from  17  patients  with  fatty 
liver  were  homogenized  and  separated  into  mitochondrial  and 
cytoplasmic  fractions  by  centrifugation.    LDH  was  determined 
in  the  cytoplasmic  fraction,  and  GOT  in  both  cytoplasmic  and 
mitochondrial  fractions.   The  activities  were  related  to  tyrosine- 
containing  protein.    AU  activities  showed  a  great  variation  from 
patient  to  patient  in  all  groups,  but  the  mean  values  of  cyto- 
plasmic LDH  and  GOT  were  significantly  depressed  in  cirrhotic 
livers,  and  mitochondrial  GOT  was  significantly  elevated  in  fatty 
livers. 

4281  MITOCHONDRIAL  ANTIBODIES  IN  PRIMARY 

BILIARY  CIRRHOSIS.    II.   THE  COMPLEMENT 
FIXING  ANTIGEN  AS  A  COMPONENT  OF  MITOCHONDRIAL 
INNER  MEMBRANES.   (E.)    Berg,  P.  A.  (Middlesex  Hosp. 
Med.  Sch.,  London,  England),  U.  Muscatello,  R.  W.  Home, 
I.  M.  Roitt  and  D.  Doniach.    Brit  J  Exp  Path  50(2): 200-208, 
1969. 

The  autoantibodies  found  in  the  sera  of  patients  with  primary 
biliary  cirrhosis  react  with  a  component  of  the  mitochondrial 
inner  membranes  separated  from  outer  membranes  of  rat  liver 
mitochondria.    Electron  microscopy  and  marker  enzyme  tests 
were  used  to  assess  the  purity  of  the  inner  and  outer  mem- 
brane fractions  obtained  by  2  different  niethods.    Outer  mem- 
|)ranes  were  inactive.   With  negative-staining  it  was  possible 
to  visualize  antibody  binding  to  mitochondrial  membranes. 
With  high  electron  microscope  resolution  the  90  A  particles 
on  the  cristal  membranes  could  be  seen  as  not  involved  in  the 
reaction  with  antibody.    The  precise  antigenic  site  upon  the 
mitochondrial  inner  membranes  was  not  established. 


4282  MORPHOGENESIS  OF  EXPERIMENTAL 
TUMORS  OF  THE  ESOPHAGUS.    (E.)    Napalkov, 

N.  P.  (Prof.  N.  N.  Petrov  Res.  Inst.  OncoL,  Leningrad, 

USSR)  and  K.  M.  Pozharisk.   J  Nat  Cancer  Inst  42(6):927-940, 

1969. 

In  42  male  non-inbred  albino  rats  (100-140  g)  tumors  of  the 
esophagus  were  induced  with  N-methyl-N-nitrosoaniline  (14 
mg/kg  daily  initially,  28  mg/kg  after  4-5  months).    After  3 
months  2  rats  were  killed  monthly  for  20  months  and  the 
successive  changes  in  the  esophagus  studied.    The  morpho- 
genesis of  experimental  esophageal  carcinomas  begins  with  dif- 
fuse hyperplastic  changes  in  the  epithelium  (acanthosis)  which 
are  accompanied  by  hyperkeratosis  and  parakeratosis  and  re- 
sult in  the  formation  of  foci  of  leukoplakia  (day  112).    Hyper- 
trophy and  proliferation  of  the  connective  tissue  papillae  be- 
neath the  foci  of  leukoplakia  cause  development  of  the  ver- 
rucose  lesions  designated  leukokeratosis  (6th-8th  month).    Sub- 
sequent polypoid  outgrowths  of  the  altered  mucosa  form  papil- 
lomas (375  days).    Some  papiDomas  progressed  to  dysplasia 
(13-14  months)  and  carcinoma  (459  days). 

4283  ANATOMICAL  BASIS  FOR  SURGICAL  AP- 
PROACHES TO  THE  INTRAHEPATIC  DUCTS 

OF  THE  RIGHT  HEPATIC  LOBE.    (Rus.)    Futoryan,  le.  S. 
(Moscow  Munic.  Qin.  Hosp.  No.  62,  USSR)  and  B.  M.  Shubin. 
Vestn  Khir  Grekov  99(8):  35-38,  1967. 


4284  THE  EFFECT  OF  RESERPINE  UPON  GASTRO- 
INTESTINAL SEROTONIN  IN  THE  SPRAGUE- 

DAWLEY  RAT.    (E.)    Thompson,  J.  H.  (UCLA  Sch.  Med., 
Los  Angeles,  Calif.)  and  L.  B.  Campbell   Experientia  23(10): 
826-828,  1967. 

4285  FLUID  FLOW  IN  THE  LIVER  DEMONSTRATED 
WITH  HORSE  RADISH  PEROXIDASE.    (E.) 

Papadimitriou,  J.  M.  (Dept.  Pathol.,  U.  W.  Australia,  Perth) 
and  M.  N.  1.  Walters.   Amer  J  Anat  123(2):47 5-479,  1968. 

4286  COPPER  AND  MANGANESE  CONCENTRATION 
IN  THE  LIVER  AND  SPLEEN  OF  PREMATURE 

INFANTS  DYING  DURING  THE  FIRST  FEW  DAYS  AFTER 
BIRTH.   (Rus.)    Sultanova,  G.  F.  (Set  Res.  Inst.  Matern. 
Infants,  Sverdlovsk,  USSR).  Pediatriia  47(9):66-67,  1968. 

4287  CYTOLOGY  OF  INTESTINAL  EPITHELIAL 
CELLS.    (E.)   Toner,  P.  G.  (Dept  Anat.,  U. 

Glasgow,  Scotland).   Int  Rev  Cytol  24:233-343,  1968. 


4288  THE  GUT  EPITHELIUM-A  FIRST  LEVEL 
LYMPHOID  ORGAN?    (E.)    FichteUus,  K.  E. 

(Dept.  Histol.,  U.  Uppsala,  Sweden).  Exp  Cell  Res  49(1): 
87-104,  1968. 

4289  LIGHT  AND  ELECTRON  MICROSCOPIC 
STUDY  OF  A  LEIOMYOBLASTOMA  OF  THE 

DUODENUM.    [CASE  REPORT]    (E.)    Gerszten,  E.  (Med. 
Coll.  Virginia,  Richmond)  and  S.  Kay.   Amer  J  Dig  Dis  14(5): 
350-355,  1969. 

4290  SECONDARY  AMYLOIDOSIS  OF  HUMAN 
COLONIC  MUCOSA.    LIGHT  AND  ELECTRON 

MICROSCOPIC  FINDINGS.    (E.)    Pittman,  F.  E.  (Tulane  U. 
Sch.  Med.,  New  Orleans,  La.),  J.  C.  Pittman,  V.  J.  Ferrans, 
J.  C.  Harkin  and  J.  C.  Weichert.  Amer  J  Dig  Dis  14(5):  356- 
367,  1969. 

4291  CYTOTOXICITY  OF  PHENOTHIAZINES  ON 
CHANG  LIVER  CELLS  AS  MEASURED  BY 

ENZYME  LEAKAGE.  (E.)  Dujovne,  C.  A.  (Johns  Hopkins 
U.  Hosp.,  Baltimore,  Md.)  and  H.  J.  Zimmerman.  Proc  Soc 
Exp  Biol  Med  131(2):583-587,  1969. 

4292  PHOSPHOLIPID  COMPOSITION  OF  MITO- 
CHONDRIA AND  MICROSOMES  OF  LIVER 

AND  KIDNEY  IN  ADRENALECTOMIZED,  HYPOPHYSECTO- 
MIZED,  AND  DLVBETIC  RATS.    (E.j    Johnson,  J.  D.  (U. 
North  Dakota  Sch.  Med.,  Grand  Forks,  N.  D.)  and  W.  E. 
Comatzer.   Proc  Soc  Exp  Biol  Med  131(2):474-478,  1969. 

4293  EFFECTS  OF  HYPEROXIA  AND  HYPOXIA 
ON  MITOSIS  IN  THE  NORMAL  AND  RE- 
GENERATING RAT  LIVER.    (E.)    Talarico,  K.  S.  (Natl. 
Aeronautics  Space  Admin.,  Moffett  Field,  Calif.),  D.  D.  Feller 
and  E.  D.  Neville.  Proc  Soc  Exp  Biol  Med  131(2):430-434, 
1969. 


I 


4294  BINDING  OF  CAERULEIN  BY  ANTIBODIES 

TO  HUMAN  GASTRIN  I.    (E.j    McGuigan,  J.  E. 
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MORPHOLOGY.  CELLULAR  STRUCTURE  AND  HISTOCHEMISTRY 


(Washington  U.  Sch.  Med.,  St.  Louis,  Mo.).    Gastroenterology 
56(5):858-861,  1969. 

4295  EXPERIME^^^AL  SfflGELLA  ENTEROCOLITIS 
IN  GUINEA-PIGS  (ANALYSIS  WITH  FLUORES- 
CENT ANTIBODIES).    (Rus.)    Bibinova,  L.  S.  (Inst.  Exp.  Med., 
Acad.  Med.  Sci.  USSR,  Leningrad),  T.  N.  Khavkin,  N.  S. 
Nikul'nikova  and  Z.  M.  Kruglikhina.    7>  Leningr  Inst  Epidem 
Microbiol  Paster  33:329-337,  1968. 

4296  MORPHOLOGICAL  EXAMINATION  OF 
BIOPSIES  OF  THE  SMALL  INTESTINE.    (Rus.) 

Aruin,  L.  I.  (Acad.  Med.  Sci.,  USSR,  Moscow).  Arkh  Pat 
29(9):3-13,  1967. 

4297  FINE  STRUCTURE  AND  GENESIS  OF  CY- 
LINDROMA (ADENOIDCYSTIC  CARCINOMA) 

OF  THE  SALIVARY  GLANDS.    FURTHER  INVESTIGA- 
TIONS ON  THE  ROLE  OF  MYOEPITHELIAL  DIFFERENTI- 
ATED CELLS  IN  SALIVARY  GLAND  TUMORS.    (Ger.) 
Hubner,  G.  (PathoL  Inst.,  U.  Cologne,  Germany),  O.  Kleinsasser 
and  H.  J.  Klein.    Virchows  Arch  Path  Anat  347(4):296-315, 
1969. 

4298  STUDIES  ON  THE  EARLY  CANCER  OF  THE 
HEAD  OF  THE  PANCREAS.    (Jap.)    Honda, 

K.,  R.  Motoki,  K.  Hanzawa,  M.  Koseki,  K.  Suzuki  and  M. 
Sekine.   Jap  J  Cancer  Oin  13(12):  11 19-1 122,  1967. 

4299  THE  ROLE  OF  DETOXICATION  OF  VICHY 
WATER.    HISTOENZYMOLOGICAL  STUDIES. 

(Fr.)   Wegmann,  R.  (Paris,  France)  and  M.  Merle.   Rev  Intern 
Hepat  17(7):675-712,  1967. 


4300  VARIATIONS  IN  THE  NUMBER  OF  RETICULO- 
CYTES AFTER  PARTIAL  EXPERIMENTAL 

HEPATECTOMY.    (Rum.)    Vasilescu,  V.  (I.  M.  P.,  Bucharest, 
Romania)  and  F.  Mosora.   Fiziol  Norm  Pat  13(4):353-359, 
1967. 

4301  SURGICAL  ANATOMY  OF  THE  PANCREATIC 
HEAD  ARTERIES.   (Rus.)    Khomenko,  N.  M. 


(M.  Gorki  Zaporozhe  Inst.  Postgrad.  Med.,  USSR). 
Grekov  99(10):47-49,  1967. 


Vestn  Khir 


4302  RADIOACTIVE  ISOTOPES  IN  THE  EVALUA- 
TION OF  HEPATIC  BLOOD  FLOW.    (It.) 

Caldara,  G.  (Ospedale  di  Circolo  di  Cantu,  Italy).  Arch  Sci 
Med  (Torino)  124(1):  109-124,  1967. 

4303  S.H.  ANTIGEN  IN  HAEMODL^LYSIS-ASSOCI- 
ATED  HEPATITIS.    (E.)    Turner,  G.  C. 

(Regional  Publ.  Hlth.  Lab.,  Liverpool,  England)  and  G.  B.  B. 
White.   Lancer  2(7612):  121-124,  1969. 

4304  LDH  ISOZYME  ACTIVITIES  IN  SUBCELLULAR 
FRACTIONS  OF  UVER  AND  HEPATOMA. 

(E.)    Brown,  H.  D.  (Cancer  Res.  Ctr.,  Columbia,  Mo.),  S.  K. 
Chattopadhyay,  A.  B.  Patel,  R.  P.  Pugh,  B.  Matthews  and  S.  N. 
Pennington.   Missouri  Med  66(6):418-420,  1969. 


4305  THE  ENZYME  HISTOCHEMISTRY  OF  GASTRIC 
CARCINOMA  IN  MAN.    (E.)    Lev,  R.  (New  York 

Med.  CoU.,  N.  Y.),  H.  I.  Siegel  and  G.  B.  J.  Glass.  Cancer 
23(5):  1086-1093,  1969. 

4306  A  NEW  SYSTEM  FOR  TEACHING  PROCTO- 
SIGMOIDOSCOPIC  MORPHOLOGY.    (E.) 

Markman,  H.  D.  (Albert  Einstein  ColL  Med.,  Yeshiva  U.,  Bronx, 
N.  Y.).   Amer  J  Gastroent  52(l):65-69,  1969. 

4307  ON  A  PARTICULAR  EPITHELIAL  LESION 
OF  THE  MESENTERIAL  INTESTINE  IN  TWO 

CASES  OF  COMPLEX  ENTEROPATHY  (BACTERUL  ? 
DIENZYMATIC  ?).   (It.)    Gasbarrini,  G.  (Inst.  Spec.  Med. 
PathoL,  U.  Bologna,  Italy),  F.  Faggioli,  G.  Fontana,  N. 
Melchionda  and  S.  Casanova.  Arch  Ital  Mai  Appar  Dig  35(5): 
468-478,  1969. 

4308  BIOCHEMICAL  CHANGES  IN  MITOCHONDRLV 
OF  THE  LIVER  TREATED  WITH  ALCOHOL. 

I.   ON  LIPOPEROXIDATION.   (It.)    Salvioli,  G.  F.  (Inst.  Gen. 
Med.  CUn.,  U.  Modena,  Italy)  and  N.  CaruUi   Arch  Ital  Mai 
Appar  Dig  35(5):445-450,  1969. 


See  also:    4361,4433,4594,4937,4969,4981 
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4309  ROLE  OF  LYMPHATIC  SYSTEM  IN  WATER 

AND  SOLUTE  TRANSPORT  FROM  RAT  IN- 
TESTINE IN  VITRO.  (E.)  Lee,  J.  S.  (U.  Minnesota,  Med. 
Sch.,  Minneapolis).    Quart  J  Exp  Physiol  54(3):311-321,  1969. 

The  results  of  this  study  confiim  previous  observations  that 
water  and  solute  are  primarily  transported  from  the  intestine 
by  the  lymphatic  system  of  rat  jejunum  in  vitro,  r^ardless  of 
the  nature  of  the  serosal  bathing  medium  (moist  air,  mineral 
oil  or  Ringer  solution),  or  degree  of  intestinal  motility.   The 
transport  of  fluid  by  the  venous  system  was  negligible  under 
all  circumstances  so  far  observed.    Lymph  flow  decreased  with 
the  increase  of  mucosal  fluid  osmolarity  but  was  not  affected 
by  changing  serosal  fluid  osmolarity.    Lymph  was  always  isos- 
motic  with  the  mucosal  fluid  whether  the  latter  was  hypo-, 
iso-,  or  hypertonic.    The  composition  of  lymph  with  respect 
to  concentrations  of  glucose,  Na,  K  and  Q  was  the  same  as  that 
of  the  absorbed  fluid.   The  glucose  concentration  in  the  lymph 
was  closely  related  to  that  in  the  bathing  fluid  on  the  mucosal 
side,  rather  than  to  that  on  the  serosal  side.    Apparently  the 
formation  of  lymph  in  the  intestine  is  closely  associated  with 
water  and  solute  absorption. 


4310  STUDY  OF  THE  BILIARY  EXCRETION  OF 

SULFOBROMOPHTHALEIN  BY  CONTINUOUS 
ANALYSIS  IN  THE  RAT.   (Fr.)    Cassaigne,  R.  (Fac.  Med., 
Lille,  France),  C.  Bel  and  J.  Vanlerenberghe.   Lille  Med  13(3): 
303-306,  1968. 

BSP  excretion  was  analyzed  continuously  in  the  bile  of  10 
male  Wistar  rats  after  injection  i.v.  of  4  mg/rat  in  30  sec. 
Besides  the  concentration  obtained  with  the  continuous  analy- 
sis using  an  autoanalyzer,  spectrophotometric  measurements 
were  made  of  samples  taken  every  5  or  10  min.   The  dye  ap- 
peared in  the  bile  4  sec  after  injection.    The  maximum  con- 
centration (759  mg/100  ml)  was  obtained  after  10  min.    At 
50  min  the  biliary  concentration  was  32  mg/100  ml  and  83% 
of  the  BSP  injected  had  already  been  eliminated.  The  average 
values  showed  that  the  measurement  of  fractions  underestimated 
the  maximum  concentration  by  8%  in  samples  at  5  min,  and 
30%  in  those  at  10  min.    Since  continuous  analysis  is  currently 
difficult,  at  least  5  min  sampling  should  be  done  to  reflect  the 
actual  biliary  excretion  of  BSP. 


4311  ABSORPTION  OF  131l-TRI0LEIN  AND  OF 

131I-0LEIC  ACID  IN  SOME  LIVER  INJURIES 
(OBSTRUCTIVE  JAUNDICE,  CIRRHOSIS,  STEATOSIS, 
AND  CANCER  OF  THE  LIVER).    (Fr.j    Afifi,  A.  (Inst.  Natl. 
Sante  Recherche  Med.,  Paris,  France)  and  P.  Boivin.   Rev  Int 
Hepat  17(5):411-421,  1967. 

Sixty-seven  patients  (23  with  obstructive  jaundice,  29  cirrhosis, 
4  steatosis,  and  11  cancer  of  the  Uver)  were  given  50-100  fJC 
131l-triolein  or  131l-oleic  acid  after  thyroid  blockade  with 
lugol.    A  dietary  regimen  of  100  g  lipids,  120  g  proteins  and 
270  g  carbohydrates  was  enforced  for  3  days.  Controls  were 
20  normal  subjects  for  triolein  and  10  for  oleic  acid  tests.    In 
obstructive  jaundice  both  of  the  isotopic  tests  were  abnormal. 


In  cirrhosis  there  was  moderate  malabsorption  of  fats,  but  in 
severe  hepatic  steatosis  fat  absorption  was  not  altered.   In  liver 
cancer  there  was  no  clearcut  alteration;  however,  malabsorption 
of  fats  occurred  sometimes. 

4312  ISOTOPIC  DETERMINATION  OF  INTESTINAL 
CALCIUM  ABSORPTION  IN  NORMAL  SUB- 
JECTS.   (E.)    Matulen,  C.  A.  (Hosp.  Rawson,  Buenos  Aires, 
Argentina),  M.  L.  Cabrejas  and  R.  J.  Soto.   Metabolism  18(5): 
395-405,  1969. 

Twenty-four  ambulatory  subjects  (average  age  38;  range  17  to 
77  yr)  were  subjected  to  3  assay  methods  simultaneously  to 
determine  the  true  absorption  of  radiocalcium  from  the  gastro- 
intestinal tract  in  normal  individuals.    The  cumulative  fecal  ex- 
cretion, and  the  double  isotope  ratio  in  plasma  and  urine  be- 
tween 47ca  administered  p.o.  and  45ca  i.v.  were  used.   The 
measurement  of  45ca  fecal  excretion  was  used  to  correct  the 
endogenous  contribution  to  47ca  fecal  content.    The  results 
showed  the  3  methods  to  be  equally  reliable  in  the  assessment 
of  radiocalcium  absorption.    However,  peak  plasma  values  of 
oral  47ca  did  not  accurately  reflect  the  true  gastrointestinal 
absorption  of  the  isotope.    The  mean  true  fecal  excretion  in 
terms  of  the  %  47ca  absorbed  was  47.6.    The  %  47ca  excreted 
in  24-30  hr  urine  was  49.4  and  the  %  47ca  in  24  hr  plasma 
was  46.6.    The  test  should  be  standardized  with  200  mg  in 
the  carrier  and  the  use  of  calcium  chloride  as  the  carrier  salt. 

4313  INHIBITION  OF  PROTEIN  SYNTHESIS  AND 
ABSORPTION  OF  LIPID  INTO  THORACIC 

DUCT  LYMPH  OF  RATS.    (E.)    Redgrave,  T.  G.  (U.  Western 
Australia,  Nedlands,  Perth).   Proc  Soc  Exp  Biol  Med  130(3): 
776-780,  1969. 

Absorption  of  micellar  lipid  into  thoracic  duct  lymph  of  un- 
anesthetized  male  albino  Wistar  rats  (200-220  g)  was  studied 
after  i.v.  administration  of  actinomycin  D  or  cycloheximide. 
Micellar  lipid  was  infused  steadily  into  the  upper  small  intestine 
to  avoid  complications  by  defective  gastric  emptying  or  de- 
fective lipolysis.    Actinomycin  D,  50  /ig/rat,  inhibited  mucosal 
protein  synthesis,  but  absorption  of  fat  into  the  lymph  was 
unimpaired  after  this  dosage.    Malabsorption  produced  by  larger 
doses  of  actinomycin  D  or  cycloheximide  was  accompanied  by 
a  marked  decline  in  lymph  flow.   The  change  in  lymph  flow 
was  closely  related  to  decreased  recoveries  of  lipid  in  the  lymph, 
and  reduced  flow  appeared  to  be  more  important  than  suppres- 
sion of  mucosal  protein  synthesis.    Chylomicron  formation  is 
not  dependent  on  normal  mucosal  protein  synthesis. 

4314  ARBUTIN  ABSORPTION  IN  HUMAN  SMALL 
INTESTINE:    A  SIMPLE  PROCEDURE  FOR 

THE  DETERMINATION  OF  ACTIVE  SUGAR  UPTAKE  IN 
PERORAL  BIOPSY  SPECIMENS.    (E.)    Semenza,  G.  (Pathol. 
Inst.,  U.  Zurich,  Switzerland),  J.  Bircher,  E.  Miilhaupt,  T.  Koide, 
E.  Pfenninger,  T.  Marthaler,  U.  Gmiinder  and  U.  P.  Haemmerli. 
Clin  ChimActa  25(2):213-219,  1969. 

A  procedure  for  the  determination  of  arbutin  (the  j3-glucoside 
of  hydroquinone)  uptake  in  human  small  intestinal  biopsy 
specimens  is  described  in  detail.    The  specimens  were  obtained 
with  a  modified  Crosby  capsule  15  cm  distal  to  the  ligament 
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of  Treitz  from  18  normal  patients  and  3  patients  with  non- 
tropical sprue.   Arbutin  uptake  for  the  entire  group  of  clinically 
normal  patients  averaged  16.8  /imoles  ±  7.7  standard  deviation 
(S.D.),  19.6  ±  8.2  S.D.  for  morphologically  normal  patients 
(12),  7.10  for  those  with  jejunitis  in  their  biopsies  and  6.49, 
5.64  and  6.4  jumoles  in  those  with  nontropical  sprue.    Uptake 
in  the  last  patient  rose  to  12.40  after  IVi  yr  of  a  gluten-free 
diet.   The  data  are  corrected  for  extracellular  space  influence. 

4315  AUTORADIOGRAPHY  OF  INTESTINAL  AB- 

SORPTION OF  SULPHUR-LABELED  METHI- 
ONINE IN  SENESCENCE.    (E.)    Penzes,  L.  (U.  Med.,  Budapest, 
Hungary),  G.  Simon  and  M.  Winter.   Exp  Geront  3(4):  321-325, 
1968. 

The  intestinal  absorption  of  35s.iabeled  methionine  in  young 
(7  weeks  old,  100-120  g)  and  old  {IVi  yr  old,  220-240  g)  Wistar 
rats  was  evaluated  using  autoradiography.   The  rats  were  an- 
esthetized, the  intestinal  tract  exposed,  a  jejunal  loop  made, 
and  10  /jC  35s-methionine/100  g  body  weight  introduced  into 
the  loop.   The  intestinal  loops  were  replaced,  and  removed 
after  1,  4,  10,  or  20  min  and  their  contents  washed.    Auto- 
radiograms  showed  the  distribution  of  radioactivity  in  the 
jejunal  tissue  in  a  young  rat  1  min  postoperatively  to  be  mainly 
in  the  middle  part  of  the  villi  as  well  as  in  the  submucosa 
while  in  the  old  rat  more  intense  radioactive  images  were  seen 
in  the  submucosal  layers  and  in  the  upper  part  of  the  villi. 
Four  min  after  operation  the  tracer  substance  was  moving  to- 
ward the  base  of  the  villi  and  the  crypts  of  Lieberkiihn  in  both 
young  and  old  rats.   The  submucosa  of  the  old  animals  con- 
tained about  twice  as  much  radioactivity  as  that  of  the  young. 
Ten  min  postoperatively  there  was  a  definite  localization  of 
radioactivity  in  the  villi  and  submucosa.    The  patterns  of  the 
villi  in  the  jejunum  of  the  aged  rats  were  nearer  to  the  sub- 
mucosa than  those  of  the  young.   Twenty  min  after  operation 
there  was  a  great  diminution  of  radioactivity:    old  tissue  showed 
some  radioactive  patterns  in  the  submucosa  and  the  viUi,  but 
young  tissue  almost  none.   The  results  indicate  that  a  consi- 
derable uptake  and  incorporation  of  35s-labeled  methionine 
from  the  aged  rat  gut  occurs.   The  quantitative  differences  in 
intestinal  uptake  as  aging  advances  were  observed  previously, 
and  are  not  directly  related  to  the  changes  disclosed  by  auto- 
radiography. 


4316  PRODUCTION  AND  EXCRETION  OF  HYDRO- 

GEiN  GAS  IN  MAN.    (E.)    Levitt,  M.  D.  (Boston 
U.Sch.  Med.,  Mass.).  //eH'£'«^ /Med  281(3):  122-127,  1969. 

Intestinal  infusions  of  gas  were  used  to  study  H2  production 
in  the  human  intestine.   The  volume  of  H2  in  the  bowel  of  10 
normal  subjects  varied  from  0.06  to  29  ml  H2  production, 
which  averaged  0.24  ml/min  in  the  fasting  state,  sharply  in- 
creased after  intestinal  instillation  of  lactose,  to  a  mean  peak 
rate  of  1 .6  ml/min.    Ingestion  of  food  also  increased  H2  pro- 
duction by  7-  to  30-fold.    In  the  normal  intestine,  more  than 
99%  of  H2  production  was  colonic,  but  small-bowel  production 
was  increased  in  a  patient  with  excessive  numbers  of  small- 
bowel  bacteria.    H2  production  in  man  is  primarily  dependent 
upon  the  delivery  of  ingested,  fermentable  substrates  to  an 
abundant  intestinal  flora  normally  present  only  in  the  colon. 
A  mean  of  14%  of  the  total  H2  production  was  excreted  by 


the  lungs,  and  rates  of  breath  H2  excretion  and  H2  production 
correlated  well  (r  =  0.94).    Respiratory  H2  excretion  can  be 
used  therefore  as  an  indicator  of  intestinal  H2  production. 

4317  INTESTINAL  SUGAR  TRANSPORT:    IONIC 

ACTIVATION  AND  CHEMICAL  SPECIFICITY. 

(E.)    Bihler,  I.  (U.  Manitoba  Fac.  Med.,  Winnipeg,  Canada). 
Biochim  Biophys  Acta  183(1):169-181,  1969. 

In  this  in  vitro  study  of  the  mode  of  absorption  of  several 
monosaccharides,  using  segments  and  everted  sacs  of  hamster 
small  intestine,  the  data  suggest  a  dual  specificity  of  a  joint 
sugar  carrier.    In  the  absence  of  Na+  its  affinity  for  many  di- 
verse sugars  is  low  and  the  presence  of  Na+  increases  the  af- 
finity for  only  some  of  these  sugars.    The  potential  for  active 
transport  depends  on  the  extent  of  this  activation  by  Na+  and 
varies  with  different  sugars  from  negligible  to  very  great.    It 
is  indicated  that  the  slowly  penetrating  sugars  which  are  not 
actively  transported  interact  with  the  active  transport  system. 


4318  CLEARANCE  BY  HETEROLOGOUS  LIVER 
PERFUSION  IN  SEVERE  UREMIC  CHOLANGI- 
TIS.  (Fr.)    Bert,  J.  M.  (St.  Eloi  Hosp.,  Montpellier,  France), 
C.  Romieu,  H.  Pujol,  C.  Solassol,  Y.  Gestin.  J.  Ganigues  and 

J.  L.  Babnes.   Rev  Medicochir  Mai  Foie  43(4):  153-164,  1968. 

Hepatic  clearance  was  carried  out  in  6  patients  in  hepatic  coma 
using  a  heterologous  Uver  (pig)  cormected  by  the  femoral  artery 
and  vein.    A  clearance  of  4  hr  was  perfonned  in  1  patient  in- 
toxicated by  Amanita  phalloides,  and  he  survived  for  36  hr; 
1  patient  with  ethylic  cirrhosis  survived  24  hr  after  a  5  hr 
clearance;  1  patient  primitive  biliary  tract  cirrhosis  survived  3 
days  after  clearance  for  2V2  hr;  1  patient  with  ethylic  cirrhosis 
survived  6  hr  after  clearance  for  2  hr;  1  patient  with  secondary 
biliary  tract  cirrhosis  is  still  living  after  clearance  for  3  hr;  1 
6-yr-old  patient  with  viral  hepatitis  after  clearance  for  2  hr, 
and  2  days  later,  a  second  clearance  for  2y2  hr,  is  still  living. 
No  death  was  directly  caused  by  the  attempt  of  clearance. 

4319  BONE  DISEASE  AND  CALCIUM  ABSORPTION 
IN  PRIMARY  BILIARY  CIRRHOSIS  WITH 

SPECIAL  REFERENCE  TO  VITAMIN-D  THERAPY.    (E.) 

Kehayoglou,  A.  K.  (Royal  Free  Hosp.,  London,  England), 
C.  D.  Holsworth,  J.  E.  Agnew,  M.  J.  Whelton  and  S.  Sherlock. 
Lancet  1(7545):715-719,  1968. 

Calcium  absorption  and  bone  disease  were  studied  in  12  pa- 
tients with  primary  biliary  cirrhosis  before  and  after  treatment 
with  i.m.  vitamin  D.    The  patients  were  39-68  yr  of  age  and 
had  their  disease  from  9  months  to  4  yr.    Diagnosis  was  by 
clinical  criteria  and  histology:    pruritus  was  constant  and  had 
preceded  the  jaundice  in  7  of  12  patients;  serum  bilirubin  was 
elevated;  no  patient  was  in  coma,  precoma  or  had  ascites;  5 
patients  had  xanthomas;  1  complained  of  bone  pain  and  ten- 
derness; and  8  had  lost  weight.    Calcium  absorption  was  sub- 
normal in  4  before  treatment.    Vitamin  D  was  given  i.m.  in 
a  dose  of  100,000  lU  weekly  for  4  weeks  and  then  100,000 
lU  monthly.    Absorption  of  aqueous  47ca  as  calcium  chloride 
was  normal  when  measured  either  after  1-3  months  or  12 
months  of  vitamin  D  treatment.    Crush  fractures  of  vertabrae 
were  present  in  4  patients,  but  none  of  12  had  radiological 
signs  of  osteomalacia.    However,  bone  biopsy  specimens  showed 
osteomalacia  in  1  patient.    Since  7  patients  excreted  abnormally 
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low  quantities  of  infused  calcium,  they  may  have  had  early 
osteomalacia.  In  5  patients  tested  after  1-3  months  of  vitamin 
D  treatment,  calcium  infusion  tests  remained  abnormal.  After 
12  months  of  treatment,  however,  the  tests  were  normal.  Sub- 
sequent bone  fractures  occurred  in  3  patients.  Vitamin  D  may 
repair  the  defective  absorption  of  a  soluble  calcium  salt  and 
thereby  prevent  osteomalacia,  but  it  does  not  halt  the  progress 
of  bone  disease  in  patients  with  primary  biliary  cirrhosis. 

4320  ESTIMATION  OF  INTESTINAL  ABSORPTION 
OF  PROTEIN  WITH  75se  SELENOMETHIONINE 

IN  NORMAL  SUBJECTS.    (It.)    Cristina,  P.  (United  Munic. 
Hosp.,  Venice,  Italy),  G.  Bruscagnin  and  C.  Fabris.    Clin 
(Bologna)  28(3):  204-211,  1968. 

The  intestinal  absorption  of  75se-selenomethionine  was  studied 
in  18  normal  subjects  (8  males  and  10  females,  aged  27-76  yr). 
After  the  p.o.  administration  of  50  /xC  of  75se-selenomethio- 
nine  samples  of  blood  were  taken  30  min,  and  1,  2,  3,  4,  5, 
and  6  hr  and  the  radioactivity  measured.    The  percentage  of 
the  dose  recovered  was  calculated  and  the  results  given  for  each 
subject.   A  curve  showing  the  percent  of  the  dose/liter  of  plasma 
plotted  against  time  reveals:    a  rapid  increase  from  1.58%  at 
30  min  to  9.54%  at  3  hr,  a  plateau  with  values  of  10.64%  at 
4  hr  and  10.72%  at  5  hr;  and  a  slight  decline  at  6  hr  to  9.16%. 
Eleven  normal  subjects  (3  men  and  8  women,  aged  49-76  yr) 
were  given  200  /LtC  of  ^^se-selenomethionine  i.v.  for  scintilla- 
tion scanning  of  the  pancreas.    Measurements  were  recorded 
1,  2,  5,  10,  20,  40,  60  min  and  2,  3,  4,  6,  and  8  hr  after  in- 
jection.   From  initial  values  of  8.02%  and  5.91%  at  1  and  2 
min,  resp.,  there  was  a  drop  at  20  min  to  1.74%  followed  by 
a  gradual  increase  to  a  plateau  with  values  of  4.86%  at  3  hr, 
4.94%  at  4  hr,  5.07%  at  6  and  5.40%  at  8  hr.    The  agent, 
75se-selenomethionine,  may  prove  to  be  a  useful  tool  in  the 
study  of  protein  absorption  from  the  gastrointestinal  tract. 

4321  STUDY  OF  THE  OVERLOADING  OF  NH4 
IONS  DURING  ISOLATED  LIVER  PERFUSION 

IN  THE  PIG.  (Fr.)  Gravagne,  G.  (Fac.  Med.,  Montpellier, 
France),  G.  Solassol,  H.  Michel  and  C.  Sany.  C  R  Soc  Biol 
162(1):188-191,  1968. 

The  metabolism  of  NH4  ion  and  formation  of  urea  were  studied 
during  pig  liver  perfusion  in  in  vitro  experiments.  With  discon- 
tinuous overloading  a  dose  of  0.20  g  NH4CI  was  metabolized  in 
15-20  min;  during  a  perfusion  of  8  hr,  the  liver  metabolized  a 
total  of  2.5/3  g  NH4CI  given  in  18  divided  doses.  Blood  urea  in- 
creased from  0.30  to  0.70  g/liter.    Suprahepatic  hyperammo- 
nemia was  always  less  than  the  hyperammonemia  of  the  portal 
vein.  With  a  portal  ammonemia  of  500  fJtg/lOO,  ammonia 
was  completely  metabolized  by  a  simple  passage  through  the 
liver,  while  suprahepatic  ammonemia  remained  at  its  base 
value.    Continuous  overloadings  were  made  by  the  perfusion 
of  a  solution  of  8  g/liter  NH4CI  at  0.75  ml/min.    During  4'/2 
hr  portal  ammonemia  remained  at  500  jUg/100  ml  and  the 
suprahepatic  did  not  increase;  blood  urea  increased  from  0.30 
to  0.80  g/liter.    After  4V2  hr,  suprahepatic  ammonemia  in- 
creased to  the  level  of  the  portal  ammonemia.  At  the  end  of 
the  experiment  values  returned  to  normal.  This  method  which 
preserves  main  liver  functions  for  at  least  6  hr,  could  be  used 
for  extra-corporeal  hepatic  assistance  in  man,  or  for  conserva- 
tion of  liver  for  transplants. 


4322  FECAL  AND  URINARY  EXCRETION  OF 

I3I1.ROSE  BENGAL  DURING  OBSTRUCTIVE 
JAUNDICE  IN  INFANTS  AND  THE  NEWBORN.    (Fr.) 

Desbuquois,  B.  (Hopital  Parrot,  Paris,  France),  P.  Tron  and 
D.  Alagille.   Arch  Franc  Pediat  25(4):379-391,  1968. 

Fecal  and  urinary  excretion  of  l^lj-Rose  Bengal  during  a  72-hr 
period  was  studied  in  45  infants:    14  (1-6  months  old)  without 
any  symptoms  referable  to  the  respiratory  or  digestive  tracts  as 
controls;  23,  (1-20  months  old)  with  atresia  of  the  extrahepatic 
biliary  tract;  and  8,  (1-20  months  old)  with  intrahepatic  chole- 
stasia  with  permeable  extrahepatic  biliary  tracts.  For  the  con- 
trols, the  excretion  of  1 31i  in  feces  was  44-81%  of  the  amount 
injected  in  72  hr;  in  patients  with  biliary  atresia  it  was  0.1-17%, 
and  in  those  with  obstructive  jaundice  it  was  4-43%.  The  uri- 
nary excretion  of  131l  for  the  3  groups  was:   2-19,  12.2-61.8, 
and  7-46.8%,  resp.  The  feces/urine  l^lj  excretion  ratio  was  3.6 
in  the  controls,  0-0.83  in  biliary  atresia,  and  0.29-3.63  in  ob- 
structive jaundice.  The  method  may  be  useful  in  differential 
diagnosis  of  obstructive  jaundice. 


4323  EFFECTS  OF  GROWTH  HORMONE  ADMINI- 
STRATION ON  HEPATIC  EXCRETION  OF 

BROMSULFALEIN.    (E.)    Morris,  T.  Q.  (Roosevelt  Hosp., 
New  York,  N.  Y.),  R.  Preisig,  J.  C.  Shaver  and  N.  P.  Christy. 
Proc  Soc  Exp  Biol  Med  130(4):1183-1188,  1969. 

Chronic  administration  of  bovine  growth  hormone  (0.25  mg/kg, 
S.C.  3  times/week  for  6  weeks  and  then  0.5  mg/kg  5  times/week) 
was  studied  in  3  pure-bred,  8-month-old  beagle  dogs  in  order 
to  define  the  effects  of  this  hormone  on  the  hepatic  handling 
of  BSP.   Weight  gain  in  the  3  treated  dogs  averaged  11.7  pounds 
during  the  first  9  months  as  compared  to  4  pounds  in  3  un- 
treated dogs  (controls).    The  2  male  dogs  gained  13  and  16 
pounds  while  the  female  gained  5.   During  the  initial  3  months 
of  administration  the  biliary  transport  maximum  of  BSP  in- 
creased 58%.    There  was  no  change  in  the  storage  capacity  for 
BSP.   Thereafter,  a  decrease  in  the  biliary  transport  maximum 
to  near  original  levels  was  observed.   Administration  of  growth 
hormone  from  another  species  (ovine)  again  produced  a  rise  in 
the  biliary  transport  maximum  in  at  least  1  of  the  same  ani- 
mals.   Evidence  suggests  that  growth  hormone  exerts  a  r^u- 
latory  influence  on  hepatic  excretory  function. 

4324  CYCLOHEXIMIDE  EFFECT  ON  VITAMIN  B12 
ABSORPTION  AND  INTRINSIC  FACTOR 

PRODUCTION  IN  THE  RAT.  (E.)  Yeh,  S.  D.  J.  (Div.  Med. 
Res.,  Sloan-Kettering  Inst.,  New  York,  N.  Y.)  and  M.  E.  Shils. 
Proc  Soc  Exp  Biol  Med  130(4):  1260-1264,  1969. 

The  effect  of  cycloheximide  on  vitamin  B12  absorption  and 
on  intrinsic  factor  production  were  studied  in  isolated  rat  in- 
testinal loops.    Cycloheximide  (0.5  mg/kg)  inhibited  14c- 
leucine-1  incorporation  into  the  proteins  of  various  tissues  in- 
cluding stomach  and  small  intestine.   When  vitamin  B12  was 
given  intragastricaUy,  rats  given  cycloheximide  showed  a  sig- 
nificant delay  in  the  passage  of  the  vitamin  from  the  stomach. 
When  the  dose  of  cycloheximide  was  increased  five-fold,  34.6% 
±  4.7%  of  the  vitamin  radioactivity  was  present  in  the  stomach 
6  hr  later  (8  hr  after  cycloheximide)  as  compared  with  0.03 
±  0.01%  in  the  controls.    Cycloheximide  also  decreased  the 
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absorption  of  57co,  presumably  as  intact  vitamin  B12,  by  de- 
creasing the  artiount  of  intrinsic  factor  secreted  in  a  given  time 
and  by  interfering  with  absorption  in  the  small  intestine.    The 
cause  of  the  delayed  gastric  emptying  with  cycloheximide 
and  its  inhibitory  action  on  vitamin  absorption  in  the  small 
intestine  are  unknown. 

4325  A  STUDY  OF  THE  INTESTINAL  ABSORPTION 
AND  TURNOVER  OF  RADIOMETHIONINE 

DURING  PREGNANCY  AND  LACTATION.  (Hun.)  Penzes, 
L.  (State  Inst.  Publ.  Hlth.,  Budapest,  Hungary)  and  G.  Simon. 
Kiserl  Orvostud  20(l):41-47,  1968. 

4326  DETERMINING  THE  PERMEABILITY  OF  THE 
GLANDULAR  CELLS  OF  THE  STOMACH  IN 

MIDDLE-AGED  AND  ELDERLY  PATIENTS.    (Rus.) 
Smolianskii,  B.  L.  (Leningrad  Inst.  Sanit.  Hyg.  Med.,  USSR) 
and  T.  D.  Gordeieva.   Lab  Delo  (2):73-74,  1968. 

4327  THE  EFFECT  OF  DIADYNAMIC  CURRENTS 
ON  ABSORPTION  OF  LIPIDS  AND  FATTY 

ACIDS  IN  THE  INTESTINE.    (Uk.J    Faitel'berg-Blank,  V.  R. 
(Tselinograd  Med.  Inst.,  USSR)  and  S.  G.  Matveieva.  Fiziol 
Zh  (Kiev)  14(l):88-93,  1968. 


4328  INTESTINAL  ENZYMES  IN  LIPID  DIGESTION. 

(Fr.j   Guy-Grand,  B.  (Dept.  Human  Nutrit., 
Hotel  Dieu,  Paris,  France)  and  H.  Bour.   Sem  Hop  44(60): 2678- 
2685,  1968. 

4329  INTERACTION  IN  DRUG  ABSORPTION 
FROM  THE  GASTROINTESTINAL  TRACT. 

(Sw.)    Andersson,  S.  (KaroUnska  Hosp.,  Stockhohn,  Sweden). 
Ldkartidningen  65(Suppl.  1): 30-33,  1968. 


4330  CALCIUM  ABSORPTION  AND  ITS  DISTUR- 
BANCES.  (Pol.)    Jankowska,  E.  (L.  Pasteur  Hosp. 

Lodz,  Poland).    Wiad  Lek  20(18):  1685-1687,  1967. 

4331  ABSORPTION  AND  EXCRETION  OF  DRUGS. 
XXXII.    ABSORPTION  OF  BARBITURIC 

ACID  DERIVATIVES  FROM  RAT  SMALL  INTESTINE. 

(E.)  Kakemi,  K.  (Kyoto  U.,  Japan),  T.  Aiita,  R.  Hori  and 
R.  Konishi.  Chem  Pharm  Bull  (Tokyo)  15(12):  1883-1887 
1967. 

4332  METABOLISM  OF  TEREPHTHALIC  ACID. 
III.    ABSORPTION  OF  TEREPHTHALIC  ACID 

FROM  THE  GASTROINTESTINAL  TRACT  AND  DETEC- 
TION OF  ITS  METABOLITES.   (E.)    Hoshi,  A.  (Natl.  Cancer 
Ctr.  Res.  Inst.,  Tokyo,  Japan)  and  K.  Kuretani.    Chem  Pharm 
Bull  (Tokyo)  15(12):  1979-1984,  1967. 

4333  NON-DIALYZABLE  MANGANESE,  COPPER 
AND  SODIUM  IN  HUMAN  BILE.    (E.)    Miller, 

E.  B.  (VA  Hosp.,  Hines,  lU.),  E.  L.  Kanabrocki,  L.  F.  Case, 
L.  S.  Graham,  T.  Fields,  Y.  T.  Oester  and  E.  Kaplin.   J  Nucl 
Med  8(12):891-895,  1967. 

4334  INTESTINAL  ABSORPTION  OF  SIX  TRITIUM- 
LABELED  DIGITALIS  GLYCOSIDES  IN  RATS 

AND  GUINEA  PIGS.    (E.)    Greenberger,  N.  J.  (Ohio  State  U. 
CoU.  Med.,  Columbus),  R.  P.  MacDermott,  J.  F.  Martin  and 
S.  Dutta.   J  Pharmacol  Exp  Ther  167(2):265-273,  1969. 

4335  THE  EFFECT  OF  ETHACRYNIC  ACID  ON 
SODIUM  TRANSPORT  BY  ISOLATED  RABBIT 

ILEUM.   (E.)    Chez,  R.  A.  (U.  Pittsburgh  Sch.  Med.,  Pa.), 
E.  O.  Horger  HI  and  S.  G.  Schultz.   J  Pharmacol  Exp  Ther 
168(l):l-5,  1969. 


See  also:    4490,4559,4595,4755,4761 
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4336  UNCLASSIFIED  OESOPHAGEAL  MOTOR 
DISORDERS  SIMULATING  ACHALASL\.. 

(E.)    Hogan,  W.  J.  (Marquette  Sch.  Med.,  MUwaukee,  Wis.), 
C.  R.  CafUsch  and  D.  H.  Winship.    Gut  10(3): 234-240,  1969. 

Dysphagia,  esophageal  dilatation,  and  profound  esophageal 
mote   dysfunction  led  to  the  clinical  diagnosis  of  achalasia  in 
6  patients.    Although  the  diagnosis  could  not  be  substantiated, 
appropriate  studies  excluded  other  esophageal  diseases,  e.g., 
organic  stricture,  collagen  disease,  generalized  neuromuscular 
disorders,  diffuse  spasm,  and  presbyesophagus.    Esophageal 
motility  studies  showed  primary  peristalsis  and/or  inferior 
sphincter  relaxation  following  deglutition  in  all  patients.   While 
these  phenomena  were  not  persistently  absent  (achalasia),  the 
frequency  of  their  occunence  was  much  less  than  normal. 
Intraluminal  balloon  distention  evoked  secondary  peristalsis 
in  2  patients  and  sphincteric  relaxation  in  5.    A  positive  Me- 
cholyl  test  was  elicited  in  3.    One  patient,  with  a  negative 
Mecholyl  test,  had  no  demonstrable  ganglion  cells  on  fuU- 
thickness  distal  esophageal  biopsy.    It  is  possible  that  some  or 
aU  represent  incomplete  forms  of  true  achalasia. 

4337  INTESTINAL  MOTILITY  IN  THE  GUINEA  PIG, 
IN  DIFFERENT  STRAINS  OF  ANIMALS  AND 

IN  DIFFERENT  ALIMENTARY  CONDITIONS.    (It.)    Tirone, 
P.  (Div.  Res.  Recordati,  Milan,  Italy).    Boll  Chim  Farm  106(11): 
777-782,  1967. 

Albino  Pirbright  and  spotted  guinea  pigs  were  fed  3  different 
diets:    commercial  pellets  (Altromin  MS),  commercial  pellets 
supplemented  by  fresh  vegetables;  commercial  pellets  with 
0.4  mg/ml  ascorbic  acid.    In  both  animal  strains  the  growth 
curve  was  higher  with  a  commercial  pellet  and  ascorbic  acid 
diet  than  with  commercial  pellets  alone  or  associated  with  fresh 
vegetables.    At  the  age  of  100-110  days  the  intestinal  motiiity 
was  studied  in  vivo,  by  Carminati's  method.    Recording  of  the 
peristaltic  contraction  rate  and  amplitude  was  started  15  min 
after  the  operation;  after  1  hr  the  animals  were  injected  with 
10  jUg/kg  of  prostigmin.    Results  showed  a  high  intestinal  mo- 
tility with  commercial  pellets,  and  regular  peristaltic  waves  with 
commercial  pellets  associated  with  ascorbic  acid  or  with  fresh 
vegetables.    The  Albino  Pirbright  guinea  pigs  were  found  to  have 
a  more  efficient  spontaneous  motility  than  the  spotted  guinea 
pigs.    Good  intestinal  motility  depends  upon  both  the  strain 
of  animals  used  and  the  type  of  diet  admirustered. 


4338  A  METHOD  OF  ELECTROGRAPHIC  DETER- 

MINATION OF  DUODENAL  MOTORICITY 
LT>JDER  EXPERIMENTAL  CONDITIONS.    (Rus.)    Netesin, 
G.  V.  (N.  N.  Burdenko  Gen.  Clin.  MiUt.  Hosp.,  USSR)  and 
Yu.  G.  Shaposhnikov.   Eksp  Khir  Anest  13(4):  34-39,  1968. 

To  study  bowel  motor  function  and  a  method  of  electrographic 
recording  of  the  biocurrents  produced  in  the  duodenum  and 
ileum.    Thin  silver  electrodes  (0.3  x  0.4  cm)  were  implanted 
in  the  serous  membrane  of  the  intestinal  wall  and  in  the  proxi- 
mal and  distal  ends  of  the  duodenum  and  ileum  50  cm  from 
the  cecum;  15-20  cm  were  allowed  between  electrodes.  Bipolar 
leads  were  found  the  most  satisfactory.  Electrical  activity  in 
the  musculature  is  dependent  on  intestinal  contractions.  There 


is  a  definite  relationship  between  biocurrents  and  postoperative 
peristaltic  activity.  Two  types  of  waves  were  observed:   1) 
rhythmic  waves- high-frequency,  low-amplitude  (0,  1-2  micro- 
waves), 2)  peristaltic  waves^low  frequency,  amplitude-1-8 
microwaves.  These  latter  depend  on  the  tone  of  intestinal 
musculature.  If  there  is  inflammation  present,  muscular 
bioelectrical  activity  decreases.  During  digestion  and  after 
administration  of  neostigmine,  it  tends  to  rise  at  the  expense 
of  peristaltic  ampUtude,  although  the  frequency  of  peristaltic 
waves  remains  constant.  Atropine  does  not  affect  peristaltic 
frequency,  but  waves  with  an  amplitude  of  over  4  microwaves 
disappear  altogether. 

4339  ROENTGENOCINEMATOGRAPHY  OF  THE 

MOTILITY  OF  THE  APICO-BULBAR  REGION 
OF  THE  DUODENUM.    (It.)    Sassi,  P.  (Inst.  RadioL,  U. 
Bologna,  Italy).    Clin  (Bologna)  27(5): 404-420,  1968. 
The  functional  activity  of  the  apical  region  of  the  duodenal 
bulb  was  studied  by  roentgenocinematography  in  30  subjects 
(15  males,  15  females,  aged  20-60  yr),  who  had  no  gastrointes- 
tinal pathology.    Chronological  relations  of  the  movement  of 
the  gastric  antrum  and  other  regions  of  the  duodenum  were  de- 
termined, and  the  phasic  and  tonic  activity  of  the  apical 
region  was  analyzed.  In  particular,  the  apical  region  appeared 
to  be  the  site  of  a  basal  tonic  activity  which  was  regularly 
modified  by  phasic  contractions.  The  region  appeared  clearly 
differentiated  from  all  the  other  areas  of  the  duodenum,  where 
such  tonic  activity  was  missing.  During  mixing  this  region  pre- 
sented a  persistent  tonic  contraction,  thus  it  must  be  considered 
as  a  functional  sphincter. 

4340  THE  RELATIONSHIP  BETWEEN  THE  RECTUM 
AND  THE  ANAL  CANAL  AND  THEIR  EFFECT 

ON  ANAL  CONTINENCE.    (Fr.)    Tagart,  R.  E.  B.  (Newmarket 
Gen.  Hosp.,  England).   Rev  Med  9(8):489-491,  1968. 

4341  THE  EFFECT  OF  SOME  TYPES  OF  ANESTHET- 
ICS ON  THE  SECRETORY  AND  MOTOR 

FUNCTION  OF  THE  STOMACH  IN  CHILDREN.    (Rus.) 
Bilich,  G.  L.  (Karaganda  Munic.  Pediat.  Hosp.  No.  1,  USSR), 
V.  S.  Donchenko  and  M.  V.  Shedlovskaia.  Pediatriia  47(2): 
75-76,  1968. 

4342  REMARKS  ON  THE  GENERAL  METHODOLOGY 
FOR  THE  STUDY  OF  THE  MECHANICAL  AC- 
TIVITY OF  THE  INTESTINE.    (It.)    TorsoU,  A.  (2nd  Gen. 
Med.  Clin.,  U.  Rome,  Italy).  Arch  ltd  Mai  Appar  Dig  35(4): 
378-381,  1969. 

4343  ELECTRICAL  ACTIVITY  OF  SMALL  INTES- 
TINAL SMOOTH  MUSCLE.    (Rev.)(E.)    Baker, 

R.  D.  (U.  Texas  Med.  Br.,  Galveston).  Amer  J  Surg  117(6): 
781-797,  1969. 

4344  RECENTLY  STUDIED  EFFECTS  OF  HISTA- 
MINE ON  STOMACH  MOTILITY  AND  STOM- 
ACH SECRETION.    (It.)    Blasi,  A.  (Inst.  Clin.  Med.,  U. 
Catania,  Italy),  F.  Marietta  and  F.  Mangiafico.  Arch  Ital  Mai 
Appar  Dig  35(5):451-457,  1969. 
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♦345  CLINICAL  PHYSIOPATHOLOGY  IN  DYS- 

PEPSIA.   STUDY  OF  THE  ELECTRICAL  AC- 
riVTTY  OF  THE  HUMAN  DUODENUM.    (It.)    Labb,  G.  (Inst. 
Spec.  Med.  Pathol.,  U.  BoJogna,  Italy),  L.  Barbara  and  G.  A. 
Lanfranchi.  Arch  Ital  Mai  Appar  Dig  35(4):  382-391,  1969. 


4346  MEASUREMENT  OF  THE  ELECTRICAL  AC- 

TIVITY OF  THE  INTESTINES.    (It.)    Crema,  A. 
(Inst.  Phaimacol.  U.  Pisa,  Italy).  Arch  Ital  Mai  Appar  Dig 
35(4):  375-378,  1969. 


See  also:    4333,4464,4565,4599,4648 
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4347  PYRUVIC  ACID,  LACTIC  ACID  AND  ALPHA- 

KETOGLUTARIC  ACID  IN  CANCER  PATIENTS. 

(Ger.)    Kronberger,  L.  (Surg.  U.  Clin.,  Graz,  Austria)  and  E. 
Fink.   Med  Klin  63(22):944-948,  1968. 
Determinations  of  pyravic  acid,  lactic  acid  and  alpha-keto- 
glutaric  acid  content  in  the  blood  of  46  nonmalignant  cases 
(group  A)  and  59  malignant  cases  (group  B)  were  performed 
and  results  compared.    Diagnosis  and  tumor  localization  are 
given  in  tabular  form;  ages  ranged  from  less  than  20-90  yr  of 
age  (81.35%  of  the  cancer  patients  were  51-80  yr  of  age). 
Group  A  included  14  cases  of  cholecystitis  and  6  of  duodenal 
ulcers.    Included  in  group  B  were  neoplasms  of:    the  rectum, 
11  cases;  the  colon,  10;  and  the  pancreas,  2.    No  statistically 
significant  difference  was  found  between  pyruvic  acid  (mean 
value  0.80  mg%  in  both  groups)  and  lactic  acid  (mean  value 
in  Group  A  was  13.05  mg%  and  in  group  B  15.04  mg%).    A 
statistically  significant  increase  in  serum  alpha-ketoglutaric  acid 
was  noted  in  group  B  (0.34  mg%)  over  group  A  (0.18  mg%). 
This  difference  may  be  due  to  a  citric  acid  cycle  disorder. 
Substrate  asparaginic  acid  decrease  may  be  primarily  responsible 
for  this  since  it  is  closely  associated  with  the  tricarboxylic  acid 
cycle.    Evidence  supports  this  view,  since  asparaginic  acid  in 
cancer  patients  is  decreased  by  90%  and  by  sufficient  substitu- 
tion with  K-Mg-aspartate  normal  levels  of  alpha-ketoglutaric 
acid  levels  can  be  achieved. 

4348  a-L-FUCOSYLTRANSFERASES  IN  HUMAN 

SUBMAXILLARY  GLAND  AND  STOMACH 
TISSUES  ASSOCLVTED  WITH  THE  H,  Le^  AND  Leb  BLOOD- 
GROUP  CHARACTERS  AND  ABH  SECRETOR  STATUS. 

(E.)    Chester,  M.  A.  (Lister  Inst.  Prev.  Med.,  London,  England) 
and  W.  M.  Watkins.   Biochem  Biophys  Res  Commun  34(6): 
835-842,  1969. 

Submaxillary  glands  from  11  donors  (5  group  A  and  4  group 
O  secretors,  and  2  A  nonsecretors)  and  3  stomach  specimens 
(1  A,  1  B  and  1  O  secretor)  were  examined  for  fucosyltrans- 
ferases.   The  tissues  in  which  secreted  blood  group  glycopro- 
teins are  synthesized,  particle-bound  a-L-fucosyltransferases  are 
present  with  the  specificities  required  for  the  formation  of  H, 
Le^  and  Let"  specific  structures.    Persons  who  are  secretors  of 
ABH  had  2-,  3-  and  4-a-L-fucosyltransf erases  in  submaxillary 
glands  and  stomach  mucosal  linings.   Tissues  from  nonseaetor 
persons  contained  3-  and  4-a-L-fucosyltransferases. 


of  the  short  circuit  cunent  by  another  actively  transported  sugar 
no  further  effect  was  noted.  However,  a  typical  saturable  in- 
crease in  short  circuit  current  could  be  obtained  by  adding  gluco 
in  the  presence  of  a  relatively  high  concentration  of  L-valine  and 
vice  versa. 


4349  ENHANCEMENT  OF  NET  SODIUM  TRANS- 

PORT IN  ISOLATED  BULLFROG  INTESTINE 
BY  SUGARS  AND  AMINO  ACIDS.    (E.)    Quay,  J.  F.  (Indiani 
U.  Sch.  Med.,  Indianapolis)  and  W.  M.  Armstrong.  Proc  Soc 
Exp  Biol  Med  131(1):4$-51,  1969. 

Isolated  adult  bullfrog  small  intestine  was  mounted  between 
identical  Ringer's  solutions  and  short  circuit  currents  and  tram 
mural  potential  differences  measured  to  determine  the  effect 
of  the  substrates  D-glucose,  D-galactose,  3-O-methyl  glucose, 
L-alanine,  L-valine,  and  L-cysteine  on  net  sodium  transport. 
Addition  of  the  actively  transported  solutes  to  the  solution 
bathing  the  serosa  of  the  bullfrog  intestine  did  not,  except 
for  glucose,'aKer  the  potential  difference  or  short  circuit  cur- 
rent across  the  tissue.    As  long  as  the  sodium  concentration 
of  the  medium  was  kept  constant,  both  parameters  were  satu- 
rated at  the  same  substrate  concentration.    When  a  second  ac- 
tively transported  sugar  was  added  after  maximal  stimulation 


4350  DEUEL  CONFERENCE  ON  LIPIDS  (1968 
PROCEEDINGS).   THE  TURNOVER  OF  LIPID 

AND  LIPOPROTEINS.   CowgiU,  G.  (Pasadena,  Calif.),  D.  L. 
Estrioh  and  P.  D.  Wood.    Bethesda,  Md.,  NatL,  Inst.  Arthritis 
Metabol.  Dis.,  NIH,  1969.    188  pp. 

4351  THE  INFLUENCE  OF  BLOOD  SUGAR  LEVEL 
ON  THE  QUANTITATIVE  ASSESSMENT  OF 

ULCERS  PRODUCED  BY  RESTRAINT  METHOD  IN  THE 
STOMACH  OF  ALBINO  RATS.   (E.j   Ganguly,  A.  K. 
(Jawaharlal  Inst.  Postgrad.  Med.  Ed.  Res.,  Pondicherry,  India) 
S.  K.  Lai,  S.  D.  Nishith  and  S.  K.  Sreepathi  Rao.   Indian  J 
Med  Res  57(2):295^300,  1969. 


See  also:    4332 
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4352  CORRELATIVE  STUDY  OF  HYDROCHLORIC 

ACID,  PEPSIN,  AND  INTRINSIC  FACTOR  SE- 
CRETION IN  NEWBORNS  AND  INFANTS.    (E.)    Agunod,  M. 
(New  York  Med.  Coll.,  N.  Y.),  N.  Yamaguchi,  R.  Lopez, 
A.  L.  Luhby  and  G.  B.  J.  Glass.     Amer  J  Dig  Dis  14(6):400- 
414,  1969. 

The  patterns  of  the  secretion  of  hydrochloric  acid,  pepsin,  and 
intrinsic  factor  were  studied,  after  Histalog  stimulation,  in  the 
gastric  juice  of  12  infants  12  hr  to  3  months  old.    Ten  infants 
in  the  1-day-old  group  tested  12-24-hr  after  birth  showed  that 
in  the  first  day  of  Ufe,  the  output  of  hydrochloric  acid,  intrinsic 
factor,  and  pepsin  was  very  low,  but  no  instance  of  achlor- 
hydria  was  found.    The  outputs  of  the  3  components  then 
showed  a  gradual  increase  until  the  third  week  after  birth,  fol- 
lowed by  a  short  decline  in  the  third  to  fourth  week,  and  a 
second  sustained  rise  continuing  into  the  second  and  third 
month  of  Ufe.    A  good  correlation  was  observed  between  the 
outputs  of  hydrochloric  acid  and  intrinsic  factor  in  gastric  juice 
of  the  neonate  following  Histalog  stimulation;  and  a  somewhat 
poorer  correlation  between  that  of  intrinsic  factor  and  pepsin. 
When  secretory  outputs  were  recalculated  for  body  weight, 
those  of  intrinsic  factor  in  infants  2-3  months  old  were  at  levels 
comparable  to  that  observed  in  older  children  and  aduks;  those 
of  hydrochloric  acid,  at  the  lower  range  of  normal,  or  slightly 
below  adult  levels;  and  that  of  pepsin,  well  below  adult  values. 
Serial  determinations  showed  intrinsic-factor  activity  in  1  infant 
to  be  well  below  that  of  other  infants  of  comparable  age. 

4353  EVIDENCE  FOR  THE  RELEASE  OF  GASTRIC 

FIBRINOLYTIC  ACTIVITY  INTO  PERIPHERAL 
BLOOD.    (E.)    Cox,  H.  T.  (Wythenshawe  Hosp.,  Manchester, 
England).    Gut  10(5):  404-407,  1969. 

Studies  were  performed  on  peripheral  venous  blood  to  deter- 
mine whether  the  excess  fibrinolytic  activity  demonstrated 
previously  in  gastric  veins  can  reach  and  be  demonstrated  in 
the  peripheral  circulation.    Digital  gastric  compression  was 
performed  at  laparotomy  in  12  patients  with  chronic  duodenal 
ilcers,  4  patients  with  choleUthiasis  and  2  patients  without  up- 
3er  abdominal  pathology.    Fifty-nine  serial  specimens  of  peri- 
Jheral  venous  blood  and  44  of  gastric  venous  blood  were 
itudied.   There  was  demonstrated  a  plasmin-Uke  activity  in  the 
Jeripheral  veins  and  a  progressive  shortening  of  the  euglobulin 
ysis  time.    Plasmin-like  activity  was  found  in  at  least  1  gastric 
'ein  specimen  of  every  case  but  there  was  a  gradation  of  ac- 
ivity,  the  higher  levels  being  found  in  ulcer  cases.    The  surgeon 
nay  be  able  to  raise  peripheral  fibrinolytic  activity  and  reduce 
)ostoperative  thrombosis. 

1354  ANALYSIS  OF  SPONTANEOUS  GASTRIC 

SECRETION  IN  THE  NORMAL  MUCOSA  AND 
N  DUODENAL  ULCER.    STUDY  OF  THE  K25  INDEX  AND 
tCID/ENZYME  CORRELATION.    (It.)    Allegra,  G.  C. 
Ospedale  Maggiore,  Novara,  Italy).  Progr  Med  24(22): 
i65-872,  1968. 

n  28  normal  subjects  and  in  41  patients  with  duodenal  ulcer, 
eterminations  were  made  of  gastric  basal  secretion  (acid  and 
nzyme)  and  secretion  after  a  modified  Kay's  test.  In  18  pa- 
ients  with  duodenal  ulcer,  basal  secretion  and  secretion  after 


histamine  stimulation  were  determined.    A  significant  enzymatic 
predominance  (expressed  in  mg  of  free  tyrosine)  was  observed 
in  the  basal  secretion  in  comparison  to  the  histamme-stimulated 
secretion.    A  difference  in  the  index  of  acid-enzyme  correlation 
(K25)  was  also  observed.    These  data  support  the  beUef  of  the 
existence  of  two  different  types  of  duodenal  ulcers:    one  in 
which  the  hypersecretion  is  vagal  dependent,  and  the  other  in 
which  it  is  dependent  upon  a  gastrin-like  stimulatioa 

4355  EVIDENCE  FOR  A  LIPASE  SYSTEM  IN 

CANINE  GASTRIC  JUICE.  (E.)  Engstrom,  J.  F. 
(Dept.  Med.,  Ohio  State  U.  CoU.  Med.,  Columbus),  J.  J.  Rybak, 
M.  Duber  and  N.  J.  Greenberger.  Amer  J  Med  Sci  256(6):346-' 
351,  1968. 

The  effect  of  gastric  juice,  from  dogs  with  isolated  Heidenhain 
pouches,  on  the  lipolysis  of  a  medium  chain  triglyceride  (trioc- 
tanoin)  and  a  long  chain  triglyceride  (tripahnitin  )  was  studied 
using  14c  labeled  lipids  in  vitro.    It  was  clearly  demonstrated 
that  canine  gastric  juice  contains  a  lipase  system  which  hydro- 
lyzes  trioctanoin  but  not  tripalmitin.    The  gastric  Upase  was 
about  one-tenth  as  active  as  pancreatic  lipase  and  had  a  pH  of 
6.0  to  7.0.   The  hpolytic  activity  of  gastric  juice  was  not  due  to 
pepsin  or  pancreatic  hpase.    If  human  gastric  juice  and  gastric 
mucosa  also  contain  a  hpolytic  system  which  is  found  to  be 
active  towards  medium  chain  triglycerides,  the  finding  would 
provide  a  further  rationale  for  using  medium  chain  triglycerides 
in  treating  various  malabsorption  disorders. 

4356  INFLUENCE  OF  PHENYLBUTAZONE  ON 

GASTRIC  SECRETION  OF  RADIOSULFATE  IN 
THE  RAT.    (Fr.)    Andre,  C.  (Ed.  Herriot  Hosp.,  Lyon,  Fiance), 
R.  Lambert,  J.  P.  Leonard  and  F.  Martin.    C  R  Soc  Biol  162(1)'- 
104-107,  1968. 

Male  Wistar  rats  with  chronic  gastric  cannula  were  injected  i.p. 
with  40  HC  of  35s04Na2,  and  then  with  100  mg/kg  phenyl- 
butazone i.m.,  a  day  for  3  days.    During  the  pre-ulcerous  phase, 
radiosulfate  secretion  was  recorded.    Phenylbutazone  inhibited  ' 
the  incorporation  of  radiosulfate  in  most  gastric-acid  glyco- 
proteins containing  sulfate,  precipitating  at  pH  =  1.5  with 
cetylpyridinium.    The  values  observed  in  treated  rats  were  28- 
54%  above  controls.    The  inhibitory  effect  was  less  marked 
when  total  gastric  elimination  of  undialysable  radiosulfate,  or 
the  total  elimination  of  radiosulfate  was  considered.    This  in- 
hibitory activity  is  considered  to  be  a  biologic  characteristic 
preceding  the  appearance  of  the  medicamentous  ulcer. 

4357  ANTERIOR  HYPOTHALAMIC  REGULATION 

OF  GASTRIC  SECRETION.    (E.)    Davis,  R.  A. 
(U.  Pennsylvania  Sch.  Med.,  Philadelphia)  and  S.  Weiner.   Surg 
Gynec  Obstet  128(5):  1007-1015,  1969. 

Chronic  gastric  fistulae  were  constructed  in  33  beagles  weighing 
10  to  14  kg.    Baseline  values  for  fasting,  post-insulin  (i.v.  1.5 
U/kg)  and  intra-  and  post-histamine  (i.v.  3.6  )L(g/kg/min  for  2 
hr)  stimulation  were  obtained  for  gastric  acid  volume  and  con- 
centration. Bilateral  hypothalamic  lesions  were  then  made  in  the 
paraventricular  nuclei  of  6  dogs  and  in  the  fornices  and  me- 
dial forebrain  bundles  of  6  others.    There  was  httle  fasting 
acid  secretion  under  normal  circumstances  or  following 
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paiaventriculai  nuclei  lesions.  Lateral  anterior  hypothalamic 
lesions  increased  both  gastric  acid  volume  and  concentration 
maximally  in  a  month.  Insulin  hypoglycemia  stimulated  gastric 
secretion  in  direct  proportion  to  the  dose  administered  and  usu- 
ally was  maximal  in  30-60  min  after  administration  when  the 
blood  sugar  was  40  mg%.  Only  eight  biphasic  hypoglycemic  re- 
sponses were  noted  and  none  of  the  late  phase  increases  in  gastric 
secretion  was  associated  with  elevated  steroid  levels.  Medial  hypo- 
thalamic lesions  did  not  affect  the  gastric  secretion  response  to 
hypoglycemia.  Lateral  lesions  reversed  and  abolished  the  gastric 
response  to  insulin  hypoglycemia.  Fasting  plasma  steroid  levels 
were  increased  1  month  after  lateral  lesions.  Neither  medial 
nor  lateral  hypothalamic  lesions  affected  the  maximal  30  min 
acid  output  of  histamine. 

4358  STUDIES  ON  HUMAN  GASTRIC  INTRINSIC 

FACTOR.    I.    PURIFICATION  OF  INTRINSIC 
FACTOR  FROM  HUMAN  GASTRIC  JUICE.    (E.)    Morishita, 
R.  (Fac.  Med.,  Kyoto  U.,  Japan).   /  Vitamin  (Kyoto)  15(1): 
83-93,  1969. 

Pepsin-inactivated  neutralized  normal  human  gastric  juice  was 
saturated  or  partially  saturated  with  radioactive  vitamin  B12 
and  piaified  by  sequential  column  chromatography  using 
Sephadex  G-lOO  gel,  DEAE-cellulose  and  Sephadex  G-50  gel. 
The  purified  materials  obtained  were  intrinsic-factor-active 
(Schilling  test)  in  a  total  gastrectomy  patient.   This  material 
had  an  approximate  60-fold  increase  in  vitamin  B12  binding 
capacity  as  compared  with  the  dialyzed  gastric  juice.   The  final 
product  was  homogeneous  on  ultracentrifugal  analysis,  and 
showed  a  sedimentation  coefficient  of  1 0.5  S,  with  an  esti- 
mated molecular  weight  of  about  150,000.    It  was  composed 
of  16  amino  acids,  with  relatively  high  amounts  of  threonine, 
serine,  proline,  glutamic  acid,  glycine,  alanine  and  aspartic  acid. 
The  minimal  molecular  weight  of  fraction  III  was  about  10,000. 
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4360  EFFECT  OF  PROLONGED  INTRAVENOUS 

INFUSION  OF  DEXTRAN  ON  GASTRIC  SE- 
CRETION OF  RATS  BEARING  PERMANENT  GASTRIC 
FISTULAS.   (E.)    Kowalewski,  K.  (Surg.  Med.  Res.  Inst.,  U. 
Alberta,  Edmonton,  Canada)  and  G.  Chmura.  Arck  Int 
Fharrmcodyn  177(2):407-415,  1969. 

Adult  male  Wistar  rats  (24)  with  permanent  gastric  fistula  and 
permanent  cannula  inserted  into  the  vena  cava,  on  24  hr  i.v. 
infusion  showed  significantly  lower  output  of  gastric  juice, 
HCl  and  pepsin  in  dextran-infused  rats  than  in  saline-infused 
rats.   The  infusion  rate  was  120  ml/kg  body  weight/24  hr. 
Gastric  content  was  collected  in  6  and  18  hr  fractions  for  24 
hr.   In  a  control  group  of  24  rats  significant  hyperhistaminemia 
was  found  in  dextran-infused  rats  in  30  min,  1  hr,  and  6  hr 
samples. 

4361  DELAYED  HYPERSENSITIVITY  REACTIONS 

IN  THE  INTESTINAL  TRACT.   IIL    PIG 
STOMACH  GASTRTTIS  AND  PARIETAL  CELL  ANTIBODIES. 

(E.)    Eicks,  R.  O.  (U.  Tennessee  Coll.  Med.,  Memphis),  M.  M. 
Azar,  G.  F.  Bale,  E.  W.  Rosenberg  and  J.  Goldenberg.  Amer  J 
Dig  his  14(6):  385-393,  1969. 

A  chronic  delayed  hypersensitivity  reaction  was  produced  in 
the  pig  stomach.    In  skin-sensitized  animals  2,4-dinitrochloro- 
benzene  (DNCB)  in  adhesive  paste  produced  mucosal  ulceration 
with  intestinalization,  edema,  and  marked  round-cell  infiltration 
of  the  submucosa,  vascular  congestion,  perivascular  cuffing,  and 
fibrinoid  arteriolar  changes.   When  pigs  that  were  not  skin-sen- 
sitized were  given  DNCB  in  adhesive  paste,  no  mucosal  ulcera- 
tion was  seen.    A  similar  but  less  intense  cellular  infiltrate  and 
vascular  change  was  present.    Circulating  antibodies  to  DNCB 
showed  no  relationship  to  the  morphological  lesion,  while 
parietal  cell  antibody  immunofluorescent  titers  paralleled  the 
intensity  of  the  tissue  response.    Under  the  conditions  of  this 
experiment,  parietal  cell  antibodies  were  not  involved  in  the 
pathogenesis  of  the  mucosal  lesion. 


4359  AN  INVESTIGATION  OF  ANTIHISTAMINE 

ACTIVITY  AND  GASTRIC  ULCERATION.    (E.) 
Alphin,  R.  S.  (A.  H.  Robins  Res.  Lab.,  Richmond,  Va.)  and 
J.  W.  Ward.   Europ  J  Pharmacol  6(l):61-66,  1969. 

Gastric  ulcers  were  produced  in  163  albino  guinea  pigs  by 
histamine  and  in  40  English  short-hair  guinea  pigs  by  restraint 
procedures.    Pyloric  ligation  and  reserpine  were  used  in  Sprague- 
Dawley  rat  experiments  (68).    Brompheniramine,  3-p-chloro- 
benzhydryloxy-l-methylpynoUdine  HQ,  tripelenamine  HQ, 
cyproheptadine  HCl  and  promethazine  HCl  were  effective  in 
preventing  histamine-induced  ulceration  in  guinea  pigs.   Glyco- 
pyrrolate,  a  potent  anticholinergic,  was  ineffective.    Brom- 
pheniramine, the  most  potent  antihistamine  (against  histamine- 
induced  ulceration),  was  further  studied  for  its  effects  on  gas- 
tric ulceration  induced  by  other  procedures.    In  restraint-induced 
ulcers  in  guinea  pigs,  the  drug  was  without  protective  effect. 
When  gastric  ulceration  was  produced  in  rats  by  pyloric  liga- 
tion or  reserpine,  this  antihistamine,  in  contrast  to  glycopyr- 
rolate,  did  not  have  a  protective  action.    Several  antihistamines 
are  effective  antagonists  to  histamine-induced  gastric  ulceration 
in  guinea  pigs.   The  effectiveness  of  certain  agents  (antihist- 
aminic  or  anticholinergic)  in  preventing  gastric  ulceration  is 
probably  dependent  on  the  method  used  to  produce  the  ulcera- 
tion. 


4362  INFLUENCE  OF  BLOOD  GROUP  AND 

SECRETOR  STATUS  ON  GASTRIC  AODTTY. 

(E.j    Jori,  G.  P.  (Inst.  Med.  Pathol.,  U.  Naples,  Italy),  G. 
Mazzacca,  C.  Balestrieri,  R.  P.  Donnorso,  B.  Gallo  and  M.  Mand. 
AmerJDigDis  14(6):  380-384,  1969. 

Total  output  of  gastric  acid  after  maximal  histamine  stimulation 
was  evaluated  in  515  patients  (220  males  and  295  females, 
aged  20-50  yr)  with  or  without  a  familial  history  of  duodenal 
ulcer  but  free  of  gastroduodenal  disease.    HCl  output  was  found 
to  be  significantly  higher  in  patients  of  blood  group  O  than  in 
those  of  A,  B,  and  AB,  irrespective  of  family  history  of  duo- 
denal ulcer.    HCl  output  was  also  significantly  higher,  in  pa- 
tients who  were  in  blood  group  O,  in  nonsecretors  than  in  sali- 
vary ABH  seaetors.    In  blood  groups  A,  B,  and  AB  there  were 
no  differences  between  secretors  and  nonsecretors.    Increased 
levels  of  acid  secretion  may  partiaUy  explain  the  high  incidence 
of  duodenal  ulcer  among  subjects  with  one  or  both  the  pheno- 
typic  traits;  blood  group  O  and  nonsecretors. 

4363  ROLE  OF  GASTRIC  SECRETION  IN  IRON 

ABSORPTION.   (E.)    Jacobs,  A.  (Welsh  NatL 
Sch.  Med.,  Cardiff,  Wales)  and  P.  M.  Miles.    Gut  10(3):226- 
229,  1969. 
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Various  buffered  ferrous  (sulfate,  gluconate  and  glycine  sulfate) 
and  fenic  (citrate,  ammonium  sulfate  and  chloride)  salts  were 
found  to  precipitate  out  completely  by  increasing  the  pH  of 
the  solution  to  7.   This  precipitation  was  prevented  by  the 
formation  of  soluble  complexes  after  the  addition  of  fresh  or 
incubated  gastric  juice.    Similar  complexing  agents  are  found 
in  hog  stomach  extract  and  intrinsic  factor  concentrate.    Pepsin 
showed  similar  activity  as  did  histadine  in  a  0.1  M  solution, 
but  glutamic  acid  at  the  same  concentration  was  ineffective 
in  preventing  precipitation  at  pH  7.    Gel  filtration  studies  sug- 
gest that  the  iron  is  bound  in  a  complex  with  a  molecular 
weight  of  200,000  that  may  include  a  mucopolysaccharide  or 
a  polymer  derived  from  a  smaller  complex. 

4364  ROLE  OF  THE  VAGUS  NERVE  IN  THE  RE- 

LEASE OF  ANTRAL  GASTRIN  IN  THE  DOG. 

(E.)    Molina,  J.  E.  (U.  Minnesota  Med.  Sch.,  Minneapolis), 
W.  P.  Ritchie  Jr.,  R.  F.  EdUch  and  O.  H.  Wangensteen. 
Surgery  63(3):467-474,  1968. 

A  study  of  gastric  acid  secretion  induced  by  electrical  stimu- 
lation of  the  distal  portion  of  the  transected  thoracic  vagus  nerve 
was  carried  out  in  6  groups  of  mongrel  dogs.    Group  1  con- 
sisted of  37  control  dogs  which  were  intact,  i.e.  the  antrum 
was  in  continuity  with  the  corpus.    Stimulation  of  the  distal 
vagus  nerve  for  15  min  elicited  a  gastric  acid  secretory  response 
b^inning  shortly  after  initiation  of  stimulation  and  lasting  3-4 
hr  after  cessation.    Peak  acid  output  of  0.3-0.4  mEq  free 
acid/15  min  was  reached  90-120  min  after  initiation.    Group  2 
consisted  of  10  dogs  which  had  undergone  antrectomy  4-10 
weeks  before,  continuity  of  the  gastrointestinal  tract  being  re- 
stored by  a  Billroth  I  type  gastroduodenostomy.    Vagal  stimu- 
lation never  resulted  in  significant  acid  production  in  this  group 
even  though  action  potentials  were  clearly  evoked  from  the 
vagus  nerve.    Group  3  (7  dogs)  was  provided  with  Heidenhain- 
type,  denervated  fundic  pouches  before  stimulation,  the  antrum 
remaining  in  situ.    Acid  secretion  from  the  main  stomach  was 
similar  in  amount  and  duration  to  that  in  Group  1,  but  secre- 
tion did  not  begin  until  35-40  min  later  and  persisted  for  an 
average  of  only  45  min.    The  8  dogs  in  Group  4  were  provided 
with  innervated  fundic  pouches  of  the  Pavlov  type,  the  antrum 
again  remaining  in  situ.    Acid  production  by  the  pouch  began 
simultaneously  with  that  of  the  stomach  and  persisted  for  2  hr. 
(More  acid  was  produced  by  the  innervated  pouches  than  by 
denervated  pouches  under  identical  conditions.)  In  the  7  dogs 
of  Group  5  excluded  but  innervated  antral  pouches  were  con- 
structed in  which  only  the  external  layers  of  the  upper  half 
of  the  pouch  were  connected  to  the  main  stomach,  the  lumina 
being  separated  by  a  mucosal  bridge,  while  the  lower  half  was 
completely  separated.  The  stomach  was  then  anastomosed 
to  the  proximal  jejunum  in  the  BiUroth  II  manner.  Denervated 
fundic  pouches  of  the  Heidenhain  type  were  also  provided. 
These  dogs  secreted  acid  from  the  main  stomach  in  a  manner 
similar  to  the  control  Group  1,  but  the  average  peak  output 
was  somewhat  lower.  Acid  output  in  the  Heidenhain  pouch 
was  also  less  than  control  values.  In  Group  6,  the  6  dogs  were 
provided  with  excluded  denervated  antral  pouches  in  which  the 
continuity  with  the  stomach  and  surrounding  structures  is  dis- 
rupted, leaving  the  antrum  pedicled  only  on  the  left  gastropiploic 
vessels.  No  significant  amounts  of  acid  were  produced  in  this 
group.  The  response  resembled  that  of  the  antrectomized 


animals.  A  single  15-min  stimulation  to  the  distal  portion  of  the 
transected  thoracic  vagus  nerve  provokes  acid  production  in  the 
stomach  as  long  as  an  innervated  antrum  is  retained. 

4365  THE  PRESENCE  OF  HYDROXY  FATTY  ACIDS 
IN  SPHINGOMYELINS  OF  BOVINE  RENNET 

STOMACH.    (E.)    Karlsson,  K.-A.  (Inst.  Med.  Biochem., 
Goteborg,  Sweden),  K.  NDsson,  B.  E.  Samuelsson  and  G.  O. 
Steen.   Biochem  Bio phys  Acta  176(3):660-663,  1969. 

Sphingomyelins  in  bovine  rennet  stomach  mucosa  were  quanti- 
tated  by  paper  chromatography  following  extraction  of  lipids 
by  chloroform-alcohol,  alkaline  degradation,  acidification  and 
removal  of  acidic  lipids  using  a  DEAE  cellulose  column.    There 
were  8.7  mg  of  sphingomyelin/g  dry  tissue  weight.    By  phos- 
pholipase  C  treatment,  the  sphingomyeUns  were  quantitatively 
hydrolyzed  to  ceramides  and  phosphorylcholine.    Further  puri- 
fication of  the  ceramides  by  thin-layer  chromatography  on 
silicic  acid  revealed  a  fast-moving  group  which  contained  nor- 
mal fatty  acids  and  a  slower-moving  group  which  contained 
2-hydroxy  fatty  acids.    The  ratio  between  normal  and  hydroxy 
fatty  acids  in  the  total  ceramides  was  about  3:1.    Methylation 
of  the  hydroxy  ester  fraction  and  comparison  to  a  similar  frac- 
tion and  comparison  to  a  similar  fraction  from  bovine  brain 
cerebrosides  suggested  a  D  configuration  for  the  2-hydroxy 
fatty  acids  of  bovine  rennet  stomach  sphingomyelins. 

4366  EXPERIMENTAL  STUDY  ON  THE  RELATION- 
SHIP BETWEEN  HYPERAMMONEML^^  AND 

GASTRIC  SECRETION.    (E.)    Mattioli,  F.  (Dept.  Clin.  Surg., 
U.  Genoa,  Italy),  G.  Becchi  and  G.  C.  Torre.    Gaz  Int  Med  Chir 
74(12):  1050-1053,  1969. 

Gastric  juice  quantity,  HCl  content,  and  pH  were  determined 
on  collections  from  dogs  fitted  with  Heidenhain  gastric  pouches; 
after  fasting,  meat  feeding,  and  s.c.  histamine  injection.    The 
entire  series  was  repeated  after  i.v.  administration  of  1%  solu- 
tion of  ammonium  chloride.    There  was  a  consistent  rise  in 
total  quantity,  free  and  combined  HCl;  and  diminution  of  the 
pH  in  the  gastric  juice  of  the  animals  treated  with  ammonium 
chloride  compared  with  the  controls.    These  results  provide 
clear  evidence  of  a  relationship  between  hyperammonemia  and 
increased  gastric  acid  secretion  in  dogs. 

4367  INCOAGULABLE  NITROGEN  FRACTIONS 
IN  THE  HUMAN  GASTRIC  CONTENTS.    V. 

STUDIES  DURING  CATHETER-STIMULATED  SECRETION. 

(It.)    Smilari,  L.  (Inst.  Gen.  Med.  CUn.,  U.  Catania,  Italy),  G. 
Modica  and  F.  Marietta.   Riforrm  Med  82(26):712-715,  1968. 

4368  SECRETION  AND  THE  STRUCTURE  OF  THE 
GASTRIC  MUCOSA  AFTER  EXPERIMENTAL 

THYROIDECTOMY.    (Rus.)    Lipovskii,  S.  M.  (Leningrad  Inst. 
Sanit.-Hyg.  Med.,  USSR).  Pat  Fiziol  Eksp  Ter  12(l):85-86, 
1968. 

4369  GASTRIC  SECRETION  AFTER  ADMINISTRA- 
TION OF  DIMETHYLBIGUANIDE  IN  NORMAL 

AND  DIABETIC  SUBJECTS.  (It.)  Ferlito,  S.  (Inst.  Spec. 
Med.  Path.,  U.  Catania,  Italy),  M.  Calafato  and  F.  Romano. 
Riv  Gastroent  20(2):  7 1-85,  1968. 
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4370  THE  GASTRIC  CHEMISTRY  DURING  TREAT- 

MENT OF  PULMONARY  TUBERCULOSIS  WITH 
A  NEW  KIND  OF  ORALLY  ACTIVE  RIFAMYCIN.    (It.) 
Giordano,  F.  (C.  Forlanini  Sanat.  Hosp.,  Rome,  Italy),  M. 
Sebastian!  and  M.  Tiraterra.    Riv  Tuberc  16(3):  304-309,  1968, 


4371  CLINICAL  AND  EXPERIMENTAL  STUDY  OF 

THE  ACID-FORMING  FUNCTION  OF  THE 
STOMACH  (RADIOTELEMETRY  COMBINED  WITH  ELEC- 
TROMETRIC  TITRATION).    (Rus.)    Kalinichenko,  V.  V.  (S.  M. 
Kirov  Acad.  Milit.  Med.,  Leningrad,  USSR),  R.  A.  Sorokin  and 
M.  V.  Shinkevich.   Lab  Delo  (4):210-213,  1968. 


4377  PHYSIOLOGY  OF  GASTRIN.    (Rev.j(E.) 
Jordan,  P.  H.  Jr.  (Baylor  U.  CoU.  Med.,  Houston, 

Tex.)  and  R.  Garcia-Rinaldi.   Amer  J  Surg  117(6):822-830, 
1969. 

4378  GASTRIN  INHIBITION  OF  GASTRIC  SECRE- 
TION BEFORE  AND  AFTER  PORTACAVAL 

SHUNT.   (E.)   Wilken,  B.  J.  (U.  Mississippi  Med.  Ctr.,  Jackson), 
D.  Hunt,  C.  F.  Lowe,  W.  A.  BiUups  and  J.  D.  Hardy.    Surg 
Gynec  Obstet  129(l):22-26,  1969. 

4379  EVALUATION  OF  THE  ANTISECRETORY 
EFFECT  OF  A  NEW  ANTICHOLINERGIC 

AGENT -HETERONIUM  BROMIDE.  (E.j  Goodman,  S. 
(U.  Cinciimati  Coll.  Med.,  Ohio),  F.  E.  Smymiotis  and  A. 
Funahashi.  Amer  J  Dig  Dis  14(5):305-314,  1969. 


4372  DETERMINING  THE  DIGESTIVE  ACTIVITY 
OF  THE  GASTRIC  JUICE  WITH  CATGUT. 

(Rus.)    Dubich,  S.  la.  (Dnepropetrovsk  Gastroent.  Res.  Inst., 
USSR).   Lab  Delo  (5):  288-289,  1968. 

4373  PROBLEM  OF  HYDROCHLORIC  ACID 
FORMATION  IN  THE  STOMACH.    (Rev.)(E.) 

Nowinski,  W.  W.  (U.  Texas  Med.  Br.,  Galveston).   Amer  J  Surg 
117(6):768-770,  1969. 


4374  DUODENAL  INHIBITION  OF  GASTRIC  SECRE- 
TION.  (Rev.}(E.)    Dragstedt,  L.  R.  (Dept.  Surg., 

U.  Florida,  Gainesville).  Amer  J  Surg  117(6):841-848,  1969. 

4375  PHYSIOLOGIC  MECHANISMS  INHIBITING 
GASTRIC  SECRETION  OF  ACID.    (Rev.}(E.) 

Andersson,  S.  (Karolinska  Inst.,  Stockliolm,  Sweden).  Amer  J 
Surg  117(6):831-840,  1969. 

4376  ROLE  OF  THE  VAGUS  NERVES  IN  THE 
PHYSIOLOGY  OF  GASTRIC  SECRETION. 

(Rev.)(E.j    Dragstedt,  L.  R.  (Dept.  Surg.,  U.  Florida,  Gainesville). 
Amer  J  Surg  117(6):813-821,  1969. 


4380  THE  EFFECT  OF  SUSTAINED  RELEASE 
HEXOCYCLIUM  TABLETS  ON  GASTRIC 

AOD  SECRETION.    (E.)    Alp,  M.  H.  (Queen  Elizabeth 
Hosp.,  WoodviUe,  S.  A.)  and  A.  K.  Grant.   Med  J  Aust  1(9): 
447-449,  1969. 

4381  ON  GASTRIC  ANALYSES.   (Fin.)   Tarpila,  S. 
Suom  Ladk  24(19):  1683-1685,  1969. 

4382  GASTRIC  MUCUS  AND  THE  GASTRIC 
MUCOUS  BARRIER.   A  REVIEW.    (E.)    Menguy, 

R.  (Pritzker  Sch.  Med.,  Chicago,  lU.).  Amer  J  Surg  117(6): 
806-812,  1969. 

4383  INVESTIGATIONS  CONCERNING  THE 
COMPARATIVE  ACHON  OF  OXYTOCIN  ON 

GASTRIC  SECRETION  IN  DOGS  AND  HUMANS.    (Rum.) 
Groza,  P.  (D.  Danielopolu  Inst.  Norm.  Pathol.  PhysioL, 
Romania),  M.  Corneanu,  A.  Oana,  S.  lonescu  and  L.  RusovicL 
Fiziol  Norm  Pat  13(6):509-514,  1967. 

4384  THE  EFFECTS  OF  INDUCED  HYPERCALCEMIA 
ON  HUMAN  GASTRIC  SECRETION  COMPARI- 
SON TO  THE  RESPONSE  TO  MAXIMUM  HISTAMINE.    (Sp.) 
Milanese,  J.  C.  (Hosp.  Ramos  Mejia  Buenos  Aires,  Argentina) 
and  C.  J.  Morel.    Rev  Argent  Or  13(1-2-3): 49-52,  1967. 


See  also:    4341,4344,4348,4556,4581,4644,4646,4656,4715,5019 
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4385  THE  PATH  OF  PANCREATIC  AMYLASE.    (Sp.j 

Angelillo-MacKinlay,  T.  (Massachusetts  Gen.  Hosp., 
Boston)  and  G.  L.  Nardi.   Rev  Argent  Or  13(1-2-3):  17-20,  1967. 

Experiments  were  done  on  22  dogs  (females,  12-14  kg  body 
weight)  to  determine  the  participation  of  the  portal  and  lym- 
phatic systems  in  pancreatic  amylase  transport.  Animals  were 
prepared  surgically  in  the  following  way;  1)  cannulation  of  the 
thoracic  duct,  the  main  pancreatic  duct  and  the  portal  and 
femoral  veins,  and  2)  constant  stimulation  with  secretin  and 
pancreozymin  during  3  hr.    The  animals  were  divided  into  4 
groups  in  which  the  first  hr  of  stimulation  in  each  was  used 
as  control.    1)  Stimulation  for  3  hr  without  introduction  of 
any  variants  showed  no  significant  changes  in  the  3  elements 
studied  (systemic  blood,  portal  blood,  lymph),  2)  After  1  hr 
of  stimulation  ligation  of  the  pancreatic  duct  was  performed. 
There  was  a  significant  increase  in  portal  and  systemic  amyle- 
mia.    Increase  in  amylase  activity  was  also  found  in  lymph, 
but  not  as  much  as  in  the  blood,  3)  After  1  hr  of  stimulation 
ligation  of  the  thoracic  duct  was  performed.    No  significant 
changes  were  noted,  4)  After  1  hr  of  stimulation  experimental 
pancreatitis  was  induced  by  the  injection  of  8  ml  of  autogenous 
bile  into  the  pancreatic  duct.  There  was  a  very  significant 
increase  of  amylase  in  both  blood  and  lymph.  The  lymphatic 
system  appears  to  play  an  important  role  in  amylase  transport 
in  both  physiological  and  pathological  conditions. 

4386  INTERACTION  OF  BASIC  PANCREATIC 
TRYPSIN  INHIBITOR  WITH  TRYPSINOGEN. 

(E.)  Dlouha,  V.  (Czechoslovak  Acad.  Sci.,  Prague)  and  B.  Keil. 
Febs  Letters  3(2):137-140,  1969. 

Determinations  were  made  by  gel  filtration  on  Sephadex  G-50 
of  the  binding  affinity  of  trypsinogen,  DIP-trypsin  (di-iso- 
propylphosphoryltrypsin),  chymotrypsinogen  and  DlP-chymo- 
trypsin  for  basic  pancreatic  trypsin  inhibitor  (BPTI).    The 
formation  of  the  complex  was  observed  only  in  the  case  of 
trypsinogen.    The  trypsinogen  to  BPTI  ratio  in  the  complex 
was  1:1.    The  inhibitory  activity  assays  clearly  show  that  the 
addition  of  trypsin  results  in  the  liberation  of  the  inhibitor 
from  the  complex  with  trypsinogen,  and  that  the  inhibitor  then 
inhibits  the  active  enzyme.   The  binding  affinity  of  trypsin  for 
BPTI  is  therefore  greater  than  the  binding  affmity  of  trypsino- 
gen. 

4387  EXTERNAL  PANCREATIC  RESPONSE  TO 
FOOD  AND  ITS  RELATION  TO  THE  MAXIMAL 

SECRETORY  CAPACITY  IN  DOGS.  (E.j  Henriksen,  F.  W. 
(U.  Copenhagen,  Denmark)  and  H.  Worning.  Gut  10(3):  209- 
214,  1969. 

In  4  mongrel  dogs  (19  to  20  kg)  the  pancreatic  secretion  of 
fluid,  bicarbonate,  and  protein  after  ingestion  of  a  meat  meal 
were  studied  under  conditions  approximating  those  of  the 
normal  postprandial  period.    The  secretion  rates  for  fluid  and 
bicarbonate  were  lower  in  the  initial  30  min  than  in  the  next 
IVi  hr,  during  which  they  usually  remained  at  a  constant  level. 
The  secretion  rate  for  protein  was  highest  in  the  initial  30  min, 
probably  on  account  of  a  'washout'  phenomenon,  and  remained 
at  a  constant,  but  lower  level  in  the  next  2%  hr.  Seaetion  varied 
considerably  from  day  to  day  in  each  dog,  the  bicarbonate 


concentration  varied  least.   The  secretion  rate  for  protein  varied 
less  than  did  the  secretion  rates  for  fluid  and  bicarbonate.   The 
mean  secretion  rates  for  fluid  and  bicarbonate  were  about  one 
third  the  maximal  secretion  rates  obtainable  with  combined 
stimulation  with  secretin  and  pancreozymin.   The  mean  secre- 
tion rate  for  protein  attained  one  fifth  of  the  maximal  rate. 

4388  ALTERATIONS  OF  PORTAL  VENOUS  AND 
SYSTEMIC  ARTERIAL  PRESSURE  DURING 

EXPERIMENTAL  ACUTE  PANCREATITIS.    (E.)    Anderson, 
M.  C.  (Northwestern  U.  Med.  Sch.,  Chicago,  111.),  W.  R.  Schiller 
and  L.  Gramatica.  Amer  J  Surg  117(5):715-720,  1969. 

Experimental  acute  pancreatitis  produced  in  29  healthy  dogs 
was  associated  with  changes  in  portal  venous  and  systemic 
arterial  hemodynamics.    Trypsin  or  trypsin-blood  incubation 
mixtures  infused  into  the  pancreatic  ductal  system  produced 
a  prompt  elevation  of  portal  pressure  and  simultaneous  re- 
duction of  systemic  arterial  pressure.    Intraductal  infusions  of 
Upase,  lipase-blood  incubates,  or  phosphoUpase-A  were  associ- 
ated with  less  impressive  changes  in  portal  pressure  whereas 
systemic  hypotension  was  usuaUy  more  pronounced.    The 
explanation  for  these  peripheral  circulatory  alterations  is  not 
entirely  clear  although  phosphoUpase-A  is  a  known  central 
nervous  system  toxin  and  therefore  may  produce  a  generalized 
loss  of  vasomotor  tone.    A  variety  of  enzymes  or  blood-enzyme 
incubation  mixtures,  which  are  potentially  important  in  the 
initiation  of  pancreatitis,  also  cause  profound  changes  in  the 
circulation  to  and  from  the  inflamed  gland.    Depending  on  the 
magnitude  of  this  hemodynamic  response,  both  portal  hyper- 
tension and  systemic  hypotension  can  be  expected  to  have  an 
adverse  effect  on  the  course  of  the  local  inflammatory  process. 

4389  THE  BEHAVIOR  OF  SERUM  AMYLASE  IN 
NORMAL,  PANCREATECTOMIZED,  AND 

PANCREAS-TRANSPLANTED  DOGS.  (Ger.)  Largiader,  F. 
(Surg.  U.  Klinik  A,  Zurich,  Switzerland),  H.  Rosenmund  and 
A.  Jakob.   Schweiz  Med  Wschr  98(9):323-327,  1968. 

Serum  amylase  determinations  in  60  healthy,  fasting  dogs  gave 
a  normal  value  of  1802  ±1055  Somogy  U.    Ten  dogs  were  sub- 
jected to  duodenopancreatectomy  and  the  serum  amylase  values 
fell  below  the  norm  in  6  of  10  during  the  first  3  days.    In  4 
dogs  treated  with  hypotonic  infusions  and  surviving  16-35  days, 
serum  amylase  values  remained  in  the  lower  normal  range. 
After  homotransplantation  of  the  pancreas  into  duodenopancre- 
atectomized  hosts  (18  dogs)  an  early  rise  in  amylase  values  was 
seen  once  in  association  with  acute  pancreatitis  and  later  in 
several  cases  associated  with  complications  of  the  bile  ducts, 
complete  destruction  of  the  transplant  due  to  thrombosis,  and 
in  the  course  of  immunological  rejection.    No  decrease  in  serum 
amylase  foUowed  removal  of  the  pancreas  and  an  increase  in 
serum  amylase  was  not  always  caused  by  the  pancreas;  there- 
fore, organs  other  than  the  pancreas  must  contribute  signifi- 
cantly to  amylase  production. 

4390  ARTERIAL  INFUSION  OF  ANTIENZYMES  IN 
THE  TREATMENT  OF  EXPERIMENTAL 

PANCREATITIS.  (E.)  Nugent,  F.  W.  (Lahey  CUn.  Found., 
Boston,  Mass.),  M.  B.  Bulan  and  S.  Zuberi.  Amer  J  Dig  Dis 
14(6):415-419,  1969. 
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Direct  arterial  infusion  of  high  doses  of  Trasylol  (8750  U/pound 
for  30  min)  resulted  in  a  dramatic  decrease  in  mortality  rate 
(79%  untreated  to  1 3%  in  treated)  in  experimental  (trypsin- 
induced)  pancreatitis  in  dogs.    There  was  no  significant  histo- 
logic pancreatitis  in  the  treated  animals  at  1 2  weeks  after  the 
procedure. 


4391  PROTEOLYTIC  AND  LIPOLYTIC  DEFICIENCY 
OF  THE  EXOCRINE  PANCREAS.    [CASE 

REPORT]    (E.)   Townes,  P.  L.  (U.  Rochester  Sch.  Med.  Dent., 
N.  Y.).   J  Pediat  75(2):221-228,  1969. 

4392  RELATIONSHIP  BETWEEN  LIPASE  AND 
ESTERASE.    (Jap.)    Okuda,  H.  (Tokushima  U. 

Sch.  Med.,  Japan).   Shikoku  Acta  Med  25(1):  192-200,  1969. 


4395  TRANSMETHYLASE  ACTIVITY  IN  THE 

PANCREAS  OF  MAMMALS.    (It.)    Sussi,  P.  L. 
(Inst.  Chem.  Biol.,  U.  Padua,  Italy).    Boll  Soc  Ital  Biol  Sper 
44(5):  394-395,  1968. 


4396  THE  ROLE  OF  PLASMA  KININ  IN  FUNC- 
TIONAL VASODILATATION  IN  THE 

PANCREAS.   (E.)    Hilton,  S.  M.  (Natl.  Inst.  Med.  Res.,  London, 
England)  and  M.  Jones.   J  Physiol  195(3):521-533,  1968. 

4397  A  STUDY  OF  THE  COMPLEX  OF  TRYPSIN 
WITH  ITS  PANCREATIC  INHIBITOR.    (E.) 

Dlouha,  V.  (Czechoslovak  Acad.  Sci.,  Prague),  B.  Keil  and 
F.  Sorm.   Biochem  Biophys  Res  Commun  31(l):66-76,  1968. 

4398  TEMPERATURE-DEPENDENT  ACTIVATION 
OF  TRYPSIN  BY  CALCIUM.    (E.)    Sipos,  T. 

(Dept.  Chem.,  Lehigh  U.  Bethlehem,  Pa.)  and  J.  R.  Merkel. 
Biochem  Biophys  Res  Commun  31(4):522-527,  1968. 


4393  BIOLOGICAL  MANIFESTATIONS  OF  PANCRE- 
ATIC DISORDERS  (EXCLUDING  DISTUR- 
BANCES OF  GLYCOGEN  REGULATION).  (Fr.)  Christoforov, 
B.   Concours  Med  9\{\5  Suppl.):  31-40,  1969. 

4394  EXOCRINE  PANCREAS.    PHYSIOLOGY- 
APPLICATIONS.    PHYSIOLOGY  OF  THE 

EXOCRINE  PANCREAS.   (Fr.)    Modigliani,  R.    Concours  Med 
91(15  Suppl.):  3-29,  1969. 


4399  HYDROLYSIS  OF  PRIMARY  AND  SECONDARY 
ESTERS  OF  GLYCEROL  BY  PANCREATIC 

JUICE.   (E.)    Mattson,  F.  H.  (Proctor  &  Gamble  Co.,  Cincinnati, 
Ohio)  and  R.  A.  Volpenhein.   J  Lipid  Res  9(l):79-84,  1968. 

4400  MECHANISMS  OF  PANCREATIC  EXOCRINE 
SECRETION.   (E.)    Dreiling,  D.  A.  (Mt.  Sinai 

Med.  Sch.,  New  York,  N.  Y.).  Amer  J  Gastroent  52(1):  17- 
24,  1969. 


See  also:    4842 
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4401  ALLYL  FORMATE  POISONING  IN  EXPERI- 
MENTALLY INDUCED  LIVER  REGENERATION. 

(Ger.)    Rabes,  H.  (Inst.  Pathol.,  U.  Munich,  Germany),  H.  V. 
Tuczek  and  H.  Brandle.   Klin  Wschr  46(8): 450-451,  1968. 

One  ml/100  g  body  weight  of  a  0.7%  solution  of  allyl  formate 
was  injected  i.p.  into  rats  3  hi  before  a  partial  hepatectomy. 
To  evaluate  DNA  synthesis,  0.8  (JT  3H-thymidine/g  body 
weight  was  injected  at  different  intervals  after  hepatectomy 
and  60  min  later  the  Uver  was  excised.    The  amount  of  DNA 
synthesized  in  cells  in  partiaUy  hepatectomized  rats  increased 
significantly  18-20  hr  after  the  operation,  but  decreased  after 
27  and  34  hr.  In  allyl-formate-poisoned-animals  the  onset  of 
DNA  synthesis  in  liver  parenchymal  cells  was  delayed  by  about 
10  hr  and  reached  a  peak  after  34  hr.  The  acinoperipheral 
necrosis  of  liver  parenchyma  affected  DNA  synthesis  in  the 
liver  lobes  at  different  rates.   To  compensate  for  the  decreased 
peripheral  regeneration  due  to  necrosis,  the  ^H  thymidine 
labeling  index  of  parenchymal  cells  greatly  exceeds  the  values 
of  normal  regeneration  in  the  medial  and  central  parts  of  Uver 
lobes. 

4402  CONTROL  OF  GLUCONEOGENESIS  IN  1,IVER. 
IV,    DIFFERENTIAL  EFFECTS  OF  FATTY 

ACIDS  AND  GLUCAGON  ON  KETOGENESIS  AND  GLU- 
CONEOGENESIS IN  THE  PERFUSED  RAT  LIVER.    (E.) 

Exton,  J.  H.  (Dept.  Physiol.,  Vanderbilt  U.,  Nashville,  Tenn.), 
J.  G.  Corbin  and  C.  R.  Park.   J  Biol  Chem  244(15):4095-4102, 
1969. 

Using  isolated  perfused  rat  liver,  it  was  found  in  many  situa- 
tions that  fatty  acids  increased  ketogenesis  but  not  gluconeo- 
genesis  (using  oleate  in  complex  with  albumin  and  unbound 
oleate).    Fatty  acids  increased  glycogenolysis  only  when  present 
in  an  unbound  form  and  at  relatively  high  concentration,  thus 
it  is  very  unlikely  that  they  are  invoh^ed  in  the  regulation  of 
cyclic  AMP  under  physiological  conditions.    (Unbound  oleate 
frequently  produced  detectable  increases  in  tissue  cycUc  AMP.) 
Unbound  octanoate  infused  at  5  /xM/min  increased  ketogenesis, 
glycogenolysis,  gluconeogenesis,  and  cyclic  AMP  accumulation. 
Results  using  carnitine  suggest  that  the  level  of  endogenous 
carnitine  in  the  perfused  liver  is  not  limiting  for  ketogenesis. 
In  contrast  to  the  effects  of  fatty  acids,  glucagon  increased 
gluconeogenesis  from  lactate  more  than  2-fold  but  did  not 
stimulate  ketogenesis  in  livers  from  fed  or  fasted  rats.    The 
gluconeogenic  effect  of  oleate-albumin  complex  or  unbound 
oleate  was  additive  with  that  of  a  maximaUy  effective  concen- 
tration of  glucagon.    It  is  concluded  that  fatty  acids  probably 
do  not  play  a  physiological  role  in  the  rapid  regulation  of 
hepatic  carbohydrate  metabolism,  and  that  glucagon  does  not 
stimulate  gluconeogenesis  by  activating  hepatic  lipolysis.   The 
physiological  regulation  of  ketogenesis  appears  to  involve  pri- 
marily the  control  of  fatty  acid  supply  to  the  liver,  i.e.,  the 
regulation  of  lipolysis  in  fat  tissue.    Regulation  by  glucagon 
at  the  hepatic  level  is  of  minor  importance. 

4403  HEPATIC  DRUG  METABOLISM  IN  TEN 
STRAINS  OF  NORWAY  RAT  BEFORE  AND 

AFTER  PRETREATMENT  WITH  PHENOBARBITAL.    (E.) 
Page,  J.  G.  (Natl.  Heart  Inst.,  Bethesda,  Md.)  and  E.  S.  Vesell. 
Proc  SocExp  Biol  Med  131(1):256-261,  1969. 


Ten  strains  (8  inbred  and  2  outbred)  of  R.  norvegicus  as  well 
as  wild  Norwegian  rats  and  kangaroo  rats  were  sacrificed  before 
and  after  3  days  of  i.p.  phenobarbital  (50  mg/kg/24  hr  in 
kangaroo  rats,  100  mg/kg/g  24  hr  for  the  others)  to  evaluate 
hepatic  aniline  hydroxylase  and  ethylmorphine  N-demethylase 
activities.    Controls  were  injected  with  saline.    In  the  9000  g 
liver  supernatant  wild  Norway  rats  resembled  domestic  Norway 
rats  in  their  metabohsm  of  these  compounds,  but  in  the  micro- 
somal fractions  wild  rats  had  lower  V^ax  f^''  ethylmorphine 
N-demethylase  and  higher  K^,  than  10  domestic  strains.  Male 
Norway  rats  metabolized  ethylmorphine  50  to  300%  more 
rapidly  than  females,  but  in  only  3  strains  were  similar  sex 
differences  noted  for  aniline.    In  kangaroo  rats  females  meta- 
bolized both  drugs  more  rapidly.    In  strains  of  domestic  rat, 
phenobarbital  pretreatment  elevated  ethylmorphine  metabolism 
2  to  3.8-fold;  aniline  metabolism  increased  1.5  to  3.5-fold. 
Wild  strains  may  have  less  hepatic  microsomal  drug-metaboUz- 
ing  activity  than  domestic  strains  of  the  same  species. 

4404  EFFECT  OF  HYPER-  AND  HYPOINSULINISM 
ON  THE  METABOLISM  OF  ETHANOL  IN  RAT 

LIVER.   (E.)    Rawat,  A.  K.  (U.  Biochem.  Inst.  A.,  Copenhagen, 
Denmark).   Europ  J  Biochem  9(1):93-100,  1969. 

Administration  of  insulin  to  normal  fed  male  Wistar  rats  re- 
sulted in  a  significantly  increased  rate  of  ethanol  oxidation  by 
Uver  slices  (compared  to  control  animals)  while  the  rate  from 
alloxan  diabetic  and  anti-insulin  serum  treated  rats  was  signi- 
ficantly lower  than  normal.    Administration  of  ethanol  to 
normal,  insulin  treated  and  alloxan  diabetic  animals  caused  a 
similar  relative  increase  in  the  NADH/NAD  ratio.    After  ethanol 
administration  to  alloxan  diabetic  rats,  the  hepatic  redox  state 
was  very  much  reduced.    Injection  (i.v.)  of  ethanol  (1.5  g/kg) 
after  30  min  resulted  in  significantly  increased  concentration 
of  plasma  free  fatty  acids  which,  like  that  of  alloxan  diabetic 
and  anti-insulin  serum  treated  animals  was  significantly  lowered 
foUowing  insulin  injection.    The  total  activities  of  hepatic  alco- 
hol dehydrogenase  and  aldehyde  dehydrogenase  were  signifi- 
cantly decreased  after  alloxan  treatment,  but  in  the  insulin 
treated  group  were  the  same  as  those  of  control  animals.    Parti- 
ally purified  rat  liver  alcohol  dehydrogenase  and  aldehyde  de- 
hydrogenase were  inhibited  by  free  fatty  acids,  with  laurate 
showing  a  stronger  inhibitory  effect  than  palmitate  and  oleate. 
The  inhibition  of  alcohol  dehydrogenase  was  competitive  with 
respect  to  alcohol,  of  aldehyde  dehydrogenase  with  respect  to 
aldehyde,  neither  with  respect  to  NAD.   Addition  of  laurate 
(0.8  mM)  to  Uver  slices  caused  a  significant  decrease  in  the 
ethanol  oxidation  rate. 

4405  REGULATION  OF  GLUCONEOGENESIS  AND 
LIPOGENESIS.   THE  REGULATION  OF  MITO- 
CHONDRIAL PYRUVATE  METABOLISM  IN  GUINEA-PIG 
LIVER  SYNTHESIZING  PRECURSORS  FOR  GLUCONEO- 
GENESIS.   (E.)    Somberg,  E.  W.  (Dept.  Zoology  PhysioL, 
Newark  Coll.  Arts  Sci.,  Rutgers  U.,  Newark,  N.  J.)  and  M.  A. 
Mehlman.    Biochem  J  112(4):435-447,  1969. 

The  results  of  this  study  of  the  carboxylation  of  pyruvate  to 
oxaloacetate  by  pyruvate  carboxylase  in  guinea-pig  liver  mito- 
chondria indicate  that  guinea-pig  liver  pyruvate  carboxylase 
contributes  significantly  to  gluconeogenesis  and  that  fatty  acids 
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and  metabolites  play  an  important  role  in  its  regulation.   The 
carboxylation  was  determined  by  measuring  the  amount  of 
14c  from  Hl4c03-fixed  into  organic  acids  in  the  presence  of 
pyruvate,  ATP,  Mg2+  and  Pj.    The  synthesis  of  phosphoenol- 
pyruvate  from  pyruvate  and  bicarbonate  is  minimal  during  con- 
tinued oxidation  of  pyruvate.   In  the  presence  of  added  oxalo- 
acetate,  guinea-pig  liver  mitochondria  synthesized  phosphoenol- 
pyruvate  in  amounts  sufficiently  high  to  play  an  appreciable 
role  in  gluconeogenesis.    Addition  of  fatty  acids  of  increasing 
carbon  chain  length  caused  a  strong  inhibition  of  pyruvate 
oxidation  and  phosphoenolpyruvate  formation,  and  greatly 
promoted  carbon  dioxide  fixation,  and  malate,  citrate  and 
acetoacetate  accumulation. 

4406  THE  RELATIONSHIP  BETWEEN  DIET  AND 
COMPOSITION  OF  BLADDER  BILE  IN  MICE. 

(E.)    Dam,  H.  (Polytechnic  Inst.,  Copenhagen,  Denmark),  F. 
Christensen  and  I.  Prange.   Z  Ermehrungswiss  9(2-3); 200-208, 
1969. 

Three  groups  of  young  white  mice  (strain  NMRI)  were  reared 
on  synthetic  diets  without  added  fat,  consisting  of  casein  20%, 
carbohydrate  74.3%,  salt  mixture  5%,  vitamin  mixture  0.5%, 
and  choline  chloride  0.2%.   Group  I  received  the  carbohydrate 
entirely  in  the  form  of  glucose,  group  2  received  the  carbohy- 
drate in  the  form  of  62.3%  glucose  +  12%  rice  starch,  and 
group  3  received  the  carbohydrate  entirely  in  the  form  of 
rice  starch.   After  having  received  the  diets  for  42-45  days  the 
mice  were  killed  and  their  bladder  bile  analyzed  quantitatively 
with  respect  to  cholesterol,  lipid-soluble  phosphorus  and  taurine- 
conjugated  bile  acids.   There  was  no  evidence  that  the  diet  in 
which  all  the  carbohydrate  was  rice  starch  produces  higher 
ratios  between  bile  acids  and  cholesterol  and  between  lipid- 
soluble  phosphorus  and  cholesterol  than  did  the  other  2  diets. 
The  average  values  of  the  above-mentioned  ratios  were  even 
slightly  lower  for  the  animals  in  group  3  than  for  the  animals 
in  groups  1  and  2. 

4407  ESTERIFICATION  REACTION  AFFECTING 
THE  PATTERN  OF  MONOUNSATURATED 

FATTY  ACIDS  IN  RAT  LIVER.    (E.)    Nakagawa,  M.  (Tohoku 
U.  Sch.  Med.,  Sendai,  Japan)  and  M.  Uchiyama.    /  Biochem 
(Tokyo)  65(4):673-677,  1969. 

Desaturation  in  vitro  of  palmitic  acid  by  a  postmitochondrial 
supernatant  of  (female,  albino,  Wistar)  rat  (weighing  60-120  g) 
liver  homogenates  proceeded  about  3  times  faster  than  that  of 
stearic  acid.   When  mitochondria  and  carnitine  were  added  to 
the  system  15  min  after  the  beginning  of  incubation,  palmitoleic 
acid  produced  from  palmitic  acid  decreased  more  rapidly  than 
oleic  acid  from  stearic  acid.    However,  the  rate  of  oxidation  of 
exogenous  palmitoleic  acid  by  isolated  mitochondria  was  about 
the  same  as  that  of  exogenous  oleic  acid.   Incorporation  of 
oleic  acid  into  esterified  lipids  by  the  postmitochondrial  super- 
natant was  about  2  times  faster  than  that  of  palmitoleic  acid, 
and  the  release  of  palmitoleic  acid  from  esterified  lipids  seemed 
to  be  more  rapid  than  that  of  oleic  add.   The  discrepancy  be- 
tween the  efficiency  of  desaturation  of  the  2  saturated  acids 
in  vitro  and  the  ratio  of  the  2  mono-unsaturated  acids  found 
in  vivo  is  due  to  the  difference  in  the  rates  of  incorporation  of 
the  2  unsaturated  acids  into  esterified  lipids. 


44&»  STUDIES  ON  THE  MECHANISM  OF  PHENO- 

BARBITAL-ENHANCED  SULFOBROMO- 
PHTHALEIN  DISAPPEARANCE.  (E.)  Klaassen,  C.  D.  (Dept. 
Pharmacol.  Coll.  Med.,  U.  Iowa,  Iowa  City)  and  G.  L.  Plaa. 
J  Pharmacol  Exp  Ther  161(2):361-366,  1968. 

Rats  treated  with  75  mg/kg/day  phenobarbital  for  3  days 
showed  an  increased  disappearance  of  BSP.    Since  BSP  under- 
goes storage,  metabolism  and  excretion  by  the  liver,  these 
parameters  were  examined  to  determine  which  processes  were 
altered  by  phenobarbital  treatment.   The  rates  of  disappearance 
of  BSP  (100  mg/kg),  an  equimolar  dose  (80  mg/kg)  of  a  di- 
brominated  analog  of  BSP  (phenol-3,6-dibromphthalein  di- 
sulfonate,  or  indocyanine  green  (32  mg/kg)  were  determined. 
The  BSP-glutathione  conjugation  in  vitro,  hepatic  storage  and 
transport  maxima,  urinary  dye  excretion  (using  phenobarbital- 
treated  and  control  rats),  thin-layer  chromatography  of  BSP 
and  its  dibrominated  analog,  and  their  metabolites,  were  also 
determined.    An  enhanced  plasma  disappearance  was  observed 
for  the  dibrominated  analog  of  BSP  and  indocyanine  green  after 
phenobarbital  treatment.   With  the  BSP  analog  no  significant 
alteration  in  hepatic  storage  was  demonstrated,  but  enhanced 
biliary  transport  and  bile  flow  were  observed.   The  enhanced 
biliary  excretion  of  these  dyes  after  phenobarbital  treatment  is 
noteworthy.  The  role  of  increased  biotransformation  is  not  as 
important  a  factor  for  the  increased  plasma  disappearance  of  the 
dyes  as  might  be  expected  from  the  effect  of  phenobarbital  on 
the  biological  half-life  of  other  substances. 

4409  EFFECTS  OF  ADRENERGIC  BLOCKING 

AGENTS  ON  EPINEPHRINE-  AND  3',5'-AMP- 
INDUCED  RESPONSES  IN  THE  PERFUSED  RAT  LIVER. 

(E.)    Northrop,  G.  (U.  Wisconsin  Med.  Sch.,  Madison).   / 
Pharmacol  Exp  Ther  159(2):22-28,  1968. 

Male  and  female  rats  (Holtzman  strain)  were  used  as  the  liver  and 
blood  donors,  resp.   The  rat  liver  perfusion  technique  permitted 
intraportal  infusions  of  epinephrine  or  the  cyclic  nucleotide, 
3',5'-AMP,  with  and  without  previous  treatment  with  the  alpha- 
and  beta-adrenergic  blocking  agents,  dihydroergotamine  and 
dichloroisoproterenol,  followed  by  the  measurement  of  blood 
flow  rate,  blood-glucose  and  blood-potassium  concentrations 
in  the  hepatic  efferent  fluid.  The  blocking  agents  were  admin- 
istered into  the  portal  cannula  and  allowed  to  recycle  20  min 
before  the  addition  of  the  sympathomimetic  agents.    Blood 
samples  were  taken  at  5-min  intervals  during  the  recycling 
period.   After  administration  of  epinephrine  or  3  ,5  -AMP 
into  the  portal  cannula,  all  blood  that  passed  through  the  liver 
was  collected  into  aliquots  at  intervals  of  15  sec  for  4  min, 
followed  by  aliquots  at  intervals  of  30  sec  for  2  min,  and  by 
aliquots  at  intervals  of  60  sec  for  3  min.    Blood  samples  per- 
fused through  the  liver  of  untreated  animals  served  as  controls. 
Epinephrine  and  3  ,5  -AMP  caused  hyperglycemia  and  hypo- 
kalemia.   Pretreatment  with  dihydroergotamine  prevented  these 
metabohc  responses,  and  pretreatment  with  dichloroisoproter- 
enol prevented  epinephrine-induced  metabolic  changes.  The 
vasoconstriction  induced  by  epinephrine  was  blocked  by  di- 
hydroergotamine but  not  by  dichloroisoproterenol  pretreatment. 
There  was  no  demonstrable  change  in  blood-flow  rate  after  in- 
fusion of  3 ',5 '-AMP. 
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410  an  investigation  of  the  decrease  in 

the  metabolism  of  hexobarbital, 
lMinopyrine  and  p-nitrobenzoic  acid  by  liver 
rom  rats  bearing  a  pituitary  mammotrowc 

UMOR.  (E.)  Wilson,  J.  T.  (Natl.  Inst.  Hlth.,  Bethesda,  Md.). 
Pharmacol  Exp  Ther  160(1):  179-188,  1968. 

he  effects  of  liver  cell  hypertrophy,  adrenalectomy,  and  cas- 
eation on  the  metabolism  of  hexobarbital  and  the  production 
if  formaldehyde  from  aminopyrine  were  studied  in  liver  from 
ontrol  and  mammotropic-tumor-bearing  male  rats.   There  was 
10  decrease  in  some  Uver  constituents  (dry  weight,  DNA,  or 
iiicrosomal  protein  and  nitrogen)  from  tumor-bearing  as  com- 
lared  with  control  animals.   A  decrease  in  one  or  several  of 
hese  liver  constituents  would  be  expected  if  liver  cell  hyper- 
rophy  were  present  in  tumor-bearing  rats  without  a  concomi- 
mt  increase  in  microsomal  protein.   The  metabolism  of  hexo- 
arbital  and  the  formation  of  formaldehyde  from  aminopyrine 
ly  the  Uver  were  decreased  in  tumor-bearing  rats  as  compared 
^th  controls  regardless  of  the  liver  constituent  used  to  express 
his  metabolism.    Hexobarbital  sleeping  time  was  increased  in 
umor-bearing  rats.    Inhibitors  of  the  in  vitro  hepatic  metabolism 
if  hexobarbital  and  aminopyrine  were  not  found  in  the  liver, 
erum,  or  tumor  of  tumor-bearing  rats.   The  growth  of  the 
lammotropic  tumor  in  adrenalectomized  and/or  castrated  male 
ats  produced  a  decrease  in  the  hepatic  metabolism  of  hexo- 
larbital,  aminopyrine,  and  p-nitrobenzoic  acid  similar  to  that 
ound  in  the  liver  from  unoperated  tumor-bearing  animals, 
'he  mammotropic  tumor  hormones  (corticotropin,  somato- 
ropin,  and  prolactin)  may  decrease  the  hepatic  microsomal 
netaboBsm  of  some  compounds  by  directly  acting  on  the  liver 
n  vivo. 

i41I  a-FETOPROTEIN  IN  MONKEYS  WITH 

HEPATOMA.   (E.)    HuU,  E.  W.  (NatL  Cancer 
nst.,  Bethesda,  Md.),  P.  P.  Carbone,  D.  GitUn,  R.  W.  O'Gara 
nd  M.  G.  Kelly.   J  Nat  Cancer  Inst  42(6):  1035-1044,  1969. 

)f  42  monkeys  treated  with  N-nitrosodiethylamine  (DENA) 
or  at  least  1  yr,  23  developed  hepatoma.    Serum  a-fetoprotein 
Of  P)  was  found  in  20  (87%)  of  these  23  monkeys,  but  was 
lot  detected  in  any  of  the  19  without  hepatoma  or  in  any  of 
'5  other  monkeys  which  had  not  developed  hepatoma  after 
reatment  with  other  chemical  agents.    Liver  function  tests 
evealed  abnormaUties  in  78%  of  the  animals  with  hepatoma 
nd  in  36%  of  the  94  monkeys  without  hepatoma.    In  a 
(respective  study,  9  of  14  monkeys  developing  hepatoma  had 
lositive  OFP  assays  either  before  or  at  the  time  hepatic  nodules 
irst  became  palpable.    There  was  no  evident  correlation  be- 
ween  the  appearance  of  serum  OFP  and  the  size  or  cellular 
lifferentiation  of  the  hepatomas.    In  4  of  6  monkeys,  which 
vere  OFP  negative  at  the  initial  biopsy  diagnosis  of  hepatoma, 
1  heavy  lymphocytic  infiltration  was  noted  in  or  around  the 
umor  tissue. 

WI2  BIOCHEMICAL,  PATHOLOGICAL,  AND 

GENETIC  ASPECTS  OF  A  SPONTANEOUS 
HOUSE  HEPATOMA.   (E.j    Hancock,  R.  L.  (Jackson  Lab., 
Jar  Harbor,  Me.)  and  M.  M.  Dickie.  J  Nat  Cancer  Inst  43(2): 
107-413,  1969. 

fiansplantable  spontaneous  hepatomas  were  found  in 
:DBA/2WyDi  x  CE/J)Fi  mice  fed  a  high-fat  diet.    AU  the  male 


mice  had  primary  hepatomas  by  500  days,  and  68%  had  hepa- 
tomas at  the  end  of  1  yr.    Females  had  no  gross  hepatomas  at 
this  age,  but  eventually  acquired  them.    S-adenosyltransferase 
activity  varied  markedly  among  individual  mice.    Genetic  studies 
showed  that  DBA/IJ,  DBA/2J,  and  CsH/He  hybrids  crossed 
with  Ce/J  also  had  a  high  hepatoma  incidence.    Chromosome 
analysis  revealed  great  heterogeneity  among  individual  hepa- 
tomas from  near  normal  diploid  to  hypotetraploid  states.    Solu- 
ble RNA  methylase  studies  did  not  demonstrate  the  hyper- 
methylation  phenomena  sometimes  observed  with  BW7756 
hepatoma  preparations.    A  vitamin  E  effect  on  hepatoma  in- 
cidence, induced  enzyme  studies,  and  hepatocarcinogenesis  are 
related  to  fatty  Uver,  sex,  and  RNA  metaboUsm. 

4413  A  COMPARISON  OF  THE  PROPERTIES  OF 

PYRUVATE  KINASE  FROM  HEPATOMA 
3924-A,  NORMAL  UVER  AND  MUSCLE.    (E.)    Taylor,  C.  B. 
Gndiana  U.  Sch.  Med.,  IndianapoUs),  H.  P.  Morris  and  G.  Weber. 
Life  Sci  8(12):635-644,  1969. 

Pyruvate  kinase  preparations  were  made  from  the  Uvers  and 
muscles  of  control  and  tumor-bearing  (3924-A  hepatomas) 
ACI/N  male  rats  weighing  100  to  200  g.    Muscle  pyruvate 
kinase  was  stable  during  overnight  dialysis  as  it  was  with  vary- 
ing pH.    Reduction  of  pH  stabiUzed  the  tumor  pyruvate  kinase 
which  lost  70%  of  its  activity  on  overnight  dialysis  and  even 
more  when  the  homogenate  supernatant  fluid  was  diluted. 
The  Km  phosphoenolpyruvate  (PEP)  for  tumor  pyruvate  kinase 
was  5  X  10"5  M  as  compared  to  6.1  x  10"^  M  for  muscle  pyru- 
vate kinase  (M-type)  and  7  x  10*4  M  for  normal  Uver  (L-type). 
FDP  stabilized  tumor  pyruvate  kinase,  had  no  effect  on  M-type, 
and  was  an  allosteric  effector  for  the  L-type.    Electrophoretic 
migration  demonstrated  hepatoma  enzyme  at  +12  mm,  the  M- 
type  at  +26  mm,  and  the  L-type  at  +50  mm.    L-alanine  inhibi- 
tion of  the  tumor  and  normal  Uver  enzyme  was  more  pronounced 
with  the  former  and  the  addition  of  FDP  only  partiaUy  reversed 
it  for  this  form  of  the  enzyme.  The  M-type  was  unaffected  by 
alanine.  Kj  values  for  ATP  were  tumor  4.5  mM,  muscle  17  mM 
and  Uver  5.6  mM.  The  K  for  PCMB  were  tumor  2x10-7  M, 
muscle  1.5  x  10-5  m  and  Uver  2  x  10-7  M.  The  K  for  tumor 
enzyme  inhibition  with  cupric  ions  was  1.5  x  lO'^  M,  for  muscle 
10-4  M,  and  for  Uver  2  x  lO'^  M.  Potassium,  sodium  and  calcium 
inhibition  was  similar  for  aU  3  enzyme  forms. 


4414  BIOSYNTHESIS  OF  CHOLESTEROL  FROM 

LONG-CHAIN  FATTY  ACIDS  IN  CELL-FREE 
SYSTEMS  FROM  LIVER.    (E.)    Foti,  L.  (Inst.  Gen.  PhysioL 
U.  Naples,  Italy),  I.  C.  Perugini  and  T.  De  Leo.   Life  Sci 
8(12):607-612,  1969. 

In  order  to  verify  the  hypothesis  that  long  chain  fatty  adds 
are  first  transformed  into  acetylCoA,  via  |3oxidation  in 
mitochondria,  and  then  acetylCoA  is  converted  into  cholesterol, 
via  mevalonate  and  squalene  in  jaloplasm,  the  action  of  un- 
labeled acylCoa,  acetylCoA,  acetate,  malevonate  and  squalene 
on  the  rate  of  ^^C  incorporation  into  cholesterol  from  14c 
stearic  or  14c  Unoleic  acid  in  a  rat-Uver  (male  adult  Wistar) 
cell-free  system  containing  mitochondria  and  the  rate  of  14c 
incorporation  into  cholesterol  from  the  same  labeled  adds  in 
a  cell-free  system  from  the  same  source  deprived  of  mito- 
chondria was  studied.    Unlabeled  acylCoA,  acetylCoA  and 
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acetate  have  no  depressing  action  on  the  rate  of  l^c  incorpora- 
tion into  cholesterol  while  malevonate  and  squalene  have  a 
depressing  action.  The  incorporation  of  labeled  stearic  and 
Unoleic  acids  occurs  also  in  a  cell-free  system  deprived  of 
mitochondria. 

4415  EFFECT  OF  SECRETIN  ON  BILE  OSMOLAL- 

ITY.   (E.)    Haidison,  W.  G.  M.  (Harvard  Med. 
Sch.,  Boston,  Mass.)  and  J.  C.  Norman.   /  Lab  Gin  Med 
73(1):34-41,  1969. 

During  a  series  of  investigations  upon  the  physiologic  action 
of  secretin  on  bile  composition  and  flow  from  the  perfused 
pig  liver,  it  was  noted  that  in  7  of  8  experiments,  bile  osmo- 
laUty  increased  with  secretin  stimulation.   This  increase  impUed 
that  the  secretin-stimulated  fraction  of  bile  was  hypertonic  to 
the  basal  or  control  fraction  of  bile.    However,  the  nonideal 
osmotic  behavior  of  bile  salts  upon  dilution  with  electrolyte 
solution  could  explain  the  higher  osmolality  of  seaetin-stimu- 
lated  bile.    Bile  salts  above  a  certain  critical  micellar  conceii- 
tration  (CMC)  aggregate  to  form  micelles  which  are  in  equili- 
brium with  the  monomer  at  the  CMC.    Dilution  even  with  a 
solution  that  is  isosmotic  by  virtue  of  another  solute  causes 
dissociation  of  micelles  so  that  the  concentration  of  the  mono- 
mer is  maintained  constant  at  a  concentration  equal  to  the 
CMC.   This  results  in  more  osmotically  active  particles  than 
predicted  from  simple  linear  dUution  of  an  ideal  solution.   This 
theory  was  tested  by  mbcing  solutions  of  bile  salt  (sodium 
cholate  or  taurocholate)  and  of  pig  bile  with  pure  electrolyte 
solutions  of  approximately  equal  osmolality.    The  resultant 
osmolaUty  was  always  greater  than  that  predicted  from  ideal 
behavior.    Control  bUe  samples  from  a  perfused  pig  liver  were 
mixed  with  an  artificial  electrolyte  solution  made  to  approxi- 
mate the  calculated  secretin  fraction  from  the  same  Uver.   The 
increase  in  osmolality  with  mbcing  was  similar  to  that  observed 
in  bile  collected  from  the  liver  during  secretin  stimulation. 


4416  ALIMENTARY  PRODUCTION  OF  GALLSTONES 

IN  HAMSTERS.    21.   THE  CONTENT  OF 
CHOLESTEROL  IN  LIVERS  OF  HAMSTERS  REARED  ON 
DIETS  WITH  DIFFERENT  INFLUENCE  ON  GALLSTONE 
FORMATION.   (E.)    Prange,  I.  (Polytechnic  Inst.,  Copenhagen, 
Denmark),  F.  Christensen  and  H.  Dam.   Z  Ermehrungswiss 
9(2-3):  118-122,  1969. 

Esterified  and  unesterified  cholesterol  determinations  were  made 
of  livers  of  young  female  hamsters  reared  for  56-58  days  on  3 
different  diets:    1)  a  cholesterol-gallstone  producing  diet  con- 
taining no  added  fat  and  having  glucose  as  the  major  carbo- 
hydrate; 2)  a  diet  also  containing  no  added  fat  but  having  rice 
starch  as  the  only  carbohydrate  (a  type  of  diet  with  a  low 
tendency  of  gaUstone  production)  and  3)  a  diet  containing  10% 
lard  and  no  sugar  (a  diet  found  capable  of  dissolving  formed 
cholesterol  gaUstones).    Compared  with  the  ammals  on  diets 
1  and  2,  the  animals  on  diet  3  had  lower  content  of  esterified 
and  unesterified  cholesterol  per  g  Uver.   No  significant  differ- 
ence could  be  found  between  the  animals  on  diet  1  and  the 
animals  on  diet  2  with  respect  to  the  content  of  unesterified 
cholesterol  per  g  liver.   The  amount  of  esterified  cholesterol 
per  g  Uver  was  somewhat  higher  for  the  animals  on  diet  2  than 
for  the  animals  on  diet  1,  but  the  difference  was  of  sUght  sig- 
nificance.  The  marked  difference  between  diet  1  and  diet  2 
with  respect  to  gaUstone  production  is  not  dependent  on  dif- 
ferences in  cholesterol  content  of  the  Uver. 
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4417  NUCLEOSIDEDIPHOSPHATASE  ACTIVITY 

IN  PLASMA  MEMBRANE  OF  RAT  LIVER. 

(E.)   Wattiaux-de  Coninck,  S.  (Lab.  Physiol.  Chem.,  Fac.  U. 
Notre-Dame  de  la  Pabc,  Namui,  Belgium)  and  R.  Wattiaux. 
Biochim  Biophys  Acta  183(1):118-128,  1969. 
The  results  of  experimental  work  using  Wistar  rat  Uvers  strongly 
suggest  that  a  nucleosidediphosphatase  is  effectively  associated 
with  the  plasma  membrane-it  can  be  tested  with  ADP  as  a  sub- 
strate, and  is  not  activated  by  deoxycholate.   The  results  also 
show  that  another  nucleosidediphosphatase  is  present  in  endo- 
plasmic-reticulum membranes  and  that  this  enzyme  can  be  testec 
with  IDP  in  the  presence  of  deoxycholate.    Afta:  differential 
centrifugation  in  0.25  M  Sucrose,  the  distribution  and  beha- 
vior of  the  enzyme  acting  on  IDP  is  similar  to  that  of  glucose- 
6-phosphatase;  and  ADPase  distribution  and  behavior  is  com- 
parable to  that  of  5'-AMPase.   In  purified  plasma  membrane 
preparations,  ADPase  and  5'-AMPase  show  a  specific  activity 
about  25  times  higher  than  that  found  in  the  homogenate, 
while  IDPase  is  only  5  times  higher. 

4418  THE  INTRACELLULAR  POTENTIAL  OF  RE- 

GENERATING LIVER.   (E.)    Humphrey,  E.  W. 
(Dept.  Surg.,  MinneapoUs  VA  Hosp.  and  U.  Miimesota)  and 
T.  Maeno.   Biochim  Biophys  Acta  183(l):236-238,  1969. 
The  membrane  potential  of  normal  Sprague-Dawley  rat  Uver 
parenchymal  ceUs  was  compared  with  that  of  regenerating  Uver 
48  hr  after  a  subtotal  hepatectomy.   The  cells  were  impaled 
with  glass  capUlary  micro-electrodes  fiUed  with  3  M  KCl,  the 
electrodes  were  connected  to  a  conventional  cathode  foUower 
preampUfier  through  an  Ag-AgCl  elecuode.    A  parallel  series 
of  experiments  was  done  in  which  a  tracer  amount  of  radio- 
iodinated  serum  albumin  was  added  to  the  incubation  fluid 
as  an  indicator  of  the  extraceUular  fluid  volume.   Only  at  15C 
(measured  also  at  35C)  was  there  a  significant  difference  be- 
tween the  median  membrane  potential  of  normal  Uver  cells 
and  of  regenerating  Uver  ceUs.   The  bound  potassium  was  a 
Unear  function  of  the  total  in  spite  of  the  difference  in  tissue 
and  in  incubation  conditions.   The  measured  potential  differ- 
ence is  from  0.28  to  0.36  that  of  the  calculated  potassium  po- 
tential difference.   (The  procedure  used  possibly  allows  some 
nonspecific  shunting.)    The  results  seem  to  rule  out  mcreased 
potassium  complexmg  as  the  sole  cause  of  the  previously  re- 
ported increase  in  intraceUular  potassium  in  a  growing  tissue, 
ahhough  it  does  not  exclude  an  increase  due  to  the  Donnan  ef- 
fect. The  permeabiUty  characteristics  of  the  ceU  membrane  of 
nonexcitable  tissues  can  change.  A  decrease  in  permeabUity  is 
associated  with  both  normal  and  abnormal  growth.  It  is  not 
dear  whether  the  control  of  ceU  growth  is  mediated  through 
the  permeability  characteristics  of  the  membrane,  or  whether  tb 
changed  permeabiUty  is  a  secondary  consequence  of  growth. 


4419  THE  ROLE  OF  THE  LIVER  IN  THE  META- 

BOLISM OF  VITAMIN  D.   (E.)   Ponchon,  D. 
(Dept.  Biochem.,  U.  Wisconsin,  Madison)  and  H.  F.  De  Luca. 
J  Clin  Invest  48(7):1273-1279,  1969. 

The  metaboUsm  of  vitamin  D3  has  been  studied  after  i.v.  in- 
jection of  10  lU  of  (l,2-3H)-vitamin  D3  to  vitamin  D-deficient 
male,  Holtzman,  weanling  rats  (average  weight  230  g).   The 
disappearance  of  radioactivity  from  plasma  showed  a  pecuUar 
pattern  characterized  by  an  early  rapid  disappearance  during 
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30  min,  a  rebound  of  radioactivity  from  30  min  to  8  hr  and 
then  a  rather  slow  disappearance  rate  to  3  weeks.   The  "re- 
bound" phenomenon  is  concomitant  with  a  rapid  release  of 
radioactivity  from  the  liver  and  is  accounted  for  by  the  appear- 
ance of  25-hydroxycholecalciferol  and  other  metabolites  in  the 
blood.    The  liver  may  be  the  major  site  of  transformation  of 
vitamin  D3  into  25-hydroxycholecalciferol. 

4420  EFFECT  OF  HEPARIN  ON  THE  INACTIVA- 
TION  OF  SERUM  LIPOPROTEIN  LIPASE  BY 

THE  LIVER  IN  UNANESTHETIZED  DOGS.  (E.)  Whayne, 
T.  F.  Jr.  (U.  California  Med.  Ctr.,  San  Francisco),  J.  M.  Fehs 
and  P.  A.  Harris.   /  Clin  Invest  48(7):  1246-1251,  1969. 

Lipoprotein  lipase  (LPL)  inactivation  by  the  iiver  was  studied 
in  catheterized,  unanesthetized,  male  mongrel  dogs  (weighing 
15  to  25  kg)  by  measuring  portal  vein-hepatic  vein  differences 
in  levels  of  the  enzyme.    The  extraction  ratios  (portal  vein- 
hepatic  vein  difference)  in  2  dogs  following  the  intraarterial 
infusion  of  post-heparin  serum  from  a  donor  dog  were  68% 
and  42%.    LPL  activity  in  the  portal  vein  was  39%  higher  than 
in  arterial  samples  obtained  from  the  first  dog  and  was  4% 
greater  in  the  second.   The  LPL  extraction  ratio  in  a  dog  given 
heparin  (20  U/kg)  intraarterially  was  40%.    Portal  vein  LPL 
activity  was  14%  greater  than  arterial  LPL  activity.    At  a  higher 
(200  U/kg)  level  of  intraarterial  heparin  the  extraction  ratios 
in  2  dogs  were  10  and  4.7%.    The  injection  of  protamine  (1 
mg/mg  heparin)  caused  a  marked  drop  in  LPL  activity  from  all 
sampling  sites.   The  LPL  activity  in  arterial  samples  before 
and  after  protamine  was  almost  identical  with  portal  vein  ac- 
tivity.   There  was  an  apparent  restoration  of  LPL  activity  upon 
passage  through  the  liver.   The  LPL  activity  in  arterial  samples 
was  almost  identical  with  samples  from  the  portal  vein.    In- 
creasing the  amount  of  heparin  in  serum  obtained  from  a  hepa- 
rimzed  dog  failed  to  increase  its  LPL  activity. 

4421  SOME  FACTORS  AFFECTING  CARBOHY- 
DRATE METABOLISM  IN  HEPATIC  TISSUES 

OF  DIFFERENT  GROWTH  RATES.    (E.)    Lea,  M.  A.  (New 
Jersey  Coll.  Med.  &  Dent.,  Jersey  City),  D.  Sasovetz  and  H.  P. 
Morris.  Int  J  Cancer  4(4):487-494,  1969. 

Aspects  of  carbohydrate  metaboUsm,  such  as  glycogen  con- 
centration, glucokinase  and  hexokinase  activity,  lactate  and 
a-glycerophosphate  production,  were  compared  with  growth 
rate  in  Sprague-Dawley  male  rat  regenerating  liver  and  2  hepa- 
tomas (5123-D  and  7777)  transplanted  in  Buffalo  strain  rats. 
Lactate  production  with  glucose  as  substrate  was  greater  with 
whole  homogenates  than  with  supernatant  fractions  for  the 
hepatomas  but  the  reverse  v/as  the  case  with  control,  sham- 
operated  and  regenerating  Uver.   Nicotinamide  had  a  greater 
effect  on  lactate  production  by  homogenates  of  normal  and 
regenerating  liver  than  with  tumor  homogenates.    The  effect 
of  nicotinamide  was  correlated  with  the  NAD  glycohydrolase 
activity  of  homogenates  and  supernatant  fractions  of  the  dif- 
ferent tissues.  Changes  in  carbohydrate  metabolism  in  regener- 
ating liver  show  some  resemblance  to  those  observed  in  hepa- 
tomas of  similar  growth  rate  but  more  marked  changes  may  be 
seen  in  the  tumor  tissues. 

4422  AMPICILLIN  LEVELS  IN  HUMAN  BILE  IN 
THE  PRESENCE  OF  BILIARY  TRACT  DISEASE. 


(E.)    Mortimer,  P.  R.  (Middlesex  Hosp.  Med.  Sch.,  London, 
England),  D.  B.  Mackie  and  S.  Haynes.    Brit  Med  J  3(5662): 
88-89,  1969. 

Ampicillin  levels  in  the  serum  and  in  the  bile  from  both  the 
gallbladder  and  the  common  bile  duct  were  measured  in  23 
patients  undergoing  surgery  for  biliary  tract  diseases  (chole- 
Uthiasis  and  normal  Uver  function  tests  without  obstruction 
11  patients,  blocked  cystic  duct,  without  obstruction  of  the 
common  bUe  duct  or  Uver  damage,  6,  obstructive  jaundice,  6). 
In  patients  with  radiologicaUy  nonfunctioning  gallbladders 
ampicillin  was  either  not  present  or  its  concentration  was  lower 
than  normal.   Therapeutic  levels  were  present  in  the  common 
bile  duct  of  aU  patients  except  those  with  obstruction  of  the 
common  bUe  duct.    Ampicillin  failed  to  penetrate  the  obstructed 
viscus  in  obstructive  biliary  tract  disease  and  it  is  likely  to  be 
ineffective  in  treating  infections  associated  with  this. 

4423  LYSOSOMAL  ENZYMES  IN  REGENERATING 

RAT  LIVER.    (E.)    Klockars,  M.  (U.  Helsinki, 
Finland)  and  O.  Wegelius.   Proc  Soc  Exp  Biol  Med  131(1): 
218-222,  1969. 

The  concentration  of  the  lysosomals  enzymes  acid  phosphatase, 
arylsulfatase  B,  and  j3-glucuronidase,  was  determined  in  re- 
generating Uver  1,  2,  3,  and  10  days  after  partial  hepatectomy 
in  Sprague-Dawley  rats  weighing  200-300  g.    The  maximal  in- 
crease for  acid  phosphatase  and  j3-glucuronidase  activity  oc- 
curred after  1  day  and  amounted  to  29  and  87%,  resp.    The 
maximum  specific  activity  for  arylsulfatase  was  194%  of  nor- 
mal Uver  and  occurred  after  2  days.    All  three  enzyme  levels 
returned  to  their  initial  levels  in  3  days  and  remained  there. 
It  is  suggested  that  the  lysosomes  play  a  role  in  postmitotic 
autophagocytosis  and  are  involved  in  the  inliibition  of  Uver 
regeneration  rather  than  in  the  initiation  of  the  process  of  ceU 
division. 


4424  ORGAN  SPECIFIC  EFFECT  OF  THIOACETA- 
MIDE  ON  LIVER  GLYCOGEN.    (E.)    Sapre,  N.  N. 

(Cancer  Res.  Inst.,  Tata  Mem.  Ctr.,  Parel,  Bombay,  India), 
S.  V.  Gothoskar  and  S.  V.  Bhide.   Indian  J  Exp  Biol  7(l):4-7, 
1969. 

The  metaboUc  effects  of  thioacetamide,  an  hepatocarcinogen 
which  causes  marked  enlargement  of  hepatic  nuclei  and  nu- 
cleoU,  were  studied  on  male  Swiss  mice.    Intraperitoneal  in- 
jection of  thioacetamide  (250  mg/kg  body  weight)  significantly 
decreased  the  glycogen  and  protein  levels  of  the  Uver,  while 
total  RNA  and  DNA  contents  of  hepatic  tissue  remained  the 
same  by  histochemical  evaluation.    Simultaneously  with  the 
decrease  in  glycogen  and  protein,  the  activities  of  glucose-6- 
phosphatase,  fructose-l,6-diphosphatase  and  phosphoglucomu- 
tase  also  diminished  on  thioacetamide  administration.    Thio- 
acetamide was  found  to  affect  only  Uvei  glycogen  and  not  that 
of  kidney  and  muscle. 

4425  BILE  CANALICULUS  AND  SPACE  OF  DISSE: 
ELECTRON  MICROSCOPIC  RELATIONSHIPS 

AS  DELINEATED  BY  LANTHANUM.  (E.)  Schatzki,  P.  F. 
(M.  D.  Anderson  Hosp.  &  Tumor  Inst.,  U.  Texas,  Houston). 
Lab  Invest  20(l):87-93,  1969. 
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Sprague-Dawley  rats  (42);  normal,  and  with  experimental  bili- 
ary obstruction  were  used  to  study  passage  through  the  tight 
junction— an  area  of  approximation  of  Uver  cell  membranes. 
Liver  tissue  was  fixed  using  lanthanum  as  contrast  material. 
Some  animals  were  injected  with  lanthanum  via  the  common 
bile  duct  or  portal  vein  in  an  attempt  to  show  passage  across 
the  tight  junction.    Livers  fixed  in  the  presence  of  lanthanum 
showed  interspaces  between  liver  cells  and  spaces  of  Disse 
filled  with  lanthanum.    Occasional  deposits  of  lanthanum  were 
found  in  bile  canaliculi,  but  tight  junctions  appeared  well  pre- 
serve, and  no  lanthanum  appeared  within  them.    Tissues  from 
animals  injected  with  lanthanum  showed  lanthanum  deposits  in 
cell  interspaces,  spaces  of  Disse,  and  canaliculi.    Lanthanum 
penetration  through  the  tight  junction  was  suggested  occasion- 
ally.   Lanthanum  passes  across  tight  junctions  under  conditions 
of  increased  pressure  from  the  bile  canaliculus  to  the  inter- 
space or  in  the  opposite  direction. 

4426  DRUG  METABOLISM  IN  HYPOTHERMLS.. 

UPTAKE,  METABOLISM  AND  EXCRETION  OF 
S35 -SULFANILAMIDE  BY  THE  ISOLATED,  PERFUSED 
RAT  LIVER.   (E.)    Kaiser,  S.  C.  (Sch.  Med.,  U.  Pittsburgh, 
Pa.),  E.  J.  Kelvington  and  M.  M.  Randolph.   J  Pharmacol  Exp 
Ther  159(2):389-398,  1968. 

35s-sulfanilamide  was  chosen  to  study  the  sensitivity  of 
various  drag  metabolic  processes  to  lowered  temperatures  be- 
cause its  conjugation  process,  an  N-4  acetylation,  is  a  single 
biotransformation  in  the  rat.    Also,  sulfanilamide  has  been 
extensively  studied  under  euthermic  conditions.    Since  hypo- 
thermia in  the  intact  animal  causes  many  complex  changes  in 
respiration,  circulation  and  metabolism,  the  isolated  perfused 
rat-liver  preparation  was  used  because  it  is  a  fully-oiganized 
and  functionally-important  unit  of  drug  metabolism.    Sulfa- 
nilamide is  metabolized  mainly  by  the  liver.    Its  uptake  by 
the  liver  was  low,  proportional  to  organ  size,  and  unaffected 
by  decreased  temperatures  (37,  25,  and  17C).    The  liver  can 
acetylate  sulfanilamide  even  at  temperatures  of  15C  but  the 
rate  decreases  as  the  temperature  decreases.    Most  of  the 
acetylated  compound  appears  in  the  blood.    The  rate  of  ap- 
pearance follows  an  exponential  curve  with  half-times  of  70 
min  at  37C  to  750  min  at  15C.    The  maximum  concentration 
of  sulfanilamide  in  the  bile  was  the  same  at  all  temperatures 
studied,  but  the  maximum  was  reached  more  slowly  at  lower 
temperatures.   There  was  no  evidence  that  active  transport  of 
sulfanilamide  from  blood  into  bile  occurs  in  the  isolated  rat- 
liver  preparation.   The  total  quantity  of  drug  excreted  in  the 
bile  in  the  immediate  postinjection  period  was  primarily  in 
the  free  form. 

4427  THE  EFFECT  OF  AGE  ON  THE  HEPATIC 

REGENERATIVE  PROCESS  AFTER  SUBTOTAL 
HEPATECTOMY  IN  THE  RAT.    (It.)    Pietranera,  P.  (Inst. 
Semeiotica  Med.,  U.  Parma,  Italy),  M.  Tonelli,  G.  Bazzicalupo 
and  M.  Passeri.  Riv  Gastroent  20(3):17I-177,  1968. 

Male  rats  were  divided  into  2  groups  of  42  each:    1  group 
weighing  200-230  g  and  about  50  days  old  and  the  other 
weighing  more  than  500  g  and  aged  between  12  and  15  months. 
About  64%  of  the  total  liver  mass  was  surgically  removed  and 
the  animals  were  sacrificed  after  28,  32,  36,  40,  46,  and  50  hr. 
;  After  sacrifice,  the  residual  liver  was  removed  and  studied 


histologically.  At  28  hr  after  surgery  the  old  rats  showed  1.8% 
of  the  liver  cells  in  mitosis,  while  the  young  rats  had  10.3% 
of  the  cells  in  mitosis.  At  40  hr,  a  peak  was  reached  in  the 
old  rats  (6.3%),  at  which  time  the  young  rats  had  30.9%  of 
the  cells  in  mitosis.  Similar  differences  were  observed  through- 
out the  study.  Apparently  with  aging  the  possibility  of  rat 
liver  regeneration  becomes  increasingly  limited 

4428  PIG-TO-BABOON  LIVER  XENOGRAFTS.    (E.) 

Calne,  R.  Y.  (Addenbrooke's  Hosp.,  Cambridge, 
England),  H.  J.  O.  White,  B.  M.  Herbertson,  P.  R.  Millard, 
D.  R.  Davis,  J.  R.  Salaman  and  J.  R.  Samuel   Lancet  1(7553): 
1176-1178,  1968. 

Seven  piglets  (10  kg)  were  used  as  liver  donors  to  recipient 
baboons.   The  xenografted  liver  assumed  a  paler  pink  color 
than  porcine  liver  allografts,  but  all  animals  awoke  from  an- 
esthesia, indicating  initial  liver  function,  and  bile  was  secreted 
at  the  time  of  operation.   All  animals  were  given  e-aminocaproic 
acid,  but  severe  hemorrhage  caused  the  death  of  4  in  6-30  hr. 
The  other  3  animals  were  given  human  fibrinogen  and  did  not 
suffer  from  bleeding:    2  died  from  liver  failure  at  19  and  36 
hr;  the  last  animal  died  from  bronchopneumonia  after  3y2  days. 
Steroids  and  azathiopyrine  were  given  to  2  animals  and  steroids 
alone  to  2  others,  including  the  longest  survivor.    The  4  ani-    ^ 
mals  living  19  or  more  hr  were  active,  alert,  ate  fruit,  and  m 

drank  water  on  the  day  after  operation.    Deterioration  leading 
to  coma  and  death  was  rapid.    At  necropsy  the  first  6  xeno- 
grafted livers  had  patchy  centrilobular  hepatic  necrosis.    The 
liver  of  the  SVi  day  survivor  had  well  preserved  hepatocytes 
and  mononuclear  cellular  infiltration  of  the  portal  tracts. 
The  centrilobular  necrosis  could  be  due  to  poor  early  per- 
fusion of  the  liver  and  may  have  been  responsible  for  the 
hemorrhagic  state  in  4  animals  and  liver  failure  in  2  others. 

4429  CHANGES  IN  ZINC  METABOLISM  IN  CIR- 
RHOSIS OF  THE  LIVER  WITH  AND  WITHOUT 

ENCEPHALOPATHY.   (Sp.)    Santiago  Corchado,  M.  (La  Paz 
Clin.  Social  Security,  Madrid,  Spain),  B.  Ribas  Ozonas,  A. 
Santos  Ruiz  and  J.  Ortiz  Vazquez.   Rev  Clin  Esp  110(2):  109- 
114, 1968. 

Zinc  metabolism  was  studied  in  15  healthy  subjects  and  40 
patients  (32  cirrhosis  of  the  liver  and  8  other  liver  diseases). 
Zinc  excreted  in  the  urine  was  higher  in  patients  with  cirrhosis 
of  the  liver  than  in  healthy  subjects.   Of  the  18  cirrhosis  pa- 
tients, 8  showed  a  decrease  in  serum  zinc;  in  the  remaining  10 
the  decrease  was  not  significant.    In  the  majority  of  the  cases 
zinc  content  in  the  urine  was  higher  than  in  the  serum.    In  14 
cases  the  ratio  of  serum  to  urine  zinc  was  between  0.2  and  1. 
Parallelism  between  the  degree  of  liver  pathology  and  the  rate 
of  zinc  elimination  demonstrated  by  the  sulfobromophthalein 
retention  test  and  by  determining  prothrombin  activity.    A 
marked  decrease  in  semm  zinc  and  increase  in  urine  zinc  was 
found  in  2  acute  hepatitis  patients.   No  changes  in  either  serum 
or  urine  zinc  content  was  found  in  4  chronic  hepatitis  patients 
and  in  2  patients  with  liver  stasis.    In  10  of  the  14  cirrhosis 
patients  in  hepatic  coma  there  was  a  marked  increase  in  zinc 
excretion  and  a  marked  decrease  of  serum  zinc. 

4430  ACTION  OF  THE  ASCORBIC  ACID  ON  THE    M 
AMMONEMIA,  tt-KETOGLUTARIC  ACID,  * 
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LUTAMIC  ACID  AND  GLUTAMINE  IN  CIRRHOTIC  AND 
ORMAL  SUBJECTS.    (Fr.)    Schirardin,  H.  (Lab.  Gen.  Pathol., 
rasbourg,  France),  M.  Bauer  and  J.  Warter.    C  R  Soc  Biol 
;i(10):2060-2064,  1968. 

cirrhotic  and  normal  subjects,  injected  i.v.  with  1  g  of  as- 
rbic  acid,  blood  ammonemia,  plasma  a-ketoglutaric  acid  and 
itaric  acid,  and  blood  glutamine  were  determined.    In  cirrhotic 
d  normal  subjects,  resp.,  blood  ammonemia  decreased  23% 
d  28%  1  hr  after  the  stimulus;  24%  and  28%  after  2  hr; 
%  and  22%  after  3  hr.    Plasma  a-ketoglutaric  acid  decreased 
%  and  15%  after  1  hr;  14%  and  46%  after  2  hr;  15%  and  38% 
er  3  hr.    Plasma  glutamic  acid  decreased  22%  and  47%  after 
u;  14%  and  58%  after  2  hr;  15%  and  29%  after  3  hr.    Blood 
itamine  increased  15%  and  23%  after  1  hr;  17%  and  28%  after 
ir;  decreased  slowly  to  normal  values  and  increased  25%  after 
ir. 


31  ABNORMAL  PRESENCE  OF  ISOENZYMES  OF 

LACTIC  DEHYDROGENASE  IN  THE  EXPERI- 
;NTAL  hepatoma.    (Fr.)    Schapira,  F.  (Inst.  Res.  Cancer, 
lejuif,  France)  and  B.  de  Nechaud.    C  R  Soc  Biol  162(1)- 
89,  1968. 

;  isoenzymes  of  LDH  were  studied  in  adult  rat  Uver,  in 
il  liver,  and  in  an  experimental  hepatoma.   The  hepatoma 
I  induced  in  6  week  old  Wistar  rats  by  dimethyl  methylamino 
benzene.    Results  showed  in  the  normal  adult  rat  liver  the 
dominance  of  isoenzyme  5  (A4  subunits)  and  isoenzyme  4 

1  Bi  subunits)  and  complete  absence  of  isoenzyme  1  (B4 
units).   In  hepatoma  2  anomalies  were  found:    1)  the  pres- 
e  of  supplementary  bands  moving  like  isoenzymes  in  the 
icles  of  the  rat,  and  corresponding  to  isoenzyme  3  (A2  B2 
units)  and  2  (Ai  B3  subunits):  2)  the  presence  of  an  ab- 
rnal  band  moving  between  isoenzymes  4  and  3.   This  ab- 
mal  band,  associated  with  an  increase  in  isoenzymes  3  and 
/as  also  observed  in  fetal  liver. 

2  EFFECTS  OF  CARBON  TETRACHLORIDE 
intoxication  on  BILIARY  EXCRETION 

THE  RAT.  (Fr.)  Vanlerenberghe,  J.  (Fac.  Med.  Pharm., 
;,  France),  C.  Lejeune-Lecocq,  C.  Bel,  R.  Cassaigne  and  L. 
nis.   Lille  Med  13(4): 398-407,  1968. 

;  Wistar  rats  were  given  1  or  2  ml/kg  carbon  tetrachloride 
or  P.O.  at  intervals  after  3  hr  and  7  days,  the  animals  were 
thetized  and  the  bile  was  collected.    The  rate  of  biliary  ex- 
ion  was  not  modified  in  the  first  20  hr,  and  only  a  slight 
iction  was  observed  after  45  hr  in  the  animals  injected  s.c. 
^lier  and  more  marked  reduction  was  observed  when  the 
t  was  given  p.o.    After  24  hr  biliary  bilirubin  increased 
n  it  was  given  p.o.  at  2  ml/kg.    In  aU  the  intoxicated  rats, 
ride,  sodium  and  potassium  ions  in  the  bile  were  unchanged. 
BSP  excretion  test  was  normal,  but  Neutral  Red  excretion 
reduced  by  about  50%.    Histologic  examination  of  the  liver 
6  hr  demonstrated  centrolobular  congestion,  with  slight 
'hoplasmocytic  infiltration;  after  8  hr  the  presence  of  lipidic 
ovacuolar  pericentrolobular  ceUs;  after  48  hr  an  increase 
Ecrotic  phenomena. 

i  THE  BEHAVIOR  OF  FREE  AND  MEMBRANE- 

BOUND  RAT  LIVER  RIBOSOMES  FOLLOWING 
ERIMENTAL  DAMAGE  WITH  CCI4.    (Ger.)    Michel,  S 


(Physiol.  Chem.  Inst.  Friedrich-SchiUer  U.,  Jena,  Germany),  G. 
Richter,  M.  Tschisgale  and  B.  Brux.  Acta  Biol  Med  German 
21(5):603-614,  1968. 

The  distribution  of  free  and  membrane-bound  ribosomes  in 
normal  rat  liver  and  30  min  to  48  hr  after  i.p.  injection  of 
0.2-0.3  ml  CCI4/IOO  g  body  weight  was  studied.    In  normal 
rat  liver  2/3  of  aU  ribosomes  are  bound  to  membranes;  the 
remaining  exist  in  a  free  form.    Both  free  and  membrane-bound 
ribosomes  are  organized  in  polysomes.    Free  monomers,  if 
present  at  aU,  amount  to  less  than  5%  of  the  free  ribosomes. 
After  CCI4  administration,  free  polysomes  are  very  rapidly 
destroyed.   Twelve  to  18  hr  after  CCI4  injection,  polysomes 
reappear  early  in  the  process  of  regeneration  during  which  the 
sedimentation  constants  of  free  polysomes  shift  from  low  to 
high  values.    After  4  hr  the  destruction  of  membrane-bound 
ribosomes  begins;  their  regeneration  is  much  slower  than  that 
of  free  ribosomes  and  is  scarcely  detectable  even  after  48  hr. 

4434  AN  EXPERIMENTAL  STUDY  ON  ALTERA 

TIONS  IN  SERUM  FATTY  ACID  IN  VARIOUS 
HEPATIC  LESIONS.    (Jap.)    Sasaki,  E.  (Gifu  U.  Sch.  Med., 
Japan).  Acta  Sch  Med  Univ  Gifu  15(3):735-764,  1968. 
Changes  in  serum  fatty  acids  in  dogs  with  various  hepatic 
lesions  were  evaluated  with  gas-Uquid  chromatography.    In  a 
dog  with  ligation  of  the  hepatic  artery  given  penicillin  there 
were  minimal  changes  in  the  fatty  acid  composition  ratio  and 
the  total  amount  of  fatty  acid,  but  the  palmitic:  Unoleic  ratio 
(P/L)  was  significantly  increased  and  reached  a  maximum  on 
the  4th  postoperative  day.   There  was  a  marked  decrease  in 
Unoleic  acid  with  a  50%  decrease  from  original  values  ob- 
served on  the  2nd  postoperative  day.    In  a  dog  with  Eck's 
fistula  there  were  no  significant  changes  in  the  total  amount 
of  fatty  acid  or  the  composition  ratio,  but  the  Unoleic: oleic 
ratio  (L/0)  decreased  during  the  period  of  observation  (mark- 
edly on  the  2nd  postoperative  day).  In  the  dog  with  an 
ischemic  Uver  oleic  acid  was  markedly  increased  (37%  above 
base  values  within  3  hr)  and  there  was  a  decrease  in  L/O. 
In  the  totaUy  hepatectomized  dog  linoleic  acid  was  increased 
29%  and  oleic  acid  23%  in  9  hr  postoperatively.    An  increase 
in  P/L  and  a  decrease  in  L/O  were  observed.    Linoleic  and 
arachidonic  add  values  decUned  50  and  55%,  resp.,  9  hr  post- 
operatively.   Dogs  without  Uver  or  with  ischemic  Uver  were 
treated  with  cross  circulation  to  correct  the  metaboUc  dis- 
orders; however  the  increase  in  P/L  and  the  decrease  in  L/O 
were  not  corrected.    A  marked  decrease  in  Unoleic  acid  was 
observed  after  cross  circulation  not  only  in  the  dogs  with  hepa- 
tic lesions  but  also  in  normal  dogs.   A  marked  decrease  in 
arachidonic  acid  was  seen  in  both  hepatectomized  and  normal 
dogs. 

4435  EVIDENCE  FOR  BINDING  OF  ROSE  BENGAL 
AND  ANILINONAPHTHALENESULFONATES 

AT  THE  ACTIVE  SITE  REGIONS  OF  LIVER  ALCOHOL  DE- 
HYDROGENASE.   (E.)    Brand,  L.  (Dept.  Biol.,  Johns  Hopkins 
U.,  Baltimore,  Md.),  J.  R.  GoUdke  and  D.  S.  Rao.    Biochemistry 
6(11):3510-3518,  1967. 

4436  THE  QTRATE  CLEAVAGE  ENZYME  AC- 
TIVITY IN  CHICK  EMBRYO  AND  CHICKEN 

LIVER  DURING  DEVELOPMENT.    (E.)    FeUcioU,  R.  A. 
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(Inst.  Biol.  Chem.,  U.  Pisa,  Italy)  and  F.  GabriellL   Experientia 
23(12):1000-1001,  1967. 

4437  sRNA  METHYLASE  ACTIVITY  OF  EMBRYONIC 
LIVER.  (E.)  Hancock,  R.  L.  (Jackson  Lab., 

Bar  Harbor,  Me.),  P.  McFarland  and  R.  R.  Fox.   Experientia 
23(10):  806-807,  1967. 

4438  A  QUANTITATIVE  METHOD  OF  MEASURING 
LIVER  REGENERATION  IN  THE  DOG.    (E.) 

Baker,  R.  R.  (Johns  Hopkins  U.  Sch.  Med.,  Baotimore,  Md.), 
T.  Migita  and  H.  N.  Wagner  Jr.    /  Surg  Res  7(12): 578-582, 
1967. 

4439  INTRACELLULAR  DISTRIBUTION  OF  COPPER 
IN  THE  LIVER  OF  THE  RAT.    (E.)    Gregoriadis, 

G.  (McGiU  U.,  Montreal,  Quebec,  Canada)  and  T.  L.  Sourkes. 
Canad  J  Biochem  45(7):  1841-1851,  1967. 

4440  ISOENZYMES  OF  ALKALINE  PHOSPHATASE 
IN  THE  SOLUBLE  PHASE  OF  RAT  LIVER 

CELLS.    (Ger.)    Kaschnitz,  R.  (Inst.  Gen.  Exp.  PathoL,  U. 
Vienna,  Austria),  J.  Patsch  and  M.  Peterlik.   Europ  J  Biochem 
5(l):51-54,  1968. 

4441  THE  EFFECT  OF  N-DIAZOACETYLGLYQNE 
HYDRAZIDE  ON  HEPATIC  REGENERATION 

AND  EMBRYONIC  DEVELOPMENT  IN  THE  RAT.    (It.) 
Baldini,  L.  (Inst.  Pharmacol.,  U.  Genoa,  Italy),  G.  Brambilla, 
M.  Cavanna  and  S.  Parodi.   Boll  Soc  Ital  Biol  Sper  44(5): 
437-441,  1968. 

4442  CORRELATIONS  BETWEEN  THE  PINEAL 
GLAND  AND  UVER  AND  BLOOD  CHOLESTER- 
OL IN  MICE  AND  RATS.  (Rum.)  Milcu,  I.  (Inst.  Endocrinol., 
Acad.  Romanian  SociaUst  Republic,  Bucharest),  E.  Damian, 

1.  Popescu  and  O.  lanas.  Stud  Cercet  Endocr  19(6):473-478, 
1968. 

4443  INCREASE  IN  GLUCOSE  AND  DECREASE 

IN  FREE  FATTY  ACIDS  IN  THE  PERFUSATE 
FROM  ISOLATED  MOUSE  LIVERS  IN  THE  PRESENCE 
OF  PROLACTIN  FROM  SHEEP.    (Rum.)    Costiner,  E.  (Inst. 
Endocrinol.,  Acad.  Romanian  Socialist  Republic,  Bucharest), 
L.  Vaisler,  L.  Simionescu  and  E.  Dinulescu.   Stud  Cercet 
Endocr  19(6):487-492,  1968. 

4444  COAGULANTS  AND  FIBRINOLYTIC  SUB- 
STANCES IN  THE  TISSUES  OF  THE  LIVER. 

(Rus.)    Skipetrov,  V.  P.  (Semipalatinsk  Med.  Inst.,  USSR)  and 
Z.  Z.  Khodina.   Klin  Khir  (Kiev)  (5):  19-23,  1968. 

4445  COMPARATIVE  STUDY  OF  THE  LOSS  OF 
GLUCOSE-6-PHOSPHATASE  AND  SERO- 
LOGICAL SPECIFICITY  IN  THE  LIVER  CELLS  OF  RATS 
AT  THE  BEGINNING  OF  CARQNOGENESIS.    (Ger.) 
Bomer,  P.  (Max  Planck  Inst.  Virol.,  Tubingen,  Germany). 

Z  Naturforsch  [B]  23(8):  1082-1084,  1968. 

4446  IN  VIVO  DEPHOSPHORYLATION  OF  /- l^C 
GLUCOSAMINE-6-PHOSPHATE  IN  RAT  LIVER. 
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NOTE  VI.   (It.)    Tesoriere,  G.  (Inst.  Chem.  BioL,  U.  Palermo, 
Italy),  R.  Vento,  C.  Nicotra  and  S.  Macaione.    Boll  Soc  Ital 
Biol  Sper  44(21):1789-1791,  1968. 

4447  BIOSYNTHESIS  OF  |3<;LUCUR0NIDES  OF 
RETINOL  AND  OF  RETINOIC  ACID  IN  VIVO 

AND  IN  VITRO.    (E.)    Lippel,  K.  (U.  Florida  CoU.  Med., 
GainesviUe)  and  J.  A.  Olson.   J  Lipid  Res  9(2):  168-175,  1968. 

4448  EFFECT  OF  DRUG  SUBSTRATES  ON  THE 
REDUCTION  OF  HEPATIC  MICROSOMAL 

CYTOCHROME  P-450  BY  NADPH.    (E)    Gigon,  P.  L.  (Natl. 
Heart  Inst.,  NIH,  Bethesda,  Md.),  T.  E.  Gram  and  J.  R. 
GiUette.    Biochem  Biophys  Res  Commun  31(4):558-562, 
1968. 


4449  A  COMPARISON  OF  NONACTIVATED  AND 
ACTIVATED  LIVER  GLYCOGEN  SYNTHE- 
TASE.  (E.)    Gold,  A.  H.  (Bowman  Gray  Sch.  Med.,  Winston- 
Salem,  N.  C).   Biochem  Biophys  Res  Commun  31(3):  361-367, 
1968. 

4450  REGULATION  OF  RAT  LIVER  GUANINE 
AMINO  HYDROLASE  BY  GTP.    (E)    Jos  an,  V. 

(Dept.  Biochem.,  Lucknow  U.,  India)  and  P.  S.  Krishnan. 
Biochem  Biophys  Res  Commun  3 1(3):  299-302,  1968. 

4451  SYNTHESIS  OF  THE  PLASMA  MEMBRANE 
OF  THE  LIVER  CELL.    (E.)    Ray,  T.  K.  (U. 

Pittsburgh  Sch.  Med.,  Pa.),  1.  Lieberman  and  A.  I.  Lansing. 
Biochem  Biophys  Res  Commun  31(l):54-58,  1968. 

4452  CONTROL  OF  ACETOACETATE  AND  /J- 
HYDROXYBUTYRATE  PRODUCTION  IN 

RAT  LIVER  MITOCHONDRIA.    (E.)   Wojtczak,  A.  B.  (Nenc 
Inst.  Exp.  Biol.,  Warsaw,  Poland).   Biochem  Biophys  Res 
Commun  31(4):634-640,  1968. 

4453  THE  EFFECTS  OF  POLYURIDYLIC  ACID 
ON  PHENYLALANINE  INCORPORATION 

BY  SUBCELLULAR  FRACTIONS  FROM  CARBON  TETRA 
CHLORIDE-POISONED  RAT  LIVER.  (E)  Smuckler,  E.  A. 
(Wenner-Gren  Inst.,  U.  Stockhohn,  Sweden),  B.  Parthier  and 
T.  Hultin.   Biochem  J  107(2):  151-163,  1968. 

4454  THE  EFFECTS  OF  STARVATION  AND 
ALLOXAN-DUBETES  ON  THE  CONTENTS 

OF  CITRATE  AND  OTHER  METABOLIC  INTERMEDUTE 
IN  RAT  LIVER.    (E.)    Start,  C.  (Dept.  ZooL,  U.  Oxford, 
England)  and  E.  A.  Newsholme.   Biochem  J  107(3):411-415 
1968. 

4455  ETHIONINE  INDUCED  sRNA  NEOMETHYLA 
ACTIVITY.   (E.)    Hancock,  R.  L.  (Jackson  Lai 

Bar  Harbor,  Maine).  Biochem  Biophys  Res  Commun  31(1): 
77-81,  1968. 

4456  THE  SYNTHESIS  OF  SERUM  PROTEINS  ON 
ATTACHED  RATHER  THAN  FREE  RIBO- 

SOMES  OF  RAT  LIVER.  (E.)  Redman,  C.  M.  (New  York 
Blood  Ctr.,  N.  Y.).  Biochem  Biophys  Res  Commun  31(6): 
845-850,  1968. 
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4457  QUANTITATIVE  CYTOCHEMICAL  STUDIES 
OF  THE  STIMULATION  OF  RAT-LIVER  SUC- 

QNATE-NEOTETRAZOLIUM  REDUCTASE  BY  PHENA- 
ZINE  METHOSULPHATE  AND  QUINONES,  AND  OF  IN- 
HIBITION BY  NEOTETRAZOLIUM,  WITH  OBSERVATIONS 
ON  ALTERED  FORMAZAN  LOCALISATION.    (E.)    Jones, 
G.  R.  N.  (Royal  Coll  Surg.,  London,  England).   Exp  Cell  Res 
49(2):251-265,  1968. 

4458  HISTOCHEMICAL  AND  BIOMETRIC  INDI- 
CATORS OF  THE  STATE  OF  INTACT  AND 

REGENERATED  LIVER  IN  PREGNANT  RATS.    (Rus.) 
Kovalenko,  N.  Ya.  (Acad.  Med.  Sci.,  Moscow,  USSR).   Eksp 
Khir  Anest  13(l):5-9,  1968. 


4459 


1968. 


4460 


THE  MECHANISMS  OF  BILIARY  SECRETION. 

(Fr.)   Erlinger,  S.   Rev  Int  Hepat  l%{\y.\--i9. 


THE  EFFECT  OF  PITRESSIN  ON  INTRA- 
HEPATIC PORTAL  PRESSURE  IN  THE  ISO- 
LATED LIVER.   (Fr.)    Lambilliotte,  J.  P.  (Harvard  Med.  Sch., 
::ambridge,  Mass.)  and  J.  C.  Norman.   Rev  Franc  Etud  Clin 
3iol  13(3):289-292,  1968. 

1461  EXPERIMENTAL  MODEL  FOR  THE  STUDY 

OF  THE  ENTEROHEPATIC  CIRCULATION  OF 
HLE  IN  RHESUS  MONKEYS.    (E.)    DowUng,  R.  H.  (Boston 
J.  Sch.  Med.,  Mass.),  E.  Mack,  J.  Picott,  J.  Berger  and  D.  M. 
Imall.  J  Lab  Qin  Med  72(1):  169-176,  1968. 

462  EFFECTS  OF  INDUCER  SUBSTANCES  ON 
PORPHYRIN  SYNTHESIS  IN  LIVER  CELL 

:ULTURES.   (E.)    Doss,  M.  (Inst.  Hyg.,  Philipps  U.,  Germany) 
ms  Letters  2(2):  127-129,  1968. 

463  THE  BIOCHEMICAL  COMPOSITION  OF  BILE 
IN  HEALTHY  CHILDREN.    (Rus.)    Pyaterikova, 

t.  A.  (Leningrad  Sank.  Hyg.  Med.  Inst.,  USSR).   Pediatriia 
7(6):70-71,  1968. 

464  EXPERIMENTAL  STUDY  OF  THE  CHOLERETIC 
ACTIVITY  OF  2'-HYDROXY-5'  CARBOXY-1- 

HENYLPENTANOL-1.   (Fr.)    van  den  Driessche,  J.  ("La 
einais",  Betton,  France),  A.  Binet,  E.  Eben-Moussi  and  P. 
llain.    Therapie  23(2): 329-340,  1968. 

465  LIVER  REGENERATION  FOLLOWING  HEPATIC 
RESECTION.   (Ger.)    Herfarth,  C.  (Surg.  Clin., 

.  Marburg,  Germany)  and  E.  Plache.   Z  Exp  Chir  1(4)- 239- 
t6,  1968. 

166  PRELIMINARY  INDICATIONS  AS  TO  THE 

MECHANISM  OF  INHIBITION  OF  ANION 
CCUMULATION  IN  MITOCHONDRIA  PRODUCED  BY 
NCOUPLING.    (It.)    Palmieri,  F.  (Inst.  Biol.  Chem.,  U.  Bari, 
ily)  and  E.  QuagliarieUo.   Boll  Soc  Ital  Biol  Sper  44(11)- 
!9-932,  1968. 


167 


THE  EFFECT  OF  SULFUR  WATER  FROM 
"MATECZNY  11"  ON  THE  ACTIVITY  OF 


SOME  HEPATIC  ENZYMES.   (Pol.)    Gutkowski,  P.  (Inst. 
Gen.  Exp.  Pathol.,  Acad.  Med.,  Krakow,  Poland)  and  W. 
Rokicki.  Przegl  Lek  24(3): 386-387,  1968. 

4468  THE  EFFECT  OF  VITAMIN  B12  ON  HEPATIC 

METABOLISM  IN  THE  RAT.  (Rum.)  Ciadun, 
O.  (Dept.  Biol.  Hist.,  U.  Cluj,  Romania)  and  V.  Preda.  Clujul 
Med  41(1):117-120,  1968. 

4469  CHANGES  IN  THE  GOLGI  APPARATUS  AND 
CHONDRIOME  OF  THE  LIVER  IN  RATS 

AFTER  ADMINISTRATION  OF  VITAMIN  B12.    (Rum.) 
Craciun,  O.  (Inst.  Med.  Pharm.,  Cluj,  Romania)  and  E.  Carpen. 
Clujul  Med  41(2):207-212,  1968. 

4470  ANION  GRADIENTS  IN  RAT  LIVER  MTTO- 
CHONDRIA  IN  THE  PRESENCE  OF  RESPIRA- 
TORY CHAIN  INHIBTTORS  AND  OLIGOMYCIN.    (It.) 
QuagliarieUo,  E.  (Inst.  Biol.  Chem.,  U.  Bari,  Italy)  and  F. 
Palmieri.    Boll  Soc  Ital  Biol  Sper  44(ll):925-929,  1968. 

4471  ALTERNATE  TRIOSE  PHOSPHATE  PATHWAYS 
FOR  GLYCERIDE  BIOSYNTHESIS  IN  RAT 

LIVER.   (E.)    Rao,  G.  A.  (Dept.  Biochem.,  Texas  A  &  M  U., 
College  Station),  M.  F.  Sorrels  and  R.  Reiser.    Biochem  Biophys 
Res  Commun  31(2):252-256,  1968. 

4472  7a-HYDR0XYLATI0N  OF  CHOLESTANOL  BY 
RAT  LIVER  MICROSOMES.    (E.)    Shefer,  S. 

(Publ.  Hlth.  Res.  Inst.,  New  York,  N.  Y.),  S.  Hauser  and  E.  H. 
Mosbach.   J  Lipid  Res  9(3):328-333,  1968. 

4473  METABOLISM  OF  11-OXYGENATED  STEROIDS: 
METABOLISM  IN  VITRO  BY  PREPARATIONS 

OF  LIVER.    (E.)    Bush,  I.  E.  (Radcliffe  Infirm.,  Oxford, 
England),  S.  A.  Hunter  and  R.  A.  Meigs.   Biochem  J  107(2)- 
239-258,  1968. 

4474  OCCURRENCE  OF  7-METHYLGUANINE  IN 
NUCLEIC  ACIDS  OF  RAT  LIVER.    (E.) 

Craddock,  V.  M.  (Med.  Res.  Counc.  Lab.,  Carshalton,  England), 
S.  Villa-Trevino  and  P.  N.  Magee.   Biochem  J  107(2):  179-184 
1968. 

4475  HEPATIC  SYNTHESIS  OF  HAPTOGLOBIN: 
EXPERIMENTAL  STUDIES  IN  THE  RAT.    (Fr.) 

Lombart,  C.  (Fac.  Med.,  U.  Paris,  France),  M.  Nebut,  M.  P. 
OUier,  M.  F.  Jayle  and  L.  Hartmann.  Rev  Franc  Etud  Clin 
Biol  13(3):258-266,  1968. 

4476  QUANTITATIVE  INVESTIGATION  OF  THE 
BROMSULPHTHALEIN  KINETICS  BY  MEANS 

OF  THE  UPTAKE  OF  THE  DYE  BY  ISOLATED  LIVER 
CELLS.   I.   METHOD.    (Cz.)    Skaunic,  V.  (Med.  Fac,  Charles 
U.,  Hradec  Kralove,  Czechoslovakia)  and  V.  Nerad.    Cesk 
Gastroent  Vyz  23(3):105-109,  1969. 

4477  EFFECT  OF  CITRATE  ON  ACYL-CoA 
SYNTHETASE  OF  RAT  LIVER.    (Jap.)    Harada, 

T.  (Tokushima  U.  Sch.  Med.,  Japan).   Shikoku  Acta  Med  25(1)- 
219-228,  1969. 
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4478  CONTROL  OF  FATTY  ACID  SYNTHESIS  IN 

HOMOGENATE  PREPARATIONS  OF  MOUSE 
HEPATOMA  BW  7756.    (E.)    Sabine,  J.  R.  (Dept.  Fhysiol.-Anat. 
U.  California,  Berkeley)  and  I.  L.  Chaikoflf.   Aust  J  Exp  Biol 
Med  Sci  45(5):54I-548,  1967. 


4479 


THE  SECRETION  OF  BILE.    (Rev.)(E.)    Brooks, 
F.  P.  (Hosp.  U.  Pennsylvania,  Philadelphia). 
Amer  J  Dig  Dis  14(5):343-349,  1969. 


4480  THE  PATTERN  OF  RECOVERY  OF  ERYTHRO- 

POIESIS  IN  HEAVILY  IRRADIATED  MICE 
RECEIVING  TRANSPLANTS  OF  FETAL  LIVER.    (E.) 
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Kubanek,  B.  (Tufts  U.  Sch.  Med.,  Boston,  Mass.),  N.  Rencricca 
A.  Porcellini,  D.  Howard  and  F.  Stohlman  Jr.   Proc  Soc  Exp 
Biol  Med  131(3):831-834,  1969. 

4481  THE  METABOLISM  OF  TOLBUTAMIDE  IN 

RAT  LIVER.  (E.)  McDaniel,  H.  G.  (Dept.  Med. 
Physiol.  Pharmacol.,  Duke  U.,  Durham,  N.  C),  H.  Podgainy  am 
R.  Bressler.  J  Pharmacol  Exp  Ther  167(l):91-97,  1969. 

4482  CARBOHYDRATE  METABOLISM  IN  THE 
STUDY  OF  LIVER  FUNCTION.    (It.)    Bianco, 

C.  (S.  G.  B.  Cottolengo  Hosp.,  Turin,  Italy),  R.  Bonsi  and  G. 
Papotti.  Arch  Sci  Med  (Torino)  124(4):411-422,  1967. 


See  also:    4277,4291,4293,4299,4304,4321,4868,4935 
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4483  INTERACTIONS  BETWEEN  LEUCINE  AND 

LYSINE  TRANSPORT  IN  RABBIT  ILEUM.    (E.) 
Munck,  B.  G.  (U.  Pittsburgh  Sch.  Med.,  Pa.)  and  S.  G. 
Schultz.   Biochim  Biophys  Acta  183(1):182-193,  1969. 
The  results  of  this  study  of  the  interaction  between  leucine  and 
lysine  transport  across  short-circuited  segments  of  isolated  New 
Zealand  rabbit  ileum  indicate  that  the  presence  of  2  mM  leu- 
cine in  the  mucosal  solution  markedly  stimulates  the  rate  of 
net  lysine  transport.    This  stimulatory  effect  is  due  entirely  to 
an  increase  in  the  unidirectional  flux  of  lysine  from  mucosa  to 
serosa  and  the  flux  from  serosa  to  mucosa  is  unaffected  by 
leucine.    High  concentrations  of  lysine  inhibit  leucine  trans- 
port across  the  brush  border,  and  high  concentrations  of  leu- 
cine similarly  inhibit  lysine  transport;  suggesting  that  the  pro- 
cesses mediating  the  transport  of  these  2  amino  acids  across 
the  brush  border  have  overlapping  specificities.    The  results 
suggest  a  direct  noncompetitive  interaction  between  leucine 
and  a  carrier  mechanism  responsible  for  lysine  movement  across 
the  serosal  boundary  of  the  epithelium.    Preloading  the  intes- 
tinal tissue  with  leucine  alone  markedly  enhances  the  uni- 
directional influx  of  lysine  from  the  mucosal  solution  across 
the  brush  border.    Since  preloading  with  lysine  has  no  effect 
on  lysine  influx  and  preloading  with  leucine  has  no  effect  on 
leucine  influx,  this  phenomenon  appears  to  be  another  indica- 
tion of  an  effect  of  leucine  on  the  lysine  transport  mechanism. 

4484  EFFECT  OF  ENDOGENOUS  ACIDIFICATION 

OF  THE  DUODENUM  ON  THE  HEIDENHAIN 
POUCH  PEPSIN  RESPONSE  TO  HISTAMINE.    (E.)    Saik, 
R.  P.  (U.  Pennsylvania  Sch.  Med.,  Philadelphia),  E.  M. 
Copeland,  L.  O.  Miller  and  G.  P.  Smith.  Ann  Surg  170(2)- 
244-248,  1969. 

Acid  and  pepsin  output  from  Heidenhain  pouches  in  5  mongrel 
dogs  (weighing  19  to  25  kg)  also  provided  with  gastric  fistulas, 
stimulated  by  a  constant  submaximal  (for  acid)  i.v.  histamine  ' 
dose,  were  studied.    Duodenal  acidification,  achievea  by  clos- 
ing a  gastric  fistula  and  presumably  releasing  endogenous 
secretin,  was  associated  with  a  large  rise  in  pepsin  output  in 
all  dogs  without  any  corresponding  change  in  acid  output. 
Opening  the  fistula  was  associated  with  a  decreased  pepsin 
output  in  a  majority  of  the  cases  as  weU  as  an  increase  in  acid 
output. 

4485  PROTEIN  STARVATION  AND  THE  SMALL 

INTESTINE.    HI.    INCORPORATION  OF 
ORALLY  AND  INTR^\PERITONEALLY  ADMINISTERED 
/-LEUCINE  4^-3h  INTO  INTESTINAL  MUCOSAL  PROTEIN 
OF  PROTEIN-DEPRIVED  RATS.    (E.)    Hirschfield,  J.  S. 
(U.  Colorado  Med.  Ctr.,  Denver)  and  F.  Kern  Jr.    /  Clin  Invest 
48(7):1224-1229,  1969. 

WeanUng  albino,  Holtzman  rats  (mean  weight  50  g)  were  fed 
diets  which  contained  either  no  protein  or  27%  protein.    In 
1  experiment  after  23-35  days  both  groups  were  given  Meucine- 
4,5-^H  either  intragastrically  or  i.p.  and  sacrificed  in  24  hr. 
In  a  second  experiment  animals  were  given  the  diets  for  21 
days  and  sacrificed,  3,6,  or  12  hr  after  either  intragastric  or 
I.p.  administration  of  the  labeled  leucine.   In  both  experiments 
the  intestinal  mucosa  of  proximal  and  distal  segments  of  the 


small  intestine  was  scraped,  weighed,  the  protein  concentration 
measured,  and  the  specific  activity  of  the  mucosal  protein 
determined.    The  wet  weight  of  the  mucosa  and  the  protein 
concentration  of  the  mucosa  was  significantly  greater  in  the 
control  animals  than  in  the  protein-depleted  animals.    The 
mucosal  protein  per  100  g  of  body  weight  was  the  same  in 
the  protein-deprived  animals  and  the  control  animals.    The 
specific  activity  of  the  intestinal  mucosal  protein  was  higher 
in  the  protein-deprived  animals  than  in  the  controls.    In  the 
protein-deprived  animals  the  proximal  segment  incorporated 
more  radioactive  amino  acid  into  mucosal  protein  than  did 
the  distal  segment  at  3,  6,  12,  and  24  hr  after  the  amino  acid 
was  given  P.  O.    A  similar  difference  was  found  between  the 
proximal  and  distal  segments  of  the  control  animals  6  hr 
after  administration  p.o.,  when  the  /-^H-leucine  was  given 
i.p.  to  both  groups  of  animals  there  was  no  difference  between 
proximal  and  distal  small  intestine. 

4486  HORMONAL  CONTROL  OF  BRUNNER'S 

GLANDS.    (E.)    Stening,  G.  F.  (U.  California 
Sch.  Med.,  Los  Angeles)  and  M.  I.  Grossman.    Gastroenterology 
56(6):1047-1052,  1969. 

In  3  dogs  (weighing  17-21  kg)  and  4  cats  (weighing  2.5-4  kg) 
with  isolated  pouches  of  the  first  portion  of  the  duodenum, 
containing  Brunner's  glands,  the  highest  rates  of  secretion, 
1.0  ml  per  15  min  in  dogs  and  0.7  ml  per  hr  in  cats,  were 
attained  by  ad  libitum  feeding.    Continuous  i.v.  infusions  of 
natural  or  synthetic  porcine  secretin  produced  dose-related 
responses.    Maximal  responses  to  secretin  were  0.8  ml  per  15 
min  in  dogs  and  0.7  ml  per  hr  in  cats;  the  dose  required  for 
maximal  response  was  2  )L(g  per  kg/hr  in  both  species.    Lower 
levels  of  stimulation  occurred  with  histamine,  pure  porcine 
gastrin  II,  pure  cholecystokinin-pancreozymin,  and  pure 
caerulein. 

4487  MONOAMINE  OXIDASE  ACTIVITY  IN  THE 

HUMAN  SMALL  INTESTINE.    (E.)    Mustala,  O. 
(Second  Dept.  Med.,  U.  Helsinki,  Finland),  E.  Solatunturi  and 
S.  Tarpila.  Acta  Med  Scand  185(3):145-146,  1969. 
Monoamine  oxidase  (MAO)  activity  in  the  epithelium  of  the 
normal  human  (4  male,  6  female,  average  age  50.3  yr)  small 
intestine  was  found  to  be  very  high,  28.0  nmol  lAA/mg/hr, 
which  is  higher  than  the  MAO  activity  in  other  tissues.    After 
nialamide  treatment  (150  mg/'day  p.o.)  for  two  weeks  the  ac- 
tivity was  reduced  by  85%  (4.3  nmol  lAA/mg/hr).    (This  is 
about  the  same  as  that  after  pargyline  and  isocarboxazide    and 
cannot  be  the  explanation  of  the  fewer  side  effects  of  nialamide.) 
The  decrease  in  MAO  activity  in  small  intestine  epithelium  may 
be  an  important  factor  in  the  circulatory  reactions  which  pa- 
tients treated  with  monoamine  oxidase  inhibitors  sometimes 
have  after  eating  food  containing  monoamines  (e.g.  cheese). 

4488  STUDIES  ON  THE  SECRETIONS  FROM  ISO- 

L.4TED  DUODENAL  LOOPS.    (E.)    Cooke, 
A.  R.  (UCLA  Med.  Sch.,  Los  Angeles,  Calif.).  Amer  J  Dig  Dis 
14(6):394-399,  1969. 

Volume  and  electrolyte  composition  were  studied  in  the  juice 
of  isolated  duodenal  loops  in  3  dogs.   The  mean  volume  rate 
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of  fasting  basal  secretion  was  0.7  ml/30  min.    A  significant  in- 
crease in  volume  (p  <  0.05)  and  bicarbonate  output  (p  <  0.05) 
was  found  in  response  to  a  600  g  meat  meal.    Bicarbonate  con- 
centrations of  sodium  and  bicarbonate  were  simUar  to  those 
of  blood  plasma,  whereas  the  concentrations  of  chloride  and 
potassium  were  higher. 

4489  PURIFICATION  AND  PROPERTIES  OF  RABBIT 

INTESTINAL  SUCRASE.    (E.)    Takesue,  Y. 
(Res.  Inst.  Environ.  Med.,  Nagoya  U.,  Japan).  J  Biochem  65(4): 
545-552, 1969. 

Rabbit  intestinal  sucrase,  associated  with  the  microviUous  mem- 
brane of  the  mucosal  ceU,  was  solubilized  with  papain  and 
purified  by  using  its  reversible  absorption  on  Sephadex  G-200 
and  gel  fUtration  on  Bio-Gel  P-300.   The  purified  enzyme  was 
homogeneous  after  ultracentrifugation  and  disc  electrophoresis 
analyses.   The  sedimentation  coefficient  of  the  enzyme  was 
10  OS  and  its  molecular  weight  was  estimated  to  be  about 
235  000.   It  hydrolyzed  maltose  and  alpha-methylglucoside  in 
addition  to  sucrose,  but  not  alpha,  alpha-trehalose.    Beta-glu- 
cosides  and  alpha-  and  beta-galacto sides  tested  were  not  hy- 
drolyzed   Melezitose  served  as  a  substrate  but  raffmose  did 
not    The  maltase  activity  present  in  the  homogenate  paraUeled 
sucrase  activity  during  purification.   The  enzyme  is  therefore- 
a  glucosido-sucrase  or  an  alpha-glucosidase.   The  purified 
sucrase  showed  maximal  activity  at  about  pH  6.5  in  0.05M 
phosphate  buffer,  but  the  level  of  activity  was  affected  by  the 
kind  of  cations  present.    Alkali  metal  ions  stimulated  the 
sucrase  activity  in  the  absence  of  buffer.    Sucrase  was  inhibited 
by  many  metal  chlorides. 


4490  THE  EFFECT  OF  TOTAL  COLECTOMY  ON 

MORPHOLOGY  AND  ABSORPTIVE  CAPACITY 
OF  ILEUM  IN  THE  RAT.   (E.)   Wright,  H.  K.  (Yale  U.  Sch. 
Med.,  New  Haven,  Conn.),  T.  Poskitt,  J.  C.  Cleveland  and  T. 
Herskovic.  y  5«r^i?es  9(5):301-304,  1969. 
Sprague-Dawley  rats  (52)  were  used  to  study  the  mechanism 
of  adaptation  of  intestinal  absorption  after  colectomy,  by 
measuring  morphologic  changes  and  absorptive  capacity  of  the 
Ueum  before  and  2  months  after  total  colectomy  and  Ueo- 
proctostomy.   Net  water  absorption  in  the  ileum  increased 
from  0.17  ml/cm/hr  in  preoperative  and  control  animals  to 
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0.28  ml/cm/hr  2  months  after  colectomy.    Average  Ueal  viUus 
length  increased  42%  and  the  number  of  mucosal  ceUs  from 
crypt  to  tip  of  villus  increased  51%.   Both  Ueal  absorptive  sur- 
face and  absorptive  capacity  increase  after  total  colectomy  in 
the  rat.    The  enhancement  of  water-absorptive  capacity  in  the 
intestinal  remnant  is  probably  the  mechanism  of  functional 
adaptation  after  colectomy. 

4491  THE  EXCRETION  OF  HISTAMINE  AND 

HISTAMINE  METABOLITES  BY  THE  KIDNEY 
AND  GASTROINTESTINAL  TRACT  OF  THE  RABBIT.    (E.j 

Lippert  T.  H.  (Dept.  Pharmacol.,  U.  Heidelburg,  Germany)  and 
L.  Ehe.  IntArch  Aller  36(3): 290-297,  1969. 
The  excretion  of  14c-histamine  and  its  metabolities  by  the 
kidney  and  the  gastrointestinal  tract  was  studied  in  male  rab- 
bits (weighing  2.8-4.3  kg)  after  i.v.  infusions  of  14C-histamine. 
In  addition  to  the  kidney,  all  parts  of  the  gastrointestinal  tract 
were  found  to  eliminate  histamine  and  its  metaboUtes.   Under 
normal  conditions,  the  kidney  is  responsible  for  about  93% 
and  the  gastrointestinal  tract  for  7%  of  the  total  l^C  excretion 
While  in  the  urine  about  13%  of  the  total  l^c  excreted  was 
in  the  form  of  unchanged  histamine,  in  the  contents  of  the 
gastrointestinal  tract  nearly  all  consisted  of  14c-histamine 
metabolites.   The  percentages  of  total  14c  and  HC-histamine 
excreted,  in  relation  to  the  14c-histamine  infused  did  not  dif- 
fer at  the  2  dose  levels  studied  except  for  the  stomach,  in 
which  an  increased  excretion  occurred  after  administration  of 
the  higher  dose.    After  histamine  pretreatment,  the  excretion 
of  total  14c  by  the  kidney  was  slightly  dimished  and  that  by 
the  gastrointestinal  tract  was  slightly  increased.   The  relation- 
ship of  14c-histamine  to  total  14c  excreted  in  normal  rabbits 
did  not  differ  substantially  from  those  with  histamine  pretreat- 
ment. 

4492  THE  SECRETORY  ACTIVITY  OF  THE  SMALL 
INTESTINAL  SEGMENT  WHICH  HAS  BEEN 

USED  FOR  PLASTIC  RECONSTRUCTION  OF  THE  RE- 
SECTED STOMACH.    (Rus.)    Khrushcheva,  le.  A.  (A.  V. 
Vishnevsky  Inst.  Surg.,  Acad.  Med.  Sci.,  Moscow,  USSR)  and 
P.  G.  Karvonidi.  Eksp  Khir  Anest  13(4):39-42,  1968. 

4493  INFLUENCE  OF  TEMPERATURE  ACCLIMA- 
TIZATION ON  THE  IONIC  ACTIVATION  OF 

GOLDFISH  INTESTINAL  ADENOSINE  TRIPHOSPHATASE, 

(E.)  Smith,  M.  W.  (Agric.  Res.  Counc.  Inst.  Anim.  Physiol, 
Babraham,  Cambridge,  England),  V.  E.  Colombo  and  E.  A. 
Munn.  Biochem  J  107(5):691-698,  1968. 


See  also:    4317,4328,4335,4751 
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M94  HEPATO-PORTAL  HEMODYNAMICS  DURING 

ANESTHESIA  WITH  FLUOTHANE  (EXPERI- 
MENTAL RESEARCH).   (It.)    Foti,  F.  (Inst.  Gen.  Clin.  Surg., 
J.  Catania,  Italy),  M.  Zanghi,  A.  Russo,  E.  Cirino,  E.  Barbaro 
ind  N.  Alberti.    Chir  Pat  Sper  16(l):71-80,  1968. 

Variations  in  the  hemodynamics  of  the  portal  circulation  during 
luothane  anesthesia  were  studied  in  6  dogs.    During  the  surgical 
)hase  of  anesthesia,  the  systematic,  portal  and  suprahepatic 
enous  pressure  decreased  resp.  45,  33,  and  20%.    The  constant 
if  radioactive  gold  clearance  (K)  decreased  from  0.301  to  0.144 
nd  hepatic  flux  from  33.1  ml/kg/min  to  15.9  ml/kg/min. 
i^ith  return  to  consciousness  all  values  returned  to  normal 

495  PREVENTION  BY  CORTISONE  OF  HISTAMINE- 

INDUCED  GASTRIC  ULCER  IN  GUINEA  PIG. 

E.)   Djahanguiri,  B.  (Inst.  Exp.  Med.  Pharmacol.,  Fac.  Med., 
I.  Tehran,  Iran),  M.  A.  Khoyi  and  D.  Sadeghi.   Acta  Med  Iranica 
l(l-2):9-12,  1968. 

hree  groups  of  25  guinea  pigs  were  studied.    The  first  and 
le  second  groups  were  injected  Lp.  with  200  mg/kg  cortisone 
;etate;  the  second  and  the  third  were  injected  i.p.  2  hr  later 
ith  2  mg/kg  of  a  1:5000  normal  saline  solution  of  histamine 
tiosphate.    Six  hours  later  the  animals  were  sacrificed,  the 
omachs  removed,  opened  along  the  greater  curvature,  washed, 
id  examined  carefully  by  direct  light  without  knowledge  of 
le  treatment.    The  25  animals  in  the  first  group  which  re- 
;ived  only  cortisone  showed  no  ulcers.    There  were  17  ani- 
als  (68%)  with  ulcers  in  the  group  receiving  only  histamine. 
1  the  group  receiving  both  agents  there  were  7  animals  (28%) 
ith  ulcers.    It  is  possible  that  cortisone  prevented  ulcers  by 
i  anti-inflammatory  action. 

»96  NECROTIC  HEPATITIS  INDUCED  BY  A  DIET 

CONTAINING  AFLATOXIN  IN  THE 

UCOCHOERUS  AETHIOPICUS.    (Fr.)    Quenum,  C.  (Fac. 
ed.  Pharm.,  Dakar,  Senegal),  M.  Martineaud  and  J.  Cros. 
R  Soc  Biol  161(8/9):1767-1772,  1968. 

le  effects  of  aflatoxin  were  studied  in  a  4-months-old  warthog. 
diet  consisting  of  15%  protein,  11%  of  Upids,  and  74%  car- 
ihydrates  was  contaminated  with  1  mg  aflatoxin/kg  food. 
Ster  3  months  on  this  diet  the  animal  died.    Macroscopic 
amination  showed  an  enlarged,  congested  and  fibrous  liver 
th  lesions  mainly  in  the  right  lobe  and  on  the  upper  side, 
icroscopic  study  showed  hemorrhagic  necrosis  in  the  middle- 
)ar  region;  fibrosis  with  inflammatory  infiltration  of  lympho- 
tes;  intracellular  and  intracapiUary  cholestasis;  nuclear  hyper- 
>phy  and  interstitial  infiltration. 

97  THE  LIGATION  OF  THE  PORTAL  VEIN  IN 

THE  RAT.    (Fr.)    Ruckebusch,  Y.  (NatL  Inst, 
iplied  Sci.,  Lyon,  France)  and  M.  L.  Grivel.    C  R  Soc  Biol 
2(1):96-103,  1968. 

10  groups  of  10  aduh  Wistar  rats,  Ugation  of  the  portal 
n  was  carried  out,  first  partiaUy  and  then,  after  3  weeks, 
mpletely.    Three  weeks  after  complete  ligation  examination 
)wed  loss  of  weight  (20%),  decrease  in  the  weight  of  the 
Ineys  (8-10%),  hepatic  atrophy,  associated  with  splenic 


hypertrophy  (value  increase  of  30%).    Atrophine  given  p.o. 
was  more  slowly  inactivated  and  the  mydriatic  effect  persisted 
for  a  long  time.   The  examination  of  the  cardiovascular  system, 
after  injection  of  20  mg/kg  of  dopamine  and  after  5  jUg/kg  of 
noradrenaline,  showed  a  more  severe  bradycardia  after  dopamine 
and  a  more  prolonged  hypertension  after  noradrenaUne  than  in 
controls.    The  collateral  circulation  increased  rapidly  after  com- 
plete ligation  and  the  metabolic  deficit  was  constant  only  in  a 
short  period  before  the  vascular  reorganization  of  the  liver. 

4498  THE  ACTION  OF  ACETYLCHOLINE,  BRADY- 

KININ  AND  ANGIOTENSIN  ON  LIVER  BLOOD 
FLOW  IN  THE  ANESTHETIZED  DOG  AND  ON  THE  PRES- 
SURE IN  THE  LIGATED  DUCTUS  CHOLEDOCHUS.    (Ger.) 
Scholthoh,  J.  (Physiol.  Inst.,  U.  Diisseldorf,  Germany)  and  T. 
Shiraishi.   Pflueger  Arch  Ges  Physiol  300(1):  189-201,  1968. 
The  blood  flow  in  the  hepatic  artery  and  portal  vein  of 
anesthetized  dogs  was  measured  by  an  electromagnetic  flow- 
meter.  Acetylcholine,  bradykinin,  and  angiotensin  were  sepa- 
rately infused  into  the  hepatic  artery  and  portal  vein  and  the 
effect  on  arterial  blood  flow,  portal  vein  pressure  and  pressure 
in  the  hgated  common  bile  duct  studied.    Acetylcholine  and 
bradykinin  caused  a  marked  increase  in  the  blood  flow  in  the 
hepatic  artery  regardless  of  the  infusion  site.    Angiotensin  caused 
a  reduction  in  blood  flow.    Intraarterial  infusion  of  acetyl- 
choline increased  portal  vein  pressue  due  to  vasoconstriction. 
A  25-fold  increase  in  the  quantity  of  acetylcholine  infused  into 
the  portal  vein  did  not  manifest  a  similar  effect.    Bradykinin 
had  no  effect  on  portal  pressure.    Angiotensin  increased  portal 
pressure  markedly  particularly  during  intraportal  infiisioa 
This  pressure  increase  is  beUeved  due  to  marked  constriction 
of  intrahepatic  portal  ramifications.    Acetylcholine  and  brady- 
kinin seem  to  stimulate  bile  secretion  because  they  increase 
the  pressure  of  the  ligated  common  bile  duct  only  when  intra- 
arterially  infused.   The  extensive  arterial  plexus  around  the 
small  bile  ducts  seems  to  have  some  function  in  the  formation 
of  bile. 

4499  EXPERIMENTAL  INTESTINAL  OBSTRUCTION 

IN  THE  RAT.    I.   GENERAL  OBSERVATIONS. 

(E.)    Lang,  I.  (1st  Dept.  Surg.,  U.  Med.  Sch.,  Budapest,  Hungary) 
and  A.  Erd61yi.  Acta  Chir  Acad  Sci  Hung  9(l):59-66,  1968. 
Rats  were  anesthetized  with  ether,  the  abdominal  cavity  opened 
by  median  laparotomy  and  the  small  intestine  ligated  by  thick 
silk  thread  distally  to  the  duodenojejunal  flexure  or  4  cm 
proximally  to  the  ileocecal  juncture.  (The  thread  was  knotted 
around  a  probe  about  1  mm  thick  to  avoid  intestinal  injury.) 
After  local  antibiotic  application  the  abdomen  was  closed. 
The  animals  were  given  milk  ad  Ub  but  no  soUd  food.    Control 
animals  were  treated  similarly  except  for  the  intestinal  ligation. 
The  first  group  of  20  rats  was  subjected  to  duodenojejunal 
ligation  and  the  second  group  of  31  to  ileocecal  ligation. 
Changes  after  duodenojejunal  ligation  were  serious:    at  24  hr 
the  animals  were  weak,  ceased  to  drink  and  regurgitated  fluid 
with  increasing  frequency.    Few  animals  survived  the  48th  post- 
operative hr.   All  members  of  the  ileocecal  group  were  aUve, 
showed  normal  behavior,  moved,  and  drank  normally  24  hr 
postoperatively.   Increased  meteorism  was  observed  from  the 
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second  day.   The  animals  moved  less,  became  apathetic,  and 
reacted  more  weakly  to  stimuU.   They  became  comatose  on 
the  third  day.   While  the  number  of  surviving  animals  in  the 
2  experimental  groups  was  similar  at  24  hr,  the  difference  in 
mortalitv  was  significant  at  48  and  at  72  hr.   All  animals 
in  both  groups  died  by  the  96th  hr,  at  which  time  no  controls 
had  died.    Because  of  the  restricted  diet  there  was  a  gradual 
loss  of  weight  in  the  control  group.   In  the  duodenojejunal 
group  there  was  no  loss  of  weight  on  the  first  day,  it  was  simi- 
lar to  control  values  at  48  hr  and  exceeded  the  values  for  the 
control  and  Ueocecal  groups  at  72  hr.   Ileocecal  occlusion 
did  not  affect  body  weight  up  to  the  72nd  hr,  but  at  96  hr 
exceeded  that  of  controls.    In  the  duodenojejunal  group  the 
intestines  and  the  stomach  were  distended  proximally  to  the 
ligature  at  24  ht;  the  stomach  contained  air  and  10-15  ml  bile- 
stained  fluid.   The  serosa  was  richly  vascularized;  the  gastric 
mucosa  showed  petechiae,  erosions  and  ulceration.    Distension 
peaked  at  48  hr;  intestinal  content  was  fluid  and  yeUowish; 
serosal  and  mucosal  changes  were  pronounced.    Circulatory 
changes  were  similar  to  those  observed  in  shock.  The  phenom- 
ena may  be  due  to  neuroendocrine  compensation,  or  to  the 
effect  of  bradykinin  escaping  from  the  damaged  cells  of  the 
intestinal  mucosa. 


4500  FXPERIMENTAL  INTESTINAL  OBSTRUCTION 

IN  THE  RAT.    II.   QRCULATORY  CHANGES 
IN  THE  SMALL  INTESTINE,  LIVER  AND  KIDNEY,    (E.) 

Erdelyi,  A.  (1st  Dept.  Surg.,  U.  Med.  Sch.,  Budapest,  Hungary) 
and  I.  L&g.  Acta  Chir  Acad  Sci  Hung  9(l):67-75,  1968. 
Ileocecal  ligation  was  performed  on  40  inbred  albino  rats. 
Mean  arterial  pressure  was  measured  by  a  mercury  manometer 
and  cardiac  output  by  the  dye-dUution  method.   A  modifica- 
tion of  Sapirstein's  fractionated  indicator-dilution  technique 
was  used  to  determine  organ  blood  flow.    Circulatory  parameters 
were  assessed  in  the  small  intestine  proximaUy  to  the  point  of 
Ugature,  in  its  immediate  vicinity  and  distally  to  it.   The  changes 
in  body,  liver  and  kidney  weights  were  recorded  24-,  48-,  and 
72-lu-  after  ileocecal  ligation.    Only  the  liver  weight  at  48-  and 
72-hr  was  significantly  decreased.   The  intestinal  fraction  of 
cardiac  output  decreased  slightly  after  Ugation,  but  the  decrease 
was  insignificant  compared  to  the  control  values.   The  blood 
flow  to  the  Ugated  segment  decreased  about  50%  at  24  hr. 
The  decrease  was  less  in  the  segment  distal  to  the  Ugature. 

4501  QUANTITATIVE  DETERMINATION  OF  VEINS 

IN  THE  TRANSITIONAL  ZONE  BETWEEN 
STOMACH  AND  ESOPHAGUS  IN  MAN.    (Ger.)    Ferraz  de 
Carvalho,  C.  A.  (Inst.  Anat.,  U.  Sao  Paulo,  Brazil)  and  P.  C.P. 
Lemos.  Amt  Am  123(3):342-355,  1968. 
The  area  and  perimeter  of  sections  (1  cm  apart  and  transverse 
to  the  longitudinal  axis  of  the  segment)  of  the  mucosa  and  sub- 
mucosa  veins  in  9  different  levels  of  the  transitional  segment 
between  the  esophagus  and  stomach  were  determined,  using 
10  preparations  obtained  from  individuals  (only  1  had  liver 
cirrhosis  and  the  rest  had  no  pathologic  abnormalities)  between 
the  ages  of  28-60  yr  (4  males,  6  females).    A  strong  hydro- 
dynamic  resistance  exists  in  the  venous  rete  mirabile  system 
of  the  transitional  zone  of  the  stomach  and  esophagus,  in  which 
the  blood  flows  from  the  portal  vein  to  the  vena  cava.    The 
veins  of  this  segment  (taking  the  above  blood  flow  into  con- 
sideration) resist  this  flow,  therefore,  the  intramural  plane  of 


the  venous  circulation  between  the  stomach  and  esophagus  is 
of  a  functionaUy  terminal  type.    In  this  system  of  great  hydro- 
dynamic  resistance  Umited  spaces  exist  where  this  resistance 
can  faU  due  to  slight  increases  in  pressure  and  the  pathologic 
preparation  in  this  study  confirms  this  theoretical  conclusion. 

4502  A  NEW  EXPERIMENTAL  APPROACH  IN  THE 

STUDY  OF  CHRONIC  ALCOHOLISM.    IV. 
REPRODUCTION  OF  ALCOHOLIC  CIRRHOSIS  IN  RATS 
AND  THE  ROLE  OF  LIPOTROPES  VERSUS  VITAMINS. 

(E.)    Porta,  E.  A.  (Hosp.  Sick  Children,  Toronto,  Canada), 
O.  R.  Koch  and  W.  S.  Hartroft.   Lab  Invest  20(6): 562-572, 
1969. 

By  giving  sweetened  alcohol  to  160  male  Wistar  rats  consuming 
separately  an  originaUy  adequate  basal  diet,  it  was  possible  to 
create  in  the  final  dietary  regimen  (alcohol  plus  food)  inade- 
quacies capable  of  severely  injuring  the  liver.    Fatty  Uvers, 
hepatofibrosis,  cirrhosis,  and  Mallory  bodies  were  thus  repro- 
duced in  rats.    The  deficiency  of  hpotropes  induced  by  either 
alcohol  or  sucrose  was  more  important  than  deficiency  of  vita- 
mins, simUarly  induced,  in  the  development  of  these  changes. 
The  consumption  of  appreciable  amounts  of  alcohol  by  rats 
for  up  to  7  months  will  not  produce  liver  damage  in  rats  given 
adequate  dietary  protection.    However,  the  degree  of  MaUory 
body  formation  was  inversely  related  to  alcohol-  or  sucrose- 
induced  deficiencies  of  lipotropes  and  vitamins. 


4503  AFLATOXIN  CARCINOGENESIS:    INHIBITION 

OF  LIVER  CANCER  INDUCTION  IN  HYPOPHY- 
SECTOMIZED  RATS.    (E.)    Goodall,  C.  M.  (NatL  Cancer  Res. 
Lab.,  U.  Otago,  New  Zealand)  and  W.  H.  Butler.   Int  J  Cancer 
4(4):422-429,  1969. 

Intact  (20)  and  hypophysectomized  (37)  male  MRC  albino  rats 
were  fed  aflatoxin  at  a  dose  (4  jtig/g  in  diet)  sufficient  to  pro- 
duce liver  cancers  in  all  of  the  14  intact  rats  surviving  49  weeks. 
No  liver  tumors  were  induced  in  the  14  hypophysectomized 
rats  which  survived  this  latent  period  even  though  these  ani- 
mals received  aflatoxin  at  a  higher  rate  than  the  intact  control 
animals.   Tumors  of  cxtrahepatic  tissues-particularly  of  the 
retro-orbital  lacrimal  glands-were  induced  in  the  hypophysec- 
tomized rats.    Anatoxins  may  require  metaboUc  activation  be- 
fore becoming  effective  carcinogens  for  rat  Uver. 

4504  GASTRIC  EROSIONS  AND  GASTRO-INTES- 

TINAL  BLEEDING  IN  RATS  WITH  PORTO- 
CAVAL  ANASTOMOSIS.    (E.)    Doyle,  D.  (Dept.  PathoL,  U. 
Edinburgh,  Scotland).   Brit  J  Exp  Path  12(2):  196-199,  1969. 
End-to-side  portacaval  anastomosis  was  performed  on  38  adult 
Wistar  rats.    Normal  and  sham  operated  animals  were  also 
observed.   Of  the  12  male  rats,  9  had  erosions  and  of  the  26 
female  rats  16  had  gastric  erosions  with  hemorrh^e,  whUe  the 
other  10  had  neither  erosions  nor  hemorrhage.   Two  of  the 
10  erosion-free  female  animals  had  melena  stools  (positive  for 
occult  blood)  several  weeks  before  death,  but  at  autopsy  no 
cause  was  found.    Acute  erosions  were  found  in  the  glandular 
part  of  the  stomach.   No  abnormalities  were  noted  in  the 
squamous-lined  ruminal  stomach,  esophagus,  or  elsewhere  m  tli 
intestines.    The  number  of  lesions  ranged  from  2  to  countless, 
and  in  size  from  minute  to  1.5  mm  diameter.   They  were 
breaches  in  the  gastric  mucosa  not  penetrating  muscularis 
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mucosae.   The  margins  were  sharply  punched  out  and  the  im- 
r    diately  adjacent  mucosal  cells  seemed  healthy.    The  craters 
&  liained  bile-stained  debris  but  there  were  no  occluded  blood 
vessels  nearby.    Inflammatory  reaction  was  minimal;  a  few  more 
polymorphs  were  present  in  the  nearby  tissues  than  usuaL    Blood 
was  often  present  as  'coffee  grounds'  in  the  stomach,  blue  dis- 
coloration in  the  small  intestine  and  as  melena  in  the  colon. 
During  the  first  20  days  after  operation  there  were  losses  in 
body  weight  of  up  to  40%.    A  period  of  relative  stability  was 
followed  by  an  increase  until  some  of  those  surviving  over  80- 
100  days  had  recovered  their  lost  weight.    None  resumed  its 
former  growth  curve.    Body  weight  changes  occuired  in  spite 
of  adequate  food  and  appetite. 

4505  SEQUENTIAL  EFFECTS  OF  CHEMICALLY 
DIFFERENT  CARCINOGENS,  DIMETHYLNI- 

TROSAMINE  AND  4-DIMETHYLAMINOAZOBENZENE,  ON 
HEPATOCARCINOGENESIS  IN  RATS.    (E.)    Takayama,  S. 
(Cancer  Inst.,  Tokyo,  Japan)  and  T.  Imaizumi.   Int  J  Cancer 
4(4):373-383,  1969. 

Induction  of  liver  tumors  was  studied  in  304  Donryu  rats 
given  carcinogens  as  follows:    1)  N-nitrosodimethylamine  (DMN) 
alone,  2)  4-dimethylaminoazobenzene  (DAB)  alone,  3)  DMN 
followed  by  DAB,  and  4)  DAB  followed  by  DMN.    DAB  feed- 
ing for  0.62  to  2.5  months,  followed  by  DMN  feeding  for  5 
months,  induced  liver  carcinomas  more  frequently  than  did 
DMN  alone  given  for  5  to  10  months,  or  DAB  alone  given  for 
2.5  months.  Likewise,  DMN  feeding  for  0.62  or  1.25  months, 
followed  by  DAB  feeding  for  5  months,  induced  liver  carcinomas 
more  frequently  than  did  DMN  alone  given  for  5  to  10  months 
or  DAB  alone  given  for  2.5  months.  When  DMN  was  given  for  a 
longer  time  (2.5  months),  followed  by  DAB  for  5  months,  50% 
of  the  induced  liver  tumors  were  nonepitheliaL  Liver  tumors 
were  induced  by  sequential  administration  of  the  2  carcinogens 
in  doses  that  did  not  induce  tumors  when  each  carcinogen  was 
given  alone  over  a  comparable  time  period.  The  latent  period 
for  Liver  tumor  development  was  shorter  in  groups  that  received 
the  2  carcinogens  sequentially  than  in  those  that  received  DAB 
or  DMN  alone  for  comparable  time  periods. 

4506  MYOCARDIAL  EFFECTS  OF  INTESTINAL 
ISCHEMIA.   (E.)    WiUiams,  L.  F.  Jr.  (Boston 

City  Hosp.,  Mass.),  A.  H.  Goldberg,  B.  J.  Polansky  and  J.  J. 
Byrne.   /  Swr^ /?es  9(5): 319-323,  1969. 

Further  evidence  for  a  cardiac  defect  in  the  dog  (10  animals) 
related  to  intestinal  ischemia  was  obtained  from  a  bioassay 
of  peripheral  plasma  using  an  isolated  heart  muscle  (rat) 
preparation,  and  from  electrocardiographic  observations.    The 
data  indicate  that  within  1  hr  after  occlusion  of  the  superior 
mesenteric  artery  of  dogs,  there  is  a  substantial  decrease  in 
cardiac  output.    This  decrease  is  progressive,  and  in  IVi  to  3 
hr  is  accompanied  by  electrocardiographic  changes  that  suggest 
decreased  coronary  flow.    By  2  hr  after  release  of  a  2-hr  oc- 
clusion, the  cardiac  output  is  severely  impaired  and  electro- 
cardiographic abnormalities  are  present.    In  addition,  a  negative 
inotropic  factor  capable  of  directly  depressing  isolated  myo- 
cardial tissue  can  be  detected  in  peripheral  blood.    The  primary 
hemodynamic  effect  of  intestinal  ischemia  may  be  the  pro- 
duction or  the  release  of  a  substance  with  myocardial  depres- 
sant activity,  resulting  in  arterial  hypotension,  decreased  cardiac 


output,  and  diminished  coronary  perfusion.  Splanchnic  blood 
flow  may  then  be  further  reduced,  leading  to  a  self-sustaining 
cycle  that  accelerates  the  cardiovascular  deterioration. 

4507  A  NEW  EXPERIMENTAL  DEVICE  FOR 
IN  VITRO  STUDY  OF  THE  FUNCTIONS 

OF  THE  SMALL  INTESTINE.   (E.)    Johnson,  L.  (Akad. 
Sjukhuset,  Uppsala,  Sweden),  G.  Nylander  and  A.  Svensson. 
Acta  Chir  Scand  135(3):241-247,  1969. 

A  new  experimental  procedure,  consisting  principally  of  an 
in  vitro  specimen  of  small  intestine  with  pulsatile  blood  flow, 
was  used.   The  segment  of  bowel  is  perfused  via  its  mesenteric 
artery  with  homologous  blood  from  the  jugular  artery  of  an- 
other animal  while  drainage  from  the  portal  vein  tributary  is 
channeled  into  the  other  animal's  jugular  vein.    The  segment 
of  bowel  is  placed  in  a  Ringer's  solution  bath  and  while  per- 
fusion is  taking  place,  intestinal  motility,  direct  microscopy 
changes,  arterial  and  venous  pressure  levels,  the  absorption  rate 
of  radioacth'e  materials  from  the  intestinal  lumen  and  the  up- 
take of  perfused  radioactive  material  by  the  intestinal  mucosa 
can  be  studied. 

4508  SEGMENTAL  REPLACEMENT  OF  THE  COM- 
MON BILE  DUCT.    (E.)    Ludwick,  J.  R.  (U. 

Michigan  Med.  Sch.,  Ann  Arbor).  Ann  Surg  170(2): 249-255, 
1969. 

A  series  of  12  mongrel  dogs  (average  weight  18.7  kg)  and  10 
rhesus  monkeys  (average  weight  7.7  kg)  were  studied  during 
1  yr  after  replacement  of  10-25  mm  segments  of  common  bile 
ducts  with  teflon  prostheses.  The  procedure  was  well  tolerated 
by  all  animals  vwthout  mortality.    Smooth  muscle  in  the  wall 
of  the  monkey's  common  bile  duct  provides  a  compensatory 
mechanism  after  cholecystectomy  which  is  not  available  in  the 
canine  common  bile  duct.    Reconstitution  of  the  common  bile 
duct  occurs  over  the  teflon  prosthesis  by  scar  contracture  re- 
sulting in  an  approximately  1  mm  zone  of  fibrous  union. 

4509  HEMODYNAMIC  ABNORMALITIES  SECONDARY 
TO  EXTRACELLULAR  FLUID  DEPLETION 

IN  INTESTINAL  OBSTRUCTION.    (E.)    Billig,  D.  M.  (Baylor 
U.  Coll.  Med.,  Houston,  Texas)  and  P.  H.  Jordan  Jr.    Surg 
Gynec  Obstet  128(6):  1274-1282,  1969. 

Clinical,  hemodynamic,  and  blood  chemical  data  were  obtained 
in  9  male  patients  (average  age  46  yr)  with  acute  nonstrangulated 
obstructions  of  the  small  intestine  and  4  (average  age  43  yr) 
without  fluid  or  electrolyte  problems.    Patients  with  no  detect- 
able dehydration  had  a  normal  cardiac  index,  central  venous 
pressure,  and  blood  chemistries.    Patients  with  minimal  dehy- 
dration had  a  decrease  in  cardiac  index,  low  central  venous 
pressure,  and  some  hemoconcentration.    No  azotemia  or  changes 
were  noted  in  the  ionic  composition  of  the  plasma.    Patients 
with  moderate  dehydration  had  a  longer  history  of  illness,  more 
severe  emesis,  and  the  hemodynamic  abnormalities  were  greater. 
Azotemia  and  minimal  sodium  depletion  were  also  present.    Re- 
hydration, with  solutions  containing  sodium  salts,  restored  the 
circulatory  and  chemical  abnormalities  to  normal  in  both  groups. 
Clinical  evaluation  and  central  venous  pressure  monitoring  were 
the  best  guides  to  the  estimation  of  dehydration  and  its  effect 
on  cardiac  output.    Central  venous  pressure  was  an  excellent 
index  of  the  adequacy  of  replacement  therapy. 
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4510  ALIMENTARY  PRODUCTION  OF  GALLSTONES 

IN  HAMSTERS.    22.   THE  INFLUENCE  OF  A 
NONABSORBABLE  BILE  ACID  BINDING  RESIN,  CHOLE- 
STYRAMINE, ON  FORMATION  OF  GALLSTONES  IN 
HAMSTERS.   (E.)    Sondergaaid,  E.  (Polytechnic  Inst., 
Copenhagen,  Denmark),  I.  Prange  and  H.  Dam.   Z 
Ermehrungswiss  9(2-3):  174-179,  1969. 

The  influence  of  the  bile-acid  binding,  nonabsorbable  sub- 
stance cholestyramine  on  alimentary  production  of  gallstones 
in  young  (30  to  32  days)  hamsters  was  examined  by  rearing  1 
group  of  the  animals  on  a  diet  without  added  fat  containing 
74.3%  glucose  as  the  carbohydrate  component  (and  twice  the 
usual  amount  of  vitamins  A,  D3,  and  E),  and  another  group 
on  the  same  diet  supplement  with  3%  cholestyramine  at  the 
expense  of  glucose.   The  animals  were  killed  and  autopsied 
after  having  received  the  experimental  diets  for  42-43  days. 
The  cholestyramine  supplement  markedly  reduced  the  pro- 
duction of  cholesterol  gallstones,  but  not  to  the  same  extent 
as  has  been  obtained  in  previous  experiments  when  the  glucose 
in  the  basal  diet  was  replaced  by  rice  starch.   The  cholestyra- 
mine supplement  markedly  favored  the  production  of  amorphous 
pigmented  gallstones,  an  effect  not  encountered  when  cholesterol 
gallstones  were  eliminated  by  replacing  the  content  of  glucose 
in  the  basal  diet  by  rice  starch.    The  growth  of  the  animals  was 
not  significantly  retarded  by  the  cholestyramine  supplement, 
and  none  of  the  animals  showed  gross  signs  of  fat-soluble  vita- 
min deficiency.   The  amount  of  vitamin  A  in  the  livers  was  of 
the  order  of  magnitude  of  100  A/g/g  in  both  groups,  but  sig- 
nificantly lower  in  the  group  receiving  cholestyramine  than  in 
the  group  receiving  the  unsupplemented  diet. 

4511  GASTRIC  BLOOD  FLOW  AND  ITS  DISTRIBU- 

TION DURING  RESTRAINT.    (E.)    Edlich,  R.  F. 
(U.  Minnesota  Med.  Sch.,  Minneapolis),  L.  Urdaneta  and  C. 
Hansen.  Aerospace  Med  40(6):600-602,  1969. 

Gastric  blood  flow  and  its  distribution  were  determined  by  the 
86Rb  clearance  technique  in  8  control  animals  and  in  9  dogs 
undergoing  restraint.   The  gastric  perfusion  rate  of  the  re- 
strained animal  was  significantly  lower  (35%)  than  the  gastric 
perfusion  rate  of  the  controls.    The  reduction  in  the  gastric 
perfusion  rate  of  the  experimental  group  may  be  a  consequence 
of  a  significant  decrease  in  cardiac  output  (25%  less  than  con- 
trol) or  a  result  of  an  undetermined  intermediary  affecting  both 
the  heart  and  the  gastric  microcirculation.    Restraint  had  no 
effect  on  gastric  blood  flow  among  the  various  tissue  layers. 


1.6%  by  the  controls.    The  mean  daily  fecal  loss  of  51Cr  by 
the  infected  animals  was  equivalent  to  972  ml  of  plasma  and 
that  of  the  controls  to  144  ml.    The  mean  apparent  half-life 
of  the  labeled  albumin  in  the  blood  of  the  infected  calves  was 
2.7  days,  and  in  the  worm-free  animals  7.0  days.   The  abnorma 
losses  of  51cr  began  20-21  days  after  exposure  and  continued 
for  at  least  5  weeks.    Greatest  losses  of  51Cr  occurred  in  the 
cecum  and  colon  and  were  associated  with  the  5th  stage  of  the 
parasite's  life  cycle.    More  than  60%  of  the  51cr  in  solution  in 
colon  contents  was  protein-bound,  and  albumin  was  the  pre- 
dominant protein  present,  with  a  specific  activity  similar  to  thai 
of  circulating  albumin.    Protein-losing  enteropathy  is  a  signifi- 
cant factor  in  the  production  of  the  hypoproteinemia  of  bovine 
esophagostomosis. 

4513  INTRASYSTEMIC  INTERRELATIONS  BE- 
TWEEN THE  ORGANS  OF  THE  ALIMENTARY 

CANAL.   (Rus.)    Filippovich,  S.  I.  (Inst.  Norm.  Pathol. 
Physiol.,  Acad.  Med.  Sd.,  Moscow,  USSR).    Vestn  Akad  Med 
Nauk  SSSR  23(12);3-11,  1968. 

4514  RESISTANCE  FACTORS  TO  CHEMOTHERAPY 
(R  FACTORS)  OBSERVED  IN  STRAINS  OF 

ENTEROBACTERIA  ISOLATED  IN  SOUTHERN  ITALY 
AND  SICILY.    (It.)   Giammanco,  G.  (Inst.  Hyg.,  U.  Palermo, 
Italy),  D.  NatoU,  A.  Carmeni  and  F.  Giacalone.   Boll  Soc  Ital 
BiolSper  44(21):  1794-1797,  1968. 

4515  INTERFERENCE  IN  ENTEROVIRUS  INFEC- 
TIONS.  (It.)    Mazzuccato,  P.  (Inst.  Hyg.,  U. 

Cagliari,  Italy),  A.  Tagliamonta,  P.  La  Colla,  A.  Molle  and  F. 
Demontis.    Boll  Soc  Ital  Biol  Sper  44(21):  1757-1761,  1968. 

4516  ERUCTATION  IN  RUMINANTS.    (E.) 

Dougherty,  R.  W.  (Natl.  Anim.  Dis.  Lab.,  U.S. 
Dept.  Agric,  Ames,  Iowa).   Ann  NY  Acad  Sci  150(1):  22-26, 
1968. 

4517  CARBON  MONOXIDE  UPTAKE  IN  THE  GUT. 

(E.J    Coburn,  R.  F.  (Sch.  Med.,  U.  Pennsylvania, 
Philadelphia).  Ann  NY  Acad  Sci  150(1):13-21,  1968. 

4518  PERITONEAL  ELECTROLYTE  ABSORPTION: 
ANALYSIS  OF  PORTAL,  SYSTEMIC  VENOUS, 

AND  LYMPHATIC  TRANSPORT.    (E.)    Kraft,  A.  R.  (Ohio 
State  Coll.  Med.,  Columbus),  R.  K.  Tompkins  and  J.  E.  Jesseph 
Surgery  64(1):148-153,  1968. 


4512  PATHOGENETIC  FACTORS  IN  EXPERIMENTAL 

BOVINE  OESOPHAGOSTOMOSIS.    lU.    DEMON- 
STRATION OF  PROTEIN-LOSING  ENTEROPATHY  WITH 
51Cr-ALBUMIN.    (E.)    Bremner,  K.  C.  (Div.  Anim.  Hlth., 
CSIRO,  Long  Pocket  Lab.,  Brisbane,  Australia).   Exp  Parasit 
24(3):364-374,  1969. 

Australian  Ulawarra  Shorthorn  buU  cahres  (6)  infected  with 
10,000  larvae  of  Oesophagostomum  radiatum  and  3  worm-free 
calves  were  injected  i.v.  with  51cr-albumin  during  the  hypo- 
proteinemic  phase  of  the  disease.    In  5-7  days  after  injection 
the  infected  calves  excreted  in  the  feces  a  mean  of  9.8%  of 
the  51Cr  administered,  as  compared  with  a  mean  excretion  of 


4519  INTRAHEPATIC  VASCULAR  RESPONSE  TO 
NYLIDRIN  HCl.    (E.)    Geumei,  A.  (Fac.  Med., 

U.  Alexandria,  Egypt)  and  M.  Mahfouz.   Surgery  63(2):  306- 
311,  1968. 

4520  IN  VIVO  TISSUE-SPECIFIC  RECOGNITION 
BY  HEPATIC  CELLS.    (E.j    Bhargava,  K. 

(Regional  Res.  Lab.,  Hyderabad,  India)  and  P.  M.  Bhargava. 
Exp  Cell  Res  50(3):515-523,  1968. 

4521  ANALYSIS  OF  THE  STIMULATORY  ACTION 
OF  CAPSAICIN  ON  RECEPTORS  AND  SENSOR' 

FIBRES  OF  THE  SMALL  INTESTINE  IN  THE  CAT.    (E.) 
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Baraz,  L.  A.  (Inst.  Norm.  Pathol.  Physiol.,  Acad.  Med.  Sci. 
USSR,  Moscow),  V.  M.  Khayutin  and  J.  Molnar.   Acta  Physiol 
Acad  Sci  Hung  33(2):225-235,  1968. 


4522 


PHYSIOLOGICAL  AND  CLINICAL  ASPECTS 
OF  THE  DIGESTIVE  HORMONES.    (Sw.) 

Joipes,  E.  (Dept.  Chem.,  Karolinska  Inst.,  Stockholm, 
Sweden)  and  V.  Mutt.   Lakartidningen  65(21):  2189-2202, 
1968. 

4523  RELATIONS  BETWEEN  THE  LAREDO 
STRAIN  OF  ENTAMOEBA  HISTOLYTICA, 

ENTAMOEBA  INVADENS  AND  ENTAMOEBA  MOSHKOVSKH 
DETERMINED  ON  THE  BASIS  OF  THEIR  SENSITIVITY  TO 
ANTLAMEBIC  DRUGS.    (It.)    De  Carneri,  I.  (Fac.  Med.  Surg., 
U.  Pavia,  Italy).    G  Mai  Infett  20(3):  320-327,  1968. 

4524  PERSISTENCE  OF  GASTROINTESTINAL- 
SPECIFIC  ANTIGENS  IN  PRIMARY  CULTURE 

OF  HUMAN  COLON  EPITHELIUM.    (E.j    Ghose,  T.  (Dept. 
Pathol.,  Monash  U.,  Melbourne,  Australia),  R.  C.  Nairn  and  M. 
Cerini.   Exp  Cell  Res  49(3):513-519,  1968. 

4525  LOCAL  AND  SYSTEMIC  QRCULATORY 
EFFECTS  OF  GASTROINTESTINAL  DISTEN- 
SION.   (E.)   Nemir,  P.  Jr.  (Sch.  Med.,  U.  Pennsylvania, 
Philadelphia).   Ann  NY  Acad  Sci  150(1):96-100,  1968. 

4526  THE  USE  OF  EXPIRED  AIR  TO  MEASURE 
INTESTINAL  GAS  FORMATION.    (E.)   Calloway, 

D.  H.  (U.  California,  Berkeley)  and  E.  L.  Murphy.   Ann  NY 
Acad  Sci  150(l):82-95,  1968. 

4527  DEMONSTRATION  OF  THE  LYTIC  ACTIVITY 
OF  THE  PROXIMAL  COLON  ON  THE  MICRO- 
ORGANISMS OF  THE  DIGESTIVE  TRACT  OF  THE  RABBIT. 

(Fr.)    Bonnafous,  R.  (Inst.  Physiol.,  Toulouse,  France)  and  P. 
Raynaud.  Arch  Sci  Physiol  (Paris)  22(l):57-64,  1968. 

4528  DIGESTION  IN  THE  ABOMASUM  AND 
INTESTINE  OF  THE  YOUNG  CALF.    (AN 

EXPERIMENT  USING  PRECOOKED  OATMEAL  ADDED  TO 
MILK).  (It.)  Accardi,  F.  (Inst.  Gen.  ZootechnoL,  U.  Palermo, 
Italy).   Boll  Soc  Ital  Biol  Sper  44(ll):978-980,  1968. 


4529  PHYSIOLOGY  OF  THE  COLON  AND  RECTUM. 

(Rev.)(E.)   WilUams,  R.  D.  (Broward  Gen.  Med. 
Qr.,  Fort  Lauderdale,  Fla.).  Amer  J  Surg  117(6):  849-853, 
1969. 


4531  BLOOD  FLOW  THROUGH  THE  STOMACH 

AND  DUODENUM.    CLINICAL  ASPECTS. 

(Rev.)(E.)   Womack,  N.  A.  (U.  North  Carolina  Sch.  Med., 
Chapel  HiU).   Amer  J  Surg  117(6):771-780,  1969. 


4532  LOCAL  THERMODILUTION  METHOD  FOR 
MEASURING  BLOOD  FLOW  IN  THE  PORTAL 

AND  RENAL  VEINS  OF  THE  UNANAESTHETIZED  RABBIT. 

(E.)   White,  S.  W.  (Sch.  Physiol.,  U.  New  South  Wales,  Sydney, 
Australia),  J.  P.  Chalmers,  R.  Milder  and  P.  I.  Komer.  Aust  J 
Exp  Biol  Med  Sci  45(5):453-468,  1967. 

4533  HEPATIC  VENOUS  OCCLUSION  ASSOCIATED 
WITH  INTRAHEPATIC  NARROWING  OF  THE 

INFERIOR  VENA  CAVA.    A  CASE  SUCCESSFULLY 
TREATED  BY  PERICARDL\L  GRAFT.    (E.)    Hepner,  G.  W. 
(Hammersmith  Hosp.,  London,  England),  R.  E.  Steiner  and 
H.  H.  BentaU.   Brit  J  Surg  56(4):245-249,  1969. 

4534  PHYSIOPATHOLOGY  OF  THE  HEMODYNAMICS 
OF  THE  ESOPHAGEAL  VENOUS  PLEXUS. 

[EDITORL\.L]    (It.)   Domini,  R.  Arch  Ital  Mai  Appar  Dig 
35(5):415-420,  1969. 

4535  DEVELOPMENTAL  BASIS  OF  THE  PORTAL 
VENOUS  SYSTEM.   (E.)    Marks,  C.  (Case 

Western  Res.  U.  Sch.  Med.,  Cleveland,  Ohio).   Amer  J  Surg 
117(5):671-681,  1969. 

4536  COMPARISON  OF  TWO  PERFUSATES  IN 
AMMONIA  METABOLISM  OF  ISOLATED  RAT 

LIVERS.  (E.)  Barak,  A.  J.  (U.  Nebraska  ColL  Med.,  Omaha) 
and  H.  C.  Beckenhauer.  Proc  Soc  Exp  Biol  Med  131(3):886- 
890,  1969. 

4537  THE  HEPATOTOXICITY  OF  l,3-BIS(2-CHLORO- 
ETHYD-l-NITROSOUREA  (BCNU)  IN  RATS. 

(E.)    Thompson,  G.  R.  (Sch.  Pharm.  Oregon  State  U.,  Corvallis) 
and  R.  E.  Larson.   J  Pharmacol  Exp  Ther  166(1):104-112, 
1969. 

4538  SUBSENSITIVITY  OF  THE  RAT  ILEUM  TO 
CHOLINERGIC  DRUGS.   (E.)    McPhillips,  J.  J. 

(West  Virginia  U.  Med.  Ctr.,  Morgantown).  J  Pharmacol  Exp 
Ther  166(2):249-254,  1969. 

4539  NORMAL  AND  ABNORMAL  PHYSIOLOGY 
OF  THE  ALIMENTARY  TRACT  IN  INFANCY, 

(Rev.)(E.)   Tyson,  K.  R.  T.  (U.  Texas  Med.  Br.,  Galveston). 
Amer  J  Surg  117(6):876-880,  1969. 


4530  COLON  ISCHEMIA  FOLLOWING  RESECTION 

OF  ABDOMINAL  AORTIC  ANEURYSMS. 
[CASE  REPORT]    (E.)    Sweetman,  W.  R.  (Good  Samaritan 
Hosp.,  Portland,  Ore.).  Amer  Surg  35(8):580-584,  1969. 


4540  INTESTINAL  DISTENTION  PRODUCED  BY 

NITROUS  OXIDE  OR  ETHYLENE  INHALA- 
TION.  (E.)    Cundy,  R.  L.  (VA  Hosp.,  Denver,  Colo.),  J.  A. 
Aldrete  and  J.  Thomas.   Surg  Gynec  Obstet  129(1):  108-112, 
1969. 


See  also:    4580,4942 
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4541  THE  USE  OF  ELECTRO-LABORATORY  TESTS 

IN  DIAGNOSIS  OF  ACUTE  APPENDICITIS. 

(Rus.j    Samofalov,  A.  A.  (S.  M.  Kirov  Leningrad  Insl., 
Postgrad.  Med.,  USSR).    Vestn  Khir  Grekov  99(10):50-54,  1967. 
The  use  of  electrical  tests  in  the  supplemental  diagnosis  of  ap- 
pendicitis was  studied  in  410  patients  with  acute  abdomen, 
of  whom  180  underwent  surgery.    Different  forms  of  acute 
appendicitis  were  found  in  166  of  the  180.   Of  the  166  pa- 
tients 142  were  diagnosed  correctly  clinically,  while  160  were 
correctly  diagnosed  when  the  supplementary  tests  were  used. 
The  electrical  tests  consist  of:    division  of  the  abdominal 
cavity  into  6  symmetrical  regions;  use  of  an  electrical  device 
to  measure  rectal  temperature  and  the  skin  temperatures  in 
the  6  abdominal  regions;  use  of  a  galvanometric  test  for  pain 
on  each  of  the  abdominal  regions  and  taking  local  WBC  counts 
from  the  finger  and  the  right  side  of  the  abdomen. 

4542  EXPERIENCE  WITH  THE  LOPRESTI  OESOPH 

AGOSCOPE.   (E.)    Renner  1.  G.  (Queen 
Ehzabeth  Hosp.,  Woodville,  South  AustraUa)  and  A.  K.  Grant. 
MedJAust  l(15):767-768,  1969. 

In  a  consecutive  series  of  169  esophagoscopies  there  were  15 
failures  and  25  instances  in  which  no  abnormahty  was  found. 
In  the  remaining  129  cases  154  abnormaUties  were  noted  (95 
esophageal,  59  gastric).   The  esophageal  lesions  included 
esophagitis  (62),  reflux  without  esophagitis  (15),  varices  (10), 
cancer  (6),  and  stricture  (1).    Esophagoscopic  examination  was 
carried  out  on  43  patients  with  an  intact  stomach  and  the 
following  pathology  was  noted:  cancer,  17 ;  chronic  gastric 
ulcer,  10;  severe  hemorrhagic  gastritis,  5 ;  Mallory-Weiss  syn- 
drome, 3;  other,  2.  Among  16  patients  with  an  abnormal 
surgically-treated  stomach  there  were  8  patients  each  with  gas- 
tritis and  stomal  ulceration.   The  fiberoptic  esophagoscope  was 
safe  and  was  particularly  helpful  in  visualizing  the  upper  regions 
of  the  stomach  and  gastroenterostomy  stomas. 

4543  THE  APOMORPHINE  TEST  II.    EXPERIMENTAL 

STUDIES  IN  PEPTIC  ULCER  PATIENTS.    (E.) 
Gudmand-Hoyer,  E.  (Surg.  Dept.,  Rigshosp.,  Copenhagen, 
Denmark),  H.  E.  Kallehauge  and  H.  J.  Fenger.   Scand  J 
Gastroent  3(6):654-658,  1968. 

The  apomorphine  test  was  studied  in  44  gastrectomized  pa- 
tients:   25  had  a  BiUroth  II  resection;  14  a  BiUroth  1  resection, 
and  5  vagotomy  and  pyloroplasty.   The  patients  (27  males  and 
17  females)  were  examined  1  yr  after  surgery  at  the  earUest. 
The  symptoms  provoked  by  s.c.  injection  of  0.5  mg  apomor- 
phine were  compared  with  the  spontaneous  dumping  symptoms 
reported  by  the  patient  and  with  the  symptoms  produced  by 
an  oral  glucose  test  meal  (50  g  glucose/250  ml  water).   The 
glucose  test  preceded  the  apomorphine  test  in  half  the  cases, 
in  the  others  the  order  was  reversed.   If  apomorphine  is  a 
suitable  agent  for  an  evaluation  of  the  dumping  syndrome  in 
patients  it  must  not  provoke  symptoms  without  syndrome. 
Conversely,  it  should  provoke  all  the  symptoms  quantitatively 
in  those  patients  with  the  dumping  syndrome.   Gastric  surgery 
should  not  alter  the  response  pattern.    Thirteen  healthy  vol- 
unteer subjects,  experienced  no  dumping  symptoms  after  either 
apomorphine  or  glucose.    Based  on  427  provocations,  apomor- 
phine fulfilled  the  criteria  and  is  recommended  for  use  in  a 
preoperative  dumping  test. 


4544  EXPERIENCE  WITH  THE  FIBRESCOPE  GAS- 

TROCAMERA.  (E.)  Otaki,  A.  T.  (West  London 
Hosp.,  England),  T.  Dundas  and  A.  M.  Gill.  Amer  J  Gastroent 
51(3):187-199,  1969. 

The  results  in  65  of  66  patients  examined  with  a  fiber- 
scope gastrocamera  are  reported.    Five  malignant  ulcers,  11 
benign  ulcers  and  2  erosions  were  found  among  46  patients 
whose  recent  barium  studies  showed  no  evidence  of  gastric 
ulceration  as  such.   Only  6  (54%)  of  1 1  definite  radiological 
gastric  ulcers  were  confirmed.   Two  gastric  ulcers  were  found 
among  7  patients  with  equivocal  X-rays.    Difficulty  in  visualiz- 
ing and  photographing  was  found  particularly  at  the  pylorus 
and  upper  lesser  curvature.    Thirteen  visual  examinations  were 
specifically  inadequate  and  4  of  these  may  have  been  significant 
to  the  result.    Out  of  812  exposed  frames  (12.3  frames  per 
film)  only  386  (47.5%)  were  entirely  satisfactory.   The  re- 
mainder were  affected  by  overlapping,  under-  and  overexposure 
and  poor  focus.    The  ease  of  introduction  and  examination 
make  the  fiberscope  useful  in  the  elderly  and  its  flexibiUty 
makes  it  ideal  for  teaching  purposes. 

4545  THE  DISCRIMINATORY  ABILITY  OF  A 

GAI.ACTOSE  TOLERANCE  TEST  AND  SOME 
OTHER  TESTS  IN  THE  DIAGNOSIS  OF  CIRRHOSIS  OF 
THE  LIVER,  HEPATITIS  AND  BILIARY  OBSTRUCTION. 

(E.)    Tengstr(5m,B.  (U.  Hosp.,  Uppsala,  Sweden).  Scand 
J  Clin  Lab  Invest  23(2):  159-168,  1969. 

Fifty-five  patients  with  cirrhosis  of  the  liver,  44  with  suspected 
cirrhosis  but  negative  biopsies,  29  with  infectious  hepatitis 
and  23  with  obstructive  jaundice  were  evaluated  by  intra- 
venous galactose  tolerance  tests  and  serum  determinations  of 
alkaline  phosphatase,  SGPT,  total  bilirubin  and  thymol  turbidity. 
Galactose  tolerance  tests  were  the  best  means  of  distinguishing 
between  cirrhosis  and  noncirrhosis.    Along  with  alkaUne  phos- 
phatase they  were  more  effective  in  the  differentiation  of  cir- 
rhosis and  obstructive  jaundice.   Thymol  turbidity  and  alkaline 
phosphatase  were  equally  effective  in  differentiating  between 
icteric  hepatitis  and  obstructive  jaundice. 


4546  USE  OF  CUPROUS  THIOCYANATE  AS  A 
SHORT-TERM  CONTINUOUS  MARKER  FOR 

FAECES.   (E.)    Dick,  M.  (U.  Coll.  Hosp.,  London,  England). 
Gut  10(5):408-412,  1969. 

Cuprous  thiocyanate  (CuSCN)  is  suggested  as  a  marker  in 
faecal  fat  studies.   Copper  in  feces  may  be  estimated  by  chemi- 
cal or  atomic  absorption  methods  following  the  addition  of 
nitric  acid,  boUing  and  filtration.    Recovery  was  in  excess  of 
99%  in  14  volunteers  during  79  four-day  balance  studies.   No 
toxicity  was  noted,  but  variable  thiocyanate  absorption  was 
observed. 

4547  DIAGNOSIS  OF  INTESTINAL  OBSTRUCTION 
WITH  SPECIAL  REGARD  TO  PLAIN  ROENTGEN 

EXAMINATION  OF  THE  ABDOMEN.    (E.)    TibbUn,  S. 

(Lunds  Lasarett,  Sweden).  Acta  Chir  Scand  135(3):249-252, 

1969. 

A  retrospective  study  of  cases  of  intestinal  obstruction  hospi- 

taUzed  during  the  course  of  1  yr  is  taken  as  the  basis  for  a 
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;ritical  appraisal  of  plain  roentgen  examination  of  the  abdomen 
in  mechanical  intestinal  obstruction.   Two  partially  overlapping 
series  are  presented.   One  consisted  of  72  cases  of  cUnically 
irerified  mechanical  intestinal  obstruction  in  which  the  patients 
simultaneously  came  to  plain  roentgen  examination  of  the  ab- 
domen.  The  causes  of  obstruction  included  incarcerated  hernia 
(14),  adhesions  (24),  intussusception  (10),  volvulus  (4),  obstruc- 
tive carcinoma  of  the  colon  (10),  mesenteric  vascular  occlusion 
(3)  and  bowel  stenosis  (7).   False  negative  roentgen  findings 
were  recorded  in  14  cases  (just  under  20%).   The  second  series 
ft'as  made  up  of  65  cases  in  which  plain  roentgen  examination 
revealed  mechanical  intestinal  obstruction.   In  12  of  these  the 
roentgen  findings  were  falsely  positive  (slightly  less  than  20%). 
When  there  is  a  discrepancy  between  the  clinical  and  roentgen 
features,  prompt  roentgen  examination  after  a  contrast  swallow 
is  recommended  unless  immediate  operation  is  indicated. 

4548  EVALUATION  OF  SOME  LABORATORY  PRO- 
CEDURES FOR  THE  DIAGNOSIS  OF  SCHIS- 
TOSOMIASIS.  (E.)    Garcia,  E.  G.  (Inst.  Hyg.,  U.  Philippines, 
Diliman,  Rizal),  B.  D.  Cabrera,  Z.  A.  Cristi  and  R.  B.  Silan. 
Acta  Med  Philipp  4(3):130-137,  1968. 

A  comparative  evaluation  of  stool  examination,  the  intradermal 
test,  the  circumoval-precipitin  test,  and  the  passive  hemagglutina- 
tion test  using  S.  japonicum  adult  whole  worm  or  egg  extracts 
IS  antigens  was  carried  out  in  104  patients,  most  of  whom  were 
hospitalized.   Of  the  104  parasitically  proven  cases,  99.0%  were 
positive  by  the  intradermal  test,  94.2%  by  the  circumoval-pre- 
cipitin test,  85.6%  by  the  hemagglutination  test  on  adult  whole 
worm  extracts,  and  76.9%  by  the  hemagglutination  test  on  egg 
extracts.   Among  nonexposed  parasitically  negative  controls  the 
intradermal  test  gave  11.2%  false  positives  (16  of  143)  and  the 
hemagglutination  test  on  adult  whole  worm  extracts  13.5% 
false  positives  (10  of  74).   Only  1  false  positive  among  183 
subjects  was  encountered  with  the  circumoval-precipitin  test 
and  none  with  the  hemagglutination  test  with  egg  extracts. 
Stool  examinations  failed  to  demonstrate  eggs  or  were  negative 
in  66.6%  of  cases  positive  by  rectal  biopsy.    Among  53  referred 
cases  positive  by  serological  tests,  at  least  71%  were  missed  by 
stool  examination.   The  intradermal  test  should  be  used  only 
as  a  screening  procedure;  at  least  1  circumoval-precipitin  test 
should  be  performed  when  it  is  not  possible  to  otherwise  dem- 
onstrate evidence  of  parasites. 

4549  THE  DIAGNOSIS  OF  HEPATIC  METASTASES 
BY  MEANS  OF  RECTALLY  ADMINISTERED 

RADIOIODINE.    (E.j    Tukiainen,  P.  (Dept.  Radiol.,  U. 
Helsinki,  Finland),  K.  Kiviniitty,  M.  Forss  and  C.  E.  Unnerus. 
Oncology  22(4):269-272,  1968. 

Twenty-three  patients  with  liver  metastases  were  studied.   After 
digital  rectal  examination  to  exclude  the  presence  of  feces, 
40  /iC  131  I  in  5  ml  water  were  introduced  by  catheter  in- 
serted 10  cm  into  the  rectum.   A  scintillation  detector  with  a 
collimeter  7  cm  in  diameter  was  placed  in  contact  with  the  skin 
at  the  intersection  of  the  right  mid-clavicular  Une  and  a  hori- 
zontal line  passing  through  the  xyphoid  process.   The  scintil- 
lation counter  was  coupled  to  a  rate  meter  recording  the  mil- 
liammeter  combination.    Recording  was  started  at  the  same 
time  as  the  injection  of  l^lj.   \  metastatic  index  was  defined 
as  the  activity  after  12  min  and  other  activities  were  related  to 
it.  The  test  was  positive  in  all  23  patients.   The  diameter  of 


of  the  liver  metastases  was  usually  2-10  cm  but  in  1  patient 
it  was  0.5  em.    Controls  were  40  patients  with  metastases  to 
various  organs  and  a  negative  131]  test.   There  was  no  evidence 
of  liver  metastases  either  at  laparotomy  or  at  autopsy.   Two 
patients  had  palpable  nodules  of  the  Uver  tract  similar  to  me- 
tastases but  at  operation  no  hepatic  metastases  or  nodules  of 
the  liver  metastases  to  other  organs  were  observed.   In  2  pa- 
tients the  metastatic  index  was  uncertain:    after  X-ray  and 
cyclophosphamid  treatment,  laparotomy  showed  the  liver  to 
be  normal.   The  131i  test  was  normal  after  the  operation. 

4550  PRELIMINARY  RESULTS  OF  THE  PENTA- 
GASTRIN  TEST.    (It.)    Garberini,  S.  (Ospedale 

Maggiore  S.  Carlo  Borromeo,  Milan,  Italy)  and  R.  Sampietro. 
Chir  Gastroent  2(4):399-409,  1968. 

The  effects  of  pentagastrin  (0.8  /Ug/kg)  on  the  stimulation  of 
gastric  acid  secretion  were  compared  with  the  effects  of  hista- 
mine (0.04  mg/kg)  in  45  patients  21  with  duodenal  ulcers,  3 
with  histologically  confirmed  benign  gastric  ulcers,  6  with  car- 
cinoma of  the  stomach,  and  15  controls  without  any  disease 
of  the  gastrointestinal  tract.    The  results  in  mEq  of  total 
acidity  secreted  in  the  same  patients  dimng  the  second  30  min 
were:  in  patients  with  duodenal  ulcer  after  stimulation;  his- 
tamine 18.45  and  pentagastrin  19.60;  in  gastric  ulcer  patients, 
histamine  8.35  and  pentagastrin  9.80;  in  stomach  cancer  pa- 
tients, histamine  4.95  and  pentagastrin  4.70.    Values  in  normal 
patients  were:    histamine  10.05  and  pentagastrin  19.60.   The 
reproducibility  of  the  test  was  verified  in  experiments  on  4 
patients  with  duodenal  ulcer  and  1  healthy  subject. 

4551  HEPATIC  ARTERIOGRAPHY.    (E.j    Alfidi, 
R.  J.  (Cleveland  Clin.  Found.,  Ohio),  E. 

Buonocore  and  C.  H.  Brown.   Radiology  90(6):  1136-1 142, 
1968. 

Celiac  and  superior  mesenteric  arteriograms  of  195  patients 
were  studied.   The  control  group  consisted  of  96  patients  in 
whom  later  biochemical,  histologic,  or  clinical  studies  showed 
no  evidence  of  hepatic  disease.   The  other  99  patients  com- 
prised the  test  group.    In  52  of  99  patients  the  presence  of 
Uver  disease  was  confirmed  by  biopsy  at  surgery,  or  at  autopsy. 
In  16  cases  of  hepatic  vascular  disease  demonstrated  by  ar- 
teriography, biopsy  was  contraindicated  or  considered  unnec- 
essary.   Definitive  diagnosis  could  not  be  established  in  7  pa- 
tients because  they  did  not  return  for  follow-up  or  refused 
surgery.    It  was  found  that  the  degree  of  arterial  tortuosity  is 
inversely  proportional  to  the  Uver  mass.    There  is  decreased 
tortuosity  in  hepatomegaly  and  increased  tortuosity  in  the 
liver  that  has  lost  volume  (e.g.,  in  cirrhosis).    The  arterial 
capillary  phase  is  a  valuable  indicator  for  diagnosing  hepatic 
parenchymal  disease.   When  the  hepatogram  lacked  uniform 
density  it  was  considered  abnormal;  however,  it  showed  the 
highest  positive  correlation  with  disease  of  the  Uver. 

4552  THE  KINETICS  OF  RADIOACTIVE  ROSE 
BENGAL  (131l)  IN  THE  DIFFERENTIAL 

DIAGNOSIS  OF  NORMAL  SUBJECTS,  CIRRHOTIC,  AND 
CHOLESTATIC  PATIENTS.    (It.)    Cravario,  A.  (Inst.  Gen.  Clin. 
Med.,  U.  Turin,  Italy),  P.  G.  De  FiUppi  and  G.  Molino.   Boll 
Soc  Ital  Biol  Sper  44(18):1498-1501,  1968. 

In  15  normal  subjects,  10  cirrhotic  and  7  cholestatic  patients, 
a  model  of  the  kinetics  of  1311-Rose  Bengal  was  tested,  using 


516 


DIAGNOSTIC  PROCEDURES 


simultaneous  determinations  by  the  conventional  hepatogram 
and  of  the  hematic  kinetics  of  the  dye,  by  means  of  a  counter 
situated  at  the  level  of  the  temporal  region.    The  plasma  BSP 
clearance  constant  (K)  was  also  determined.    The  average  values 
obtained  with  the  model,  were,  for  normal,  cirrhotic  and  cho- 
lestatic patients,  resp.:    0.0792,  0.0367  and  0.0372  for  the  con- 
stant of  transfer  between  blood  and  liver;  0.0201,  0.0183  and 
0.0331  for  the  constant  of  transfer  between  the  liver  and  the 
blood;  0.0074,  0.0078  and  0.0023  for  the  intrahepatic  passage 
to  the  bihary  ducts;  0.0447,  0.0923  and  0.0051  for  the  frac- 
tional flux  of  the  biliary  system.   The  average  values  of  K  were: 
0.239,  0.094  and  0.077  resp. 

4553  THE  COMBINED  USE  OF  SCINTIGRAPHY 
AND  PUNCH  BIOPSY  IN  THE  DIAGNOSIS  OF 

METASTASES  OF  GASTRIC  CARCINOMA  INTO  THE 
LIVER.   (Rus.)    Konovalov,  N.  I.  (N.  N.  Petrov  Inst.  Oncol., 
Moscow,  USSR)  and  N.  P.  Fadeiev.  Med  Radiol  (Moskva) 
13(12):41-46,  1968. 

Fifty-five  patients  with  gastric  cancer  without  hepatomegaly 
or  evidence  of  inoperability  were  examined.    Scanning  of  the 
liver  was  carried  out  with  131l-Rose  Bengal  or  198au.   In  ac- 
cordance with  the  results  scintillation  scanning,  punch  biopsy 
of  the  liver  was  carried  out  with  aspiration  or  nonaspiration 
techniques  and  histological  and  cytological  studies  were  made. 
Scintigrams  were  pathologic  in  31  of  55  patients.    In  23  the 
changes  were  local,  and  in  8,  diffuse.    In  the  29  patients  in 
whom  biopsies  were  performed,  histological  studies  showed: 
metastases  of  gastric  cancer  in  8,  fibrosis  in  6,  adipose  dy- 
strophy in  7,  cirrhosis  in  1,  deposits  of  lipofuscin  in  2,  hepatic 
adenoma  in  1,  normal  hepatic  tissue  in  3  and  hematoma  in  1. 
Scintigraphic  findings  agreed  with  biopsy  results  in  90%.    The 
combined  diagnostic  techniques  showed  metastases  to  the  liver 
in  15%  of  patients  with  gastric  cancer. 

4554  CLINICAL  ASPECTS  OF  A  STUDY  INTO 
HEPATIC  HEMODYNAMICS  BY  DETERMINING 

CARDIO-PORTAL  CIRCULATION  TIME  AND  BY  USE  OF 
PUNCTURE  BIOPSY  FINDINGS  IN  CHRONIC  DIFFUSE 
DISORDERS  OF  THE  LIVER.    (Rus.)    Podymova,  S.  D. 
(Sechenov  Med.  Inst.,  Moscow,  SSR)  and  T.  F.  Novikova. 
Sovet  Med  31(3):37-41,  1968. 

The  time  of  cardioportal  circulation  with  131i-iabeled  human 
serum  albumin  was  contrasted  with  the  findings  of  hver  puncture 
biopsy  in  131  patients  suffering  from  chronic  diffuse  diseases 
of  the  liver.    Of  these,  75  had  cirrhosis  of  the  liver;  15,  adipose 
dystrophy;  11,  benign  hyperbilirubinemia;  and  30  chronic 
hepatitis.    The  most  prolonged  circulatory  time  was  41.6  sec 
in  patients  with  cirrhosis  of  the  liver.    Statistically  significant 
differences  were  established  as  indicators  of  cirrhosis  and 
chronic  hepatitis,  making  differential  diagnosis  possible  in  early 
stages  of  the  diseases.    Diagnosis  of  cirrhosis  on  the  basis  of 
greatly  lengthened  cardioportal  circulation  time  was  corroborated 
by  liver  biopsy  findings.   The  fact  that  vascular  decompensa- 
tion precedes  parenchymatous  decompensation  apparently  ex- 
plains this  marked  increase.  The  increase  was  also  accompanied 
by  a  sharp  histiolymphoid  infiltration  and  an  increase  in  Kupffer 
cell  proliferation.  In  chronic  hepatitis  increased  cardioportal 
circulation  time  may  have  prognostic  significance,  indicating  a 


need  for  Uver  puncture.  Findings  showed  that  shortened  cardio- 
portal circulation  time  accompanied  other  chnical  signs  of  im- 
provement in  the  patient's  condition  after  treatment  of  various 
hver  disorders. 


4555  RADIOISOTOPE  SCANNING  IN  THE  TOPICAL 

DIAGNOSIS  OF  TUMORS  AND  TUMOR-LIKE 
DISEASES  OF  THE  LIVER.  (Rus.)  Bregadze,  I.  L.  (Minist. 
Hlth.,  Moscow,  USSR),  O.  B.  MUonov,  O.  A.  Umbrumyants  and 
B.  A.  Shlevkov.   Khirurgiia  (Moskva)  44(5):  144-150,  1968. 
The  authors  analyzed  diagnostic  results  of  radioisotope  scan- 
ning in  59  patients  with  tumors  and  tumor-hke  processes  of 
the  hver,  in  55  of  which  cases  it  proved  satisfactory.   Of  these 
patients  30  suffered  from  metastatic  tumors  of  the  liver;  12 
showed  either  hydatid  or  alveolar  echinococcosis.   The  find- 
ings were  later  confirmed  either  in  surgery  or  by  an  autopsy. 
Radioisotope  scanning  proved  particularly  valuable  in  revealing 
disturbances  in  absorption  of  radioactive  substances  in  hepatic 
segments  and  disclosed  structural  changes  in  hepatic  tissue  in 
all  patients  with  cancer,  echinococcosis  and  other  diseases 
earUer  than  any  other  method  and  with  a  high  degree  of  re- 
UabiUty.   However,  in  small  neoplasms  (up  to  15-20  mm  in 
diameter),  results  were  not  reliable.   In  localized  Uver  disorders 
in  alveolor  echinococcosis  this  method  proved  sufficiently  pre- 
cise to  determine  positions,  size  and  nature  of  gall  stones,  the 
amount  of  hepatic  parenchyme  retained,  the  topographic  loca- 
tion and  contures  of  the  gallbladder.    In  advanced  and  com- 
plex stages  of  alveolar  echinococcosis  it  aided  in  determing 
diffusion  of  the  process  by  means  of  related  disorders  of  Uver 
and  kidneys.   In  hepatic  abscesses  not  only  can  position  and 
size  be  determined,  but  also  an  evaluation  of  consequent 
functional  disturbances  in  the  Uver  made.    This  method  ought 
to  be  more  widely  used  since  there  are  practicaUy  no  counter- 
indications  for  its  appUcation  and  it  can  be  employed  when 
other  techniques  are  not  practicable. 

4556  STUDY  OF  GASTRIC  SECRETION  AFTER 

CAFFEINE  AND  HISTAMINE  LOADING  IN 
CHILDREN  WITH  DUODENAL  ULCERS.    (SI.)    Horecny,  K. 
(Med.  Fac.  Comenius  U.,  Bratislava,  Czechoslovakia)  and 
G.  Novakova.   Cesk  Pediat  23(5):385-389,  1968. 
Samples  of  gastric  juice  were  coUected  at  15  min  intervals  for 
2  hr  after  administration  of  0.1  g  of  caffeine  in  200  ml  water 
or  0.01  mg/kg  body  weight  of  histamine  hydrochloride  to  2 
groups  of  25  children  each  with  duodenal  ulcers.    Mafatka's 
method  was  used  to  determine  gastric  acidity  after  administra- 
tion of  caffeine,  and  gastric  secretion  and  acidity  were  mea- 
sured by  Lambling's  method  after  histamine.   Acidity  curves 
obtained  by  Maratka's  method  were  characteristic  of  duodenal 
ulcers  in  only  12  of  these  25  cases.   The  rest  of  the  curves 
showed  no  consistent  pattern,  and  3  patients  secreted  Uttle  or 
no  acid.    With  LambUng's  test,  acid  secretion  was  elevated  or, 
in  a  smaU  number  of  cases,  about  the  same  as  in  normal  adults. 
Only  2  chUdren  secreted  less  than  80  ml  and  less  than  3  mEq 
HCl  during  the  test.    None  of  the  children  had  achlorhydria. 
Thus,  Maratka's  method  is  considered  of  value  only  for  screen- 
ing purposes,  while  LambUng's  method  is  of  great  practical 
value  for  diagnosing  duodenal  ulcers. 
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4557  DIAGNOSTIC  AND  PROGNOSTIC  VALUE  OF 
CHOLESTEROL  FRACTIONS  IN  INFECTIOUS 

HEPATITIS.    (RumJ    Pirvu,  C.  (CUn.  Infect.  Dis.,  Cluj,  Romania) 
md  E.  Frenkel.   Cluj  Med  41(l):89-97,  1968. 

Bloor's  method  was  used  to  determine  free  and  esterified  cho- 
lesterol in  sera  from  63  children  and  adults  with  different 
clinical  forms  of  viral  hepatitis.    In  the  first  week  of  the  in- 
fection the  ratio  of  esterified  to  total  cholesterol  was  low  in 
95%  of  the  cases  and  the  mean  value  for  total  cholesterol  was 
in  the  low  normal  range.    In  the  second  week  the  mean  value 
for  total  cholesterol  increased  slightly  and  the  esterified  frac- 
tion was  in  the  low  normal  range;  the  ratio  of  esterified  to 
total  cholesterol  was  normal  in  85%  of  the  cases.    These  find- 
ings suggest  that  there  is  a  deficiency  of  cholesterol  esterase 
synthesis  in  the  Uver  during  the  first  2  weeks  of  viral  hepatitis. 
Findings  were  essentially  the  same  in  children  and  adults,  but 
in  children  there  was  a  more  sudden  increase  in  the  esterified 
and  total  cholesterol  fractions  during  the  second  week.   Cho- 
lesterol values  were  found  to  have  no  prognostic  value  in  child- 
ren or  adults  with  mild  or  moderately  severe  hepatitis.    How- 
ever, much  greater  changes  were  seen  in  patients  with  severe 
and  prolonged  cases  of  hepatitis.   In  these  cases  the  esterified 
cholesterol  fraction  was  still  low  in  the  seventh  week  of  the 
infection. 

4558  THE  VALUE  OF  RADIOLOGICAL  EXAMINA- 
TION OF  THE  ARTIFICIALLY  HYPOTENSIVE 

SMALL  INTESTINE  FOR  THE  DIAGNOSIS  OF  CHRONIC 
ENTERITIS.   (Rus.)    Linevskii,  lu.  V.  (Donetsk  Med.  Inst., 
USSR)  and  I.  S.  Pavlova.    Vestn  Rentgen  Radiol  43(l):34-37, 
1968. 

Radiological  examinations  were  made  on  50  patients  with  en- 
teritis or  enterocolitis,  aged  19-52  yr,  and  10  normal  controls. 
Artificial  hypotension  of  the  small  intestine  was  induced  by 
i.v.  administration  of  1  ml  of  0.1%  atropine  sulfate  combined 
with  10  ml  of  10%  CaCl2.   The  small  intestine  was  then  filled 
with  a  barium  suspension  through  a  3  m  sound  which  was 
gradually  withdrawn.   Characteristic  features  of  chronic  enteri- 
tis were  small  fiUing  defects  which  looked  like  small  polyps, 
thickening  of  the  rugae,  and  a  flattened  relief.   These  changes 
were  found  in  different  combinations,  depending  upon  the 
severity  of  the  enteritis.   The  filling  defects  were  the  most  con- 
sistent finding  and  were  present  in  some  patients  with  mild, 
moderately  severe,  and  severe  enteritis.    Filling  defects  were 
not  found  with  conventional  radiological  methods.   Changes  in 
the  rugae  were  most  often  found  in  patients  with  severe  and 
moderately  severe  enteritis. 


4559  MEASURING  FAT  ABSORPTION  IN  THE  IN- 

TESTINE BY  MEANS  OF  EXTERNAL  COUNT- 
ING.   (Rus.)    Ishmukhametov,  A.  I.  (Inst.  Med.  Radiol.,  Acad. 
Med.  Sci.,  Moscow,  USSR),  le.  N.  Denisov,  A.  N.  Reginskii, 
E.  A.  Shakirov  and  Z.  M.  Bobokhodzhaiev.   Med  Radiol 
(Moskva)  12(12):57-61,  1967. 


4561  MODERN  TECHNIQUES  FOR  EVALUATING 
INTESTINAL  FUNCTION.    (It.)    Careddu,  P. 

(Inst.  Pediat.,  U.  Milan,  Italy).   Minerva  Pediat  19(2T):1663- 
1668,  1967. 

4562  NEEDLE  BIOPSY  OF  THE  LIVER.   (E.)    Payne, 

W.  H.  (Royal  North  Shore  Hosp.,  Sydney, 
AustraUa).   Med  J  Aust  l(8):368-369,  1967. 

4563  THE  IMPORTANCE  OF  FECAL  TESTS  FOR 
THE  INTERPRETATION  OF  THE  PATHO- 
GENICITY OF  INTESTINAL  PARASITES.    (Fr.)    BaUenger, 
J.  (Lab.  Zool.  Anim.  Biol.,  Cent.  U.  Hosp.,  Bordeaux,  France), 
J.  J.  Dubarry  and  F.  Seguin.  Ann  Biol  Clin  (Paris)  25(10/12): 
1249-1254,  1967. 

4564  METHOD  FOR  THE  DETECTION  OF  DYSEN- 
TERY ANTIGENS  BY  MEANS  OF  THE  HEMAG- 
GLUTINATION INHIBITION  REACTION.  (Rus.)  Shmuter, 

L.  M.  (Ukrainian  Inst.  Postgrad.  Med.,  USSR).  Zh  Mikrobiol 
45(6):113-117,1968. 

4565  PHOTOVIDEOMETRY:    THE  SYNCHRONIZA- 
TION OF  ELECTROMANOMETRY  WITH 

TELEVISION  FOR  THE  STUDY  OF  DUODENAL-INTESTI- 
NAL MOTILITY.    (It.)    Melchionda,  N.  (Inst.  Spec.  Med. 
Pathol.,  U.  Bologna,  Italy),  A.  De  Vecchis,  F.  Benfenati,  G. 
Scondotto,  E.  Roda  and  G.  Peta.  Arch  Ital  Mai  Appar  Dig 
35(3):247-261,  1968. 

4566  LACTASE  DEFICIENCY  IN  ADULTS:    VALUE 
OF  THE  LACTOSE  ABSORPTION  CURVE. 

(Por.)    Vasconcellos,  D.  (Fac.  Med.,  Fed.  U.  Pernambuco, 
Brazil)  and  A.  Concalves.   Arq  Gastroent  5(4):  159-164,  1968. 

4567  BEHAVIOR  OF  THE  LIPIODOL  TEST  IN 
MALABSORPTION  SYNDROMES.    (E.)    Barbieri, 

D.  (Sch.  Med.,  U.  Sao  Paulo,  Brazil),  J.  V.  Martins  Campos,  E. 
Marcondes  and  G.  Quarentei.   Arq  Gastroent  5(4):173-178, 
1968. 

4568  DIFFICULTIES  IN  THE  DIAGNOSIS  OF 
CHRONIC  APPENDICITIS  IN  CHILDREN.    (Pol.) 

Kapszewicz,  M.  (Pediat.  Surg.  Clin.,  Acad.  Med.,  Lodz,  Poland). 
Wiad  Lek  21(22):2019-2024,  1968. 

4569  VALUE  OF  THE  DUODENAL  CATHETER  IN 
DIAGNOSING  HYDATID  CYSTS  OPENING 

INTO  THE  BILIARY  TRACT.    (Sp.)    Cieza,  Rodriguez,  L.  F. 
and  A.  Moszenberg.  Prensa  Med  Argent  55(29):1402-1405, 
1968. 

4570  EXTRAPERITONEAL  TRANSUMBILICAL 
PORTOHEPATOGRAPHY.    (Rus.)    Vttsyn,  B.  A. 

(Med.  Inst.,  Novosibirsk,  USSR),  N.  A.  Nikoforova  and  A.  V. 
Stasenko.   Klin  Khir  (Kiev)  (12):l-5,  1968. 


4560  RADIOISOTOPIC  INVESTIGATION  OF  THE 

SALIVARY  GLANDS.    (Rus.)    Yudin,  L.  A. 
(Sechenov  1st  Moscow,  Med.  Inst.,  USSR).  Med  Radiol  (Moskva) 
12(12):14-21,1967. 


4571  IMAGE-INTENSIFIER  FLUOROGRAPHY  IN 

STUDIES  OF  THE  STOMACH.    (Sw.)    Hohn,  T. 
(U.  Hosp.,  Lund,  Sweden)  and  J.  Kaude.   Lakartidningen 
65(4):359-371,  1968. 
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4572  THE  LIMITATIONS  OF  LIVER  FUNCTION  • 
TESTS  AND  SOME  RELATED  REMARKS. 

(Jap.j    Hase,  M.  (Nihon  U.  Sch.  Med.,  Tokyo,  Japan),  H. 
Atsumi,  Y.  Ono,  K.  Gomi,  H.  Chujo  and  Y.  Inomata.   Nichidai 
Igaku  Z  27(3):31 1-319,  1968. 

4573  CHOLEDOCHOTOMY  IN  THE  ABSENCE  OF 
PREOPERATIVE  CHOLANGIOGRAPHY.    (Fin.) 

Harjola,  P.  T.  (Kemi  Cent.  Hosp.,  Finland)  and  P.  Ketonen. 
Duodecim  84(22):1304-1307,  1968. 

4574  HEPATOGRAPHY:    THE  USE  OF  RECTALLY 
ADMINISTERED  RADIOACTIVE  IODINE  IN 

THE  DIAGNOSIS  OF  LIVER  METASTASES.    (Fin.)    Tukiainen, 
P.  (U.  Hosp.,  Helsinki,  Finland),  K.  Kiviniitty,  M.  Forss  and 
C.  E.  Unnerus.   Duodecim  84(22):1298-1303,  1968. 

4575  DIAGNOSIS  OF  BILHARZIASIS.    (For.)    Martins 
Da  Rocha,  R.   /  Soc  Cien  Med  Lisboa  133(5): 

407-410,  1969. 

4576  THE  APPLICATION  OF  THE  THEORY  OF 
PROBABILITY  TO  THE  EVALUATION  OF 

ANAMNESTIC  DATA  IN  DIFFERENTIAL  DIAGNOSIS  OF 
STOMACH  DISEASE.    (Pol.)    Brodziak,  A.  (3rd  Clin.  Intern. 
Dis.,  Silesian  Acad.  Med.,  Katowice,  Poland),  E.  Kosek  and 
E.  Czogala.  Pol  Tyg  Lek  22(45):1722-1725,  1967. 

4577  SPONTANEOUS  INTRA-ABDOMINAL  HAEMOR- 
RHAGE.   (E.)    Jakobus,  J.  W.  (U.  SteUenbosch, 

S.Africa).   5 /1/r  Med  /  41  (45):  1158-1 162,  1967. 

4578  DIAGNOSIS  AND  TREATMENT  OF  NON- 
PENETRATING ABDOMINAL  TRAUMA.    (It.) 

Viviani,  C.  (Ca'  Granda  Gen.  Hosp.,  Milan,  Italy)  and  G. 
Petrocchi.    Chir  Ital  18(3):438-465,  1966. 

4579  CLINICAL  EVALUATION  AND  TECHNIQUE 
OF  THE  NEEDLE  BIOPSY  OF  THE  LIVER. 

(Rus.)    Usov,  D.  V.  (Altai  Med.  Inst.,  USSR)  and  I.  N. 
Zolotov.    Vestn  Khir  Grekov  99(10):29-32,  1967. 

4580  HEPATIC  VEIN  VISUALIZATION  BY  INTRA- 
VENOUS CARBON  DIOXIDE  INJECTION.    (E.) 

CoUins,  J.  R.  (VA  Hosp.,  Nashville,  Tenn.)  and  V.  A.  Vix. 
Radiology  89(5):864-867,  1967. 

4581  THE  RADIOLOGICAL  ASSESSMENT  OF  GAS- 
TRIC ACID  OUTPUT.    (E.)    Moghadam,  M. 

(Henry  Ford  Hosp.,  Detroit,  Mich.),  R.  Gluckmann  and  W.  R. 
Eyler.  Radiology  89(5):888-892,  1967. 

4582  LAPAROSCOPY  IN  SYMPTOMS  OF  HEPATOP- 
ATHIES.    (It.)    Caldara,  G.  (Ospedale  di  Circolo 

diCantu,  Italy).   Arch  Sci  Med  (Torino)  124(2):208-219,  1967. 

4583 


4584  PRESENT  STATE  OF  THE  EARLY  DIAGNOSIS 

OF  GASTRIC  CANCER.  (Rev.)(Por.)  Zaterka, 
S.   Arq  Gastroent  6(2):65-67,  1969. 


4585  CONSIDERATIONS  ON  THE  VALUE  OF  SUC- 
TION BIOPSY  OF  THE  STOMACH.    (E.) 

Schindler,  R.  (Loma  Linda  U.,  Calif.).   Rev  Ass  Med  Minas 
Gerais  19(2):99-101,  1969. 

4586  SOME  ABDOMINAL  TUMORS  AND  THEIR 
RADIOLOGIC  DIAGNOSIS.    (Fr.)    Bismuth,  V. 

(St.  Louis  Hosp.,  Paris,  France),  M.  Blery,  J.-P.  Desprez-Curely. 
Ann  Radiol  ll(ll/12):869-874,  1968. 

4587  CONTRIBUTION  TOWARDS  SCINTILLATION 
STUDY  OF  THE  PANCREAS.    (It.)    Barbieri, 

L.  L.  (Inst.  Gen.  Med.  Clin.  Ther.  Med.,  U.  Bologna,  Italy), 
G.  A.  Lanfranchi  and  P.  Puddu.  Arch  Ital  Mai  Appar  Dig 
35(4):345-363,  1969. 

4588  DIAGNOSTIC  VALUE  OF  AUSCULTATION  OF 
THE  ABDOMINAL  VESSELS  (7  CASES).    (Fr.) 

Dupres,  M.  F.  (Rouen,  France).  Arch  Mai  Appar  Dig  58(4/5): 
233-244,  1969. 

4589  USE  OF  CODEINE  IN  INTRAVENOUS   CHO- 
LANGIOGRAPHY.  (It.)    Ragni,  G.  (Dept. 

Radiol.,  U.  Turin,  Italy)  and  F.  Sacchetto.  Minerva  Radiol 
14(l/2):41-48,  1969. 

4590  ENDOSCOPIC  OBSERVATIONS  IN  PATIENTS 
WITH  ESOPHAGEAL  AND  GASTRIC  DISOR- 
DERS SUBMITTED  TO  ANTI-INFLAMMATORY  THERAPY 
WITH  PROXAZOLE  CITRATE.    (It.)    MireUi,  E.  (Gen.  Surg. 
Clin.,  U.  Milan,  Italy)  and  G.  Fichera.   Policlinico  (Chir) 
76(3):196-220,  1969. 

4591  AN  ANALYSIS  OF  INTESTINAL  BIOPSY.   (Kor.) 
Chung,  M.  H.  (Coll.  Med.,  Yonsei   U.,  Seoul, 

Korea).    Korean  J  Intern  Med  12(2):  133-142,  1969. 

4592  THE  SIGNIFICANCE  OF  CHOLEDOCHO-PAN- 
CREATIC  REFLUX  IN  CHOLANGIOGRAPHY. 

(Rus.)    Kotiger,  Ya.  S.  (Beltsy  Republican  Hosp.,  USSR). 
Vestn  Khir  Gregov  99(9):72-76,  1967. 

4593  DIFFICULTIES  IN  THE  X-RAY  DIAGNOSIS 
OF  THE  STOMACH.    (Fr.)    Gramatopol,  D. 

(Bucharest,  Romania).  J  Belg  Radiol  52(3):128-131,  1969. 

4594  PERCUTANEOUS  NEEDLE  BIOPSY  IN  LIVER 
PATHOLOGY.    (It.)    Caldara,  G.  (Ospedale  di 

Circolo  di  Cantu,  Italy).  Arch  Sci  Med  (Torino)  124(3): 331- 
339,  1967. 


EXAMINATION  OF  SPUTUM,  BRONCHIAL 
LAVAGE  AND  BRONCHIAL  BIOPSY  FOR  OVA 
IN  BILHARZIAL  HEPATOSPLENOMEGALY.    (E.)    Shoeb, 
S.  M.  (Ain  Shams  U.  Cairo,  Egypt),  K.  Basmy,  M.  A.  Habib, 
H.  H.  Youssef  and  S.  E.  Warraki.   J  Trop  Med  Hyg  70(12):293- 
295,  1967. 

See  also:    4280,4304,4306,4322,4342,4408,4476,4482,4615,4656,4698,4728,4754,4793,4796,4831,4863,4872,4873,4874, 
4905,4912,4918,4936,4945,4957,4981,5007.5015,5084 


4595  RETENTION  AND  CLEARANCE  OF  SULFO- 

BROMOPHTHALEIN.   TECHNIQUE,  INDICA- 
TIONS AND  RESULTS.   (Sp.)    BeUomo,  J.  A.  (Hosp.  Natl. 
Clin.,  Buenos  Aires,  Argentina).  Prensa  Med  Argent  56(3): 
108-117,  1969. 
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4596  MILD  CONGENITAL  STRIDOR  AND  DEGLUTI- 
TION DIFFICULTIES  IN  THE  INFANT.    (Fr.) 

Nussle,  D.  (Canton  Hosp.,  Lausanne,  Switzerland)  and  M.  Savary. 
Rev  Med  Suisse  Rom  88(7):516-525,  1968. 

Case  reports  are  presented  of  69  children  (only  2  were  older  than 
2  yr;  examined  by  radiocinematography  and  protography)  with 
either  or  both  a  respiratory  stridor  or  deglutition  difficulties. 
A  stridor  was  present  in  45  cases  and  associated  with  deglutition 
difficulty  in  44  of  the  cases.    Of  67  cases  with  deglutition 
difficulties,  only  41  had  been  clinically  diagnosed.    Vomitus 
was  the  main  symptom  in  35  cases.    In  41  cases  (6  without 
vomitus)  a  malpositioned  cardio-tubersity  was  found,  with  pre- 
dominant hypotonia  of  the  lower  esophagus  and  marked  reflux 
of  the  cardia.    Cerebral  palsy  type  neurologic  alterations  were 
found  in  33  cases;  9  of  them  had  a  liistory  of  fetal  pain  or 
neonatal  asphyxia.    In  cases  of  laryngeal  stridor,  the  pharyngo- 
laryngotracheal  region  showed  a  violent  lowering  and  bending 
of  the  laryngeal  cartilage  and  the  aryepiglottic  folds  at  every 
inspiration,  and  a  lowering  of  the  larynx  with  folding  of  the 
cervical  trachea.    The  epiglottis  remained  straight  while  the 
trachea  contracted.    When  the  esophagus  was  filled  with  a  con- 
trast substance,  a  strong  attraction  between  the  2  ends  of  the 
esophagus  toward  the  thorax  was  observed.    At  times,  the  pull 
showed  a  hiatal  hernia  with  an  open  cardia. 

4597  FACTORS  ASSOCIATED  WITH  CANCER  OF 
THE  ESOPHAGUS,  MOUTH,  AND  PHARYNX 

IN  PUERTO  RICO.    (E.)    Martinez,  I.  (Dept.  Hlth.,  San  Juan, 
Puerto  Rico).   J  Nat  Cancer  Inst  42(6):  1069-1094,  1969. 

A  case-control,  community-based  study  of  400  patients  with 
cancer  of  the  esophagus,  mouth,  and  pharynx  examined  en- 
vironmental and  dietary  factors  and  familial  aggregation.   Twelve 
hundred  age-  and  sex-matched  controls  were  interviewed  and 
asked  the  same  questions  as  were  the  cancer  patients.    Both 
controls  and  patients  had  diets  deficient  in  fresh  fruits,  vege- 
tables, meat,  eggs  and  milk,  but  high  in  beans  and  carbohy- 
drates in  the  form  of  rice,  bread,  and  such  starchy  roots  as 
potatoes  and  sweet  potatoes.    Cancer  patients  differed  signifi- 
cantly from  controls  in  that  they  used  more  alcohol,  tobacco, 
hot  beverages  (mostly  coffee),  and  spices.    Their  meals  were 
fewer,  scantier,  and  more  irregular,  served  very  hot  and  without 
beverage. 

4598  HIATUS  HERNIA:    REPAIR  BY  RIGHT-SIDED, 
SUBHEPATIC,  ANTERIOR  GASTROPEXY.    (E.) 

Boerema,  I.  (U.  Amsterdam,  Netherlands).   Surgery  65(6):  884- 
893,  1969. 

Differences  between  hiatus  hernia  and  other  hernias  are  pointed 
out,  and  anatomical  points  relating  to  the  repair  of  hiatus  hernia 
by  anterior  gastropexy  are  described.   The  mobile  esophago- 
gastric junction  and  not  the  fixed  diaphragmatic  protrusion  in- 
fluences reflux.   The  presence  of  a  demonstrable  hiatus  hernia 
does  not  prove  the  existence  of  clinical  reflux  symptoms  and 
its  absence  does  not  exclude  them.    The  principles  of  right- 
sided,  subhepatic,  anterior  gastropexy  are  set  out,  and  the 
operation  is  described.   The  reciurence  rate  is  5%,  and  this  is 
of  the  paraesophageal  (rolling)  type  only.    Hiatal  hernias  are 
difficult  to  demonstrate  in  newborns  regardless  of  symptoms. 


A  short  esophagus  is  rarely  seen  and  only  1  case  of  stricture 
secondary  to  reflux  esophagitis.  Spasm  can  be  distinguished 
from  stricture  only  at  surgery. 

4599  DIFFUSE  MUSCULAR  SPASM  (DIFFUSE 
MUSCULAR  HYPERTROPHY  OF  THE 

OESOPHAGUS).    (E.)    Nicks,  R.  (Royal  Prince  Alfred  Hosp., 
Sydney,  Australia),  M.  Gillies  and  A.  Skyring.    Bull  Soc  Int 
Chir  27(6):637-649,  1968. 

Eight  of  21  patients  (11  males,  10  females)  with  a  clinical 
history  of  retrosternal  pain  and  dysphagia  of  sudden  onset,  in 
whom  peristaltic  waves  were  replaced  by  synchronous  high 
pressure  and  frequency  waves  (confirmed  by  motility  studies) 
were  treated  by  extended  esophagomyotomy.    Although  all 
patients  had  a  history  of  intermittent  pain  and  dysphagia, 
no  organic  lesion  was  demonstrable.    All  patients  had  barium 
studies  which  showed:    all  males  and  90%  of  the  females  had 
dysphagia;  64%  of  males  and  60%  of  the  females  had  pain; 
41  and  40%,  resp.,  had  weight  loss,  and  48  and  50%  resp.,  had 
vomiting.    The  eight  patients  severely  affected  with  symptoms 
of  less  than  2  yr  duration,  incapacitated,  unable  to  work,  afraid 
to  eat,  and  with  severe  weight  loss  submitted  to  surgery.    Cardi- 
omyotomy  was  performed  as  for  achalasia,  except  that  after 
carefully  freeing  the  ribbon  of  loose  underlying  mucosa  from 
its  massive  muscular  collar  the  incision  was  extended  as  far 
upwards  as  the  upper  border  of  the  aortic  arch.    Symptoms 
were  permanently  relieved  in  7  of  t  he  8  patients. 

4600  HIATUS  HERNIA  AND  ANAEMIA.    (E.) 
McCormack,  R.  J.  M.  (Dept.  Cliri.  Surg.,  U. 

Edinburgh,  Scotland)  and  P.  R.  Walbaum.  J  Roy  Coll  Surg 
(Edinb)  13(3):150-154,  1968. 

In  the  period  1960-1966,  239  patients  with  hiatus  hernia  were 
seen.    Of  these  21  (9%)  had  severe  anemia,  defined  as  a  hemo- 
globin level  below  8.9  g/100  ml.    Patients  with  less  severe 
anemia  were  not  included  in  this  study.    Eighteen  of  the  patients 
with  severe  anemia  were  female.   The  average  age  was  59  yr  and 
the  range  from  25  to  84.    Seven  patients  presented  only  anemia 
symptoms,  while  14  had  esophageal  symptoms  also.    The  serum 
iron  was  below  the  normal  range;  occult  blood  was  found  either 
intermittently  or  constantly  in  20  of  21  patients.    The  hernia 
was  of  paraesophageal  type  in  13,  sliding  in  7  and  mixed  in  1. 
No  patient  had  a  gastric  or  duodenal  ulcer;  none  had  gallstones 
as  demonstrated  by  cholecystography.    The  level  of  acid  secre- 
tion was  never  abnormal   In  5  patients,  peptic  esophagitis  was 
seen  at  esophagoscopy.    Three  of  the  21  patients  were  treated 
medically  with  alkali  and  oral  iron;  they  remained  well  although 
anemic.    The  remaining  18  patients  underwent  operative  reduc- 
tion of  the  hernia  and  repair  of  the  hiatus  esophagus.    There 
was  no  operative  mortality  and  no  important  postoperative 
morbidity.  AU  1 8  patients  were  relieved  of  their  esophageal 
symptoms  and  have  been  cured  of  their  anemia.  Follow-up  at 
periods  of  1-5  yr  has  shown  a  hemoglobin  level  of  12  g/100  ml 
and  no  necessity  for  iron  therapy.  In  only  3  patients  has  a 
barium  meal  been  given  since  surgery.  In  these  no  signs  of  re- 
currence of  hernia  or  gastroesophageal  reflux  v/ere  seen.  It  is 
likely  that  the  anemia  was  the  result  of  bleeding  which  results 
from  the  hernia  itself  and  not  the  esophagitis. 
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4601  HIATUS  HERNIA.    CLINICAL  STUDY  OF 

89  CASES.    (Por.)    Vasconcellos,  D.  (Fac.  Med., 
U.  Fed.  Pernambuco,  Recife,  Brazil)  and  T.  B.  Novais.   Rev 
Esp  Enferm  Apar  Dig  27(3):439-452,  1968. 

Among  8781  patients  with  digestive  complaints  seen  between 
1953  and  1966,  89  hiatus  hernias  were  diagnosed.    In  the  1962- 
1966  period  63  (3.0%)  hiatus  hernias  were  diagnosed  among 
2060  patients  examined  radiologically.    (From  the  same  series 
205  duodenal  ulcers  (9.9%),  56  gastric  ulcers  (2.7%),  39  gastric 
cancers  (1.8%),  and  10  esophageal  cancers  (0.4%)  were  diag- 
nosed).   Of  the  89  cases  of  hiatus  hernia  studied,  75  were  slid- 
ing, 4  were  sliding-roUing,  and  10  were  unclassified.    Women 
outnumbered  men  (47  to  42;  52.8  to  47.1%).    Fifty-six  percent 
of  the  patients  were  between  the  ages  of  41-60  yr.    The  in- 
cidence of  chronic  constipation  in  the  group  of  89  hiatus  hernia 
patients  was  higher  (31;  34.8%)  than  in  a  control  group  of  100 
patients  (22;  22%).   Of  the  female  hiatus  hernia  patients  79% 
were  5-20  kg  above  ideal  body  weight.    In  33  an  associated 
disease  process  was  observed:    cholelithiasis  in  18  (20.2%), 
duodenal  ulcer  in  4  (4.5%),  intestinal  diverticulosis  in  4  (4.5%). 
Important  symptoms  were:    pyrosis  (75%),  epigastric  pain 
(60.7%),  belching  (57.1%),  regurgitation  (53.5%),  and  gastric 
fullness  (51.7%).    Dysphagia  occurred  in  17.8%  of  the  patients 
and  hematemesis  in  5.3%.    Fifty  six  patients  were  treated  con- 
servatively and  a  good  response  was  obtained  in  23.5%,  fair 
in  32.2%  and  poor  in  41.1%.   Two  of  patients  who  experienced 
poor  results  were  treated  surgicaUy  for  recurrence  of  symptoms. 

4^02  RESULTS  OF  117  ESOPHAGOPLASTIES.    (Fr.) 

Lortat-Jacob,  J.  L.,  J.  N.  Maillard,  C.  A.  Richard, 
F.  Fekete  and  M.  Huguier.  Mem  Acad  Chir  (Paris)  94(10-11): 
334-342,  1968. 

Between  January  1956  and  December  1965  a  total  of  117 
esophagoplasties  with  the  digestive  tract  were  carried  out  in 
112  patients.    Sixty  three  used  the  technique  of  Gavriliu  with 
Ueo-ascending  colon  material,  22  used  the  same  material  with 
another  surgical  technique,  23  used  the  transverse  colon,  8  used 
jejunal,  and  1  used  the  sigmoid  colon.    Seventy  five  were  per- 
formed for  cancer  of  the  esophagus,  32  for  extensive  caustic 
stenosis,  and  10  for  benign  conditions.    Most  of  the  patients 
had  been  dilated:    4  perforations  and  1  esophageal-tracheal 
fistula  resulted.    Five  had  been  treated  at  other  hospitals  with 
unsatisfactory  results.    The  postoperative  mortality  rate  was 
21.4%  (28  patients);  22  (29.3%)  of  the  75  with  cancer,  4 
(12.5%  of  those  with  stenosis,  and  2  (20%)  of  the  10  with  other 
benign  conditions.    According  to  the  type  of  surgery  the 
mortality  was:    15  of  63  Gavriliu  (23.8%),  4  of  22  Ueo-ascend- 
ing colon  (18.2%),  6  of  23  transverse  colon,  (26%),  2  of  8  with 
jejunum  (25%),  and  1  of  1  with  sigmoid.    Twelve  of  the  28 
deaths  were  attributable  directly  to  the  surgery,  16  were  indi- 
rect (e.g.,  shock,  pulmonary  emboUsm).    There  were  14  (12%) 
necroses  of  which  10  were  in  the  cancer  group  and  4  in  the 
benign.    Among  84  operations  in  which  digestive  tract  continuity 
was  established,  there  were  31  (35.5%)  fistulas,  and  10  stenoses. 
Fifty-three  patients  have  been  followed  up  for  4  months  to  10 
yr:  most  are  able  to  eat  normally,  24  have  some  difficulty  with 
regurgitation. 

4603  SURGICAL  TREATMENT  OF  SO-CALLED 

SLIDING  HL^TUS  HERNIA  IN  THE  ADULT. 


(Fr.)    Vayre,  P.  (Vaugirard  Hosp.,  Paris,  France)  and  J.  C. 
Levasseur.   Hopital  57a95):39-42,  1969. 

4604  REPLACEMENT  OF  THE  ESOPHAGUS  BY  THE 
COLON  OR  STOMACH  BY  THE  ANTERIOR 

MEDIASTINAL  ROUTE.   (Turk.)  Minkari,  T.  (Med.  Fac,  U. 
Istanbul,  Turkey)  and  M.  Tanker.    Turk  Tip  Cem  Mec  33(10): 
595-614,  1967. 

4605  RADIATION  THERAPY  IN  ESOPHAGEAL 
CANCER.   (Rus.)   Kozlova,  A.  V.  (Moscow  Sci.- 

Res.  Inst.  Roentgenol.  Radiol.,  Minist.  Hlth.,  USSR)  and  Z.  F. 
Lopatnikova.   Med  Radiol  (Moskva)  12(9):  17-23,  1967. 

4606  RETROSTERNAL  PYROSIS.    (Por.)    Soares, 
E.  C.  (Brazilian  Inst.  Gastroent.  Study  Res.,  Sao 

Paulo,  Brazil),  J.  P.  P.  Moraes  Jr.  and  A.  Bettarello.   Arq 
Gastroent  5(4):  155-158,  1968. 

4607  BLEEDING  ESOPHAGEAL  VARICES.    (Ger.) 
Schreiber,  H.  W.  (Marien  Hosp.,  Hamburg, 

Germany).   Z  Ges  Inn  Med  23(23):759-764,  1968. 

4608  PREDNISOLONE  IN  THE  TREATMENT  OF 
EXPERIMENTAL  CHEMICAL  BURNS  OF  THE 

ESOPHAGUS.    (Rus.)    ludenich,  V.  V.  Eksp  Khir  Anest 
13(4):32-34,  1968. 

4609  ESOPHAGEAL  TUMORS  INDUCED  BY  N- 
METHYL-N-NITROSOANILINE.    (Rus.) 

Napalkov,  N.  P.  (N.  N.  Petrov  Sci.  Res.  Inst.  OncoL,  Minist. 
Hlth.  USSR,  Leningrad)  and  K.  M.  Pozharisskii  Vop  Onkol 
14(12):65-72,  1968. 

4610  EXPERIENCE  WITH  ESOPHAGOPLASTY  AND 
CONSTRUCTION  OF  AN  ESOPHAGEAL  BY- 
PASS WITH  SPECIAL  REFERENCE  TO  ANTETHORACIC 
ESOPHAGOCOLOGASTROSTOMY.    (Jap.)    Tanaka,  T.  (Nihon 
U.  Sch.  Med.,  Tokyo,  Japan),  O.  Inami,  K.  Takeya,  S.  Ito,  H. 
Morikawa,  Y.  Nagai,  Y.  Takezawa  and  M.  Kishioka.   Nichidai 
Igaku  Z  27(3): 391-397,  1968. 


4611  PSEUDOSARCOMA  OF  THE  OESOPHAGUS. 
[CASE  REPORT]    (E.)    Hughes,  J.  H.  (Liverpool 

Royal  Infirm.,  England)  and  A.  H.  Cruickshank.  Brit  J  Surg 
56(l):72-76,  1969. 

4612  PRESSURE  RUPTURE  OF  THE  MID-THORACIC 
OESOPHAGUS.   (E.)    Bates,  M.  (North  Middlesex 

Hosp.,  London,  England).   Brit  J  Surg  56(5):327-331,  1969. 

4613  RUPTURE  OF  THE  CERVICAL  TRACHEA 
AND  ESOPHAGUS.    [CASE  REPORT]    (E.) 

Gill,  A.  J.  (Johns  Hopkins  Hosp.,  Baltimore,  Md.).  Arch 
Otolaryng  (Chicago)  90(l):95-97,  1969. 

4614  A  CASE  OF  ESOPHAGEAL  LEIOMYOSARCOMA. 

(Jap.)  Hattri,  T.,  K.  Mori,  T.  Okada,  T.  Osada,  T. 
Asano,  A.  Takeichi,  T.  Kito  and  H.  Kubota.  Jap  J  Cancer  Clin 
13(11):1061-1063,  1967. 
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4615  CYTOLOGICAL  DIAGNOSIS  OF  ESOPHAGUS 

CANCER.    (Jap.)   Nakamura,  Y.,  T.  Kakegawa, 
O.  Kubo  and  T.  Ro.   Jap  J  Cancer  Qin  13(10):  746-752,  1967. 


(Beaujon  Hosp.,  Clichy,  France),  J.  N.  Maillard,  J.  Kunlin,  J.  P. 
Binet  and  M.  Huguier.  Ann  Chir  Thorac  Cardiovasc  8(2):  147- 
150, 1969. 


4616  GRANULAR  CELL  MYOBLASTOMA  OF  THE 

OESOPHAGUS-A  REPORT  OF  2  CASES.    (E.) 
Wypkema,  W.  (Baragwanath  Hosp.,  Johannesburg,  S.  Africa), 
A.  Schaman,  M.  C.  Path  and  D.  Berson.   S  Afr  Med  J  41(36): 
911-912,  1967. 


4617  ON  ESOPHAGOSCOPY  AND  SWORD-SWALLOW- 
ING.  (E.)    Huizinga,  E.  (U.  Groningen,  Nether- 
lands). Ann  Otol  78(1):  32-39,  1969. 

4618  DYSPHAGIA  DUE  TO  RETROESOPHAGEAL 
RIGHT  SUBCLAVLVN  ARTERY.    SURGICAL 

MANAGEMENT  IN  TWO  ADULT  CASES.    (Fr.)    Kunlin,  A. 


4619  CARQNOID  OF  ESOPHAGUS.    [CASE  REPORT] 

(E.)    Brenner,  S.  (Montefiore  Hosp.  Med.  Ctr., 
New  York,  N.  Y.),  H.  Heimlich  and  M.  Widman.   New  York  J 
Med  69(10):  1337-1339,  1969. 

4620  MULTIPLE  CANCERS  IN  OTORHINOLARYN- 
GOLOGY.    (Fr.)   Greiner,  G.  F.  (Hop.  Civil, 

Strasbourg,  France),  G.  Klotz,  C.  Conraux,  E.  Dillenschneider 
and  B.  Maitre.   J  Franc  Otorhinolaryng  18(6): 393-395,  1969. 

4621  CONSIDERATIONS  ON  THE  CLINICAL 
ASPECTS  AND  THERAPEUTIC  INDICATIONS 

IN  THORACIC  ESOPHAGEAL  DIVERTICULA.    (It.) 
PuriceUi,  C.  (Gen.  Surg.  Clin.,  U.  Milan,  Italy),  N.  Bordone  and 
C.  Crosta.   Arch  Ital  Chir  94(3):  328-354,  1968. 


See  also:    4282,4336,4512,4590,4634,4740,4867 
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4622  GASTRIC  CANCER  IN  MAN  AND  PHYSICAL 
ACTIVITY  AT  WORK.    (E.)    Stukonis,  M.  (U. 

Coll.  Hosp.  Med.  Sch.,  London,  England)  and  R.  Doll.   Int  J 
Cancer  4(2):248-254,  1969. 

The  mortality  from  gastric  cancer  in  men  aged  20  to  64  yi  in 
England  and  Wales  between  1949-53  was  related  to  the  physical 
activity  of  the  occupation  in  which  the  men  were  last  employed. 
Occupation  mortality  data  were  taken  from  the  Registrar  Gen- 
eral (1958),  and  occupations  were  classified  "light",  "inter- 
mediate", or  "heavy"  according  to  the  amount  of  physical  ac- 
tivity (required  to  perform  them).   The  Registrar  General  pro- 
vides occupational  mortaUty  data  by  age  for  425  occupations; 
87  had  to  be  excluded  because  occupations  in  two  classes  were 
combined.   The  remaining  338  occupations  were  graded  accord- 
ing to  the  physical  activity  involved.   The  results,  relating  to 
14,353  deaths  from  gastric  cancer,  are  summarized.   Other 
diseases  (cancer  at  other  sites,  gastric  ulcer,  gastritis,  enteritis, 
and  diarrhea)  provided  little  evidence  of  a  relationship  between 
physical  activity  and  the  disease.    The  relationship  between 
mortality  from  gastric  cancer  and  physical  activity  may  be  ex- 
plained in  part  by  the  hypothesis  that  men  doing  heavy  work 
eat  more  and  are  therefore  exposed  to  more  carcinogens  in  their 
food. 

4623  CHOLELITHIASIS  AND  CHRONIC  GASTRITIS. 

(Ger.)   Wolff,  G.  (Cancer  Res.  Inst.,  German  Acad. 
ScL,  Berlin,  Germany)  and  H.  J.  Giitz.   Z  Gastroent  6(2):  121- 
123,  1968. 

Morbidity  from  chronic  gastritis  and  cholelithiasis  was  studied 
by  stomach  biopsy  and  X-ray  of  the  biliary  tract  in  190  pa- 
tients; (78  men  and  112  women)  with  upper  abdominal  com- 
plaints.   Gallstones  were  present  in  only  69.    Normal  mucosa 
was  found  in  28%  of  those  with  gallstones,  superficial  gastritis 
in  32%  and  chronic  gastritis  in  46%.    The  increase  in  incidence 
of  gallstones  in  conjunction  with  the  intensity  of  gastritis  was 
statistically  significant.    Laparoscopy  and/or  liver  biopsies  were 
obtained  from  26  patients,  19  of  whom  showed  no  hver  mal- 
function or  gallstones.    Seven  patients  had  chronic  hepatitis 
or  hver  cirrhosis  in  addition  to  cholelithiasis.    Chronic  gastritis 
and  choleUthiasis  may  have  a  common  etiology  even  in  the 
absence  of  abdominal  complaints. 

4624  POPULATION  STUDIES  IN  PATIENTS  WITH 
GASTRIC  CANCER.    (E.)   Oszacki,  J.  (2nd 

Surg.  Clin.,  Med.  Acad.,  Krakow,  Poland),  H.  Nosek  and  M. 
Lenczyk.  Acta  Med  Pol  9(4):427-429,  1968. 

Between  1952  and  1966  2939  patients  with  gastric  cancer 
were  seen.   Of  these,  1561  patients  (53.1%)  were  operated  upon 
and  histologically  confirmed,  24.6%  were  not  operable,  and 
22.3%  refused  surgery.   In  the  operated  group  68.8%  were 
male  and  31.2%  female.   The  mean  age  was  53.9  yr  (54.1  for 
women  and  53.7  for  men).    The  types  of  resections  performed 
were:    total  in  78  (11.3%),  upper  in  92  (13.4%)  and  subtotal 
in  517  (75.3%).    Although  total  resections  were  more  frequently 
performed,  an  earUer  analysis  of  5-yr  results  led  to  the  con- 
clusion that  total  resection  does  not  benefit  the  patient;  there- 
fore, total  resection  is  currently  performed  only  in  special  situa- 
tions.   In  the  687  resected  cases  65.9%  had  metastases  in  the 


lymph  nodes.   The  age  curves  of  those  with  and  without 
metastases  were  similar  in  shape:    peaks  were  between  the 
50th  and  60th  yr.   The  blood  types  of  the  stomach  cancer 
patients  were  compared  with  those  of  the  general  population 
of  Krakow.   The  gastric  cancer  patients  had  a  higher  percentage 
of  blood  type  A  and  a  lower  percentage  of  type  O.    The  sea- 
son of  the  year  in  which  944  patients  with  stomach  cancer  were 
bom  was  compared  with  that  of  698  ulcer  patients.    In  the 
stomach  cancer  group  most  patients  (30.6%)  were  bom  in  the 
first  quarter  of  the  year;  whereas,  most  of  the  ulcer  patients 
(26.0%)  were  bom  in  the  fourth  quarter. 

4625  UPPER  GASTROINTESTINAL  HEMORRHAGE 
FOLLOWING  EXCESSIVE  INGESTION  OF  AL- 
COHOLIC BEVERAGES.    (Sp.)    Lucchini,  A.  (Sch.  Med.  U. 
Chile,  Valparaiso),  H.  Aste  and  L.  A.  Medina.   Rev  Med  Chile 
96(9):582-586,  1968. 

Radiological  and  other  studies  were  performed  on  87  chronic 
alcohoUcs  (defined  as  those  taking  at  least  1  liter  of  wine  or 
its  equivalent  in  alcohol  daily)  who  had  gastric  bleeding.   Gas- 
tric biopsies  were  obtained  in  58  patients.    Most  diagnostic 
procedures  were  performed  before  the  10th  day  of  bleeding. 
Hemorrhagic  gastritis  was  found  in  37  patients  (35  men  and 
2  women).    All  50  patients  without  hemorrhagic  gastritis  were 
men.    Of  the  37  patients  32  had  hematemesis  and  melena  and 
5  melena  only.   Of  the  50  without  hemorrhagic  gastritis,  a 
possible  source  of  the  bleeding  was  found  in  21  and  no  bleed- 
ing 29.   Two  patients  died  from  hemonhage.    There  was  a 
poor  correlation  between  the  endoscopic  and  the  histologic 
findings.    Prompt  radiological  and  gastroscopic  studies  are 
essential  in  the  diagnosis  and  treatment  of  hemorrhage. 

4626  ROENTGENOLOGICAL  PICTURE  OF  THE 
GASTROINTESTINAL  TRACT  FOLLOWING 

REPEATED  RECONSTRUCTIVE  OPERATIONS  ON  THE 
STOMACH.   (Rus.)    Sivash,  E.  S.  (S.  P.  Botkin  Clin.  Hosp., 
Moscow,  USSR).    Vestn  Rentgen  Radiol  43(1):  13-20,  1968. 

A  radiological  study  was  carried  out  in  90  patients  who  had 
undergone  repeated  reconstructive  surgery  on  the  stomach. 
Of  these  65  had  had  gastrojejunoduodenoplasty  (Petmshinskii, 
35;  Zakharov-Henley,  30);  19  had  reconstructive  gastroenteros- 
tomies (Billroth  I,  9;  Hofmeister's  operation,  10);  6  had  under- 
gone other  reconstructive  surgery.   X-ray  showed  3  different 
pictures  after  the  Petmshinskii  procedure  of  gastrojejunoduo- 
denoplasty:   1)  with  complete  stenosis  evacuation  proceeded 
rhythmically  through  the  intestinal  segment  and  the  duodenum 
(rare);  2)  with  recanalization  of  the  lumen  of  the  distal  loop, 
the  contrast  media  in  the  intestinal  segment  moved  through 
the  duodenum  and  then  directly  into  the  small  intestine;  3) 
occasionally  there  was  a  double  recanalization  of  the  lumen 
of  the  proximal  and  distal  loops.    After  reconstructive  gastro- 
jejunoduodenoplasty using  the  Zakharov-Henley  procedure 
physiological  flow  of  the  contrast  medium  was  reestabhshed 
and  to  a  certain  degree  a  reservoir  function  was  established. 
The  evacuation-motor  activity  of  the  gastrointestinal  tract  was 
almost  normal.    After  the  Billroth  I  operation  and  after  the 
Hofmeister's  operation  X-ray  findings  were  similar  to  those 
following  primary  stomach  siugery. 
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♦627  5-FLUORURACIL  THERAPY  OF  CANCER 

OF  THE  STOMACH.   (E.)    Blokhina,  N.  G.  (USSR 
Acad.  Med.  Sci.,  Moscow).  Acta  Med  Pol  9(4):407-415,  1968. 

Advanced  gastric  cancer  in  250  patients  was  treated  with  5- 
fluorouracil.   The  compound  was  given  on  alternate  days  to 
lessen  the  known  cumulative  toxic  effects.    Each  dose  was 
calculated  in  terms  of  15  mg  per  kg  body  weight;  however, 
losages  of  0.75-1.50  mg/kg  were  used.    The  total  dose  for  a 
course  of  treatment  ranged  from  3  to  7  mg.    Since  the  response 
and  adverse  effects  vary,  the  dosage  must  be  individualized. 
Side  effects  were:    diarrhea  in  44.4%;  stomatitis  in  19.6%; 
leukopenia  (below  3000/Uter  mm3)  in  12.5%.    The  patients 
treated  were  in  the  fourth  stage  of  confirmed  cancer,  or  with 
recurrences.    Many  had  surgery  for  cure  or  palliation;  some  with 
distant  metastases  were  inoperable.   Treatment  with  5-fiuoro- 
iiracil  was  more  effective  in  primary  tumors  than  in  the  metas- 
tases.   (The  sites  of  the  metastases  also  were  variably  sensitive: 
liver  was  more  sensitive  than  lymph  nodes.)    Some  positive  ob- 
jective effect  s  (regression  of  a  cancer  in  the  stump  of  the  stom- 
ich)  are  illustrated  with  radiographs.    Good  results  were  ob- 
tained in  50%  of  the  cases. 

1628  END  RESULTS  OF  TREATMENT  OF  GASTRIC 
CANCER  PATIENTS  IN  THE  PROF.  N.  N. 

PETROV  RESEARCH  INSTITUTE.  (E.)  Litvinova,  E.  V. 
;inst.  Oncol.,  Minist.  Publ.  Hlth.,  Leningrad,  Russia).  Acta 
\ted  Pol  9(4):439-442,  1968. 

aastric  cancer  ranks  third  after  cervix  uteri  and  breast  cancer 
imong  the  29,891  cases  of  cancer  at  all  sites  observed  during 
W  yr  at  the  Petrov  Research  Institute.   Gastric  cancer  accounted 
for  5161  cases  (17.3%  of  the  total).    Only  41.5%  of  the  cases 
were  operable.   The  overall  operative  mortality  during  the  last 
5-yr  period  was  7.3%  and  3.4%  after  subtotal  resection.    Almost 
dl  of  the  surgically  treated  patients  were  available  for  follow- 
up;  32.7%  survived  5  yr  or  more.   The  5-yr  survival  rate  for 
patients  without  regional  lymph  node  metastases  and  treated 
by  surgery  was  44.8%.    Whereas,  the  survival  rate  of  patients 
ivith  lymph  node  metastases  was  20%. 

1629  GASTRIC  ARTERIOSCLEROSIS  IN  ELDERLY 
PEOPLE.    (E.j    Larsen,  E.  (Bispebjerg  Hosp., 

Copenh^en,  Denmark),  A.  Johansen  and  D.  Andersen.    Scand 
JGastroent  4(4):387-389,  1969. 

rhe  occurrence  and  degree  of  arteriosclerosis  in  the  gastric 
irteries  in  elderly  patients  with  generalized  arteriosclerosis  was 
waluated  in  103  autopsies  of  patients  over  the  age  of  60.    Sig- 
nificant arteriosclerosis  in  the  gastric  vessels  was  present  in  9, 
compared  with  arteriosclerosis  in  the  coronary  arteries  in  89. 
Gastric  arteriosclerosis  is  rare  even  in  patients  over  60  with  a 
high  rate  of  arteriosclerosis  in  extragastric  vessels.    Gastric 
irterio sclerosis  for  the  course  of  gastroduodenal  hemorrhage 
in  old  age  is  questioned. 

4630  A  GASTRECTOMY  IN  A  PATIENT  WITH 

MODERATE  HYPOPROCONVERTINEMIA. 

(Fr.)   Gaveau,  T.  (Paris,  France),  M.  Samama  and  G.  Duvernay. 
Anesth  Amlg  (Paris)  25(5):475-478,  1968. 

A  case  report  is  presented  of  an  ulcer  patient  (male,  35  yr  old) 
with  no  history  of  hemorrhage  or  hepatic  alterations.    Examina- 
tions preceding  the  gastrectomy  revealed  an  abnormal  Quick 


test  result  due  to  a  Factor  VII  deficiency  (30%  of  the 
normal).   The  operation  was  performed,  under  protection  of 
PPSB  (seven  10  ml  ampules)  of  a  synthetic  blood  substitute). 
Hemorrhage  was  compensated  by  900  ml  of  blood  during  and 
after  the  operation.   Two  days  after  the  operation,  the  patient 
received  30  ml  of  plasma  at  8  and  20  hr,  and  30  ml  of  PPSB 
at  14  hr.    After  5  days  the  proconvertinemia  was  at  35%,  re- 
sulting in  a  partial  biological  correction. 

4631  RADIOLOGICAL  PICTURE  OF  THE  STOMACH 
AFTER  GASTRODUODENOSTOMY  AND 

SIMULTANEOUS  VAGOTOMY.    (Rus.)    Zhegin,  V.  A. 
(Yaroslavl  Med.  Inst.,  USSR).    Vestn  Rentgen  Radiol  43(1): 
21-25,  1968. 

Radiological  examinations  were  made  before  and  at  various 
intervals  after  gastroduodenostomy  and  vagotomy  on  46  pa- 
tients (37  with  duodenal  ulcers  and  9  with  decompensated 
ulcerative  stenosis  of  the  pyloroduodenal  region).    In  11  cases 
gastroduodenostomy  was  combined  with  subdiaphragmatic 
vagotomy  of  the  gastric  branches  of  the  vagus  nerve,  in  9  cases 
with  Burge's  vagotomy,  in  6  cases  with  complete  unilateral  and 
in  20  cases  with  complete  bilateral  vagotomy.    In  the  first  few 
weeks  after  surgery  all  patients  had  gastric  enlargement;  reduced 
gastric  tonus  and  peristalsis;  delayed  emptying;  and  an  increase 
in  gastric  fluid  and  mucus.   The  duodenum  and  proximal  jeju- 
num were  enlarged,  hypotonic,  and  the  mucosal  relief  was  ab- 
normal.   The  movement  of  barium  suspensions  through  the 
smaU  intestine  was  slowed  down.    These  changes  are  attributed 
to  vagotomy.   Gastric  size  and  motiUty  were  almost  normal  3-6 
months  after  surgery,  but  the  mucosal  relief  remained  abnor- 
mal.  The  duodenal  bulb  was  not  seen  and  the  antrum  was 
shortened  and  displaced  down  and  to  the  right.    Three  patients 
had  an  "hourglass"  stom.ach;  their  gastric  secretion  was  the 
same  as  before  surgery  and  insulin  tests  were  positive.    However, 
the  persistence  and  gradual  accentuation  of  this  deformation 
suggests  that  it  is  caused  by  scarring  and  not  by  incomplete 
vagotomy  in  which  branches  innervating  the  antnim  remained 
intact.    Follow-ups  of  45  patients,  1-2  yr  after  surgery,  showed 
that  gastric  motility  had  returned  to  normal.    After  4  yr  only 
1  patient  had  delayed  gastric  emptying  caused  by  progressive 
cicatricial  stenosis  of  the  pyloroduodenal  region.    Only  2  of  44 
patients  developed  recurrent  ulcers  6  months  and  1  yr,  resp., 
after  smgery. 

4632  STUDY  OF  THE  DISTRIBUTION  OF  GASTRIC 
ARTERIES.    PART  II:    SURGICAL  INCIDENCE. 

(Fr.j    Levasseur,  J.  C.  (Res.  Ctr.  Abdominal  Digestive  Surg., 
Paris,  France)  and  C.  Couinaud.   J  Chir  (Paris)  95(2):  161-176, 
1968. 

A  study  of  30  plastic  injections  and  25  cadaveric  arteriographies 
confirmed  the  existence  of  specific  zones  branching  from  the 
main  gastric  arteries.   The  functional  importance  of  these  ves- 
sels varies  and  is  not  proportional  to  their  diameter:    the  coro- 
nary artery  of  the  stomach  is  the  most  effective,  with  a  smaller 
diameter  than  the  splenic  artery.   The  large  stomach  coronary 
area  is  well  anastomosed  with  the  splenic  area,  mainly  by  its 
tuberous  anterior  cardioesophageal  branch.    The  right  gastro- 
epiploic area  is  always  well  anastomosed  with  the  stomach 
coronary  area  by  its  transverse  corporeal  branches.    The  splenic 
area  and  the  gastro-epiploic  area  are  poorly  anastomosed  to 
each  other.    The  anastomotic  extra-gastric  arcades  of  the 
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curvatures  are  important;  mainly  the  large  curvature  arcade, 
found  in  65%  of  the  cases,  with  a  marked  diameter  in  37% 
of  the  cases.  A  study  of  the  stomach  coronary  implantation 
point  in  the  lesser  curvature,  and  the  point  of  origin  of  the 
anterior  tuberous  cardia  and  short  vessels,  may  decrease  the 
risk  of  ischemia  in  a  subtotal  gastrectomy. 

4633  CHRONIC  LYMPHATIC  LEUKEMIA  OF  THE 
STOMACH:    ITS  SURGICAL  TREATMENT. 

(Fr.)    Goudemand,  M.  (Calmette  Hosp.,  Lille,  France),  R.  P. 
Buffin,  M.  Leduc,  G.  Toison  and  Y.  Dehnas-Marsalet.   Lille 
Med  14(l):49-53,  1969. 

4634  GASTROESOPHAGEAL  PAIN  AND  MODERN 
THERAPY.    (Fr.)    Monges,  H.  (North.  Hosp., 

Marseille,  France)  and  A.  Hancy.   Sem  Ther  43(10):605-607, 
1967. 

4635  STOMACH  CANCER:    A  STATISTICAL  REVIEW 
OF  186  CASES.   (Gr.)    Kyparissiades,  P. 

Agios  Sawas  Hosp.,  Greek  Anticancer  Inst.,  Athens)  and  D. 
Kelekis.    Galenus  9(10):648-657,  1967. 

4636  CICATRIQAL  PYLORIC  STENOSIS  AFTER 
CHEMICAL  BURNS  IN  A  22-MONTH-OLD 

CHILD.   (Rus.)    Baidalinov,  V.  P.  (1st  Semashko  Munic.  Hosp., 
Tula,  USSR)  and  V.  N.  Noritsyn.    Vestn  Khir  Grekov  99(8): 
107-108,  1967. 

4637  MYCOSIS  OF  THE  STOMACH.    (E.)    Ahnlund, 
H.  O.  (Cent.  Hosp.,  Norrkoping,  Sweden),  B. 

Pallin  and  J.  Schonebeck.  Acta  Chir  Scand  133(7): 555-562, 
1967. 


4643  SURVIVAL  OF  INOPERABLE  PATIENTS 
WITH  STOMACH  CANCER.    (Rus.) 

Cherniavskii,  A.  A.  (S.  M.  Kirov  Med.  Inst.,  Gorki,  USSR)  and 
P.  A.  Sveshnikov.    Vop  Onkol  14(10):93-96,  1968. 

4644  INCREASED  PROTEIN  CONTENT  IN  THE 
GASTRIC  JUICE  OF  PATIENTS  WITH  STOMACH 

CANCER.   (Rus.)   GeUer,  L.  I.  (Khabarovsk  Med.  Inst.,  USSR). 
Vop  Onkol  14(10):  103-104,  1968. 

4645  THE  EFFECT  OF  SURGERY  ON  THE 
METABOLISM  OF  CREATININE  AND  CREATINE 

IN  PATIENTS  WITH  STOMACH  CANCER.    (Pol.)    Marczynska, 
A.  (Inst.  Oncol.,  Krakow,  Poland),  B.  Adamczyk,  J.  Kulpa, 
A.  Wysocki  and  J.  Oszacki.  Pol  Przegl  Chv  40(11):1315-1322, 
1968. 

4646  THE  EFFECT  OF  PARTIAL  GASTRECTOMY 
FOR  PEPTIC  ULCER  ON  THE  FREE  HYDRO- 
CHLORIC ACID  SECRETION.   (Pol.)    Szklanny,  J.  (2nd  Surg. 
Clin.,  Acad.  Med.,  Lodz,  Poland).  Pol  Przegl  Chir  40(11): 
1370-1374,  1968. 

4647  CONSEQUENCES  OF  GASTRIC  SURGERY  FOR 
THE  GENERAL  PRACTITIONER.    (Fr) 

De  Muylder,  C.  (St.  Pierre  U.  Clin.,  Louvain,  France).   Louvain 
Med  87(10):711-715,  1968. 

4648  THE  EFFECT  OF  METOCLOPRAMIDE  ON 
THE  MOTOR  ACTIVITY  OF  THE  GASTRIC 

ANTRUM.    (Fr.)    Boccardo,  J.  J.  (Fac.  Med.,  U.  Montevkieo, 
Umguay)  and  J.  Ferras.   Sem  Ther  44(5): 3 17-320,  1968. 


4638  A  CASE  REPORT  OF  CONGENITAL  PARTIAL 
SITUS  INVERSUS  OF  UPPER  GASTRO- 
INTESTINAL TRACT.    (E.)    Cho,  J.  T.  (Capital  Army  Hosp., 
Korea),  C.  U.  Kim,  Y.  H.  Shin,  C.  W.  Ha  and  K.  H.  Yang. 
Korean  J Int  Med  ll(10):655-658,  1968. 

4639  TREATMENT  OF  LOWER-SEGMENT  GASTRIC 
ECTASIA  WITH  A  DOUBLE  FOLD  OF  THE 

ANTERIOR  WALL  OF  THE  LESSER  TUBEROSITY  AND 
THE  BODY  OF  THE  STOMACH.  (Por.)  Mammana,  C.  Z. 
(Fac.  Med.  Sci.,  Santa  Casa,  Sao  Paulo,  Brazil).  Folha  Med 
57(5):719-729,  1968. 

4640  A  NEW  OPERATION  FOR  CORRECTING 
CONGENITAL  HYPERTROPHIC  PYLORIC 

STENOSIS.    (Rus.)   Toidze,  N.  T.  (Cent.  Hosp.,  Makharadzevskii 
Region,  Georgian  SSR).  Eksp  Khir  Anest  13(3):  37-39,  1968. 

4641  IN  VIVO  STUDY  OF  THE  LYMPH  IN  THE 
THORACIC  DUCT  IN  PATIENTS  WITH  GAS- 
TRIC CANCER.   (Rus.)   Tatkalo,  I.  V.  (Erevan  Inst.  Postgrad, 
Med.,  USSR),  G.  A.  Arzumanian  and  K.  G.  Khandzhian. 
Eksp  Khir  Anest  13(4):  28-32,  1968. 

4642  EVALUATION  OF  THE  RADICALITY  OF 
SURGERY  IN  STOMACH  CANCER.    (Rus.) 

Sagaidak,  V.  N.  (Inst.  Exp.  CUn.  Oncol.,  Acad.  Med.  ScL  USSR, 
Moscow).    Vop  Onkol  14(10):88-92,  1968. 


4649  A  SIMPLE  AND  PROMISING  TECHNIQUE  OF 
CLOSING  THE  DUODENAL  STUMP  IN  GAS- 
TRIC RESECTIONS  PERFORMED  ACCORDING  TO 
BILLROTH  II.   (Rus.)    Telkov,  N.  A.  (Med.  Inst.,  Semipalatinsk 
USSR)  and  P.  I.  Kakenova.   Klin  Khir  (Kiev)  (12):26-28,  1968. 

4650  BILLROTH  I  GASTRECTOMY  WITH  GAS- 
TRODUODENOSTOMY.    (Rus.)    Bas,  V.  M. 

(Region.  Hosp.,  Rovensk,  USSR).   Klin  Khir  (Kiev)  (12):  34- 
39,  1968. 

4651  GRANULOMATOUS  GASTRITIS  UNDER- 
GOING RAPID  CHANGE  IN  A  BANTU.    (Fr.) 

Parmentier,  R.  (Pathol.  Anat.  Lab.,  Free  U.  Brussels,  Belgium), 
S.  Roc,  F.  Humeau  and  P.  Demeester.  Acta  Gastroent  Belg 
32(4-5):  353-364,  1969. 

4652  STOMACH  CARCINOMAS  WITH  SQUAMOUS 
COMPONENT.   (E.)    Yamagiwa,  H.  (Mie  Prefect- 

ural  U.  Sch.  Med.,  Tsu,  Japan),  H.  Shisa,  H.  Hayashi,  N. 
Terada,  N.  Onishi  and  C.  Onishi.  Mie  Med  J  18(2): 89-97, 
1969. 

4653  A  CASE  OF  DUPLICATION  OF  THE  STOMACH. 

(It.)  Bardini,  T.  (Pediat.  Clin.,  U.  Turin,  Italy), 
T.  Gajno  and  S.  Cocuzza.  Minerva  Pediat  21(28):  1294-1298, 
1969. 
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4654 


LEIOMYOSARCOMA  OF  THE  STOMACH. 

Taylor,  P.  H.  (Luton  and  Dunstable  Hosp., 
England).    Brit  J  Surg  56(3):  187-192,  1969. 


(E.) 


4655  THE  AFFERENT  LOOP  SYNDROME.    (Pol.) 
Soltysiak,  A.  (Acad.  Med.,  Lodz,  Poland).    Wiad 

Lek  20(18):  1729-1731,  1967. 

4656  HYPOCHLORHYDRIA,  ACHLORHYDRIA  AND 
ACHYLIA  IN  CLINICAL  MEDICINE.    (Sp.) 

Ginesta,  J.  R.  (Dept.  "Med.,  Buenos  Aires,  Argentina).   Prensa 
Med  Argent  56(3):135-141,  1969. 

4657  EPIDEMIOLOGICAL  STUDIES  OF  STOMACH 
CANCER.   (Jap.)    Shichijo,  K.,  A.  Nakamura,  Y. 

Tsukada,  T.  Higuchi,  Y.  lijima,  J.  Kobayashi  and  H.  SutS. 
Jap  J  Cancer  airt  13(11):1040-1052,  1967. 

4658  CLINICAL-PATHOLOGICAL  STUDY  OF 
POLYPOID  LESIONS  OF  THE  STOMACH 

WITH  SPECIAL  REFERENCE  TO  ATYPICAL  EPITHEUAL 
LESIONS.    (Jap.)    Takagi,  K.,  K.  Kumakura,  H.  Sugano  and 
K.  Nakamura.   Jap  J  Cancer  Clin  13(10):809-817,  1967. 

4659  CLINICAL  AND  HISTOLOGICAL  STUDIES 
ON  THE  PROGNOSIS  OF  GASTRIC  CANCER 

IN  OSAKA  KOSEINENKIN  HOSPITAL.    (Jap.)    Murakami, 
E.,  T.  Nagatomo,  K.  Hori,  N.  Asano,  T.  Shirai,  T.  Kurose, 
S.  Bito,  S.  Sakaki,  J.  Yoshioka,  S.  Mizuno  and  H.  Taketani. 
Jap  J  Cancer  Clin  13(12):1094-1103,  1967. 


GROWTH  TYPE.    (Jap.)    Inokuchi,  K.,  M.  Furusawa,  K. 
Soejima,  Y.  Sannoe,  K.  Abe,  T.  Ikeda,  Y.  Tanaka,  S.  Kawasaki, 
R.  Okamoto  and  T.  Saito.   Jap  J  Cancer  Clin  13(11):  1017-1024, 
1967. 

4664  A  CASE  OF  SQUAMOUS  CELL  CARCINOMA 
OF  THE  STOMACH.    (Jap.)    Seta,  K.,  T. 

Kawamura,  N.  Endo,  K.  Katakura,  Y.  Ueda,  S.  Katsura  and  Y. 
Terui.   Jap  J  Cancer  Qin  l3(10):937-940,  1967. 

4665  SURGICAL  EXPERIENCE  OF  THREE  CASES 
WITH  PERFORATED  CANCER  OF  THE 

STOMACH  AND  STATISTICAL  OBSERVATION  WITH  THESE 
CASES  IN  JAPAN.    (Jap.)    Sawano,  N.,  M.  Takahashi,  Y. 
Miyazaki,  Y.  Mitomo,  N.  Endo,  S.  Kusaka,  K.  Saito,  O.  Kaneta 
and  S.  Fukuta.   Jap  J  Cancer  Qin  13(10):947-954,  1967. 

4666  TWO  CASES  OF  PRIMARY  DOUBLE  TUMORS 
OF  STOMACH  INVOLVING  THE  LUNG  AND 

UTERUS.  (Jap.)  Urushizaki,  I.,  T.  Sasaki,  M.  Fukuda,  J. 
Ibayashi,  T.  Nakasato  and  K.  Muroya.  Jap  J  Cancer  Clin 
13(10):959-964,  1967. 

4667  THE  COMBINED  GASTRECTOMIES.    (Rus.) 
Telkov,  N.  A.  (Semipalatinsk  Med.  Inst.,  USSR). 

Vestn  Khir  Grekov  99(9):58-60,  1967. 

4668  A  CASE  OF  MULTIPLE  PRIMARY  CARCINOMA: 
ADENOCARCINOMA  IN  THE  STOMACH  AND 

SQUAMOUS  CELL  CARCINOMA  IN  THE  UTERUS.    (Jap.) 
Hayakawa,  S.,  K.  Funaki,  T.  Yamashita,  K.  Sato  and  K.  Kudo. 
Jap  J  Cancer  Qin  13(9):710-713,  1967. 


4660  COEXISTENCE  OF  CHORIONEPITHELIOMA 
AND  ADENOCARCINOMA  IN  THE  STOMACH 

OF  A  MALE  ADULT.   (Jap.)    Tanaka,  S.,  Y.  Sato,  K.  Sakoda 
and  Y.  Arima.   Jap  J  Cancer  Clin  13(10):921-927,  1967. 

4661  URETERAL  METASTASIS  TO  GASTRIC 
CARCINOMA.    (Jap.)    Kato,  R.,  K.  Hachisuka, 

M.  Tomiyasu,  K.  Ishikawa,  M.  Murase  and  K.  Tamoto.    Jap  J 
Cancer  Clin  13(12):  11 36-1 138,  1967. 

4662  A  CASE  OF  DOUBLE  MALIGNANCIES  OF  THE 
STOMACH:    COEXISTENCE  OF  HUGE  LEIO- 
MYOSARCOMA AND  ADJACENT  EARLY  STAGE  OF 
ADENOCARCINOMA.    (Jap.)    Futonaka,  H.,  H.  Toyoshima, 
Y.  Omi,  M.  Inoue,  Y.  Takahashi,  N.  Tanaka,  S.  Tsunakawa 
and  H.  Suzuki.   Jap  J  Cancer  Qin  13(1 2):  1127-1 132,  1967. 

4663  CLINICAL-PATHOLOGICAL  ANALYSIS  OF 
EARLY  CARCINOMA  OF  THE  STOMACH: 

SUPERFICIAL  SPREADING  TYPE  AND  PENETRATING 


4669  THE  PROGNOSIS  OF  STOMACH  CANCER 

AFTER  RADICAL  SURGERY  AT  THE  CANCER 
INSTITUTE  HOSPITAL  EVALUATED  ACCORDING  TO  THE 
STANDARDS  OF  THE  JAPANESE  RESEARCH  SOCIETY 
FOR  GASTRIC  CANCER.    (Jap.)    Nishi,  M.,  M.  Nakamura, 
Y.  Hishida,  T.  Yamanobe,  K.  Gotoda,  M.  Iwabuchi,  T.  Akiyama 
and  I.  Kinoshita.   Jap  J  Cancer  Clin  13(7):491-501,  1967. 


4670 


1967. 


4671 


GASTRIC  CARCINOMA  IN  YOUTH.    (Jap.) 
Uegaki,  K.   Jap  J  Cancer  Clin  13(6): 424-427, 


A  CASE  OF  MULTIPLE  VOLVULUS  OF  THE 
MAJOR  OMENTUM.    (Pol.)    Fijuth,  B.  (2nd 

Cent.  Hosp.  Clin.,  Warsaw  Acad.  Med.,  Poland)  and  E.  Stanowski. 

Wiad  Lek  20(18):1737-1739,  1967. 

4672  GASTRITIS  HAEMORRHAGICA.    (E.)    Fock,  G. 

(U.  Cent.  Hosp.,  Helsinki,  Finland).   Ann  Chir 
Gynaec  Fenn  56(2): 202-205,  1967. 


See  also:    4274,4305,4330,4356,4358,4367,4370,4371,4383,4492,4543,4550,4553,4571,4576,4584,4585,4590,4593, 
4606,4725,4726,4842,4843,4859 
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4673  CONSTRICTION  OF  THE  GASTROJEJUNOS- 
TOMY AND  SUBMESOCOLIC  DUODENAL 

TRANSPOSniON  OF  THE  EFFERENT  LOOP  IN  THE  DUMP- 
ING SYNDROME.    (It.)    Grassi,  G.  (Ospedali  Riuniti,  Rome, 
Italy)  and  E.  Fivoli.   Chir  Gastroent  2(2):225-229,  1968. 

Two  variations  in  the  technique  of  Henley-Soupault-BucaiUe 
for  the  surgical  treatment  of  the  dumping  syndrome  are  pre- 
sented.   The  steps  are:    incision  of  the  mesocolon,  and,  thru 
it,  isolation  and  return  of  the  higher  portion  of  the  submeso- 
colic  duodenum.    Incision  of  a  section  of  the  efferent  jejunal 
side,  from  the  stomach  to  the  efferent  loop.   Just  below  it, 
resection  of  the  funnel-like  tract  of  the  efferent  side  of  the 
stoma;  its  anastomosis  with  the  distal  part  of  the  efferent  loop. 
Suture  of  the  wound  of  the  gastrojejunal  section  and  its  de- 
pression to  obtain  a  longitudinal  constriction  of  the  initial  part 
of  the  jejunum  for  a  length  of  2-3  cm.   A  vagotomy  was  asso- 
ciated; the  mobiUzed  mesocolon  was  reconstituted.   This  var- 
iant technique  is  possible  only  if  the  previous  gastrojejunal 
anastomosis  was  transmesocolic,  so  vascular  lesions  can  be 
avoided. 

4674  EXPERIMENTAL  STUDY  AND  CLINICAL  AP- 
PLICATIONS OF  INTESTINAL  ANSAE  INVER- 
SION.  (Fr.)    Weiss,  A.  G.  (C.  H.  U.,  Strasbourg,  France),  J.  F. 
Grenier,  G.  Sava  and  R.  Grevoisier.   Bull  Acad  Nat  Med 
152(ll/12):198-207,  1968. 

Three  series  of  experiments  were  performed  in  dogs.   In  the 
first  series  the  proximal  or  the  distal  part  of  the  small  intestine 
(66-80%)  was  resected.    Results  indicated  a  weight  loss  of  10- 
15%  with  recovery  after  3  months  for  the  distal  resection, 
and  15-20%  without  recovery  after  proximal  resection.   The 
proximal  resection  inhibited  the  absorption  of  neutral  fats  and 
of  fatty  acids  by  45%;  the  distal  resection  inhibited  only  the 
absorption  of  neutral  fats  by  45%.    An  acceleration  of  the  in- 
testinal transit  was  produced.    In  the  second  series  the  inver- 
sion of  an  intestinal  segment  was  associated  with  a  massive  re- 
section.   Results  indicated  a  wide  compensation  of  the  nutri- 
tional deficiency;  imporvement  of  fat  absorption;  and  slower 
intestinal  transit.    In  the  third  series  a  massive  intestinal  resec- 
tion with  ablation  of  the  ileocecal  valve  was  performed: 
50%  of  the  dogs  with  ablated  valve  and  80%  of  the  dogs  with 
a  resectioned  small  intestine  survived  more  than  1  yr.    These 
procedures  were  used  on  3  patients  with  chronic  diarrhea 
associated  with  an  accelerated  intestinal  transit.    In  the  first 
case  an  inversion  of  the  intestinal  segment  of  9.5  cm  was 
associated  with  a  resection  of  50  cm  of  the  ileum;  no  etiology 
was  determined.    In  the  second  patient  an  intestinal  inversion 
of  12.5  cm  was  performed;  the  diarrhea  was  caused  by  a  re- 
section of  the  ileocecal  junction.    In  the  third  case  the  diarrhea 
was  caused  by  an  abnormal  brevity  of  the  small  intestine;  an 
inversion  of  12  cm  was  performed.    Diarrhea  was  corrected 
in  all  cases  and  the  body  weight  increased  or  remained  the  same. 


4675  SMALL  BOWEL  ULCERATION.    AN  EVALUA- 

TION OF  THIAZIDE  THERAPY.    (E.)    Hentzer, 
L.  (Geriatric  Ctr.,  Copenhagen,  Denmark)  and  I.  Persson. 
Geriatrics  23(1):  161-163,  1968. 


The  71  patients  studied  (53  females,  17  males)  ranged  in  age 
from  68-93  yr  (average  82  yr).    They  had  been  under  continu- 
ous treatment  for  noncompensated  arteriosclerotic  heart  disease 
receiving  daily  2  tablets  containing  2.5  mg  bendroflumethiazide 
and  573  mg  potassium  chloride  with  an  enteric-coated  potas- 
sium chloride  core.   The  tablets  had  been  given  for  periods 
ranging  from  2  weeks  to  48  months  (average  16  months). 
After  a  4-day  meatless  diet,  5-6  consecutive  stool  specimens 
were  taken  while  the  diet  was  continued.   The  stools  were  ex- 
amined for  blood  using  Gregersen's  benzidine  method.   All 
patients  were  then  treated  for  6  weeks  with  the  same  dose  of 
the  agent  with  supplements  of  potassium-containing  fruit  (e.g., 
bananas,  orange  juice).    After  a  m.eatless-diet  the  stools  were 
reexamined.   The  patients  were  then  given  the  same  agents 
but  with  a  sustained-release  potassium  chloride  core  instead  of 
the  enteric-coated  potassium  chloride  core.   The  total  observa- 
tion period  was  18  weeks.    Liver  function  tests,  proctoscopic 
examination,  and  rectal  examinations  were  carried  out  on  all 
patients.   AU  females  received  a  gynecological  examination. 
Stomach  and  colon  X-rays  were  taken.   Serum  sodium,  potas- 
sium, and  chloride  determinations  were  made  weekly.    Medica- 
tion not  causing  hemorrhage  to  the  gastrointestinal  tract  (e.g., 
digitaUs  or  mild  laxative)  was  continued  during  the  period.   The 
fact  that  aspirin  can  cause  hemorrhage  of  the  gastrointestinal 
canal  and  diverticula  of  the  colon  was  taken  into  account  and 
results  are  given  for  all  patients  (71)  and  those  without  diverti- 
c'la  and  hemorrhage  (45).   The  number  and  percent  of  pa- 
tients with  one  or  more  positive  benzidine  reactions  were: 
for  thiazide  with  eneteric-coated  core  38  (54%);  for  thiazide 
alone  25  (35%),  and  for  thiazide  with  sustained-release  core 
19  (27%).    For  the  45  patients  without  diverticula  or  hemor- 
rhage the  results  were  19  (42%)  for  the  agent  with  enteric- 
coated  core,  13  (29%)  for  the  agent  alone,  and  11  (24%)  for 
the  agent  with  the  sustained-release  core.   The  distribution  of 
benzidine  reactions  in  each  patient  and  the  benzidine  reactions 
in  all  stools  examined  are  reported  in  tables. 


4676  PITFALLS  IN  THE  SURGICAL  MANAGEMENT 

OF  THE  INCOMPLETE  DUODENAL  DIA- 
PHRAGM.  (E.)    Richardson,  W.  R.  (CoU.  Med.,  U.  Cincinnati, 
Ohio)  and  L.  W.  Martin.   J Pediat  Surg  4(3):303-312,  1969. 

A  review  of  21  patients  with  a  diaphragmatic  type  of  duodenal 
stenosis  showed  that  ages  ranged  from  1  day  to  12  yr;  that  6 
were  operated  upon  in  the  first  week  of  life,  10  in  the  first 
month,  and  13  in  the  first  year.    CUnically,  the  preoperative 
diagnosis  was  duodenal  diaphragm  in  10,  stenosis  in  7,  mahota- 
tion  in  3  and  anastomotic  dysfunction  in  1.   Plain  3-dimensional 
abdominal  roentgenograms  showed  a  "double-bubble"  in  every 
instance,  but  it  was  not  always  considered  diagnostic.    Seven 
of  the  21  were  mongoloid.    Anomalies  included  anomalous 
rotation  of  the  colon  or  duodenum  in  5,  hiatal  hernia  in  2, 
congenital  heart  disease  in  2,  Meckel's  diverticulum,  situs  in- 
versus, and  nonobstructive  annular  pancreas  in  1  each.   Two 
patients  proved  to  have  2  separate  duodenal  diaphragms  and 
the  sibling  of  1  had  died  from  a  similar  double  lesion  8  yr  be- 
fore.  In  14  patients  the  aperture  size  was  specified  and  ranged 
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from  pinpoint  to  more  than  1.0  cm  (average  5-6  mm),  and 
only  roughly  correlated  with  age.   Eleven  of  the  23  lesions 
were  confirmed  as  windsock  configuration  and  indirect  evidence 
suggested  more.   Bypass  procedures  were  used  9  times  but  the 
direct  approach  is  favored. 

4677  A  SUCCESSFULLY  TREATED  CASE  OF  IN- 
TESTINAL OBSTRUCTION  RESULTING  FROM 

MECKEL'S  DIVERTICULUM.    (Jap.)    Morita,  K.  (Nihon  U. 
Sch.  Med.,  Tokyo,  Japan),  I.  Okabe,  H.  Okamura  and  S. 
Sunaga.  Nichidai  Igaku  Z  27(l):71-75,  1968. 

4678  NUTRIENT  SUPPLY  AND  ENZYME  ACTIVITY 
OF  THE  SMALL  INTESTINE  DURING  PNEU- 
MONIA IN  YOUNG  CHILDREN.   (Rus.)    Panchenko,  V.  I. 
(Buiko  Pediat.  Obstet.  Gynec.  Sci.  Res.  Inst.,  Kiev,  USSR). 
Pediatriia  47(ll):55-58,  1968. 

4679  LEIOMYOMA  OF  THE  SMALL  INTESTINE 
CAUSING  ILEUS  AND  MELENA.    (Cz.)    Vlasak, 

V.  (Fac.  Hyg.,  Charles  U.,  Prague,  Czechoslovakia).   Cesk 
Pediat  23(10):546-550,  1968. 

4680  CHRONIC  BLEEDING  FROM  THE  INTESTINAL 
TRACT  CAUSED  BY  DUPLICATION  OF  THE 

ILEUM  IN  A  14-YEAR-OLD  BOY.    (Pol.)    Jarosik  N.  (ChUd. 
CUn.  Surg.,  Acad.  Med.  Lodz,  Poland),  B.  Lamentowska  and 
K.  Blaszyriska-Nawrocka.    Wiad  Lek  21(22):2055-2058,  1968. 

4681  PROFUSE  HEMORRHAGE  DUE  TO  A  TUMOR 
OF  THE  DUODENUM.    (Pol.)    Kompf,  A.  (1st 

Surg.  Clin.,  Acad.  Med.  Poznaii,  Poland),  J.  Aniszczenko  and 
M.  Napierala.  Pol  Przegl  Chir  40(11):1394-1395,  1968. 


4687  INTESTINAL  OCCLUSION  DUE  TO  POST- 

TRAUMATIC INTRAMURAL  HEMATOMA. 

Giugiaro,  A.  (Inst.  Radiol.,  U.  Turin,  Italy)  and  E.  Grassi. 
Minerva  Pediat  19(27):1505-1511,  1967. 


(It.) 


4688  LEIOMYOMA  OF  THE  AMPULLA  OF  VATER 
AS  THE  CAUSE  OF  MASSIVE  RECURRENT 

BLEEDING.    (Dut.)    Timmermans,  G.   Acta  Chir  Belg 
(Suppl.  2):99-lll,  1967. 

4689  ENZYME  FUNCTION  IN  THE  SMALL  INTES- 
TINE IN  YOUNG  CHILDREN  SUFFERING 

FROM  ANEMIA.    (Rus.)    Bayandina,  S.  A.  (1st  Moscow  Med. 
Inst.,  USSR),  G.  D.  Chernobylskaia  and  S.  Ya.  Mikhlin. 
Pediatriia  46(8):  13-16,  1967. 

4690  ACUTE  DIVERTICULITIS  OF  THE  SMALL 
INTESTINE.    (Rus.)    Zemlyanoi,  A.  G.  (S.  M. 

Kirov  Inst.  Postgrad.  Med.,  Leningrad,  USSR).    Vestn  Khir 
Grekov  99(8):  64-66,  1967. 


4691 


Paris. 


DUODENAL  EPITHELIOMAS:    REPORT  OF  9 
CASES.    (Fr.)    Merveille,  P.,  J.  C.  Paris  and  J. 
Lille  Med  14(1):13-18,  1969. 


4692  ILEAL  OBSTRUCTION  DUE  TO  ADHESIONS 

AND  PHYTOBEZOAR  FOLLOWING  GAS- 
TRECTOMY.   REPORT  OF  A  CASE.    (E.)    Herschman,  A. 
(Long  Island  Jewish  Hosp.,  New  Hyde  Park,  N.  Y.).   Radiology 
92(6):  1307-1 308,  1969. 


4682  RADIOLOGY  IN  MECONIUM  ILEUS.    (Fr.) 

Du  Bois,  R.  (U.  Hosp.  Ctr.,  Lille,  France),  J.  Remy, 
P.  Debeugny,  J.  P.  MaiUard  and  S.  Moyon.  Pediatric  23(3): 
283-294,  1968. 

4683  INTERNAL  STRICTURE  OF  THE  SMALL  IN- 
TESTINE IN  A  DEFECT  OF  THE  GASTRO- 
COLIC LIGAMENT.   (Rus.)    Serniak,  P.  S.  (Donetsk  Med. 
Inst.,  USSR),  V.  V.  Minin  and  E.  P.  Kriukova.   Klin  Khir 
(Kiev)  (5):60,  1968. 

4684  INTRALUMINAL  DIVERTICULUM  OF  THE 
DUODENUM.   (It.)    Piazza,  G.  (Inst.  Radiol.,  U. 

Padua,  Italy)  and  F.  Bidoli.  Arch  Ital  Mai  Appar  Dig  35(3): 
262-270,  1968. 

4685  A  CASE  OF  SMALL  INTESTINE  ATRESIA  RE- 
SULTING FROM  INTRAUTERINE  INTESTINAL 

VOLVULUS.   (Dut.)    Van  Damme,  J.  P.  (St.  Joseph  Clin., 
Bruges,  Belgium)  and  R.  Maenhoudt.  Acta  Chir  Belg  (Suppl.  2): 
112-119,  1967. 

4686  CHANGES  IN  THE  INTESTINAL  FLORA  AFTER 
RESECTIONS  AND  BYPASS-OPERATIONS  ON 

THE  SMALL  INTESTINE  IN  RATS.    THE  EFFECT  OF  DIF- 
FERENT TYPES  OF  ANASTOMOSIS.    (E.)    Nygaard,  K.  (Inst. 
Pathol.  Anat.,  U.  Oslo,  Norway).  Acta  Chir  Scand  133(7):569- 
583,  1967. 


4693  CONTRIBUTION  TO  THE  PROBLEM  OF  JE- 
JUNOSTOMY  IN  CLINICAL  PRACTICE.    (Cz.) 

Potrusil,  B.  (Med.  Fac,  Purkyne  U.,  Brno,  Czechoslovakia)  and 
J.  Uhlir".   Cesk  Gastroenl  Vyz  23(4):  171-175,  1969. 

4694  LIPOMATOSIS  OF  THE  ILEOCECAL  VALVE. 

(Fr.)    Mainguet,  P.  (Brussels,  Belgium),  M. 
Arguello,  H.  Daled,  E.  Collard  and  A.  Vanpeperstraet.   Acta 
Gastroent  Belg  32(4/5):377-382,  1969. 

4695  A  HUGE  DUODENAL  DIVERTICULUM 
TREATED  SURGICALLY.    (Pol.)    Sokolowski, 

J.,  W.  Owsiany.    Wiad  Lek  20(18):  1733-1735,  1967. 

4696  UPPER  GASTROINTESTINAL  HEMORRHAGE 
DUE  TO  AORTO-DUODENAL  HSTULA.    A 

DELAYED  COMPLICATION  OF  INTERPOSED  ABDOMINAL 
PROSTHESES.    (E.)    Wagner,  M.  (Marquette  U.  Sch.  Med., 
Milwaukee,  Wis.)  and  M.  I.  Hussain.    Vase  Dis  4(6):329-334, 
1967. 

4697  ARTERIOVENOUS  MESENTERIC  FISTULA 
AFTER  PARTIAL  RESECTION  OF  THE  SMALL 

INTESTINE.  (Fr.)  Warter,  J.  (U.  Hosp.  Ctr.,  Strasbourg, 
France),  R.  Kieny,  B.  Gillet,  D.  Storck,  N.  Hoffmann  and 
J.  P.  Haberer.  Ann  Med  Intern  (Paris)  120(3):  185-191,  1969. 
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4698  A  PECULIAR  CLINICAL  AND  RADIOLOGICAL 

PICTURE  CAUSED  BY  PSEUDO-BILIARY 
ILEUS.    (It.)    Manenti,  W.  (Circolo  Merate  Hosp.,  Italy)  and 
U.  Rusconi.    Osped  Ital  Chir  17(6):689-692,  1967. 


4702  ENDOMETRIOSIS  OF  SMALL  INTESTINE. 

[CASE  REPORT]    (E.)    Bose,  A.  (Withington 
Hosp.,  Manchester,  England)  and  J.  Davson.   Brit  J  Surg  56(2): 
109-111,  1969. 


4699  JEJUNAL  DIVERICULITIS  WITH  ACUTE  PER- 

FORATION.   (Rev.j(E.j    Vansant,  J.  A. 
(902  Med.  Tower.,  Norfolk,  Virginia).    Virginia  Med  Monthly 
96(7):392-396,  1969. 


4700  NODULAR  LYMPHOID  HYPERPLASIA  OF 
THE  SMALL  INTESTINE  AND  HYPOGAM- 
MAGLOBULINEMIA.   (E.j    Penny,  R.  (Dept.  Med.,  U.  Sydney, 
New  South  Wales,  Australia).   Gastroenterology  56(5):982- 
985,  1969. 

4701  MANAGEMENT  OF  CHRONIC  INFECTED  IN- 
TESTINAL PERFORATIONS  BY  THE  SEROSAL 

PATCH  TECHNIC.    (E.)    Jones,  S.  A.  (Dept.  Surg.,  U.  Calif. 
Irvine)  and  R.  A.  Steedman.  Amer  J  Surg  117(5):731-734, 
1969. 


4703  DUODENAL  CARQNOMA.    (E.)    Craig,  O. 
(St.  Mary's  Hosp.,  London,  England).    Brit  J 

Surg  56(l):39-44,  1969. 

4704  RUPTURE  OF  THE  DUODENUM  PRODUCED 
BY  A  SAFETY  BELT.    (E.j    Buxton,  B.  (Dept. 

Surg.,  U.  Melbourne,  Australia).  Aust  New  Zeal  J  Surg  38(4): 
315-320,  1969. 

4705  A  CASE  OF  RETROGRADE  INVAGINATION 
OF  THE  SMALL  INTESTINE  INTO  A  BRAUN 

ANASTOMOSIS  AND  THE  STOMACH.  (Bui.)  Sakakushev, 
le.  (Higher  Med.  Inst.,  Plovdiv,  Bulgaria).  Khirurgiia  (Sofiia) 
21(6):592-593,  1968. 

4706  ILEORECTAL  ANASTOMOSIS  WITH  ILEAL 
LOOP.   (Sp.)    Zavaleta,  D.  E.  (Rawson  Hosp., 

Buenos  Aires,  Argentina),  J.  M.  Oglietti  and  A.  Heidenreich. 
Rev  Asoc  Med  Argent  82(10):405407,  1968. 


See  also:    4307,4314,4345,4487,4547,4558,4591,4638,4848,5065,5080 
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4707  THE  IMPORTANCE  OF  GASTRIC  SECRETION 

VOLUME  IN  THE  DEVELOPMENT  OF  DUO- 
DENAL ULCER.    (Sp.)    Meeroff,  J.  C.  (MetropoUtan  Sanat., 
Federal  Capitol,  Argentina),  J.  A.  Rofrano,  N.  Marchevsky  and 
M.  Meeroff.  Rev  Esp  Enferm  Apar  Dig  27(10):1427-1434, 
1968. 

Studies  were  performed  on  25  patients  with  duodenal  ulcers  to 
determine  the  volume  of  gastric  secretion  throughout  the 
course  of  the  disorder.    Comparisons  were  made  of  concentra- 
tion and  volume  in  active  and  inactive  stages  of  ulcer  develop- 
ment.   Results  agree  with  past  studies  in  that  ulcer  patients 
show  no  tendency  toward  decreased  secretion  during  treatment. 
Ulcer  activity  produced  a  significant  increase,  at  times  by  a 
factor  of  2-3,  in  volume  of  gastric  content;  this  is  greatly  re- 
duced during  periods  of  rest.    Hydrogen  ion  concentration 
varies  to  a  much  lesser  extent,  as  does  concentration  of  CI, 
Na  and  K  ions.   The  reason  for  this  is  obscure.   It  may  be  due 
to  the  volume  of  gastric  wall  secretions.   Whereas  the  increase 
is  well  estabhshed,  no  agreement  has  been  reached  as  to  its 
cause.   It  may  have  a  genetic  basis  or  be  characteristic  of  some 
persons  prior  to  ulcer  development.   The  findings  presented 
here  would  tend  to  favor  an  explanation  based  on  secondary 
hyperphasis  caused  by  prolonged  nervous  or  dietetic  hyper- 
stimulation. 

4708  FATE  OF  THE  RECTUM  AND  DISTAL  COLON 

AFTER  SUBTOTAL  COLECTOMY  FOR  ULCER- 
ATIVE COLITIS.    (E.)    Korelitz,  B.  I.  (Mt.  Sinai  Sch.  Med., 
New  York,  N.  Y.),  W.  P.  Dyck  and  F.  M.  KUon.    Gut  10(3): 
198-201,  1969. 

Of  136  patients  with  ulcerative  colitis  treated  by  ileostomy  and 
subtotal  colectomy  during  a  12  yr  period,  126  (94%)  later 
underwent  abdominoperineal  resection,  40%  within  one  yr  and 
90%  within  three  yr.   In  7  additional  patients  the  rectal  disease 
persisted.   The  remaining  3  had  reanastomoses,  only  1  without 
recurrence.   The  mortality  rate  following  secondary  abdomino- 
perineal resection  was  3%.    One  patient  developed  carcinoma 
in  the  rectal  segment.    Since  the  rectal  segment  involved  with 
ulcerative  colitis  can  rarely,  if  ever,  be  used  for  a  successful 
reanastomosis  after  a  subtotal  colectomy,  in  most  cases  a 
primary  total  proctocolectomy  is  indicated. 

4709  LEAKAGE  AT  SUTURE  LINES  AFTER  PAR- 

TIAL GASTRECTOMY  FOR  PEPTIC  ULCER. 

(E.)    Pettersson,  S.  (Regionsjukhuset,  Orebro,  Sweden)  and 
S.  Wallensten.  Acta  Chir  Scand  135(3):229-235,  1969. 
A  30  yr  review  of  5315  partial  gastrectomies  performed  for 
peptic  ulcers  revealed  postoperative  sutural  insufficiency  in  76 
(36  after  Billroth  11,  40  after  Billroth  1)  or  1.4%  of  BiUroth 
1  and  Billroth  II  procedures.   The  indications  for  surgery  in- 
cluded gastric  ulcer  (19),  duodenal  ulcer  (43),  both  ulcers 
simultaneously  (3),  and  gastroenterostomy  ulcer  following 
previous  partial  gastrectomy  (11).    Leakage  appeared  during 
the  first  week  in  52  cases.   In  20  (55%)  of  the  36  BUhoth  II 
patients  the  leak  occuned  at  the  invaginated  duodenal  stump. 
Twelve  (30%)  of  the  40  Bilhoth  I  cases  developed  leaks  in  the 
anterior  suture  line  of  the  gastroduodenostomy.   Forty-four 
of  the  patients  developed  clear-cut  peritonitis  with  a  rapid  on- 
set, and  28  of  these  died.   Nine  of  1 3  patients  with  duodenal 


stump  insufficiency  survived  after  drainage  procedures  while 
none  of  those  treated  conservatively  or  with  reclosure  survived. 
Conservative  therapy  for  a  leak  in  a  gastrointestinal  anasto- 
mosis yielded  poor  results.    Drainage,  suture  closure,  and  re- 
section were  comparable  (  >  30%  success)  and  a  choice  of 
procedure  depended  on  the  extent  of  the  leak,  the  condition 
of  the  patient  and  whether  the  insufficiency  was  waUed  off. 
Of  36  sutural  insufficiencies  after  Billroth  II  resection  21 
died  (58%).    Sixteen  of  40  cases  of  leakage  after  BiUroth  1 
died.   MortaUty  rates  in  both  groups  improved  during  the 
period  under  review  from  85%  in  1932-1949  to  40%  in  1950- 
1962.    Modern  therapy  of  shock,  control  of  fluid  balance,  im- 
proved anesthetic  technique  and  accumulated  surgical  experience 
are  beUeved  accountable. 

47 10  PERFORATED  PEPTIC  ULCER  IN  SOUTH 

WEST  SCOTLAND.    (E.)    NeUson,  J.  (Royal 
Infirm.,  Dumfries,  Scotland).   J  Roy  Coll  Surg  (Edinb)  13(1): 
40-45,  1968. 

In  Dumfries  and  Galloway,  predominantly  rural  areas,  590 
peptic  ulcer  perforations  occurred  during  1946-1965  with  an 
unexplained  peak  in  1952-1956.  The  incidence  in  Dumfries 
and  Galloway  was  considerably  lower  than  that  in  Glasgow 
and  York,  but  similar  to  that  in  Aberdeen.    Men  suffered  per- 
foration much  more  than  women:    12:1.    Perforation  was: 
90%  in  the  duodenum;  more  common  in  agricultural  workers; 
occurred  most  commonly  in  December  and  was  relatively  un- 
common in  September  and  October.    It  occurred  least  fre- 
quently on  a  Sunday,  and  each  succeeding  day  of  the  week 
showed  an  increase  until  a  peak  on  Fridays.   Tea-time  was  the 
prefened  time  of  the  day  for  perforation  to  occur,  but  lunch 
time  was  not  uncommon.    Most  patients  had  simple  closure 
of  the  perforation;  however,  many  required  further  surgery  for 
continued  symptoms.   The  mortaUty  rate  was  6.9%  (41  patients 
died).    Mortality  rate  increased  with  age  and  with  delaying  of 
surgery.    Perforation  of  a  peptic  ulcer  may  occur  in  a  patient 
who  is  in  a  hospital  for  investigation:    7  patients  who  did  per- 
forate while  in  a  hospital  died. 


471 1  A  STUDY  OF  433  PATIENTS  OPERATED  ON 

FOR  GASTRODUODENAL  ULCER.    (It.) 

Sassi,  I.  (Dept.  Surg.,  U.  Turin,  Italy)  and  P.  A.  Rosso.  Minerva 
Chir  23(2):88-92,  1968. 

A  study  was  made  of  the  455  patients  treated  by  partial  gas- 
trectomy for  gastroduodenal  ulcers  between  January  1960  and 
December  1965.   The  Reichel-Polya  procedure  was  used  in 
most  cases,  but  in  2  the  Hoffmeister-Finsterer  was  employed. 
There  were  43  (9.453%)  women  and  412  (90.547%)  men  in 
this  study.    Duodenal  ulcers  were  in  the  first  section  of  the 
duodenum  in  360  cases  (79.1%)  and  in  the  second  segment  in 
9  (1.9%).   Incidence  of  gastric  ulcer  was  highest  in  men  be- 
tween the  3rd  and  the  5th  decades  while  in  women  it  was 
highest  after  the  5th  decade.   The  mortality  in  the  series  was 
1.5%  (7  cases).   The  results  were  evaluated  by  interviews  or 
questionnaire.   The  response  was  70%  (319  patients)  to  the 
interviews  and  24.9%  (114  patients)  to  the  questionnaire. 
Questions  were  asked  about  weight  gain,  return  to  usual  oc- 
cupation, adherence  to  dietary  regimens,  alcohol,  smoking,  and 
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reoperations.    Excellent  results  were  found  in  353  patients 
(81.7%),  good  in  59  (13.6%),  fair  in  20  (4.7%)  who  had  a 
slight  disturbance  of  canalization  associated  with  deficiency 
syndromes.   In  2  of  the  operated  patients  there  was  edema 
of  the  stoma  and  in  2  others  a  dumping  syndrome.   There  were 
protein  imbalances  in  81.1%  of  the  cases  hypochromemia  in 
30.9%. 

4712  A  STUDY  OF  POSTOPERATIVE  JEJUNAL 

ULCERS.  (Sp.)  Farfan  Cantero,  J.  R.  (Sao 
Lucas  Sanatorium,  Brazil).  An  Paul  Med  Cir  93(3):77-94, 
1967. 

Fifty  eight  cases  of  postoperative  jejunal  ulcer  (of  which 
94.8%  were  in  men)  were  studied.   The  peak  age  incidence 
(36.2%)  was  31-40  yr.   Jejunal  ulcers  were  most  frequent  in 
patients  who  had  undergone  surgery  for  duodenal  ulcers 
(65.5%).   Postoperative  jejunal  ulcers  were  more  frequent  after 
gastroenterostomies  than  after  extensive  gastrectomies.    Local- 
ization of  the  ulcers  in  the  majority  of  cases  (34.5%)  was  on 
the  mesentery  edge.    Of  the  58  patients  studied,  surgery  for 
jejunal  ulcers  was  performed  on  48.   Of  the  other  10  patients, 
9  did  not  return  in  treatment  after  X-ray  diagnosis,  and  the 
other  one  received  drug  treatment.   The  surgical  techniques 
used  in  postoperative  jejunal  ulcers  were:    transthoracic  vago- 
tomy, gastrectomy,  and  jejunal  resection. 


4713 

Med.  Ctr. 
Graves  Jr 
1969. 


THE  SURGICAL  MANAGEMENT  OF  STRESS 
ULCERS.    (E.)    Kirtley,  J.  A.  (VanderbUt  U. 
Nashville,  Tenn.),  H.  W.  Scott,  J.  L.  Sawyers,  H.  A. 
,  and  M.  R.  Lawler.  Ann  Surg  169(5):801-809, 


The  surgical  management  of  41  patients  (31  males,  10  females) 
with  an  age  range  of  18  months  to  83  yr  who  developed  stress 
ulcers  after  major  operations  for  disease  (24),  surgery  for 
trauma  (11),  or  traumatic  injury  (6)  is  discussed.   Ten  of  the 
surgical  patients  had  hepatic  and  biliary  operations,  another  4 
had  cardiovascular  procedures.    Severe  upper  gastrointestinal 
bleeding  was  the  initial  manifestation  in  all.    Symptoms  ap- 
peared on  the  average  of  8  days  after  operation  or  trauma. 
Hypovolemic  shock  was  more  common  among  the  patients  who 
subsequently  died.   Twelve  (29%)  patients  were  septic  before 
operation  for  their  stress  ulcer  and  8  of  these  died.   Gastric 
cooling  was  the  initial  treatment  for  these  patients  and  for 
the  survivors  the  time  between  symptoms  and  surgery  was  7 
hr.   The  time  interval  for  those  who  died  was  34  hr.   At  op- 
eration there  were  21  patients  with  multiple  gastric  ulcers,  9 
with  single  ulcers,  6  with  solitary  duodenal  ulcers,  and  2  with 
both  gastric  and  duodenal  ulceration.   Twenty-five  patients 
survived.   Truncal  vagotomy  and  pyloroplasty  with  suture  of 
the  bleeding  site  had  a  lower  mortality  (30%),  than  did  vago- 
tomy vvfith  partial  gastric  resection  (60%)  or  simple  suture  of 
the  bleeding  site  (50%).    Rebleeding  was  not  significantly  dif- 
ferent among  the  3  types  of  operations. 


4714  MASSIVE  HEMORRHAGE  FROM  PEPTIC 

ULCER:    EVALUATION  OF  METHODS  OF 
SURGICAL  CONTROL.   (E.)    Conn,  J.  H.  (U.  Mississippi 
Med.  Ctr.,  Jackson),  J.  D.  Hardy,  W.  R.  Fain  and  C.  M.  Chavez. 
Ann  Surg  169(5):784-789,  1969. 


The  cliracal  course  of  72  patients  hospitaUzed  and  operated 
upon  during  a  5  yr  period  for  Ufe-threatening  hemorrhage  from 
benign  gastric  or  duodenal  ulcers  was  analyzed.    There  were 
56  men  and  16  women  with  an  average  age  of  over  50  (age 
range  20  to  78).    There  were  52  duodenal  ulcers  (operative 
mortality  17.3%)  and  17  gastric  ulcers  (29.5%  mortality).   For 
46  (63.8%)  of  the  patients  it  was  the  first  bleeding  episode 
although  55  (76.3%)  had  had  prior  ulcer  symptoms.   Average 
total  blood  replacement  was  9150  ml.   More  than  three- 
quarters  (76.3%)  of  the  patients  were  operated  on  within  72  hr 
of  the  onset  of  bleeding.    Subtotal  gastric  resection  with  or 
without  vagotomy  was  performed  in  36  patients  with  6  deaths, 
8  episodes  of  significant  postoperative  bleeding  and  12  other 
postoperative  complications  including  6  fistulas.   Vagotomy 
and  pyloroplasty  was  performed  in  27  patients  with  4  deaths, 
2  episodes  of  postoperative  bleeding  and  5  other  significant 
postoperative  bleeding  and  5  other  significant  postoperative 
compUcations.    A  gastrotomy  with  oversewing  or  excision  of 
the  ulcer  was  performed  in  6  patients  with  4  deaths,  3  epi- 
sodes of  postoperative  bleeding  and  3  other  major  postopera- 
tive complications.    Five  patients  bled  again  after  discharge 
but  only  2  significantly.   The  other  42  patients  had  good  to 
excellent  results  from  their  operation. 

4715  PREOPERATIVE  GASTRIC  SECRETION  IN 

PATIENTS  WITH  GASTRIC  OR  DUODENAL 
ULCER.   (E.)    Liavag,  I.  (Ulleval  Sykehus,  Oslo,  Norway)  and 
O.  Havig.  Acta  Chir  Scand  135(3):221-228,  1969. 

Gastric  secretion  was  studied  preoperatively  in  234  patients 
with  gastric  or  duodenal  ulcer.    Secretory  flow  (volume)  and 
maximal  acid  output  (MAO)  showed  great  individual  variations. 
In  men  with  duodenal  ulcer  the  mean  MAO  was  32.37  mEq 
total  acidity  (TA)  per  hr,  and  the  mean  volume  per  hi  after 
histamine  stimulation  was  306  ml.   In  women  with  duodenal 
ulcer  the  mean  MAO  was  24.79  mEq,  and  the  mean  secretory 
flow  was  251  ml  per  hi.    In  men  the  highest  mean  output  of 
acid  was  found  in  the  age  group  30-39  (36.21  mEq)  while  in 
women  it  was  in  the  age  group  50-59  (28.55  mEq).   Both  in 
men  and  women,  however,  the  age  groups  showed  no  significant 
difference  in  acid  production.    No  correlation  was  found  be- 
tween age  and  acid  secretion  in  duodenal  ulcer  patients.    The 
mean  MAO  for  men  with  gastric  ulcer  was  18.94  mEq  TA  per 
hr,  and  the  mean  secretory  flow  per  hr  after  histamine  stimula- 
tion was  217  ml.    In  women  the  figures  were  11.08  mEq  and 
152  ml  per  hr,  resp.   The  difference  between  the  values  for 
MAO  in  men  and  women  was  highly  significant.    The  mean 
MAO  for  men  with  gastric  ulcer  was  significantly  lower  than 
the  mean  MAO  for  women  with  duodenal  ulcer.    No  correlation 
was  found  between  acid  secretion  and  age  in  men  or  women 
with  gastric  ulcer.   In  women  with  a  history  of  duodenal  ulcer 
for  15  yr  or  more  the  mean  MAO  was  significantly  higher  than 
in  patients  with  symptoms  for  less  than  15  yr.   In  men  with  a 
history  of  duodenal  ulcer  for  20  yr  or  more  the  mean  MAO 
was  slightly  but  not  significantly  higher  than  in  patients  with 
an  ulcer  history  of  less  than  5  yr.   In  female  patients  with  duo- 
denal ulcer,  weighing  60  kg  or  more,  the  mean  MAO  was  sig- 
nificiantly  higher  than  in  patients  weighing  less.   In  men  the 
results  were  inconclusive  because  few  patients  weighed  less 
than  60  kg.   No  difference  in  acid  secretion  was  found  in  pa- 
tients weighing  60  kg  or  more.   Six  of  the  112  male  patients 
operated  on  for  duodenal  ulcer  had  recurrent  ulceration.   Four 
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of  these  had  an  incomplete  vagotomy.  The  other  two  patients, 
however,  had  a  complete  vagotomy,  and  the  preoperative  values 
for  acid  secretion  were  fairly  normal. 

4716  ENVIRONMENTAL  FACTORS  AND  THE 

AUSTRALIAN  GASTRIC  ULCER  CHANGE. 

(E.)    Chapman,  B.  L.  (Royal  Newcastle  Hosp.,  New  South  Wales, 
Australia)  and  J.  M.  Duggan.  Med  J  Ami  1(23):1179-1183, 
1969. 

In  a  study  of  the  excessive  numbers  of  gastric  ulcers  in  females 
(134  of  295  during  a  6  yr  period)  in  eastern  Australia,  steroids, 
phenylbutazone,  alcohol,  tobacco  and  aspects  of  social  status 
and  function  were  considered.   Only  3  patients  took  steroids 
or  phenylbutazone,  all  had  duodenal  ulcers,  none  was  young. 
Sixty-six  percent  of  males,  but  only  25%  of  females,  drank 
alcohol.   Eighty-three  percent  of  males  and  57%  of  females 
smoked.   The  same  proportion  of  both  sexes  smoked  moderate 
amounts,  but  heavy  smokers  were  predominantly  male.    For 
males,  heavy  consumption  of  alcohol,  tobacco  and  analgesics 
was  interrelated.    Heavy  usage  of  aspirin  was,  for  woman,  cor- 
related with  smoking.   Partially  and  completely  unskilled 
classes  accounted  for  60%  of  cases.    An  abundance  of  males 
with  duodenal  ulcers  occurred  in  skilled  classes  and  a  defi- 
ciency in  the  unskilled  group.   Of  males  in  semi-skilled  and 
unskilled  occupations,  90%  smoked,  compared  with  72%  among 
professional  and  skilled  workers.   Consumption  of  aspirin  and 
alcohol  was  independent  of  social  class.    Forty-six  percent  were 
socially  incompetent.   Although  fewer  males  in  the  upper  than 
in  the  lower  classes  were  incompetent,  50%  of  the  females  of 
all  classes  were.   Thirteen  percent  of  patients  drew  an  invalid 
repatriation  pension.   Only  social  class  was  related  to  the  site 
of  the  ulcer,  and  this  was  to  duodenal  ulcer  in  males.   None 
was  related  to  gastric  ulcer  in  females.   Heavy  aspirin  consump- 
tion alone  appeared  to  be  the  cause  of  excessive  gastric  ulcers 
in  females. 

4717  HEMORRHAGIC  CAPILLARY  TOXICOSIS 
COMBINED  WITH  GASTRIC  ULCERS  COM- 

PLICATED  BY  BLEEDING.    (Rus.)    Zhevnov,  V.  N.  (1st 
Region.  Hosp.,  Gomel',  USSR)  and  V.  F.  Pod"clets.   Klin  Khir 
(Kiev)  (12):73,  1968. 

4718  INDICATIONS  FOR  PHYSIOLOGICAL  SURGI- 
CAL PROCEDURES  WITHOUT  RESECTION  IN 

THE  TREATMENT  OF  PEPTIC  ULCERS.    (Ger.)    Koch,  W. 
(Marien  Hosp.,  Hamburg,  Germany).  Hippokrates  39(23):889- 
893,  1968. 

4719  ENDOGENOUS  FACTORS  IN  THE  INCEPTION 
OF  THE  ULCEROUS  DISEASE.    (E.)    Kubickova, 

Z.  (Inst.  Hematol.  Blood  Transfus.,  Prague,  Czechoslovakia), 
M.  Dvorakova  and  K.  T.  Vesely.  Plzen  Lek  Shorn  (Suppl.  22): 
175-177,  1968. 

4720  A  CONTRIBUTION  TO  THE  GENETIC  PROB- 
LEMS OF  ULCER  DISEASE.    (E.)    Jirasek,  V. 

(Pediat.  Fac.  Charles  U.,  Prague,  Czechoslovakia),  M.  Cerny 
and  O.  Gregor.  Plzen  Lek  Shorn  (Suppl.  22>:161-167,  1968. 


4721  PARTICIPATION  OF  GENETIC  AND  NON- 
GENETIC  FACTORS  IN  THE  AETIOPATHO- 

GENESIS  OF  PEPTIC  ULCERATION.    (E.)    Vesely,  K.  T. 
(Inst.  Hum.  Nutr.,  Prague,  Czechoslovakia)  and  Z.  Kubickova. 
Plzen  Lek  Shorn  (Suppl.  22):  169-173,  1968. 

4722  MASSIVELY  BLEEDING  PEPTIC  ULCER.    (E.) 

Fock,  G.  (U.  Cent.  Hosp.,  Helsinki  Finland)  and 
K.  Asp.  Ann  Chir  Gynaec  Fenn  57(l):34-39,  1968. 

4723  CLINICAL  EXPERIENCES  MTH  SELECTIVE 
VAGOTOMY.   (E.)    Scheinin,  T.  M.  (U.  Turku, 

Finland)  and  M.  V.  Inberg.  Acta  Chir  Scand  133(7):533-537, 
1967. 

4724  ACID-PEPTIC  DIGESTION  OF  THE  INTES- 
TINAL MUCOSA.    (E.)    Crispin,  J.  S.  (U. 

Kentucky  Med.  Sch.,  Lexington)  and  W.  O.  Griffen,  Jr.  /  Surg 
Res  7(12):556-559,  1967. 

4725  ACUTE  MULTIPLE  BLEEDING  GASTRIC 
ULCERS.   (Rus.)    Butenko,  A.  T.  (5th  Munic. 

Hosp.,  Zaporozhe,  USSR).    Vestn  Khir  Grekov  99(8):  115-1 16, 
1967. 

4726  GASTRIC  BLEEDING  DUE  TO  ACUTE  ERO- 
SION AND  ULCERATION  OF  THE  STOMACH. 

(Rus.)    Grigor'ieva,  L.  V.  (S.  M.  Kirov  Inst.  Postgrad.  Med., 
Leningrad,  USSR)  and  L.  M.  Kapitsa.    Vestn  Khir  Grekov 
99(8):111-115,  1967. 

4727  MEDICAL  AND  SOCIAL  CONSIDERATIONS 
ON  GASTRODUODENAL  ULCERS.    (It.) 

Terzuolo,  D.    Gazz  Med  ltd  127(ll):432-436,  1968. 

4728  THE  DIAGNOSTIC  VALUE  OF  INDIRECT 
RADIOLOGICAL  SIGNS  IN  GASTRIC  ULCER. 

(Heh.)    Itzchak,  Y.  D.  (U.  Tel-Aviv,  Israel)  and  M.  Pajewski. 
Harefuah  76(ll):503-506,  1969. 

4729  ASSESSMENT  OF  THE  THERAPEUTIC  ACTION 
OF  CR  242  OR  XYLAMiDE  IN  GASTRIC  AND 

DUODENAL  ULCER  AND  IN  GASTRODUODENAL  DIS- 
EASES.  (It.)    Bellomo,  A.  (Ospedale  Maggiore  di  San  Giovanni 
Battista,  Turin,  Italy),  R.  Strobbia  and  A.  Manzoni.  Minerva 
Med  60(23):1024-1041,  1969. 

4730  NINE  CASES  OF  GASTRIC  ULCER  AFTER 
VAGOTOMY  AND  DRAINAGE  FOR  DUODENAL 

ULCER.    (E.)    Bank,  S.  (Groote  Schuur  Hosp.,  Cape  Town, 
S.  Africa),  I.  N.  Marks,  J.  H.  Louw  and  B.  Brom.    Gut  10(6): 
460-468,  1969. 

4731  IMMEDIATE  RESECTION  IN  PATIENTS  WITH 
PERFORATED  GASTRIC-DUODENAL  ULCER. 

(Ger.)    Rueff,  F.  L.  (Surg.  Clin.,  U.  Munich,  Germany),  H. 
Pelzl  and  R.  Thurmayr.  Munchen  Med  Wschr  111(35):1731- 
1737,  1969. 
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4732  APPLIED  STOMACH  PHYSIOLOGY  IN  ULCER 

SURGERY.  (Ger.)  Nyhus,  L.  M.  (U.  Illinois 
Coll.  Med.,  Chicago).  Munchen  Med  Wschr  111(31):  1595- 
1597, 1969. 


4737  PLASMA  KININS  IN  DUODENAL  ULCER. 

(Rum.)    Baciu,  I.  (Inst.  Med.  Pharm.,  Cluj, 
Romania),  Z.  Baciu  and  L.  Grosu.   Fiziol  Norm  Pat  1 3(4): 307- 
318,  1967. 


4733  GASTRIC  ULCER  REAPPRAISAL.    (E.)    Welch, 
C.  E.  (Harvard  Med.  Sch.,  Boston,  Mass.)  and 

J.  F.  Burke.   Surgery  65(4): 708-7 15,  1969. 

4734  POSTBULBAR  DUODENAL  ULCER.    (It.) 

Ferrero,  P.  G.  (Inst.  Radiol.,  U.  Turin,  Italy),  E. 
Comino,  G.  L.  Massa  and  M.  Musso.  Arch  Sci  Med  (Torino) 
124(4):443-495,  1967. 


4735  PERFORATED  PEPTIC  ULCER  IN  AUCKLAND 
AND  GLASGOW.   (E.)    Singh,  B.  N.  (Auckland 

Hosp.,  New  Zealand)  and  B.  B.  Taylor.  Aust  New  Zeal  J  Surg 
37(2):193-196,  1967. 

4736  SOME  ELECTROCARDIOGRAPHIC  CHANGES 
IN  ULCERS.   (It.)    Fiore,  G.  (Dolo  Munic.  Hosp., 

Venice,  Italy)  and  A.  Luzzatto.   Chir  Ital  18(3):422-437,  1966. 


4738  UNUSUALLY  LARGE  DUODENAL  ULCERS. 

(E.)    Calonje,  M.  A.  (Ochsner  Clin.,  New  Orleans, 
La.)  and  S.  F.  Ochsner.   Southern  Med  J  62(1)  J 63-7 66,  1969. 

4739  A  TECHNIQUE  OF  PYLOROPLASTY.    (E.) 

Cocks,  J.  R.  (London,  England)  and  A.  M. 
Desmond.  5rif /^Mr^  56(3):166-169,  1969. 

4740  COMPLICATIONS  OF  INTRATHORACIC  GAS- 
TRIC ULCER  ASSOCIATED  WITH  HIATUS 

HERNIA.    A  DESCRIPTION  OF  FIVE  CASES.    (E.) 

MacArthur,  A.  M.  (King's  Coll.  Hosp.,  London,  England)  and 
J.  E.  C.  Wright.  Brit  J  Surg  56(3):161-164,  1969. 

4741  PERFORATED  GASTRIC  ULCER  TOGETHER 
WITH  ACUTE  APPENDICITIS  IN  A  12-YEAR- 
OLD  CHILD.   (Bui.)    Dimitrov,  D.  (Distr.  Hosp.,  Sandanski, 
Bulgaria).   Khirurgiia  (Sofiia)  21(6):585-586,  1968. 


See  also:    4353,4354,4362,4376,4384,4543,4556,4646,4650 
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4742  REGIONAL  ENTERITIS  AND  GLUCOSE-6- 
PHOSPHATE  DEHYDROGENASE  DEFICIENCY. 

(E.)    Katsaros,  D.  and  S.  C.  Truelove  (Radcliffe  Infirm., 
Oxford,  England).   New  Eng  J  Med  281(6):  295-296,  1969. 

In  a  previous  study,  about  10%  of  patients  with  regional  enteri- 
tis were  found  to  be  deficient  in  glucose-6-phosphate  dehydro- 
genase (G-6-PD).    In  the  present  study,  enzymatic  assay  was 
performed  in  69,  (41  female,  28  male)  patients  with  regional 
enteritis  and  49  patients  with  ulcerative  colitis.    No  examples 
of  G-6-PD  deficiency  were  found. 

4743  MORBIDITY  AND  MORTALITY  IN  REGIONAL 
ENTERITIS.    REPORT  OF  168  CASES.    (E.) 

Banks,  B.  M.  (Harvard  Med.  Sch.,  Boston,  Mass.),  L.  Zetzel 
and  H.  S.  Richter.   Amer  J  Dig  Dis  14(6):  369-379,  1969. 

The  morbidity  and  mortaUty  in  168  patients  hospitalized  and 
treated  for  regional  enteritis  during  a  32  yr  period  have  been 
reviewed.    Every  patient  was  traced  and  his  status  determined. 
The  mean  number  of  hospital  admissions  per  patient  was  3.8 
during  the  period.    The  most  frequent  major  complication  was 
intestinal  obstruction,  which  was  present  in  27%  of  the  patients 
on  their  first  admission,  in  30%  of  those  admitted  for  a  second 
time,  and  in  a  similar  proportion  of  patients  requiring  a  third 
or  fourth  admission.   Of  all  patients,  70%  required  major  opera- 
tions for  treatment.    Half  of  these  had  one  or  more  additional 


major  abdominal  operations  on  a  subsequent  hospital  admission. 
The  number  of  such  surgical  procedures  averaged  2.8  per  pa- 
tient.   The  surgical  case  mortality  was  6.5%.   Only  4  of  29  pa- 
tients with  the  acute  regional  ileitis  syndrome  progressed  to 
the  chronic  form.    Less  than  10%  of  the  patients  have  died 
of  regional  enteritis. 

4744  SEVERE  REGIONAL  ENTERITIS  WITH  A 
UNIQUE  DUODENOSIGMOID  FISTULA  FOL- 
LOWING NORMAL  PREGNANCY.    (E.)    Holzbach,  R.  T. 
(Case-Western  Reserve  U.  Sch.  Med.,  Cleveland,  Ohio)  and  J.  C. 
Jones.   Amer  J  Gastroent  52(l):48-55,  1969. 

4745  THE  MANAGEMENT  OF  REGIONAL  ENTERI- 
TIS.  (E.)    Buxton,  R.  (Newport  News,  Va.)  and 

S.  Evans.    Virginia  Med  Monthly  96(6):305-311,  1969. 

4746  CROHN'S  ILEITIS  AND  PREGNANCY.    (Fr.) 
Buret,  R.  L.  (Saint-Piene  U.  Hosp.,  Brussels, 

Belgium)  and  L.  Deloyers.  Acta  Gastroent  Belg  32(4-5):  365- 
376,  1969. 

4747  RARE  LOCATIONS  OF  REGIONAL  ENTERITIS. 

(Bui.)    Konstantinov,  B.  (Inst.  Postgrad.  Med., 
Sofia,  Bulgaria).   Khirurgiia  (Sofiia)  21(6):548-552,  1968. 
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4748  GLUCOSE  INTOLERANCE  AND  INSULIN 
RESISTANCE  IN  PATIENTS  WITH  LIVER 

DISEASE.   (E.)    Collins,  J.  R.  (Vanderbilt  U.  Sch.  Med., 
Nashville,  Tenn.)  and  O.  B.  Crofford.  Arch  Intern  Med  (Chicago) 
124(21):  142-1 48,  1969. 

The  glucose  intolerance  observed  in  patients  with  liver  disease 
was  compared  with  that  seen  in  patients  with  genetically  de- 
termined diabetes  melMtus.    Serum  glucose  and  insulin  levels 
were  measured  during  oral  and  i.v.  glucose  tolerance  tests  (GTT) 
in  16  patients  with  compensated  liver  disease,  in  10  probable 
but  not  diagnostically  confirmed  diabetics  and  in  14  control 
subjects.    Eleven  of  the  16  patients  with  Uver  disease  had  ab- 
normal oral  GTT  results.   The  patients  with  liver  disease  and 
the  diabetics  had  comparable  degrees  of  glucose  intolerance 
during  both  the  oral  and  i.v.  GTT,  despite  the  presence  of 
hyperinsulinemia  in  the  former  group.   The  mean  "total  insulin 
excess"  was  about  twice  as  great  in  the  patients  with  liver  di- 
sease as  in  the  diabetics.    The  mean  rate  constant,  K,  for  the 
decrease  in  serum  glucose  concentration  after  termination  of 
infusion  was  1.12%  and  1.07%  per  min,  resp.    Significant  in- 
sulin resistance  may  be  present  in  patients  with  liver  disease. 

4749  SPECIFIC  SMALL-INTESTINAL  LACTASE 
DEFICIENCY  IN  ADULTS.    (E.)    Gudmand- 

Hoyer,  E.  (Rigshospitalet,  U.  Copenhagen,  Denmark),  A. 
Dahlqvist  and  S.  Jarnum.   Scand  J  Gastroent  4(4): 377-386, 
1969. 

Specific  small-intestinal  lactase  deficiency,  in  which  the  other 
disaccharidases  have  a  normal  activity  and  there  are  no  morpho- 
logical alterations  of  the  mucosa,  was  found  in  18  adult  pa- 
tients (10  female,  8  male)  after  performing  lactose  tolerance 
tests  and/or  small  intestinal  biopsies  with  disaccharidase  ac- 
tivity assays  in  700  out  of  1300  adult  patients  at  2  gastroentero- 
logical units.    Of  the  18,  only  4  had  a  history  of  a  previous 
acute  gastrointestinal  disease.    Clinical  symptoms  were  present 
in  17,  but  only  8  had  spontaneously  noticed  a  relation  between 
symptoms  and  milk  intake.    In  many  patients  small  amounts 
of  milk  were  sufficient  to  provoke  symptoms,  and  although 
dietary  treatment  was  successful,  exclusion  of  lactose  was 
sometimes  necessary.    Age  at  onset  of  symptoms  indicated 
that  at  least  9  and  possibly  15  have  the  acquired  form  of  lactase 
deficiency.   Although  the  acquired  specific  lactase  deficiency 
is  probably  not  a  congenital  disease,  a  hereditary  factor  may 
nevertheless  play  a  role  in  its  genesis. 

4750  USE  OF  MEDIUM-CHAIN  TRIGLYCERIDE 
DIETS  IN  CHILDREN  WITH  MALABSORPTION. 

(E.)    Leyland,  F.  C.  (Inst.  Child  Hlth.,  U.  London,  England), 
A.  S.  Fosbiooke,  J.  K.  Lloyd,  M.  M.  Segall,  I.  Tamir,  R. 
Tomkins  and  O.  H.  Wolff.  Arch  Dis  Child  44(234):  170-179, 
1969. 

Medium-chain  triglyceride  (MCT)  diets,  continued  for  5  to 
36  months,  were  used  in  the  treatment  of  13  children  (8  male, 
5  female;  ages  1  month  to  15y2  yr)  with  malabsorption  due  to 
4  types  of  disorders:    obstructive  jaundice  (3),  pancreatic  in- 
sufficiency (3),  a-^lipoproteinemia  (2),  and  intestinal  lymphan- 
giectasia (5).   The  diets  produced  a  low  intake  of  ordinary 
dietary  fat  (long-chain  triglyceride)  with  MCT  added  as  an  oil 
for  cooking  or  in  a  milk  formula.    Fecal  fat  was  estimated 


using  triple  extraction  with  petroleum  ether  and  gravimetric 
determination.    MCT  absorption  was  somewhat  impaired  where 
bile  or  pancreatic  lipase  was  deficient,  but  was  virtually  com- 
plete in  intestinal  lymphangiectasia  and  a^3-lipoproteinemia 
where  the  intraluminar  phase  of  fat  digestion  was  normal.   The 
control  of  steatorrhea  in  all  4  groups  of  disorders  improved  the 
general  well-being  of  all  the  chOdren.    In  those  with  lymphangi- 
ectasia serum  albumin  levels  rose,  generalized  edema  disappeared, 
and  in  1  child  marked  acceleration  of  growth  occurred.   No 
significant  effect  on  growth  rate  was  observed  in  the  others 
but  in  them  factors  other  than  malabsorption  may  have  been 
responsible  for  growth  retardation. 

4751  BILE-SALT  DECONJUGATION  AND  STEATOR- 

RHOEA  IN  PATIENTS  WITH  THE  STAGNANT- 
LOOP  SYNDROME.    (E.)    Tabaqchali,  S.  (Royal  Postgrad. 
Med.  Sch.,  London,  England),  J.  Hatzioannou  and  C.  C.  Booth. 
Lancet  2(7558):  12-16,  1968. 

The  concentrations  of  conjugated  bile  salts  in  the  upper  jejunal 
fluid  of  6  fasting  patients  with  steatorrhea  due  to  the  stagnant 
loop  syndrome  were  reduced  under  5  micromoles/liter  (normal 
range:    5-10).   The  concentrations  of  the  various  bile  salts  were 
differentially  reduced.   The  main  bile  salt  remaining  was  glyco- 
cholate.    In  4  patients  quantitation  of  both  conjugated  and 
free  biie  acids  was  carried  out  at  different  levels  of  the  small 
intestine  from  the  duodenum  to  the  ileum.    Results  showed 
that  the  presence  of  steatorrhea  depends  on  the  site  and  extent 
of  bile-salt  deconjugation  throughout  the  small  intestine  and 
not  merely  on  the  presence  of  free  bile  acids.    The  major  cause 
of  steatorrhea  may  be  the  reduction  rather  than  absence  of 
the  conjugated  bile  salts  since  steatorrhea  was  present  when 
there  was  bile-salt  deconjugation  throughout  the  small  intestine. 
It  is  suggested  that  the  feeding  of  sodium  taurocholate  could 
relieve  steatorrhea. 


4752  MEDIUM  CHAIN  TRIGLYCERIDES  IN  THE 

TREATMENT  OF  STEATORRHEA.    (Ger.) 
Kistler,  H.  J.  (Med.  U.  Klin.  Zurich,  Switzerland).    Schweiz 
Med  Wschr  98(9):544-549,  1968. 

Seven  patients  with  well-developed  steatorrhea  were  treated 
with  medium  chain  triglycerides  (MCT).   The  malabsorption 
was  due  to  extensive  small  bowel  resection  in  1,  chronic  pancre- 
atitis with  severe  pancreas  insufficiency  in  2,  idiopathic  sprue 
in  3,  and  to  undetermined  cause  in  1.    Steatonhea  markedly 
diminished  during  treatment.   Two  patients  treated  for  7-12 
months  showed:    increased  body  weight,  improvement  in 
steatorrhea,  and  general  weD-being.   The  rationale  for  the  use 
of  MCT  in  the  treatment  of  steatonhea  is  that  they  are  hydro- 
lyzed  and  absorbed  more  rapidly  than  long  chain  triglycerides 
and  are  transported  in  unesterified  form  in  the  portal  venous 
blood  rather  than  in  the  intestinal  lymph  system. 


4753  ACTIVITY  OF  INTESTINAL  DISACCHARIDASES 

IN  CHILDREN  WITH  COELIAC  SYNDROME. 

(Cz.)    Pelikan,  L.  (Med.  Fac,  Palacky  U.,  Olomouc, 
Czechoslovakia)  and  Z.  Matlocha.    Cesk  Pediat  24(4):  305-311, 
1969. 
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1754  BIOPSY  OF  THE  DUODENUM  IN  SPRUE,  Texas  Med.  Br.,  Galveston)  and  L.  J.  GastigUoni.  Amer  J  Surg 

(Fr.)    CheU,  R.   Arch  Mai  Appar  Dig  58(4-5):  117(6):798-805,  1969. 

;45  &  248,  1969. 

4756  LACTOSE  MALABSORPTION:    ITS  PRACTICAL 

SIGNIFICANCE  AND  VERIFICATION.    (Fin.) 
i755  ABSORPTION  AND  MALABSORPTION  IN  THE       Gorbatow,  O.  and  J.  Jussila.   Suom  Lddk  24(19):  1677-1679 

SMALL  BOWEL.   (Rev.)(E.)    Patterson,  M.  (U.  1969 
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4757  CECAL  DIVERTICULITIS:    REPORT  OF  16 
CASES  AND  A  REVIEW  OF  THE  LITERATURE. 

(E.j    Asch,  M.  J.  (Columbia  U.,  Coll.  Physicians  &  Surgeons, 
New  York,  N.  Y.)  and  A.  M.  Markowitz.   Surgery  65(6):906- 
910, 1969. 

Sixteen  patients  (7  men,  9  women),  average  age  44.7  yr, 
with  cecal  diverticulitis  were  studied  and  compared  with  a 
series  of  132  such  cases  assembled  from  the  literature.    In  both 
series  the  signs  and  symptoms  were  those  of  appendicitis  which 
was  the  most  common  preoperative  diagnosis.    There  were  7 
local  excisions  and  9  ileo colectomies  in  the  first  series,  a  ratio 
comparable  to  the  procedures  in  the  review  group.    Five  of  the 
16  patients  were  found  to  have  fecaliths  in  their  diverticulum. 
Of  10  postoperative  barium  enemas,  6  were  normal  and  4 
showed  diveiticuli  elsewhere  in  the  colon.    Eight  patients  in 
the  review  series  had  preoperative  barium  enemas  which  demon- 
strated cecal  pathology.   Five  of  the  review  group  were  success- 
fully treated  conservatively  after  barium  enema  diagnoses  of 
cecal  diverticulitis.   There  was  no  mortality  in  the  group  of  16 
and  all  were  well  at  follow-up. 

4758  WOUND  HEALING  IN  THE  COLON:    COM- 
PARISON OF  INVERTED  AND  EVERTED 

CLOSURES.   (E.)   Trueblood,  H.  W.  (Stanford  Med.  Sch., 
Palo  Alto,  Calif.),  T.  S.  Nelson,  S.  Kohatsu  and  H.  A. 
Oberhelman  Jr.   Surgery  65(6):919-930,  1969. 

Two  2  cm  longitudinal  incisions  were  made  in  the  proximal 
'  colon  of  84  adult  male  Sprague-Dawley  rats  (400-450  g).    Half 
of  the  rats  had  the  proximal  opening  closed  in  an  inverted  fash- 
ion and  the  distal  opening  closed  in  an  everted  manner.   This 
closure  was  reversed  in  the  other  animals.    The  animals  were 
killed  in  groups  of  12  on  days  3,  6,  9,  12,  15,  18,  and  28  post- 
operatively and  bursting  tensions  at  the  sites  of  suture  were 
compared.   The  model  for  measuring  the  strength  of  these 
healing  intestinal  wounds  was  so  constructed  that  the  suture 
line  would  be  subjected  to  the  maximal  distracting  force  when 
inflated  and  the  geometry  controlled.    The  area  closer  to  the 
ileocecal  valve  was  significantly  weaker  than  the  more  distal 
colon.    The  inverted  closures  were  noted  to  have  superior 
strength,  less  gross  adhesion  formation,  and,  on  microscopic 
examination,  a  more  prompt  return  to  normal  bowel  architect- 
ure. 

4759  MULTIPLE  MALIGNANT  TUMOURS  OF  THE 
COLON  AND  RECTUM.    (E.)    Dencker,  H.  (Lunds 

Lasarett,  Sweden),  G.  Liedberg  and  S.  TibbUn.   Acta  Chir 
Scand  135(3):260-262,  1969. 

Multiple  carcinomas  of  the  colon  and  rectum  were  recorded 
as  occurring  simultaneously  in  21  (2.3%)  of  908  cases  during 
an  8  yr  study  of  malignant  tumors  oi  the  colon  and  rectum. 
The  mean  age  was  68  yr  among  the  13  women  and  8  men.    In 
only  one  third  of  cases  was  the  multiplicity  detected  preopera- 
tively.    It  is,  therefore,  important  to  search  for  further  tumors 
at  operations  for  carcinoma  of  the  colon  and  rectum.   Twenty- 
eight  of  the  total  44  synchronous  multiple  tumors  were  in  the 
rectum  or  the  left  half  of  the  colon  and  16  in  the  right  half 
of  the  colon.   There  were  metastases  in  11  cases  (regional  lymph 
nodes  in  9  and  distant  in  l).   Twenty  of  the  21  came  to 
surgery:    hemicolectomy  (7),  abdominal  perineal  resection  (6), 


local  resection  (4),  colostomy  (2),  subtotal  colostomy  (1). 
All  the  tumors  were  adenocarcinomas:    13  were  probably  poly] 
which  had  undergone  malignant  degeneration.    Careful  follow- 
up  is  necessary. 


4760  BACTERIA  AND  THE  AETIOLOGY  OF  1 
CANCER  OF  THE  LARGE  BOWEL.    (E.)  | 

Aries,  V.  (St.  Mary's  Hosp.  Med.  Sch.,  London,  England), 
J.  S.  Crowther,  B.  S.  Drasar,  M.  J.  Hill  and  R.  E.  O.  Williams. 
Gut  10(5):  334-335,  1969. 

The  feces  of  40  healthy  English  and  48  Ugandan  adults  were 
compared  bacteriologically.   The  feces  from  English  subjects 
contained  significantly  more  bacteroides  and  bifidobacteria  but 
fewer  streptococci  and  lactobacilM  than  the  Ugandans.    The 
differences  may  be  due  to  dietary  differences:    the  English  live 
on  mixed  animal  and  vegetable  foods,  the  Ugandans  live  on  a 
high  carbohydrate  vegetarian  diet  with  little  fat  and  almost  no 
animal  protein.    Bacteroides  are  very  active  in  the  degradation 
of  bile  salts  and  they  may  produce  carcinogens  which  may 
partially  explain  the  higher  incidence  of  large  bowel  cancer  in 
the  English. 

4761  THE  ORIGIN  OF  FAECAL  FAT.    (E.) 

Wiggins,  H.  S.  (Central  Middlesex  Hosp.,  London, 
England),  K.  E.  Howell,  T.  D.  Kellock  and  J.  Stalder.    Gut 
10(5):400-403,  1969. 

Four  healthy  subjects  with  well  established  ileostomies  were 
fed  carmine  marked  test  diets  containing  a  high  proportion  of 
butter  or  corn  oil  and  the  proportions  of  the  different  fatty 
acids  in  the  ileostomy  dejects  estimated.   In  contrast  to  feces 
in  normal  subjects  with  a  colon,  the  composition  of  the  ileos- 
tomy fat  was  greatly  affected  by  changes  in  the  dietary  fat. 
Samples  of  nondietary  fat  in  the  ileostomy  dejecta  were  showi 
to  differ  significantly  from  dietary  fat.    Carmine  marker  traasi 
time  averaged  12.5  hi.   The  quality  of  fecal  fat  in  the  normal 
subject  is  largely  determined  by  the  addition  of  nondietary  fat 
derived  from  intestinal  desquamation  and  bacterial  reduction 
of  unsaturated  fatty  acids  in  the  colon. 


4762  MOBILE  CECUM  SYNDROME.    (Ger.)    Bay,  V. 

(Surg.  U.  Clin.,  Hamburg,  Germany),  H.  A.  Bruns 
E.  Farthmann  and  P.  Matthaes.  Z  Kinderchir  5(SuppL):  91-98, 
1968. 

Of  700  patients  with  clinically  and  radiologically  confirmed 
mobile  cecum  syndrome,  cecopexy  and  appendectomy  were 
performed  in  135  and  appendectomy  only  in  15.    At  the  time 
of  follow-up,  77  out  of  122  patients  (63%)  were  free  of  symp 
toms;  29  chUdren  (24%)  had  complaints  due  to  conditions 
not  related  to  cecopexy  (e.g.  peptic  ulcer,  parasitic  diseases, 
inflammatory  intestinal  disease);  16  patients  (13%)  still  had 
typical  symptoms  without  radiological  evidence  of  a  mobile 
cecum.    In  a  group  of  12  of  the  patients  who  had  had  an  ap- 
pendectomy without  cecopexy,  7  were  free  of  complaints  and 
5  had  continuing  typical  pain.    Cecopexy  and  appendectomy 
in  cases  of  the  mobile  cecum  syndrome  are  recommended  spec 
ally  in  those  under  12. 
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♦763  MUCOCELE  AND  CARCINOMA  OF  THE 

APPENDIX.    (It.)    Molinari,  L.  (Civ.  Hosp. 
Borgonovo,  Italy)  and  L.  Bolognesi.    Chir  Gastroent  2(2): 
215-221,  1968. 

V  case  of  caicinoma  of  the  appendix  (male,  75  yr  old,  previ- 
)usly  operated  on  for  hypertrophy  of  the  prostate,  and  gas- 
lectomy  for  gastric  ulcer)  and  a  case  of  malignant  mucocele 
female,  50  yr  old,  previously  operated  on  for  ovarial  cyst).    In 
)oth  patients  the  symptoms  were:    pain  in  the  right  fossa  iliaca 
Lanz  and  McBumey's  points),  nausea,  vomiting,  fever;  poor 
[eneral  condition,  with  pallor  of  the  skin  and  mucous  mem- 
iranes  and  a  positive  Rowsing  and  Blumberg's  test.    In  the  first 
•atient,  when  the  abdominal  cavity  was  opened,  an  edematous, 
eddish,  7  cm  long  appendix,  firmly  adherent  to  the  cecum, 
/as  observed.   Adhesiotomy,  and  appendectomy  were  performed, 
"he  patient  recovered  completely.    Histological  examination 
howed  an  adenocarcinoma  of  the  appendix.    In  the  second 
atient,  a  dense  layer  of  mucous  and  gelatinous  substance  in 
he  right  fossa  iliaca  and  an  edematous  and  thickened  appendix, 
overed  with  the  same  substance,  were  found.    Appendectomy 
nd  plastic  reconstruction  of  the  wall,  by  previous  tubular 
rainage  of  the  peritoneal  cavity,  were  performed.    Histological 
xamination  showed  malignant  appendicular  mucocele  due  to 
elatinous  carcinoma  of  the  appendix.   The  patient  died  5 
lonths  later  of  neoplastic  cachexia. 

764  SURVIVAL  TIME  IN  RECTUM  CANCER.    (Fr.) 

Levrat,  M.,  J.  P.  Leonard  and  F.  Brodschii.   Rev 
yon  Med  17(ll):483-489,  1968. 

or  a  period  of  20  yr,  200  rectal  cancer  patients  have  been 
udied  and  statistically  evaluated.    They  were  divided  in  3 
lain  groups:    47  patients  were  not  operated;  33  patients  re- 
;ived  a  simple  colostomy;  115  patients  were  treated  with 
irative  operations,  conservative  surgery,  or  amputation.    The 
oerative  mortality  for  these  types  of  operations  were  resp. 
1%,  16%  and  13%.    The  survival  in  the  first  2  groups  (not 
Derated  and  simple  colostomy)  was  low:    80%  of  the  patients 
ed  1  yr  after  the  operation  or  the  diagnosis;  2  patients  sur- 
ged more  than  5  yr.    Among  the  group  receiving  curative 
Jerations,  55  patients  survived  more  than  5  yr.    Young  age, 
oerative  forms,  or  late  diagnosis  make  for  an  unfavorable  prog- 
)sis.    Survival  was  higher  for  women  and  for  patients  who  had 
prolonged  tumor  evolution  before  diagnosis;  tumors  located 
gh  in  the  rectum,  those  which  do  not  penetrate  beyond  the 
ctal  wall,  and  degenerative  benign  tumors  have  a  better  prog- 


4766  SUPPLEMENTARY  SURVEY  OF  APPENDICITIS 

IN  AFRICANS  (ONE  THOUSAND  CASES).    (Fr.) 
Carayon,  A.  (Gen.  Hosp.,  Dakar,  Senegal)  and  F.  BUn.    Bull 
Soc  Med  Afr  Noire  Lang  Franc  13(3):696-698,  1968. 
The  frequency  of  appendicitis  in  Africans  has  been  determined 
during  1949-67.    During  the  yr  1961-68,  465  appendicitis  cases 
were  observed  (3.6%  of  all  the  patients  hospitalized  at  the 
General  Hopital,  Dakar);  68%  were  acute  appendicitis,  11% 
chronic,  and  20%  peritoneal  complications.    During  the  yr  1952- 
60  there  were  less  acute  forms  (50%),  more  chronic  forms  (28%) 
and  about  the  same  percentage  of  compUcations  (22%),  with 
the  same  incidence  of  appendicitis  in  the  total  population. 
More  chronic  (36%)  and  less  acute  appendicitis  cases  (30%) 
were  observed  during  the  yr  1949-1952. 

4767  PAINLESS  HEMORRHOIDECTOMY.    (Fl.) 

Ceulemans,  G.    T  Gastroent  1 1(6):593-598,  1968. 


65  RESULTS  OF  LOW  ILEO-SIGMOIDAL  OR 

ILEO-RECTAL  ANASTOMOSIS  AFTER  TOTAL 
t  SUBTOTAL  COLECTOMY.  (Fr.)  Mialaret,  J.  Bull  Acad 
It  Med  (Paris)  152(11-12):173-181,  1968. 

o-rectal  anastomosis  following  subtotal  or  total  colectomy 
is  performed  in  50  cases  (40  hemorrhagic  coUtis  and  10 
lyposis).   There  were  5  deaths  (12.5%)  attributed  mainly  to 
5  seriousness  of  the  patient's  condition  and  2  deaths  were  due 
the  partial  separation  of  the  anastomosis.    Anastomotic 
erations  were  simpler  after  colectomy  than  after  ileostomy; 
mal  transit  usuaUy  returned  after  3  days.    Recovery  of  an' 
istomized  rectum  depends  upon  its  condition  at  the  time 
operation,  upon  its  response  to  local  treatment  and  upon 
5  length  of  the  recto-sigmoidal  tract. 


4768  RECTAL  AND  ANAL  PROLAPSE.    (Dut.) 
Wittebol,  P.  (U.  Med.  CUn.  Cent.  Hosp.,  Amsterdam, 

Netherlands).    T  Gastroent  ll(6y.56l-573,  196S. 

4769  FAMILIAL  POLYPOSIS  OF  THE  LARGE  IN- 
TESTINE IN  AN  1 1-YEAR-OLD  BOY.    (Pol.) 

Sztaba,  R.  (Pediat.  Surg.  Clin.,  Gdansk,  Poland).    Wiad  Lek 
21(22):2051-2053,  1968. 

4770  A  CASE  OF  DOUBLE  CANCER  OF  THE 
COLON.   (Pol)    Kuhcz,  A.    Wiad  Lek  21(22): 

1985-1986,  1968. 

4771  LYMPHANGIOMATOUS  HAMARTOMA 
WITH  INTUSSUSCEPTION  OF  THE  CAPUT 

CAECI.   (E.)    Nagle,  R.  (Dept.  Pathol.,  U.  Edinburgh,  Scotland). 
Brit  J  Surg  55(ll):879-880,  1968. 

4772  PERFORATION  OF  THE  CECUM  DURING 
THE  COURSE  OF  SYSTEMIC  LUPUS  ERY- 
THEMATOSUS.   (Pol)    Litwin,  M.  (1st  Surg.  Clin.,  Acad. 
Med.,  LubUn,  Poland),  L.  Kurylcio  and  S.  Kurylcio.   Pol  Przegl 
Chir  40(11):1388-1390,  1968. 

4773  SUCCESSFUL  SURGICAL  TREATMENT  OF 
RECURRENT  CANCER  OF  THE  LARGE  IN- 
TESTINE.   (Rus.)    Miagku,  M.  A.    Fop  Onto/ 14(12):  100-101, 
1968. 

4774  SURGICAL  TREATMENT  OF  ACUTE  ANO- 
RECTAL THROMBOPHLEBITIS.    (Rus.)    Briakin, 

M.  I.  (Abna-Ata  Med.  Inst.,  USSR)  and  N.  V.  Mun.    Khirurgiia 
(Moskva)  44(12):94-97,  1968. 

4775  AGENESIS  OF  THE  VERMIFORM  APPENDIX: 
REPORT  OF  A  CASE.   (Por.)    Lomba  Galvao, 

M.  S.  (Fac.  Med.,  Fed.  U.  Espirito  Santo,  Brazil).   Folha  Med 
56(2):  203-205,  1968. 

4776  ABDOMINAL  PAIN  IN  123  PATIENTS  WITH 
UNCOMPLICATED  DIVERTICULOSIS  OF  THE 

COLON.    (Por.)    Siffert,  G.  Jr.  (Sch.  Postgrad.  Med.,  Pontificia 
Cath.  U.,  Rio  de  Janeiro,  Brazil),  M.  F.  Gomes  Jardim,  R. 
Bretas  Bhering  and  M.  J.  de  Brito  Viegas.   Folha  Med  56(2): 
233-238,  1968. 
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4777  PROCTITIS  RESULTING  FROM  RADIO- 
THERAPY.   (Por.)    Pinheiro  Magalhaes,  J. 

(Gen.  Polyclin.,  Rio  de  Janeiro,  BrazU)  and  E.  Meireles  de 
Miranda.   Folha  Med  56(2):279-286,  1968. 

4778  HIRSCHSPRUNG'S  DISEASE  IN  THE  ADULT. 

(E.)    Lockhart-Mummery,  H.  E.  (St.  Mark's  Hosp., 
London,  England).   Acta  Chir  Belg  (Suppl.  2): 39-46,  1967. 

4779  EXPERIENCES  WITH  ANAL  FISTULAE.    (Dut.) 
Gruwez,  J.  A.  (St.  Rafael  U.  Med.  Clin.,  Louvain, 

Belgium),  E.  van  Calster  and  A.  Lacquet.  Acta  Chir  Belg 
(Suppl.  2):27-38,  1967. 


4780 


POLYPOSIS  OF  THE  COLON.    (Dut.)    van  der 
Voort,  G.  (Stuivenberg  Hosp.,  Antwerp,  Belgium). 
Acta  Chir  Belg  (Suppl.  2):93-98,  1967. 


4781  VASCULAR  DISORDERS  OF  THE  COLON. 

(E.)    Marston,  A.  (Middlesex  Hosp.,  London, 
England).  Acta  Chir  Belg  (Suppl.  2):80-91,  1967. 

4782  REVERSIBLE  VASCULAR  REGIONAL  COLITIS. 

(Fl.j    Hubens,  A.  (Stuivenberg  Hosp.,  Antwerp, 
Belgium),  C.  Dochez  and  W.  Van  Vooren.    T  Gastroent  11(6): 
551-560,  1968. 

4783  PREOPERATIVE  TREATMENT  OF  PATIENTS 
ADMITTED  FOR  SURGERY  ON  THE  COLON: 

WATER  AND  ELECTROLYTE  BALANCE,  CHANGES 
THEREIN,  THE  CLINICAL  PICTURE,  AND  PATHOGENESIS. 

(Sp.)    Requesens  Manterola,  C.  (Pages  Milit.  Hosp.,  Melilla, 
Spain).  Med  Or  Guerra  29(10):561-567,  1967. 

4784  MEASLES  AND  ACUTE  APPENDICITIS  IN 
CHILDREN.   (Rus.)    Fel'dman,  Kh.  I.  (Kiev 

Med.  Inst.,  USSR),  G.  S.  Drach  and  R.  1.  Zabara.   PediatrUa 
46(8):77-78,  1967. 

4785  TORSION  OF  THE  SIGMOID.   (Pol.)    Nagay,  B. 
(2nd  Surg.  Clin.,  Polish  Med.  Acad.,  Szczecin). 

PolPrzegl  Chir  39(9):865-869,  1967. 

4786  A  CRITIQUE  OF  ANAL  GLANDULAR  IN- 
FECTION IN  THE  AETIOLOGY  AND  TREAT- 
MENT OF  IDIOPATHIC  ANORECTAL  ABSCESSES  AND 
FISTULAS.   (E.)   Goligher,  M.  E.  (Gen.  Infirm.,  Leeds, 
England)  and  A.  G.  Pissidis.    Brit  J  Surg  54(12):977-983,  1967. 

4787  SPHINCTER  SAVING  EXCISION  IN  SEVERE 
PROCTOSIGMOID  IRRADIATION  INJURIES. 

(E.)    Scheinin,  T.  M.  (Deaconess  Hosp.,  Helsinki,  Finland) 
and  O.  Kivioja.  Acta  Chir  Scand  133(7):584-590,  1967. 

4788  THERAPY  OF  HEMORRHOIDS  WITH  PARK'S 
OPERATION.   (Dut.)  Seghers,  K.  (Imelda  Hosp., 

Bonheiden,  Belgium)  and  G.  Verbeeck.   Acta  Chir  Belg 
(SuppL  2):  10-20,  1967. 

4789  SEXUAL  DYSFUNCTION  AFTER  RECTAL 
SURGERY.   (Dut.)    Ceulemans,  G.  Acta  Chir 

Belg  (SuppL  2):21-26,  1967. 


4790  HIRSCHSPRUNG'S  DISEASE  ASSOCIATED 
WITH  A  VARIANT  FORM  OF  ACHONDRO- 
PLASIA, IN  SISTER  AND  BROTHER.    (E.)    Roberts,  P.  A.  L. 
(Royal  Alexandra  Hosp.  Sick  Child.,  Brighton,  England),  T.  P. 
Mann  and  J.  Rubin.   Proc  Roy  Soc  Med  62(4):  329,  1969. 

4791  CANCER  OF  THE  COLON  AND  OF  THE 
RECTUM  IN  ISRAEL.    (Heb.)    Mass,  N.  (Beth 

Cholim,  Tel  Hashomer,  Israel)  and  B.  Modan.   Harefuah 
86(10):464-468,  1969. 

4792  BLOOD  AND  IRON  LOSS  IN  COLITIS.    (E.) 

Stack,  B.  H.  R.  (St.  Mark's  Hosp.,  London, 
England),  T.  Smith  J.  H.  Jones,  and  J.  Fletcher.   Proc  Roy 
Soc  Med  62(5):497,  1969. 

4793  ERRORS  AND  DANGERS  IN  THE  DIAGNOSIS 
OF  ACUTE  APPENDICITIS.    (Ger.)   Schmauss, 

A.  K.  (Stadtischen  Krankenhauses  im  Friedrichshain,  Berlin, 
Germany).   Z  Aerztl  Fortbild  (Jena)  63(9):486-491,  1969. 


4794 


ABDOMINAL  TRAUMA.    (Por.)    Diniz  FUho, 
O.  (Santa  Casa  de  Misericordia,  Belo  Horizonte, 

Brazil)  and  A.  M.  Ribeiro.   Rev  Ass  Med  Minas  Gerais  19(2): 

127-134,  1969. 

4795  THE  USE  OF  PLASMA  CORTISOL  ESTIMA- 

TIONS IN  THE  MANAGEMENT  OF  COLITIS. 

(E.)    Jones,  J.  H.  (St.  Mark's  Hosp.,  London,  England),  M. 
Friedman,  J.  M.  Hinton  and  J.  E.  Lennard- Jones.   Proc  Roy 
Soc  Med  62(5):497-499,  1969. 


4796  X-RAY  DIAGNOSIS  OF  INTESTINAL  IN- 
VAGINATION IN  CHILDREN.    (Ger.)    Manolov, 

L.  (ChUd.  Surg.  Clin.,  Sofia,  Bulgaria),  I.  Ivantschev  and  C. 
Christov.   Radiol  Diagn  10(1):9-14,  1969. 

4797  CARCINOMA  OF  THE  LARGE  INTESTINE 
AFTER  RADIUM  THERAPY  OF  THE  FEMALE 

GENITAL  ORGANS.   (Ger.)    Yasargil,  E.  O.  (U.  Surg.  Clin., 
Basel,  Switzerland)  and  K.  G.  BreguUa.   Helv  Chir  Acta  34(5): 
399-405,  1967. 

4798  ANCHORING  MECHANISMS  OF  THE  ANO- 
RECTAL REGION.   PARTH.    (E.)   WUson, 

P.  M.  (Dept.  Anat.,  U.  Cape  Town,  S.  Africa).   S  Afr  Med  J 
41(44):1138-1143,  1967. 

4799  CLINICAL  AND  PATHOLOGICAL  ASPECTS 
OF  CANCER  OF  THE  COLON  IN  193  SURGIC 

CASES:    RESULTS  OF  SURGICAL  TREATMENT.    (Jap.) 
Majima,  S.,  K.  Karube,  T.  Narisawa,  T.  Takahashi  and  T. 
Machida.   Jap  J  Cancer  Gin  13(11):998-1004,  1967. 

4800  CUNICAL  AND  PATHOLOGICAL  ASPECT 
OF  CANCER  OF  THE  COLON  IN  193  SURGIC 

CASES:    SYMPTOMS  AND  PATHOLOGICAL  FINDINGS. 

(Jap.)  Majima,  S.,  K.  Karube,  T.  Narisawa,  I.  Yamaguchi,  K. 
Yoshida  and  T.  Teshima.  Jap  J  Cancer  Clin  13(10):  86 1-868, 
1967. 
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4801  CLINICAL  AND  PATHOLOGICAL  ASPECTS 
OF  RECTAL  CANCER  IN  326  SURGICAL 

CASES:    SYMPTOMS  AND  PATHOLOGICAL  FINDINGS. 

(Jap.)    Majima,  S.,  K.  Karube,  T.  Narisawa,  H.  Hoshi  and  T. 
Hiroki.   Jap  J  Cancer  Clin  13(12):  1088-1093,  1967. 

4802  TREATMENT  OF  A  PERINEAL  WOUND 
AFTER  COMBINED  EXTIRPATION  OF  THE 

RECTUM.    (Rus.)    Ryzhikh,  A.  N.  (Sci.  Res.  Lab.  Proctol. 
Clin.  Minist.  Hlth.  RSFSR,  USSR),  V.  B.  Aleksandrov  and  1.  M. 
Inoiatov.    Vestn  Khir  Grekov  99(ll):85-88,  1967. 


4803 


728,  1969. 


4804 


CANCER  OF  THE  RECTUM.    (Rev.jfFr.) 
Keuchkerian,  A.   Rev  Med  Toulouse  5(6):  713- 


COLONIC  DIVERTICULOSIS  AND  DIVERTICU- 
LITIS.  (Fin.)    Salmenkivi,  K.    Suom  Lddk  24(19): 
1680-1682,  1969. 

4805  EFFECTIVE  DECOMPRESSION  OF  THE 
COLON  BY  TRANSVERSE  COLON  TUBE 

COLOSTOMY.   (E.)    Drosd,  R.  E.  (U.  Miami  Sch.  Med.,  Fla.) 
and  E.  Shocket.   Surg  Gynec  Obstet  129(1):  123-125,  1969. 

4806  SOME  PROBLEMS  OF  HIRSCHSPRUNG'S 
DISEASE.    (Rev.)(E.)    Aziz  Abdel,  A.  (Fac.  Med., 

U.  Assiut,  Egypt).   Alexandria  Med  J  15(l):61-72,  1969. 

4807  NEONATAL  ACUTE  APPENDICITIS.    [CASE 
REPORT]    (E.)    Parkiiurst,  G.  F.  (Ellis  Hosp., 

Schenectady,  N.  Y.)  and  S.  C.  Wagoner.   New  York  J  Med 
69(13):1929-1930,  1969. 

4808  ACUTE  LEFT-SIDED  APPENDICITIS.    [CASE 
REPORT]    (E.)    Owen-Smith,  M.  S.  (Milit.  Hosp., 

Terendak,  Malacca,  Malaysia).   Brit  J  Surg  56(3):233-234,  1969. 


4809  CROHN'S  DISEASE  OF  THE  APPENDIX  PRE- 

SENTING AS  ACUTE  APPENDICITIS.  [CASE 
REPORT]    (E.)    HaU,  J.  H.  (Watford  Gen.  Hosp.,  England) 
and  M.  D.  Hellier.    Brit  J  Surg  56(5):390-392,  1969. 


4810 


and  D 


4811 


DIVERTICULUM  OF  CAECUM.    (E.)    Peeling, 
W.  B.  (Royal  Gwent  Hosp.,  Newport,  England) 
A.  Aubrey.    Brit  J  Surg  56(2):  145-148,  1969. 


PERFORATION  IN  DUPLICATION  OF  COLON. 

[CASE  REPORT]  (E.)  Raid,  I.  S.  (Papuan  Med. 
CoU.,  Boroka,  Papua,  New  Guinea).  Brit  J  Surg  56(2):  155-156 
1969. 

4812  CARCINOMA  OF  LARGE  BOWEL  ASSOCLS^TED 
WITH  ACUTE  APPENDICITIS.    (E.)    Miln,  D.  C. 

(Stobhill  Gen.  Hosp.,  Glasgow,  Scotland)  and  I.  S.  McLaughlin. 
Brit  J  Surg  56(2):143-144,  1969. 

4813  DUPLICATION  OF  THE  COLON.    [CASE 
REPORT]    (E.)    McPherson,  A.  G.  (Southmead 

Hosp.,  Bristol,  England),  J.  E.  Trapnell  and  G.  R.  Airth.   Brit 
J  Surg  56(2):  138-142,  1969. 

4814  THE  INCIDENCE  OF  LYMPHOID  FOCI 
IN  THE  LARGE  INTESTINE.    (E.)    TraiU, 

M.  A.  (Repatriation  Gen.  Hosp.,  Heidelberg,  Victoria, 
AustraUa).   Med  J  Aust  2(16):809-810,  1967. 


4815 


1968. 


4816 


PERFORATION  OF  THE  COLON.    (Bui.) 
Zlatarski,  G.   Khirurgiia  (Sofiia)  21(6):532-537, 


PERSONAL  EXPERIENCE  IN  TREATING 
RECTAL  PROLAPSE.   (Bui)    MikhaUov,  P.  (Inst. 

Milit.  Med.,  Sofia,  Bulgaria).   Khirurgiia  (Sofiia)  21(6): 5 37-542, 

1968. 


See  also:    4290,4530,4541,4547,4568,4701,4706,4708,4741,4817,5020,5065,5080 
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4817  GRANULOMATOUS  COLITIS.    (E.)    Barnett, 

W  O  (U.  Mississippi  Med.  Ctr.,  Jackson),  L.  O. 
Mora  and  J.  E.  Varner.   Southern  Med  J  62(4):373-377,  1969. 
Twenty  cases  (12  male,  8  female)  of  granulomatous  colitis 
managed  during  an  8  yr  period  are  reviewed.    Eighty  percent 
of  these  patients  were  less  than  40  yr  of  age.   The  more  pro- 
minent cUnical  findings  consisted  of  diarrhea,  abdominal  pain, 
fever,  and  weight  loss.   The  total  colon  and  rectum  were  in- 
volved in  5  cases,  and  a  less  extensive  disease  process  in  the 
rest.   Complications  such  as  perirectal  abscess  (5),  and  fistulae 
(5  rectal  and  5  enterocutaneous)  were  observed.    Stenosis  (3) 
and  obstruction  (2)  of  the  bowel  lumen  were  also  prominent 
as  complications.    A  segmental  resection  with  preservation  of 
some  of  the  normal  appearing  colon  was  utiUzed  in  cases  of 
limited  involvement  (9).   Total  colectomy  and  ileostomy  were 
used  where  there  was  extensive  disease  (4).    Segmental  resec- 
tion was  foUowed  by  a  relatively  high  rate  of  recurrence 
(30-40%),  whUe  total  colectomy  can  be  expected  to  yield  good 
results  on  a  long  term  basis.    Ileoproctoscopy  appeared  to  be 
an  unsatisfactory  surgical  procedure  because  of  an  exceedingly 
high  recurrence  rate  at  the  suture  Une.    There  were  no  opera- 
tive deaths  among  the  13  cases  managed  surgicaUy.   Pseudo- 
diverticuli,  a  cobblestone  appearance  of  the  mucosa,  and  in- 
ternal fistula  formation  in  the  large  intestine  are  suggestive  of 
granulomatous  colitis. 

4818  THE  NATURE  OF  BENIGN  STRICTURES  IN 

ULCERATIVE  COLITIS.    (E.)    Goulston, 
S  J  M    (Royal  Prince  Alfred  Hosp.,  Sydney,  Australia)  and 
V.  J.  McGovern.   New  Eng  J  Med  281(6):290-295,  1969. 

A  series  of  19  benign  strictures  of  the  colon  in  chronic  ulcera- 
tive colitis  patients  showed  insufficient  fibrosis  in  the  resected 
specimens  to  account  for  the  narrowing.    Measurements  of  the 
various  layers  of  the  gut  waU  were  made  in  both  the  portions 
involved  and  those  not  involved  by  stricture,  and  these  were 
compared  with  similar  measurements  in  resected  specimens 
from  patients  with  ulcerative  coUtis  without  stricture  and  in 
.  normal  sigmoid  colons.   The  most  striking  finding  was  that  in 
ulcerative  coUtis  the  muscularis  mucosae  is  hypertrophied  and 
is  in  a  state  of  contraction.   In  the  zones  of  stricture  the  con- 
traction appears  to  be  so  forceful  that  the  inner  circular  coat 
of  the  muscularis  mucosae  pulls  away  from  the  outer  longi- 
tudinal coat,  thereby  narrowing  the  lumen  of  the  gut.   Such 
strictures  should  therefore  be  reversible. 

4819  THE  ROLE  OF  ELECTROCOAGULATION  OF 

THE  THALAMOCORTICAL  FIBERS  IN  THE 
TREATMENT  OF  HEMORRHAGIC  RECTOCOLITIS.    (Fr.) 

Hillemand,  P.  Actualites  Hepatogastroent  Hotel  Dieu  4(5): 
A276-A283,  1968. 


4820  MEDICAL  TREATMENT  OF  HEMORRHAGIC 
RECTOCOLITIS.    (Fr.)    Bernier,  J.  J.  Actualites 

Hepatogastroent  Hotel  Dieu  4(5):A257-A261,  1968. 

4821  GLYCOGENOSIS  AND  ULCERATIVE  COLITIS 
IN  A  THREE  YEAR-OLD  CHILD.    (Cz.) 

Kesslerova,  Z.  (Fac.  Gen.  Med.,  Charles  U.,  Prague, 
Czechoslovakia),  M.  Kobylkova  and  A.  VaUk.   Cesk  Pediat 
23(10):917-921,  1968. 


4822  RECENT  ADVANCES  IN  MEDICAL  TREAT- 
MENT OF  ULCERATIVE  COLITIS.    (E.) 

Truelove,  S.  C.  (RadcUffe  Infirm.,  Oxford,  England).  Proc  Roy 
Soc  Med  62i5y.502,  1969. 

4823  ESCHERICHIA  COLI  AND  ULCERATIVE  COLI- 
TIS.   (E.)    Cooke,  E.  M.  (St.  Bartholomew's 

Hosp.,  London,  England).  Proc  Roy  Soc  Med  62(5):501-502, 
1969. 

4824  IMMUNOSUPPRESSIVE  THERAPY  IN  ULCERA- 
TIVE COLITIS.   (E.j    Jones  R.  A.  (West  Suffolk 

Gen.  Hosp.,  Bury  St.  Edmunds,  England).  Proc  Roy  Soc  Med 
62(5):499-501,  1969. 

4825  PATHOGENESIS  OF  ULCERATIVE  COLITIS. 

(Fr.)   Crabbe,  P.  (Med.  CUn.,  Louvain,  Belgium). 
Louvain  Med  86(9):539-551,  1967. 


4826  COURSE  AND  PROGNOSIS  OF  ULCERATIVE 

COLITIS  DEVELOPING  IN  CHILDHOOD.  (E.) 
Hughes,  E.  S.  R.  (Royal  Melbourne  Hosp.,  Australia).  Med  J 
Aust  l(9):443-444,  1969. 


4827 


ULCERATIVE  COLITIS:    THINGS  TO  KNOW 
BEFORE  GIVING  STEROIDS.    (E.)    Gelzayd, 

E.  A.  (Wayne  State  U.  Sch.  Med.,  Detroit,  Mich.).   Consultant 

9(5):14-17,  1969. 

4828  ULCERATIVE  COLITIS  AND  GRANULOMA- 

TOUS DISEASE  OF  THE  BOWEL.    SOME  OF 
THEIR  FAMILIAL  AND  GENETIC  CHARACTERISTICS 
WITH  A  REPORT  OF  ULCERATIVE  COLITIS  IN  THREE 
OF  FIVE  SIBLINGS.    (E.)    Van  Der  Reis,  L.  (U.  California 
Sch.  Med.,  San  Francisco).  Amer  J  Gastroent  52(l):56-64, 
1969. 


See  also:    4708 
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PANCREAS 


4829  THE  SURGICAL  TREATMENT  OF  PANCREATIC 
PSEUDOCYSTS.    (E.)    Dencker,  H.  (Lunds 

Lasarett,  U.  Lund,  Sweden),  G.  Liedberg  and  S.  Tibblin.  Acta 
ChirScand  135(3):218-220,  1969. 

Twenty  eight  patients  (18  male,  10  female)  with  pancreatic 
cysts,  all  nonneoplastic,  were  operated  upon  during  an  18  yr 
period.   Of  the  32  operations  performed,  external  drainage  was 
used  22  times  (marsupialization,  15  and  simple  drainage,  7). 
Twenty-seven  of  the  cysts  were  grossly  classified  as  pseudocysts, 
1  was  described  as  a  retention  cyst.   In  5  the  etiology  was 
trauma,  23  were  postinflammatory.   Three  of  the  4  procedures 
requiring  reoperation  were  external  drainage  types.   One  death 
occurred  postoperatively  due  to  multiple  pulmonary  emboli. 
The  median  fistulation  time  was  3  months  in  externally  drained 
cysts.    Drainage  procedures  required  a  somewhat  longer  post- 
operative hospitahzation. 

4830  CYSTIC  FIBROSIS  OF  THE  PANCREAS.    A 
GENERALISED  DISTURBANCE  OF  WATER 

AND  ELECTROLYTE  MOVEMENT  IN  EXOCRINE  TISSUE. 

(E.j    Johansen,  P.  G.  (Royal  Children's  Hosp.,  Melbourne, 
Australia),  C.  M.  Anderson  and  B.  Hadorn.   Lancet  1(7540): 
455-460,  1968. 

Investigations  have  been  made  of  1 0  patients  with  proven  mu- 
coviscidosis who  had  sufficient  functioning  pancreatic  tissue 
to  prevent  signs  and  symptoms  of  malabsorption.    In  response 
to  the  standard  test  for  pancreatic  function  by  the  i.v.  injection 
of  pancreozymin-secretin,  they  produced  a  scanty  viscous  pan- 
creatic secretion  with  an  extremely  low  bicarbonate  ion  content 
in  contrast  to  the  copious  watery  fluid  with  a  high  bicarbonate 
ion  content  obtained  from  healthy  persons.   The  total  output 
of  pancreatic  enzymes  was  usually  within  the  normal  range. 
In  essence,  the  response  to  pancreozymin  in  the  patients  with 
mucoviscidosis  was  normal  while  the  response  to  secretin  was 
grossly  decreased.   In  a  few  patients  a  high  secretin  dose  in- 
creased the  volume  and  bicarbonate-ion  content  of  the  pan- 
creatic secretion,  indicating  that  there  might  be  a  "threshold 
effect";  however,  normal  levels  were  not  attained.    An  hypo- 
thesis based  on  these  observations  and  current  knowledge  re- 
lates the  disturbance  in  mucous  and  serous  glands  in  muco- 
viscirdosis  to  a  single  biochemical  abnormality:    the  inhibition 
of  the  movement  of  water  and  ions  through  the  secretory  cells 
in  the  affected  glands.   This  disturbance  probably  is  in  the 
extracellular  space,  and  is  related  to  the  structure  or  porosity 
of  mucopolysaccharide-rich  regions,  either  in  the  connective 
tissue  itself  or  in  a  mucoid-rich  layer  next  to  the  cell  plasma- 
membrane. 

4831  PANCREOZYMIN-SECRETIN  TEST  OF  EXO 
CRINE  PANCREATIC  FUNCTION  IN  CYSTIC 

FIBROSIS  AND  THE  SIGNIFICANCE  OF  THE  RESULT  FOR 
THE  PATHOGENESIS  OF  THE  DISEASE.    (E.)    Hadorn,  B. 
(Royal  Child.  Hosp.,  Pres.  Found.,  Melbourne,  AustraUa),  P.  G. 
Johansen  and  C.  M.  Anderson.  Aust  Paediat  J  4(l):8-22,  1968. 

Pancreozymin-secretin  tests  were  performed  on  10  children  with 
cystic  fibrosis  of  the  pancreas  who  showed  no  clinical  symptoms 
of  exocrine  pancreatic  insufficiency.    After  an  overnight  fast, 
duodenal  intubation  was  carried  out  using  a  special  three-lumened 


pediatric  duodenal  tube.   Pancreatic  secretion  was  stimulated 
by  i.v.  injection  of  2  U/kg  pancreozymin  and,  after  20  min, 
2  U/kg  secretin.    Five  samples  of  duodenal  juice  were  obtained 
from  each  patient  at  10-min  intervals  and  determinations  made. 
The  mean  and  range  of  values  were  compared  with  those  from 
a  control  group  of  27  children.   All  parameters  of  exocrine 
pancreatic  function,  volume,  bicarbonate,  and  enzymes  were 
dimished  in  the  patients.   Volume  was  about  3  times  lower 
and  bicarbonate  output  about  10  times  lower  than  the  lowest 
value  in  the  control  group.    Enzyme  output,  which  was  not 
so  severly  reduced,  showed  great  variation,  and  the  values  for 
patients  and  for  controls  overlapped.   When  the  mean  enzyme 
output  of  patients  was  compared  with  the  lowest  control  value, 
the  values  for  patients  were  in  the  normal  range,  with  the  ex- 
ception of  amylase.    The  total  output  of  bicarbonate  and  the 
total  output  of  chymotrypsin  were  plotted  on  a  graph,  the 
former  on  the  ordinate  and  the  latter  on  the  abscissa.   The 
values  for  patients  and  those  for  controls  formed  2  distinct 
populations  with  no  overlap  of  values.   In  patients  there  is  a 
discrepancy  between  enzyme  output  and  bicarbonate  output. 
At  least  in  this  specific  group  of  patients  water  and  bicarbonate 
secretion  from  the  pancreas  was  more  severely  affected  than 
enzyme  secretion.   The  pathological  features  of  the  pancreas 
in  cystic  fibrosis  may  result  from  the  failure  to  produce  an 
adequate  amount  of  electrolyte  containing  fluid,  and  changes 
in  other  organs  may  result  from  a  similar  phenomenon. 

4832  FATTY  ACID  COMPOSITION  OF  THE  FECAL 
LIPIDS  IN  CHILDREN  WITH  CYSTIC  FIBRO- 
SIS BEFORE  AND  DURING  TREATMENT  WITH  PANCREA- 
TIN.   (It.j    Cardi,  E.  (Pediat.  CUn.,  U.  Rome,  Italy),  M. 
Antonelli  and  L.  Annibaldi.  Minerva  Pediat  19(27):2011- 
2013, 1967. 

4833  SURGICAL  TREATMENT  OF  PANCREATIC 
CYSTS,  BASED  ON  7  PERSONAL  CASES. 

(Gr.)    Psomopoulos,  N.  (1st  Surg.  Clin.,  U.  Athens,  Greece). 
Galenus  19(9):561-576,  1967. 


4834  THE  SYNDROME  OF  CONGENITAL  PANCREAT- 
IC INSUFFICIENCY,  CHRONIC  RESPIRATORY 

DISEASE  AND  CHRONIC  LIVER  DAMAGE.    (E.)    HavUkova, 
D.  (3rd  Pediat.  CUn.,  Charels  U.,  Prague,  Czechoslovakia),  O. 
Vychytil  and  J.  Jeli'nek.  Acta  Paediat  Scand  56(6):676-680, 
1967. 

4835  FAMILIAL  PANCREATIC  EXOCRINE  DYSFUNC- 
TION WITH  PANCREATIC  CALCIFICATION. 

(E.)    Mann,  T.  P.  (Royal  Alexandra  Hosp.  Sick  Child.,  Brighton, 
England)  and  J.  Rubin.  Proc  Roy  Soc  Med  62(4):326,  1969. 

4836  ENTRY  OF  COMMON  BILE  AND  PANCREATIC 
DUCTS  INTO  A  DUODENAL  DIVERTICULUM. 

CAUSE  OF  PANCREATICOBILIARY  DISEASE.    (E.)    WiUox, 
G.  L.  (U.  Alberta  Hosp.,  Edmonton,  Canada)  and  L.  B. 
Costopoulos.  Arch  Surg  (Chicago)  98(4):447-450,  1969. 
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4837  SUBACUTE  PANCREATITIS  AND  CONGENITAL 
MALFORMATION  OF  THE  BILE  DUCT  IN 

CHILDREN.    (Fr.)    Roy,  C.  (Trousseau  Hosp.,  Paiis,  France), 
J.  Navarro,  D.  Graveleau,  G.  Lasfargues  and  A.  Toudoire.  Ann 
Med  Intern  (Paris)  120(3):163-171,  1969. 

4838  MUCOVISCIDOSIS.    (Ger.)    Stephan,  U.  (Pediat. 
Clin.,  U.  Erlangen,  Germany).   Landarzt  44(34): 

1662-1668,  1968. 

4839  THE  PATHOGENESIS  AND  TREATMENT  OF 
FUNCTIONAL  DISEASES  OF  THE  PANCREAS. 

(Ger.)    Kalhammer,  E.  (Distr.  Hosp.,  Memmingen,  Germany). 
Landarzt  44(34):  1681-1685,  1968. 

4840  SOME  SPECIFIC  CHARACTERISTICS  OF 
PANCREATIC  TUMOR  CELLS.    (Rus.)    Kudinsku, 

lu.  G.  (N.  I.  Pirogov  State  Med.  Inst.,  Odessa,  USSR),    ^op 
Onkol  14(12):  18-22,  1968. 

4841  IMMATURITY  AND  MALFORMATIONS  IN 
CASES  OF  CYSTIC  FIBROSIS  OF  THE  PAN- 
CREAS.  (Cz.)    HavUkova,  D.  (Fac.  Gen.  Med.,  Charles  U., 
Prague,  Czechoslovakia).   Cesk  Pediat  23(10):886-889,  1968. 

4842  A  STUDY  OF  PANCREATIC  EXOCRINE  FUNC- 
TION IN  PATIENTS  WITH  BILLROTH  II  GAS- 
TRECTOMIES:   I.   THE  EFFECTS  OF  STIMULATION  WITH 
MEAT  BROTH  ON  AN  EMPTY  STOMACH.    (It.)    CondoreUi, 
S.  (Inst.  Gen.  Clin.  Med.,  U.  Rome,  Italy),  R.  Gusmano,  L. 
Pisano,  G.  Lorentz,  G.  Spano,  G.  Bellisario  and  F.  Patane. 
Boll  Soc  Ital  Biol  Sper  44(5):373-375,  1968. 

4843  FATTY  ACIDS  IN  THE  BLOOD  SERUM  OF 
GASTRECTOMY  PATIENTS  WITH  EXOCRINE 

PANCREATIC  INSUFFICIENCY.    (It.)    Lombardi,  D.  (Inst. 
Chn.  Med.,  U.  Rome,  Italy),  S.  Condorelli,  G.  Spano,  R. 
Gusmano,  L.  Pisano  and  G.  Lorentz.   Boll  Soc  Ital  Biol  Sper 
44(5):384-386,  1968. 


4844  LOCALIZED  BRUIT  IN  CARCINOMA  OF  THE 

PANCREAS.  [CASE  REPORT]  (E.)  Hardcastle, 
J.  D.  (London  Hosp.,  England),  J.  L.  Grogono  and  M.  J.  Sworn. 
Brit  J  Surg  56a)J  9,  1969. 


4845  PSEUDOCYST  OF  THE  PANCREAS  IN  A 
CHILD.   (E.)    Attard,  J.  (Luton  and  Dunstable 

Hosp.,  Luton,  England).  Brit  J  Surg  56(3):235-238,  1969. 

4846  TRAUMATIC  RUPTURE  OF  THE  PANCREAS 
WITH  COMPLICATIONS.    [CASE  REPORT] 

(E)    Thomson,  R.  G.  (Dept.  Surg.,  U.  Liverpool,  England)  and 
J.  B.  McFarland.   Brit  J  Surg  56(2):117-120,  1969. 

4847  PSEUDOCYSTS  OF  THE  PANCREAS  IN 
CHILDREN.    (Ger.)    Kern,  J.  (1st  Surg.  Clin., 

Med.  Inst.,  Augsburg,  Germany),  F.  Haggenmiiller  and  H. 
Gumrich.  Med  Welt  20(29):  1619-1622,  1969. 


4848  A  TECHNIQUE  OF  PANCREATICODUODENEC- 
TOMY.  (E.)    Phelan,  J.  T.  (Roswelb  Park  Mem. 

Inst.,  Buffalo,  N.  Y.)  and  S.  H.  Nadler.   Surg  Gynec  Obstet 
129('l):116-122,  1969. 

4849  ULCEROGENIC  TUMOR  OF  THE  PANCREAS. 
ZOLLINGER-ELLISON  SYNDROME.    (Sp.) 

Fongi,  E.  G.  (8th  Chair  of  Med.,  U.  Buenos  Aires,  Argentina), 
R.  Lagioia,  L.  Munist  and  S.  Rascovsky.  Prensa  Med  Argent 
56(9):375-382,  1969. 


4850 


CANCER  OF  THE  PANCREAS.    (Fr.)    Imbert, 
J.-C.  (Hopital  Cochin,  Paris,  France).  Rev  Med 
10(16):989-992,  1969. 
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4851  BETA-CAROTENE,  VITAMIN  A  AND  VITAMIN 
E  SERUM  LEVELS  IN  PATIENTS  WITH  CHRON- 
IC PANCREATITIS.    (Cz.)    Bartos,  V.  (Fac.  Med.  Charles  U., 
Ilradec  Kralove,  Czechoslovakia  )  and  J.  Groh.   Cesk  Gastroent 
Vyz  22(3):  149,  1968. 

Concentration  determinations  were  made  of  beta-carotene, 
vitamins  A  and  E  in  the  serum  of  24  patients  with  chronic 
pancreatitis.    Blood  levels  of  these  substances  were  related  to 
the  secretory  capacity  of  the  pancreas  as  evaluated  by  the  pan- 
creozymin test.    The  average  concentrations  of  both  vitamins 
and  beta-carotene  were  significantly  lower  in  patients  with 
severe  pancreas  disorders  than  with  slight  disorders:    80.9 
jUg/100  ml  beta-carotene  in  severe  pancreatitis  versus  113.2 
jUg/lOO  ml  in  mild  pancreatitis;  69.0  /ig/100  ml  vitamin  A  in 
severe  versus  112.1  jUg/100  mi  in  mild  pancreatitis  and  11.3 
/Jg/lOO  ml  vitamin  E  in  severe  and  13.6  fJg/lOO  ml  in  mild 
pancreatitis.   Levels  of  vitamin  A  were  deficient  in  4  patients 
and  of  vitamin  E  in  2.   The  secretion  of  pancreatic  enzymes 
showed  a  statistically  significant  correlation  between  serum 
vitamin  A  and  E  levels  and  lipase.   Even  in  the  absence  of 
steatorrhea,  vitamin  A  and  E  deficiencies  may  be  found  in  pa- 
tients with  chronic  pancreatitis. 

4852  SOME  ASPECTS  OF  THE  DIAGNOSIS  ARE 
TREATMENT  OF  THE  POSTOPERATIVE  PAN- 
CREATITIS.  (Rus.)    Sokolov,  V.  I.  (Sci.  Res.  Inst.  Clin.  Exp. 
Surg.,  Moscow)  and  R.  L.  Dubrovskii.    Vestn  Khir  Grekov 
99(10):41-46,  1967. 

In  2439  patients  (1477  men  and  959  women)  with  various 
diseases  of  the  stomach  and  bile  ducts  1614  operations  were 
performed  (1299  on  the  stomach  and  315  on  the  bile  ducts). 
Acute  postoperative  pancreatitis  was  found  in  32  patients  (19%) 
with  most  frequent  occurrence  after  surgery  for  cicatricial 
ulcerous  stenosis  (7)  and  stomach  cancer  (7).   An  important 
factor  in  the  development  of  postoperative  pancreatitis  appears 
to  be  obstruction  of  the  duct  of  Wirsung.    Serum  transaminase 
activity  was  most  diagnostic.   Treatment  by  insertion  of  a  thin 
polyethylene  catheter  to  irrigate  the  abdominal  cavity  with 
antibiotics  or  trasylol  (in  severe  cases)  and  the  use  of  blood 
transfusions,  protein  fluids  and  vasopressins  reduced  mortality 
from  50-80%  to  22%. 

4853  ABDOMINAL  SURGERY  IN  THE  PRESENCE 
OF  ACUTE  PANCREATITIS.    (E.)    Cohen,  R. 

(Mayo  Grad.  Sch.  Med.,  Rochester,  Minn.),  J.  B.  Priestley  and 
J.  B.  Gross.  Mayo  Clin  Proc  44(5):309-317,  1969. 

Between  1962  and  1965,  30  patients  (11  male  and  19  female) 
with  ages  ranging  from  4  to  81  yr  were  found  to  have  acute 
pancreatitis  at  operation.   Twenty-six  were  diagnosed  as  acute 
pancreatitis  preoperatively,  while  in  4  the  diagnosis  was  uncer- 
tain.  In  21  of  the  26  patients  some  abnormaUty  of  the  biliary 


tract  was  diagnosed  preoperatively  and  in  19  of  these  21  it  was 
thought  that  stones  were  present  in  either  the  gallbladder,  the 
common  bile  duct,  or  both.   Twenty-eight  patients  had  acute 
edematous  pancreatitis  and  2  acute  hemorrhagic  pancreatitis 
at  surgery.   Nineteen  of  the  30  actually  had  biliary  disease  at 
surgery,  2  had  acute  postoperative  pancreatitis,  1  had  received 
blunt  trauma,  and  in  8  there  was  no  identifiable  etiology. 
Twenty-one  of  the  30  had  some  biliary  tract  procedure  per- 
formed.  Two  patients  died  and  the  28  survivors  had  an  aver- 
age postoperative  stay  of  14.7  days. 

4854  SHUNT  OPERATIONS  IN  CHRONIC  PAN- 
CREATITIS.  (Fr.)    Doutre,  L.  P.  and  J. 

Perissat.   Gaz  Med  France  75(17):3557-3561,  1968. 

Surgical  intervention  in  chronic  pancreatitis  is  mainly  indicated 
by  symptoms  such  as  pain  and  malnutrition,  although  the  sur- 
gical proceedure  depends  upon  the  anatomic  and  radiologic 
findings  obtained  by  pancreatography.    An  intestinal  shunt  of 
retained  gastric  juice  (voluminous  pseudocyst,  dilated  Wirsung, 
pancreatic  tract  on  which  there  were  multiple  small  canalicu- 
lar ectasis)  was  performed  in  33  cases:    2  times  for  left  pan- 
creatitis; 31  times  for  right  pancreatitis,  localized  or  diffuse. 
There  were  4  deaths.    After  1  yr  21  of  23  reexaminated  pa- 
tients and  after  3  yr  12  of  18  patients  had  satisfactory  results. 
It  is  concluded  that  the  pancreato-jejunal  shunt  is  useful, 
mainly  in  avoiding  injuries  to  a  healthy  left  pancreas. 

4855  ANATOMICAL  AND  CLINICAL  STUDY  OF 
TWO  CASES  OF  ERYTHEMA  NODOSUM  AP- 
PEARING IN  CHRONIC  PANCREATITIS.    (Fr.)    Paris,  J. 
(Clin.  Dis.  Digest.  Tract,  Lille,  France),  A.  Gerard,  M. 
Bombart-Thoreux,  J.  C.  Paris  and  P.  Merveille.   Lille  Med 
13(10):1128-1132,  1968. 

4856  CHRONIC  PANCREATITIS  -  REPORT  OF  36 
CASES.   (Por.)    Dani  R.  (Fac.  Med.  U.  Federal 

Minas  Gerais,  Belo  Horizonte,  Brazil)  and  C.  E.  D.  Nogueira. 
Rev  Ass  Med  Minas  Gerais  19(2):145-150,  1969. 

4857  A  CLASSIFICATION  OF  CHRONIC  PAN- 
CREATITIS.  (Rus.)    Trunin,  M.  A.  (Leningrad 

Sanit.-Hyg.  Med.  Inst.,  USSR).    Vestn  Khir  Grekov  99(9):60- 
65,  1967. 

4858  PSEUDOCYSTIC  PANCREATITIS.   (Rus.) 
Volkova,  L.  P.  (Leningrad  Sanit.  Hyg.  Med.  Inst., 

USSR).    Vestn  Khir  Grekov  99(9):65-69,  1967. 

4859  POSTOPERATIVE  PANCREATITIS.    (Rus.) 
Toskin,  K.  D.  (Crimean  Med.  Inst.,  Simferopol, 

USSR)  and  D.  S.  Myrkin.    Vestn  Khir  Grekov  99(ll):73-77. 
1968. 
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4860  CLINICAL  ASPECTS  OF  HEPATO-PORTAL 

CIRCULATORY  DISORDERS.  (Rus.)  Mansurov, 
Kh.  Kh.  (Inst.  Gastroent.,  Tadzhik  Acad.  Sci.,  Dushanbe,  TSSR). 
TerArkh  40(3):5-14,  1968. 

Methods  of  hepatosplenomanometry  and  splenoportography  were 
used  to  study  the  hepatoportal  circulation  in  different  diseases 
of  the  Uver,  (e.g.  hepatitis,  cirrhosis,  tumor  and  granulomatous 
lesions,  obesity,  hemochromatosis),  in  1555  patients.    Simulta- 
neous determinations  of  intraportal  and  intrasplenic  pressure, 
together  with  splenoportographic  findings,  permitted  the  dif- 
ferentiation of  intraportal  parasinusoidal  hypertension  from 
intraportal  presinusoidal  hypertension  and  to  isolate  patients 
in  whom  collateral  vessels  reUeved  the  portal  channel.    Com- 
parative study  of  portal  sinusoid  pressure  in  acute  and  chronic 
diffuse  liver  diseases  in  relation  to  the  degree  of  morphological 
changes  disclosed  a  sUght  rise  in  pressure  in  acute  Botkin's 
hepatitis;  average  intraportal  tension  increases  in  accordance 
with  the  severity  of  the  morphological  changes  in  the  Uver. 
Little  difference  was  noted  in  intraportal  pressure  in  relation 
to  the  morphological  type  of  cirrhosis.    Disturbances  of  portal 
tension  in  cirrhosis  can  be  attributed  to  reversible  as  well  as 
irreversible  changes  in  the  liver.    Some  degree  of  portal  hyper- 
tension is  characteristic  even  in  many  other  hver  disorders  in 
combination  with  wholly  reversible  changes.    In  obese  patients 
portal  pressure  increases  not  so  much  as  a  result  of  fat  accumula- 
tion as  of  a  marked  proliferation  of  mesenchymal  elements. 
The  decision  to  create  a  portacaval  anastomosis  should  be  made 
with  great  care,  after  conservative  therapeutic  techniques  have 
been  tried.    The  essential  conditions  for  such  surgery  are  1) 
varicosity  of  the  esophageal  vein  in  patients  who  have  expe- 
rienced bleeding  2)  esophageal  varices  even  without  bleeding 
if  the  gastric  vein  is  also  dilated  and  portal  hypertension  is 
great  3)  hypersplenism  in  combination  with  actual  or  imminent 
esophageal  bleeding.   Side-to-side  anastomosis  is  preferable  due 
to  its  marked  decompressant  effect.    Care  should  be  taken  to 
ensure  that  by  such  surgery  the  blood  supply  to  the  liver  is 
not  reduced. 


4861  LIVER  FUNCTION  DISORDERS  IN  HYPER- 

THYROIDISM.   (Ger.)    Weber,  S.  (Med.  U. 
Polyclin.,  Zurich,  Switzerland).  Praxis  57(1): 2-8,  1968. 

Between  May,  1966  and  July,  1967,  30  (20  with  Basedows 
disease,  10  with  toxic  adenoma)  untreated  hyperthyroid  pa- 
tients (29-71  yr  of  age;  24  women  and  6  men)  were  examined 
by  routine  Uver  function  tests  (SCOT,  SGPT,  biUrubin,  Quick, 
serum  iron,  alkaUne  phosphatase,  BSP,  serum  portein)  for  dis- 
orders of  Uver  function.    Results  of  Uver  function  tests  were 
normal  in  15  patients,  abnormal  in  14  patients  (other  compUca- 
tions  such  as  right  decompensation,  manifest  diabetes  melUtus, 
cholecystopathy  and  chronic  alcohoUsm  were  excluded.    (One 
case  was  eUminated  because  of  ambiguous  test  results).    Ab- 
normal values  were  found  most  frequently  with  the  BSP  test 
(9  patients  had  values  over  6%),  alkaUne  phosphatase,  SCOT 
and  SGPT  were  less  frequently  elevated.    After  therapy  only 
5  of  the  1 1  patients  with  abnormal  test  values  showed  a  trend 
toward  normal  Uver  function;  6  patients  showed  mixed  re- 
sponses. 


4862  HEPATOMA  IN  UGANDA.    A  STUDY  IN  GEO- 
GRAPHIC PATHOLOGY.    (E.)    Alpert,  M.  E. 

(Makerere  Med.  CoU.,  Kampala,  Uganda),  M.  S.  R.  Hutt  and 
C.  S.  Davidson.    Lancet  1(7555):  1265-1267,  1968. 

The  incidence  of  hepatoma  in  Uganda  was  studied  for  3-yr 
period,  1964-66.    The  Kampala  Cancer  Registry,  the  Makerere 
University  College  Medical  School  biopsy  diagnostic  service, 
and  personal  visits  provided  a  total  of  403  cases:    310  of  which 
were  pathologicaUy  proven  and  93  cUnicaUy  diagnosed.    Age, 
sex,  tribe,  and  area  of  residence  factors  were  analyzed.   When 
the  310  biopsy-proven  cases  were  plotted  on  a  population  den- 
sity map,  obvious  areas  of  low  density  appeared.    However, 
when  the  93  cUnicaUy  diagnosed  cases  were  added  they  tended 
to  fiU  the  gaps  caused  by  physician  bias  against  Uver  biopsy  and 
necropsy  procedures.    The  heptoma  peake  age  was  35-45  yr  and 
the  male: female  ratio  3.3:1.    Significantly  higher  rate  of 
heptoma  incidence  was  found  in  the  immigrants  of  the  Bantu 
tribes  from  Rwanda,  Burundi  and  2  Nilohamitic  tribes  of  the 
North  East.    Rates  in  other  tribes  were  remarkably  similar  al- 
though dietary  patterns  and  other  ecological  variables  differed. 
Fungal  contamination  with  carcinogenic  metaboUtes  (aflatoxin 
has  been  found  in  40%  of  the  foods  tested  in  Uganda)  may  be 
a  factor  contributing  to  the  high  incidence  of  hepatoma. 

4863  AMEBIC  ABSCESS  OF  THE  LIVER.    THE 
VALUE  OF  THE  ISOTOPE  HEPATOSCAN  IN 

DIAGNOSIS  AND  MANAGEMENT.    (E.j    Parmley,  L.  F.  Jr. 
(Walter  Reed  Gen.  Hosp.,  Washington,  D.  C),  T.  Sheehy, 
G.  S.  Johnston  and  H.  W.  Boyce.   Med  Ann  DC  37(1):  1-9, 
1968. 

Sixteen  patients  infected  with  Entamoeba  histolytica  compU- 
cated  by  amebic  abscess  of  the  liver  presented  with  symptoms 
of  fever  in  15,  weight  loss  in  12,  malaise  in  12,  chills  in  11, 
diarrhea  in  8,  and  pain  (chest  in  8,  right  upper  quadrant  in  9, 
shoulder  in  6,  and  back  in  1).    The  liver  was  tender  in  13  and 
enlarged  in  12  patients.    Leukocytosis  (15-38,000/ml)  was 
present  in  16  and  anemia  (hematocrit  less  than  36%)  in  15, 
SGOT  was  elevated  (53-190  units)  in  10,  alkaline  phosphatase 
(above  17-93)  in  11,  BSP  in  1,  serum  bilirubin  elevated  in  2. 
Liver  scans  were  obtained  15-30  min  following  the  i.v.  injection 
of  radioactive  colloidal  l^S^u  (100  )L(C).    CoUoidal  Au  is  con- 
centrated in  the  reticuloendotheUal  ceUs  of  the  Uver.    Anterior 
scans  in  aU  patients  and  lateral  scans  on  most  were  done  ini- 
tiaUy  and  at  2-  to  6  week  intervals  until  there  was  no  evidence 
of  an  hepatic  lesion.    Diagnosis  of  amebic  abscess  of  the  liver 
is  difficult  unless  the  Uver  scintiscan  is  used.    The  disease  re- 
sponds well  to  medical  treatment  when  diagnosed  early. 
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LIVER  TRANSPLANTATION  IN  MAN-I,  OB- 
SERVATIONS ON  TECHNIQUE  AND  ORGANI- 
ZATION IN  FIVE  CASES.    (E.)    Calne,  R.  Y.  (King's  CoU. 
Hosp.,  London,  England)  and  R.  WiUiams.   Brit  Med  J  4(5630): 
535-540,  1968. 

The  Uver  is  extremely  sensitive  to  ischemic  damage;  therefore, 
if  human  Uver  transplantation  is  to  be  successful  it  is  essential 
to  cool  the  liver  within  15  min  of  death  by  mfusing  a  chilled 
innocuous  fluid  through  the  portal  vein.    If  this  infusion  is  fol- 
lowed by  one  of  a  cold  plasma-bicarbonate-dextrose  solution, 
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the  liver  can  be  kept  at  4  C  with  little  deterioration  for  2  hr. 
Active  collaboration  between  hospitals  is  essential.   Five  cases 
of  liver  transplantation  are  reported  in  detail .    One  patient  was 
in  severe  liver  failure  and  had  an  accessory  liver  graft  in  the 
splenic  fossa  after  splenectomy.    The  donor  was  a  50-yr  old 
woman  who  died  of  a  head  injury.   There  was  a  period  of  1  hr 
in  which  the  liver  at  37  C  was  unperfused.    The  patient  did  not 
recover  consciousness  and  necropsy  showed  severe  congestion 
in  the  transplanted  liver;  histology  of  the  transplant  showed 
hemorrhage  and  areas  of  necrosis  as  well.   This  transplant  was 
heterotopic.    The  second  patient  was  a  10-month-old  infant 
with  biliary  atresia  and  liver  failure.   The  donor  was  a  2-yr-old 
child  who  died  as  a  result  of  an  upper  respiratory  tract  infec- 
tion.   The  Uver  was  removed  22  min  after  death  and  was  per- 
fused with  cold  Hartmann's  solution  and  then  with  plasma- 
bicarbonate-glucose  solution.    The  patient  died  of  cardiac 
arrest  half  an  hour  after  operation.    Three  other  patients  de- 
veloped good  initial  Uver  function.   One  survived  1 1  weeks; 
death  was  caused  by  a  partial  infarction  of  the  Uver  arising  in 
the  recipient  hepatic  artery  where  it  had  been  clamped  during 
the  operation.    Another  patient  was  discharged  from  hospital 
on  the  17th  postoperative  day  and  has  returned  to  work.   The 
fifth  patient  died  from  sepsis  3  weeks  after  transplantation. 

4865  OTOLARYNGOLOGICAL  CHANGES  IN  PA- 

TIENTS WITH  CHRONIC  HEPATITIS  AND 
CIRRHOSIS  OF  THE  LIVER.    (Rus.J    Kalstein,  L.  I. 
(Tadzhik  Inst.  Gastroent.,  Dushanbe,  USSR).   Zh  Ushn  Nos 
Gor  Bolez  28(4):69-73,  1968. 

Changes  in  otolaryngological  function  were  observed  in  157 
patients  (51  with  chronic  hepatitis,  106  with  cirrhosis  of  the 
Uver):    alterations  of  the  mucous  membranes  of  the  mouth, 
the  nose  (27%)  and  the  glottis  (71%);  more  frequent  nose 
bleeds  (55%);  hearing  loss  as  evidenced  by  the  reduction  in 
hearing  pure  tones  (35%  in  chronic  hepatitis  and  70%  in  cir- 
rhosis of  the  Uver)  and  disturbances  of  equilibrium  (30%). 
The  intensity  of  these  disturbances  was  directly  related  to  the 
primary  disease  process,  and  recovery  of  Uver  function  paral- 
leled recovery  of  otolaryngological  function.    Local  treatment 
of  ear,  nose  and  throat  symptoms  was  ineffective. 


4866  EFFECT  OF  PENICILLAMINE  ON  FAILURE 

OF  RENAL  ACIDIFICATION  IN  WILSON'S 
DISEASE.    (E.)   Walshe,  J.  M.  (U.  Cambridge,  England).   Lancet 
l(7546):775-779,  1968. 

Ten  patients  (7  males  and  3  females,  aged  10-43  yr)  with 
Wilson's  disease  of  0-20  yr  duration,  who  had  received  Utile  or 
no  treatment,  were  investigated  as  to  the  abiUty  of  the  kidney 
to  secrete  an  acid  urine  and  to  form  ammonia  after  an  am- 
monium load  test.    In  only  2  patients  was  uriaary  pH  below 
6.22  (the  group  mean  pH  was  6.41).   There  was  a  correspond- 
ing inabiUty  to  form  ammonia.    After  1  or  more  yr  of  treatment 
with  penicillamine  aU  showed  improvement  and  the  mean  mini- 
mum urine  pH  was  5.22.    Ten  additional  patients  were  tested 
for  the  first  time  from  1  to  10  yr  after  the  start  of  treatment 
and  the  findings  were  similar:    the  mean  minimum  urine  pH  was 
5.21.    The  abiUty  of  penicillamine  to  reverse  hepatic  and  other 
lesions  of  Wilson's  disease  may  stem  from  its  abiUty  to  chelate 
copper  and  promote  its  rapid  excretion  in  the  urine. 


4867  DEVELOPMENT  AND  COURSE  OF  EXTRA- 
HEPATIC  PORTAL  OBSTRUCTION  IN 

CHILDREN.    (E.)   O'Donnell,  B.  (ChUd.  Res.  Ctr.,  DubUn, 
Ireland)  and  M.  A.  Moloney.    Lancet  1(7546):  789-791,  1968. 

Extrahepatic  portal  obstruction  was  studied  in  15  children  (9 
male,  6  female).    Seven  presented  symptoms  of  hematemesis, 
4  of  melena,  1  of  anemia,  2  of  diarrhea,  and  1  of  splenomegaly. 
Liver  function  tests  (thymol  turbidity,  serum  alkaline  phospha- 
tase, SGOT,  SGPT,  and  prothrombin  time)  were  normal  in  aU. 
The  only  chemical  abnormaUty  was  elevated  bilirubin  (8.2 
mg/100  ml)  and  low  albumin  (2  g/100  ml)  in  1  patient.    Per- 
cutaneous Uver  biopsy  was  not  performed  routinely  in  this 
series,  but  of  11  surgicaUy  treated,  Uver  biopsies  were  taken 
in  10:    aU  were  normal.    Barium  swaUow  revealed  esophageal 
varices  in  9,  and  1  more  on  esophagoscopy.    The  diagnosis  was 
confirmed  in  13  by  percutaneous  splenic  portography.    Exchange 
transfusion  for  Rh  incompatibility  was  the  etiology  in  1  patient 
and  septicemia  during  the  neonatal  period  in  4  patients.    No 
case  resulted  from  local  umbilical  sepsis.    FoUow-up  has  been 
for  1-4  yr  with  an  average  of  2%  yr.    Eleven  of  15  have  had 
surgery  for  repeated  exsanguinating  hemorrhages.    Of  2  treated 
by  splenorenal  shunt,  1  has  had  a  single  episode  of  hepatic 
coma.    They  are  otherwise  weU  and  free  of  hemorrhage.    Of  8 
treated  by  portoazygos  disconnection,  3  have  died  and  4  have 
had  recurrent  hemorrhages;  2  had  anastomotic  leaks,  1  of  which 
was  responsible  for  death.   This  procedure  is  being  abandoned. 
One  child  treated  by  transection  of  the  esophagus  is  weU  9 
months  after  operation.    Four  patients  were  treated  conserva- 
tively:   1  is  dead  of  recurrent  hemorrhages,  1  has  had  recurrent 
hemorrhages,  and  2  are  weU.    In  summary,  4  of  15  have  died 
and  5  others  continue  to  have  serious  recurrent  hemorrhages. 

4868  SEVERE  ZINC  DEFICIENCY  IN  MALE  AND 
FEMALE  RATS.    (E.j    Swenerton,  H.  (Dept. 

Nutr.,  U.  California,  Davis)  and  L.  S.  Hurley.    J  Nutr  95(1): 
8-18,  1968. 

Severe  zinc  deficiency  was  induced  in  male  and  female  Sprague- 
Dawley  weanling  rats  by  feeding  them  a  diet  from  which  the 
zinc  had  been  reduced  by  treatment  of  the  soybean  protein 
with  tetrasodium  salt  of  ethylenediaminetetraacetic  acid 
(Na4EDTA).    The  basal  zinc-free  ration  contained  0  ppm  zinc  as 
determined  by  X-ray  fluorescence  spectrometry,  with  an  error 
of  ±  2  ppm.  (Analysis  by  atomic  absorption  spectrophotometry 
showed  that  the  diet  contained  0.20  ±  0.01  ppm  of  zinc.)    Zinc 
supplemented  animals  received  the  same  basal  diet  plus  enough 
zinc  carbonate  to  provide  a  total  content  of  1,  40,  60,  or 
100  ppm  of  zinc.    Extreme  care  was  taken  to  eliminate  sources 
of  zinc  in  the  environment  as  weU  as  in  the  diet;  e.g.,  stainless 
steel,  glass,  or  plastic  was  used  throughout.    The  animals  were 
weighed  3  times  weekly  and  examined  for  signs  of  deficiency. 
After  4  or  6  weeks,  rats  were  sacrificed  for  tissue  analyses. 
Pyridoxal  phosphokinase,  lactic  dehydrogenase,  and  glutamic 
dehydrogenase  activities  were  assayed  in  the  liver.    Zinc  and 
ash  contents  were  determined  in  the  femur.    Extreme  growth 
retardation  was  observed  in  rats  fed  the  diet  containing  no  zinc, 
With  1  ppm  zinc  added  the  growth  of  deficient  rats  was  im- 
proved sUghtly  but  was  stUl  below  controls.    Rats  fed  the  +40 
ppm  zinc  diet  had  growth  rates  shghtly  below  those  fed  stock 
feed.    Control  rats  fed  diets  with  60  or  100  ppm  zinc  were  not 
significantly  different  from  stock-fed  rats.    Deficient  animals 
showed  immature  hair  coats,  fissures  at  the  corners  of  the 
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mouth,  and  scaly  feet.   With  progressive  deficiency  these  be- 
came more  severe  and  alopecia  and  dermal  lesions  appeared. 
Deficient  rats  had  lower  liver  weights  than  those  fed  a  diet 
containing  40  ppm  zinc.   There  was  no  significant  difference 
in  liver  pyridoxal  phosphokinase  activity  on  the  basis  of  either 
liver  weight  or  supernatant  protein  between  the  deficient  and 
control  groups.    There  was  also  no  significant  difference  in  the 
activity  of  glutamic  dehydrogenase.    However,  lactic  acid  de- 
hydrogenase activity  was  significantly  lower  in  the  li\'ers  of 
deficient  rats  than  in  those  fed  the  control  diet  (100  ppm  zinc). 
This  decrease  was  also  found  in  the  livers  of  pair-fed  controls. 

4869  CONTINUOUS  INTRAPORTAL  INFUSION 
OF  CHEMICALS  THROUGH  THE  UMBILICAL 

VEIN  IN  MALIGNANT  TUMORS  OF  THE  LIVER.    (Rus.) 
Ostroverkhov,  G.  le.  (2nd  Moscow  Med.  Inst.,  USSR)  and  A.  D. 
Nikol'skii.    Vop  Onkol  14(5): 26-34,  1968. 

Merphalan,  thioTEPA  and  5-fluorouracil  were  intraportally 
infused  (via  the  umbilical  vein)  in  46  patients  (27  men  and  19 
women,  aged  37-64  yr)  with  primary  or  metastatic  liver  cancer 
(diagnosed  by  laparotomy,  angiography  and  biopsy).    Six  pa- 
tients with  hepatocellular  primary  liver  cancer,  2  patients  with 
cholangiocellular  liver  cancer  and  2  patients  with  liver  sarcoma 
were  given  merphalan  or  thio-TEPA  in  total  doses  of  0.2  g 
during  7-30  days;  36  patients  with  cancer  metastatic  to  the  liver 
received  a  total  dose  of  5  g  of  5-fluorouracil  during  7-30  days. 
The  10  patients  with  primary  Uver  cancer  and  sarcoma  lived 
an  average  of  9  more  months.   Of  the  36  patients  with  meta- 
static cancer  14  showed  remission  of  the  malignant  process  and 
had  life  prolonged  for  7.5  months.   The  remaining  22  died 
earlier. 

4870  LIVER  RESECTION  IN  THE  TREATMENT  OF 
BLUNT  INJURIES  TO  THE  LIVER.    (E.) 

Aronsen,  K.  F.  (Dept.  Surg.,  U.  Hosp.,  Goteborg,  Sweden), 
S.  Bengmark,  S.  Dahlgren,  L.  Engevik,  B.  Ericsson  and  L. 
Thoren.   Surgery  63(2):236-246,  1968. 

Nine  patients  (7  males,  2  females)  with  extensive  liver  injury 
were  subjected  to  liver  resections.    All  but  2  were  involved  in 
car  accidents.   Eight  of  the  9  patients  arrived  at  the  hospital 
within  1  hr  after  injury  and  all  but  1  were  operated  upon 
within  3  hr.    All  were  conscious  when  they  arrived  at  the 
hospital,  5  were  in  shock.    A  right  lobectomy  was  performed 
in  5,  left  lobectomy  in  2,  and  left  segmental  resections  in  2. 
In  1,  a  left  lobectomy  was  combined  with  ligation  of  the  right 
hepatic  artery.    Of  the  9  patients  who  underwent  surgery,  4 
died.   The  operative  findings  which  distinguished  these  4  cases 
the  others  were  tears  in  the  main  hepatic  veins  or  inferior 
vena  cava.    Changes  in  serum  lipids  were  studied  postoperatively 
in  1  patient:    phosphoUpids,  cholesterol,  triglycerides,  and  free 
fatty  acids  were  significantly  decreased.    In  1  patient  whose 
liver  circulation  was  studied,  the  liver  plasma  flow  was  0.7  and 
0.6  liters/min  and  the  estimated  liver  blood  flow  1.1  and  0.9 
liters/min  1  and  5  weeks  after  the  operation,  resp.    The  hepatic 
venous  pressure  was  measured  in  1  patient  postoperatively: 
the  wedge  position  pressure  was  12  and  in  free  position  7.5  cm 
H2O  at  1  week  and  6  and  4  cm  H2O,  at  5  weeks  resp.   The 
BSP  retention  time  in  1  patient  was  35,  30,  and  10%  after  12, 
22,  and  25  days,  resp.    Liver  scanning  with  radiogold  was  per- 
formed in  2  patients:   the  liver  was  not  restored  to  normal  size 
6  months  after  operation.  In  one  patient  hepatic  angiogram. 


portogram,  and  second-look  operation  (at  the  time  of  incisional 
hernia  repair)  were  performed  1  yr  after  liver  resection.    The 
left  lobe  had  increased  enormously  in  size  and  had  become  as 
large  as  a  normal  liver.   The  space  where  the  right  lobe  had  been, 
been,  remained  empty. 

4871  PRIMARY  HEPATOMA  IN  UGANDA.    (E.) 
Alpert,  M.  E.  (Harvard  Med.  Sch.  Boston,  Mass.), 

M.  S.  R.  Hutt  and  C.  S.  Davidson.  Amer  J  Med  46(5): 794-802, 
1969. 

Over  a  9  month  period  in  Uganda,  46  patients  with  primary 
hepatoma  were  studied.   This  represented  2.1%  of  all  medical 
admissions.   The  peak  age  was  25-45  yr  and  the  male  to  female 
ratio  was  2:1.    Predominant  findings  were:    abdominal  pain, 
hepatomegaly  with  a  hard,  frequently  tender  mass  in  the  right 
upper  quadrant,  and  rapid  clinical  deterioration  over  a  period 
of  several  months.    Jaundice,  fever,  hepatic  coma  and  other 
signs  of  hepatocellular  disease  were  infrequent,  but  an  unex- 
plained hypercholesterolemia  was  noted  in  1/3  of  the  patients. 
Bloody  ascites  occurred  in  19%  and  acute  hemoperitoneum 
in  15%.    Clinical  diagnoses  without  histology  were  correct  in 
86%.    The  disease  was  more  common  in  poorer  immigrants, 
but  there  was  no  significant  difference  in  medical,  nutritional 
or  alcoholic  histories. 

4872  SCINTIGRAPHY  AND  ANGIOGRAPHY  IN 
DEMONSTRATION  OF  HEPATIC  TUMORS. 

(E.)  Bartley,  O.  (Dept.  Radiother.,  Sahlpenska  Sjukhuset, 
Gothenburg,  Sweden),  C.  G.  Helander,  B.  Rosengren  and  S. 
Stattin.  Acta  Radiol  8(2):  161-167,  1969. 

Scintigraphy  using  l^S^u  and  aortography  using  Urograffin 
60%  were  performed  on  30  adults,  19  with  verified  primary 
hepatic  tumors  or  metastases  and  1 1  without.    None  of  the 
patients  without  hepatic  neoplasms  had  positive  angiography, 
but  2  had  positive  scintigraphy;  both  had  cirrhosis.    Expansive 
processes  were  demonstrated  by  angiography  in  16  of  19  pa- 
tients with  hepatic  neoplasms  and  in  11  of  19  scintigraphy. 
Where  there  was  increased  vasculature,  as  in  primary  tumors 
or  in  some  metastases,  angiography  was  accurate  in  all  11  cases 
as  compared  to  the  6  of  11  with  scintigraphy.    The  2  methods 
were  equally  accurate  (5  of  8)  when  tumor  vessels  were  not 
abundant. 


4873  A  LIPOPROTEIN  CHARACTERIZING  OB- 

STRUCTIVE JAUNDICE.    I.    METHOD  FOR 
QUANTITATIVE  SEPARATION  AND  IDENTIFICATION 
OF  LIPOPROTEINS  IN  JAUNDICED  SUBJECTS.    (E.) 
Seidel,  D.  (U.  Oklahoma  Sch.  Med.,  Oklahoma  City),  P. 
Alaupovic  and  R.  H.  Furman.   J  Clin  Invest  48(7):  121 1-1223, 
1969. 

Three  immuno chemically  and  electrophoretically  distinct 
lipoproteins,  LP-A,  LP-B,  and  LP-X,  were  isolated  from  the 
low  density  Upoprotein  fraction  (1.006-1.063  g/ml)  in  plasma 
from  patients  with  biliary  obstruction  by  a  separation  procedure 
(described  in  detail)  which  combines  ultracentrifugation,  heparin 
precipitation,  and  ethanol  fractionation.   The  quantitative  de- 
termination of  individual  plasma  lipoprotein  families  on  the 
basis  of  their  protein  moieties  rather  than  on  the  basis  of  their 
lipid  moieties  or  density  is  thus  made  possible.    The  chemical 
composition  of  the  unique  lipoprotein,  LP-X,  is  similar  to  that 
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of  an  abnormal  lipoprotein,  OLP,  isolated  by  Russ  et  al. 
(J  Clin  Invest  35:133,  1956;.    In  obstructive  jaundice  plasma 
the  combined  LP-X  and  LP-B  accounted  for  98%  and  the 
LP-A  for  only  2%  of  the  total  protein  content  of  the  low  den- 
sity lipoprotein  fraction.   The  plasma  lipoprotein  pattern  in 
obstructive  jaundice  is  characterized  by  (a)  a  decreased  concen- 
tration of  high  density  lipoprotein,  (b)  an  increased  concentra- 
tion of  low  density  lipoprotein,  and  (c)  the  presence  in  the 
low  density  lipoprotein  fraction  of  varying  amounts  of  a  speci- 
fic lipoprotein,  LP-X,  immunochemicaUy  and  chemically  distinct 
from  LP-A  and  LP-B.    LP-X,  with  its  characteristically  high 
content  of  unesterified  cholesterol  and  phospholipids,  is  pri- 
marily responsible  for  the  unusual  protein  and  lipid  content  of 
the  low  density  lipoprotein  fraction.    Screening  tests  in  61  pa- 
tients with  various  forms  of  jaundice  indicated  that  a  charac- 
teristic immunoelectrophoretic  precipitin  are  between  plasma 
samples  and  purified  antibodies  to  LP-X  was  observed  only  in 
patients  with  obstructive  jaundice.   This  simple  immunochemi- 
cal test  may  be  useful  in  the  differential  diagnosis  of  obstruc- 
tive and  nonobstructive  jaundice. 

4874  CONJUGATED  AND  UNCONJUGATED  SERUM 
BILE  ACID  LEVELS  IN  PATIENTS  WITH 

HEPATOBILIARY  DISEASES.   (E.)    Makino,  I.  (Hokkaido  U. 
Sch.  Med.,  Sapporo,  Japan),  S.  Nakagawa  and  K.  Mashimo. 
Gastroenterology  56(6):  1033-1039,  1969. 

Total  and  unconjugated  bile  acid  levels  in  serum  of  patients 
with  various  hepatobiliary  diseases  were  determined  by  gas- 
liquid  chromatography.    In  normal  serum,  ranges  of  total  serum 
bUe  acid  were  found  as  follows:    deoxycholic  acid  0.22  ±  0.14, 
chenodeoxycholic  acid  0.23  ±  0.14,  cholic  acid  0.14  ±  0.09, 
and  total  amount  of  bile  acid  0.59  ±  0.31  pig/ml.    The  cholic 
to  chenodeoxycholic  acid  ratio  (C:CDC)  was  0.61  ±  0.30.    In 
hepatobiliary  diseases,  the  level  of  total  serum  bile  acid  rose. 
The  increase  was  remarkable  in  acute  early  hepatitis  and  in 
obstructive  jaundice  but  moderate  or  slight  in  active  portal 
cirrhosis  and  chronic  hepatitis.   Changes  in  the  composition  of 
serum  bile  acid  were  also  observed.   The  C:CDC  ratio  was 
1.01  ±  0.43  in  portal  cirrhosis  and  2.74  ±  1.42  in  obstructive 
jaundice.    A  correlation  was  observed  between  the  total  serum 
bile  acid  level  and  the  serum  bilirubin  concentration  in  obstruc- 
tive jaundice  and  portal  cirrhosis.    Unconjugated  serum  bile  acid 
levels  in  healthy  persons  showed  a  range  of  0.26  ±  0.20  /Mg/ml; 
and  the  unconjugated  to  total  bile  acid  ratio  (U:T)  was  51.4  ± 
22.0%.    In  active  portal  cirrhosis,  the  amount  of  unconjugated 
bile  acid  increased  (2.54  ±1.83  /Hg/ml).  The  value  was  signif- 
icantly higher  than  that  in  normal,  chronic  hepatitis,  and  ob- 
structive jaundice  groups.    In  contrast  to  portal  cirrhosis,  the 
entire  increase  in  serum  bile  acid  in  obstructive  jaundice  was 
limited  to  conjugated  bile  acid  and  the  U:T  ratio  was  very 
low  (0.2  ±  0.4%). 

4875  INTRAPARENCHYMAL  ANGIOGRAPHY  IN 
THE  DLV.GNOSIS  OF  HEPATIC  VENO-OCCLU- 

SIVE  DISEASES.   (E.)    Ramsay,  G.  C.  (CoU.  Phys.  Surg., 
Columbia  U.,  New  York,  N.  Y.)  and  R.  C.  Britton.   Radiology 
90(4):716-726,  1968. 

Percutaneous  hepatic  phlebography  was  performed  in  22  pa- 
tients:   6  were  being  subjected  primarily  to  percutaneous  cho- 
langiography; 8  were  being  studied  to  determine  the  patency  of 
portacaval  shunts,  and  8  to  determine  the  patency  of  the  hepatic 


veins.   No  serious  complications  occurred.    Morbidity  was 
limited  to  right  upper  quadrant,  pleuritic,  and  referred  right 
neck  pain  in  3  patients  in  whom  injections  were  made  near 
the  hepatic  capsule.    Pain  subsided  when  the  injection  pressure 
ceased.   Operative  liver  biopsies  of  the  areas  into  which  con- 
trast medium  had  been  injected  Vi  hr-10  days  earlier  showed 
no  inflammation  or  necrosis.    Thrombotic,  neoplastic,  and 
membraneous  obstructions  of  the  hepatic  veins  and  vena  cava 
were  demonstrated  in  7  patients  in  whom  retrograde  catheteriza- 
tion, caval  phlebography,  splenoportography,  needle  biopsy 
of  the  liver,  and  isotopic  liver  scan  had  failed  to  indicate  the 
nature  or  location  of  the  obstruction.   No  serious  complications 
were  seen  when  specific  contraindications  (e.g.,  known  sensi- 
tivity to  iodine,  coagulation  dyscrasias  with  prolongation  of 
the  clotting  time,  significant  ascites,  and  an  irrational  or  un- 
cooperative patient)  to  performing  the  procedure  were  ob- 
served. 


4876  COMPARATIVE  STUDY  OF  PRIMARY  LIVER 
CARCINOMAS  IN  EUROPE  AND  IN  AFRICA. 

(Fr.)    Sankale,  M.  (Inst.  Med.  Pharm.,  Dakar,  Senegal),  B. 
Diop  and  A.  M.  Sow.   Bull  Soc  Med  Afr  Noire  Lang  Franc 
13(3):565-576,  1968. 

In  Europe  as  in  Africa  primary  liver  carcinoma  occurs,  histo- 
logically, mainly  as  a  hepatoma.    Liver  cancer  is  increasing  in 
Europe,  but  the  higher  incidence  in  Africa  suggests  the  influ- 
ence of  racial  factors.    The  higher  incidence  in  males  is  more 
marked  in  Africa  (6  males:  1  female)  than  in  Europe  (2  males: 
1  female).    In  Africa  the  patients  are  younger  (35  yr)  than  in 
Europe  (60  yr).   While  in  both  geographical  areas  primary 
liver  carcinoma  is  consequent  to  cinhosis,  which  in  Europe 
is  mainly  alcoholic  and  in  Africa  meta-icteric.    In  Europe,  pri- 
mary liver  carcinoma  is  an  in  situ  cancer  identified  only  by 
autopsy;  in  Africa,  it  is  a  proliferant  cancer  of  rapid  evolution. 

4877  DOES  MOLYBDENUM  PLAY  A  ROLE  IN  ^ 
WILSON'S  DISEASE'    (Fr.)    GalU,  A.  (Salpetriere 

Hosp.,  Paris,  France).  Ann  Biol  Clin  26(7-9):975-978,  1968. 
Urinary  molybdenum  content  and  the  ratio  of  excreted  copper 
and  molybdenum  in  subjects  affected  by  Wilson's  disease  were 
determined.    Results,  obtained  by  means  of  colorimetric  techni- 
que, showed  that  in  normal  subjects  the  elimination  of  molyb- 
denum during  24  hr  varied  between  0-43  jUg,  with  an  average 
of  15.6  /Lig;  in  the  subjects  with  Wilson's  disease  the  values 
ranged  from  0-5  /L(g,  with  an  average  of  1.9  jUg/24  hr.    A  con- 
stant ratio  of  copper  and  molybdenum  excretion  was  confirmed 
only  in  normal  subjects.    A  study  of  the  interrelationships 
of  copper  and  molybdenum  metabolism  in  the  man  could  yield 
interesting  therapeutic  results. 

4878  PRIMARY  LIVER  CARCINOMA  IN  BRISBANE. 

(E.j    Lane,  D.  (Mater  Misericordiae  Hosp., 
Brisbane,  Australia).  Med  J  Aust  l(15):764-767,  1969. 

A  series  of  27  cases  (18  male,  9  female,  with  the  greatest  num- 
ber in  their  sbcth  and  seventh  decades)  of  primary  liver  car- 
cinoma were  analyzed.   There  were  25  cases  of  hepatocarcino- 
ma  and  2  of  cholangiocarcinoma.    Venous  invasion  occuned 
in  8  cases,  and  the  disease  was  associated  with  cirrhosis  (8 
cases),  hemochromatosis  (2),  and  peptic  ulcer  (3).    The  most 
common  presenting  symptoms  were  epigastric  or  right  upper 
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quadrant  pain  (14  cases)  and  weight  loss  and  anorexia  (9). 
Eighteen  patients  received  symptomatic  therapy,  3  underwent 
radical  hepatectomy,  3  were  given  S-fluorouracO  systemically, 
2  were  subjected  to  a  bypass  procedure  and  1  was  given  deep 
X-ray  therapy.    Difficulty  was  noted  in  distinquishing  hepatomas 
from  Riedel's  lobe,  nonneoplastic  biliary  tract  obstruction, 
amoebic  abscess,  and  even  infectious  hepatitis.   The  problem 
of  differentiating  benign  from  malignant  liver  tumor  is  discussed. 

4879  ACTIVE  CHRONIC  HEPATITIS  AND  RECUR- 

RENT AND  PERSISTENT  HEPATITIS  IN 
SINGAPORE  PATIENTS.    (E.)    Fung,  W.  P.  (Dept.  Clin.  Med., 
U.  Singapore)  and  O.  T.  Khoo.  Med  J  Aust  2(2):84-89,  1969. 

Clinical,  biochemical  and  histological  features  of  10  patients 
(7  female,  3  male;  11  to  66  yr)  with  active  chronic  hepatitis 
are  compared  with  those  of  14  patients  (3  female,  11  male; 
18  to  58)  with  recurrent  and  persistent  hepatitis.    Active  chronic 
hepatitis  often  manifested  itself  with  anorexia,  jaundice  and 
hepatomegaly,  and  was  associated  with  a  fairly  high  incidence 
of  splenomegaly,  spider  nevi,  liver  palms,  ascites,  hepatic  coma 
and  gastrointestinal  bleeding;  it  was  frequently  associated  with 
a  markedly  prolonged  prothrombin  time  and  raised  thymol 
turbidity;  hypoalbuminemia,  hyperglobulinemia,  hypergamma- 
globulinemia, elevated  SGPT  levels,  and  a  high  mortality  rate. 
Characteristic  histological  abnormalities  of  the  liver  were: 
marked  piecemeal  necrosis  with  rosette  formation,  portal  tract 
infiltration  by  plasma  cells  and  lymphocytes  and  a  high  inci- 
dence of  nodular  regeneration  with  progression  to  cirrhosis. 
Steroid  therapy  had  no  effect  on  4  patients  who  died,  but  gave 
some  improvement  in  the  remaining  6.    In  contrast,  recurrent 
and  persistent  hepatitis  was  a  relatively  benign  disease,  with  ab- 
sence of  hypoalbuminemia,  hypeiglobuUnemia  and  hypergamma- 
globulinemia.  The  liver  biopsy  material  was  typical  of  acute 
viral  hepatitis.    Liver  histology  alone  is  usually  sufficient  to 
distinguish  between  active  chronic  hepatitis  and  recurrent  and 
persistent  hepatitis. 


4880  LIVER  DISEASE  AND  EXOCRINE  PANCRE- 

ATIC FUNCTION.   (E.)    Forell,  M.  M.  (2nd  Med. 
Div.,  U.  Munich,  Germany),  H.  Stahlheber  and  M.  Otte.    German 
Med  Monthly  12(10):465-468,  1967. 

Pancreatic  function  was  evaluated  in  normal  subjects  and  77 
patients{58  males  and  19  females)  with  liver  disease:    25 
chronic  hepatitis,  11  cirrhosis,  10  intrahepatic  cholestasis,  23 
fatty  liver,  1  hemochromatosis,  1  cardiac  liver,  and  1  carcinoma 
of  the  liver  and  in  normal  subjects.    Pancreatic  secretion  was 
stimulated  as  follows:    pancreozymin  and  secretin  1  U/kg  each 
i.v.;  2  U/kg  pancreozymin  and  1  U/kg  secretin;  2  and  4  U/kg/hr 
pancreozymin  by  i.v.  infusion;  6  g  of  ox  bile  in  20  ml  H2O 
intraduodenally;  6  g  of  ox  bile  intraduodenally,  and  1  U/kg 
pancreozymin  and  secretin  each  i.v.    Side  effects  encountered 
were  minimal.   Occasionally  there  was  nausea  or  slight  abdomi- 
nal pain,  but  no  irritation  of  the  intestinal  mucosa.    Increased 
as  well  as  reduced  pancreatic  function  was  observed.    In  con- 
trast to  findings  in  chronic  pancreatitis,  secretory  insufficiency 
was  often  confined  to  enzyme  output.   There  may  be  a  selec- 
tive damage  to  pancreatic  acini  with  preservation  of  tubular 
epithelial  function.    Secretory  volume  and  bicarbonate  excre- 
tion were  found  to  be  inadequate  measures  of  pancreatic  func- 
tion in  liver  disease.   An  increase  in  the  quantity  of  pancreatic 
juice  excreted  should  suggest  parenchymal  liver  damage. 


4881  MASSIVE  CAVERNOUS  HEMANGIOMA 
OF  THE  LIVER.    CASE  REPORTS  AND 

REVIEW  OF  THE  LITERATURE.  (E.)  Ecker,  J.  E.  (Santa 
Barbara  County  Gen.  Hosp.,  Calif.)  and  W.  A.  Doane.  Amer 
J  Gastroent  52(l):25-36,  1969. 

4882  THE  IMPACT  OF  DIURETICS  ON  CHRONIC 
LIVER  DISEASE.    (E.)    Steigmann,  F.  (Cook 

County  Grad.  Sch.,  Chicago,  111.)  and  R.  Mejicano.  Amer  J 
Gastroent  52(l):37-44,  1969. 

4883  TREATMENT  OF  GLYCOGEN  STORAGE 
DISEASE  (VON  GIERKE'S  DISEASE).    (Rev.j(E.) 

Spellberg,  M.  A.  (U.  Illinois  Sch.  Med.,  Chicago).  Amer  J 
Gastroent  52(l):45-47,  1969. 

4884  PORPHYRIA  AND  PREGNANCY.    (E.) 
Zilliacus,  H.  (U.  Cent.  Hosp.,  Helsinki,  Finland). 

Ann  Chir  Gynaec  Fenn  56(3):  349-35 3,  1967. 

4885  ELECTROCARDIOGRAPHIC  AND  CLINICAL 
ASPECTS  OF  LIVER  PATHOLOGY.    (It.) 

Scalise,  G.  (Inst.  Gen.  Clin.  Med.,  U.  Siena,  Italy),  A.  Fedi 
and  C.  A.  Boggiano.  Rass  Int  Clin  Ter  48(22):  1371-1390, 
1968. 

4886  HEPATOLENTICULAR  DEGENERATION 
TREATED  WITH  PENICILLAMINE  WITH  A 

GOOD  RESULT.  (Fr.)  Petit,  H.  I/He  Med  13(10):  1132- 
1134, 1968. 

4887  HUMAN  LIVER  ULTRASTRUCTURE  IN  A 
CASE  OF  CRIGLER -NAJJAR  SYNDROME. 

(Fr.)    Minio-Paluello,  F.  (Ctr.  Electron  Microscopy,  U.  Lausanne, 
Switzerland),  A.  Gautier  and  P.  Magnenat.   Acta  Hepatosplen 
15(2):65-71,  1968. 

4888  CHOLANGITIS  WITH  HYPOTONIA  OF  THE 
COMMON  DUCT.   (Fr.)    Razemon,  P.,  M.  Heraud, 

DelobeUe-Deroide  and  B.  Filoche.   Z,/7/e  Med  13(10):1139-1140, 
1968. 

4889  CATHETERIZATION  OF  THE  UMBILICAL 
VEIN:    A  NEW  TECHNIQUE  FOR  FILTRATION 

OF  PORTAL  BLOOD  IN  SCHISTOSOMIASIS.    (For.)    Correa 
Lima,  M.  B.  (Found.  Sch.  Med.  Surg.,  Rio  de  Janeiro,  Brazil), 
J.  L.  Caboclo  and  S.  A.  Ribeiro.   Folha  Med  56(2): 243-248, 
1968. 


4890 


i 


REPEATED  SURGICAL  INTERVENTIONS  ON 
THE  LIVER.    (Rus.)    Shapkin,  V.  S.  (Med.  Inst., 
Vladivostok,  USSR)  and  V.  A.  Zhuiavlev.    Klin  Khir  (Kiev)    J 
(12):6-9,  1968.  1 

4891  SURGICAL  TREATMENT  OF  PRIMARY 
CANCER  OF  THE  LIVER,    (Rus.)    Burka,  A.  A. 

(Med.  Inst.,  Kiev,  USSR).   Klin  Khir  (Kiev)  (12):65-66,  1968. 

4892  TOTAL  OBSTRUCTION  OF  THE  INTRA- 
HEPATIC BILIARY  DUCTS  BY  A  CAST  COM- 
POSED OF  DEHYDRATED  BILE.    (Fr.)    Gautier-Benoit,  C, 
A.  Dupont,  J.  C.  Paris,  P.  Merveille  and  J.  Paris.   Lille  Med 
13(10):1135-1138,  1968. 
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t893  LIVER  FUNCTION  TESTS  IN  UNDER- 

NOURISHED CHILDREN  DURING  TREAT- 
MENT WITH  ANATROFIN  (STENOBOLONE  ACETATE). 

'Sp.)   Amor  Villalpando,  A.  (Moctezuma  Child.  Hosp.,  Mexico 
City,  Mexico),  L.  Bemal  Diaz  and  J.  SUva  Baeza.   Medicim 
<Mex)  48(1034):  194-197,  1968. 

4894  A  LOOK  AT  8  CASES  OF  ANGIOMA  OF  THE 

LIVER.    (Fr.)   Ghossain,  A.  (Zahle,  Lebanon). 
3ullSocInt  Chir  27(3):229-235,  1968. 


1895 


[nst. 


METHODS  OF  HEMOSTASIS  IN  LIVER  RE- 
SECTIONS.  (Rus.)    Voitenko,  A.  A.  (Kiev  Med. 
USSR).   Klin  Khir  (Kiev)  (5):24-27,  1968. 


1896  HEPATIC  AMOEBIASIS:    COMMON  SYMPTOMA- 
TOLOGY AND  SIGNS.    (E.j    Dalvi,  S.  G.  (K.  E. 

M.  Hosp.,  Bombay,  India).   Indian  Pract  21  (12): 895-890,  1968. 

1897  THE  OXYGEN  GRADIENT  AND  HEPATIC 
BLOOD  FLOW  IN  HEPATOSPLENIC  SCHISTO- 
SOMIASIS MANSONl,  SYMMER'S  FORM.    (Por.)    Ribiero 
foige,  P.  A.  (Med.  Fac,  U.  Campinas,  BrazD),  W.  Zancaner, 

il.  F.  Guimaraes  and  S.  dos  Santos  CarvaUial.   Rev  Ass  Med 
3rasil  13(1 2):  442-445,  1967. 


4905  INFLUENCE  OF  FAT  ADMINISTRATION  ON 
SERUM  ALKALINE  PHOSPHATASE  IN  HEPA- 
TIC DISEASES  IN  THE  HUMAN.    (Jap.)    Ono,  T.  (Yawata 
Seitetsu  Hosp.,  Kitakyushu,  Japan),  K.  Ito  and  K.  Tanaka. 
Med  Biol  (Tokyo)  78(6):251-255,  1969. 

4906  ANALYSIS  OF  A  GROUP  OF  CHILD  CONVA- 
LESCENTS AFTER  INFECTIOUS  HEPATITIS. 

PRELIMINARY  EXPERIENCE  WITH  THE  EVALUATION 
OF  THE  CATHEPSIN  INDEX  IN  SCHOOL  CHILDREN. 

(Cz.)    Kuncova,  Z.  (Med.  Fac,  Charles  U.,  Prague, 
Czechoslovakia),  L.  Havlujova-Zukrieglova  and  J.  Homolka. 
Cesk  Pediat  24(4):312-318,  1969. 

4907  ACCESSORY  LOBE  OF  LIVER  PRESENTING 
SYMPTOMS  OF  PELVIC  TUMOR.    (E.)    Levi, 

M.  M.  (Columbia  U.  Coll.  Physicians  and  Surgeons),  L.  C. 
deque  and  S.  Cinque.   New  York  J  Med  69(10):  1334-1336, 
1969. 

4908  RECURRENT  JAUNDICE  DUE  TO  INTRA- 
HEPATIC CHOLESTASIS  IN  PREGNANCY: 

DESCRIPTION  OF  A  CLINICAL  CASE.    (It.)    Secchi,  G.  C. 
(L.  Devoto  Lab.  Clin.,  U.  Milan,  Italy)  and  A.  Rezzonico. 
Arch  Ital  Mai  Appar  Dig  35  (4):  3  30-344,  1969. 


1898  THE  INTRAHEPATIC  VASCULAR  NET  IN 
SYMMERS'  FORM  OF  SCHISTOSOMIASIS 

VIANSONI;  A  STUDY  WTTH  PLASTIC  MODELS.    (Por) 
Ribeiio  Jorge,  P.  A.  (Med.  Fac,  U.  Campinas,  BrazU)  and  S. 
los  Santos  Carvalhal.   Rev  Ass  Med  Brasil  13(12):435-441, 
1967. 

1899  A  SIMPLIFIED  METHOD  FOR  THE  ANATOMI- 
CAL EXaSION  OF  THE  LATERAL  SEGMENT 

3F  THE  LEFT  LIVER  LOBE.    (Pol.)    Jesipowicz,  M.  (1st 
Surg.  Clin.,  Acad.  Med.,  Lublin,  Poland).   Pol  Przegl  Chir 
59(9):920-925,  1967. 


4909  PRIMARY  CARCINOMA  OF  THE  LIVER. 
[CASE  REPORT]    (Por.)    Alves,  J.  B.  R.  (Fac. 

Med.,  U.  Fed.  Minas  Gerais,  Belo  Horizonte,  Brazil)  and  L.  A.  R. 
de  GUveira.   Rev  Ass  Med  Minas  Gerais  19(2):  157-160,  1969. 

4910  A  CASE  REPORT  OF  APLASTIC  ANEML^ 
AFTER  ACUTE  HEPATITIS.    (Kor.)    Nam-Koong, 

S.  (CoU.  Med.,  Seoul  Natl.  U.,  Korea),  J.  O.  Lee,  S.  J.  Chang, 
S.  I.  Kim  and  H.  I.  Cho.   Korean  J  Intern  Med  12(3):  217-222, 
1969. 


1900  RARE  CAUSES  OF  NEONATAL  JAUNDICE. 

(It.)  Cordone,  G.  (G.  Gaslini  Pediat.  Clin.,  U. 
jenoa,  Italy),  C.  Borrone,  L.  Massimo,  L.  Famularo  and  P. 
Moscatelli.  Minerva  Pediat  19(27):2223-2226,  1967. 


4911  LIVER  TRANSPLANTATION  IN  MAN.    FIRST 

RESULTS  AND  PROSPECTS.    (Fr.)    Chapuis,  Y. 
Presse  Med  77(6): 203-206,  1969. 


t901 


Usov. 


t902 


PORPHYRIA  IN  SURGICAL  PRACTICE.    (Rus.) 
Pankov,  B.  S.  (Altai  Med.  Inst.,  USSR)  and  D.  V. 
Vestn  Khir  Grekov  99(8):70-72,  1967. 


A  CLINICAL  AND  BIOLOGICAL  STUDY  OF 
THE  ACTION  OF  A  NEW  DRUG  ON  JAUNDICE. 

'Fr.)    Ribet,  A.  (Fac  Med.,  U.  Toulouse,  France)  and  M.  Hardy. 
Jew  Ther  43(9):534-536,  1967. 

4903  LIVER  DISTURBANCES  IN  DLVBETES.    (Pol.) 

Kubicki,  S.  (Gastroent.  Clin.,  Med.  Acad.,  Warsaw, 
Poland).   Pol  Tyg  Lek  24(2):60-63,  1969. 

♦904  SYNDROME  OF  CHRONIC  IDIOPATHIC  DYS- 

PROTEINEMIA.   (Cz.)    Petera,  V.  (Fac.  Gen.  Med. 
Charles  U.,  Plzen,  Czechoslovakia).    Cesk  Gastroent  Vyz  23(3): 
125-129,  1969. 


4912  VALUES  AND  INTERPRETATIONS  OF  TESTS 
OF  HEPATIC  FUNCTION.    (It.)    Bianco,  C. 

(S.  G.  B.  Cottolengo  Hosp.,  Turin,  Italy),  R.  Bonsi  and  G. 
Papotti.   Arch  Sci  Med  (Torino)  124(4):  42 3-442,  1967. 

4913  THE  ASSOQATION  OF  JAUNDICE  WITH 
LOBAR  PNEUMONIA  IN  THE  TERRITORY 

OF  PAPUA  AND  NEW  GUINEA.    (E.)    Radford,  A.  J.  (Papuan 
Med.  Coll.,  Port  Moresby,  New  Guinea),  F.  A.  Rhodes  and 
L.  R.  Matz.  Med  JAust  2(13):678-681,  1967. 

4914  ON  ANESTHESIA  IN  VARIOUS  KINDS  OF 
INVESTIGATIONS  AND  OPERATIVE  PRO- 
CEDURES IN  CHILDREN  WITH  THE  PORTAL  HYPER- 
TENSION SYNDROME.    (Rus.)    Katkov,  V.  V.  (Inst.  Pediat., 
Acad.  Med.  Sci.,  Moscow,  USSR),  O.  D.  Kuzminov  and  S.  K. 
Batalina.    Vestn  Khir  Grekov  99(10):  102-1 07,  1967. 
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4915  THE  BUDD-CHIARI  SYNDROME.    (Por.)    Correa 

Lima,  M.  B.  (Sch.  Med.,  Fed.  U.  Rio  de  Janeiro, 
Brazil),  C.  J.  Serapiao  and  S.  A.  Ribeiro.  Arq  Brasil  Med 
54(4):311-321,  1967. 


4916  CORRELATIONS  BETWEEN  HEPATOBILIARY 

DISORDERS,  PANCREATIC  EXOCRINE  FUNC- 
TIONS AND  DL\.BETES  MELLITUS.  (Fr.)  Strimbu,  I.  (Cluj, 
Romania).   Rev  Intern  Hepat  17(7):65 1-660,  1967. 


4917  A  CASE  OF  JUVENILE  PRIMARY  HEPATOMA. 

(Jap.)    Yamagata,  Y.,  E.  Kara,  K.  Hy6d6,  K. 
Shimazaki  and  K.  Kitajima.   Jap  J  Cancer  Clin  13(11):  1053- 
1057,  1967. 


4919  TREATMENT  OF  COMPENSATED  CHRONIC 

HEPATOPATHIES  WITH  SIREPAR  AND 
RIPASON.    (Cz.)    Fassati,  P.  (Dept.  MicrobioL,  Charles  U., 
Prague,  Czechoslovakia)  and  M.  Fassati.    Cas  Lek  Cesk  106(43): 
1143-1150,  1967.  J 


4920  XANTHOGRANULOMATOUS  PYELONEPHRITIS 

[CASE  REPORT]  (E.)  Ilkay,  T.  (Meadowbrook 
Hosp.,  East  Meadow,  N.  Y.),  M.  Goldfarb  and  V.  S.  Palladino. 
New  York  J  Med  69(12):1778-1781,  1969. 


i 


4921  EXPERIENCE  WITH  TWENTY-SIX  HEPATIC 

LOBECTOMIES  AND  EXTENSIVE  HEPATIC 
RESECTIONS.    (E.J    DiUard,  B.  M.  (Washington  U.  Sch.  Med., 
St.  Louis,  Mo.).   Surg  Gynec  Obstet  129(2):249-257,  1969. 


4922  JAUNDICE,  ASCITES,  AND  HEPATOMEGALY. 

RECURRENCE  IN  CHINESE  MALE.    [CASE 
REPORT]    (E.)    Anonymous.  New  York  J  Med  e%\\):lAOS- 
1418, 1969. 


4918  CHANGES  IN  THE  ACTIVITY  OF  TISSUE 

ACID  PHOSPHATASE  IN  SOME  DISEASES 
OF  THE  LIVER.  (Rus.)  Blyuger,  A.  F.  (Riga  Med.  Inst., 
USSR)  and  O.  Ya.  Kartashova.   Arkh  Pat  29(8):53-56,  1967. 


4923  CLINICAL  STUDY  OF  4-AMINO-5-IMIDAZOLE- 

CARBOXAMIDE  OROTATE  (AICA)  IN  HEPA- 
TITIS AND  CIRRHOSIS.    (Fr.)    Chanoine,  F.   Acta  Gastroent 
Belg  32(4-5): 383-395,  1969. 


See  also:    4275,4280,4283,4318,4444,4465,4482,4496,4542,4545,4549,4551,4553,4554,4555,4562,4569,4570,4572, 
4574,4579,4580,4582,4594,4595,4748,4821,4834,4930 
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4924  HEPATITIS  OF  NEONATAL  RUBELLA.    (Fr.) 

Alagille,  D.  (Hopital  Panot,  Paris,  France),  E.-C. 
Habib,  M.  Gautier,  A.  Boue  and  S.  Kocher.  Arch  Franc  Pediat 
25(4):  393-414,  1968. 

In  aU  the  cases  studied,  mothers  came  in  contact  with  rabella 
virus  during  pregnancy.    Etiologic  inquiries  did  not  furnish  de- 
finite information.    In  2  cases,  rubella  was  rediscovered.   In  the 
1st  case  (20th  week  of  pregnancy),  it  was  too  late  to  do  a  ru- 
bella embryopathy.    Histological  studies  show  that  all  3  cases 
had  in  common  a  hepatic  attack,  clinically  revealed  through 
hepatomegaly;  retentional  jaundice  (2  cases),  and  1  history 
characteristic  of  hepatitis.   The  incidence  of  hepatitis  is  con- 
nected with  rubella  infection  during  pregnancy.    In  all  3  cases 
of  neonatal  hepatitis  the  rubella  etiology  was  estabUshed  by 
isolation  of  the  virus  in  cephalo-rachidic  liquid  (1);  rhino- 
pharyngeal  retention  (3);  and  hepatic  retention  (1).    However, 
the  specific  serology,  positive  in  the  mothers,  was  not  present 
in  the  infants. 


4925  SECONDARY  GASTROINTESTINAL  BLEEDING 
AFTER  CLOSED  LIVER  TRAUMA  IN  CHIL- 
DREN.  (Rus.)   Finkel'son,  le.  I.  (Timiryazev  Munic.  Child. 
Hosp.  No.  20,  Moscow,  USSR),  E.  B.  Vemekin  and  S.  P. 
Mironov.    Vestn  Khir  Grekov  99(8):  105-107,  1967. 

4926  ECHINOCOCCOSIS  OF  THE  LIVER  AND  ITS 
PECULIARITIES  IN  CHILDREN.   (Rus.) 

Akhundov,  N.  lu.  (Narimanov  Med.  Inst.,  Baku,  Azerbaijan, 
USSR).   Khirurgiia  (Moskva)  44(7):69-72,  1968. 

4927  LIVER  ABSCESSES  RESULTING  FROM 
ASCARIS  IN  A  5-YEAR-OLD.    (Rus.)    Bushmelov, 

V.  A.  (Izhevsk  Med.  Inst.,  USSR)  and  G.  la.  Fominykh. 
Khirurgiia  (Moskva)  44(7):136-138,  1968. 

4928  DRUG-INDUCED  HEPATITIS:    THE  ROLE  OF 
HYPOGLYCEMIC  SULFONAMIDES.    (REPORT 

OF  TWO  CASES.)    (Fr.)   Geffroy,  Y.,  M.  Segrestin,  J.  Bourreille, 
J.  Fablet  and  R.  Colin.   Actualites  Hepatogastroent  Hotel  Dieu 
4(5):B175-B186,  1968. 

4929  CHANGES  IN  THE  ANTIGENIC  COMPOSITION 
OF  THE  RAT  LIVER  IN  ACUTE  AND  CHRONIC 

HELIOTRINE  POISONING.   (Rus.)    Levin,  G.  S.  (Uzbek  Sci. 
Res.  Inst.  Hematol.  Blood  Transfus.,  Tashkent,  USSR).   Pat 
FiziolEksp  Ter  12(3):28-33,  1968. 

4930  COMPLICATION  FOLLOWING  AMEBIC 
ABSCESS  OF  THE  UVER.   (Pol.)   Gruca,  Z. 

(3rd  Surg.  Clin.,  Acad.  Med.,  Gdansk,  Poland),  E.  Szalach  and 
Z.  Wajda.   Pol  Przegl  Chir  40(11):1391-1393,  1968. 

4931  HYDATID  CYST  OF  THE  LIVER  OPENING 
INTO  THE  BILE  DUCTS.    (Sp.)   Varela,  O.  W., 

A.  Mendez  Anell  and  P.  C.  Arvia.  Prensa  Med  Argent  55(29): 
1398-1401,  1968. 


4932  THE  INFREQUENT  OCCURRENCE  OF  HYDA- 
TIDOSIS.    (Sp.)   Tanno,  H.  (Inst.  PathoL  Anat., 

Centenary  Natl.  Hosp.,  Buenos  Aires,  Argentina),  A.  Reinaldo 
and  C.  Sapene.  iVensa  Med  Argent  55(29):  1393-1397,  1968. 

4933  NEONATAL  JAUNDICE  DUE  TO  CHLORPRO- 
MAZINE.   (Fr.)    L'Hirondel,  J.  (Cent.  Hosp.,  U. 

Caen,  France),  R.  Venezia,  P.  Rousselot,  F.  Daridon  and  J.  C. 
FeUouse.  Arch  Franc  Pediat  25(10):1171-1177,  1968. 

4934  HEPATIC  TUBERCULOSIS:    REVIEW  OF  THE 
LITERATURE  AND  A  DESCRIPTION  OF  A 

CASE  OF  APPARENTLY  PRIMARY  TUBERCULOSIS  OF 
THE  LIVER.   (It.)    Lodi,  A.  (Inst.  Semeiotic  Surg.,  U.  Bologna, 
Italy),  G.  C.  Descovich,  F.  M.  Gritti  and  D.  Londei.   Arch 
Ital  Mai  Appar  Dig  35(3):206-231,  1968. 

4935  DDT-INDUCED  METABOUC  CHANGES  IN 

RAT  LIVER.   (E.)    Sdnchez,  E.  (U.  Chile, 
Santiago).    Canad  7  B/ocAem  45(7):  1809-1817,  1967. 

4936  THE  USEFULNESS  OF  THE  BROMOSULPHO- 
PHTHALEIN  TEST  IN  THE  URINE  IN  THE 

pUGNOSIS  OF  EARLY  HEPATIC  DAMAGE.    (Pol.) 
Sliwiriski,  B.  (Acad.  Med.,  Warsaw,  Poland).    Wiad  Lek  20(18): 
1709-1713,  1967. 

4937  HEPATIC  LESIONS  CAUSED  BY  AUTOLOGOUS 
ANTIGENS  AFTER  8  MONTHS  OF  TREAT- 
MENT.  (It.)    Agnolucci,  M.  T.  (Inst.  Gen.  Med.  Clin.  Ther. 
Med.,  U.  Modena,  Italy)  and  M.  Gallo.  Arch  Ital  Mai  Appar 
Dig  35(4):  317-329,  1969. 

4938  IMPAIRMENT  OF  LIVER  FUNCTION  RE- 
SULTING FROM  SHOCK  IN  PATIENTS  WITH 

SEVERE  FRACTURES.    (E.)    Koskinen,  E.  V.  S.  (U.  Cent. 
Hosp.,  Helsinki,  Finland),  H.  Julkunen  and  K.  Honkonen. 
Ann  Chir  Gynaec  Fenn  56(3):296-303,  1967. 

4939  TREATING  CHOLANGITIS  AND  VARIOUS 
LIVER  ABSCESSES  BY  ADMINISTERING 

ANTIBIOTICS  INTO  THE  UMBILICAL  VEIN.    (Rus.) 
Nazarevskii,  N.  G.  (Crimean  Med.  Inst.,  Simferopol,  USSR), 
V.  V.  Izosimov  and  N.  N.  Volobuiev.    Vestn  Khir  Grekov 
99(9):117-118,  1967. 

4940  ACUTE  TOXICITY  OF  THE  CHLORINATED 
HYDROCARBON  INSECTiaDES.    A  CASE 

REPORT  WITH  COMMENTS  ON  TOXICOLOGY  AND  MAN- 
AGEMENT.   (E.)    Jacobs,  P.  (U.  Witwatersrand,  Johannesburg, 
S.  Africa)  and  J.  B.  Lurie.   S  Afr  Med  J  4 1(44):  1147-1 150, 
1967. 

4941  A  CASE  OF  JAUNDICE  DUE  TO  5-FLUORO- 
URAQL.   (Pol.)    Hornowski,  S.  (Munic.  Infect. 

Dis.  Hosp.  No.  1,  Warsaw,  Poland)  and  L.  OUcowski.   Pol  Tyg 
Lek  22(40):  1536-1537,  1967. 
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4942  HEPATIC  COMA  DUE  TO  FULMINATING 

HEPATITIS  TREATED  WITH  EXTRACORPOR- 
EAL PIG-LIVER  PERFUSION.    [CASE  REPORT]    (E.) 
Abouna,  G.  M.  (Royal  Victoria  Infirm.,  Newcastle  upon  Tyne, 
England),  R.  Garry,  J.  Kirkley  and  D.  N.  Walder.   Brit  J  Surg 
56(3):223-225,  1969. 


4943  HEPATIC  ABSCESSES  OF  AMEBIC 

ETIOLOGY.    (Bui.)    VasUev,  N.  (Inst.  Milit. 
Med.,  Sofia,  Bulgaria)  and  A.  Pinkas.   Khirurgiia  (Sofiia) 
21(6):579-581,  1968. 


See  also:    4271,4311,4427,4445,4453,4455 
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4944  THE  EFFECT  OF  INFECTIOUS  HEPATITIS  ON 
THE  EXOCRINE  FUNCTION  OF  THE  PANCREAS, 

(Rm.)    Moiseyenko,  A.  V.  (Leningrad  Sanit.-Hyg.  Med.  Inst., 
USSR).    Ter  Arkh  40(l):90-94,  1968. 

Studies  of  exocrine  pancreas  function  in  203  infectious  hepatitis 
patients  weie  made  at  various  times  during  the  disease  as  well 
as  after  treatment.    Lypolytic,  amylolytic,  proteolytic  and 
secretory  functions  were  studied  in  addition  to  determining 
trypsin  activity  and  its  inhibitors  in  the  blood.    At  the  height 
of  the  disease  Upase  activity  dropped,  as  did  proteolase.    Amy- 
lase decreased  to  a  lesser  degree.    Less  predictable  were  the  rise 
in  carbonate  alkalinity  and  the  drop  in  the  volume  of  duodenal 
secretion.    Disturbances  in  pancreatic  function  were  observed 
in  80%  of  the  patients.    Even  in  mild  cases  normalization  of 
exocrine  function  lagged  behind  clinical  recovery  from  hepatitis. 
In  plasma,  trypsin  and  lipase  activity  increased:  less  pronounced 
and  less  predictable  were  variations  in  trypsin  inhibitors  and 
amylase.   Because  pancreatic  dysfunction  may  continue  after 
clinical  recovery  from  hepatitis,  drugs  to  restore  normal  activity 
are  indicated  as  follow-up  treatment  for  infectious  hepatitis 
patients. 

4945  ABOUT  THE  RELLVBIUTY  OF  SOME  TESTS 
PERFORMED  TO  FIND  OUT  THE  CARRIERS 

OF  THE  HEPATITIS  VIRUS,  IN  THE  TRANSFUSIONAL 
PRACTICE.   (It.)    Dazzi,  L.  (Istituti  Ospitalieri,  Verona, 
Italy),  G.  Canali  and  O.  Ghidini.   Fracastord  60(4): 549-558, 
1967. 

In  a  group  of  60  periodic  donors  involved  in  15  cases  of  post- 
transfusional  hepatitis,  the  behavior  of  GOT,  GPT,  total  bili- 
rubinemia.  Hanger's  and  MacLagan's  tests  were  recorded.   Ab- 
normal GOT  and  GPT  were  found  in  16  cases,  abnormal  GOT 
only  in  4  cases  and  GPT  only  in  2.   The  GOT/GPT  ratio  was 
altered  in  5  donors.    Transaminase  levels  were  higher  than 
100  U  only  in  4  cases  for  GOT  and  2  for  GPT.    The  same 
enzymatic  tests  determined  in  another  60  periodic  donors  con- 
sidered as  controls,  showed:    increased  GOT  and  GPT  in  15 
cases,  increased  GOT  only  in  3,  and  GPT  only  in  2.    GOT/GPT 
ratio  was  altered  in  1  case.   Transaminase  values  were  higher 
than  100  U  in  6  cases  for  GOT  and  3  for  GPT.   At  the  present 
time  there  are  no  reliable  tests  to  reveal  carriers  of  B-hepatitis 
virus. 

4946  AN  EPIDEMIC  OF  CLAM-ASSOCIATED 

HEPATITIS.   (E.j    Ruddy,  S.  J.  (Natl  Comm.  Dis. 
Ctr.,  Publ.  Hlth.  Svc,  Atlanta,  Ga.),  R.  F.  Johnson,  J.  W. 
Mosley,  J.  B.  Atwater,  M.  A.  Rossetti  and  J.  C.  Hart.   JAMA 
208(4):649-655,  1969. 

During  a  32-week  period  from  Nov.  1963  through  June  1964 
an  epidemic  of  123  cases  of  viral  hepatitis  occurred  in  Conn. 
Several  observations  supported  the  incrimination  of  raw  clams 
as  the  vehicle:    a  high  proportion  of  cases  among  adult  males, 
a  low  proportion  of  patients  having  contact  with  a  previous 
case,  the  occurrence  of  cases  in  two  epidemic  waves,  the  simi- 
larity between  the  known  incubation  period  of  infectious  hepa- 
titis and  the  interval  from  consumption  of  the  raw  clams  to 
onset  of  illness,  and  the  results  of  a  survey  which  indicated 
that  more  than  6  times  as  many  hepatitis  patients  had  eaten 


raw  clams  as  had  patients  without  hepatitis.    Harvesting  waters 
could  not  be  identified. 

4947  INFECTIOUS  HEPATITIS.   (Sp.)    Ferrari,  I. 
(Dept.  Infect.  Dis.,  Nati.  U.  Cordoba,  Argentina), 

J.  M.  Gomez  Ochoa  and  H.  R.  A.  Cabral.  Rev  Fac  Gen  Med 
Cordoba  26(34):  33 1-335,  1968. 

One  hundred  fifty  nine  clinical  histories  of  patients  with  in- 
fectious hepatitis  obtained  between  1950-1966  were  studied. 
The  majority  of  the  patients  were  between  ages  15  and  45  yr; 
men  comprised  58%  of  the  cases.   Of  the  159  patients,  84% 
were  from  urban  communities.   The  most  frequent  symptoms 
were:    anorexia,  vomiting,  nausea,  abdominal  pain,  asthenia, 
headache,  chills,  and  pruritis.    In  66%  of  the  cases  the  liver 
was  eidarged.   The  Hanger  test  was  positive  in  53.54%  and  the 
thymol  turbidity  test  positive  in  67.30%.   There  was  an  in- 
creased cholesterol  level  in  50%.   Of  the  111  patients  who  had 
Bilirubin  measured,  85.5%  had  hyperbilirubinemia.   The  in- 
cidence of  infectious  hepatitis  was  most  frequent  between 
March  and  the  end  of  July. 

4948  ASPECTS  OF  VIROLOGY  IN  HEPATTTIS. 

(For.)    Monteiro,  E.  F.  (Dept.  ViroL,  Oswaldo 
Cruz  Inst.,  Rio  de  Janeiro,  Brazil).   Folha  Med  56(2): 255-270, 
1968. 

4949  PURINE  NUCLEOSIDE  PHOSPHORYLASE 
ACTIVITY  IN  SERUM  AND  IN  HEPATIC  AND 

SPLENIC  TISSUE  IN  EXPERIMENTAL  INFECTION  WTTH 
THE  MHV3  VIRUS.   (It.)    De  Ritis,  F.  (Infect.  Dis.  Clin.,  U. 
Naples,  Italy),  B.  Galanti,  A.  Mancini  and  G.  GiustL 
Enzymologia  35(5):  283-288,  1968. 

4950  CUNICAL  AND  IMMUNOLOGICAL  CHARAC- 
TERISTICS OF  BOTKIN'S  DISEASE  IN 

CHILDREN.  (Rus.)  Shilenok,  I.  G.  (Med.  Inst.,  Krasnoyarsk, 
USSR)  and  R.  A.  Belousova.  Pediatriia  47(11):10-12,  1968. 

4951  ASPECTS  OF  THE  WORKING  CAPACFTY  OF 
PATIENTS  SUFFERING  FROM  POST-VIRAL 

CHRONIC  HEPATTTIS.   (Fr.)   Georgesco,  A.  (Inst.  EvaL 
Working  Capacity  Rehab.,  Bucharest,  Romania),  E.  Gulan  and 
D.  lUesco.   Fegato  14(4):543-552,  1968. 

4952  THE  ROLE  OF  PHYSICAL  EXERTION  IN  THE 
WORSENING  OF  THE  CONDFTION  OF  PA- 
TIENTS WITH  POSTVIRAL  CHRONIC  HEPATITIS.    (Fr.) 

Berlogea,  O.  (Inst.  Eval.  Working  Capacity  Rehab.,  Bucharest, 
Romania),  A.  Georgesco,  N.  Sirjita  and  T.  Georgesco.  Fegato 
14(4):525-532,  1968. 

4953  JUDGING  THE  SEVERITY  OF  ANICTERIC 
AND  NECROTIC  FORMS  OF  INFECTIOUS 

HEPATITIS  IN  CHILDREN.    (Rus.)    Bochko,  A.  V.  (Hosp. 
Child.  Dis.,  Krasnodar,  USSR).   Pediatriia  46(8):76-77,  1967. 

4954  THE  EPIDEMIOLOGY  OF  INFECTIOUS 
HEPATTTIS.   (Heb.)    AUcan,  W.  J.,  and  J.  Eshchar. 

Harefuah  86(10):468-469,  1969. 
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4955  IMMUNE  SERUM  GLOBULIN  FOR  PRE- 
VENTION OF  VIRAL  HEPATITIS.    (E.) 

Anonymous.   Detoware  Med  /  41(5):  163-165,  1969. 

4956  INFECTIOUS  HEPATITIS  IN  PREGNANCY. 

(E.)    Paiker,  M.  L.  (Queen  Victoria  Mem.  Hosp. 
Melbourne,  AustraHa).   Med  J  Aust  2(16):967-971,  1967. 

4957  INFECTIVE  HEPATITIS  AND  PREGNANCY: 
ANALYSIS  OF  LIVER  FUNCTION  TEST  RE- 
SULTS.   (E.)    Bennett,  N.  M.  (Fairfield  Hosp.,  Melbourne, 


Australia), \J.  A.  Forbes,  C.  R.  Lucas  and  A.  Kucers.   Med  J 
Aust  2(16):974-976,  1967. 

4958  ICTERUS  AND  ABDOMINAL  PAIN  IN  AN 
ELDERLY  WOMAN.    [CASE  REPORT]    (E.j 

Mann,  R.  (Norfolk  Gen.  Hosp.,  Va.).    Virginia  Med  Monthly 
96(7):  405-409,  1969. 

4959  ACTIVE  CHRONIC  HEPATITIS  IN  INFANCY: 
POSSIBLE  PRESENCE  OF  THE  DISEASE  IN 

SIBLINGS.   (E.)    Benjamins,  D.  (Stanford  U.  Med.  Ctr., 
Calif.)  and  P.  Sunshine.   J Pediat  75(2):294-298,  1969. 


See  also:    4273,4303,4557,4879,4906,4910 
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4960  ALCOHOLISM  AND  IRON  METABOLISM.    (It.) 
Scamperle,  R.  (Istituti  Ospitalieri,  Verona,  Italy) 

and  A.  Galvani.   Fracastoro  60(4):674-678,  1967. 

In  143  alcoholics  (with  or  without  alcoholic  cirrhosis  of  the 
liver  and  hospitalized  for  various  causes)  the  behavior  of  serum 
iron  was  studied,  by  hepatic  needle  biopsy  (78  cases),  and  by 
examination  of  bilirubinemia,  proteinemia,  protein  electropho- 
resis, BSP,  cholesteremia,  galactosuria  test,  prothrombin  time, 
SCOT  and  SGPT  (in  aU  the  patients).   Ten  (12.8%)  of  the  78 
biopsies  showed  deposits  of  fenous  pigment  in  the  hepatic 
tissue.    Sideremia  was  inaeased  in  all  to  between  0.166-0.295 
mg%,  with  the  higher  values  in  the  inveterate  drinkers.    In  the 
other  65  patients,  not  evaluated  by  biopsy,  the  values  of  sider- 
emia ranged  between  0.166-0.218  mg%  in  9  cases  (13.9%)  all 
heavy  drinkers.    No  significant  correlation  was  found  between 
blood-iron  values  and  hepatic  damage.   There  was  a  tendency 
to  high  values  of  blood  iron  and  the  deposition  of  iron  in  the 
hepatic  tissue  but  the  correlation  was  not  constant. 

4961  SERUM  GLUCOSE,  INSULIN,  AND  GROWTH 
HORMONE  IN  CHRONIC  HEPATIC  CIR- 
RHOSIS.  (E.)    Samaan,  N.  A.  (M.  D.  Anderson  Hosp.,  Houston, 
Texas),  D.  B.  Stone  and  R.  D.  Eckhardt.  Arch  Intern  Med 
(Chicago)  124(2):  149-152,  1969. 

Plasma  glucose,  radioimmunoassayable  insulin,  and  growth  hor- 
mone (HGH)  concentrations  were  measured  during  oral  glucose 
tolerance  tests,  (GTT)  in  22  patients  with  chronic  hepatic  cir- 
rhosis and  in  15  normal  subjects.   Of  the  cirrhotics,  50%  had 
normal  results  and  50%  showed  impaired  glucose  tolerance. 
Cirrhotic  patients  with  normal  results  showed  hyperinsulinism. 
Abnormal  results  for  GTT  were  associated  with  hypoinsulinism 
compared  with  normal  subjects.    Fasting  levels  of  HGH  were 
higher  than  in  normal  subjects.   During  GTT,  HGH  levels  in 
18  cirrhotics  were  either  not  suppressed  or  showed  a  paradoxical 
rise  but  normal  subjects  had  complete  suppression.    Patients 
with  hepatic  cirrhosis  and  abnoimal  GTT  results  had  higher 
HGH  levels  at  60,  90,  and  120  min  compared  with  patients 
with  normal  GTT  results.    High  HGH  levels  may  be  responsible 
for  the  higher  incidence  of  abnormal  glucose  tolerance  in  hepa- 
tic cirrhosis  and  hyperinsulinism  preceding  hypoinsulinism. 


4962  CARDIAC  OUTPUT  IN  PORTAL  HYPERTEN- 

SION AND  LIVER  QRRHOSIS.    (Ger.) 
Schriefers,  K.  H.  (Surg.  U.  Clin.,  Bonn,  Germany).    Bull  Soc 
Int  Chir  27(3):208-213,  1968. 

Hemodynamic  studies  were  performed  on  43  patients  (age  23- 
63  yr)  with  liver  cirrhosis.    In  almost  half  the  patients  with 
Kver  cirrhosis  and  portal  hypertension  cardiac  output  was  ele- 
vated, which  may  be  due  to  a  reduction  in  peripheral  vascular 
resistance.    In  liver  cirrhosis  patients  without  portal  hyperten- 
sion such  cardiac  output  changes  were  absent.    In  1 3  patients 
with  a  portacaval  anastomosis  elevated  cardiac  output  and  index 
generally  persisted,  but  in  some  it  was  decreased.   The  combina- 
tion of  liver  ceU  damage  and  collateral  portal  circulation  initiates 
an  increase  in  circulatory  activity  but  the  causal  pathogen  is 
probably  a  vascular  stimulating  substance  produced  by  liver 
damage. 


4963  HAEMODYNAMICS  IN  LIVER  CIRRHOSES. 

(Rus.)  Bondar,  Z.  A.  (Sechenov  Med.  Inst., 
Moscow,  USSR)  and  V.  G.  Ivkov.  Ter  Arkh  40(l):73-82, 
1968. 

Total  hemodynamics  were  studied  in  42  patients  (age  16-19; 
13  women  and  29  men),  30  of  whom  had  cirrhosis  of  the  liver, 
6  chronic  hepatitis,  5  fatty  Uver  dystrophy,  and  1  liver  amy- 
loidosis.   Clinical  symptoms  of  cardiovascular  disorders  in 
chronic  liver  diseases  included:  shortness  of  breath  after  moder- 
ate exercise,  tachycardia,  chest  pains,  edema,  increased  heart 
size,  and  pathological  stethoscopic  findings.    Hemodynamics 
were  studied  chromatographically,  with  determinations  of 
T-1824  dye  in  the  capillary  blood.    Hemodynamic  findings  in 
fatty  liver,  chronic  hepatitis  and  biliary  cirrhosis  were  not  diag- 
nostic.   In  portal,  postnecrotic  and  mixed  cirrhosis  of  the  liver 
average  cardiac  output  was  higher  than  normal.    In  chronic  dif- 
fuse Uver  disorders  cardiac  output  was  increased.   To  clarify 
certain  hemodynamic  changes  data  were  compared  to  radioiso- 
tope liver  studies  (with  use  of  l^lj-Rose  Bengal.    With  decreased 
Uver  circulation,  and  deterioration  of  Uver  function,  there  was 
decrease  in  the  general  peripheral  resistance,  dilation  of  vascular 
channels  and  increased  blood  circulation. 

4964  CANNULATION  OF  THE  THORAQC  DUCT 
IN  THE  PORTAL  HYPERTENSION  OF  LIVER 

CIRRHOSIS.   (Ger.)    Fritsch,  A.  (1st  Surg.  U.  CUn.,  Vienna, 
Austria)  and  K.  Mach.   Langenbeck  Arch  Klin  Chir  321(2): 
126-139,  1968. 

The  venous-lymphatic  angle  was  exposed  in  24  patients.    A 
normal  Uver  was  present  in  4  patients  and  20  patients  had  Uver 
cirrhosis  (18  of  whom  had  an  increase  in  lymph  flow,  but  orJy 
half  of  these  had  an  enlarged  thoracic  duct).    No  association 
was  found  between  the  diameter  of  the  thoracic  duct  and  the 
amount  of  lymph  flow.   Thoracic  duct  pressure  was  generaUy 
10-15  cm  of  H2O  below  portal  vein  pressure  (in  1  case  the 
pressures  were  equal).    In  7  of  20  cases  an  increase  of  erythro- 
cytes was  present  in  the  lymph,  hematocrit  values  being  2-18%. 
No  association  was  found  between  hematocrit  values  and  lymph 
pressure.   The  thoracic  duct  cannulation  with  external  lymph 
drainage  was  performed  without  success  in  2  patients  with 
bleeding  esophagus  varices  and  with  mixed  success  in  6  patients 
with  massive  ascites.   Thoracic  duct  cannulation  is  not  recom- 
mended in  ascites  because  of  compUcations  and  short  term  re- 
Uef.    Cervical  venous-lymphatic  anastomosis  eliminates  the  com- 
pUcations of  external  lymph  drainage  but  the  therapeutic  re- 
sponse has  not  been  clearly  evaluated. 

4965  GASTROESOPHAGEAL  HEMORRHAGE  AFTER 
SPLENECTOMY  AND  ITS  SURGICAL  TREAT- 
MENT.   (Rus.)    Uglov,  F.  G.  (1.  P.  Pavlov  1st  Leningrad  Med. 
Inst.,  USSR)  and  N.  U.  Usmanov.    Vestn  Khir  Grekov  99(10): 
14-20,  1967. 

Post-splenectomy  bleeding  from  esophageal  varices  because  of 
portal  hypertension  was  studied  in  23  patients  (aged  8-30),  15 
of  whom  were  treated  surgicaUy.   Transthoracic  suturing  of 
esophageal  and  gastric  veins  was  done  in  5  patients.    In  3  cases 
there  was  improvement  without  signs  of  hemorrhage  recurring 
for  2  yr.    Because  of  esophageal  suture  insufficiency  2  patients 
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developed  purulent  mediastinitis  and  peritonitis  which  resulted 
in  death.    Ligation  of  the  left  gastric  artery  and  construction 
of  an  oigan  anastomosis  were  carried  out  in  5  patients  since 
vascular  anastomosis  was  not  feasible  (2  patients  had  a  splenic 
vein  obstruction,  3  had  thrombosis  of  the  portal  vein).    One 
patient  died  of  hepatic  insufficiency  while  the  rest  were  dis- 
charged with  Uttle  improvement.   A  venous  anastomosis  was 
used  in  5  patients  (1  mesenterocaval,  4  cavamesenteric).   There 
were  good  results  in  3  patients.   Two  patients  died  after  cava- 
mesenteric anastomosis  2  days  after  surgery  from  recurrent 
hemorrhage. 

4966  REMARKS  ON  SCINTOGRAPHIC  SEMEIOLOGY 
IN  CIRRHOSIS  OF  THE  LIVER.    (It.)    Tesauro, 

P.  Gnst.  Gen.  Clin.  Med.  Ther.,  U.  Naples,  Italy),  G.  C.  Corsini, 
M.  De  Gaetano  and  C.  Tritto.   Rass  Int  Clin  Ter  48(22):  1391- 
1411,  1968. 

4967  PORTAL  CIRRHOSIS:    SURGICAL  THERAPY 
OF  ASCITES  WITH  LYMPHO-VENOUS  ANAS- 
TOMOSIS.  (Fr.)   Waserstein,  M.  (Qin.  Hosp.,  Montevideo, 
Uruguay),  L.  Peri,  H.  Rey  and  E.  Curuchet.   Rev  Int  Hepat 
18(6):  823-832,  1968. 

4968  ALCOHOLIC  QRRHOSIS  AND  LAUNOIS- 
BENSAUDE  DISEASE:    HISTORICAL,  CLINICAL 

AND  PATHOGENETIC  STUDY  OF  DIFFUSE  SYMMETRICAL 
UPOMATOSIS  WITH  PREDOMINANTLY  CERVICAL  IN- 
VOLVEMENT.  (Fr.)   Deparis,  M.  (Bicetre  Hosp.,  Paris,  France), 
A.  Sarrazin,  P.  Auzepy,  M.  Robineau  and  M.  F.  Forti   Rev  Int 
Hepat  18(6):799-821,  1968. 

4969  TERMINAL  DISTRIBUTION  OF  THE  HEPATIC 
ARTERY  IN  NORMAL  AND  CIRRHOTIC 

LIVERS.   (Fr.)    Mitra,  S.  K.  ActuaUtes  Hepatogastroent  Hotel 
Dieu  4(5):B187-B195,  1968. 

4970  MESENTERIC-CAVAL  ANASTOMOSIS  AS  AN 
ALTERNATIVE  IN  THE  SURGICAL  TREAT- 
MENT OF  PORTAL  HYPERTENSION:    FOLLOW-UP  RE- 
SULTS IN  TWO  CASES.    (For.)    Goflfi,  F.  S.  (Med.  Fac,  U. 
Sao  Paulo,  Brazil),  E.  Ferrarini,  L.  C.  Silva,  A.  F.  Juliao  and 
E.  S.  Bastos.   Rev  Ass  Med  Brasil  13(9):  31 3-3 19,  1967. 

4971  THE  EFFECT  OF  ANGIOTENSIN  ON  THE 
KIDNEY  IN  CIRRHOSIS.   (Fr.)    Kuntzmann,  F. 

(Fac.  Med.,  U.  Strasbourg,  France),  P.  Reville,  T.  Kurtz,  C. 
Vassaux,  H.  Jahn  and  J.  Stahl.  Path  Biol  15(23/24):1133-1144, 
1967. 


I.  I.  Shafer,  S.  A.  Apakova,  A.  N.  Ardamatskaia,  E.  A. 
Shakhanova,  V.  I.  Vitlin  and  Z.  F.  Denisenko.    Vestn  Khir 
Grekov  99(12):  3-12,  1967. 


4973  CHYLOUS  ASCITES  IN  A  CIRRHOTIC  PA- 

TIENT.   [CASE  REPORT]    (Fr.)    Caroli,  J. 
(Hopital  Saint-Antoine,  Paris,  France)  and  M.  Ouahnich.   Rev 
Medicochir  Mai  Foie  44(2):99-108,  1969. 


4974 


1 


A  TRUE  SPLENORENAL  ANASTOMOSIS  IN 
THE  COURSE  OF  PRIMARY  CIRRHOSIS  AND 
PORTAL  HYPERTENSION.   (It.)   Gadrat,  J.  (Toulouse, 
France),  A.  Ribet,  P.  Suduca  and  J.-P.  Pascal   Arch  Mai  Appar 
Dig  58(4-5): 257-262,  1969. 

4975  THE  EFFECT  ON  DIURESIS  OF  AUTOGENOUS 
ASQTIC  TREATMENT  AND  TREATMENT  WITH 

DIURETICS  ALONE  OR  IN  COMBINATION  IN  CIRRHOTIC 
PATIENTS.    (It.)    Lo  Presti,  A.  (San  Giovanni  Battista  Gen. 
Hosp.,  Turin,  Italy),  F.  PugUese  and  F.  Palmas.  Arch  Ital  Mai 
Appar  Dig  35(5):431-444,  1969. 

4976  AN  AUTOPSY  CASE  OF  JUVENILE  HEPATOMA 
WITH  LIVER  CIRRHOSIS  DUE  TO  SCHISTO- 
SOMIASIS JAPONICA.    (Jap.)    Kure,  S.,  T.  Matsuda,  S. 
Matsuda  and  S.  Nagahara.   Jap  J  Cancer  Clin  13(9):  705-709, 
1967. 

4977  PLASMA  TRIGLYCERIDE  PATTERNS  IN  CER- 
TAIN DISEASE  ENTITIES.    (Pol)    Wojnar,  S. 

(2nd  Clin.  Intern.  Dis.,  Warsaw,  Poland),  W.  B.  Szostak,  E. 
Ruzyllo  and  B.  Milewski.   Pol  Tyg  Lek  22(45):  1727-1729,  1967. 

4978  PATHOGENESIS  OF  ASCITES  IN  CIRRHOSIS 
OF  LIVER.   PART  I.   (Rev.)(E.)    Liebowitz, 

H.  R.  (New  York  U.-Bellevue  Med.  Qr.,  N.  Y.).  New  York  J 
Med  69(13):1895-1913,  1969. 

4979  PATHOGENESIS  OF  ASQTES  IN  CIRRHOSIS 
OF  THE  LIVER.    PART  II.    (Rev.)(E.)    Liebowitz, 

H.  R.  (New  York  U.-BeUevue  Med.  Ctr.,  N.  Y.).   New  York  J 
Med  69(14):2012-2024,  1969. 


4972  THE  DEVELOPMENT  OF  SURGERY  FOR 

CIRRHOSIS  OF  THE  LIVER  AND  PORTAL 
HYPERTENSION  IN  THE  USSR.    (Rus.)    Napalkov,  P.  N., 


4980  THE  KIDNEY  IN  LIVER  CIRRHOSIS.    (Sp.) 

Gini,  R.  (Hosp.  Natl.  Clin.,  Buenos  Aires, 
Argentina),  J.  Testini,  A.  Campos  and  Garcia  Dadoni,  L.  R.  A. 
Prensa  Med  Argent  56(3):118-123,  1969. 


See  also:   4280,4311,4319,4429,4502,4545,4552,4607,4877,4923 
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4981  SERUM  IMIVlUNOGLOBULIN  LEVELS  IN 

CHOLESTASIS.    (E.j    Bevan,  G.  (Mayo  Clinic  & 
Mayo  Found.,  Rochester,  Minn.),  W.  P.  Baldus  and  G.  J.  Gleich. 
Gastroenterology  56(6):  1040-1046,  1969. 

Serum  immunoglobulin  (Ig)  concentrations  were  measured  in 
49  patients  with  clinical  features  of  obstructive  jaundice.    In 
32  patients  jaundice  was  due  to  surgically  proved  extrahepatic 
biliary  obstruction.   Of  17  patients  with  intrahepatic  chole- 
stasis, 13  had  primary  biliary  cirrhosis  and  4  had  chlorproma- 
zine  jaundice.    Serum  IgM  concentrations  were  elevated  in  aU 
except  2  of  the  patients  with  primary  biliary  cirrhosis,  but  were 
not  elevated  in  the  patients  with  chlorpromazine-induced  chole- 
stasis or  those  with  extrahepatic  biliary  obstruction.    This  ob- 
servation, and  the  finding  of  raised  IgM  values  in  cases  of  cer- 
tain other  parenchymal  liver  diseases,  suggest  that  caution 
should  be  exercised  in  advising  surgery  for  jaundiced  patients 
with  elevated  serum  concentrations  of  IgM. 

4982  IDENfTIFICATION  OF  THE  PROTEIN  MOIETY 
OF  AN  ABNORMAL  HUMAN  PLASMA  LOW- 
DENSITY  UPOPROTEIN  IN  OBSTRUCTIVE  JAUNDICE. 

(E.)  Alaupovic,  P.  (U.  Oklahoma  Sch.  Med.,  Oklahoma  Qty), 
D.  Seidel,  W.  J.  McConathy  and  R.  H.  Furman.  FEBS  Letters 
4(2):113-116,  1969. 

An  abnormal  low-density  lipoprotein  (LP-X)  was  isolated  from 
the  blood  of  4  fasting  patients  with  extra-hepatic  biliary  ob- 
struction.   Apolipoprotein  C  (ApoC)  was  isolated  from  the 
5  hr  postprandial  blood  of  hypertriglyceredemic  (types  3  and 
5)  patients  and  the  chyle  of  1  normal  fasting  patient.    LP-X, 
characterized  by  a  high  phospholipid/protein  ratio  of  11.5  and 
single  bands  in  agar  and  agarose  electrophoresis,  gave  no  reac- 
tion with  antibodies  to  normal  serum,  albumin,  LP-A  (lipo- 
proteins characterized  by  the  presence  of  apolipoprotein  A, 
ApoA),  or  LP-B  (lipoproteins  characterized  by  the  presence  of 
lipoprotein  B,  ApoB);  it  reacted  only  with  antibodies  to  LP-X. 
Partially  delipidized  LP-X  also  gave  a  positive  reaction  with 
antibodies  to  albumin.   The  positive  immunoprecipitin  reac- 
tion of  delipidized  nonalbumin  protein  from  LP-X  with  anti- 
bodies to  very  low  density  lipoprotein  (VLDL)  but  not  with 
antibodies  to  LP-A  or  LP-B,  indicated  a  similarity  to  ApoC. 
The  mobility  of  partially  and  totally  delipidized  ApoC  in  agar 
and  agarose  electrophoresis  was  the  same  as  that  of  the  non- 
albumin  protein.    PartiaUy  delipidized  ApoC  gave  no  reaction 
with  antibodies  to  human  LP-A,  LP-B,  whole  serum  and  albu- 
min or  with  antibodies  to  rabbit  whole  serum  or  7-globulin, 
but  showed  a  total  coalescence  of  precipitin  lines  with  anti- 
bodies to  VLDL  and  LP-X.   Its  C-terminal  amino  acid  and  C- 
terminal  sequence  was  the  same  as  that  of  the  nonalbumin  pro- 
tein of  LP-X.    A  direct  comparison  of  partially  deUpidized 
nonalbumin  protein  and  ApoC  showed  that  these  2  proteins 
gave  complete  fusion  of  precipitin  lines  with  antibodies  to 
VLDL  and  LP-X. 

4983  HEPATIC  ECHINOCOCCOSIS  AND  CHOLE- 
LITHIASIS.   (Fr.j    Kourias,  B.  (Red  Cross  Hosp., 

Athens,  Greece)  and  P.  Peveretos.  Lyon  Chir  65(3):222-231, 
1969. 

An  association  between  hepatic  echinococcosis  and  chole- 
lithiasis was  found  85  times,  between  1950-1967,  in  484 


patients  with  hepatic  cyst,  and  3573  patients  with  biliary  lithi- 
asis.    The  cyst  was  calcified  in  36%,  multilocular  in  34%,  in- 
fected or  suppurated  in  25%,  and  ruptured  into  the  biliary 
ducts  in  26%.    Jaundice  was  found  in  37.6%,  cholangitis  in 
31.8%.    In  88.9%  of  the  cases  a  single  operation  was  performed 
to  eliminate  both  conditions;  in  1 1%  the  operation  was  per- 
formed in  2  stages  because  of  the  severe  condition  of  the  pa- 
tients.  The  operations  on  the  cysts  were:    drainage  in  51%, 
total  cystotomy  in  15.5%,  partial  cystotomy  in  17.2%,  and 
primary  suture  in  15.5%.    The  operations  on  the  biliary  ducts 
were:    cholecystectomy  in  48  (54%),  cholecystotomy  in  2 
(2.2%),  choledochotomy  and  associated  cholecystectomy  in 
39  (43.8%).   The  importance  of  cholangiography  performed 
during  the  operation,  of  cholangioscopy,  and  the  instrumental 
dilatation  of  Oddi's  sphincter  were  stressed.    Overall  mortality 
was  10.6%.   The  foUow-up  results  were:    excellent  in  84.4%; 
good  or  fair  in  10.2%;  recunence  or  failure  in  5%. 

4984  PATHOLOGY  OF  THE  TERMINAL  CHOLE- 
DOCHUS.    (Sp.)    Puente,  S.  ("D"  Surg.  Sect., 

U.  Chile,  Santiago),  M.  Santos  and  A.  Aguirre.    GEN  22(4): 
287-294,  1968. 

A  study  of  112  cases  of  terminal  choledochus  disease  (defined 
as  that  part  of  the  biliary  tract  which  includes  the  retroduo- 
denal,  the  retro-  and  intrapancreatic,  and  the  intraparietal 
segments)  showed  that  105  were  benign  and  7  malignant.   The 
benign  cases  were:    57  odditis,  26  calculi,  16  stenosis  by  pancre- 
atopathy, 5  surgical  stenosis,  and  1  papillary  polyp.    Of  the  57 
cases  of  odditis,  41  were  associated  with  pancreatopathies- 
particularly  biliary  Uthiasis.    Odditis  was  diagnosed  radiologically 
in  17  patients,  histologically  in  14,  by  a  combination  of  the  2 
methods  in  17,  and  by  instrumental  exploration  in  9.    All  the 
odditis  cases  were  treated  surgically  with  a  transduodenal 
sphincterotomy.    Postoperative  morbidity  was  13  of  57  patients, 
and  mortaUty  3  of  57.    FoUow-up  studies  ranging  from  6 
months  to  5  yr  showed  41  good  results,  3  average,  2  poor,  and 
8  lost. 

4985  OPERATIVE  CHOLANGIOGRAPHY  USING  A 
NEW  TECHNIQUE.   (E.)    Hecker,  E.  T.  (Zieger 

Osteopathic  Hosp.,  Detroit,  Mich.).   J  Amer  Osteopath  Ass 
68(2):131-136,  1968. 

A  polyethylene  catheter  is  inserted  into  the  cystic  duct  and 
clamped  with  a  modified  Mixter  clamp  (the  tip  has  a  1/1 6th 
inch  diameter  hole  and  the  handle  is  bent  in  a  45    angle).    Fix- 
ing the  tubing  within  the  duct  is  simplified  by  eliminating  liga- 
tures in  a  limited  space  and  by  the  short  distance  of  passage 
required  to  clamp  the  catheter.    A  mobUe  Polaroid  X-ray  unit 
is  used  for  the  first  exposure  to  ascertain  position  and  the  ac- 
curate placement  of  the  catheter  by  injection.    The  second  and 
third  films  are  routine  X-rays  for  comparison,  detail,  and  analy- 
sis.   Seventy-six  patients  were  studied.    All  had  oral  Telepaque 
tablets.    If  the  gallbladder  could  not  be  visualized  with  6  tablets, 
repeat  X-rays  were  taken  with  a  double  dose.   Then,  if  the  gall- 
bladder stiU  was  not  visualized,  i.v.  injection  was  necessary. 
There  were  36  such  instances  in  the  series.    Cystic  duct  can- 
nulation  was  used  in  51  and  T-tube  cholangiography  in  25. 
Time  is  reduced  and  the  need  for  multiple  X-ray  films  elimina- 
ted with  this  method. 
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4986  DIAGNOSTIC  AND  THERAPEUTIC  ASPECTS 
OF  STONES  IN  THE  HEPATIC  DUCT.    (It.) 

Sturlese,  P.  (Ospedale  Civil,  La  Spezia,  Italy)  and  G. 
Sclausero.   Rass  Arch  Chir  5(5,  Suppl.  l):28-64,  1967. 

A  study  on  192  cases  of  lithiasis  of  the  biliary  ducts  revealed 
that  cholecystectomy  was  performed  in  22  patients;  cystic- 
choledochotomy  in  17;  supraduodenal  choledochotomy  in  57, 
transduodenal  sphincterotomy  in  78  and  papillotomy  in  19. 
Intraoperative  radiology  was  found  useful.    In  142  patients  ex- 
ternal biliary  drainage  (Dogliotti)  was  used,  in  5  Kahr's  tech- 
nique and  in  3  Cattel's  procedure.   Postoperative  direct  cholangi- 
ography, evaluated  the  functional  activity  of  the  ducts.    After 
operation,  20  patients  died:    50%  of  them  were  more  than  60 
yr  old. 

4987  PLASMA  CONCENTRATION  OF  H-HYDROXY- 
CORTICOSTEROIDS  IN  CHOLECYSTITIS. 

(Rus.)    Karaman,  N.  V.  (Pirogov  Med.  Inst.,  Odessa,  USSR). 
Klin  Khir  (Kiev)  (12):14-17,  1968. 

4988  A  TECHNIQUE  FOR  CHOLECYSTOJEJUNOS- 
TOMY.   (Rm.)    Linchenko,  1.  F.  (Med.  Inst., 

Stavropol,  USSR).   Klin  Khir  (Kiev)  (12):  10-14,  1968. 


4989 


4990 


ACUTE  CHOLECYSTITIS  IN  INFANCY.    (Por.) 
Freire,  E.  C.  S.   Brasil  Med  82(3):  199-204,  1968. 


RADICAL  SURGICAL  TREATMENT  OF 
CANCER  OF  THE  EXTRAHEPATIC  BILE 

DUCTS.   (Rus.)    Seleznev,  G.  I.  (Omsk  Med.  Inst.,  USSR). 

Vop  Onkol  14(12):99-100,  1968. 

4991  A  RARE  ANOMALY  OF  THE  EXTRAHEPATIC 
BILE  DUCTS.    (Pol.)   Dolinski,  J.  (1st  Surg.  Clin., 

Acad.  Med.,  Wroclaw,  Poland)  and  E.  Walkiewicz.    Wiad  Lek 
21(21):1977-1979,  1968. 

4992  SURGICAL  TREATMENT  OF  CONGENITAL 
OBSTRUCTION  OF  THE  BILE  DUCTS.    (Pol.) 

Kaliciriski,  Z.    Wiad  Lek  21(22):2079-2080,  1968. 

4993  ILEUS  AND  LETHAL  HEMORRHAGE  FROM 
A  CHOLECYSTODUODENAL  FISTULA  AS  A 

COMPLICATION  OF  CHOLELITHIASIS.    (Pol)    Gortowska,  I. 
(Jordan  Hosp.,  Lodz,  Poland)  and  T.  ModrzewskL    Wiad  Lek 
21(21):1973-1975,  1968. 

4994  CANCER  OF  THE  GALLBLADDER  REVEALED 
BY  MELENA.   (Fr.)    Dieulafe,  R.   Arch  Franc 

MalApparDig  58(3):171-176,  1968. 


4997  DOES  ACUTE  OBSTRUCTION  OF  THE  COM- 
MON BILE  DUCT  PRODUCE  DISTENSION 

OF  THE  RAT  BILE  TREE?    (E.)    Barber-Riley,  G.  (Inst. 
Med.  Sci.,  Haile  Selassie  I  U.,  Addis  Ababa,  Ethiopia),  K.  Y. 
Chan  and  M.  Tong.   Experientia  23(ll):926-927,  1967. 

4998  CHOLELITHIASIS  IN  CHILDHOOD.    [REPORT 

OF  3  CASES.]    (It.)    MartineUi,  G.  L.  (Hosp. 
Inst.,  Modena,  Italy)  and  R.  Bergamaschi.   Minerva  Pediat 
19(27):  1742-1746,  1967. 

4999  THE  IMPORTANCE  OF  THIAMINE  AND  RIBO- 
FLAVIN IN  THE  COMPLEX  THERAPY  OF 

CHOLECYSTITIS  IN  CHILDREN.    (Rus.)    Chemova,  O.  F. 
(Kazan  Inst.  Postgrad.  Med.,  USSR).   Pediatriia  46(8): 79,  1967. 

5000  SECRETORY  FUNCTION  OF  THE  PANCREAS 
IN  CHILDREN  SUFFERING  FROM  BILURY 

TRACT  DISEASES.   (Rus.)   Ondar,  D.  K.  (N.  I.  Pirogov  Med. 
Inst.,  Moscow,  USSR).  Pediatriia  46(9):56-58,  1967. 

5001  EARLY  RESULTS  OF  THE  SURGICAL  TREAT- 
MENT OF  ACUTE  CHOLECYSTFTIS.    (Pol) 

Dowgird,  A.  (J.  Sniadecki  Provincial  Hosp.,  Bialystok,  Poland), 
S.  Sierko,  T.  Jankowski  and  E.  Biernacki.   Pol  Przegl  Chir 
39(9):  895-901,  1967. 

5002  SURGICAL  TREATMENT  OF  CHOLECYSTITIS 
AND  COMPLICATIONS  CONNECTED  WITH 

OPERATIONS  ON  THE  BILIARY  TRACT.    (Rus.)    Smimov, 
le.  V.  (S.  M.  Kirov  Acad.  Milit.  Med.,  Leningrad,  USSR).    Vestn 
Khir  Grekov  99(8): 28-34,  1967.  ^j| 

5003  CARCINOMA  OF  THE  EXTRAHEPATIC  BILE 
DUCTS  WITHOUT  METASTASES.    REPORTS 

OF  4  CASES.    (Jap.)    Naito,  T.  (Tachikawa  Hosp.,  Japan),  K. 
Horie  and  Y.  Matsushima.   Med  J  Mutual  Aid  Ass  18(1):67- 
77,  1969. 

5004  A  CASE  OF  SCHISTOSOMIASIS  JAPONICA 
WITH  AMPULLARY  CARCINOMA  OF  VATER. 

(Jap.)    Teramoto,  T.  (Meijo  Hosp.,  Nagoya,  Japan),  Y.  Nakae, 
J.  Takahashi,  H.  Banno,  M.  Ishiguro,  E.  Sasano  and  K.  Oshima. 
Med  J  Mutual  Aid  Ass  18(l):78-83,  1969. 

5005  AN  ILLUSTRATION  OF  A  CASE  OF  IDIO- 
PATHIC SEGMENTARY  DILATATION  OF  THE 

COMMON  BILE  DUCT  IN  THE  ONE  MONTH  OLD  BREAST- 
FED CHILD.    (It.)    Giugiaro,  A.  (Regina  Margherita  Child. 
Hosp.,  Turin,  Italy)  and  E.  Grassi.   Minerva  Pediat  21(28): 
1299-1306,  1969. 
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4995  CHOLESTEROLOSIS  AND  MUCOSAL 
HYPERPLASLV  OF  GALLBLADDER.    (E.) 

Elfving,  G.  (Dept.  Pathol.  U.  Helsinki,  Finland),  A.  Pahnu  and 
H.  Teir.  Ann  Chir  Gynaec  Fenn  57(l):28-30,  1968. 

4996  CHOLEDOCHODUODENOSTOMY  AND 
PAPILLARY  HEPATICOGASTROSTOMY. 

(Por.)    Mammana,  C.  Z.  (Med.  Sci.  Fac,  Santa  Casa,  Sao  Paulo, 
Brazil).   Folia  Med  57(6): 857-867,  1968. 


5006  SPONTANEOUS  EXTERNAL  BILIARY  FISTULA 
AND  VESICULAR  PHLEGMON.    TWO  CASES.    | 

(Fr.)    Mouchet,  A.  (Henry-Dunant  Hosp.,  Paris,  France),  J.  J 

Vilotte,  C.  D'Allaines,  A.  Belkaid  and  R.  Buchet.   Arch  Mai 
Appar  Dig  58(4-5): 249-256,  1969. 

5007  NEONATAL  CHOLESTATIC  ICTERUS. 
CLINICO-DIAGNOSTIC  CONSIDERATIONS. 

(It.)    Ferrari,  G.  (Pediat.  Clin.,  U.  Turin,  Italy)  and  V.  Perfetto. 
Minerva  Pediat  21(9): 355-370,  1969. 
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PRIMARY  SCLEROSING  CHOLANGITIS.    A 
REPORT  OF  TWO  CASES.    (E.j    Koven,  I.  H. 

New  Mount  Sinai  Hosp.,  Toronto,  Canada),  A.  Golab,  D.  R. 

Johnen  and  R  A.  Himel.    Camd  Med  Ass  J  101(2):  103-108, 

1969. 


>009 


PRECORDIAL  PAIN  COMPLICATING  BILIARY 
TRACT  LITHIASIS.    (It.)    Pezzana,  A.  (S. 

Jpirito  Hosp.,  Casale  Monferrato,  Italy)  and  N.  Maltoni. 

Vlinerva  Med  60(29):1376-1386,  1969. 


5010 


CLINICAL  STUDY  OF  PRIMARY  CANCER  OF 
THE  EXTRAHEPATIC  BILIARY  TRACT.    101 
:ASES.    (E.)    Chang,  K.  R.  (Dept.  Surg.,  Catholic  Med.  CoU., 
Korea),  D.  H.  Yang  and  Y.  H.  Park.   J  Korean  Cancer  Res  Ass 
2(2):75-90,  1967. 


SOU 


PREGNANCY  IS  CHOLESTATIC.    (E.)    Simcock, 
M.  J.  (Royal  Women's  Hosp.,  Melbourne,  Australia) 
ind  F.  M.  C.  Forster.   Med  J  Aust  2(16):97 1-973,  1967. 


5015  THE  RADIOLOGICAL  METHOD  FOR  MEASUR- 
ING PRESSURE  AND  FLOW  DURING  SURGERY 

OF  THE  EXTRAHEPATIC  BILIARY  TRACT.    (Fr.)    Vayre, 
P.  (Vaugirard  Hosp.,  Paris,  France),  J.  Hureau  and  M.  Roux. 
Arch  Mai  Appar  Dig  58(4-5):263-264,  1967. 

5016  THE  SYNDROME  OF  INCOMPLETE  BILIARY 
OBSTRUCTION.    (Cz.)    KecUk,  M.  (Fac.  Gen.  Med. 

Charles  U.,  Prague,  Czechoslovakia),  A.  Huslarova  and  Z. 
Sivanova.    Cas  Lek  Cesk  106(40):  1049-1054,  1967. 

5017  MARKED  ELEVATIONS  OF  SERUM  GLUTAMIC 
OXALACETIC  TRANSAMINASE  AND  LACTIC 

DEHYDROGENASE  ACTIVITY  IN  CHRONIC  EXTRAHEPA- 
TIC BILIARY  DISEASE.  (E.j  Abbruzzese,  A.  (Harvard  Med. 
Sch.,  Boston,  Mass.)  and  R.  L.  Jeffery.  Amer  J  Dig  Dis  14(5): 
332-338,  1969. 


5012  LATE  RESULTS  OF  CHOLEDOCHO-DUODENAL 
ANASTOMOSIS.    (Rus.)    Soloveva-Raskina,  I.  I., 

N.  T.  Medvedeva,  V.  le.  Bagdatev  and  I.  I.  Parusova.    Vestn 
Khir  Grekov  99(ll):81-84,  1967. 

5013  MEGACHOLEDOCHUS  CAUSED  BY  DYSTROPHY 
OF  THE  SPHINCTER  OF  ODDI  AND  VATER 

PAPILLA  LIMITS  ITS  EXTREME  DIMENSIONS  AND  POSSI- 
BILITIES FOR  SURGICAL  CHANGING.  (Fr.j  Corneleac,  E. 
(Botosani,  Romania).    Rev  Intern  Hepat  17(7):669-674,  1967. 


5018  RUPTURE  OF  GALL-BLADDER  ASSOCIATED 

WITH  INTRAPERITONEAL  RUPTURE  OF 
URINARY  BLADDER.   [CASE  REPORT] .   (E.)    Blumgart, 
L.  H.  (Nottingham  Gen.  Hosp.,  England).    Brit  J  Surg  56(1): 
76-77,  1969. 


5019  PARTIAL  SECRETION  OF  THE  ACID  COM- 

PONENT OF  GASTRIC  JUICE  AND  INDICES 
OF  ELECTROGASTROGRAPHY  IN  CASES  WITH  CHRONIC 
INFLAMMATION  OF  THE  BILLVRY  DUCTS  DURING  EX- 
ACERBATION.   (Rus.)    GeUer,  L.  I.  (Khabarovsk  Med.  Inst., 
USSR),  R.  G.  Maschenko  and  E.  A.  Svetacheva.    Ter  Arkh 
39(12):83-86,  1967. 


5014  THE  ROLE  OF  BIRTH  INJURY  IN  NEONATAL 

JAUNDICE  AND  HYPERBILIRUBINAEMIA. 

(E.)    Vardi,  P.  (U.  Med.  Sch.,  Budapest,  Hungary)  and  I.  Zoltan. 
Acta  Chir  Acad  Sci  Hung  8(3):215-222,  1967. 


5020  INTESTINAL  OBSTRUCTION  AND  CHOLE- 

CYSTO-ENTERIC  FISTULA  AS  COMPLICA- 
TIONS OF  BILLVRY  LITHIASIS.    (Heb.)    Barzilai,  A.  (Haifa, 
Israel)  and  G.  M.  Weisz.   Harefuah  86(10):443-447,  1969. 


See  also:    4276,4281,4318,4319,4322,4416,4422,4552,4573,4589,4592,4623,4688,4836,4837,4939 
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5021  COMPARISON  OF  ORALLY  ABSORBABLE 
AND  NONABSORBABLE  ANTIBIOTICS  IN 

SHIGELLOSIS.    A  DOUBLE-BLIND  STUDY  WITH  AMPICIL- 
LIN  AND  NEOMYCIN.    (E.)    HaltaUn,  K.  C.  (U.  Texas 
Southwestern  Med.  Sch.,  Dallas),  J.  D.  Nelson,  L.  V.  Hinton, 
H.  T.  Kusmiesz  and  M.  Sladoje.    J Pediat  72(5):708-720,  1968. 

Thirty  infants  and  children  (18  males,  12  females)  with  shigel- 
losis were  treated.    Signs  and  symptoms  included  blood  in 
stools  (11),  mild  vomiting  (13),  marked  vomiting  (1),  fever 
(24),  convulsions  (11),  "toxic"  (11),  and  abdominal  pain  (13). 
Fifteen  patients  were  treated  with  neomycin  and  15  with 
ampicillin.    Shigellae  serotypes  were  isolated  from  each  patient: 
5  had  5.  sonnei  and  25  had  S.  flexneri  (6  different  serotypes 
of  S.  flexneri  were  found.)    In  the  neomycin-treated  group  1 3 
patients  of  15  had  Shigellae  in  their  stools  48  hr  after  therapy, 
but  only  2  of  15  patients  in  the  ampicillin-treated  group  showed 
such  results.    The  mean  number  of  days  until  the  stools  were 
negative  for  Shigellae  in  the  neomycin-  and  ampicillin-treated 
groups  was  5.4  (range  2.5-8)  and  2.2  (range  0.5-4.5),  resp. 
Candida  species  were  isolated  from  31%  (20  of  65)  of  the  stool 
specimens  from  neomycin-treated  patients  and  from  60%  (43  of 
70)  of  the  specimens  from  ampicillin-treated  patients.    Clinical 
failure  (defined  as  persistence  of  diarrhea  more  than  5  days  after 
study  drugs  started  or  removal  of  the  patient  from  the  course 
because  of  deteriorating  condition  or  both)  occurred  in  60% 
(9  of  15)  of  neomycin-treated  patients  and  in  13%  (2  of  15) 
of  the  ampicillin-treated  patients.   The  mean  number  of  days 
until  patients  became  afebrile  was  2.3  in  the  neomycin  group 
and  1.5  days  in  the  ampicillin  group.    SCOT  values  were  de- 
termined before  and  after  drug  therapy  in  15  neomycin-treated 
patients  and  in  13  ampicillin-treated  patients.    Mean  SGOT 
values  before  and  after  therapy  were  43  and  37  Karmen  U  in 
the  neomycin  group  and  33  and  47  Karmen  U  in  the  ampicillin- 
treated  group. 

5022  PRIMARY  LYMPHOMA  OF  THE  GASTRO- 
INTESTINAL TRACT.    A  REVIEW  OF  100 

CASES.    (E.)    Loehr,  W.  J.  (CorneU  Med.  Ctr.,  Ithica,  N.  Y.), 
Z.  Mujahed,  F.  O.  Zahn,  G.  F.  Gray  and  B.  Thorbjarnarson. 
Ann  Surg  170(2):232-238,  1969. 

One  hundred  cases  (52  male,  48  female)  of  primary  lymphoma 
of  the  gastrointestinal  tract  are  reviewed.    The  sites  involved 
included  stomach  (63  patients,  average  age  56  yr),  small  in- 
testine (25  patients,  average  age  42  yr),  appendbc  (2  cases),  and 
large  intestine  (10  patients,  average  age  54  yr).    The  overall 
5  yr  survival  rate  was  49%.    The  highest  survival  rate  (85%) 
was  in  patients  who  had  definitive  resections  of  the  lesion 
followed  by  3000  to  4000  r  X-ray.    Of  6  patients  treated  by 
X-ray  alone  in  tumoricidal  doses  only  1  survived  more  than  5 
yr.    Prognosis  was  not  related  to  the  microscopic  pattern  of 
the  lymphoma  or  to  the  site.    Recurrence  invariably  produced 
symptoms  within  2  yr  after  therapy.    Average  survival  time  for 
patients  not  "cured"  was  6  months.    Of  the  100  patients  24 
survived  for  10  to  30  yr  and  none  developed  recurrences.    The 
prognosis  is  5  yr  or  more  after  therapy  in  an  asymptomatic 
patient. 

5023  LYMPHOMA  OF  THE  GASTROINTESTINAL 
TRACT:    PROGNOSTIC  GUIDES  BASED  ON 

162  CASES.    (E.)    Naqvi,  M.  S.  (Mt.  Sinai  Sch.  Med.,  New 


York,  N.  Y.),  L.  Burrows  and  A.  E.  Kark.   Ann  Surg  170(2): 
221-231,  1969. 

One  hundred  and  sixty-two  cases  (89  male,  73  female)  of 
gastrointestinal  lymphomas  treated  and  followed  over  a  30  yr 
period  are  reported.    Stomach  locations  accounted  for  100        ] 
lesions  (55  male,  45  female),  or  61%  of  the  total.    Most  pa-       ' 
tients  were  in  their  sixth  decade  and  the  most  common  symp- 
toms were  weight  loss  and  epigastric  pain.    Gastrointestinal 
X-rays  were  normal  in  only  3  patients  but  malignancy  was        ■ 
diagnosed  preoperatively  in  only  55  patients  with  all  diagnostic 
techniques.   The  operative  mortality  was  18%  and  29%  (29 
cases)  survived  5  or  more  yr.    Subtotal  gastric  resection  (58), 
esophagogastrectomy  (11),  laparotomy  and  biopsy  (10)  and 
total  gastric  resection  were  the  most  common  surgical  ap- 
proaches.  There  were  48  (27  male,  21  female)  lymphomas  of 
the  small  intestine  (27.5%  of  the  total).   The  largest  number 
occurred  during  the  sixth  decade.   Weight  loss,  anemia  and 
crampy  lower  abdominal  pain  with  nausea  and  vomiting  were 
the  presenting  symptoms.   Thirty-seven  of  the  45  patients 
treated  underwent  surgery  (segmental  small  bowel  resections 
in  27)  while  8  were  treated  with  radiotherapy  and/or  chemo- 
therapy.   There  were  6  deaths  in  the  operative  period  (18% 
mortality).   The  5  yr  survival  after  surgery  was  31%  (15  pa- 
tients).   After  conservative  therapy  only  1  of  8  survived. 
There  were  14  (7  male,  7  female)  large  intestine  lymphomas. 
The  greatest  number  of  patients  were  between  50  and  70  and 
the  usual  symptom  was  crampy,  lower  abdominal  pain.    Bleed- 
ing per  rectum  was  the  chief  complaint  in  lesions  of  the  rectum 
and  rectosigmoid.    Six  patients  had  definitive  colectomies. 
Others  with  rectum  and  rectosigmoid  lesions  were  biopsied 
and  radio-  or  chemotherapy  administered.    Five  patients  sur- 
vived 5  or  more  yr.    Staging  of  the  extent  of  involvement  and 
within  each  stage  and  histologic  typing  were  valuable  prog- 
nostic aids. 


5024  DISACCHARIDE  INTOLERANCE  IN  THE 

AETIOLOGY  OF  CHRONIC  AND/OR  RE- 
CURRENT DLVRRHOEA  IN  YOUNG  CHILDREN.    (E.) 

Chandra,  R.  K.  (All-India  Inst.  Med.  Sci.,  New  Delhi),  R.  R. 
Pawa  and  O.  P.  Ghai.   Indian  J  Med  Res  57(4):713-717,  1969. 

Children  (192;  all  except  5,  4  yr  or  younger)  suffering  from 
chronic  and/or  recurrent  diarrhea  were  screened  for  acid  stools. 
Of  63  with  a  fecal  pH  below  6,  49  showed  evidence  of  carbo- 
hydrate intolerance.   The  d-xylose  test  was  abnormal  in  5  of 
18  patients.    Steatorrhea  was  observed  in  9  out  of  23  children. 
AU  patients  showed  a  dramatic  response  after  withdrawal  of  the 
offending  sugar.    In  3  children  with  a  positive  family  history, 
a  primary  enzymic  defect  is  possible.    Acquired  disaccharide 
intolerance  is  a  significant  factor  in  the  etiology  of  chronic 
and/or  recurrent  diarrhea  in  young  children. 
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5025  COMBINED  APPROACH  TO  UPPER  GASTRO- 

INTESTINAL BLEEDING.    (E.)    Mitty,  W.  F.  Jr. 
(New  York  U.  Sch.  Med.,  N.  Y.),  D.  Befeler,  C.  E.  Grossi,  C.  A. 
Bonanno,  F.  F.  Ruzicka  and  P.  Rossi.  Amer  J  Gastroent  51(5): 
377-386,  1969. 

Patients  (25)  with  massive  upper  gastrointestinal  bleeding  ad- 
mitted during  1964  were  compared  with  a  similar  group  of 
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patients  (50)  investigated  in  1967.   The  definition  of  a  massive 
bleeder  is  a  patient  who  requires  at  least  6  U  of  blood/day  to 
stabilize  his  vital  signs.    The  later  study  revealed  that  arteriog- 
raphy and  endoscopy  were  the  more  usual  examinations  while 
in  the  earlier  the  most  common  examinations  were  gastroin- 
testinal series  and  portography.   By  using  the  combined  diag- 
nostic approach  fewer  errors  in  diagnosis  were  made.    The  in- 
cidence of  patients  discharged  with  the  diagnosis  of  bleeding  of 
unknown  etiology  was  markedly  decreased  and  the  incidence  of 
gastritis  visualized  by  endoscopic  examination  of  the  stomach 
was  increased.   The  accuracy  of  the  combined  approach  in 
1967  was  95%,  while  in  the  1964  series  it  was  81%. 

5026  VOMITING  IN  THE  AGED.    (Fr.)    Bouchon,  J.  P. 
Afaroc  Med  48(514):329-332,  1968. 

A  study  was  made  of  vomiting  among  the  aged  patients  ad- 
mitted during  a  1-yr  period.   Of  518  patients,  217  have  died; 
a  not  surprising  ratio  since  their  median  age  was  82  yr.    There 
were  43  instances  of  vomiting  among  301  living  patients,  and 
33  among  217  that  died:    a  statistically  insignificant  difference. 
Of  47  patients  with  severe  diseases  of  the  abdominal  cavity, 
40  (more  than  80%)  were  vomiting  on  admission;  mortality 
in  this  group  was  more  than  50%.   Of  the  518  patients  8  pre- 
sented hematemesis  (6  of  these  8  died;  anticoagulant  therapy 
was  useful  in  1  ulcer  patient  and  1  unknown  cause;  and  hiatal 
hernia  was  absent  in  all).    Hiatal  hernia  is  found  frequently 
in  the  aged  and  is  the  cause  of  prolonged  occult  hemorrhage 
with  resultant  hypochromatic  anemia. 

5027  THE  PROGNOSIS  IN  NEONATAL  PERITONITIS 
BASED  ON  32  CASES.   (Fr.)    Lasserre,  J.  (Child. 

Hosp.,  Bordeaux,  France),  G.  Saintsupery,  R.  Letac  and  J.  C. 
Besset.  Ann  Chir  Infant  9(l):77-84,  1968. 

Neonatal  peritonitis  is  considered  to  exclude  the  biliary  and 
meconium  forms,  is  septic,  and  occurs  in  the  first  month  of 
life.   Among  the  32  cases,  17  were  perforations:  6  gastric,  1 
duoiienal  and  10  intestinal.   Three  of  6  died  from  gastric,  1  of 
1  from  duodenal,  and  6  of  10  from  intestinal  peritonitis.   Ten 
patients  were  without  perforation:  in  2  the  peritonitis  was 
secondary  to  a  volvulus  of  the  small  intestine  with  gangrene  (1 
of  2  died  after  surgery);  in  4  the  peritonitis  was  primary  (3  of 
4  died  after  early  surgery  and  the  other  was  treated  surgically 
after  24-hr  antibiotic  therapy);  3  of  3  were  treated  medically 
and  were  cured.   Of  5  patients  with  postoperative  peritonitis, 
3  died.   Of  32  patients  studied  15  are  aUve.    In  the  series  of 
9  patients  with  neonatal  peritonitis  studied  before  1960,  1  is 
alive;  in  the  series  of  23  patients  studied  after  1960,  14  are 
alive. 

5028  INHIBITION  OF  IMMUNOLOGICAL  EXPULSION 
OF  HELMINTHS  BY  RESERPINE.    (E.)    Sharp, 

N.  C.  C.  (Wellcome  Lab.  Exp.  ParasitoL,  U.  Gla^ow,  Scotland) 
and  W.  F.  H.  Jarrett.   Nature  218(5147):1161-1162,  1968. 

Twenty  Lister  rats  (approximately  200  g  in  body  weight)  were 
injected  s.c.  in  the  abdomen  with  3000  infective  larvae  of 
Nippostrongylus  brasiliensis.    After  1 1  days,  dosing  with  re- 
serpine  began  in  1  group  of  10  rats.  The  initial  dose  was  5 
mg/kg,  reduced  to  2  mg/kg  on  day  12  because  of  the  severe  re- 
action to  the  higher  dose,  and  further  reduced  on  days  13,  14, 
and  15  to  1  mg/kg.  The  other  group  of  10  rats  received  no  treat- 
ment and  served  as  controls.   Fecal  egg  counts  were  made  daily 


using  one  bulked  sample  from  each  group  on  days  11-15. 
On  day  16  all  animals  were  killed  and  worm  counts  made  on 
each  rat.   The  egg  counts  in  feces  were  inconclusive;  an  ade- 
quate sample  of  feces  from  the  reserpine-treated  group  could 
not  be  obtained  on  days  11-13  because  the  rats  had  diarrhea. 
High  egg  counts  were  found  in  the  reserpinized  rats  on  days 
14  and  15.   Worm  counts  ranged  from  17  to  650  in  the  con- 
trols and  from  349  to  1485  in  the  treated  group.   The  geo- 
metric mean  in  the  controls  was  69.7  and  in  the  treated  827.5. 
The  difference  between  the  means  is  statistically  significint. 

5029  RESULTS  OF  MASSIVE  GASTROINTESTINAL 

BLEEDING  THERAPY.    (Ger.j    Dalichau,  H. 
(Northwest  Hosp.,  Frankfurt/Main,  Germany),  E.  Ungeheuer 
and  G.  Schade.   Med  Klin  63(14):587-591,  1968. 

During  a  4  yr  period  (1963-1967)  246  patients  were  treated 
for  massive  gastrointestinal  bleeding.    Sites  of  bleeding  were 
peptic  ulcers  (43.9%),  esophagus  varices  (43.5%),  various  single 
sites  (7.7%)  and  undetermined  sites  (4.9%).  In  the  108  patients 
with  peptic  ulcers  (25-86  yr  of  age;  66.7%  over  50)  the  ulcer 
was  located  in  the  duodenum  in  60  (55.1%),  stomach  in  44 
(36.6%)  and  jejunum  in  9  (8.2%).    Of  94  patients  treated 
surgically  because  of  the  severity  of  bleeding,  43  were  operated 
on  within  the  first  48  hr  after  admission.   Total  mortaUty  was 
19.1%  (88.8%  of  whom  were  over  50  yr),  while  the  mortality 
rate  for  those  operated  upon  early  was  9.5%.    In  the  107  pa- 
tients with  esophagus  varices  94  (87.8%)  had  a  liver  disorder 
(almost  90%  had  liver  cirrhosis  with  portal  hypertension).    Of 
49  patients  treated  conservatively  31  died  (63.3%),  of  20 
operated  on  palliatively  7  died  (35.0%)  and  of  38  treated  with 
a  shunt  operation  5  died  (13.2%).    Surgical  procedures  are,  of 
course,  contraindicated  in  many. 


5030  FINGER  NAIL  CLUBBING  IN  KWASHIORKOR. 

(E.)  Amla,  I.  (Cheluvamba  Hosp.  &  Med.  Coll., 
Mysore,  India)  and  J.  V.  Narayan.  Indian  J  Pediat  (Calcutta) 
35(240):  19-22,  1968. 

The  study  group  consisted  of  60  children  (25  male  and  35 
female  aged  1-4  yr)  admitted  to  the  hospital  during  1965-1967, 
and  all  displaying  clinical  features  characteristic  of  kwashiorkor: 
growth  retardation,  apathy,  gross  edema,  depigmentation  and 
sparseness  of  hair.    Diarrhea  was  the  presenting  symptom  in 
38  patients.    Stool  culture  showed  no  sign  of  Shigella  infection; 
bacterial  growth  was  mainly  E.  coli;  low  grade  fever  was  present 
in  46;  there  was  evidence  of  vitamin  A  deficiency  in  43  and  of 
vitamin  B  complex  deficiency  in  33.   Three  grades  of  clubbing 
were  established:    Grade  I,  thickening  of  the  nail  with  resultant 
reduction  of  the  normal  angle  (about  15  )  made  by  the  nail 
and  the  dorsal  plane  of  distal  phalanx,  with  a  positive  profile 
sign  and  the  presence  of  fluctuation  over  the  nail.    Grade  II, 
increase  in  antero-posterior  as  well  as  transverse  curvature  of 
the  nail.    Grade  111,  drumstick  appearance  of  the  terminal  digits. 
Of  the  60  cases  studied,  46  (76.7%)  showed  fingernail  clubbing: 
26  (43.3%)  Grade  I,  19  (31.7%)  Grade  H,  and  1  (1.7%)  Grade 
III.    Clubbing  of  the  toenails  was  minimal  or  absent.    The  mild 
to  moderate  fingernail  clubbing  may  be  due  to  a  nonspecific 
iiifection  of  the  gut  and  may  be  explained  by  the  vagal  innerva- 
tion theory.   There  was  a  good  correlation  between  the  degree 
of  clubbing  and  the  presence  and  duration  of  diarrhea:    of  the 
14  cases  without  clubbing,  diarrhea  was  absent  in  10. 


562 


GENERAL 


5031  SURGICAL  ASPECTS  OF  INGESTED  FOREIGN 
BODIES  AND  SELF-INFLICTED  INJURIES. 

(Ger.)    Berger,  A.  (1st  Surg.  U.  Clin.,  Vienna,  Austria),  G. 
Lechner  and  O.  Wagner.    Men  Med  Wschr  118(9/10):203-207, 
1968. 

In  the  years  1955-1966  80  prisoners  were  treated  for  swallowed 
foreign  bodies  and  32  for  self-inflicted  injuries.    Surgery  was 
necessary  in  67%  and  conservative  treatment  with  natural  pass- 
age of  foreign  bodies  in  the  rest.   There  were  14  perforations 
(17.4%)  among  the  80  patients:    2  of  the  esophagus,  4  of  the 
stomach,  4  of  the  duodenum,  3  of  the  small  intestine,  and  1  of 
of  the  large  intestine.    Penetrations  occurred  in  8  (10%): 
stomach  (3),  duodenum  (4)  and  small  intestine  (1).    Total 
mortality  rate  was  3.7%.   To  minimize  complications,  surgery 
is  indicated,  specially  if  the  foreigh  body  is  located  in  the 
esophagus  and  duodenum. 

5032  THE  UNIQUE  ASSOCIATION  BETWEEN 
SALIVARY  GLAND  CANCER  AND  BREAST 

CANCER.    (E.)    Berg,  J.  W.  (Memorial  Hosp.  Cancer  Allied 
Dis.,  New  York,  N.  Y.),  R.  V.  P.  Hutter  and  F.  W.  Foote  Jr. 
JAMA  204(9) :77 1-774,  1968. 

In  396  patients  with  cancer  of  the  major  salivary  glands,  who 
were  followed  up  for  over  1600-patient  years,  11.2  later-ap- 
pearing cancers  were  expected,  but  22  occurred.   This  increase 
is  statistically  highly  significant.    Part  of  the  risk  was  due  to 
an  excess  of  skin  cancer:    7  cases  when  3  were  expected.   Ir- 
radiation therapy  may  have  been  the  cause  of  the  excess  skin 
cancers.   For  cancers  occurring  in  tissue  other  than  skin,  8.2 
were  expected  and  15  were  seen.   Almost  all  the  excess  was 
due  to  breast  cancers  in  women:    1  was  expected  and  7  were 
seen.   At  other  sites  7.3  cancers  were  expected  and  8  were 
seen.   The  probability  that  these  salivary  gland  cancer  patients 
had  breast  cancer  only  by  chance  is  about  0.004%.    In  5  of 
the  7  patients,  the  salivary  gland  cancer  was  histologically 
mucoepidermoid  or  anaplastic  epidermoid.    If  the  concept  is 
accepted  that  the  latter  epidermoid  carcinomas  are  malignant 
varieties  of  the  mucoepidermoid  type,  then  women  with  such 
tumors  were  at  a  13.5-fold  risk  for  having  breast  cancer,  while 
women  with  other  types  of  salivary  gland  cancer  were  at  only 
a  4-fold  risk. 

5033  CONCERNING  GASTROINTESTINAL  HEMOR- 
RHAGES.  (Rus.)    Kozlov,  1.  Z.  (Moscow  Med. 

Inst.,  USSR)  and  T.  P.  Androsova.   Sovet  Med  31(6):54-59, 
1968. 

Analysis  of  a  series  of  701  instances  of  acute  gastrointestinal 
bleeding  showed  that  51.2%  were  due  to  gastric  and  duodenal 
ulcers,  14.8%  were  from  malignant  gastric  neoplasms  and 
14.7%  from  gastritis.    In  10.8%  the  source  of  the  hemorrhage 
remained  obscure.    All  patients  with  gastrointestinal  bleeding, 
regardless  of  the  origin,  first  underwent  conservative  therapy, 
which  in  90.7%  of  the  patients  was  effective.    In  the  9.3%  in 
which  conservative  treatment  failed,  bleeding  was  from  a  peptic 
ulcer  or  esophageal  varices.    Laparotomy  for  diagnosis  was 
necessary  in  33  of  the  cases  treated  surgically;  this  was  per- 
formed as  an  emergency  operation  while  the  bleeding  continued. 
The  source  of  hemorrhage  was  found  in  20  of  these  patients. 
Failure  to  operate  would  have  resulted  in  faulty  diagnosis  and 
errors  in  treatment.    Resection  was  used  whenever  possible  to 


arrest  bleeding  ulcers.   In  gastrointestinal  hemorrhages  of  ob- 
scure etiology  diagnostic  laparotomy  and  gastroduodenotomy 
should  be  employed.   Of  the  33  resectioned  patients  7  died; 
palliative  operations  were  performed  when  it  became  apparent 
that  the  patient  would  not  survive  radical  surgery.   These  in- 
cluded such  measures  as  stitching  the  bleeding  vessel  and  local 
dissection  of  the  source  of  hemorrhage  (ulcer,  polyp).   Two  pa- 
tients died  after  laparotomy  from  bleeding  ulcers  not  discovered 
during  surgery. 

5034  ANALYSIS  OF  COMPLICATIONS  IN  THE 
COURSE  OF  SALMONELLOSIS  DUE  TO 

SALMONELLA  ENTERITIDIS  GARTNER.    (Pol.)    Burchardt, 
B.  (Acad.  Med.,  Poznari,  Poland)  and  L.  Jezowa.    Wiad  Lek 
20(17):1599-1603,  1967. 

5035  HEPATIC  AMEBL\SIS  RUPTURED  INTO  THE 
BRONCHI.   (Sp.)    Sapunar,  J.  (Hosp.  J.  J. 

Aguirre,  U.  Chile,  Santiago),  M.  A.  Munoz  and  J.  Castro. 
Bol  Chile  Parasit  22(2):60-65,  1967. 

5036  A  CASE  OF  SEVERE  HEMORRHAGIC 
DIATHESIS  IN  THE  COURSE  OF  COELIAC 

DISEASE.  (Pol.)  Machalski,  M.  (Acad.  Med.,  Katowice, 
Poland),  Z.  Foremny  and  B.  Wojtacha-Wencel.  Wiad  Lek 
20(17):1653-1655,  1967. 

5037  ETIOLOGY  OF  CHRONIC  DIARRHOEA  IN 
NORTH  INDIAN  CHILDREN.    (E.)    Walia, 

B.  N.  S.  (All-India  Inst.  Med.  Sci.,  New  Delhi),  J.  K.  Sidhu, 
B.  N.  Tandon  and  O.  P.  Ghai.   /  Trop  Med  Hyg  70(12):  303- 
306, 1967. 


5038  BACTERIOLOGICAL  STUDIES  ON  SHIGEL- 
LOSIS IN  SHIRAZ.   (E.)    Haghighi,  L.  (Dept. 

Microbiol.,  Pahlavi  U.,  Shiraz,  Iran)  and  S.  M.  Gettner.   /  Trop 
Med  Hyg  70(12):297-299,  1967. 

5039  SERUM  PROTELNS  IN  KWASHIORKOR  AND 
MARASMUS:    1.    UNSELECTED  SERIES  BE- 
FORE TREATMENT.   (E.)    Chatterjee,  S.  (Calcutta  Sch.  Trop. 
Med.,  India),  A.  K.  Bhattacharyya  and  J.  N.  Mandal.   Bull 
Calcutta  Sch  Trop  Med  16(2): 35-36,  1969. 

5040  NIRIDAZOL  IN  THE  TREATMENT  OF 
BILHARZIASIS.   (Por.)   Ferreira,  F.  S.  da  C. 

J  Soc  Gen  Med  Lisboa  133(5):411-415,  1969. 

5041  ON  THE  INTOLERANCE  OF  CERTAIN  FOODS 
AND  DRUGS  IN  LAMBLIASIS.    (Pol.)    Batko, 

B.  (Milit.  Hosp.,  GUwice,  Poland).    Wiad  Lek  20(17):  1595-1598, 
1967. 

5042  REPEATED  VOMITING  IN  INFANTS  DUE  TO 
FUNCTIONAL  OR  ANATOMICAL  FUNCTIONAL 

DISORDERS  OF  THE  UPPER  DIGESTIVE  TRACT.    (CUNI- 
CAL  EXPERIENCE  OF  THE  AUTHORS.)    (Cz.)    Fargasova,  I. 
(Med.  Fac.  Palacky  U.,  Olomouc,  Czechoslovakia)  and  K.  Benda. 
Cesk  Pediat  24(4): 331-336,  1969. 
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5043  PATHOLOGY  OF  GASTROINTESTINAL 
HELMINTHLVSES.   (Rev.)(E.)    Symons,  L.  E.  A. 

(Div.  Anim.  Hlth.,  C.S.LR.O.,  Glebe,  AustraUa).   Int  Rev  Trop 
Med  3:49-100,  1969. 

5044  THE  CHALLENGE  OF  AMOEBIASIS:    UNDER- 
STANDING PATHOGENIC  MECHANISMS. 

(Rev.)(E.)    Biagi-F.,  F.  (Fac.  Med.,  Natl.  U.  Mexico,  Mexico 
City)  and  F.  Beltran-H.   Int  Rev  Trop  Med  3:219-239,  1969. 

5045  GASTROINTESTINAL  BLEEDING  DUE  TO 
SALICYLATES.   (Heb.)    Anonymous  Harefuah 

76(11):517-519,  1969. 

5046  MULTIFOCAL  LYMPHOMA  OF  THE  GASTRO- 
INTESTINAL TRACT.    (Heb.)    Gutsfeld,  F. 

(Beth  Tel-Hashomer,  Israel).   Harefuah  76(11):523,  1969. 

5047  WHIPLASH  ABDOMINAL  INJURY.  (E.j 

Berardi,  R.  S.  (McDowell  Regional  Hosp.,  Ky.). 
/  Kentucky  Med  Ass  67(7):501-503,  528,  1969. 

5048  lATROGENESIS  IN  GASTROENTEROLOGY. 

(Sp.)    Louis,  C,  C.  E.  (Sch.  Med.  Cent.  U. 
Venezuela,  Caracas).    GEN  23(3):241-336,  1969. 

5049  A  CONTRIBUTION  TO  THE  STUDY  OF  THE 
DIGESTIVE  APPARATUS  IN  SCLERODERMA. 

(It.)   Gaglio,  M.  (Inst.  Gen.  Med.  Clin.  Med.  Ther.,  U.  Catania, 
Italy).  Arch  Ital  Mai  Appar  Dig  35(5):486-492,  1969. 

5050  A  FATAL  CASE  OF  INTESTINAL  HEMOR- 
RHAGE CAUSED  BY  TUBERCULOUS  ENTERO- 
COLITIS ASSOCIATED  WITH  HEPATIC  AND  PULMONARY 
LESIONS.    [CASE  REPORT]    (Por.)    Salgado,  J.  A.  (Fac. 
Med.,  U.  Federal  Minas  Gerais,  Belo  Horizonte,  Brazil),  C. 
Silva  and  A.  V.  Magalhaes.   Rev  Ass  Med  Minas  Gerais  19(2): 
153-156,  1969. 

5051  ELECTRIC-POTENTIAL  DIFFERENCE-A 
NEGLECTED  PARAMETER  OF  GUT  INTEGRITY 

AND  FUNCTION?    (Rev.)(E.)    Geall,  M.  G.  and  W.  H.  G. 
Summerskill.    Gut  10(6):418-421,  1969. 


5055  VISCERAL  LARVAE  MIGRANS  EOSINO- 

PHILIC GRANULOMA  OF  THE  STOMACH. 

(E.)    Yamagiwa,  H.  (Mie  Prefectural  U.  Sch.  Med.,  Tsu,  Japan). 
Mie  Med  J  17(2):  109-113,  1967. 

5056  THE  EFFECT  OF  TRASYLOL  ON  THE  COURSE 
OF  ACUTE  PERITONITIS  IN  RATS.    (Pol.) 

Bokwa,  J.  (2nd  Cent.  Clin.  Hosp.,  Warsaw  Acad.  Med.,  Poland) 
and  E.  Stanowski.   Pol  Tyg  Lek  22(52):2010-2012,  1967. 

5057  A  NEW  TECHNIQUE  FOR  FILTRATION  OF 
PORTAL  BLOOD  IN  SCHISTOSOML\.SIS, 

THROUGH  THE  CATHETERIZATION  OF  THE  UMBILICAL 
VEIN.    (Por.)    Correa  Lima,  M.  B.  (Sch.  Med.,  Federal  U. 
Rio  de  Janeiro,  Brazil),  J.  L.  F.  Caboclo  and  S.  A.  Ribeiio. 
Arq  BrasilMed  54(4):283-287,  1967. 

5058  HUMAN  INTESTINAL  CAPILLARIASIS.    I. 
CLINICAL  FEATURES.    (E.)    Dauz,  U.  (CoU. 

Med.,  U.  Philippines,  Manila),  B.  D.  Cabrera  and  B.  Canlas  Jr. 
Acta  Med  Philipp  4(2):72-83,  1967. 

5059  HUMAN  INTESTINAL  CAPILLARU.SIS.   II. 
PATHOLOGICAL  FEATURES.    (E.)    Canlas, 

B.  D.  Jr.  (Coll.  Med.,  U.  Philippines,  Manila),  B.  D.  Cabrera 
and  U.  Dauz.  Acta  Med  Philipp  4(2):84-91,  1967. 


5052 
1969. 
5053 
8-9,  1969. 


THE  GUT  AND  ORAL  GLUCOSE  TOLERANCE. 

(Rev.)(E.)    Holdsworth,  C.  D.    Gut  10(6):  422-427, 


CHEMOTHERAPY  IN  GASTROINTESTINAL 
INFECTIONS.   (E.)    Smith,  H.   Med  Rev  1(4): 


5054  LIVER  DISTOMIASIS  CAUSED  BY  FASCIOLA 

HEPATICA.   TWO  CASE  REPORTS.    (Fr.) 
Bleiberg,  H.  (Saint-Pierre  U.  Hosp.,  Brussels,  Belgium),  A. 
Bremer,  O.  Thys,  P.  Remade  and  P.  Mainguet.   Acta  Gastroent 
Belg  32(4-5):  396-404,  1969. 


5060 


ni. 


HUMAN  INTESTINAL  CAWLLARIASIS. 

PARASITOLOGICAL  FEATURES  AND 
MANAGEMENT.   (E.)    Cabrera,  B.  D.  (Coll.  Med.,  U. 
Philippines,  Manila),  B.  Canlas  Jr.  and  U.  Dauz.  Acta  Med 
Philipp  4(2):92-103,  1967. 

5061  MALIGNANT  LYMPHOMAS  OF  THE 

DIGESTIVE  TRACT.    (Sp.)    Montalbetti  C, 
(Natl.  Inst.  Neoplastic  Dis.,  Lima,  Peru).   Acta  Cancerol 
6(2/3):66-73,  1967. 


J.  A. 


5062  ALIMENTARY  INTOXICATION  DUE  TO 

CLOSTRIDIUM  PERFRINGENS.    (Pol.) 
Zacharski,  M.  (Acad.  Med.,  Gdansk,  Poland).    Wiad  Lek  20(18): 
1689-1691,  1967. 

5063  DEMARCATION  OF  THE  ZOLLINGER- 
ELLISON  SYNDROME.    ONE  CASE.    (Fr.) 

Guillard,  J.,  M.  Hivet,  M.  Levame  and  E.  Martin.   Arch  Franc 
Mai  Appar  Dig  58(7-8):469476,  1969. 

5064  A  TRIAL  OF  EVALUATING  ADRENOCORTICAL 
FUNCTION  IN  TYPHOID  FEVER.    (E.) 

Adamczyk,  J.  (2nd  Clin.  Infect.  Dis.,  Warsaw,  Poland). 
Epidem  Rev  21(1/2):  1-12,  1967. 

5065  INTERINTESTINAL  ABSCESSES  AND  EARLY 
INTESTINAL  OBSTRUCTION  AFTER  DE- 
STRUCTIVE APPENDICITIS  IN  CHILDREN.    (Rus.)    Kozlov, 
M.  A.  (Med.  Hyg.  Clin.,  Cherepovets,  USSR).    Khirurgiia 
(Moskva)  44(7):  141-142,  1968. 
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5066  DIAPHRAGMATIC  HERNIA  ON  THE  RIGHT 

SIDE  AS  A  RESULT  OF  AN  INJURY  IN  A 
10-YEAR-OLD  CHILD.    (Fr.)    Monod-Broca,  P.  (Bicetre  Hosp., 
Paris,  France).  Arch  Franc  Pediat  25(10):  1179-1183,  1968. 

5067  THE  PRODUCTION  OF  FECAL  BACTERIO- 
LYSINS  IN  CHILDREN  WITH  DYSENTERY 

AND  THEIR  EFFECT  ON  THE  ISOLATION  OF  PATHOGENS. 

(Rus.)    Korshunov,  M.  F.  (Sverdlovsk  Med.  Inst.,  USSR). 
Pediatriia  47(l):40-43,  1968. 

5068  HYDATIDOSIS  OF  THE  DIGESTIVE  TRACT. 

(Sp.)    Loyarte,  H.  F.  Prensa  Med  Argent  55(29): 
1410-1436.  1968. 

5069  A  NEW  LAXATIVE-PICOSULFOL.    (For.) 
Pontes,  J.  F.  (Inst.  Gastroent.,  Sao  Paulo,  Biazil). 

Arq  Gastroent  5(4):  181-182,  1968. 

5070  A  NEW  AMEBICIDAL  THERAPY:    SUSTAINED- 
RELEASE  ERYTHROMYQN  STEARATE- 

CLINICAL  EXPERIENCE.    (Por.)    Pontes,  J.  F.  (Inst.  Gastroent. 
Sao  Paulo,  Brazil).   Arq  Gastroent  5(4):  179-180,  1968. 

5071  CLASSIFICATION  OF  GASTROINTESTINAL 
BLEEDING  FROM  A  SURGICAL  VIEWPOINT. 

(Ger.)    Reding,  R.  (Surg.  Clin.,  Ernst  Moritz  Amdt  U., 
Greifswald,  Germany).   Z  Ges  Inn  Med  23(23):752-754,  1968. 

5072  HYDATIDOSIS  OF  THE  DIGESTIVE  TRACT. 

(Sp.)    Sosa  Lara,  E.  V.  Prensa  Med  Argent 
55(29):  1406-1409,  1968. 

5073  EVALUATION  OF  CIBA  30.803-Ba.    IN 
PSYCHOSOMATIC  DISTURBANCES  OF  THE 

DIGESTIVE  TRACT.    (Sp.)    Noyola,  J.  E.  (Sch.  Med., 
Autonomous  U.  San  Luis  Potosi,  Mexico).   Medicina  (Mex) 
48(1035):  222-223,  1968. 

5074  EXPERIMENTAL  CONFIRMATION  OF  THE 
EFFICACY  OF  PERITONEAL  NOVOCAIN 

BLOCK  ACCORDING  TO  VISHNEVSKY  IN  PERITONITIS. 

(Rus.)   Fomin,  N.  N.  (N.  N.  Burdenko  Main  Milit.  Hosp., 
Moscow,  USSR).   Eksp  Khir  Anest  13(3):33-34,  1968. 

5075  TERITAL  MESH  IN  THE  SURGICAL  TREAT- 
MENT OF  ABDOMINAL  HERNL\^S.    (Pol.) 

Czartoszewski,  A.  (3rd  Surg.  Clin.,  Acad.  Med.,  Warsaw,  Poland). 
Pol  Przegl  Chir  40(11):  1323-1330,  1968. 

5076  PERITONITIS  NEONATORUM.  (Cz.)  Tosovsky, 
V.  (Fac.  Pediat.  Med.,  Charles  U.,  Prague, 

Czechoslovakia),  J.  Jeiinek  and  A.  Valik.  Cesk  Pediat  23(10): 
882-885,  1968. 


5077 

SULFATE. 

418,  1968. 

5078 


TREATMENT  OF  INTESTINAL  AMEBIASIS 
WITH  A  SINGLE  DOSE  OF  PAROMOMYCIN 

(Por.)  Jafferian,  P.  A.  Rev  Brasil Med  2S(,e):Al6- 


USE  OF  ANTIMITOTIC  DRUGS  IN  GASTRO- 
ENTEROLOGY. (Fr.)  Cheix-Servonnat,  F.  and 
E.  Pommatau.  J  Med  Lyon  49(1155):2023-2033,  1968. 

5079  TREATING  INTESTINAL  AMEBIASIS  WITH 
A  NEW  CONTACT  AMEBICIDE.  (Fr.)  Pedoya, 

C,  C.  Laverdant  and  P.  Boisselier.  Sem  Ther  44(3):  160-166, 
1968. 

5080  HYPOXIA  IN  INTESTINAL  OBSTRUCTION. 

(Rus.)  Dolgov,  M.  A.  (Med.  Inst.,  Orenburg, 
USSR).  Klin  Khir  (Kiev)  (12):51-54, 1968. 

508 1  A  NEW  ANTUNFECri VE  THERAPY  IN 
DIGESTIVE  PATHOLOGY.  (Fr.)  Monges,  A. 

(Conception  Hosp.,  Marseille,  France)  and  M.  Legre.  Sem  Ther 
44:54-56, 1968. 

5082  ENZYMATIC  SUBSTITUTION  THERAPY  FOR 
DYSPEPSIA  IN  A  GROUP  OF  HOSPI TALIZED 

PATIENTS.  (It.)  Rossi,  A.  (Santa  Maria  Nuova  Hosp.,  Florence, 
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04588   04901   04922   0492  5 


04958   05009 


04693   04741   04853*  04901   05075 


05017 


04786   05065 

04930   04939   04943   05044 


ABDOMEN  ANGIOGRAPHY 

04588 
ABDOMEN  DIAGNOSIS 

04577  04576   04586 
ABDOMEN  OIAGNOSISt ACUTE 

04541* 
ABDOMEN  DISEASES 

04772 
ABDOMEN  IN  CHILDREN 

05027* 
ABDOMEN  INFECTIONS 
SEE  ALSO   PERITONITIS 

04690   05056   05076 
ABDOMEN  NEOPLASMS 

04586 
ABDOMEN  PAIN 

04623*  04771   04776 
ABDOMEN  PARACENTESIS 
SEE  ALSO   ABDOMEN  DIAGNOSIS 

04882 
ABDOMEN  RADIOLOGY 
SEE  ALSO   ABDOMEN  DIAGNOSIS 

04586   04583 
ABDOMEN  SURGERY 

04541*  04578 
ABDOMEN  TRAUMA 

04578  04794 
ABDOMEN  TRAUMA  IN  CHILDREN 

05066 
ABDOMEN.  ACUTE 

04793   04901 
ABSCESSES 

04772   04779 
ABSCESSES. LIVER 

04555*  04863*  04927 
ABSORPTION  STUDY  TECHNIQUES 

04559 
ABSORPTION. AGE  EFFECTS  ON 

04315* 
ABSORPTION, AMINO  ACID 
SEE  ALSO   PROTEIN  ABSORPTION 
04315*  04325   04483*  04485* 
ABSORPTION. CALCIUM 

04312*  04319*  04330 
ABSORPTION. CARBOHYDRATE 

04314*  04317*  04406*  04566 
ABSORPTION. CAROTENE 

04851* 
ABSORPTION, CHLORIDE 

04309* 
ABSORPTION, CHOLESTEROL 

04995 
ABSORPTION. DRUG 

04324*  04329   04331 
ASSORPT  ION.  ELECTROLYTE 

04518 
ABSORPTION. FATTY  ACID 

04311*  04327   04750*  04761*  04843 
ABSORPTION. GALACTOSE 

04317* 
ABSORPTION. GASTROINTESTINAL 

OAZBl      043 16*_  04329   04332   04517 

ASSORPT ION. GLUCOSE 

04309*  04317*  04748*  05052 
ABSORPTION, HORMONAL  CONTROL  OF 

04325 
ABSORPTION, IRON 

04363* 
ABSORPTION, LACTOSE 

04566   04749* 
ABSORPTION. LARGE  INTESTINE 

04327   04332   04517   04529 
ABSORPTION, LIPID 

04327   04323   04355*  04559   04567 
ABSORPTION, MAGNES lUM 

04265* 
ABSORPTION, MINERAL 

SEE   TRACE  ELEMENT  AND  MINERAL  ABSORPTION 
ABSORPTION, POTASSIUM 

04309*  04418* 
ABSORPTION, PROTEIN 

04320* 
ABSORPTION, SMALL  INTESTINE 

04309*  04313*  04314*  04315*  04317*  04324*  04327 
04334 


04384 


0433  2 


04525 


04832   04968 


04332 


04329   04331 

04517   04566   04674*  C4678 
ABSORPTION, SODIUM 

043C9*  04317* 
ABSORPTION, STOMACH 

04326   04331   04332   04517 
ABSORPTION, TRACE  ELEMENT  AND  MINERAL 

04319*  04333   04868* 
ABSORPTION, TRIGLYCERIDE 

04355* 


04328 
04483*  04485*  04490*  04507* 
04755   05052 


ABSORPTION, VITAMIN  A 

SEE   CAROTENE  ABSORPTION 
ABSORPTION, VITAMIN  B  COMPLEX 

04999 
ABSORPTION, VITAMIN  612 

04324*  04358* 
ABSORPTION, VITAMIN  D 

04330 
ABSORPTION, MATER 

04265*  04309*  04490*  04518   04830* 
ABSORPTION, XYLOSE 

04317* 
ABSORPTION, ZINC 

04868* 
ACETYLCHOLINE 

04498* 
ACHALASIA 
04336* 
ACHLORHYDRIA 

04656 
ACID  PHOSPHATASE 

04417*  04423*  04918 

ACID  SECRETION, STOMACH  

04352*  04354*  04360*  04362*  04364*  04366*  04369   0*371 
04373   04375   04380   04381   04484*  04556*  04581   04634 
04646   04656   04707*  04715*  04721   04724   05019 
ACID  SYNTHESIS, FATTY 

04454 
ACUTE  ABDOMEN 

04793   04901 
ACUTE  ABDOMEN  DIAGNOSIS 

04541* 
ACUTE  HEPATITIS 
04929   04942 
ACUTE  PANCREATITIS 

04388*  04390*  04845   04853* 
ACUTE  VIRAL  HEPATITIS 

04562 
ADENOCARCINOMA 

04503*  04660   04662   04941 
ADENOMA 

04861* 
AFFERENT  LOOP  SYNDROME, GASTRECTOMY- INDUCED 

04655 
AFLATOXIN 
SEE  ALSO   LIVER  CARCINOGENESIS 
SEE  ALSO   STOMACH  CARCINOGENESIS 
04496*  04503*  04862* 
AGE  EFFECTS  ON  ABSORPTION 

04315* 
AGE  EFFECTS  ON  GASTROINTESTINAL  TRACT 

04539   05026* 
AGE  EFFECTS  ON  LIVER 

04286   04427*  04437   04480 
AGE  EFFECTS  ON  SMALL  INTESTINE 

04675* 
AGE  EFFECTS  ON  STOMACH 

04274*  04629* 
AGE  FACTORS 

04341   04568   04635   04660 
AGE  FACTORS  IN  CANCER 

042  7it»   Q'i622*    0_4871*  JDSfliQ     il50_88 
ALBUMIN 
SEE      LIVER 
SEE      PLASMA    PROTEINS 
ALCOHOL 
SEE    ALSO      FATTY    LIVER 
SEE    ALSO      PANCREATITIS 
04597*   04625* 
ALCOHOL    EFFECTS    ON    LIVER 

04308   04404*  04502*  04960*  04968 
ALCOHOL  IN  CIRRHOSIS 

04502*  04882   04960*  04968 
ALCOHOLIC  STEATOSIS 

04311* 
ALKALINE  PHOSPHATASE 

04440   04545*  04861*  04905 
ALLERGIES 

SEE   IMMUNOLOGY 
AMEBIASIS 

04563   04863*  04878* 
AMEBIASIS  DIAGNOSIS 

04863*  05035 
AMEBIASIS  EFFECTS  ON  LIVER 

04896   04930   04943   05044 
AMEBIASIS  ETIOLOGY 

04896 
AMEBIASIS  IMMUNOLOGY 

0  5044 
AMEBIASIS  TREATMENT 

04523   04396   05035 
AMINO  ACID  ABSORPTION 
SEE  ALSO   PROTEIN  ABSORPTION 
04315*  04325   04483*  04485* 
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04769   04917   04989   05076 


05070   05077   05079   05081 


O'tl'tl      04765*  04780 
C4970   04974 


LIVER  DISEASES 
MALABSORPTION  TREATMENT 
VITAMIN  B12 
04896 


AMINO  AGIO  METABOLISM 

04125   04347*  04349*  04367 
AMINO  AGIO  METABOLISM, LIVER 

04886 
AMINO  ACIDS 

04358* 
AMMONIA 

04366*  04367 
AMMONIA  EXGRETION, LIVER 

04321*  04430*  04536 

AMPULLA  OF  VATER 

SEE  ALSO   BILIARY  TRACT 

04688   05003   05004 

AMYLASE  SECRETION, PANCREAS 

04385*  04389*  04391   04393 
AMYLOIDOSIS 

04290 
ANASTOMOSIS 

04632*  04686 

04962*  04964*  04965*  04967 

05012 

ANEMIA 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

04600*  04689 
ANEMIA, APLASTIC 

04910 
ANEMIA, HEMOLYTIC 

04959 
ANEMIA, IRON-DEFICIENCY 
04654   04792   04835 
ANESTHESIA 

04341   04783   04914 
ANESTHETICS  IN  LIVER  INJURIES 

04494* 
ANEURYSMS, AORTIC 

04530 
ANGIOGRAPHY 

04531 
ANGIOGRAPHY, ABDOMEN 

04588 
ANGIOGRAPHY, BILIARY  TRACT 

04985* 
ANGIOGRAPHY, ESOPHAGUS 

04618 
ANGIOGRAPHY, LIVER 

04551*  04872*  04875* 
ANGIOMA 

04894 
ANICTERIC  HEPATITIS 

04904   04953 
ANOMALIES,  ANUS 

04768   04806 
ANOMALIES. BILIARY  TRACT 

04836   04837   04991 
ANOMALIES, CONGENITAL 
04638   04640   04653 
048C8   04813   04837 
ANOMAL les, DUODENUM 

04638 
ANOMALIES^  ESOPHAGUS    _   . 

04618 
ANOMALIES. GALLBLADDER 

04836   04991 
ANOMALIES, GASTROINTESTINAL  TRACT 

04638 
ANOMALIES, LARGE  INTESTINE 

04775   04776   04785   04811 
ANOMALIES. PANCREAS 

04391   04830* 
ANOMALIES. RECTUM 

04768   04806 
ANOMALIES, SMALL  INTESTINE 

04680   04684   04685 
ANOMALIES, STOMACH 

04638   04640   04653 
ANORECTAL  SURGERY 

04767  04768   04798 
ANTIBIOTICS 

04422*  0447C   04514   04523   C4939 

05077 
ANTICHOLINERGIC  AGENTS 

04359*  04379 
ANTIEMETICS 

SEE   VOMITING 
ANTIMETABOL ITES 

04455 
ANTRUM, PYLORIC 

04339*  04648 
ANUS 

04774 
ANUS  ANOMALIES 

04768  04806 


04453   044  85* 


04394   04842   04944* 


04785 
04988 


04860* 
04996 


05005   05013 


04676*  04677   04682   04685   04775 
04841   04900   04907   05005 


05021*  05048   05070 


ANUS  DISEASES 

04779 
ANUS  FISTULAS 

04779   04786 
ANUS  MORPHOLOGY 

04340 
ANUS  MOTILITY 

04340 
ANUS  RADIOLOGY 

04340 
ANUS  SPHINCTER 

04340   04786   04787   04798 
ANUS  SURGERY 

04779   04788 
AORTIC  ANEURYSMS 

04530 
AORTIC  SURGERY 

04530 
APLASTIC  ANEMIA 

04910 
APPENDICITIS 

04541*  04698   04702   04766*  04793   04809   04810   04812 
APPENDICITIS  COMPLICATIONS 

04766* 
APPENDICITIS  EPIDEMIOLOGY 

04766* 
APPENDICITIS  IN  CHILDREN 

04568   04741   04784   04807   04808   05065 
APPENDIX 

04775 
APPENDIX  CANCER 

04763* 
APPENDIX  IN  CHILDREN 

04762* 
APPENDIX  SURGERY 

04763* 
ASCITES 
SEE  ALSO   CIRRHOSIS 

04882   04922   04923   04979 
ASCITES  IN  CIRRHOSIS 

04964*  04967   04973   04975   04978 
ASCITES  TREATMENT 

04975 
ATHEROSCLEROSIS 

04977 
ATRESIA, ESOPHAGUS 

05007 
AUTONOMIC  NERVOUS  SYSTEM 

04789 

BENIGN  LARGE  INTESTINE  NEOPLASMS 

04694   04771   04780   04791 
BENIGN  LIVER  NEOPLASMS 

04881   04894 
BENIGN  RECTUM  NEOPLASMS 

04791 
BENIGN  SMALL  INTESTINE  NEOPLASMS 

04679   04694 
BEZQARS 

04692 
BICARBONATE  SECRET  ION, PANCREAS 

04387* 
BILE 

04333   04463   04892 
BILE  ACIDS  AND  SALTS 
SEE  ALSO   ABSORPTION 

04406*  04459   04461   04472   04751*  04674* 
BILE  COMPOSITION 

04415*  04440   04463 
BILE  DUCT 

SEE   BILIARY  TRACT 
BILE  DUCT, COMMON 
SEE  ALSO   BILIARY  TRACT 

04508*  04573   04688   04837   04888   04931   04991   04996 

04997   05002   05005   05012   05013 
BILE  EXCRETION 

04310*  04333   04425*  04426*  04432*  04447 
BILE  METABOLISM 

04459   04461   04472   05014 
BILE  PIGMENTS 
SEE  ALSO   BILIRUBIN 
SEE  ALSO   CHOLESTASIS 

04842 
BILE  PIGMENTS  IN  JAUNDICE,  SERUM 

04425* 
BILE  SALTS 
SEE  ALSO   BILE  ACIDS  AND  SALTS 

04415* 
BILE  SECRETION 

04459   04464   04479   04498*  04997 
BILE  SECRETION  STUDY  TECHNIQUES 

04310* 
BILIARY  CIRRHOSIS 

04319* 


c 


98   04fiHb   0'.984*  0't935*  05008 


05001   05C13 


.I50C5   05013 


C50C8 


0'^6'38 
05016 


050CB   0501* 


bILIARY  DISEASE  DIAGNOSIS 

04569   04570   0<i573   0469 

O5048 
BILIARY  DISEASE  TREATMENT 

04H9?   04931   04999 
BILIARY  DISEASES 

0442<;*  04874*  04916   05CCJ 
alLIARY  TRACT 
SEE  ALSO   CHOLECYSTITIS 
SEE  4LSU   CHOLELITHIASIS 
SEE  ALSO   GALLBLADDER 

04931 
BILIARY  TRACT  ANGIOGRAPHY 

L49H5» 
BILIARY  TRACT  ANOMALIES 

04^36   U4837   04991 
BILIARY  TRACT  CANCER 

042H3   C49<;0   049S6 
rtlLlARY  TRACT  CIRRHOSIS 

04281*  04562 
bILIARY  TRACT  FISTULAS 

05002  05006   05020 
BILIARY  TRACT  HISTOLOGY 

04270* 
BILIARY  TRACT  IN  CHILDREN 

04322*  04463   04989   C4999   050C0 
hILIARY  TRACT  N  EOPL  ASMS.  f'AL  IGNAN  T 

05003  05C04   05010 
alLIARY  TRACT  OBSTRUCTION 

04422*  04425*  C4545*  04569 

04981*  04992   04997   C50C8 
BILIARY  TRACT  PATHOLOGY 

04276*  04569   04931   05000 
BILIARY  TRACT  RADIOLOGY 
SEE  ALSO   BILIARY  DISEASE  DIAGNOSIS 

04569   04570   04573   04589   04698 
BILIARY  TRACT  STRICTURE 

05002 
BILIARY  TRACT  SURGERY 

04283   04508*  04573 

04899   04931   04983* 

05002   05006   05012 
HILIARY  TRACT  TRAUMA 

05018 
BILIARY  TRACT, DISEASES  ASSOCIATED  WITH 

04319*  04984* 
BILIARY  TRACT. CRUG  EFFECTS  ON 

04276*  04432*  04589 
BILIARY  TRACT, TOXIC  EFFECTS  ON 

U4432* 
BIL  IRIIBIN 

04432*  04537   04545*  04861*  04887   05014 
BIOCHEMICAL  DIAGNOSIS  OF  HEPATITIS 

04944* 
BIOCHEMICAL  DIAGNOSIS  OF  LIVER  DISEASES 

04572 
BIOCHEMISTRY. GASTROINTESTINAL 

04287   04316* 
BIOCHEMISTRY, LARGE  INTESTINE 

04527 
IOCHEMISTRY,L IVER 

04265*  04271*_  04291 
04437 
04450 
04462 
04473 


05005 


04878*  04892   04931 


05012   05015 


04688 

04833 

04852* 

04853*  04888 

C4984* 

04906* 

04992 

04996   05001 

05013 

05015 

05016 

05086 

BI 


04435   04436 
04448   04449 
04457   C4458 
04471   04472 
04879*  04393 
BIOCHEMISTRY, PANCREAS 
04386*  U4395   04397 
05000 
B  lOCHEMISTRY. SMALL  INTESTINE 

04328   04485*  04493   04689 
BIOCHEMISTRY. STOMACH 

04294   J4326   04370 
BIOPSY. GASTROINTESTINAL 

04287   04314* 
B  lOPSY, LIVER 

04280*  04285   04562 
04887   C4Q0a   04913 
BIOPSY. PANCREAS 

04553* 
BIOPSY. SMALL  INTESTINE 
04307   04314*  04591 
b  lUPSY. STOMACH 

04585 
BLEED  ING 
SEE  ALSO   ESOPHAGUS  VARICES 
04577   04687   U4717   D5036 
BLEEDING  DIAGNOSIS 

04577   04730   04734   C4994 
BLEEDING  0  I AGNOS I S . ENDOSCOPY 

05025* 
BLEEDING  DIAGNOSIS. RADIOLOGY 
05025* 


04299 

C4308 

04404* 

04405* 

04418* 

04440 

04444 

04445 

04446 

04447 

04451 

04452 

04453 

04454 

04455 

04465 

04466 

04467 

04468 

04469 

04474 

04475 

04477 

04502* 

04821 

04398   04399   04831*  04842   04944* 


04644 


04572 
04934 


04754 


04579 
05048 


04594   04623*  04881 


05025*  05071 


05029*  05033* 
04967   05033*  05071 


BLEEDING  ETIOLOGY 

04353*  04504*  04600*  04625*  04679   04680 
04725   04726   04782   04925   04993   04994 
05048   05071 
BLEEDING  IN  CHILDREN 

04925 
BLEEDING  PEPTIC  ULCERS 

04714*  04725   04726 
BLEEDING  TREATMENT 

04607   04625*  04696 
BLEEDING, COOLING  TREATMENT  OF 

04713* 
BLEED ING. GASTROINTESTINAL 

04734   05050 
BLEEDING, SURGICAL  TREATMENT  OF 

04607   04672   04680   04681 

04967   05029* 
BLIND  LOOP-INDUCED  SECONDARY  MALABSORPTION 

04751* 
BLOOO  COAGULATION 

04353*  05036 
BLOOD  COAGULATION  IN  CIRRHOSIS 

04971 
BLOOD  COAGULATION  IN  LIVER  DISEASES 

04444 
BLOOD  GROUP  GENETIC  RELATIONSHIPS 

04362*  04719 
6LC0D  GROUP  SECRETOR  STATUS 

04348*  04362*  04719 
BLOOO  GROUPS 

04905 
BONE  DISEASES 

04319* 
8RADYKININ 

04493*  04737 
BUOD-CHIARI  SYNDROME 

04533   04915 


CAFFEINE 

04556* 
CALCIUM 

04312*  04398 
CALCIUM  ABSORPTION 

04312*  04319*  04330   04384 
CALCIUM  SECRETION. PANCREAS 

04835 
CALCULI, PANCREAS 

04835 
CANCER 

05010 
CANCER  CHEMOTHERAPY 

04277*  04537   04627*  04869*  05078 
CANCER  DIAGNOSIS 

04304   04549*  04553*  04574   04576 

04770   04840   04994 
CANCER  DIAGNOSIS, RADIOLOGY  IN 

04555* 
CANCER  EPIDEMIOLOGY 

04597*  04622*  04624*  04628*  04657 
CANCER  ETIOLOGY 

04622*  04779 
CANCER  PATHOLOGY 

04641   04663 
CANCER  SURGERY 

04283   04604   04610   04635   04641 

04773   04799   04800   04801   04802 

04990   04996 
CANCER  SURVIVAL  RATES 

04605   04643   04654 
CANCER  TREATMENT 

04604  04627*  04635 
04891   04990   05010 

CANCER  TREATMENT, RADIOTHERAPY  IN 

04605  04777 
CANCER, AGE  FACTORS  IN 

04274*  04622*  04871*  05010 
CANCER, APPENDIX 

04763* 
CANCER, BILIARY  TRACT 

04283   04990   04996   05008 
CANCER, DUODENUM 

04691   04703 
CANCER, ESOPHAGUS 

04282*  04597*  04602*  04604 

04615   04620   04643   05088 
CANCER, GALLBLADDER 

04698   04994   05010 
CANCER, GASTROINTESTINAL 

04597* 
CANCER, LARGE  INTESTINE 

04547*  04760*  04763*  04770   04773 

05088 
CANCER, LIVER 

04283   04304   04411*  04412*  04503* 

04577   04869*  04876*  04878*  04891 


04681   04688, 
05025*  09049 


i 


04688   04714*  04722   04965* 


04643   04659   04691 


04670   04791   05088 


04799   04800   04801   04994 


04642   04665   04691 
04848   04891   04941 


04669   04869*  04921   05022*  05088 

04642   04773   04799   04848   04869* 
05088 


05088 


04605   04609   04610   04614 


04791   04799   04800 


04549*  04553*  04555* 
04909 


O'^STA      0*635      O'tbbl       047!>9*    04921 


04791       04801       04802       04803 


04642 
0466? 


C45fl4 
04643 
04663 


04622*  04624* 
04644   04645 
04664   04665 


04446   04477   04482 


CANCBK. METASTATIC 

04549*  04553*  04562 
CANCERfPANCREAS 

04298   0'>850 
CANCER, RECTUM 

04706   04759*  04764*  C4777 

05088 
CANCER, STOMACH 

04542*  04544*  0457b 

04635   04641 

04660   04661 

04941   05088 
CARBChiYCRATE  ABSORPTION 

04314*  04317*  04406*  04566 
CARBOHYDRATE  METABOL  I  SM,  L  I VER 

04402*  C4421*  (>4443   04445 
CARCINOGENESIS, LARGE  INTESTINE 

0476C* 
CARCINOGENESIS, LIVEh 

04424*  04445   04496*  04503*  C45G5*  04862* 
CARCINOGENESIS, STOMACH 

04622* 
CARCINOGENS 

04445   04505*  04609   04622* 
CARCINOID  SYNDROME 
SEE  ALSO   SEROTONIN 

04619 
CARCINOIDS 

SEE   CARCINOID  SYNDROME 
CARCINOMA 

04652   04661   04663   04664 
CARDIOSPASM 

SEE   ACHALASIA 
CARDinVASCULAR  SYSTEM 
SEE  ALSO   PORTAL  HYPERTENSION 

04388*  04506*  04509*  04511*  04518 
04629*  04696 


04627*  04628* 
04657   04659 
04668   04669 


04691   04996   05048 


04898   04915 


04534 
04697  04726  04736 
04963*  04969   04971 


04618 
04885 
05057 
CAROTENE  ABSORPTION 

04851* 
CATHARTICS 

SEE   LAXATIVES 
CECUM 
SEE  ALSO   LARGE  INTESTINE 
04694   04772 
CELIAC  DISEASE 

04753   05036   05081 
CENTRAL  NERVnuS  SYSTEM 

04819   05C73 
CERULOPLASMIN 

04275* 
CHEMICAL  TOXINS 
SEE  ALSO   TOXIC  EFFECTS  UN  BILIARY  TRACT 
SEE  ALSO   TOXIC  EFFECTS  ON  ESOPHAGUS 
SEE  ALSO   TOXIC  EFFECTS  ON  GASTROINTESTINAL 
SEE  ALSO   TOXIC  EFFECTS  ON  LARGE  INTESTINE 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 
SEE  ALSO   TOXIC  EFFECTS  ON  SMALL  INTESTINE 
SEE  ALSO   TOXIC  EFFECTS  ON  STOMACH 
04636   04935   04940 


04580  04588 
04774  04782 
04993   05015 


04453 
CHEMOTHERAPY, CANCER 

04277*  04537   04627*  04869*  05078 
CHILDREN, ABDOMEN  IN 

05027* 
CHILDRFN, ABDOMEN  TRAUMA  IN 

05066 
CHILDREN, APPENDICITIS  IN 

04568   04741   04784   04807   04808   05065 
CHILDREN, APPENDIX  IN 

04762* 
CHILDREN, BILIARY  TRACT  IN 

04322*  04463   04989   049Q9   C50C0   05005 
CHILDREN, BLEEDING  IN 

04925 
CHILDREN, CHOLEL ITHIASIS  IN 

04998 
CHILDREN, CIRRHOSIS  IN 

04976 
CHILDREN, DIARRHEA  IN 
SEE  ALSO   CELIAC  DISEASE 

05021*  05024*  05030* 
CHILDREN, DYSENTERY  IN 

05021*  05067 
CHILDREN, FSnPHAGUS  IN 

04596* 
CHILDREN, GASTROINTESTINAL  DISEASES  IN 

050  37 
CHILDREN, GASTROINTESTINAL  TRACT  IN 

04539   04561 


CHILDRFN, HEPATITIS 
04933   04959 

CHILDREN, FERNIA  IN 
05066 


IN 


CHILDREN, JAUNDICE  IN 

04953 
CHILDREN, LARGE  INTESTINE  IN 

04769   05065   05085 
CHILDREN, LIVER  IN 

04286   04322*  04463   04887   04893   04900   04925   04926 
04927   04950 
CHILDREN, MALABSORPTION  IN 

04750*  04756 
CHILDREN, PANCREAS  IN 

04831*  04835   04841   04845   04847   05000 
CHILDREN, PANCREATITIS  IN 

04837 
CHILDREN, PARASITIC  DISEASES  IN 

05084 
CHILDREN, PEPTIC  ULCERS  IN 

04556*  04741 
CHILDREN, PERITONITIS  IN 

05076 
CHILDREN, PORTAL  HYPERTENSION  IN 

04914 
CHILDREN, SALMONELLOSIS  IN 

05034 
CHILDREN, SMALL  INTESTINE  IN 

04678   04680   04687   04689   05065   05085 
CHILDREN, STOMACH  IN 

04341   04596*  04636 
CHILDREN, ULCERATIVE  COLITIS  IN 

04821   04826 
CHILDREN, VIRAL  HEPATITIS  IN 

04557*  04906   04950   04953 
CHILDREN, VOMITING  IN 

04596*  05042 
CHLORIDE  ABSORPTION 

04309* 
CHOLANGIOGRAPHY 

04573   04589   04592   04836   04985* 
CHOLANGITIS 

04318*  04703   04888   04939   05012 
CHOLECYSTECTOMY 
SEE  ALSO   GALLBLADDER  SURGERY 
04989   04995 
CHOLECYSTITIS 

04276*  04987   04989   04999   05001   05002   05010   05019 
CHOLECYSTOKININ 

04374   04486*  04522 
CHOLELITHIASIS 

04416*  04510*  04916   04922   04983*  04986*  05001   05008 
05009   05016   05017 
CHOLELITHIASIS  COMPLICATIONS 

05020 
CHOLELITHIASIS  DIAGNOSIS 

04573   04623*  04853*  04998 
CHOLELITHIASIS  EPIDEMIOLOGY 

04998 
CHOLELITHIASIS  ETIOLOGY 

04416*  04510*  04998 
CHOLELITHIASIS  IN  CHILDREN 

04998 
CHOLELITHIASIS  SURGERY 

04853* 
CHOLELITHIASIS  TREATMENT 

04996   04998 
CHOLELITHIASIS, DISEASES  ASSOCIATED  WITH 

04993 
CHOLERETIC  AGENTS 

04464 
CHOLESCYSTECTOMY 

05006 
CHOLESTASIS 

04652*  04892   04908   04956   04981*  05007   05011 
CHOLESTEROL 
SEE  ALSO   LIVER  METABOLISM 

04406*  04414*  04416*  04472   04510*  04557* 
CHOLESTEROL  ABSORPTION 

04995 
CHOLESTEROL  METABOL  ISM, L  IVER 

04406*  04416*  04442   04510*  04557*  04987 
CHOLESTEROL  SYNTHESIS 

04406*  04414*  04416* 
CHOLINERGIC  AGENTS 

04538 
CHRONIC  HEPATITIS 

04554*  04572   04879*  04904   04906   04951   04952   04959 
CHRONIC  PANCREATITIS 

04587   04851*  04854*  04855   04856   04857 
CHRONIC  VIRAL  HEPATITIS 

04562   04951   04952 
CHYMCTRYPSIN  S ECRET ION, PANCREAS 

04386*  04391   04393   04394   04397 
CIRCULATICN  IN  CIRRHOSIS 

04501*  04580   04962*  04963* 
CIRCULATICN  IN  PANCREATITIS 
04388* 


CIRCULATION  STUDY  T  ErCHNIOUES,  GA  STROI  NTE  ST  INAL 

CiRCULAT  ION. ESOPHAGUS 

CSOl*  O-iSS^ 
CIRCULAT  ION. GASTROINTESTINAL 

04517   04524   05080 
C IRCULATION.LAUGE  INTESTINE 

04540   04781 
CIRCULATION, LIVER 

04285   043C2   P4318*  U4385*  04460 

04532   04533   04554*  04562   04580 

C4897   04898   04438 
C IRCULATIUN, MESENTERY 

045C6*  04521   04697 
C I RCUL AT  I  ON, PANCREAS 

04388*  04396 
CIRCULATION. PORTAL 

04388*  04460   04497*  04501*  04518 

04570   04889   04962*  C4967 
C  IRCULATION, SMALL  INTESTINE 

04500*  04506*  04507*  C4521 
C  IRCULATION, STOMACH 

04501*  04511*  04531   04534 
C  IRRHOSIS 

ASCITES 

ESOPHAGUS  VARICES 

LIVER  COMA 

PORTAL  HYPERTENSION 


04461   04498*  04519 
04860*  04385   04895 
04962*  C4963*  U4969   04972 


04532   04533   04535 


04531   04540   04859 


04632*  04717 


SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 


04275*  04311*  04429*  04545*  04623*  04865*  04874*  04882 

04897   04901   04906   04922   04961*  04969   04974   04977 

04981* 
CIRRHOSIS  DIAGNOSIS 

04280*  04552*  04554*  04562   o4572 
CIRRHOSIS  DIAGNOS  is,raoii;lugy  in 

04966 
CIRRHOSIS  IMMUNOLOGY 

04281*  04929 
CIRRHOSIS  IN  CHILDREN 

04976 
C IRRHOSIS  PATHOLOGY 

04972   04978   04979 
CIRRHOSIS  TREATMENT 

04607   04919   04923   04962*  04964*  04967   04972 
CIRRHOSIS, ALCOHOL  IN 

04502*  04882   04960*  C4968 
CIRRHOSIS. ASCITES  IN 

04964*  04967   04973   C4975   C4978 
C  IRRHOSIS. BILIARY 

04319* 
CIRRHOSIS, BILIARY  TRACT 

04281*  04562 
CIRRHOSIS, BLOOD  COAGULATION  IN 

04971 
C  IRRHOSIS. CIRCULATION  IN 

04501*  04580   04962*  04963* 
C IRRHOSIS. DISEASES  ASSOCIATED  WITH 

04748*  04865*  04970   C4976   04980 
C IRRHOSIS. ELECTROLYTE  METABOLISM  IN 

04980 
COLITIS 
SEE   ENTERITIS 
SE£   ENTEROCOLITIS 
SEE   GASTROENTERITIS 
SEE   REGIONAL  ENTERITIS 
COLITIS  COMPL ICAT IONS. ULCERATIVE 

04708*  04818* 
COLITIS  DIAGNOSIS. ULCERATIVE 

04817* 
COLITIS  EPIDEMIOLOGY. ULCERATIVE 

04828 
COLITIS  ETIOLOGY. ULCERATIVE 

04823   04825   04828 
COLITIS  IN  CHILDREN, ULCERATIVE 

04821   04826 
COLITIS  PATHOLOGY, ULCERATIVE 

04818*  04825 
COLITIS  SURGERY, ULCERATIVE 

04706   04708*  04765*  04826 
COLITIS  TREATMENT. ULCERATIVE 

04708*  04819   04820   04822   04824   04826   04827 
COLITIS, CLINICAL  STUDIES  OF  ULCERATIVE 

04828 
COLITIS. DISEASES  ASSOCIATED  WITH  ULCERATIVE 

04821 
COL  IT  IS. GRANULOMATOUS 

SEE   CROHNS  DISEASE  OF  COLON 
COLITIS, MEDICATIONS  IN  TREATMENT  OF  ULCERATIVE 

04828 
COLIT IS. MICROORGANISMS  IN  ULCERATIVE 

04823 
COLITIS. ULCERATIVE 

04742*  04818*  05073 
COLON 
SEE   LARGE  INTESTINE 


04942 


04868 
05013 


COLON. CROHNS  DISEASE  OF 

04817* 
COLOSTOMY 

04805 
COMA, HEPATIC 

SEE   LIVER  COMA 
COMA, LIVER 

04318*  04429*  04607 
COMMON  BILE  DUCT 
SEE  ALSO   BILIARY  TRACT 

04508*  04573   04688   04837 

04997   05002   05005   05012 
COMPLEX  ABSORPTION, VITAMIN  B 

04999 
CONGENITAL  ANOMALIES 

04638   04640   04653   04676*  04677 

04808   04813   04837   04841   04900 
COOLING  TREATMENT  OF  BLEEDING 

04713* 
COPPER  METABOLISM 

04877* 
COPPER  METABOLISM, LIVER 

04275*  04286   04439 
CORTICOSTEROIDS 

04299   04473   04608 
CRIGLER-NAJJAR  SYNDROME 

04887 
CROHNS  DISEASE 

04742*  04743*  04745 
CROHNS  DISEASE  OF  COLON 

04817* 
CYSTIC  FIBROSIS 

SEE   MUCOVISCIDOSIS 
CYSTS, LIVER 

04569   04926   04931 
CYSTS, PANCREAS 

04829*  04833   04845 


04931   04991   M996 


04682 
04907 


04685 
05005 


04775 


04866* 


04795   04987 


04746   04747   04809   04828 


04932   05068   05072 


04847   04858   05068 


DEFECATIO 

04340 
OEGLUTITI 

04336* 
DIABETES 

04269* 

01 APHRAGM 

SEE   DIA 

SEE   HIA 

01 APHRAGM 

05066 
01 ARRHEA 

04290 

05081 
DIARRHEA 
SEE  ALSO 

05021* 
DIETARY    0 

04597* 
DIETARY    D 

04502* 
DIETARY    F 

04337* 

04761* 
DIETETIC 

04753 
DIGESTION 
SEE  ALSO 
SEE  ALSO 

04397 
DIGESTION 

04328 
DIGESTION 

04372 
DISACCHAR 

04749* 
DISACCHAR 

04566 
DISEASES 

04319* 
DISEASES 

04993 
DISEASES 

04748* 
DISEASES 

04762* 
DISEASES 

05016 
DISEASES 

04920 
DISEASES 

04567 
DISEASES 

04855 
DISEASES 

04927 


N 
05031* 

ON 

VELLITUS 
04369   04404*  04748*  04903   04916 

PHRAGM  HERNIA 
TUS  HERNIA 
HERNIA 


04566   04674*  04744   04835   05037   05062   05077 

IN  CHILDREN 

CELIAC  DISEASE 
05024*  05030* 
EFICIENCIES 

EFICIENCIES  IN  LIVER  INJURIES 

04502* 
ACTORS 

04406*  044 16*  04468   04469   04510*  04597*  04760* 

THERAPY 
04822   05036 

BILE 

SMALL  INTESTINE 

04398   04399   04528 
, LIPID 

04761* 
, PROTEIN 

04563 
lOASE  DEFICIENCY 

05024* 
lOASES, SMALL  INTESTINE 

04749*  04753 
ASSOCIATED  WITH  BILIARY  TRACT 

04984* 
ASSOCIATED  WITH  CHOLELITHIASIS 

ASSOCIATED  WITH  CIRRHOSIS 
04865*  04970   04976   04980 
ASSOCIATED  WITH  GASTROINTESTINAL  TRACT 

ASSOCIATED  WITH  JAUNDICE 

ASSOCIATED  WITH  L IVER 

ASSOCIATED  WITH  MALABSORPTION 

05036 
ASSOCIATED  WITH  PANCREATITIS 

ASSOCIATED  WITH  PARASITIC  DISEASES 
05004 


DISEASES  ASSOCIATED  WITH  PEPTIC  ULCERS 

DISEASES  ASSOCIATED  WITH  PORTAL  HYPERTENSION 

05025* 
DISEASES  ASSOCIATED  WITH  SALIVARY  GLANDS 

05032* 
DISEASES  ASSOCIATED  WITH  ULCERATIVE  COLITIS 

04821 
DISEASES  ASSOCIATED  WITH  VIRAL  HEPATITIS 

CtQlO   04950 
DISEASES  IN  CHILDREN, GASTROINTESTINAL 

05037 
DISEASES  IN  CHILDREN, PARASITIC 

05084 
DISORDERS, STOMACH  SECRETION 

04341   04367   04656 
DIURETIC  AGENTS 

04882   04971   04975 


DIVERTICULA.nUODENUM 

04836  0469S 
DIVERTICULA, ESOPHAGUS 

04621 
DIVERTICULA, LARGE  INTESTINE 

04757*  04776   048U4   04810 
DIVERTICULA, SMALL  INTESTINE 

04677   04684   0469C   04699 
DIVERTICULITIS  DIAGNOSIS 

04757* 
DIVERTICULITIS  TREATMENT 

04757* 
DIVERTICULITIS, LARGE  INTESTINE 

04804 
DIVERT ICULITIS, SMALL  INTESTINE 

04690 
DIVERTICULUM, MECKEL S 

04677 
DRUG  ABSORPTION 

04324*  04329   04331   C4332 
DRUG  EFFECTS  ON  BILIARY  TRACT 

04276*  04432*  04589 
DRUG  EFFECTS  ON  GASTROINTESTINAL  TRACT 

04284   04344   04370   04491*  04648   04827   04839   05048 

05069  05087 

DRUG  EFFECTS  ON  LIVER 

04271*  044C8*  04409*  04424*  04441   04448   04457   04460 

04462   04464   04470   04431   04494*  04497*  04519   04537 

04893   04902   04941   04961* 
DRUG  EFFECTS  ON  MOTILITY 

04324*  04464   04648   05074 
DRUG  EFFECTS  ON  SMALL  INTESTINE 

04266*  04324*  04334   04335   04487*  04521   04538 
DRUG  EFFECTS  ON  STOMACH 

04356*  C4380   04716* 
DRUG  FFFECTS  ON  STOMACH  SECRETION 

04324*  04341   04366*  04369   04379   04382   04383   04550* 
DRUG  METABOLISM, LIVER 

04271*  C44U3*  04409*  04424*  04426* 
DRUG  TREATMENT  OF  GASTROINTESTINAL  TRACT 

04523   04608   04634   04648   C4820   05049   05053   05069 

05070  05073   05074   05077   05078   05079   05081 
DRUG  TREATMENT  OF  LIVER 

04441   04886   04893   049C2   C4923   04928 
DRUG  TREATMENT  OF  PANCREAS 

04390*  04390* 
DRUG  TREATMENT  OF  ULCERS 

04359*  04729 
DRUG-INDUCED  LIVER  INJURIES 

04270*  04271*  04424*  C4928   04933 
DRUG-INDUCED  PANCREATITIS 

04390* 
DRUG-INDUCED  ULCERS 

04359*  04675* 
DUCTS, PANCREAS 

04385*  04836 
DUMPING  SYNDROME, GASTRECTOMY- INDUCED 

04543*  04673* 
DUODENUM 
SEE  ALSO   SMALL  INTESTINE 

04484*  04486*  04488*  04569   04684   04754   04859   04991 
OUQDtNUM  ANOMALIES 

0463B 
DUODENUM  CANCER 

04.'.91   04703 
DUODENUM  DIAGNOSIS 

04738 
DUODENUM  CISEASES 

04681   04687 


DUODENUM  DIVERTICULA 
04836  04695 


DUODENUM  FISTULAS 

04696   04993 
DUODENUM  HISTOLOGY 

04266* 
DUODENUM  MOTILITY 

04345 
DUODENUM  MUCOSA 
04486*  04724 
DUODENUM  RADIOLOGY 

04339*  04687   04691   04703 
DUODENUM  SECREXION 

04375 
DUODENUM  SURGERY 

04374   04649   04650   04676*  04681   04688   0^691   04695 
04704   04730   04739   04848   05012   05031* 
DUODENUM  TRAUMA 

04704 
DUODENUM  ULCERS 

04362*  04376   04384   04556*  04647   04650   04712*  04713* 
04714*  04715*  04716*  04719   04720   04721   04722   04727 
04729   04730   04731   04732   04734   04736   04737   04738 
04739   04852*  05063 
DUODENUM, FOREIGN  BODIES  IN 

05031* 
DYE  STUDY  TECHNIQUES 
SEE   MARKER  STUDIES 
DYSENTERY 
SEE  ALSO   AMEBIASIS 
SEE  ALSO   SHIGELLOSIS 
SEE  ALSO   TYPHOID  FEVER 
05038 
DYSENTERY  DIAGNOSIS 

04564 
DYSENTERY  IMMUNOLOGY 

04564 
DYSENTERY  IN  CHILDREN 

05021*  05067 
DYSENTERY  TREATMENT 

04523   05021* 
DYSPEPSIA 

04345   04730   05049   05082 
DYSPHAGIA 

04616 
DYSPHAGIA, ESOPHAGUS 

04336*  04599*  04618 

ELECTROLYTE  ABSORPTION 

04518 
ELECTROLYTE  METABOLISM 

04838   04971 
ELECTROLYTE  METABOLISM  IN  CIRRHOSIS 

04980 
ELECTROLYTE  METABOLISM  IN  GASTROINTESTINAL  TRACT 

04349* 
ELECTROLYTE  MET ABOL I SM, L IVER 

04466   04470 
ELECTROLYTES 

04493   04525 
ELECTROLYTES, SERUM 

04509*  04882 
ELECTROPHORESIS 

04440 
ELECTROPHYSIOLOGY 

04327   04343   04345   04346   04364*  04418*  05019   05051 
EMBRYOLOGY 

04441   04685   04775 
EMESIS 

SEE   VOMITING 
ENCEPHALOPATHY, HEPATIC 

04607 
ENDOSCOPY  IN  BLEEDING  DIAGNOSIS 

05025* 
ENDOSCOPY, ESOPHAGUS 

04542*  04590   04621 
ENDOSCOPY, LARGE  INTESTINE 

04306 
ENDOSCOPY, SMALL  INTESTINE 

05048 
ENDOSCOPY, STOMACH 

04542*  04544*  04590   05048 
ENTERITIS 
SEE  ALSO   ENTEROCOLITIS 
SEE  ALSO   GASTROENTERITIS 

04515   04558* 
ENTERITIS, REGIONAL 

04742*  04743*  04744   04745   04746   04747   04782   04809 

04828 
ENTEROCOLITIS 
SEE  ALSO   GASTROENTERITIS 

04295   04782   04792 
ENTEROCOLITIS  DIAGNOSIS 

04558*  05050 
ENTEROCOLITIS  PATHOLOGY 

05C50 


PANCREAS  SECRETION 
PHOSPHATASES 
STOMACH  SECRETION 


0^399 
04842 


04392 
04522 
04843 


ACHALASIA 

HERNIA 
HIATUS  HERNIA 


ENTEROCOLITIS  TREATMENT 

04  795 
HNTEROCOL I TIS, STAPHYLOCOCCAL 

05081 
ENTEROPATHY, PROTEIN-LOSING 

04512* 
ENZYME  TREATMENT  OF  GASTROINTESTINAL 

04838   04839 
ENZYMES 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
04742» 
ENZYMES, LIVER 

042fa8»  04271*  042PC»  04291   04304 
04413*  04417*  04420*  04423*  04424* 
04437   04440   04445   04447   04448 
04455   04457   044o2   04465   04467 
04949 
ENZYMES. LIVER  SERUM 
SEE  ALSO   ALKALINE  PHOSPHATASE 
SEE  ALSO   LIVER  DISEASE  DIAGNOSIS 
04440   04545*  04861*  04949   05017 
ENZYMES, PANCREAS 

04277*  04386*  04388*  04391 
04396   04397   04398 
04835   04838   04839 
ENZYMES, SMALL  INTESTINE 

04328   044R7*  04489*  C4492 

04689   05082 

ENZYMES, STOMACH 

04305       04348*    04353*    C4354*    05082 
6S0PHAGITIS 

04542*  04600*  04606 

ESOPHAGUS 

SEE  ALSO 

SEE  ALSO 

SEE  ALSO 

04282* 

ESOPHAGUS  ANGIOGRAPHY 

04618 
ESOPHAGUS  ANOMALIES 

04618 
ESOPHAGUS  ATRESIA 

05007 
ESOPHAGUS  CANCER 

04282*  04597*  04602*  04604 
04615   04620   04643   05088 
ESOPHAGUS  CIRCULATION 

04501*  04534 
ESOPHAGUS  DIAGNOSIS 

04596*  04606   04618 
05029*  05048 
ESOPHAGUS  DISEASES 

04606   05049 
ESOPHAGUS  DIVERTICULA 

04621 
tSOPHAGUS  DYSPHAGIA 

04336*  04599*  04618 
ESOPHAGUS  ENDOSCOPY 

04542*  04590   0^621 
ESOPHAGUS  FISTULAS 

04602*  05048 
tSOPHAGUS  HISTOLOGY 

04282* 
ESOPHAGUS  IN  CHILDREN 

04596* 
ESOPHAGUS  ■MORPHOLOGY 

04516   0  50  42 
ESOPHAGUS  MOTILITY 

04336* 
ESOPHAGUS  MUCOSA 

045C1*  04608 
ESOPHAGUS  NEOPLASMS 

04616 
ESOPHAGUS  NEOPLASMS, MALIGNANT 

04542*  04602*  04oll   C4614   04615 
ESOPHAGUS  OBSTRUCTION 

04596*  04610 
ESOPHAGUS  PATHOLOGY 

04282*  04606   04603 
ESOPHAGUS  PERFORATION 

05031* 
ESOPHAGUS  RADIOLOGY 

04601*  04617   04619 
ESOPHAGUS  REFLUX 

04606 
ESOPHAGUS  SPASMS 

04599* 
ESOPHAGUS  STRICTURE 

04542* 
ESOPHAGUS  SURGERY 

04598*  04599*  04602*  046C3   U4604 
04618   04621   04867*  C5029*  05031* 


TRACT 


04392 
04431* 
04449 
044  73 


04393 

04830* 

04851* 


04404*  04405* 
04435   04436 
04450   04454 
04477   04883 


04394  04395 
04831*  04832 
04857   05000 


04493   04538   04566   04678 


04605   04609   04610   04614 


04619   04620   04621   04634   04867* 


U4619   04620   05048 


04611 


C4620   04621   05042   05048 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
04477 


04610 
05088 


04611   04612 


ESOPHAGUS  TRAUMA 

04604   04608   04612   04613 
ESOPHAGUS  TREATMENT 

04590   04603   04608   05029* 
ESOPHAGUS  ULCERS 

04634 
ESOPHAGUS  ULTRASfRUCTURE 

04615 
ESOPHAGUS  VARICES 

04542*  04607   04867*  04964*  04965*  04967   05029*  05033* 
ESOPHAGUS, FOREIGN  BODIES  IN 

04617   05031* 
ESOPHAGUS, TOXIC  EFFECTS  ON 

04608 
EXCRETION, BILE 

04310*  04333   04425*  04426*  04432*  04447 
EXCRETION, LIVER  AMMONIA 

04321*  04430*  04536 
EXCRETION, TRACE  ELEMENT  AND  MINERAL 

04333 
EXPERIMENTAL  GASTRITIS 

04361* 
EXPERIMENTAL  PANCREATITIS 

04385*  04388*  04390* 
EXPERIMENTAL  STUDIES  OF  HEPATITIS 

04949 
EXPERIMENTAL  ULCERS 

04356*  04359*  04504* 
EXTRACTS, LIVER 

04520   04919 

FAflLIAL  DISEASES 

04720   04721   04769   04780   05024* 
FATS 

DIGESTION 
LIPID  ABSORPTION 
LIPIDS 

LIVER  LIPID  METABOLISM 
MALABSORPTION 
04761*  04905 
FATTY  ACID  ABSORPTION 

04311*  04327   04750*  04761*  04843 
FATTY  ACID  SYNTHESIS 

04454 
FATTY  ACIDS  _   ,,^ 

04308   04350   04365*  04402*  04404*  04407*  04414* 
FATTY  LIVER 

04280*  04502*  04562 
FECES 

04546*  04559   04563 
FIBROSIS, CYSTIC 

SEE   MUCOVISCIDOSIS 
FISTULAS, ANUS 

04779   04786 
FISTULAS, BILIARY  TRACT 
05002   05006   05020 
FISTULAS, CUODENUM 

04696   04993 
FISTULAS, ESOPHAGUS 

04602*  05048 
FISTULAS, GALL  BLADDER 

04993 
FISTULAS, LARGE  INTESTINE 

04744 
FISTULAS, RECTUM 

04777 
FISTULAS, SMALL  INTESTINE 

04597   04744 
FISTULAS, STOMACH 
04360*  04484* 
FOREIGN  BODIES  IN  DUODENUM 

05031* 
FOREIGN  BODIES  IN  ESOPHAGUS 

04617   05031* 
FOREIGN  BODIES  IN  STOMACH 
05031* 

GALACTOSE  ABSORPTION 

04317* 
GALLBLADDER 
SEE  ALSO   BILIARY  TRACT 
SEE  ALSO   CHOLECYSTITIS 
SEE  ALSO   CHOLELITHIASIS 

04270* 
GALLBLADDER  ANOMALIES 

04836   04991 
GALLBLADDER  CANCER 

04698   04994   05010 
GALLBLADDER  DIAGNOSIS 

04994 
GALLBLADDER  DISEASES 

04987   04995 
GALLBLADDER  FISTULAS 

04993 


3      04761*    04832      05024*    05037      05067 


GALLBLADDER    HISTOLOGY 

04?7b* 
GALLBLAOOfcR    MOTILITY 

GALLbLAOCER  MUCOSA 

0*276*  04995 
GALLBLADDER  NFOPL ASMS. MAL IGNANT 

04698 
GALLBLADDER  PATHOLOGY 

04994 
GALLBLAOCER  PERFORATION 

04698 
GALLBLADDER  SURGERY 

04283   04988   04989   C4994   04995   05U01   05006 
GALLBLADDER  TRAUMA 

05018 
GAS 

14316*  C4516   04517   C4525   04526 
GASTRECTOMY 
SEE  ALSO   MALABSORPTION 
SEE  ALSO   MALIGNANT  STOMACH  NEOPLASMS 

04492   04629*  04631*  04633   C4635   04651   04667   04709* 

04713*  04714*  C4731   04732   04849 
GASTRECTOMY  COMPLICATION  TREATMENT 

04859 
GASTRECTOMY  COMPLICATIONS 

04630*  04646   04647   04655   04709*  04711*  04733   04842 

04843 
GASTRECTOMY    TECHNIQUES 

04649   C4650 
GASTRECTQMY-INDUCEO  AFFERENT  LOOP  SYNDROME 

04655 
GASTRECTCMY-INDUCEC  DUMPING  SYNDROME 

04543*  04673* 
GASTRECTOMY- IN  cue  ED  MALABSORPTION 

04330 
SASTRECTOMY-INCUCED  METABOLIC  CHANGES 

04394   04645   04843 
GASTRECTOMY, CLINICAL  RESULTS  OF 

04667   C4711* 
GASTRIC  ANALYSIS  TECHNIUUES 
SEE  ALSO   HEIDENHAIN  POUCH  STUDIES 

04364*  04724 
5ASTRIN 

04294   04377   04378   C4522 
iASTRITIS 

04267*  04361*  04367   04542*  U4644   04672 

;astr itis  diagnosis 

04542*  04585   04623*  C5025* 
iASTRITIS  ETIOLOGY 

04361* 
;ASTR ITIS  PATHOLOGY 

04651 
iASTRITIS  TREATMENT 

04651 
iASTRITIS.  EXPERIMENTAL 

04361* 
iASTROENTERITIS 
SEE  ALSO   ENTERITIS 
SEE  ALSO   ENTEROCOLITIS 

04515 
iASTROENTERITIS  ETIOLOGY 

05087 
iASTROENTEROSTOMY 

04649   04650   04713* 
iASTROINTESTINAL  ABSORPTION 

04287   04316*  04329   04332   04517   04525 
iASTRCINTESTINAL  BIOCHEMISTRY 

04287   04316* 
iASTROINTESTlNAL  BIOPSY 

04287  04314* 
.ASTROINTESTINAL     BLEEDING 

04734   05050 

.ASTROINTESTINAL  CANCER 

04597* 

iASTROINTESTlNAL  CIRCULATION 

04517   04525  05080 

IASTROINTESTlNAL  CIRCULATION  STUDY  TECHNIQUES 

04521 

.ASTROINTESTINAL  COMPLICATIONS 

U4572   04696  04965*  05048 

IASTROINTESTlNAL  DIAGNOSIS 

04546*  04561  04571   C4626*  05048   05049   05051 

■  ASTROINTESTINAL  DISEASE  ETIOLOGY 

04760*  05073 

GASTROINTESTINAL  DISEASES 

05068   05072 

.ASTROINTESTINAL  DISEASES  IN  CHILDREN 

05037 

iASTROINTESTlNAL  EPIDEMIOLOGY 

05072 

.ASTROINTESTINAL  FUNCTION 

04288  04526  04561 


04747   05051 


GASTROINTESTINAL  IMMUNOLOGY 

04274*  04361* 
GASTROINTESTINAL  INJURIES 

05031* 
GASTROINTESTINAL  LYMPHOGRAPHY 

04586 
GASTROINTESTINAL  METABOLISM 

04287 
GASTROINTESTINAL  MICROORGANISMS 

04287   04514   04515   04760*  05037 
GASTROINTESTINAL  MOTILITY 

04337*  04626*  05051 
GASTROINTESTINAL  MUCOSA 

04267   04288   04517   04525 
GASTROINTESTINAL  NEOPLASMS 

05078 
GASTROINTESTINAL  NEOPL ASMS, MAL I GNANT 

05022*  05023*  05046   05061 
GASTROINTESTINAL  OBSTRUCTION 

04525   04547*  05065 
GASTROINTESTINAL  PATHOLOGY 

04539   04561   05068   05072   05073 
GASTROINTESTINAL  PERFORATION 

05031* 
GASTROINTESTINAL  RADIOLOGY 
SEE  ALSO   GASTROINTESTINAL  DIAGNOSIS 
04559   04565   04570   04571   04626* 
GASTROINTESTINAL  SECRETION 

04525 
GASTROINTESTINAL  SURGERY 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 

04338*  04747   04783   05027*  05033*  05071 
GASTROINTESTINAL  TRACT 
C4312*  04517   04526 
GASTROINTESTINAL  TRACT  ANOMALIES 

04638 
GASTROINTESTINAL  TRACT  IN  CHILDREN 

04539   04561 
GASTROINTESTINAL  TRACT  MORPHOLOGY 

04288 
GASTROINTESTINAL  TRACT, AGE  EFFECTS  ON 

04539   05026* 
GASTROINTESTINAL  TRACT, 01 SEASE S  ASSOCIATED  WITH 

04762* 
GASTROINTESTINAL  TRACT, DRUG  EFFECTS  ON 

04284   04344   04370   04491*  04648   04827 

05069   05087 

GASTROINTESTINAL  TRACT, DRUG  TREATMENT  OF 

04608   04634   04648   04820 

05073   05074   05077   05078 

GASTROINTESTINAL  TRACT, ELECTROLYTE  METABOLISM 

04349* 
GASTROINTESTINAL  TRACT, ENZYME  TREATMENT  OF 

04838   04839 
GASTROINTESTINAL  TRACT, HORMONAL  CONTROL  OF 

05052 
GASTROINTESTINAL  TRACT, NERVOUS  CONTROL  OF 

05073 
GASTROINTESTINAL  TRACT, TOXIC  EFFECTS  ON 

05045 
GASTROINTESTINAL  TRANSPLANTATION 

04604 
GASTROINTESTINAL  TREATMENT 
SEE  ALSO   GASTROINTESTINAL  SURGERY 
04634   05069   05070   05074   05081 
GASTROINTESTINAL  ULTRASTRUCTURE 

04287 
GASTROSCOPY 
SEE  ALSO   STOMACH  ENDOSCOPY 
04544* 
GENETIC  RELATIONSHIPS 
SEE  ALSO   FAMILIAL  DISEASES 
04412*  04720 
GENETIC  RELATIONSHIPS, BLOOD  GROUP 

04362*  04719 
GIARDIASIS 

04563   05041   05084 
GLUCAGON 

04394   04402* 
GLUCONEOGENESIS 

04436 
GLUCOSE 

04961* 
GLUCOSE  ABSORPTION 

04309*  04317*  04748*  05052 
GLUCOSE  METABOLISM 

04349*  04454 
GLYCOGEN  STORAGE  DISEASE 

04821   04883 
GLYCOGEN, LIVER 

04402*  04405*  04424*  04449 
GLYCOPROTEINS 
04348* 


0503B   05062   05067 


05066 


04523 
05070 


05049 
05079 


04839   05048 


05053 

05081 

N 


04454   04468   04883 


I 


0*774   04788 


04350   C4434*  04438   04441   04465   04890 


GRANULCMATOUS  COLITIS 
SEF   CROHNS  DISEASE  CF  COLON 

HAMAKTUMft 

04771 
HEIDENHAIN  POUCH  STUDIES 

04364*  04366*  04484* 
HFMATEMESIS 

1)4601*  04625*  05026* 
HEMOBILIA 
SEE  ALSO   BILIARY  TRACT 
04925 
HEMCCHROMATOSIS 

04562 
HEMOLYTIC  ANEMIA 

04959 
HEMnRKHAGE 

SEE   BLEEDING 
HEMORRHOIDS 

04340   04767 
HEMOSIDEROSIS 

04562 

HEPATECTUMY 

SEE  ALSO   LIVER  REGENERATION 

04293   04300 

04B99 

HEPATIC  COMA 

SEE   LIVER  COMA 
HEPATIC  ENCEPHALOPATHY 

04607 
HEPATIC  VEIN  THROMBOSIS 

SEE   BUOD-CHIARI  SYNDROME 
HEPAT  ITIS 
SEE  ALSO   JAUNDICE 
SEE  ALSO   LIVER 
SEE  ALSO   LIVER  CDMA 
04545*  04623*  04878* 
HEPATITIS  COMPLICATIONS 

04  865* 
HEPATITIS  COMPLICATIONS, VIRAL 

04910 
HEPATITIS  DIAGNOSIS 

04562   04572   04879*  C4924*  04933 
HEPATITIS  DIAGNOSIS, VIRAL 

04557*  C4945*  04948 
HEPATITIS  EPIDEMIOLOGY, VIRAL 

04945*  04947*  04';48   04954 
HEPATITIS  ETIOLOGY 

04273*  C43C3   04928 
HEPATITIS  IMMUNOLOGY 

04273* 
HEPATITIS  IMMUNOLOGY, VIRAL 

04273*  C4945*  04948   C4950 
HEPATITIS  IN  CHILDREN 

04933   04959 
HEPATITIS  IN  CHILDREN, VIRAL 

04557*  049C6   04950   r4953 
HEPATITIS  IN  PREGNANCY 

04956   04957 
HEPATITIS  PATHOLOGY 

05J44 
HEPATITIS  PATHOLOGY, VIRAL 

04272*  043C3   04953   C4958 
HEPATITIS  PROPHYLAXIS, VIRAL 

04945*  34948   04955 
HEPATITIS  TREATMENT 

t'4H79*  04923   04928   C<<944* 
HEPATITIS, ACUTE 
04929   04042 
HEPATITIS, ACUTE  VIRAL 

04562 
HEPAT ITIS.ANICTER IC 

04904   04953 
HEPATIT  IS,  BIOCHEMICAL  DIAGNOSIS  OF 

04944* 
HEPATITIS. CHRONIC 

04554*  04572   04879*  C49C4 
HcPAT  ITIS,CFR0NIC  VIRAL 

C4562   04951   04952 
HEPATITIS, DISEASES  ASSOCIATED  WITH  VIRAL 

04910   04950 
HEPAT ITIS, EXPERIMENTAL  STUDIES  OF 

04949 
HEPATITIS, SERUM 
04273*  04303 
HEPAT ITIS, TOXIC 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 
04496* 
HEPATITIS, VIRAL 

04272*  04275*  04946*  L4949   04956   04957 
HEPATOLENTICULAR  DEGENERATION 

04966*  04877*  04886 
HEPATOMA 

04431*  04478   04862*  C4976 


C49C6   04951   04952   04959 


HEPATOMEGALY 

04871*  04896 
HEPATOSPLENOMEGALY 

04583   04834 
HERNIA 
SEE  ALSO   DIAPHRAGM  HERNIA 
04547*  05075 
HERNIA  IN  CHILDREN 

05066 
HERNIA, DIAPHRAGM 

05066   ~ 
HERNIA, HIATUS 

04598*  04600*  04601*  04603   04740 
HIATUS  HERNIA 

04598*  04600*  04601*  04603   04740 
HIRSCHSPRUNGS  DISEASE 

04778   04790   04806 
HISTAMINE 

04344   04359*  04360*  04362*  043  84 
04495*  04550*  04556*  04737 
HORMONAL  CONTROL  OF  ABSORPTION 

04325 
HORMONAL  CONTROL  OF  GASTROINTESTINAL  TRACT 

05052 
HORMONAL  CONTROL  OF  LIVER 

04323*  04410*  04442   04443   04452   04460 
04883   04893   04903   04961* 
HORMONAL  CONTROL  OF  PANCREAS 

04394   04396   04522 
HORMONAL  CONTROL  OF  SMALL  INTESTINE 

04522 
HORMONAL  CONTROL  OF  STOMACH 

04326 
HORMONAL  CONTROL  OF  STOMACH  SECRETION 

04357*  04368   04374   04375   04376   04378 
HORMONES, PANCREAS 

04522 
HYPERTENSION  ET  lOLOGY, PORTAL 

04388*  04535   04607   04860*  04867* 
HYPERTENSION  IN  CHILDREN, PORTAL 

04914 
HYPERTENSION  TREATMENT, PORTAL 

04607   0^-860*  04867*  04965*  04970   04972 
HYPERTROPHY 

04271* 
HYPOCHLORHYDRIA 

04656 
HYPCTHERMIA 

SEE   COOLING  TREATMENT  OF  BLEEDING 
HYPOXIA 
04293 


ICTERUS 

SEE   JAUNDICE 
ILEITIS 

04746 
ILEOCECAL  VALVE 

04694 
ILEUM 
SEE  ALSO 
04335 
ILEUS 
SEE  ALSO 
SEE  ALSO 
04679 
ILEUS. MECONIUM 

04838 
IMMUNOGLOBUL  INS 

04278*  04279* 
IMMUNOLOGY 

04975 
IMMUNOSUPPRESSION 

04269*  04428*  04822 
INFARCTION 

SEE   CARDIOVASCULAR  SYSTEM 
INFECTIONS, ABDOMEN 
SEE  ALSO   PERITONITIS 
04690   05056   05076 
INFILTRATION, CELLULAR 

04272*  04418*  04425* 
INFLAMMAT ION 

04590   04819 
INSTRUMENTS 

04306 
INSULIN 

04369   04394 
INTOLERANCE, MILK 

04749* 
INTOLERANCE, SUGAR 

05024* 
INTRINSIC  FACTOR 

04358* 
INTRINSIC  FACTOR. STOMACH 
04324*  04352* 


05026* 
05026* 


044B4*  04486*  04491* 


Q4462   04498* 


1 


SMALL  INTESTINE 
04483*  04490*  04680 


04694   04706 


LARGE  INTESTINE  OBSTRUCTION 
SMALL  INTESTINE  OBSTRUCTION 
04682   04698   04993   05047 


04700   04981* 


04824 


04820   05085 


04404*  04748*  04961* 


INTUSSUSCEPTION 

0<,5i,7*  04705   04771   04796   05085 
ICN  TRflNSPURT 

04493   04518   04830* 
IRUN  AHSOkPTION 

04363* 
IRUN  ^ETABOLISV.L  IVER 

04  9  60* 
IRCN-OEFICIENCY  ANEMIA 

C4654   C4792   04835 
IRON, SERUM 

04861* 
ISCHF'IIA 

04506*  04530   05080 

JAUNUICE 

04878*  C4922   04941   G4958   G5001   05011 
JAUNDICE  DIAGNOSIS 

04322*  04573   04873*  049C8   C4933   05007 
JIUNDICE  ETIOLOGY 

049C0   C4913   04933 
JAUNDICE  IN  CHILDREN 

04953 
JAUNDICE  TREATMENT 

04902 
JAUNDICE, CLINICAL  STUDIES  OF 

04  744 

JAUNDICE, DISEASES  ASSOCIATED  WITH 

05016 
JAUNDICE, NEONATAL 

04887   04900   04924*  C4933   05007   05014 
JAUNDICE, OBSTRUCTIVE 

04311*  04322*  04425*  04750*  C4837   04873*  04374*  04982* 

05  008 

JAUNDICE, SERUM  BILE  PIGMENTS 

04425* 
JEJUNUM 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
04309* 


IN 


ABSORPTION 
REGIONAL     ENTERITIS 
SMALL     INTESTINE 
J4712*    04754       C4983 


K IDNEV 

04292   04971 
KININS 
SEE  ALSO   BRADYKININ 

04396   04737 
KWASHIORKOR 

05030*  05039 


I  ACTA 
04 
LACTO 
04 
LARGE 
SEE 
SEE 
SEE 
SEE 
SEE 
SEE 
SE£ 
SEE 
SEE 
04 
LARGE 
04 
LARGE 
04 
LARGE 
04 
LARGE 
04 
05 
LARGE 
04 
LARGE 
04 
LARGE 
04 
LARGE 
04 
04 
LARGE 
U4 
LARGE 
04 
LARGE 
04 
LARGE 
04 
LARGE 
04 


SE    DEFICIENCY 

822 

SE  ABSORPTION 

566   04749* 

INTESTINE 
ALSO   CECUM 

DIARRHEA 

DYSENTERY 

ENTEROCOL ITIS 

ILEOCECAL  VALVE 

ILEUS 

INTUSSUSCEPTION 

RECTUM 

SIGMOID 


ALSO 
ALSO 
ALSO 
ILSC 
ALSO 
ALSO 
ALSO 
ALSO 
708* 

INTESTINE  A3S0RPTI0N 
327   04332   04517   04529 

INTESTINE  ANOMALIES 
775   04776   04785   04811 

INTESTINE  BIOCHEMISTRY 
527 

INTESTINE  CANCER 
547*  04760*  04763*  04770   04773   04791   04799   04800 
088 

INTESTINE  CARCINOGENESIS 
760* 

INTESTINE  CIRCULATION 
540   04781 

INTESTINE  DEVELOPMENT 
775   C4813 

INTESTINE  DIAGNOSIS 
306   04342   04547*  04568   04682   04771   04776   04778 
785   C4793   05083 

INTESTINE  DISEASE  EPIDEMIOLOGY 
759* 

INTESTINE  DISEASES 
742*  04778   04784   04815   04817*  04818* 

INTESTINE  DIVERTICULA 
757*  04776   048C4   04810 

INTESTINE  DIVERTICULITIS 
804 

INTESTINE  ENDOSCOPY 
306 


05085 
INJURIES 


LARGE  INTESTINE  FISTULAS 

04744 
LARGE  INTESTINE  HISTOLOGY 

04290   04524   04758* 
LARGE  INTESTINE  IMMUNOLOGY 

04278*  04524 
LARGE  INTESTINE  IN  CHILDREN 

04769   05065 
LARGE  INTESTINE 

04758*  04787 
LARGE  INTESTINE  METABOLISM 

04350   04528 
LARGE  INTESTINE  MICROORGANISMS 

04295   04514   04527   04563   04761*  05067   05079 
LARGE  INTESTINE  MORPHOLOGY 

04306 
LARGE  INTESTINE  MOTILITY 

04342   04346   04529   04565   04762* 
LARGE  INTESTINE  MUCOSA 

04290   04524   04528   04529   04563   04814 
LARGE  INTESTINE  NEOPLASMS, BENIGN 

04694   04771   04780   04791 
LARGE  INTESTINE  NEOPLASMS,  MAL  IGNANT 

04547*  04759*  04760*  04791   04797 

05023* 
LARGE  INTESTINE  OBSTRUCTION 

04499*  04547*  04682   04778   04785 
LARGE  INTESTINE  PATHOLOGY 

04529   04771   04776   04781   04812 
LARGE  INTESTINE  PERFORATION 

04701   04772   04811   04815   05031* 
LARGE  INTESTINE  PERFUSION 

04316* 
LARGE  INTESTINE  POLYPS 

04759*  04769   04780 
LARGE  INTESTINE  RADIOLOGY 

04342   04547*  04568   04682   04780   04796   05084 
LARGE  INTESTINE  SECRETION 

04527   04529 
LARGE  INTESTINE  SURGERY 

04375   04490*  04610   04758*  04762* 

04781   04783   04787   04799 
05088 


04799   04800   04812 


05020 
04815 
05083 


05026*  05080 
04817* 


04805 


04769 
04810 


04773   04778 
04813   04815 


04355*  04559   04567   04832   04968 


04817*  05083 
LARGE  INTESTINE  TRANSPLANTATION 

04610 
LARGE  INTESTINE  TREATMENT 

04781   04819 
LARGE  INTESTINE  UL TRASTRUCTUR E 

04290 
LARGE  INTESTINE  VOLVULUS 

04547* 
LARGE  INTESTINE, NERVOUS  CONTROL  OF 

04819 
LARGE  INTESTINE, TOXIC  EFFECTS  ON 

04540   04797   04827 
LAXATIVES 

05069 
LEIOMYOMA 

04679 
LEIOMYOSARCOMA 

04614   04654   04662 
LIPASE  SECRETION, PANCREAS 

04328   04391   04392   04393   04394 

04944* 
LIPID  ABSORPTION 

04327  04328 
LIPID  DIGESTION 

04328  04761* 
LIPID  METABOLISM 

04399   04559   04832   04843 
LIPID  METABOLISM, L IVER 

04350   04402*  04404*  04420*  04434* 
04471   04472   04473   04477   04478 
LIPIDS 
SEE  ALSO   ABSORPTION 

04313*  04365*  04406*  04750*  04761* 
LIPOMA 

04694 
LIPOPROTEINS 

04873*  04982* 
LIVER 

AMEBIASIS 

BILE 

BILIARY  TRACT 

BLOOD  COAGULATION 

CHOLESTASIS 

CIRRHOSIS 

GLYCOGEN  STORAGE  DISEASE 

HEMOSIDEROSIS 

HEPATITIS 

PORPHYRIA 

SCHISTOSOMIASIS 

SULFOBROMOPHTHALEIN 

VITAMINS 


04399   04842   04851* 


04443 
04870* 


04452       04458 
J04905      04968 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE    ALSO 


I 


0^939      049'»3       05044 


04291 

04299 

04308 

04404* 

04405* 

04418* 

04437 

C4440 

04444 

04445 

04446 

04447 

04450 

04451 

04452 

04453 

04454 

04455 

04462 

04465 

04466 

04467 

04468 

04469 

04473 

C4474 

04475 

044  77 

04502* 

04821 

04562 

045  72 

04579 

04594 

04623* 

04881 

04913 

04934 

05048 

04411* 

04412* 

045C3* 

04549* 

04553* 

04555* 

04446       04477       04482 


045C5*    04862* 


04557*    04987 


LIVER 

CONTINUED 

04500* 
LFVER    ABSCESSES 

04555*    04863*    04927      C4930 
LIVER    AMINO    ACID    METABOLISM 

04S86 
LIVER    AMMONIA    EXCRETION 

04321*  04430*  04536 
LIVER    ANGIOGRAPHY 

04551*  04872*  04875* 
LIVER    BIOCHEMISTRY 

04265*    04271* 

04435      04436 

04448       04449 

P4457       04458 

04471       04472 

14879*    04893 
LIVER    BIOPSY 

04280*    04285 

04887      04908 
LIVER    CANCER 

04283       04304 

04577   04869* 
LIVER  CARBOHYCRATE  METABOLISM 

04402*  04421*  04443   C4445 
LIVER  CARCINOGENESIS 

04424*  04445   04496*  04503* 
LIVER  CHOLESTEROL  METABOLISM 

04406*  04416*  04442   C4510* 
LIVER  CIRCULATION 

04285  043C2  04318* 
04532  04533  04554* 
04897   04898   04938 

LIVER  COMA 

04318*  04429*  04607 
LIVER  COPPER  METABOLISM 

04275*  04286  04439 
L  I'^fR    CYSTS 

04569  04926  04931 
LIVER  OEVELOPMENT 

04286  C441H*  04437 
LIVER  DIAGNOSIS 

04302   043C4   C4440 

04562   04569   04570 

04594   04873*  04875* 

04922   04926   04932 
LIVER  DISEASE  DIAGNOSIS 
SEE  ALSO   LIVER  FUNCTION  TESTS 

04311*  04545*  04372*  04873*  04874*  04876*  04880*  04943 

04981* 
LIVER  DISEASE  EPIDEMIOLOGY 

04862*  U4876*  04881   04932   C4946* 
L IVER  DISEASE  ETIOLOGY 

04876*  C4903  04943 
LIVER  DISEASE  TREATMENT 

J4518   04878*  04881 

04943   04968 
LIVER  DISEASES 

04275*  0442  5* 

04580   04748* 

04885   04897 

04932   04934 


04887   04893 


C4460 
04580 


04461 
04860* 


04963*  04969 


04498* 

04885 

04972 


04385* 

C4562 

04962* 

04942 

C4866* 


04932   05068   05072 

04441   04451   04535   04900 


04519 
04895 


044  82 

045  72 
04881 
C4934 


04549*  04551* 
04574   04579 


U4885 
04966 


04894 
05068 


04554* 

04580 

04912 


04555* 

04582 

04918 


04883   04886   04890   04919   04939 


04<,62 
04834 
04903 
C4961* 


04554* 
04860* 
C4916 
04963* 


04444 
04821 
04898 
0495C 
LIVER  DISEASES. BIOCHEMICAL  DIAGNOSIS  OF 

04572 
LIVER  DISEASES, BLOOD  COAGULATION  IN 

04444 
LIVER  DISEASES, METABOLIC  CHANGES  IN 

04905 
LIVER  DRUG  METABOLISM 

04271*  04403*  044C9*  04424*  04426* 
LIVER  ELECTROLYTE  METABOLISM 

04466   04470 
LIVER  ENZYMES 

04268*  04271* 

04413*  04417* 

04437   04440 

04455   04457 

04949 
LIVER  EXTRACTS 

04520   04919 
LIVER  FUNCTION  TESTS 

04280*  04299 

04545*  C4572 

04906   04912 

04956   C4957 
LIVER  GLYCOGEN 

04402*  04405* 
LIVER  HISTOLOGY 

04268*  04270* 

04458   04466 

04894   04895 
LIVER  IMMUNOLOGY 

04281*  04445 

"4981* 


04555* 
04863* 
C4920 
05054 


04562 
04873* 
0492i> 
05068 


04569 
04882 
04930 
05072 


C4280* 
04420* 
04445 
04462 


C4291   043C4 
04423*  04424* 
04447   C4448 
04465   C4467 


04392 
04431* 
04449 
04473 


04404* 
04435 
04450 
04477 


04405* 
04436 
04454 
04883 


04302 

044C8* 

04425* 

04458 

04476 

044  82 

04595 

046C7 

04861* 

04367* 

04870* 

04893 

04913 

04918 

04919 

04936 

0493  3 

04940 

C5017 

Q5021* 

05052 

14^24*  04449   04454   C4468   04883 


04271* 

C4272* 

04285 

042  91 

04299 

04444 

04469 

04470 

04476 

04502* 

04821 

04879* 

04913 

04918 

04927 

04934 

04937 

04956 

04932 
05072 


04934 


04519   04520   04536   04942 


C4520   C4900   049C4   04929   04937   04950 


LIVER  IN  CHILDREN 

04286   04322*  04463 
04927   04950 
LIVER  INJURIES 

04423*  04433*  04434*  04870*  04925 
LIVER  INJURIES, ANESTHETICS  IN 

04494* 
LIVER  INJURIES, DIETARY  DEFICIENCIES  IN 

04502*  04502* 
LIVER  INJURIES, DRUG-INOUCED 

04270*  04271*  04424*  04928   04933 
LIVER  IRON  METABOLISM 

04960* 
LIVER  LIPID  METABOLISM 

04350   04402*  04404*  04420*  04434* 
04471   04472   04473   04477   04478 
LIVER  MANGANESE  METABOLISM 

04286 
LIVER  METABOLISM 

04265*  04268*  04299   04323*  04404* 
04410*  04413*  04414*  04419*  04426* 
04468   04469   04481   04834   04893 
LIVER  MICROORGANISMS 

04562 
LIVER  MORPHOLOGY 

04272*  04283   04423*  04438 
04969 
LIVER  NEOPLASMS 

04265*  04311*  04411*  04421*  04917 
LIVER  NEOPLASMS, BENIGN 

04881   04894 
LIVER  NEOPLASMS. MALIGNANT 

04304   044X3*  04869*  04871*  04872* 
LIVER  NUCLEIC  ACIO  METABOLISM 

04417*  04437   04450   04455   04474 
LIVER  PATHOLOGY 

04286  04412*  04425*  04429*  04444 
04594  04870*  04885  04895  04899 
04922  04926  04927 
04969  04972  05068 
LIVER  PERFUSION 

04321*  04402*  04460 
LIVER  PHYSIOLOGY 

04912 
LIVER  PROTEIN  METABOLISM 

04275*  04424*  04433*  04446 
LIVER  RADIOLOGY 
SEE  ALSO   LIVER  DIAGNOSIS 
04520   04551*  04555*  04570 
04966   05068 
LIVER  REGENERATION 

04293   04401*  04418*  04421*  04423* 
04441   04458   04465 
LIVER  RETICULOENDOTHELIAL  SYSTEM 

04271*  04300   04417* 
LIVER  SECRETION 
04459   04469 
LIVER  SERUM  ENZYMES 
SEE  ALSO   ALKALINE  PHOSPHATASE 
SEE  ALSO   LIVER  DISEASE  DIAGNOSIS 
04440   04545*  04861*  04949   05017 
LIVER  STEROID  METABOLISM 

04442 
LIVER  SURGERY 

04283   04300   04434*  04438 
04890   04891   04894   04895 
04926   04962*  04964*  04972 
LIVER  TRACE  ELEMENT  METABOLISM 

04286   04429*  04439   04868*  04886 
LIVER  TRANSPLANTATION 

04321*  04428*  04480 
LIVER  TRAUMA 

04794   04921   04925 
LIVER  TREATMENT 
04318*  04942 
LIVER  ULTRASTRUCTURE 
04272*  04281*  04285 
04453   04466   04470 
LIVER  UREA  METABOLISM 

04321* 
LIVER  ZINC  METABOLISM 

04429*  04868* 
LIVER, AGE  EFFECTS  ON 

04286   04427*  04437 
LIVER. ALCOHOL  EFFECTS  ON 

04308   04404*  04502*  04960*  04968 
LIVER, AMEBIASIS  EFFECTS  ON 

04896   04930   04943   05044 
LIVER, DISEASES  ASSOCIATED  WITH 

04920 
LIVER, DRUG  EFFECTS  ON 

04271*  04408*  04409*  04424*  04441 
04462   04464   04470   04481   04494* 
04393   04902   04941   04981* 


04900 
04937 


04925   04926 
04938   04962* 


I 


04443 
04870* 


04405* 

04436 

04901 


044S2   04458 
04905   04968 


04407*  04409* 
04454   04465 
04903 


04469   04532   04535   04899 


I 


04878* 

04949 

04496* 

04900 

04946* 


04909   04921 


04555*  04582 
04902  0490T 
04962*  04968 


04456   04458 


04574   04580 


04475  04953 
04875*  04926 
04433*  04438 


04465 
04899 
04983* 


04864*  04911 


04533 
04907 


04864*  04870* 
04909   04921 


05018 


04291 
04472 


04480 


04292 
04887 


04293   04308   04451 


04448 
04497* 


04457      04460 
04519      04537 


LIVERfDRUG  TREATMENT  OF 

0<.^41   0-^886   O'iaSB   C49C2   0^923   04928 
L IVER. FATTY 

04280*  04502*  04662 
L IVFR, HORMONAL  CONTROL  OF 

04323*  C4410*  04442   04443   04452   04460   04462   04498* 

04883   04893   04903   04961* 
L IVER. TOXIC  EFFECTS  ON 

04270*  04271*  04291   C4318*  044C1*  04410*  04433*  04453 

04454   C4455   04496*  04913   04929   04933   04935   04940 
LIVER. VITAMIN  B12  IN 

04469 
LYMPH 

04288  043C9*  04313*  04385*  C4518   04633   04641   04964* 
LYMPHANGIOMA 

04771 
LYMPHOGRAPHY, GASTROINTESTINAL 

04585 
LYMPHOMA 

05022*  05U61 

MAiiNESIUM 

04453 
MAGNESIUM  ABSORPTION 

04265* 
MALABSORPTION 
SEE  ALSO   SMALL  INTESTINE 

05058   05059   05060 
MALABSORPTION  DIAGNOSIS 

04314*  04543*  04566   04567   04591   04749*  04756   04830* 
MALABSORPTION  DIAGNOSIS. D  XYLOSE  IN 

05024* 
MALABSORPTION  EPIDEMIOLOGY 

04749* 
MALABSORPTION  IN  CHILDREN 

04750*    04756 
MALABSORPTION    PATHOPHYSIOLOGY 

04751* 
MALABSORPTION  TREATMENT 

04355*  04750*  04752* 
MALASSORPTION, BLIND  LOOP-INDUCED  SECONDARY 

04751* 
MALABSORPTION. DISEASES  ASSOCIATED  WITH 

04567   05036 
MALASSORPTION. GASTRECTOMY- INDUCED 

04330 
MALABSORPTION. PARASITIC  01 SEASE- INDUCED  SECONDARY 

05058   05059   05060   05084 
MALABSORPTION. PR  I  MARY 

04838   05C36 
MALIGNANT  BILIARY  TRACT  NEOPLASMS 

050C3   O5O04   05010 
MALIGNANT  ESOPHAGUS  NEOPLASMS 

04542*  04602*  04611   04614   04615   04619   04620   05048 
MALIGNANT  GALLBLADDER  NEOPLASMS 

04698 
MALIGNANT  GASTROINTESTINAL  NEOPLASMS 

05022*  05023*  05046   05061 
MALIGNANT  LARGE  INTESTINE  NEOPLASMS 

04547*  04759*  04760*  04791   04797   04799   04800   04812 

05023* 
MALIGNANT  LIVER  NEOPLASMS 

04304   04413*  04869*  04871*  04872*  04878*  04909   04921 
MALIGNANT  PANCREAS  NEOPLASMS 

04298   04553*  04844   04848   04850 
MALIGNANT  RECTUM  NEOPLASMS 

04777   04791   04801   C4802   048C3   05088 
MALIGNANT  SALIVARY  GLAND  NEOPLASMS 

04297   05032* 
MALIGNANT  SMALL  INTESTINE  NEOPLASMS 

04289  04691   04703   05023* 
MALIGNANT  STOMACH  NEOPLASMS 

04274*  04305   U4544*  04584   04627*  04635   04652   04654 

04657   04659   04660   04661   04662   04663   04664   04665 

04668   04669   0467C   05023*  05088 
MALLORY-WEISS  SYNDROME 

04542* 
MALNUTRITION 

04525   05039 
MANGANESE  MET ABOL ISM ,L IVER 

04286 
MARKER  STUDIES 

04285   04340   04435   04618   04761*  04997   05012 
MECKELS  DIVERTICULUM 

04677 
MECONIUM  ILEUS 

04838 
MEDICATIONS  IN  TREATMENT  OF  ULCERATIVE  COLITIS 

04828 
MEGACOLON 

04706   04778   04790   04806 
MELENA 

04625*  04679 


MESENTERY  CIRCULATION 

04506*  04521   04697 
MESENTERY  DIAGNOSIS 

04697 
MESENTERY  DISEASES 

04506*  04547*  05085 
METABOLIC  CHANGES  IN  LIVER  DISEASES 

04905 
METABOLIC  CHANGES. GASTRECTOMY- INDUCED 

04394   04645   04843 
METABOLIC  EFFECTS  OF  MICROORGANISMS 

04526   04761* 
METABOLISM  IN  -C IRRHOS IS. ELECTROLYTE 

04980 
METABOLISM  IN  GASTROINTESTINAL  TRACT, ELECTROLYTE 

04349* 
METABOLIS^'. AMINO  ACID 

04325   04347*  04349*  04367   04453   04485* 
METABOLISM. BILE 

04459   04461   04472   05014 
METABOLISM, COPPER 

04877* 
METABOLISM. ELECTROLYTE 

04838   04971 
MET ABOL ISM, GLUCOSE 

04349*  04454 
METABOLISM. LIPID 

04399   04559   04832 
MET ABOL ISM. MOLYBDENUM 

04877* 
METABOLISM. PHOSPHOLIPID 

04276*  04308 
METABOLISM, PROTEIN 

04313*  04842 
METASTATIC  CANCER 

04549*  04553*  04562 
MICROORGANISMS 
SEE   AMEBIASIS 
SEE   SHIGELLOSIS 
MICROORGANISMS  IN  ULCERATIVE  COLITIS 

04823 
MICROORGANISMS, GASTROINTESTINAL 

04287   04514   04515   04760*  05037 
MICROORGANISMS, LARGE  INTESTINE 

04295   04514   04527   04563   04761*  05067 
MICROORGANISMS, LIVER 

04562 
MICROORGANISMS, METABOLIC  EFFECTS  OF 

04526   04761* 
MICROORGANISMS, SMALL  INTESTINE 

04295   04307   04514   04686   04700   05067 
MILK  INTOLERANCE 

04749* 
MINERAL  ABSORPTION 

SEE   TRACE  ELEMENT  AND  MINERAL  ABSORPTION 
MINERAL  ABSORPTION, TRACE  ELEMENT  AND 

04319*  04333   04868* 
MINERAL  EXCRETION,  TRACE  ELEMENT  AND 

04333 
MITCSIS 

04293   04427* 
MOLYBDENUM  METABOLISM 

04877* 
MOTILITY 

SEE   SMQCTH  MUSCLE 
MOTILITY  MEASUREMENT  TECHNIQUES 

04565 
MOTILITY  PRESSURE  STUDIES 
SEE  ALSO   ANUS  MOTILITY 

ESOPHAGUS  MOTILITY 
GALLBLADDER  MOTILITY 
GASTROINTESTINAL  MOTILITY 
LARGE  INTESTINE  MOTILITY 
SMALL  INTESTINE  MOTILITY 
STOMACH  MOTILITY 


04843 


04574   04635   04661   04759*  04921 


05038   05062   05067 


05079 


05079 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
04565 
MOTILITY, ANUS 

04340 
MOTILITY, CRUG  EFFECTS  ON 

04324*  04464   04648   05074 
MOTILITY, DUODENUM 

04345 
MOTILITY, ESOPHAGUS 

04336* 
MOT  I L 1 T Y , GALL  BLADDER 

04464 
MOTILITY, GASTROINTESTINAL 

04337*  04626*  05051 
MOTILITY, LARGE  INTESTINE 

04342   04346   04529   04565   04762* 
MOTILITY, SMALL  INTESTINE 

04342   04343   04345   04507*  04513 
05074 


04558*  04565   05051 


0^1513   0A631*  04648   05051 


04525   04747   05051 


C4529   04563   04814 


04305 
04373 

05055 


043C7 
04528 


04324* 
C4382 


04313*  04331   04335   04483* 
04581   04675*  04724   05051 


04348* 
04501* 


04351   04364*  04365* 
04504*  04544*  04581 


04838   04841 


05007   05014 


MOTILITY, STOMACH 

04341   04344 
MUCOSA, DUODENUM 

04486*  04724 
MUCOSA, ESOPHAGUS 

04501*  04608 
MUCOSA, GALLBLADDER 

04276*  04995 
MUCOSA, GASTROINTESTINAL 

04287   04288   04517 
MUCOSA, LARGE  INTESTINE 

04290   04524   04528 
MUCOSA, ORAL 

04  865* 
MUCOSA, RECTUM 

04786 
MUCOSA, SMALL  INTESTINE 

04266*  04284   04296 

04485*  04490*  04493 

05052 
MUCOSA, STOMACH 

04274*  04279* 

04368   04370 

04646   05051 
MUCOSAL  INJUR lES, STOMACH 

04382 
MUCOVISCIDOSIS 

04682   04830*  04831*  04832 
MUCUS  SECRETION, STOMACH 

04382 
MUSCLE  PHYSIOLOGY, SMOOTH 

04343 
MUSCLE, SMOOTH 

04336* 


NEONATAL  JAUNDICE 

04887   C4900   04924*  U4933 
NEOPLASMS, ABDOMEN 

04586 
NEOPLASMS, BENIGN  LARGE  INTESTINE 

04694   04771   04780   04791 
NEOPLASMS, BENIGN  LIVER 

04881   04894 
NEOPLASMS,  BENIGN  RECTUM 

04791 
NEOPLASMS, BENIGN  SMALL  INTESTINE 

04679   04694 
NEOPLASMS, ESOPHAGUS 

04616 
NEOPLASMS, GASTROINTESTINAL 

05078 
NEOPLASMS, LIVER 

04765*  04311*  04411*  C4421*  C49I7 
NEOPLASMS, MAL IGNANT  BILIARY  TRACT 

05003   05C04   C501C 
NEOPLASMS, MALIGNANT  ESOPHAGUS 

04542*  04602*  04611   04614   04615 
NEOPLASMS, MAL IGNANT  GALLBLADDER 

04698 
NEOPLASMS, MAL IGNANT  GASTROINTESTINAL 

05022*  C5023*  05046   05061 
NEOPLASMS, MAL IGNANT  LARGE  INTESTINE 

04547*  04759*  04760*  04791   04797 

05023* 
NEOPLASMS, MAL IGNANT  LIVER 

04304   04413*  04869*  04871*  04872*  04878*  04909 
NEOPLASMS, MALIGNANT  PANCREAS 

04298   04553*  04844   04848 
NEOPLASMS, MALIGNANT  RECTUM 

04777   04791   04801   C4802 
NEOPLASMS, MALIGNANT  SALIVARY  GLANO 

04297   05032* 
NEOPLASMS, MALIGNANT  SMALL  INTESTINE 

04289   04691   04703   C502J* 
NEOPLASMS, MAL IGNANT  STOMACH 

04274*  04305   04544*  04584 
04661 


04619   04620   05048 


04799   04800   04812 


04850 


04803   05088 


04627*  04635   04652 
04662   04663   04664 


05023*  05038 


05C63 


04657  C4659   04660 
04668   04669   0467C 

NEOPLASMS, PANCREAS 

04587   04840   04849 
NECPLASMS, RECTUM 

05088 
NEOPLASMS, SALIVARY  GLANO 

05032* 
NEOPLASMS, SMALL  INTESTINE 

04681   04688 
NEOPLASMS, STOMACH 

04658  04666   05078 

NERVOUS  CONTROL  OF  GASTROINTESTINAL  TRACT 

05073 
NERVOUS  CONTROL  OF  LARGE  INTESTINE 

04819 
NERVOUS  CONTROL  OF  PANCREAS 

04  396 


04654 
04665 


04698 
05016 


04679 
05080 


NERVOUS  CONTROL  OF  SMALL  INTESTINE 

04343   04513 
NERVOUS  CCNTROL  OF  STOMACH 

04648 
NERVOUS  CCNTROL  OF  STOMACH  SECRETION 

04357*  04364*  04513 
NERVOUS  SYSTEM, AUTONOMIC 

04789 
NERVOUS  SYSTEM, CENTRAL 

04819      05073 
NUCLEIC    ACID   METABOL 1SM,L IVER 

04417*  04437   04450   04455   04474   04949 
NUTRITION   ' 
SEE  ALSC   ABSORPTION 
SEE  ALSO   KWASHIORKOR 
SEE  ALSC   MALABSORPTION 
SEE  ALSO   VITAMINS 
04868*  04893 

OBSTRUCTION, BILIARY  TRACT 

04422*  04425*  04545*  04569 

0498  1*  04992   04997   05008 
OBSTRUCT  I CN, ESOPHAGUS 

04596*  04610 
OBSTRUCT  ION, GASTROINTESTINAL 

04525   04547*  05065 
OBSTRUCTICN, LARGE  INTESTINE 

04499*   04547*   04682      04778 
OBSTRUCTION, PYLORIC 

04636   04640 
OBSTRUCTION, SMALL  INTESTINE 

04499*  04500*  04509*  04676*  04677 

04687   04690   04692   04743*  05047 
OBSTRUCTIVE  JAUNDICE 

04311*  04322*  04425*  04750*  04837 

05008 
ODDI, SPHINCTER  OF 
SEE  ALSO   BILIARY  TRACT 

04589   04833   04888   04984*  05013 
ORAL  MUCOSA 

04865* 
OXYGEN 

04897 


PAIN, ABDOMEN 

04623*  04771   04776   04958   05009 
PANCREAS  AMYLASE  SECRETION 

04385*  04389*  04391   04393   04394 
PANCREAS  ANOMALIES 

04391   04830* 
PANCREAS  BICARBONATE  SECRETION 

04387* 
PANCREAS  BIOCHEMISTRY 

04386*  04395   04397   04398 

05000 
PANCREAS  BIOPSY 

04553* 
PANCREAS  CALCIUM  SECRETION 

04835 
PANCREAS  CALCULI 

04835 
PANCREAS  CANCER 

04298   04850 
PANCREAS  CHYMOTRYPSIN  SECRETION 

04386*  04391   04393   04394   04397 
PANCREAS  CIRCULATION 

04388*  04396 
PANCREAS  CYSTS 

04829*  04833   04845   04847   04858 
PANCREAS  DIAGNOSIS 

04400   04522   04553*  04587   04592 

05048 
PANCREAS  CISEASE  ETIOLOGY 

04839 
PANCREAS  CISEASE  TREATMENT 

04838   04839 
PANCREAS  CISEASES 

04400   04830*  04832 
PANCREAS  CUCTS 

04385*  04836 
PANCREAS  ENZYMES 

04277*  04386*  04388*  04391 

04396   04397   04398   04399 
04838   04839 


04878*  04892   04931 


04785   05020   05026*  05080 


04682   04685 


04873*    04874*    04982* 


04842      04944* 


04399   04831*  04842   04944* 


i 


05068 

04831*  04638   04844 


04833   04834   04841   05052 


04842 


04835 
PANCREAS  HISTOLOGY 

04840 
PANCREAS  HORMONES 

04522 
PANCREAS  IN  CHILDREN 

04831*  04835   04841   04845 
PANCREAS  LIPASE  SECRETION 

04328   04391   04392   04393 

04944* 


04392  04393  04394  04395 
04522  04830*  04831*  04832 
04843   04851*  04857   05000 


04847      05000 

04394      04399      04842      04851* 


PANCR 

O't 
PSNCR 

04 
HANCR 

04 
P4NCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

0  4 
PANCR 

04 

04 
PANCR 

04 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
PANCR 

04 
iPANCR 
'•  04 
PANCR 

04 
PANCR 

04 
PANCR 

04 

04 
PARAC 
SEE 

04 

PARAS 

SEE 

SEE 

PARAS 

04 
PARAS 

05 
PARAS 

04 
PARAS 

04 

05 
PARAS 

05 
PARAS 

04 

05 
PARAS 

05 


04857   C4858 


EAS  METABOLISM 

315 

EAS  MORPHOLOGY 

298   04301 

EAS    NEOPLASMS 

587   C4840   04849   05063 

EAS  NEOPLASMS. MAL  IGNANT 

298   04553»  04844   04848   04850 

EAS  PATHOLOGY 

277*  04830*  04831* 

EAS  PROTEASE  SECRETION 

386* 

EAS  PROTEIN  SECRETION 

387* 

EAS  RADIOLOGY 

553*  04592   04858 

EAS  SECRETION 

277*  04387*  04394   04396 

834   04839   04842   04843 

EAS  SURGERY 

269*  04301   04389*  C4829*  04833 

848   04858 

EAS  TRANSPLANTATION 

269* 

EAS  TRAUMA 

845   C4846 

EAS  TRYPSIN  INHIBITION 

386*  04397 

EAS  TRYPSIN  SECRETION 

391   04397   04842   C4944* 

EAS, DRUG  TREATMENT  OF 

390*  04390* 

EAS. HORMONAL  CONTROL  OF 

394   04396   04522 

EAS. NERVOUS  CONTROL  OF 

396 

EATECTOMY 

688 

EATITIS 

390*  04573   04846   04916 

EATITIS  COMPLICATIONS 

855 

EATITIS  DIAGNOSIS 

587   04852*  04856 

EATITIS  ETIOLOGY 

388*  04856   04857 

EATITIS  IN  CHILDREN 

837 

EATITIS  PATHOLOGY 

388*  04856 

EATITIS  SURGERY 

856 

FATITIS  TREATMENT 

390*  04852*  04859 

EATITIS. ACUTE 

388*  04390*  04845   C4853* 

EATITIS, CHRONIC 

587   04851*  04854*  04855 

EATITIS, CIRCULATION  IN 

338* 

EATITIS, DISEASES  ASSOCIATED  WITH 

855 

EATITIS, DRUG-INDUCED 

390* 

EATITIS, EXPER  IMENTAL 

385*  04388*  04390* 

EATITIS, SURGICAL  TREATMENT  OF 

854* 

EOZYMIN 

385*  04387*  04393   C4394   04396 

880* 

ENTESIS, ABDOMEN 

ALSO   ABDOMEN  DIAGNOSIS 

882 

ITES    AND    PARASITIC    DISEASES 

AMEBIASIS 

SCHISTOSOMIASIS 
ITIC  DISEASE  DIAGNOSIS 
548*  04563   05043   05054 
ITIC  DISEASE  EPIDEMIOLOGY 
043   05054 

ITIC  DISEASE  PATHOLOGY 
926   04927   05041   C5043   05059 
ITIC  DISEASE  TREATMENT 
523   04889   04983*  05028*  05054 
081 
ITIC 
058 


04400   04522   04830*  04831* 
04880*  04916   05000 


04840   04845   04847 


04856   04857 


04400   04486*  04851* 


U5058   05084 


05060   05077   05079 


CISEASE-INCUCED  SECONDARY  MALABSORPTION 

05059   05060   05084 
ITIC  DISEASES 

512*  04569   04897   04898   04931   04932   04989   05035 
055   05058   05059   05060   05068   05072 
ITIC  DISEASES  IN  CHILDREN 
084 


PARASITIC  DISEASES, DISEASES  ASSOCIATED  WITH 

04927   05004 
PARASITIC  DISEASES, PARASITES  AND 
SEE   AMEBIASIS 
SEE   SCHISTOSOMIASIS 
PARATYPHOID  FEVER 

05053 
PATHOPHYS lOLOGY, MALABSORPTION 

04751* 
PAVLCV  POUCH  STUDIES 

04364*  04383 
PENTAGASTRIN 

04550* 
PEPSIN 

04352* 
PEPSIN  SECRETION. STOMACH 

04354*  04360*  04368   04372   04484*  04724 
PEPTIC  ULCER  COMPLICATIONS 

04710*  C4714*  04717   04722   04725   04726   04735   0*736 
PEPTIC  ULCER  DIAGNOSIS 

04544*  04556*  05029* 
PEPTIC  ULCER  DIAGNOSIS, RADIOLOGY  IN 

04571 
PEPTIC  ULCER  EPIDEMIOLOGY 

04362*  04710* 
PEPTIC  ULCER  ETIOLOGY 

04716*  04720   04721   04724 
PEPTIC  ULCER  PATHOLOGY 

04720 
PEPTIC  ULCER  PERFORATION 

04710*  04735   04741 
PEPTIC  ULCER  SECRETION 

04354* 
PEPTIC  ULCER  SURGERY 

04631*  04646   04650   04709*  04713*  04714*  04718   04723 

04725   04726   05029* 
PEPTIC  ULCER  TREATMENT 

04646   04711*  04718   04723   05029* 
PEPTIC  ULCERS 

04353*  04543*  04644   04709*  04719   04727   05073 
PEPTIC  ULCERS  IN  CHILDREN 

U4556*  04741 
PEPTIC  ULCERS. BLEEDING 

04714*  04725   04726   05029*  05033* 
PEPTIC  ULCERS, DISEASES  ASSOCIATED  WITH 

04726 
PERISTALSIS 

04338*  04342   04540   04631*  04648   05074 
PERITONEUM 

04518   04698 
PERITONEUM  DIAGNOSIS 

04683 
PERITONEUM  RADIOLOGY 

SEE   PERITONEUM  DIAGNOSIS 
PERITONITIS 

04671   04683   04690   04811   05018   05027*  05056   05074 
PERITONITIS  IN  CHILDREN 

05076 
PHOSPHATASE, ACID 

04417*  04423*  04918 
PHOSPHATASE, ALKALINE 

04440   04545*  04861*  04905 
PHOSPHATASES 

04440 
PHCSPHOLIPIO  METABOLISM 

04276*  04308 
PHOSPHOLIPIDS 

04292 
PINEAL  GLAND 

04442 
PLASMA  PROTEINS 

04456   04475   04512*  04572   04953   05039 
POLYPOSIS 

04658 
P0LYP0SIS,RECTOC0LONIC 

04769   04780 
POLYPS, LARGE  INTESTINE 

04759*  04769   04780 
POLYPS, RECTUM 

04706   04759* 
PORPHYRIA 

04462   04884   04901 
PORTACAVAL  SHUNT 

04378   04388*  04504*  04970   04972   05029* 
PORTAL  CIRCULATION 

04388*  04460   04497*  04501*  04518   04532   04533   04535 

04570   04889   04962*  04967 
PORTAL  HYPERTENSION 

04501*  04898   04915   04962*  04964*  04973   04974 
PORTAL  HYPERTENSION  ETIOLOGY 

04388*  04535   04607   04860*  04667* 
PORTAL  HYPERTENSION  IN  CHILDREN 

04914 


C'.7'!|6   0488'*   C^<308   05011 


PORTAL  HYPERTENSION  TREATMENT 

C'4607   C48f)0*  04867*  04965*  U'>97U   04972 
PORTAL  HYPERTENSION. DISEASES  ASSOCIATED  WITH 

05025* 
POTASSIUM  ABSORPTION 

04309*  04418* 
POUCH  STUDIES. HEIDENHAIN 

04364*  04366*  04484* 
POUCH  STUOieS. PAVLOV 

04364*  04383 
PREGNANCY 

04325   04458   04744 
PREGNANCY. HEPATITIS  IN 

04956   C4957 
PRESSURE  STUOIES. MOTILITY 
SEE  ALSO   ANUS  MOTILITY 
SEE  ALSO   ESOPHAGUS  MOTILITY 
SEP  ALSO   GALLBLADDER  MOTILITY 
SEE  ALSO   GASTROINTESTINAL  MOTILITY 
SEE  ALSO   LARGE  INTESTINE  MOTILITY 
SEE  ALSO   SMALL  INTESTINE  MOTILITY 
SEE  ALSO   STOMACH  MOTILITY 

04565 
PRIMARY  MALABSORPTION 

04838   05036 
PROLAPSE 

04768   04816   04838 
PROTEASE  SECRETION. PANCREAS 

04386* 
PROTEIN  ABSORPTION 

04320* 
PROTEIN  DIGESTION 

04372   04563 
PROTEIN  METABOLISM 

04313*  04842 
PROTEIN  METABOL ISM. LIVER 

04275*  04424*  04433*  04446 
PROTEIN  SECRETION, PANCREAS 

04387* 
PROTEIN  SYNTHESIS 

04313*  04451   04456   04475 
PROTEIN-LOSING  ENTEROPATHY 

04512* 
PROTEINS 

04411*  04861*  04982* 
PROTEINS, PLASMA 

04456   04475   04512*  04572 
PSYCHOLOGICAL  FACTORS 

05073 
PSYCHOLOGICAL  STUDIES 
SEE   PEPTIC  ULCERS 
SEE   ULCERATIVE  COLITIS 
PYLORIC  ANTRUM 

04339*  04648 
PYLORIC  OBSTRUCTION 

04636   04640 
PYLOROPLASTY 

04636   04640   04713*  04714*  C4732 


04456   04458   04475   04953 


C4953 


C4953   05039 


04739 


RADIATION, TOXIC  EFFECTS  OF 
SEE  ALSO   TOXIC  EFFECTS  ON  BILIARY  TRACT 
SEE  ALSO   TOXIC  EFFECTS  ON  ESOPHAGUS 
SEE  ALSO   TOXIC  EFFECTS  ON  GASTROINTESTINAL 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 
TOXIC  EFFECTS  ON  LIVER 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 
04480   04777   04787   04797 
PE  STUDY  TECHNIQUES 
TRACER  STUDIES 

IN  BLEEDING  DIAGNOSIS 

IN  CANCER  DIAGNOSIS 

IN  CIRRHOSIS  DIAGNOSIS 

IN  PEPTIC  ULCER  DIAGNOSIS 

ABDOMEN 

ABDOMEN  DIAGNOSIS 
C4588 
ANUS 

BILIARY  TRACT 

BILIARY  DISEASE  DIAGNOSIS 
04570   04573   04589   04698 


SEE  ALSO 

SEE  ALSC 

SEE  ALSO 

SEE  ALSO 

04287 

RADIOISOTO 

SEE  ALSO 

04546* 

RADIOLOGY 

05025* 

RADIOL CGY 

04555* 

RADIOLOGY 

04966 
RADIOLOGY 

04571 

RADIOLOGY, 

SEE  ALSO 

04586 

RADIOLOGY, 

04340 

RADIOLOGY, 

SEE  ALSO 

04  569 

RADIOLOGY, 

04339* 
RADIOLOGY, 

046C1* 
RADIOLOGY, 
SEE  ALSO 
04559 


05012   05015 


DUODENUM 
U4687   C4691 
ESOPHAGUS 
04617   04618 


04620   04621   05042   05048 


RADIOLOGY 

04342 
RADIOLOGY 
SEE  ALSO 

04520 

04966 
RADIOLOGY 

04553* 

RADIOLOGY 

SEE   PER 

RADIOLOGY 

04560 
RADIOLOGY 

04342 
RADIOLOGY 

04571 
RAOIOTELE 

04371 
RADIOTHER 

04605 
RECTOCOLO 

04769 
RECTUM 
SEE  ALSO 
SEE  ALSO 

04708* 
RECTUM  AN 

04768 
RECTUM  CA 

04706 

05088 
RECTUM  DI 

04764* 
RECTUM  01 

04706 
RECTUM  FI 

04777 
RECTUM  MO 

04340 
RECTUM  MU 

04786 
RECTUM  NE 

05088 
RECTUM  NE 

04791 
RECTUM  NE 

04777 
RECTUM  PA 

04777 
RECTUM  PO 

04706 
RECTUM  SU 

04706 

04803 
RECTUM  TR 

04764* 
REFLUX, ES 

04606 
REGENERAT 

04293 

04441 
REGIONAL 

04742* 

04828 
RETICULOe 

04271* 


04780   04796   05084 
04574   04580   04875» 


04926 


04692   04703 
04728   05042 


04738 
05048 


.LARGE  INTESTINE 

04547*  04568   04682 
.LIVER 

LIVER  DIAGNOSIS 

04551*  04555*  04570 

05068 
.PANCREAS 

04592   04858 
, PERITONEUM 
ITONEUM  DIAGNOSIS 
, SALIVARY  GLAND 


, SHALL  INTESTINE 

04558*  04682   04684   04687 
.STOMACH 

04593   04631*  04648   04651 
METRY 

04565 
APY  IN  CANCER  TREATMENT 

04777 
NIC  POLYPOSIS 

04780 

HEMORRHOIDS 
ULCERATIVE  COLITIS 
04798   04814 
CMALIES 

04806 
NCER 
04759*  04764*  04777   04791 

AGNOSIS 

04777   04786 
SEASES 

04786 
STULAS 

RPHOLOGY 

COSA 


CPLASMS. BENIGN 

CPLASMS. MALIGNANT 

04791   04801   04802   04803   05088 
THOLOGY 

04786   04801 
LYPS 

04759* 
RGERY 

04764*  04774   04786   04788   04789   04801   04802 

04816   05088 
EATMENT 

04777 
CPHAGUS 


04801   04802   04803 


ION, LIVER 

04401*  04418*  04421*  04423* 

04458   04465 
ENTERITIS 

04743*  04744   04745   04746 

NOOTHELIAL  SYSTEM, LIVER 
04300   04417* 


04427*  04433*  04438 
04>47   04782"  04809" 


GASTROINTESTINAL 

GASTROINTESTINAL    DIAGNOSIS 
04565       0457C      04571      04626* 


SALIVA 

04348*  04370 
SALIVARY  GLAND  DIAGNOSIS 

04560 
SALIVARY  GLAND  HISTOLOGY 

04297 
SALIVARY  GLAND  NEOPLASMS 

05032* 
SALIVARY  GLAND  NEOPLASMS. MAL IGNANT 

04297   05032* 
SALIVARY  GLAND  PATHOLOGY 

04297 
SALIVARY  GLAND  RADIOLOGY 

04560 
SALIVARY  GLAND  SECRETION 

04560 
SALIVARY  GLANDS. DISEASES  ASSOCIATED  MI TH 

05032* 
SALMONELLOSIS 
SEE   PARATYPHOID  FEVER 
SEE   TYPHOID  FEVER 
SALMONELLOSIS  IN  CHILDREN 

05034 
SALMONELLOSIS  TREATMENT 

05053 
SCANNING. SCI  NT  ILL AT  ION 

04518   04549*  04553*  04574   04587   04870*  04872*  04921 

04926   04966 


0^(400 
04880* 


SCHISTOSOMIASIS 

0*970 
SCHISTOSOMIASIS  DIAGNOSIS 

0't5'*8*  04575 
SCHISTOSOMIASIS  PATHOLOGY 

04897   04898   04976   05004 
SCHISTOSOMIASIS  TREATMENT 

04889   05040   05057 
SCINTILLATION  SCANNING 

04518   04549*  04553*  04574 

04926   04966 
SECRETIN 

04374   04385*  04387*  C4393 

04486*  04522   04880* 
SECRETION  DISORDERS, STOMACH 

04341   04367   04656 
SECRETION  IN  DISEASE, STOMACH 

04366*  04715* 
SECRETION  STUDY  TECHN IQUESt B ILE 

04310* 
SECRETION  STUDY  TECHNIOUE S. STOMACH 

04326   04364*  04371   04372   C4381 
SECRETION, BILE 

04459   C4464   04479   04498*  04997 
SECRETION, DRUG  EFFECTS  ON  STOMACH 

04324*  04341   U4366*  04369   04379 
SECRETION, DUODENUM 

04375 
SECRET  ION, GASTROINTESTINAL 

04525 
SECRETION, HORMONAL  CONTROL  OF  STOMACH 

04357*  04368   04374   04375   04376 
SECRETION, LARGE  INTESTINE 

04527   04529 
SECRETION, LIVER 

04459   04469 
SECRETION, NERVOUS  CONTROL  OF  STOMACH 

04357*  04364*  04513 
SECRETION, PANCREAS 

04277*  04387*  04394   04396 

04834   04839   04842   04843 
SECRETION, PANCREAS  AMYLASE 

04385*  04389*  04391   04393 
SECRETION, PANCREAS  BICARBONATE 

04387* 
SECRETION, PANCREAS  CALCIUM 

04835 
SECRETION, PANCREAS  CHYMOTRYPSIN 

04386*  04391   04393   04394   04397 
SECRETION, PANCREAS  LIPASE 

04328   04391   04392   C4393 

04944* 
SECRETION, PANCREAS  PROTEASE 

04386* 
SECRETION, PANCREAS  PROTEIN 

04387* 
SECRETION, PANCREAS  TRYPSIN 

04391   04397   04842   04944* 
SECRETION, PEPTIC  ULCER 

04354* 
SECRETION, SALIVARY  GLAND 

04560 
SECRETION, SMALL  INTESTINE 

04328   04488*  04492   C4513 
SECRETION, STOMACH 

04305   04324*  04326   04328 

04356*  04357*  04363*  04367 

04384   04394   04492   04513 

04718   04732   04737 
SECRETION, STOMACH  ACID 

04352*  04354*  C436C*  U4362*  04364* 

04373   04375   04380   C4381   04484* 

04646   04656   04707*  C4715*  04721 
SECRETION, STOMACH  MUCUS 

04382 
SECRETION, STOMACH  PEPSIN 

04354*  04360*  04368   04372 
SECRETOR  STATUS, BLOOD  GROUP 

04348*  U4362*  C4719 
SEROLOGICAL  DIAGNOSIS 

04843   04977 
SEROTONIN 
SEE  ALSO   CARCINOID  SYNDROME 

04284 
SERUM  BILE  PIGMENTS  IN  JAUNDICE 

04425* 
SERUM  ELECTROLYTES 

04509*  04882 
SERUM  ENZYMES, LIVER 
SEE  ALSO   ALKALINE  PHOSPHATASE 
SEE  ALSO   LIVER  DISEASE  DIAGNOSIS 

04440   04545*  04861*  04949   05017 
SERUM  HEPATITIS 

04273*  C4303 


04587   04870*  04872*  04921 


04394   04396   04400   04415* 


04382   04383   04550* 


04522   04830* 
04916   05000 


04394   04842   04944* 


C4394   04399   04842   04851* 


04522   04689 


04344 
04376 
04550* 


04352*  04353* 
04377   04378 
04556*  04644 


04366*  04369 
04556*  04581 
04724   05019 


04355* 

04382 

04715* 


04371 
04634 


04484*  04724 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


SERUM  IRON 

04861* 
SEX  FACTORS 

04635   04660 
SHIGELLOSIS 
SEE  ALSO   DYSENTERY 

04295   05021*  05038 
SHIGELLOSIS  DIAGNOSIS 

04564 
SHOCK 

04519   04938 
SHUNT, PORTACAVAL 

04378   04388*  04504*  04970 
SIGMOID 
SEE  ALSO   LARGE  INTESTINF 

04306  04785 
SMALL  INTESTINE 

SEE  ALSO   ABSORPTION 
DUODENUM 
ENTERITIS 
ILEOCECAL  VALVE 
ILEUM 
ILEUS 

INTUSSUSCEPTION 
JEJUNUM 
MALABSORPTION 
PEPTIC  ULCERS 
04314*  04487*  04509* 
SMALL  INTESTINE  ABSORPTION 

04309*  04313*  04314*  04315* 
04329   04331   04332   04334 
04517   04566   04674*  04678 
SMALL  INTESTINE  ANOMALIES 

04680  04684   04685 
SMALL  INTESTINE  BIOCHEMISTRY 

04328   04485*  04493   04689 
SMALL  INTESTINE  BIOPSY 

04307  04314*  04591   04754 
SMALL  INTESTINE  CIRCULATION 

04500*  04506*  04507*  04521 
SMALL  INTESTINE  DIAGNOSIS 

04342   04522   04558*  04581 

05047   05048   05083 
SMALL  INTESTINE  OISACCHAR IDASE 

04566   04749*  04753 
SMALL  INTESTINE  DISEASES 

04461   04506*  04742*  05049 

05082 
SMALL  INTESTINE  DIVERTICULA 

04677  04684   04690   04699 
SMALL  INTESTINE  DIVERTICULITIS 

04690 
SMALL  INTESTINE  ENDOSCOPY 

05048 
SMALL  INTESTINE  ENZYMES 

04328   04487*  04489*  04492 

04689  05082 

SMALL  INTESTINE  FISTULAS 

04697   04744 
SMALL  INTESTINE  HISTOLOGY 

04289   04296   04307   04591 
SMALL  INTESTINE  IN  CHILDREN 

04678  04680   04687   04689 
SMALL  INTESTINE  INJURIES 

04675*  04724 
SMALL  INTESTINE  METABOLISM 

04349*  04485*  04528   04678 
SMALL  INTESTINE  MICROORGANISMS 

04295  04307   04514   04686 
SMALL  INTESTINE  MORPHOLOGY 

04266*  04296   04490* 
SMALL  INTESTINE  MOTILITY 

04342   04343   04346   04507* 

05074 
SMALL  INTESTINE  MUCOSA 

04266*  04284   04296   04307 

04485*  04490*  04493   04528 

05052 
SMALL  INTESTINE  NEOPLASMS 

04681  04688 

SMALL  INTESTINE  NEOPLASMS, BENI 

04679  04694 
SMALL    INTESTINE    NEQPL ASMS,MAL I 

04289   04691   04703   05023* 
SMALL  INTESTINE  OBSTRUCTION 
04499*  04500*  04509*  04676* 
04687   04690   04692   04743* 
SMALL  INTESTINE  PATHOLOGY 

04296  04307   04675*  04678 
04755   05074 

SMALL  INTESTINE  PERFORATION 

04690  04699   04701   04702 
SMALL  INTESTINE  PERFUSION 

04521 


04720   04735   04871*  04989   04990 


04972   05029* 


04317* 
04483* 
04755 


04531 
04682 


04324*  04327 
04485*  04490* 
05052 


04328 
04507* 


04540   04859 

04687   04692   0475* 


05058   05059   05060   0507* 


04493   04538   04566   04678 


04690 
05065 


04755 
04700 


05085 


05067   05079 


04513   04558*  JD4565   05051 


04313* 
04581 


GN 
GNANT 


04677 
05047 


04331   04335 
04675*  04724 


04483* 
05051 


04679   04682 
05080 


04687   04690   04700   04702 


05031*  05083 


t 


SMALL  INTESTINE 

RADIOLOGY 

STOMACH  DISEASE 

EPIDEMIOLOGY 

O'ti'tZ       04558* 

04682   04684 

04687 

04692 

04703   04738 

04628* 

SMALL  INTESTINE 

SECRETION 

STOMACH  DISEASES 

CSZe   O'.'iSS* 

04492   04513 

04522 

046  89 

04544*  04576 

04633 

04637 

04639 

05049 

ososs 

05062 

SMALL  INTESTINE 

STRICTURE 

STOMACH  ENDOSCOPY 

04683 

04542*  04544* 

04590 

05048 

SMALL  INTESTINE 

SURGERY 

STOMACH  ENZYMES 

04461   04492 

04513   04674* 

04677 

04683 

04686   04693 

04305   04348* 

04353* 

04354* 

05062 

04697   04699 

04701   04702 

04705 

04731 

04743*  04745 

STOMACH  FISTULAS 

04747   04988 

05083 

04360*  04484* 

SMALL  INTESTINE 

TRANSPLANTATION 

STOMACH  HISTOLOGY 

04492 

04305   04326 

04585 

04623* 

04656 

04659 

SMALL  INTESTINE 

TRAUMA 

STOMACH  IMMUNOLOGY 

04687   04794 

05047 

04267*  04274* 

04278* 

04279* 

04294 

04361* 

SMALL  INTESTINE 

TREATMENT 

STOMACH  IN  CHILDREN 

05074   05082 

04341   04596* 

04636 

SMALL  INTESTINE 

ULCERS 

STOMACH  INJURIES 

04675*  04712* 

04636 

SMALL  INTESTINE 

ULTRASTRUCTURE 

STOMACH  INTRINSIC  FACTOR 

J 

04266*  04289 

04324*  04352* 

1 

SMALL  INTESTINE 

VOLVULUS 

STOMACH  METABOLISM 

1 

04685 

04373   04491* 

1 

SMALL  INTESTINE, 

AGE  EFFECTS  ON 

STOMACH  MCRPHOLOGY 

1 

04675* 

04368   04635 

04639 

05042 

1 

SMALL  INTESTINE, 

DRUG  EFFECTS  ON 

STOMACH  MOTILITY 

04266*  04324* 

04334   04335 

04487* 

04521 

04538 

04341   04344 

04513 

04631* 

04648 

05051 

SMALL  INTESTINE, 

HORMONAL  CONTROL  OF 

STOMACH  MUCOSA 

04522 

04274*  04279* 

04305 

04324* 

04348* 

04351 

04364* 

04365* 

SMALL  INTESTINE, 

NERVOUS  CONTROL  OF 

04368   04370 

04373 

04382 

04501* 

04504* 

04544* 

04561 

04343   04513 

04646   05051 

05055 

SMALL  INTESTINE, 

TOXIC  EFFECTS  ON 

STOMACH  MUCOSAL 

INJURIES 

04540   04675* 

04382 

SMOOTH  MUSCLE 

STOMACH  MUCUS  SECRETION 

04336* 

04382 

SMOOTH  MUSCLE  PHYSIOLOGY 

STOMACH  NEOPLASMS 

04343 

04658   04666 

05078 

SODIUM  ABSORPTION 

STOMACH  NEOPLASMS, MALIGNANT 

04309*  04317* 

04274*  04305 

04544* 

04584 

04627* 

04635 

04652 

04654 

SPASMS, ESOPHAGUS 

04657   04659 

04660 

04661 

04662 

04663 

04664 

04665 

04599* 

04668   04669 

04670 

05023* 

05088 

SPHINCTER  OF  ODDI 

STOMACH  PATHOLOGY 

SEE  ALSO   BILIARY  TRACT 

04371   04544* 

04629* 

04633 

04634 

04639 

04725 

04726 

04589   04833 

04888   04984* 

05013 

05055 

SPHINCTER, ANUS 

STOMACH  PEPSIN  SECRETION 

04340   04786 

04787   04798 

04354*  04360* 

04368 

04372 

04464* 

04724 

SPLEEN 

STOMACH  PERFORATION 

04286   C4949 

04965*  05057 

04665   05031* 

SPRUE 

STOMACH  RADIOLOGY 

04591   04754 

04571   04593 

04631* 

04648 

04651 

04728 

05042 

05048 

STAINING  TECHNIQUES 

STOMACH  SECRETION 

04285 

04305   04324* 

04326 

04328 

04344 

04352* 

04353* 

04355* 

STAPHYLOCOCCAL  ENTEROCOLITIS 

04356*  04357* 

04363* 

04367 

04376 

04377 

04378 

04382 

05081 

04384   04394 

04492 

04513 

04550* 

04556* 

04644 

04715* 

STARVATION 

04718   04732 

04737 

04454 

STOMACH  SECRETION  DISORDERS 

STEATORRHEA 

04341   04367 

04656 

04328   04750* 

04751*  C4752* 

04832 

04835 

04851*  05024* 

STOMACH  SECRETION  IN  DISEASE 

STEATOSIS, ALCOHOLIC 

04366*  04715* 

04311* 

STOMACH  SECRETION  STUDY 

TECHNIQUES 

STEROID  METABOLISM, LIVER 

04326   04364* 

04371 

04372 

04381 

04442 

STOMACH  SECRETION, DRUG 

EFFECTS 

ON 

STEROIDS 

04324*  04341 

04366* 

04369 

04379 

04362 

04383 

04550* 

SEE  ALSO   CORTICOSTEROIDS 

STOMACH  SECRET  ION, HORMONAL  CONTROL  OF 

SEE  ALSO   LIVER 

CHOLESTEROL  METABOLISM 

04357*  04368 

04374 

04375 

043  76 

04378 

04448   04473 

04495*  04827 

05064 

STOMACH  SECRET  ION, NERVOUS  CONTROL  OF 

STOMACH 

04357*  04364* 

04513 

SEE   8EZ0ARS 

STOMACH  SURGERY 

SEE   GASTRITIS 

SEE  ALSO   GASTRECTOMY 

SEE   PYLORIC  OBSTRUCTION 

04364*  04492 

04513 

04598* 

04624* 

04626* 

04626* 

04631* 

STOMACH  ABSORPTION 

04632*  04633 

04635 

04636 

04637 

04640 

04641 

04642 

04326   04331 

04332   04517 

04645   04646 

04647 

04649 

04650 

04651 

04653 

04654 

STOMACH  ACID  SECRETION 

04665   04667 

04669 

04705 

04713* 

04714* 

04731 

04733 

04352*  04354* 

04360*  04362* 

04364* 

04366* 

04369   04371 

04741   04842 

04852* 

04859 

05031* 

05088 

04373   04375 

04380   04381 

04484* 

04556* 

04581   04634 

STOMACH  SURGERY  TECHNIQUES 

04646   04656 

04707*  04715* 

04  721 

04724 

05019 

04598*  04639 

STOMACH  ANOMALIES 

STOMACH  TREATMENT 

04638   04640 

04653 

04590   04634 

04648 

05082 

STOMACH  BIOCHEMISTRY 

STOMACH  ULCERS 

STOMACH  BIOPSY 

04585 
STOMACH  CANCER 

04542*  04544 

04635   04641 

04660   04661 

04941   05088 
STOMACH  CARCINOGENESIS 

04622* 
STOMACH  CIRCULATION 

04501*  04511*  04531 
STOMACH  DEVELOPMENT 

04352* 
STOMACH  DIAGNOSIS 

04522   04544*  04571 

04633   04634   04647 


04576 

04584 

04622* 

04624* 

04627* 

04628* 

04642 

04643 

04644 

04645 

04657 

04659 

04662 

04663 

04664 

04665 

04668 

04669 

04534   04632*  04717 


04274*  04353*  04356*  04359*  04371 

04542*  04634   04647   04648   04650 

04716*  04717   04719   04720   04721 

04727   04728   04729   04730   04733 

05063 
STOMACH  VCLVULUS 

04671 
STOMACH, AGE  EFFECTS  ON 

04274*  04629* 
STOMACH, DRUG  EFFECTS  ON 

04356*  04380   04716* 
STOMACH, FOREIGN  BODIES  IN 

05031* 
STOMACH, HORMONAL  CONTROL  OF 

04326 


04384   04495*  04504* 
04713*  04714*  04715* 
04722   04725   04726 
04736   04740   04741 


04576 
04651 


04581 
04656 


04  5  84 
04717 


04585 
0472  8 


04593 
05048 


04595       0<V861*    04936       04997 


STOMACH, NERVOUS  CONTROL  OF 

04648 
STOMACH, TOXIC  EFFECTS  ON 

04636 
STRESS  FACTORS  IN  ULCERS 

04351   04511*  04713*  04716*  04727 
STRICTURE, BILIARY  TRACT 

05002 
STRICTURE, ESOPHAGUS 

04542* 
STRICTURE, SMALL  INTESTINE 

04683 
STUDIES  OF  HEPATITIS, EXPERIMENTAL 

04949 
STUDIES  OF  JAUNDICE, CLINICAL 

04744 
STUDIES  OF  ULCERATIVE  COL  I  T I S ,CL I NICAL 

04828 
STUDY  TECHNIQUES, ABSORPTION 

04559 
STUDY  TECHNIOUES.BILE  SECRETION 

04310* 
STUDY  TECHNIQUES, DYE 
SEE   MARKER  STUDIES 
STUDY  TECHNIQUES, GASTROINTESTINAL  CIRCULATION 

04521 
STUDY  TECHNIQUES, RADIOISOTOPE 
SEE  ALSO   TRACER  STUDIES 
04546* 
STUDY  TECHNIQUES, STOMACH  SECRETION 

04326   04364*  04371   04372   04381 
SUGAR  INTOLERANCE 

05024* 
SULF08R0M0PHTHALEIN 

04310*  04323*  04408*  04476 
SURGERY  COMPLICATIONS 

04789 
SURGERY  TECHNIQUES 

04283   046C4   04626*  04640 
04767   04787   04805 
04988   04992   049S6 
SURGERY  TECHNIQUES, STOMACH 

04598*  04639 
SURGERY, ABDOMEN 

04541*  04578   04698 
SURGERY, ANORECTAL 

04767   04768   04798 
SURGERY, ANUS 

04779   04788 
SURGERY, AORTIC 

04530 
SURGERY, APPENDIX 

04763* 
SURGERY, BILIARY  TRACT 
04283   04508*  04573 
04899   04931 
05002   05006 
SURGERY, CANCER 
04283   046C4 
04773   04799 
04990   04996 
SURGERY. CHOLELITHIASIS 

04853* 
SURGERY, DUODENUM 

04374  04649   04650 
04704   04730   04739 

SURGERY, ESOPHAGUS 

04598*  04599*  04602*  04603 

04618   04621   04867*  05029*  05031*  05088 
SURGERY, GALLBLADDER 

04283   04988   04989 
SURGERY, GASTROINTESTINAL 
SEE  ALSO   GASTROINTESTINAL  TREATMENT 

04338*  04747   04783   05027*  05033*  05071 
SURGERY, LARGE  INTESTINE 

04375  04490*  04610 
04781   04783   04787 

05088 


04833 
05057 


04646 
04848 
C5075 


04693 
04895 


04701 
04899 


04706 
04970 


C4741   04853*  C4901   05075 


04688   04833   04852*  04853* 
04983*  04984*  04986*  04992   04996 
05015   05016   05086 


05012   05013 


04888 
05001 


C4610 
04800 


04635 
04801 


C4641 
U4802 


04676*  04681 
04848   05012 


04642 
04848 


04688 
05031* 


04665 
04891 


04691 
04941 


04691        04695 


04604   04610   04611   04612 


C4994   04995   05001   05006 


04758*  04762*  04769 
04799   04805   04810 


04434*  04438 
04894   04895 


04465 
04899 
04983* 


04817*  05083 
SURGERY, LIVER 

04283   C43C0 

04890   04691 

04926   04962*  04964*  04972 
SURGERY, PANCREAS 

04269*  04301   04389*  04829*  04833 

04848   04858 
SURGERY, PANCREATITIS 

04356 
SURGERY, PEPTIC  ULCER 

04631*  04646   04650 

04725   04726   05029* 
SURGERY, RECTUM 

04706   04764*  04774 

04803   04816   05088 


04773 
04313 


04533 
04907 


04864* 
04909 


04778 
04815 


04870* 
049  21 


04840   04845   04847 


04709*  04713*  04714*  04718   04723 


04786   04788   04789   04801   04802 


04674*  04677 
04702   04705 


04683 
04731 


04513 

04598* 

04624* 

04626* 

04635 

04636 

04637 

04640 

04647 

04649 

04650 

04651 

04669 

04705 

04713* 

04714* 

04852* 

04859 

05031* 

05088 

04686   04693 
04743*  04745 


04628*  04631* 
04641   04642 
04653   04654 
04731   04733 


04714*  04722   04965* 


04669   04869*  04921   05022*  05088 


SURGERY, SHALL  INTESTINE 

04461   04492   04513 

04697   04699   04701 

04747   04988   05083 
SURGERY, STOMACH 
SEE  ALSO   GASTRECTOMY 

04364*  04492 

04632*  04633 

04645   04646 

04665   04667 

04741   04842 
SURGERY, ULCER 

04712* 
SURGERY, ULCERATIVE  COLITIS 

04706   04708*  04765*  04826 
SURGERY, VASCULAR 

04774 
SURGICAL  APPARATUS  AND  TECHNIQUES 

04269*  04673*  04739 
SURGICAL  TREATMENT  OF  BLEEDING 

04607   04672   04680   04681   04688 

04967   05029* 
SURGICAL  TREATMENT  OF  PANCREATITIS 

04854* 
SURVIVAL  RATES, CANCER 

04605   04643   04654 
SYNDROME, BUDD-CHIARI 

04533   04915 
SYNDROME, CARCINOID 
SEE  ALSO   SEROTONIN 

04619 
SYNDROME, GASTRECTOHY-INOUCED  AFFERENT 

04655 
SYNDROME, GASTRECTOMY- INDUCED  DUMPING 

04543*  04673* 
SYNDROME, fALLORY-WEISS 

04542* 
SYNDROME, ZOLLINGER-ELLISON 
04849   05063 


THERAPY, DIETETIC 

04753   04822   05036 
THIAMINE 
04999 
THROMBOSIS, HEPATIC  VEIN 

SEE   8UD0-CHIARI  SYNDROME 
THYROID  GLAND 

04368 
TOXIC  EFFECTS  OF  RADIATION 
SEE  ALSO   TOXIC  EFFECTS  ON  BILIARY  TRACT 
TOXIC  EFFECTS  ON  ESOPHAGUS 
TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 
TOXIC  EFFECTS  ON  LIVER 
SEE  ALSO   TOXIC  EFFECTS  ON  SMALL  INTESTINE 
SEE  ALSC   TOXIC  EFFECTS  ON  STOMACH 
04287   04480   04777   04787   04797 
TOXIC  EFFECTS  ON  BILIARY  TRACT 

04432* 
TOXIC  EFFECTS  ON  ESOPHAGUS 

04608 
TOXIC  EFfECTS  ON  GASTROINTESTINAL  TRACT 

05045 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 

04540   04797   04827 
TOXIC  EFFECTS  ON  LIVER 
04270*  04271*  04291 
04454   04455 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 

04540   04675* 
TOXIC  EFFECTS  ON  STOMACH 

04636 
TOXIC  HEPATITIS 
SEE  ALSO   TOXIC  EFFECTS  ON  LIVER 
04496* 
TOXINS, CHEMICAL 
SEE  ALSO   TOXIC  EFFECTS  ON  BILIARY  TRACT 
TOXIC  EFFECTS  ON  ESOPHAGUS 
TOXIC  EFFECTS  ON  GASTROINTESTINAL  TRACT 
TOXIC  EFFECTS  ON  LARGE  INTESTINE 
TOXIC  EFFECTS  ON  LIVER 
TOXIC  EFFECTS  ON  SMALL  INTESTINE 
TOXIC  EFFECTS  ON  STOMACH 
04636   04935   04940 
TRACE  ELEMENT  AND  MINERAL  ABSORPTION 

04319*  04333   04868* 
TRACE  ELEMENT  AND  MINERAL  EXCRETION 

04333 
TRACE  ELEMENT  META80L ISH.L IVER 

04286   04429*  04439   04868*  04886 
TRACER  STUDIES 

04302   04311*  04315*  04320*  04324*  04325 

04419*  04447   04451   04456   04471 

04511*  04512*  04520   04546*  04549*  04552*  04553*  04559 

04560   04574   04581   04792   04966 


SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 


04318*  04401*  04410*  04433*  04453 
04496*  04913   04929   04933   04935   04940 


SEE  ALSC 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
SEE  ALSO 
04453 


04334   04405* 
04474   04485*  04491* 


TRANSPLANTATION 

SEE        IMMUNOLOGY 
TRANS  PL  ANT  AT  I  ON, GASTROINTESTINAL 

0*604 
TRANSPLANTATION, LARGE     INTESTINE 

04610 
TRANSPLANTAT10N,L1VER 

CtS?!*    04428*    C44eC       04864*    04911 
TRANS  PL  ANT AT  ION, PANCREAS 

04269* 
TRANSPLANTATION, SMALL     INTESTINE 

U44<32 
TRANSPORT, ION 

04493       04518       04830* 
TRAUMA    IN    CHILDREN, ABDOMEN 

05066 
TRAUMA, ABCOMEN 

04578       04794       05047 
TRAUMA, BILIARY    TRACT 

05018 
TRAUMA, DUODENUM 

04704 
TRAUMA, ESOPHAGUS 

04604       046C8       04612       04613 
TRAUMA, GALLBLADDER 

05018 
TRAUMA, L IVER 

04794       04921       04925       C5018 
TRAUMA, PANCREAS 

04845       04846 
TRAUMA, S^'ALL     INTESTINE 

04687       04794       05047 
TRIGLYCERIDE    ABSORPTION 

04355* 
TRYPSIN 

04388*  04390*  04398 
TRYPSIN  INHIBITION, PANCREAS 

04386*  04397 
TRYPSIN  SECRETION, PANCREAS 

04391   04397   04842   0*944* 
TUBERCULOSIS 

04370   04934   C5U5C 
TYPHOID  FEVER 

05064 
TYPHOID  FEVER  TREATMENT 

05053 

ULCER  COMPLICATIONS, PEPTIC 

04710*  04714*  04717   04722   04725   04726   04735   04736 
ULCER  DIAGNOSIS, PEPTIC 

04544*  04556*  05029* 
ULCER  DIAGNOSIS, RADIOLOGY  IN  PEPTIC 

04571 
ULCER  EPIDEMIOLOGY, PEPTIC 

04362*  04710* 
ULCER  ETIOLOGY 

04707* 
ULCER  ETIOLOGY, PEPTIC 

04716*  04720   04721   04724 
ULCER  PATHOLOGY, PEPTIC 

04720 
ULCER  PtRFORATJON, PEPTIC 

04710*  04735   04741 
ULCER  SECRETION, PEPTIC 

04354* 
ULCER  SURGERY 

04  7 1 2  * 
ULCER  SURGERY, PEPTIC 

04631*  04646   04650 
04725   04726   05029* 
ULCER  TREATMENT 

04712* 
ULCER  TREATMENT, PEPTIC 

04646   04711*  04718   04723   05029* 
ULCERATIVE  COL  ITIS 

04742*  04818*  05073 
ULCERATIVE  COLITIS  COMPLICATIONS 

04708*  04818* 
ULCERATIVE  COLITIS  DIAGNOSIS 

04817* 
ULCERATIVE  COLITIS  EPIDEMIOLOGY 

04828 
ULCERATIVE  COLITIS  ETIOLOGY 

04823   04825   04828 
ULCERATIVE  COIITIS  IN  CHILDREN 

04821   04826 
ULCERATIVE  COLITIS  PATHOLOGY 

04818*  04825 
ULCERATIVE  COLITIS  SURGERY 

04706   04708*  04765*  04826 
ULCERATIVE  COLITIS  TREATMENT 

04708*  04819   0482C   04822   04824   04826 
ULCERATIVE  COLITIS, CLINICAL  STUDIES  OF 
04828 


047C9*  04713*  04714*  04718   04723 


04650 
04721 
04736 


04709*  04719   04727   05073 


04364 
04713* 
04722 
04736 


ULCERATIVE  COL ITISt DISEASES  ASSOCIATED  WITH 

04821 
ULCERATIVE  COLIT IS,ME01CAT IONS  IN  TREATMENT 

04828 
ULCERATIVE  COL  IT  IS, MICROORGANI SMS  IN 

04823 
ULCERS 
SEE   ANTICHOLINERGIC  AGENTS 
SEE   DUODENUM 
SEE   GASTRECTOMY 
SEE   ULCERATIVE  COLITIS 
ULCERS  IN  CHILDREN, PEPTIC 

04556*  04741 
ULCERS. BLEEDING  PEPTIC 

04714*  04725   04726   05029*  05033* 
ULCERS, DISEASES  ASSOCIATED  WITH  PEPTIC 

04726 
ULCERS, DRUG  TREATMENT  OF 

04359*  04729 
ULCERS, DRUG- INDUCED 

04359*  04675* 
ULCERS, DUODENUM 

04362*  04376   04364   04556*  04647 
04714*  04715*  04716*  04719   04720 
04729   04730   04731   04732   04734 
04739   04852*  05063 
ULCERS, ESOPHAGUS 

04634 
ULCERS, EX  PER  I  MENTAL 

04356*  04359*  04504* 
ULCERS, PEPTIC 

04353*  04543*  04644 
ULCERS, SMALL  INTESTINE 

04675*  04712* 
ULCERS, STOMACH 

04274*  04353*  04356*  04359*  04371 
04542*  04634  04647  04648  04650 
04716*  04717  04719  04720  04721 
04727  04728  04729  04730  04733 
05063 
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FOTI.  F 

04494* 

FOTI,  L 

04414* 

FCX,  RR 

04437 
FREIRE.  ECS 

04989 
FRENKEL.  E 

04557* 
FRIEDMAN,  M 

04795 
FRISON,  B 

05083 
FRITSCH,  A 

04964* 
FUKUDA,  M 

04666 
FUKUTA,  S 

04665 
FUNAHASHI,  A 

04379 
FUNAKI,  K 

04668 

FUNG,  HP 

048.79* 


FURNANt  RH 

04873»  04982* 
FURUSAWA«  M 

04663 
FUTONAKAt  H 

04662 
FUTQRYAN,  lES 

04283 

GABRIELLIt  F 

04436 
GAORAT,  J 

04974 
GAGLIO,  M 

05049 
GAJNO.  T 

04653 
GALANTI,  B 

04949 
GALLIi  A 

04877* 
GALLO,  B 

04362* 
GALLO,  M 

04937 
GALVANI,  A 

04960* 
GANGULY,  AK 

04351 
GARBERINl,  S 

04550* 
GARCIA  OADONI,  LRA 

04980 
GARCIA-RINALOI,  R 

04377 
GARCIA.  EG 

04548* 
GARRIGUES,  J 

04318* 
GARRY,  R 

04942 
GASBARRINI,  G 

04307 
GASTIGLIONI,  LJ 

04755 
GAUTIER-BENOIT,  C 

04892 
GAUTIER,  A 

04887 
GAUTIER,  M 

04924* 
GAVEAU.  T 

04630* 
GEALL,  MG 

05051 
GEFFRGY,  Y 

04928 
GELLER,  LI 

04644   05019 
GELZAYD,  EA 

04827 
G.EORGESCOjt  J' 

04951   04952 
6EORGESC0.  T 

04952 
GERARD,  A 

04855 
GERSZTEN,  E 

04289 
GESTIN,    Y 

04318* 
GETTNER,  SM 

05038 
GEUMEI,  A 

04519 
GHAI,  OP 

05024*  05037 
GHIDINI,  0 

04945* 
GHOSE,  T 

04524 
GHOSSAIN,    A 

04894 
GIACALONE.  F 

04514 
GIAMMANCOf  G 

04514 
GIGON,  PL 

04448 
GILES,  JP 

04273* 

GILL,  AJ 

04613 


JR 


JR 


GILL.  AM 

GILLET, 

04697 
GILLETTE 

GILLIES. 

04599* 
GINESTA, 

U4556 
GINI.  R 

04980 
GIORDANO,  F 

04370 
CITLIN.  0 

04411* 
GIUGIARO,  A 

04687   05005 
GIUSTI.  G 

34949 
GIVAN.  KF 

04272* 
GLASS,  GBJ 

04305   04352* 
GLEiCH.  GJ 

04981* 
GLUCKMANN.  R 

04581 
GMUNDER.  U 

04314* 
GOETZ,  EC 

04269* 
GOFFI.  FS 

04970 
GOLAB.  A 

05008 
GOLD,  AH 

Q4449 
GOLDBERG.  AH 

04506* 
GQLDENBERG.  J 

J4361* 
GOLDFARH,  M 

04920 
GULHLKE,  JR 

04435 
GOLIGHER.  ME 

04786 
GOMES  JAROIM, 

J4776 
GOMEZ  OCHOA, 

04947* 
GQMI,  K 

04572 
GONCALVES,  A 

04566 
GOOOALL, 

04503* 
GOODMAN, 

04379 
GORBATCW 
j04_756 
GOROEIEVA, 

04326 
GORTOWSKA. 

04993 
GOTHOSKAR. 

04424* 
GOTO DA,  K 

04669 
GOTTFRIES, 

04276* 
GOUDEMAND, 

04633 
GOULSTON,  SJM 

04818* 
GRAHAM.  LS 

0433  3 
GRAM.  TE 

04443 
GRAMATICA.  L 

04388* 
GRAMATOPOL.  D 

04593 
GRANT.  AK 

04380   04542* 
GRASS  I. 

04687 
GRASS!, 

04673* 
GRAVAGNE, 

04321* 
GRAVELEAU 

04837 


JM 


CM 


0 


TO 


I 


SV 


M 


E 

05005 

G 


D 


GRAVES,  HA  JR. 

04713* 
GRAY,  Gf 

05022* 
GRtENBERG.  LA 

050H4 
GREENBERGER,  NJ 

C4334   04355* 
GREGOR.  0 

04720 
GREGORIAOIS.  G 

04439 
GREINER,  GF 

04620 
GRENIER,  JF 

04674* 
GREVOISIER.  R 

04674* 
GRIFFEN,  WO  JR. 

04724 
GRIGOR' lEVA.  LV 

04  726 
GRITTI.  FM 

04934 
GRIVEL,  ML 

04497* 
GROGONO,  JL 

04844 
GROH,  J 

04851* 
GROSS,    J8 

04853* 
GROSSI,    CE 

05025* 
GROSSMAN,     Ml 

04486* 
GROSU,    L 

04737 
GROZA,    P 

04383 
GRUCA,    Z 

C4930 
GRUWEZ,    JA 

04779 
GUOMANO-HOVER,    E 

04543*    04749* 
GUILLARO,    J 

05063 
GUIMARAES,  RF 

04897 
GULAN,  E 

04951 
GUMRICH,  H 

04847 
GUSMAND,  R 

04842   04843 
GUTKQWSKI,  P 

04467 
GUTSFIELD,  F 

05046 
GUTZ,  HJ 

04623* 
GUY-GRAND,  B 

04328 

HA,  CW 

046  38 
HABERER,  JP 

04697 
HABIB,  EC 

04924* 
HABIS,  MA 

04583 
HACHISUKA,  K 

04661 
HAOORN,  B 

04830*  04831* 
HAEMMERLI,  UP 

04314* 
HAGGENMULLER,  F 

04847 
HAGHIGHl,  L 

05038 
HALCROW,  DA 

04278*  04279* 
HALL,  JH 

04809 
HALTALIN,  KC 

05021* 
HANCOCK,  RL 

04412*  04437   04455 
NANCY,  A 

04634 


JD 


HANSEN,  C 

04511* 
HANZAWA,  K 

04298 
HARA,  E 

04917 
HARAOA,  T 

04477 
HARDCASTLE, 

04844 
HAROISON,  WGM 

04415* 
HARDY,  JD 

04378   04714* 
HARDY,  M 

04902 
HARJOLA,  PT 

04573 
HARKIN,  JC 

04290 
HARRIS,  PA 

04420* 
HART,  JC 

04946* 
HARTMANN,  L 

04475 
HARTROFT,  HS 

04502* 
HASE,  M 

04572 
HATTRl,  T 

04614 
HATZIGANNOU,  J 

04751* 
HAUSAMEN,  TU 

04278*  04279* 
HAUSER,  S 

04472 
HAVIG,  0 

04715* 
HAVLIKDVA, 


0 


04834   04841 
HAVLUJOVA-ZUKRIEGLOVA,  L 

04906 
HAYAKAMA.  S 

04668 
HAYASHI,  H 

04652 
HAYNES,  S 

04422* 
HECKER,  ET 

04985* 
HEIDENREiCH,  A 

04706 
HEIMLICH,  H 

04619 
HELANDER.  CG 

04872* 
HELLIER,  MO 

04809 
HENRIKSEN,  FW 

04387* 
HENTZER,  L 

04675* 
HEPNER,  GW 

04533 
HERAUO,  M 

04888 
HERBERTSON,  BM 

04428* 
HERFARTH,  C 

04465 
HERSCHMAN,  A 

04692 
HERSKOVIC,  T 

04490* 
HIGUCHI  ,  T 

04657 
HILOER,  R 

04532 
HILL,  MJ 

04760* 
HILLEMAND,  P 

04819 
HILTON,  SM 

04396 
HIMEL,  HA 

05008 
HINTON,  JM 

04795 
HINTON,  LV 

05021* 
HIROKI,  T 

04801 


HIRSCHFIELOt  JS 

04485* 
HISHIDA,  Y 

04669 
HIVET,  M 

05063 
HOFFMANN,  N 

04697 
HOGAN,  WJ 

04336* 
HOLOSWORTH,  CO 

04319*  05052 
HOLM,  T 

04571 
HOLZBACH,  RT 

04744 
HOHOLKAt  J 

04906 
HONDA.  K 

04298 
HONKONEN,  K 

04938 
HORECNY,  K 

04556* 
HORGER,  EO  III 

04335 
HORI,  K 

04659 
HORI,  R 

04331 
HORIE,  K 

0S0O3 
HORNE,  RW 

04281* 
HORNOHSKI,  S 

04941 
HOSHI.  A 

04332 
HOSHI,  H 

04801 
HOWARD,  D 

04480 
HOWELL,  KE 

04761* 
HUBENS,  A 

04782 
HUBNER,  G 

04297 
HUGHES,  ESR 

04826 
HUGHES,  JH 

04611 
HUGUIER,  M 

04602*  04618 
HUIZINGA.  E 

04617 
HULL,  EW 

04411* 
HULTIN,  T 

04453 
HUMEAU,  F 

04651 
HUMPHREY,  EW 

04418* 
HUNT,  0 

04378 
HUNTER,  SA 

04473 
HUREAU,  J 

05015 
HURLEY,  LS 

04868* 
HUSLAROVA,  A 

05016 
HUSSAIN,  MI 

04696 
HUTT,  MSR 

04862*  04871* 
HUTTER,  RVP 

05032* 
HUTTERER,  F 

04271* 
HYODQ,  K 

04917 

lANAS.  0 

04442 
IBAYASHI,  J 

04666 
IIJIMA,  Y 

04657 
IKEDA,  T 

04663 


ILIESCn.  0 

04951 
ILKAYt  T 

04P20 
IMAIZUMI,  T 

04505* 
IMBERT.  JC 

04850 
INAMI,  0 

04610 
INBERG,  MV 

0472  3 
INOIATOV.   IM 

04802 
INUKUCHI.  K 

0466  3 
INOMATA.  Y 

04572 
INOUE,  M 

04662 
lONESCU,  S 

04383 
ISHIGURO,  M 

05004 
ISHIKAWA,  K 

04661 
ISHMUKHAMETOV,  AI 

04559 
ITO,  K 

0490  5 
ITO,  S 

04610 
ITZCHIK,  YD 

04728 
lUOENICH,  VV 

04608 
IVANTSCHEV,  I 

04796 
IVKOV,  VG 

04963* 
IWABUCHI.  M 

0466  9 
IZOSIMOV,  VV 

04  93  9 

JACOBS.  A 

04363* 
JACOBS,     P 

04940 
JAFFERIAN,     PA 

05077 
JAHN,     H 

04971 
JAKOB,     A 

■J4389* 
JAKOBUS,     JW 

04577 
JANKUWSKA.     E 

U4  3  30 
JANKOWSKI,     T 

05001 
JARNUM,     S 

04749* 
JAROSIK,     N 

04680 
JARRETT,  WFH 

0502S* 
JAYLE,  MF 

04475 
JEFFERY,  RL 

05017 
JfcLlNFK,  J 

04834   05076 
JESIPOWICZ.  M 

04899 
JESSEPH,  JE 

04518 
JEZEOUEL,  AM 

04272* 
JEZOWA,  L 

0  5034 
JIRASEK,  V 

04720 
JOHANSEN,  A 

04629* 
JOHANSEN,  PG 

04830*  04831* 
JOHNSON,  JO 

04292 
JOHNSON,  L 

04507* 
JOHNSON,  RF 

04946* 


JOHNSTON,  GS 

04863* 
JONES,  GRN 

04457 
JONES,  JC 

04744 
JONES,  JH 

04792   04795 
JONES,  M 

04396 
JONES,  PF 

05086 
JONES,  RA 

04824 
JONES,  SA 

04701 
JORDAN,  PH  JR. 

04377   04509* 
JORI,  GP 

04362* 
JORPES,  E 

04522 
JOSAN,  V 

C4450 
JULIAO,  AF 

04970 
JULKUNEN,  H 

04938 
JUSSILA,  j 

04756 

KAKEGAWA,  T 

04615 
KAKEMl,  K 

U4331 
KAKFNOVA,  PI 

04U49 
KALHAMMER,  E 

04839 
KALICINSKI,  Z 

04992 
KALINICHENKQ,  V 

04371 
KALLEHAUGE,  HE 

04543* 
KALSER,  SC 

04426* 
KALSTEIN,  LI 

04865* 
KANABROCKI , 

04333 
KANETA,  0 

04665 
KAPITSA,  LM 

C4726 
KAPUN,  E 

04333 
KAPSZEWICZ, 

04568 
KAHAMAN, 

04987 
KARK,  AE 

05023* 
KARLSSON, 

04365* 
KARTASHOVA, 

04918 
KARUBE,  K 

04799   04800 
KAKVONIOI , 

04492 
KASCHNITZ, 

04440 
KATAKURA, 

04664 
KATKOV,  VV 

04914 
KATO,  R 

04661 
KATSAROS,  D 

a4742* 
KATSURA,  S 

04664 
KAUDE,  J 

04571 
KAWAMURA,  T 

04664 
KAWASAKI,  S 

04663 
KAY,  S 

04289 
KAYE,  S 

05087 


EL 


M 


NV 


KA 


OY 


PG 


K 


KECLIK,  M 

05016 
KEHAYOGLOU,  AK 

04319* 
KEIL,  B 

04386*  04397 
KELEKIS,  D 

04635 
KELLOCK,  TO 

04761* 
KELLY,  HG 

04411* 
KELLY,  WD 

04269* 
KELVINGTON,  EJ 

04426* 
KEMP,  E 

04280* 
KERN,  F  JR. 

04485* 
KERN,  J 

04847 
KESSLEROVA,  2 

04821 
KETONEN,  P 

04573 
KEUCHKERIAN,  A 

04803 
KHANDZHIAN,  KG 

04641 
KHAVKIN,  TN 

04295 
KHAYUTIN,  VH 

04521 
KHODINA,  ZZ 

04444 
KHOHENKO,  NM 

04301 
KHOO,  OT 

04879* 
KHOYI,  MA 

04495* 
KHRUSHCHEVA,  lEA 

04492 
KIENY,  R 

04697 
KIM,  CU 

04638 
KIM,  SI 

04910 
KINOSHITA,    I 

04669 
KIRKLEY,  J 

04942 
KIRTLEY,  JA 

04713* 
KISHIQKA,  V 

04610 
KISTLER,  HJ 

04752* 
KITAJIMA,  K 

04917 
KITC,  T 

04614 
KIVINIITTY,  K 

04549*  04574 
KIVIOJA,  0 

04787 
KLAASSEN.  CO 

04408* 
KLEIN,  HJ 

04297 
KLEINSASSER,  0 

04297 
KLION,  FM 

04271*  04708* 
KLCCKARS,  M 

04423* 
KLOTZ,  G 

04620 
K06AYASHI,  J 

04657 
KOBYLKOVA,  H 

04821 
KOCH,  OR 

04502* 
KOCH,  W 

04718 
KOCHER,  S 

04924* 
KCHATSU,  S 

04758* 
KOIOE,  T 

04314* 


KOMPF,  A 

04681 
KONISHI,  R 

04331 
KONOVALOV.  NI 

04553* 
KONSTANTINOV,  B 

04747 
KGREUTZ,  BI 

04708* 
KORNER,  PI 

04532 
KORSHUNOV,  MF 

05067 
KOSEK,  E 

04576 
KOSEKI.  H 

04298 
KOSKINENt  EVS 

04938 
KOTIGER,  YAS 

04592 
KOURIASf  B 

04983* 
KOVALENKO.  NVA 

04458 
KOVEN,  IN 

05008 
KOHALEWSKI,  K 

04360* 
KOZLOVt  IZ 

05033* 
KOZLOVt  MA 

05065 
KOZLOVA,  AV 

04605 
KRAFT,  AR 

04518 
KRISHNAN.  PS 

04450 
KRIUKOVA,  EP 

04683 
KRONBERGER.  L 

04347* 
KRUGLIKHINAt  ZM 

04295 
KRUGMANf  S 

04273* 
KUBANEK,  B 

04480 
KUBICKI,  S 

04903 
KUBICKQVA,  Z 

04719   04721 
KUBOt  0 

04615 
KUBOTA,  H 

04614 
KUCERS,  A 

04957 
KUDINSKII,  lUG 

04840 
KUDO,  S 

04668 
KULICZ,  A 

04770 
KULPA.  J 

04645 
KUMAKURA.  K 

04658 
KUNCOVA,  Z 

04906 
KUNLIN,  A 

04618 
KUNLIN,  J 

04618 
KUNTZMANN,  F 

04971 
KURE,  S 

04976 
KURETANI.  K 

04332 
KUROSE,  T 

04659 
KURTZ,  T 

04971 
KURYLCIO,  L 

04772 
KURYLCIO,  S 

04772 
KUSAKA,  S 

04665 
KUSMIESZ,  HI 

05021* 


KuzMiNov,  no 

04914 
KYPARISSIAOESf  P 
0463  5 

L'HIRONDEL,  J 

0493  3 
LA  COLLA,  P 

04515 
LABO,  G 

04345 
LACOUET,  A 

04779 
LAGIOIA,  R 

04849 
LAL,  SK 

04351 
LAMBERT,  R 

04356* 
LAMBILLIOTTE,  JP 

04460 
LAMENTOWSKA.  B 

04680 
LANE,  0 

04878* 
LANFRANCHI,  GA 

04345   04587 
LANG,  I 

04499*  04500* 
LANSING,  AI 

04451 
LARGIADER,  F 

04389* 
LARSEN,  E 

04629* 
LARSON,  RE 

04537 
LASFARGUES,  G 

04837 
LASSERRE.  J 

05027* 
LAUSEN,  T 

04280* 
LAVERDANT,  C 

05079 
LAWLER,  MR 

04713* 
LEA,  MA 

04421* 
LECHNER,     G 

05031* 
LEOUC,    M 

04633 
LEE,    JO 

04910 
LEE,     JS 

04309* 
LEGRE,    M 

05081 
LEJEUNE-LECOCQ,    C 

04432* 
_LEMQS,    e^CP 

04501* 
LENCZYK,    M 

04624* 
LENNARD-JONES,    JE 

0479  5 
LEONARD,    JP 

04356*    04764* 
LET  AC,    R 

0502  7* 
LEV,    R 

04305 
LEVAME,  M 

U5063 
LEVASSEUR,  JC 

04603   04632* 
LEVI,  MM 

04907 
LEVIN,  GS 

04929 
LEVITT,  MO 

04316* 
LEVRAT,  M 

04764* 
LEYLAND,  FC 

0475  0* 
LIAVAG,  I 

04715* 
LIE8ERMAN,  I 

04451 
LIE80WITZ,  HR 

04978   04979 


LIEDBERG,  G 

MAILLARD,  JN 

04759*  04829* 

04602*  04618 

LINCHENKO,  IF 

MAILLARD,  JP 

04988 

04682 

LINEVSKII,  lUV 

MAINGUET,  P 

04558* 

04694   05054 

LIPOVSKII,  SM 

MAITRE,  B 

04368 

04620 

LIPPEL,  K 

MAJIMA,  S 

04447 

04799   04800,. 

0480 

LIPPERT,  TH 

MAKINO,  I 

04491* 

04874* 

LITT,  RE 

MALTONI,  N 

05084 

05009 

LITVINOVA,  EV 

MAMMANA,  CZ 

04628* 

04639   04996 

LITHIN,  M 

MANCINI,  A 

04772 

04949 

LLOYD,  JK 

MANDAL,  JN 

04750* 

05039 

LO  PRESTI,  A 

MANDEMA,  E 

04975 

04275* 

LOCKHART-MUMMERY,  HE 

MANENTI,  W 

04778 

04698 

LODI,  A 

MANEY,  J 

04S34 

04269* 

LOEHR,  WJ 

MANGIAFICO,  F 

05022* 

04344 

LOMBA  GALVAO,  MS 

MANN,  R 

04775 

04958 

LCMBARDl,  D 

MANN,  TP 

04843 

04790   04835 

LOMBART,  C 

MANOLOV,  L 

04475 

04796 

LONOEI,  D 

MANSI,  M 

04934 

04362* 

LOPATNIKGVA,  ZF 

MANSUROV,  KHKH 

04605 

04860* 

LOPEZ,  R 

MANZCNI,  A 

04352* 

04729 

LORENTZ,  G 

MARCHEVSKY,  N 

04842   04843 

04707* 

LORTAT- JACOB,  JL 

MARCONDES,  E 

04602* 

04567 

LOUIS  C,  CE 

MARCZYNSKA,  A 

05048 

04645 

LOUW,  JH 

MARKMAN,  HO 

C4730 

04306 

LOWE,  CF 

MARKOWITZ,  AM 

04378 

04757* 

LOYARTE,  HF 

MARKS,  C 

05068 

04535 

LUCAS,  CR 

MARKS,  IN 

C4957 

04730 

LUCCHINI,  A 

MARLETTA,  F 

0462  5* 

04344   04367 

LUDMICK,  JR 

MARSTON,  A 

04508* 

04781 

LUHBY,  AL 

MARTHALER,  T 

04352* 

04314* 

LURIE,  JB 

MARTIN,  E 

04940 

05063 

LUZZATTO,  A 

MARTIN,  F 

04736 

04356* 
MARTIN,  JF 

MACAIONE,  S 

04334 

04446 

MARTIN,  LW 

MACARTHUR,  AM 

04676* 

C4740 

MARTINEAUD,  M 

MACDERMOTT,  RP 

04496* 

04334 

MARTINELLI,  GL 

MACH,  K 

04998 

04964* 

MARTINEZ,  I 

MACHALSKI,  M 

04597* 

05036 

MARTINS  CAMPOS, 

JV 

MACHIOA,  T 

04567 

04799 

MARTINS  DA  ROCHA,  R 

MACK,  E 

04575 

04461 

MASCHENKO,  RG 

MACKIE,  08 

05019 

04422* 

MASHIMO,  K 

MAENHOUDT,  R 

04874* 

04685 

MASS,  N 

MAENO,  T 

04791 

04418* 

MASSA,  GL 

MAGALHAES,  AV 

04734 

05050 

MASSIMO,  L 

MAGEE,  PN 

04900 

04474 

MATLOCHA,  Z 

MAGNENAT,  P 

04753 

04887 

MATSUOA,  S 

MAHFOUZ,  M 

04976 

04519 

MATSUOA,  T 
04976 

MATSUSHIMA,  Y 

05003 
MATTHAES,  P 

04762* 
MATTHEMS,  B 

04304 
MATTIOLI,  F 

04366* 
HATTSON,  FH 

04399 
MATULEN,  CA 

04312* 
MATVIEIEVA,  SG 

04327 
MATZf  LR 

04913 
MAZZACCA,  G 

04362* 
MAZZUCCATO,  P 

04515 
MCCOLLUM,  RH 

04273* 
HCCONATHY,  HJ 

04982* 
MCCORMACK,  RJM 

04600* 
MCDANIELt  HG 

04481 
MCFARLANO,  JB 

04846 
MCFARLAND,  P 

04437 
MCGOVERN,  VJ 

04818* 
MCGUIGAN,  JE 

04294 
MCLAUGHLIN,  IS 

04812 
MCPHERSON.  AG 

04813 
MCPHILLIPS,  JJ 

04538 
MEDINA,  LA 

04625* 
MEDVEOEVA,  NT 

05012 
MEEROFF,  JC 

04707* 
MEEROFF,  M 

04707* 
MEHLHAN.  HA 

04405* 
MEIGS,  RA 

04473 
HEIRELES  DE  MIRANDA,  E 

04777 
MEJICANO.  R 

04882 
MELCHIONDA,  N 

04307   04565 
MENDEZ  ANELL,  A 

04931 
MENGUY,  R 

04382 
MERKEL,  FK 

04269* 
MERKEL,  JR 

04398 
MERLE,  M 

04299 
MERVEILLE,  P 

04691   04855   04892 
MIA6KII,  MA 

04773 
MIALARET,  J 

04765* 
MICHEL,  H 

04321* 
MICHEL,  S 

04433* 
MIGITA,  T 

04438 
MIKHAILOV,  P 

04816 
HIKHLINf  SYA 

04689 
MILANESE,  JC 

04384 
MILCU,  I 

04442 
MILES.  PM 

04363* 
MILEMSKI.  B 

04977 


MItLAROt  PR 

0««2  8* 
MILLER.  EB 

04333 
MILLER.  LO 

04484* 
MILNt  DC 

04812 
MILONOV.  OB 

04555* 
MININ.  VV 

04683 
MINIO-PALUELLO.  F 

04887 
MINKARI.  T 

04604 
MIRELLI.  E 

04590 
MIRONOV.  SP 

04925 
MITOMO.  Y 

0466  5 
MITRA.  SK 

04969 
MITTY,  WF  JR. 

05025* 
KIYAZAKI,  Y 

04665 
MIZUNO,  S 

04659 
MODAN.  B 

0479  1 
MODICA,  G 

04367 
MODIbLlANI,  R 

04394 
MODRZEHSKI,  T 

04993 
MnGHAOAM,  M 

04581 
MOISEYENKO,  AV 

04944* 
MOLINA,  JE 

04364* 
MOLINARI.    L 

04763* 
MCLINO.    G 

04552* 
MOLLE,    A 

04515 
MOLNAR,  J 

04521 
MOLONEY,  MA 

04867* 
MONGES.  A 

05081 
MONGES.  H 

04634 
MONOO-BROCA,  P 

05066 
MONTALBETTI  C,  JA 

05061 
MONTE IRO,  EF 

04948 
MORA,  LO 

04817* 
MORAES,    JPP    JR. 

04606 
MOREL.    CJ 

04384 
MORI,     K 

04614 
MDRIKAMA.  H 

04610 
MORISHITA.  R 

0435  8* 
MORITA,  K 

04677 
MORRIS.  HP 

04413*  04421* 
MORRIS,  TO 

0432  3* 
MORTIMER.  PR 

04422* 
MOSBACH.  EH 

04472 
MOSCATELLI.  P 

04900 
HOSLEY.  JW 

0494  6* 
MOSORA.  F 

04300 
MOSZENBERG.  A 

04569 


MOTOKI .  R 

04298 
MOUCHET,  A 

C5006 
MOYON,  S 

04682 
MUJAHEO,  Z 

05022* 
MULHAUPT, 

04314* 
MUN.  NV 

04774 
MUNCK.  BG 

04483* 
MUNCK.  0 

04280* 
MUNIST,  L 

04849 
MUNN.  EA 

04493 
MUNOZ.  MA 

05035 
MURAKAMI, 

04659 
MURASE. 

04661 
MUROYA. 

04666 
MURPHY, 

04526 
MUSCATELLO, 

04281* 
MUSSO,  M 

04734 
MUSTALA.  0 

04487* 
MUTT,  V 

04522 
MYRKIN, 

04859 


M 


EL 


SD 


NADLER.  SH 

04848 
NAGAHARA.  S 

04976 
NAGAl.  Y 

04610 
NAGATOMO.  T 

04659 
NAGAY,  B 

04785 
NAGLE,  R 

04771 
NAIRN.  RC 

04274*  04524 
NAITO,  T 

05003 
NAKAE,  Y 

0  5004 
NAKAGAWA,  M 

04407* 
NAKAGAMA,  S 

04874* 
NAKAMURA,  A 

04657 
NAKAMURA,  K 

04658 
NAKAMURA,  M 

04669 
NAKAMURA,  Y 

04615 
NAKASATO,  T 

04666 
NAM-KOONG,  S 

04910 
NAPALKOV,  NP 

042  82*  04609 
NAPALKOV,  PN 

04972 
NAPIERALA,  M 

04681 
NAOVI,  MS 

05023* 
NARAYAN,  JV 

05030* 
NARDI,  GL 

04385* 
NARISAMA.  T 

04799   04800   04801 
NATOLl.  0 

04514 
NAVARRO.  J 

04837 


NAZAREVSKII,  NG 

04939 
NEBUT,  M 

04475 
NEILSON.  J 

04710* 
NELSON,  JO 

05021* 
NELSON,  TS 

04758* 
NEMIR,  P  JR. 

04525 
NERAO,  V 

04476 
NETESIN,  GV 

04338* 
NEVILLE,  ED 

04293 
NEWSHGLME,  EA 

04454 
NICKS,  R 

04599* 
NICOTRA,    C 

04446 
NIKOFOROVA,    NA 

04570 
NIKOL'SKII,    AD 

04869* 
NIKUL*NIKOVA.  NS 

04295 
NILSSON,  K 

04365* 
NISHI,  M 

04669 
NISHITH,  SD 

04351 
NOGUEIRA,  CED 

04856 
NCRITSYN,  VN 

04636 
NORMAN,  JC 

04415*  04460 
NCRTHROP,  G 

04409* 
NOSEK,  H 

04624* 
NOVAIS,  TB 

04601* 
NOVAKOVA,  G 

04556* 
NCVIKOVA,  TF 

04  554* 
NOWINSKI,  WW 

04373 
NOYOLA,  JE 

05073 
NUGENT.  FW 

04390* 
NUSSLE,  D 

04596* 
NYGAARD.  K 

046B6 
NYHUS,  LM 

04732 
NYLANDER,  G 

04507* 

O'DONNELL,  B 

04  867* 
O'GARA,  RW 

04411* 
OANA,  A 

04383 
OBERHELMAN,  HA  JR. 

0475  8* 
OCHSNER,    SF 

04738 
OESTER,  YT 

04333 
OGLIETTI,  JM 

04706 
OKABE,  I 

04677 
OKAOA,  T 

04614 
OKAMOTO.  R 

04663 
OKAMURA,  H 

04677 
OKUOA.  H 

04392 
OLKOMSKI,  L 

04941 


OLLIER,  MP 

04475 
OLSEN,  TS 

04280* 
OLSON,  JA 

04447 
OMI,  Y 

04662 
ONOAR,  OK 

05000 
ONISHI.  C 

04652 
ONISHI.  N 

04652 
ONO,  T 

04905 
ONO.  Y 

04572 
ORR,  KB 

05085 
ORTIZ  VAZQUEZi  J 

04429* 
OSAOA,  T 

04614 
OSHIMA,  K 

0  5004 
OSTROVERKHOV,  GIE 

04869* 
OSZACKi.  J 

04624*  04645 
OTAKI,  AT 

04544* 
OTTE,  M 

04380* 
OUAHNICH.  H 

04973 
OWEN-SMITH,  MS 

04808 
OWSIANY,  W 

04695 

PAGE.  JG 

04403* 
PAJEWSKI,  M 

04728 
PALLADINO.  VS 

04920 
PALLIN.  B 

04637 
PALMAS,  F 

04975 
PALMIERI.  F 

04466   04470 
PALMU.  A 

04995 
PANCHENKO,  VI 

04678 
PANKOV,  BS 

04901 
PAPAOIMITRIOU.  JM 

04285 
PAP^QTUi  G 

04482   04912 
PARIS,  J 

04691   04855   04892 
PARIS,  JC 

04691   04855   04892 
PARK,  CR 

04402* 
PARK.  YH 

05010 
PARKER,  ML 

04956 
PARKHURST,  GF' 

04807 
PARMENTIER,  R 

04651 
PARMLEY,  LF  JR. 

04863* 
PARODI,  S 

04441 
PARTHIER,  B 

04453 
PARUSOVA,  II 

05012 
PASCAL,    JP 

04974 
PASSERI,  M 

04427* 
PATANE,  F 

04842 
PATEL,  AB 

04304 


PATH,     MC 

0*516 
PATSCH,    J 

04440 
PATTERSON,    M 

0475  5 
PAVLOVA,     IS 

04558* 
PAMA,     PR 

05024* 
PAYNE,  WH 

04562 
PEDOYA,  C 

05079 
PEELING,  HB 

04810 
PELIKAN,  L 

04753 
PELZL,  H 

04731 
PENNINGTON,  SN 

04304 
PENNY,  R 

04700 
PENZES,  L 

04315*  04325 
PERFETTO,  V 

05007 
PERI,  L 

0496  7 
PERISSAT,  J 

04854* 
PERSSON,  I 

04675* 
PERUGINI,  IC 

04414* 
PETA,  G 

04565 
PETERA,  V 

04904 
PETERLIK,  M 

04440 
PETIT,  H 

04886 
PETROCCHI,  G 

04578 
PETTERSSON,  S 

04709* 
PEVERETOS,  P 

04933* 
PEZZANA,  A 

05009 
PFENNINGER,  E 

04314* 
PHELAN,  JT 

04848 
PIAZZA,  G 

04684 
PICOTT,  J 

04461 
PIETRANERA,  P 
J)4^42  7* 
PINHEIRO  MAGALHAES,  J 

04777 
PINKAS,  A 

04943 
PIRVU,  C 

04557* 
PISANO,  L 

04842   04843 
PISSIDIS,  AG 

04786 
PITTMAN,  FE 

04290 
PITTMAN,  JC 

04290 
PLAA,  GL 

0440  8* 
PLACHE,  E 

0446  5 
POD'ELETS,  VF 

04717 
PODGAINY,  H 

04481 
POOYMOVA,  SO 

04554* 
POLANSKY,  BJ 

04506* 
POMMATAU,  E 

05078 
PCNCHON,  D 

04419* 
PONTES.  JF 
05069   05070 


POPESCU,  I 

04442 
POPPER,  H 

04271* 
PORCELLINI,  A 

04480 
PORTA,  EA 

04502* 
POSKITT,  T 

04490* 
POTRUSIL,  B 

04693 
POZHARISSKII,  KM 

04282*  04609 
PRANGE,  I 

04406*  04416*  04510* 
PREDA,  V 

04468 
PREISIG,  R 

04323* 
PRIESTLEY,  JB 

04853* 
PSOMOPOULOS,  N 

04833 
PUDDU,  P 

04587 
PUENTE,  S 

04984* 
PUGH,  RP 

04304 
PUGLIESE,  F 

04975 
PUJOL,  H 

04318* 
PURICELH,  C 

04621 
PUTZKE,  HP 

04277* 
PYATERIKOVA.  NA 

04463 

OUAGLIARIELLO,  E 

04466   04470 
QUARENTEI ,  G 

04567 
QUAY,  JF 

04349* 
QUE,  GS 

042  75* 
OUENUM,  C 

04496* 

RABES,  H 

04401* 
RADFORD,  AJ 

04913 
RAGNI,  G 

04589 
RAMSAY,  GC 

04875* 
RANDOLPH,  MM 

04426* 
RAO,  OS 

04435 
RAO,  GA 

04471 
RASCOVSKY,  S 

04849 
RAWAT,  AK 

04404* 
RAY,  TK 

04451 
RAYNAUD,  P 

04527 
RAZEMON,  P 

04888 
REDGRAVE,  TG 

04313* 
REDING,  R 

05071 
REDMAN,    CM 

04456 
REGINSKII,  AN 

04559 
REID,  IS 

04811 
REINALOO,  A 

04932 
REISER,  R 

04471 
REMACLE,  P 

05054 
REMY,  J 

04682 


RENCRICCA,  N 

04480 
RENNER,  IG 

04542* 
REQUESENS  MANTEROLA,  C 

04783 
REVILLE,  P 

04971 
REY,  H 

04967 
REZZONICOt  A 

04908 
RHODES,  FA 

04913 
RIBAS  GZONAS,  B 

04429* 
RIBEIRO  JORGE,  PA 

04897   04898 
RIBEIRO,  AM 

04794 
RIBEIRO,  SA 

04889   04915   05057 
RIBET,  A 

04902   04974 
RICHARD,  CA 

04602* 
RICHARDSON,  WR 

04676* 
RICHTER,  G 

04433* 
RICHTER,  HS 

04743* 
RITCHIE,  WP  JR. 

04364* 
RO,  T 

04615 
ROBERTS,  PAL 

04790 
ROBINEAU,  M 

04968 
ROC,  S 

04651 
RODA,  E 

04565 
ROFRANO,  JA 

04707* 
ROITT,  IM 

04281* 
ROKICKI,  M 

04467 
ROMANO,  f 

04369 
ROMIEU,  C 

04318* 
ROSE,  NR 

04267* 
ROSENBERG,  EH 

04361* 
ROSENGREN,  B 

04872* 
ROSENMUNO,  H 

04389J* 
ROSSETTI,  MA 

04946* 
ROSSI,  A 

05082 
RCSSI,  P 

05025* 
ROSSO,  PA 

04711* 
ROUSSELOT,  P 

04933 
ROUX,  M 

05015 
ROY,  C 

04837 
RUBIN,  J 

04790   04835 
RUCKEBUSCH,  Y 

04497* 
RUDDY,  SJ 

04946* 
RUEFF,  FL 

04731 
RUSCONI,  U 

04698 
RUSOVICI,  L 

04383 
RUSSO,  A 

04494* 
RUZICKA,  FF 

05025* 
RUZYLLO.  E 
04977 


RV8AK,  JJ 

04355* 
RYZHIKH,  AN 

04802 

SABINE,  JR 

04478 
SACCHETTO,  F 

04569 
SADEGHI,  0 

04495* 
SAGA  I DAK,  VN 

04642 
SAIK.  RP 

04484* 
SAINTSUPERY,  G 

05027* 
SAITOt  K 

04665 
SAITO.  T 

04663 
SAKAKI,  S 

04659 
SAKAKUSHEV,  IE 

04705 
SAKODA.  K 

04660 
SALAMAN,  JR 

04428* 
SALGAOO,  JA 

05050 
SALHENKIVI,  K 

04804 
SALVIOLlf  GF 

04  308 
SAMAAN,  NA 

04961* 
SAHAHA,  M 

04630* 
SANOFALOV,  AA 

04541* 
SAMPIETRO,  R 

04550* 
SAMUEL,  JR 

04428* 
SAMUELSSON,  BE 

04365* 
SANCHEZ,  E 

04935 
SANKALE,  M 

04876* 
SANNOE,  Y 

04663 
SANTIAGO  CORCHAOOt  M 

04429* 
SANTOS  RUIZ,  A 

04429* 
SANTOS,  M 

04  984* 
SANV,  C 
04321* 
SAPENE,  C 

04932 
SAPRE,  NN 

04424* 
SAPUNAR,  J 

05035 
SARRAZIN,  A 

04968 
SASAKI,  E 

04434* 
SASAKI,  T 

04666 
SASANO,  E 

05004 
SASOVETZ,  0 

044^1♦ 
SASSI,  I 

04711* 
SASSI,  P 

04339* 
SATO,  K 

04668 
SATO,  Y 

04660 
SAVA,  G 
04574* 
SAVARY,  M 

04596* 
SAWANO.  N 

04665 
SAWYERS,  JL 
04713* 


SCALISE,  G 

SHIMAZAKI,  K 

SCLASSOL,  G 

SVENSSON,  A 

04885 

04917 

04321* 

04507* 

SCAMPERLE,  R 

SHIN,  YH 

SOLATUNTURI,  E 

SVESHNIKOV,  PA 

04960* 

04638 

04487* 

04643 

SCHAOE.  G 

SHINKEVICH,  MV 

SOLOVEVA-RASKINA,  II 

SVETACHEVAt  EA 

05029* 

04371 

05012 

05019 

SCHAFFNER,  F 

SHIRAI,  T 

SOLTYSIAK,  A 

SWEETHAN,  MR 

04271* 

04659 

04655 

04530 

SCHAPIRA,  F 

SHIRAISHI,  T 

SCMBERG,  EW 

SMENERTON,  H 

04431* 

04498* 

04405* 

04868* 

SCHATZKI,  PF 

SHISA,  H 

SCNOERGAARO,  E 

SWORN.  MJ 

0442  5* 

04652 

04510* 

04844 

SCHEININ,  TM 

SHLEVKQV,  BA 

SORM,  F 

SYMONS,  LEA 

04723   04787 

04555* 

04397 

05043 

SCHILLER,  WR 

SHMUTER,  LM 

SOROKIN,  RA 

SZALACH,  E 

04388* 

04564 

04371 

04930 

SCHINOLER,  R 

SHOCKET,  E 

SORRELS,  MF 

SZKLANNV,  J 

04585 

04805 

04471 

04646 

SCHIRAROIN,  H 

SHOEB,  SM 

SOSA  LARA,  EV 

SZOSTAK,  WB 

04430* 

04583 

05072 

04977 

SCHHAMAN,  A 

SHUBIN,  BM 

SOTO,  RJ 

SZTABA,  R 

04616 

04283 

04312* 

04769 

SCHMAUSS.  AK 

SIDHU,  JK 

SOURKES,  TL 

0479  3 

05037 

04439 

TABAQCHALI.  S 

SCHOLTHOLT,  J 

SIEGEL,  HI 

SOW,  AM 

04751* 

04498* 

04305 

04876* 

TAGART,  REB 

SCH0NE8ECK,  J 

SIERKO,  S 

SPANO,  G 

04340 

04637 

05001 

04842   04843 

TAGLIAMONTA,  A 

SCHREIBER,  HW 

SIFFERT,  G  JR. 

SPELLBERG,  MA 

04515                             ■ 

04607 

04776 

04883 

TAKAGI,  K                         ■ 

SCHRIEFERS,  KH 

SILAN,  RB 

SREEPATHI  RAO,  SK 

04658                            1 

04962* 

04548* 

04351 

TAKAHASHI,  J 

SCHULTZ,  S6 

SILVA  BAEZA,  J 

STACK,  BHR 

05004 

04335   04483* 

04893 

04792 

TAKAHASHI,  H 

SCLAUSERO,  G 

SILVA,  C 

STAHL,  J 

04665 

04986* 

05050 

04971 

TAKAHASHI,  T 

SCONDOTTQ,  G 

SILVA,  LC 

STAHLHEBER,  H 

04799 

0456  5 

04970 

04880* 

TAKAHASHI,  Y 

SCOTT,  HW 

SIMCOCK,  MJ 

STALDER,  J 

04662 

04713* 

C5011 

04761* 

TAKAYAHA,  S 

SEBASTIANI,  M 

SIMIONESCU,  L 

STANOMSKI,  E 

04505* 

04370 

04443 

04671   05056 

TAKEICHI,  A 

SECCHI.  GC 

SIMON,  G 

START,  C 

04614 

0490  8 

04315*  04325 

04454 

TAKESUE,  Y 

SEGALL,  MM 

SINGH,  BN 

STASENKO,  AV 

04489* 

04750* 

04735 

04570 

TAKETANI,  H 

SEGHERS.  K 

SIPOS,  T 

STATTIN,  S 

04659 

04788 

04398 

04872* 

TAKEYA.  K 

SEGRESTIN,  M 

SIRJITA,  N 

STEEDMAN,  RA 

04610 

04928 

C4952 

04701 

TAKEZAWA,  Y 

SEGUIN,  F 

SIVANOVA,  Z 

STEEN,  GO 

04610 

04563 

05016 

04365* 

TALARICO,  KS 

SEIOEL.  D 

SIVASH,  ES 

STEIGMANN,  F 

04293 

04873*  04982* 

04626* 

04882 

TAMIR,  I 

SEKINE,  M 

SKAUNIC,  V 

STEINER,  RE 

04750* 

04298 

04476 

04533 

TAMOTO,  K 

SELEZNEV,  GI 

SKIPETROV,  VP 

STENING,  GF 

04661 

04990 

04444 

04486* 

TANAKA,  K 

SEMENZA,  G 

SKYRING,  A 

STEPHAN,  U 

04905 

04314* 

04599* 

04838 

TANAKA,  N 

SERAPIAO,  CJ 

SLADOJE,  M 

STOHLMAN,  F  JR. 

04662 

a4ai5^ 

05021* 

04480 

TANAKA,  S 

SERNIAK,  PS 

SLIWINSKI,  B 

STONE,  08 

04660 

0468  3 

04936 

04961* 

TANAKA,  T 

SETA,  K 

SMALL,  DM 

STORCK,  0 

04610 

04664 

04461 

04697 

TANAKA,  Y 

SHAFER,  II 

SMILARI,  L 

STRIMBU,  I 

04663 

04972 

04367 

04916 

TANOON,  BN 

SHAKHANOVA,  EA 

SMIRNOV,  lEV 

STROBBIA,  R 

05037 

04972 

05002 

04729 

TANKER,  M 

SHAKIROV,  EA 

SMITH,  GP 

STUKONIS,  M 

04604 

04559 

04484* 

04622* 

TANNO,  H 

SHAPKIN,  VS 

SMITH,  H 

STURLESE,  P 

04932 

04890 

05053 

04986* 

TARPILA,  S 

SHAPOSHNIKOV,  YUG 

SMITH,  MW 

SUDUCA,  P 

04381   04487* 

04333* 

04493 

04974 

TATKALO,  IV 

SHARP,  NCC 

SMITH,  T 

SUGANO,  H 

04641 

05028* 

04792 

04658 

TAYLOR,  BB 

SHAVER,  JC 

SMOLIANSKII,  BL 

SULTANOVA,  GF 

04735 

04323* 

04326 

04286 

TAYLOR,  CB 

SHEOLOVSKAIA,  MV 

SMUCKLER,  EA 

SUMMERSKILL,  WHG 

04413* 

04341 

04453 

05051 

TAYLOR,  KB 

SHEEHY,  T 

SMYRNIOTIS,  FE 

SUNAGA,  S 

04278*  04279* 

04863* 

04379 

04677 

TAYLOR,  PH 

SHEFER,  S 

SCARES,  EC 

SUNSHINE,  P 

046  54 

04472 
SHERLOCK, 

04319* 
SHICHIJO, 

04657 
SHILENOK, 

04950 
SHILS,  ME 

04324* 


VI 


04606 
SOEJIMA, 

04663 
SCKOLOV, 

04852* 
SOKOLOWSKI, 

04695 
SOLASSOL,  C 

04318* 


04959 
SUSSI,  PL 

04395 
SUTO,  H 

04657 
SUZUKI,  H 

04662 
SUZUKI,  K 

04298 


TEIR,  H 

04995 
TELKOV,  NA 

04649   04667 
TENGSTROH,  B 

04545* 
TERAOA,  N 

04652 


TERAMOTO.  T 

05004 
TERUI,  Y 

0'f66* 
TER2U0LC,  0 
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